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PREFACE.

This book is intended for students, not advanced workers.
The endeavor has been to set forth concisely those funda-
mental facts which are requisite to the successful practice of
medicine. Pathological processes rather than the details of
morbid anatomy have been described, with the object of co-
relating the symptoms of disease to the underlying changes.
In connection with diagnosis the more important modern
laboratory methods have been included ; and in addition each
section is preceded by a brief resume of the éssential points
to be ascertained by interrogation of the patient, and of the
physical methods by which the examination should be com-
pleted.

The work as a whole is based upon the masterly teachings
of Goodno, and to him in particular must be attributed the
practical, though necessarily condensed, directions as to treat-
ment. In the preparation of the articles dealing with semi-
surgical conditions, notably appendicitis, intestinal obstruction,
cholelithiasis, and nephrolithiasis, the author has profited
by the advice and kindly criticism of Dr. William B. Van
Lennep. The sections devoted to clinical methods and neur-
ology represent the teachings of Dr. Clarence Bartlett, while
to Dr. Weston D. Bayley the author is indebted for a careful
review of that portion of the book dealing with the clinical
examination of the nervous system. Constant reference has
been made to the writings of other authorities, however, and
it is hoped that the work will afford a clear perspective of the
modern practice of medicine.

FREDERIC MORTIMER LAWRENCE.
OcTOoBER 17, 1901.

82201
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INFECTIOUS DISEASES.

An infectious disease is one caused by the invasion and repro-
duction within the body of pathogenic micro-organisms.

Contagion, the direct communication of disease from one
person to another, occurs in those infectious diseases in which
the virus is discharged from the body by channels which
render its transportation to another easy. For example, in
scarlatina, measles and smallpox the virus is eliminated by
the skin, tiny scales of which are easily carried by the air.
On the other hand, in malaria the virus is not discharged at
all, and contagion is unknown; while in typhoid it is elimin-
ated only in the urine and feces, and ordinary cleanliness
renders contagion im'possible.

Infection is conveyed by various media, including:

1. Fomites, i. ¢., substances, such as clothing, furniture and
domestic animals, which have been in direct contact with the
infected patient. Smallpox and diphtheria in particular are
apt to be conveyed in this manner.

2. Water.—This may become contaminated with the dis-
charges of infected patients. Typhoid and cholera are among
the diseases thus conveyed.

3. .Milk.—This may convey contagion from a tuberculous
cow, but more often it is contaminated by water used to wash
the milk cans. Typhoid epidemics have originated in this
way.

2
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4. Dust.—Particles of dust frequently carry with them micro-
organisms. In particular, the sputum of tuberculous patients,
drying in the air, is caught up with the dust and the bacteria
enter the lungs with the inspired air.

5. Insects, etc.—Typhoid, cholera, etc., may be spread by
flies, which after contact with the infected excreta, carry the
virus to deposit it on food; malaria is conveyed by mosquitoes,
and bubonic plague by rats.

6. Atmospheric air was formerly regarded as a carrier of
infection, but it is probable that the responsibility rests with
dust, insects, etc., rather than with the air itself.

Infective agents gain access to the body through the respira-
tory system, through the intestinal system, or through some
break in the skin. At the point of invasion the micro-organ-
isms are met by resistance on the part of the organism (phago-
cytosis?) and are either destroyed or, having gained a foothold,
proceed to a rapid reproduction; while coincidently with their
rapid increase in numbers they elaborate certain chemical
products which, disseminated through the body, act as violent
toxins. In case the body can overcome the invaders at the
outset, the individual is said to be smmune, if, however, the
infective agents are successful in overcoming the resistance of
the body, the individual is said to be susceptible.

Immunity, the resistance of the living organism to infection,
varies greatly in different individuals. It occurs in two forms:
natural immunity, the natural and constant resistance of a
healthy animal to certain diseases; and acquired immunity,
the resistance resulting from accidental circumstances such as
a previous attack of the same disease (yellow fever, etc.). In
addition an experimental immunity may be induced by various
laboratory manipulations.

As a corollary to these facts, it follows that susceptibility to
infection varies widely in different animals, in different races,
in different men, and in the same man at different times. In
man this susceptibility is influenced by—

1. Race.—For example, the negro races resist infection with
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INCUBATION. INFECTIOUSNESS.

Typhoid, 7-22 days. Onset toend of second week of convalesecnce.

Typhus, 5-21 days. Onset to end of three weeks.

Relapsing, 5-16 days. Onset to end of one week.

Dengue, 3-5 days. Onset to end of one week. -

Influenza, 1-5 days. Onset to end of two weeks.

Yellow Fever, 1-14 days. Onset to end of one week.

Malaria, 6-21 days. Onset to disappearance of plasmodium.

Asiatic Cholera, 1-7 days. Onset to end of one week.

Diphtheria, 2-7 days. Incubation to three weeks or more after con-
valescence.

Scarlatina, 2-10 days. Onset to end of desquamation.

Measles, 7-14 days. [Earliest prodromes to three weeks after
recovery.

Rubella, §-21 days. Three days before rash to end of desquama-
tion.

Small-pox, 8-15 days. Onset to end of desquamation.

Chicken-pox, 12-19 days. Onset to end of desquamation.

Whooping Cough, 7-14 days. Onset to end of whooping period.

Mumps, 14-25 days. Onset to end of three weeks.

Bubonic Plague, 3-6 days. Onset to disappearance of symptoms.

In many of these diseases, particularly smallpox and diph-
theria, conveyance of infection by fomites is possible for
periods of months and even years. Only by thorough disin-
fection can this be prevented.

THE CLINICAL ASPECTS OF INFECTIOUS DISEASE.

The clinical manifestations attending infectious disease are, in gen-
eral, those indicated by the term fezer. They include eleva-
tion of temperature (pyrexia), acceleration of pulse and
respiration, disturbances of the gastrointestinal and nervous
systems (nausea, vomiting; pain, delirium), and scanty, con-
centrated urine.

Various types of fever are recognized, including:

1. Continued fever.—In which the daily variation in tem-
perature is slight (1-2°).

2. Remittent fever.—In which the daily temperature varia-
tion is marked but the minimum is still above normal.

8. Intcrmittent fever.—In which the temperature variation
is marked and falls to or below normal.
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ing a clinical thermometer into the mouth, axilla or rectum for a
period of five minutes or more. The normal temperature in
the mouth is 98.4° F.; that in the axilla is slightly lower,
while in the rectum it is somewhat higher.

In investigating an infectious disease the temperature should
be taken not once, but twice daily, at stated hours in the morn-
ing and evening. The variation determines the type of fever
and assists both diagnosis and prognosis.

2. Characteristic signs. Inspection will reveal the various
skin eruptions, etc., as well as aid in determining the condi-
tion of the sensorium (for example, the apathy of typhond
meningitis and severe sepsis).

8. The physical condition of heart, lungs, kidneys and
digestive tract. An exact knowledge of the state of these
organs is of the utmost importance, for upon their integrity
and their ability to bear the brunt of the attack recovery
depends. Until this is ascertained a prognosis cannot be
framed or a proper course of treatment directed.

The Management of an Infected Patient demands immediate at-
tention from the physician. This implies:

1, Isolation of the patient. Let him be put to bed in a large
upper room with good light and ventilation, all upholstery,
curtains and unnecessary furniture being removed before the
entrance of the patient. Allow no one else but the attendants
to enter, and have each one take every precaution against
conveying contagion from the room. The door should be
screened with a sheet kept moist with some disinfecting fluid.

2. Cleanliness. The entire body of the patient should be
cleansed with warm water and soap at least once daily. The
mouth and teeth should be scrubbed frequently with a
solution of boric acid or some other mild antiseptic. The bed
clothing should be changed daily and must be disinfected be-
fore it leaves the room. All discharges should be received
and allowed to remain for a time in vessels containing a germi-
cidal solution. At the conclusion of the illness the patient
and attendants should bathe, apply a disinfecting solution to
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Cold Compresses.—Three or four thicknesses of old table
linen or toweling are moistened with cool water and applied
to the body; and a second compress is applied as soon as the
first one becomes warm. While agreeable to the patient, the
compress has little effect upon temperature.

The *“ cheese-cloth bath,” highly recommended by Goodno,
consists of about four layers of cheese cloth dipped in ice
water and then wrung out a/most dry. The patient lies upon
his side, a single layer of dry cheese cloth is placed over his
body, and the moistened layers are laid over him so as to
cover the body anteriorly, laterally, and posteriorly, from
neck to knees. By this agreeable method heat is dissipated
rapidly and the temperature quickly falls.

The Cold Pack.—A blanket is laid smoothly over the bed,
and on it are spread one or more sheets wrung out in cold
water. The patient is placed in the middle of the sheets and
the latter quickly wrapped about him, and then the blanket
is folded over all. At the end of half an hour the patient
begins to feel warm and often perspires freely, though the
temperature is considerably reduced. When it begins to rise
again the pack may be repeated.

The cold bath, advocated by Brand and others and ex-
tensively used in Germany, must be instituted during the first
week of the disease if at all. When the patient’s temperature
reaches 102.2° F. he is placed for about fifteen minutes in a
bath tub containing water at 65-70°, and during this time he
is rubbed by attendants. On entering the bath he receives
about an ounce of whisky, well diluted, or half a glassful of
wine. At the conclusion of the bath he is lifted to his bed,
which is spread with a rubber sheet, and covered with a
blanket. Inten or fifteen minutes he is thoroughly dried and
his night dress replaced, and he is then given a cup of milk or
broth. Aslong as the temperature remains high the bath is
repeated every three hours. This method, while of undoubted
efficacy, is little used in private practice.

STIMULANTS should be administered to an infected patient
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4. The foxcmia causes various complicating lesions, includ-
ing the following:

(a.) The liver is enlarged and softened, and its cells may
undergo granular and fatty degeneration.

(6.) The kidncys show parenchymatous degeneration, and
occasionally acute nephritis or infarction occurs.

(¢.) The /cart muscle is degenerated, becoming soft and
flabby.

(d.) The respiratory tract is the seat of catarrhal changes,
while hypostatic congestion of the lungs is the rule and catar-
rhal pneumonia is common,

(¢.) The nervous system and the glandular structures un-
dergo inflammatory changes occasionally.

(f.) The general muscular system is degenerated.

Clinical Course.—After a prodromal period of a week or ten
days during which the patient suffers with lassitude, headache,
slight digestive disturbances, and often epistaxis, the 7nitial
stage is ushered in by a gradual, step-like rise of temperature
day by day for a week. During this firs¢ week there is pros-
tration, severe headache, and gastro-intestinal disorder.

The seccond week is marked by continued fever and aggrava-
tion of the existing symptoms. The tongue becomes dry and
fissured; rosc spots appear on the abdomen; the enlarged
spleen is recognizable by palpation; and the headache gives
way to mental apathy or mild delirium. The pulse becomes
frequent; diffuse bronchitis is usually present; the abdomen is
distended; there may be constipation or diarrhea; and pros-
tration grows more and more profound.

The third weck shows a temperature that is still high, but
in favorable cases the morning remissions become more
marked. The pulse is rapid and feeble, the heart’s impulse

weak; muttering delirium alternates with apathy; emaciation
and prostration are extreme. There mav be retention of

urine or incontinence of feces. At this period there is danger
of hemorrhage, perforation, and peritonitis, and pulmonary
complications.
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sign. A rapid rise late in the course of the disease indicates
the onset of a serious complication. A sudden fall suggests
hemorrhage or perforation.

CIrRCULATORY SyMpTOMS.—With the rise of the temperature
the pulse becomes full and dicrotic, and at the end of the first
week its frequency is about 100. During the second and third
weeks it becomes quicker and feeble in direct proportion to
the gravity of the case. The heart becomes weak, the first
sound losing intensity until it resembles the second. The
cardiac weakness permits a circulatory stasis which may result
in hypostatic pneumonia, venous thrombosis, embolism, etc.

NEervous SyMpToMms.—During the first week headache is
pronounced, and often is associated with sleeplessness and rest-
lessness at night. In the second week these symptoms give
way to mental apathy or delirium, the latter varying from a
simple confusion of ideas to an acute mania. Later, delirium
becomes profound, and with it there may be tremor, twitch-
ing (subsultus tendinum), and picking at the bed clothes or
imaginary objects.

RESPIRATORY SyMpTOMS.—Bronchitis in some degree con-
stantly accompanies typhoid; there may be rapid respiration,
slight cough and bronchial rales. Lobular pneumonia is a less
frequent complication, while lobar pneumonia is rare.

ABDOMINAL SyMpTOMS.—Pain and tenderness, especially in
the right iliac fossa in association with gurgling on pressure,
are symptoms generally present but by no means pathogno-
monic. Tympanites, due to paresis of the bowel, develops
in the second week in most cases. Diarrhea, with stools like
pea-soup, is often present, although at times constipation is
persistent.

Hemorrhages from the bowels are of serious import; for the
loss of blood, resulting from the erosion of vessels by the
intestinal lesion, may be sufficient to destroy life at once.
Hemorrhage is always a grave symptom, denoting extensive
ulceration.

THE ERUPTION of typhoid is characteristic. It appears on
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Elrlick's diaso-reaction, which appears in the urine about
the close of the first week, may aid in diagnosis occasionally.
Two solutions are required: (1) a 0.5% solution of sodium
nitrite; (2) a mixture of 2 grams of sulfanilic acid, 150 c.c. hy-
drochloric acid, and 1000 c.c. of distilled water. One part of
the first solution is mixed with forty parts of the second, an
equal quantity of urine and about one-eighth volume of
ammonium hydrate are added, and the whole is shaken well.
To constitute a positive reaction both foam and fluid should
become bright red in color. This reaction may be present in
acute tuberculosis, meningitis, measles and other febrile affec-
tions; hence its diagnostic value is limited.

The Widal serum test yields a positive reaction in almost
all cases of typhoid after the eighth day and often earlier. A
drop of blood from a needle-prick of the ear or finger of the
patient is allowed to dry upon a clean glass slide. A loopful of
a fresh bouillon-culture of typhoid bacilliis placed upon a clean
cover glass and to this is added a large loopful of a watery so-
lution of the dried blood. The cover glass is inverted over the
concavity of a hollow slide and sealed at the edges. Under a
high power lens a rapid clumping of the bacilli can be ob-
served in the hanging drop and their movement ceases almost
instantly. If this reaction cannot be obtained at the end of a
week typhoid can be excluded; but its appearance, on the
other hand, may be the result of an attack ten years previ-
ously. '

Acute miliary tuberculosis resembles typhoid very closely.
The high remittent fever, the preponderance of pulmonary
over abdominal symptoms, the consolidation at the apices
rather than the base of the lungs, and the absence of erup-
tion may serve to distinguish it.

Gastro-enteritis in children, with marked abdominal symp-
toms, may simulate typhoid. Greater fever, profound pros-
tration, an enlarged spleen and the characteristic eruption
indicate the latter, however.

Prognosis.—\While generally favorable, the death-rate under
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A certain point, about 102.5° F., may be regarded as a maxi-
mum, and elevation of the temperature beyond that point de-
mands free sponging with cold water; and if the pyrexia
persists, the use of the ‘‘ cheese-cloth bath” or the cold pack.
Hyperpyretic cases uncontrolled by these simple measures
may be benefited by high colon flushes of cold water. The
general cold bath, according to the method of Brand, must
be used from the first days of the disease if at all.

Medicines.—During the initial stage of the fever the reme-
dies most frequently demanded by the general condition of the
patient are bryonia and baptisia. Less often special remedies
are demanded by certain symptoms, such as headache (éclla-
donna, spigelia, gelsemium) or general pains (rhus tox., etc.).

With the advent of the second week the developing typhoid
state generally demands »/us tox. At times a bad state of the
mucous membrane will suggest baptisia or mercurius, and
should either of these fail and the progress of the condition be
evidenced by a red, raw tongue, with food badly borne, great
thirst, and offensive watery stools, recourse may be had to
cantharis, lackesis (especially if there be a comatose state) or
turpentine (tympanites and other abdominal symptoms).

Catarrhal enteritis with mental apathy suggests plosploric
acid, while symptoms of gastric catarrh with constipation will
be benefited by Aydrastis.

Nervous symptoms, if profound, require another class of
medicines, chief of which are /Ayoscyamus (furious delirium),
stramonium (cheerful delirium), and agaricus (delirium with
tremor and rigidity). Muscular failure with great prostration
and low delirium calls for Zydroclloric acid, while the extreme
typhoid state, with heart failure and general collapse, may
suggest arsenic.

Intestinal hemorrhage may be controlled by such remedies
as lamamelis (sore feeling through the abdomen), turpentine
(meteorism, flatulence, offensive stools, and possibly albumi-
nuria), /Zydrastis (heavily coated tongue, etc.), and ipecac
(griping colic below the navel). Should these fail and grave
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by an inflammation of serous structures (joints and tendon
sheaths). No characteristic lesions have been found.

Symptoms.—The essential features of dengue are:

1. Fever. (a) An initial paroxysm lasting three or four
days, followed by

(6) A remission of two or three days, and

(¢) A terminal paroxysm, shorter and less severe than the
first. '
2. Severe muscular and articular pains. During the febrile
paroxysm the muscles are tender and the joints are red,
swollen and painful.

3. A rash. This is not distinctive: there may be an initial
rash of scarlatinal character, which disappears quickly, and is
followed on the fourth and fifth day by an eruption which may
be erythematous, urticarial or herpetic. Often desquamation
ensues.

Clinical Course.—The disease begins abruptly with a slight
chill followed by fever (102°-107° F.), and headache, back-
ache, and severe pains in muscles and joints. Prostration is
marked and a scarlatina-like rash may be present. At the end
of three to five days a crisis, often accompanied by diarrhea or

" sweating, occurs, and the general symptoms disappear, leav-
ing the patient stiff and sore. At this time various eruptions
appear. In two or three days the characteristic symptoms
reappear, but this febrile paroxysm is milder and shorter
than the first, and is followed by slow convalescence.

Less commonly the attack is accompanied by hemorrhages
from the mucous membranes, inflammation of the respiratory
tract, and lymphatic swellings.

Diagnosis.—R/\cumatic feeer runs a dissimilar course and
is usually without eruption. :

In ¢nAluenza the temperature is not remittent, the joints
are rarely involved, and serious complications are frequent.

Yelloww fever may be distinguished by the occurrence of
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INFLUENZA.
(La Grippe, Catarrhal Fever.)

Etiology.— This disease occurs in great epidemics, which
spread over the world with almost inconceivable rapidity.
Sporadic cases occur at other times. It is mildly contagious,
but on account of its rapid spread the method of infection is
difficult to explain. Sex, age, condition and climate have no
influence. The cxciting cause is the bacillus of Pfeiffer, a
minute rod found in the catarrhal discharges.

Pathology.—There are no characteristic lesions, the disease
being essentially a profound toxemia.

Symptoms.—There is a sudden onset, usually with high fever
which lasts for several days and is accompanied by profound
prostration and great pain in the head, back, and extremities.
As a rule the attack is marked by severe catarrhal conditions
of the respiratory or gastro-intestinal tract.

Clinical Types.—The varying localization of the disease has
led to its classification into:

1. 7he Catarrhal Varicty.—This is distinguished by catar-
rhal inflammation of the respiratory or gastro-intestinal tract.

2. The Nervous Variety.—This form is characterized by
delirium and hyperesthesia of the special senses. In addition
a typhoid type may develop, in which the typhoid state is ad-
ded to nervous and gastro-intestinal symptoms.

Complications.—These are extremely common and may involve
the respiratory tract (catarrhal or croupous pneumonia,
pleurisy, empyema), the circulatory system (endocarditis,
pericarditis, heart failure), or the nervous system (neuralgia,
neuritis, insanity).

Diagnosis.—The association of catarrhal symptoms with a
profound prostration altogethcr out of proportion to the
severity of the other symptoms renders diagnosis easy in most
cases. Doubt may be removed by staining a cover-glass
specimen of the respiratory secretion with Ziehl's carbol-
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3. Jaundice. Often the skin becomes yellow, hence the
name of the disease. In the early stages this may be slight,
but later the patient’s skin assumes a saffron-color.

Symptoms.—1. The stage of inwvasion is marked by a chill, a
rapidrise of temperature, and painin the head, back, and limbs.
The face is flushed and the eyes suffused. The epigastrium
is tender, the stomach is irritable, and vomiting occurs fre-
quently. The temperature remains high for about three days,
then falls to nearly normal.

2. The ““stage of calmn,”’ the remission which now occurs,
may initiate convalescence in mild cases. All theé symptoms
moderatebut as a rule, in a day or two, a third stage super-
venes, viz.,

8. The stage of rclapse. The temperature rises rapidly,
jaundice develops, the symptoms become aggravated, and as
a result of kidney involvement a uremic condition is added.
There is intense gastric irritability and often ‘‘black vomit,”
due to the presence of altered blood in the vomitus. The
urine is scanty, albuminous, and may contain hyalin casts and
blood; complete suppression may occur. Cerebral symptoms
develop, varying from mild delirium to profound coma. The
prostration may merge into the typhoid state, or collapse may
ensue. Hemorrhages beneath the skin and from the mucous
membranes are common. The duration of this stage varies.
Death may occur from collapse, hemorrhage, or uremia.

Diagnosis.—As a rule, the symptoms of yellow fever are so
unmistakable that an error in diagnosis is impossible. A
malarial feeer can be excluded by the absence of the parasite
from the blood.

Prognosis.—The mortality varies from 10 to 80 per cent.,
according to the epidemic. Hemorrhages, anuria, and cere-
bral symptoms are of grave significance.

Treatment.— Absolute rest. Little or no food during the
period of invasion; later, light liquid food, and rectal feeding
if necessary. Increasing prostration requires alcoholic stimu-
lants.
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4. Chronic dysentery. As a result of persistent inflam-
matory changes the walls become thickened and often ulcer-
ated. Healing by cicatrization may lead to stricture of the
intestine.

Symptoms.—After several days of diarrhea, which gradually
.becomes severe and ‘painful, the stools lose their fecal char-
.acter and instead consist largely of 4/ood, pus and mucus. At
the same time persistent and severe rectal texesmus (bearing
down) and tormina (abdominal griping) occur. There is
moderate fever, considerable prostration, and in the diph-
theritic form a typhoid state may develop. Death*may occur
from exhaustion or as the result of some complication, such
as peritonitis or abscess of the liver. The duration of an
acute attack varies from one to eight weeks, according to its
severity.

Diagnosis.—Dysentery differs from ordinary diarriea in the
occurrence of mucoid and bloody stools associated with great
tenesmus. Local rectal conditions may give rise to loose and
bloody stools, but the history together with a local examina-
tion will reveal the true nature of the process.

Prognosis.—In ordinary catarrhal cases the prognosis is
favorable, and in the tropical cases it is guardedly so, but in
the diphtheritic cases the outcome is doubtful. In epidemics
the mortality varies from 10 to 70 per cent.

Treatment.—Absolute rest in bed, with use of the bed pan,
careful disinfection of the excreta, personal cleanliness, liquid
diet, and stimulants when needed. Irrigations of the bowel
with large quantities of boiled water, plain or containing ten
grains of boric acid to the ounce, repeated every six to twelve
hours, are advisable. Hot fomentations may be applied to
the abdomen to relieve pain.

Of remedies, mecrcurius dulcis may be administered in mild
attacks, but mcrcurius corr. is pre-eminently useful in tropical
cases. In the severe forms cantharis and arsenic are fre-
quently indicated also. Severe tenesmus may be relieved by
belladonna, aloes or nux womica,; while colicky abdominal
pain suggests the use of ipecac, colocynth or cuprum ars.
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isms in various stages coexist, and large ovoid and crescentic
bodies are also seen. The precise period of time occupied by
the life cycle of this parasite has not been determined. In
connection with this and other varieties, extra-corpuscular
forms, some with flagelle, have been described.

By their action these organisms destroy the red corpuscles,
liberating the pigment (melanemia) and ultimately cause ex-
treme anemia. The spleen becomes greatly swollen (ague-
cake), the liver moderately enlarged, and all the organs are
discolored by the pigment.

Symptoms.—The malarial paroxysm, which occurs in the
regularly intermittent forms, may be divided into three char-
acteristic stages, viz.:

1. The chill.

2. The fever.

8. The sweat.

Prodromes are often slight and may be absent. If-they
occur, they consist of slight general lassitude and headache, and
often yawning andstretching. There may be nausea and vomit-
ing. Chilly sensations follow rapidly, and soon the patient isin
the midst of a severe shaking chill. Usually this lasts for less
than half an hour, during which period the temperature is ris-
ing steadily. Then the chilliness gradually diminishes and is
succeeded by a sensation of intense heat. The skin, pre-
viously pale and cool, becomes flushed, hot and dry, the
temperature may reach 106° or 107°; and aching in the head,
back, and limbs becomes intense. After some hours of intense
fever, sweating begins and is soon profuse, and then the tem-
perature falls rapidly and all the symptoms are relieved. Dur-
ing the intermission which ensues the patient may feel quite
well; but at the end of the period the attack is repeated just
as before.

Types of Fever.—Malarial fevers are divided, according to the
causative organism and the resulting periodicity of the parox-
ysms, into three main forms, viz.:
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offer a history of previous disease, together with localized pain
and physical signs. Ulcerative endocarditis may be excluded
by auscultation over the heart. The intermittent fever of
cholelithiasis is irregular, is associated with colic or pain in
the hepatic region and jaundice, and ceases soon after the
passage of the stone.

Prognosis.—Under appropriate treatment the outlook in the
regularly intermittent fevers is good, and this statement
applies, though less strongly, to the estivo-autumnal infection.
Malarial hemoglobinuria is of grave portent. The malarial
cachexia often requires for its control a change in the patient’s
environment.

Treatment.—If possible, remove the patient to a non-malari-
ous district. Place him at rest in a room or bed protected by
mosquito netting until the disease is controlled.

Quinine sulphate or bisulphate, in a dose of from ten to
fifteen grains three or four hours before the paroxysms, acts
as a direct parasiticide, destroying the organisms in the blood.
It may then be continued in decreased dosage, the larger
quantity being given only prior to an anticipated seizure.

Methylene blue, given in capsules containing one grain from
three to six times daily, has a similar action and is especially
recommended for the hemoglobinuria cases.

Pernicious paroxysms may be met by the intravenous injec-
tion of a solution of guinine hydrochlorate, gr. xv, and sodium
chloride, gr. xij, in tepid distilled water, 3iiss; or a similar
solution may be used in larger doses hypodermatically.

In acute cases nausea may be controlled by ipecac, head-
ache by éelladonna, and a profound chill may suggest the use
of camphor, arsenic, or veratrum alb.

The estivo-autumnal fever, if not controlled by guininc, may
be benefited by the use of such remedies as arsenic, quinine
arsenite, arsenic todide, and bryonia. The cachexia should
be combated by attention to general hygiene and nutrition,
and the use of the remedies just mentioned, or possibly of iron
preparations (ferrum ars., ferrum met., ferrum phos.).
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ing 100 or more, and there is a notable tendency to the de-
velopment of local infection in the form of endo-, peri- or
myo-carditis. In children these lesions may occur in the
presence of few if any articular maniféstations.

5. Blood changes are marked, the red cells becoming greatly
redpced in number, with a corresponding loss of hemoglobin,
and the leucocytes becoming increased, even up to 39,000.
Fibrin and lactic acid are in excess.

Course.—Indefinite. The duration of the disease may vary
from a few days to many weeks, and it may merge into a sub-
acute form.

Complications.—Endocarditis (very common), pericarditis,
myocarditis, hyperpyrexia, pleurisy, pneumonia, chorea, iritis,
meningitis.

, Diagnosis.—Gout occurs in older persons, affects small joints,
the fever is not high, and there are no acid sweats.

Osteomyelitis gives a history of long-continued pain, worse
at night; it affects generally but one joint and presents mod-
erate fever and no acid sweats.

Septic arthritis occurs in connection with some septic pro-
cess elsewhere, its onset is slower, it has no acid sweats, and
tends to end in suppuration.

Prognosis.—While recovery is the rule, complications may
render the outlook grave; and the persistence of the valvular
heart disease induced by endocarditis may seriously affect the
future health of the patient.

Treatment.—Place the patient at absolute rest in bed between
blankets, and wrap the joints in absorbent cotton. Cleanse
with warm water and soap daily, nourish with semi-liquid food,
and allow plain, @rated, or acidulated water freely. Examine
the heart daily for signs of its involvement. Aconite may
be given early in restless, apprehensive patients with active
fever. As the disease progresses, ryonia is demanded by
pains which the slightest motion aggravates, and which
may be accompanied by thirst, gastric irritability, constipa-
tion, etc.; pericarditis, pleurisy, or pneumonia is apt to afford
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lirium, and in severe cases coma, supervenes. In connection
with the mental changes there may be signs due to the involve-
ment of certainregions. Thus, pressure upon the cranialnerves
may produce strabismus, nystagmus, ptosis, pupillary disturb-
ances, optic neuritis with destructive changes in the eye, tris-
mus and deafness. Pressure on the spinal nerves causes intense
cutaneous Ayperesthesia, stifiness and twitching of muscles,
and occasionally swollen and painful joints. Opisthotonos,
with constipation and retention of urine, may ensue. Death
may occur within a few days.

The temperature is irregular; leucocytosis is marked; and
various atypical eruptions appear (herpes, erythema, urticaria,
petechize). The course of the disease varies from one to
many weeks.

Complications and Sequel2.—Pneumonia (croupous or catar-
rhal), pericarditis, endocarditis and pleurisy occur as com-
plications. The destructive changes in the nervous tissues
may lead to incurable headaches, mental- enfeeblement, pa-
ralyses, blindness, and deafness.

Diagnosis.—The coincidence of headache, vomiting, nuchal
rigidity and hyperesthesia of the entire nervous system strongly
suggests cerebro-spinal meningitis. It may be necessary to
exclude typhoid fever (gradual onset, with absence of herpes
and of leucocytosis), prenmonia (physical signs and sputum),
abscess of the brain (localized symptoms, no rigidity or hy-
peresthesia), and tubercular meningitis (tuberculosis else-
where, gradual onset, basal symptoms).

Kernig's sign, said to be pathognomonic of cerebro-spinal
meningitis, consists of a flexure contraction of the knee-joint,
which in the sitting posture cannot without violence be
straightened beyond 135° with the thigh, but which is easily
straightened when the patient is erect or recumbent.

A question as to the causative organism may rarely render
lumbar puncture advisable. A long needle is passed a little to
one side of the median line between the third and fourth
lumbar vertebra in adults, or between the fourth and fifth in
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occurrence of pneumonia late in the course of chronic diseases
(diabetes, nephritis, etc.), without marked symptoms, sug-
gests the need of careful physical exploration of the chest in
all doubtful cases.

Pleurisy lacks the abrupt onset, the peculiar sputum, and
the change in the pulse-respiration ratio. In pleurisy vocal
fremitus and resonance are diminished, the breath sounds
are distant, and the upper line of dulness changes with the
patient’s posture.

Pulmonary edema presents neither chill, fever, nor pain; the
sputum is watery, and auscultation reveals moist rales over the
entire area of both lungs.

Pneumonic phthisis may be distinguished by irregular fever
continued beyond the usual period of a pneumonia, and by a
consolidation which begins more often at the apex than the
base, and which subsequently presents signs of softening and
excavation. It is accompanied by increasingly grave symp-
toms, and by tubercle bacilli in the sputum.

Typhoid fever is distinguished by a gradual onset, with
abdominal symptoms and a characteristic rash; pneumonia
appears as a complication late in the disease.

Prognosis.—The average death rate is about 20 per cent., but
with careful treatment amidst favorable surroundings this can
be greatly diminished. High fever, profound toxemia, the
involvement of more than one lobe, and heart weakness are
unfavorable conditions.

Treatment.—The patient should be placed at absolute rest and
his diet should consist solely of liquids, especially if the tem-
perature be high. The surface of the body should be sponged
frequently. Excessive local pain may be relieved by a hot
poultice. Hyperpyrexia may require cold sponging or the use
of the ice pack. Heart weakness demands the use of stim-
ulants; alcohol, strychnine, or camphor.

In the hyperemic stage, sthenic cases may be modified by
the administration of aconite or weratrum wviride; asthenic
patients, especially those already feeble and debilitated, derive
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copious purging. The stools soon lose their fecal character
and are composed of frothy serum containing flakes of desqua-
mated intestinal epithelium—the ‘‘rice water” stools. The
passages are usually painless, though griping may occur. At
this stage severe and persistent vomiting appears; first the
stomach contents are thrown off, then ‘‘rice water;” and
severe muscular cramps, with retention of urine and the phe-
nomena of collapse, ensue. The surface of the body becomes
cold, shrivelled, and covered with clammy perspiration. The
surface temperature is depressed, although internally it may
be elevated. The pulse becomes rapid, thready, often imper-
ceptible. This constitutes the ‘‘ a/gid stage” which lasts for
several hours and often ends in death. Consciousness may be
retained almost to the end. In favorable cases the vomiting
and diarrhea gradually cease, collapsic' symptoms disappear,
warmth returns, urine is again secreted, and this szage of re-
action is followed by convalescence.

Cholera runs a rapid course, most of the fatal cases termi-
nating within24 hours. In patients who recover, convalescence
may be prolonged over two or three weeks by complications,
such as nephritis, pneumonia, pleurisy or multiple abscesses.

Diagnosis.—Doubtful cases of cholera may be diagnosed by
the recognition of the comma bacillus in stained preparations
of mucous floccules from the dejecta, by the behavior of cul-
tures, or by the agglutination test,

Prognosis.—Guarded. The mortality averages 50 per cent.
Treatment.—Prophylaxis may be attained by quarantine,

personal cleanliness, and care in boiling the drinking water
and cooking the food.

Infected patients should be put at rest and use of the bed
pan enforced. All discharges must be disinfected. Withhold
food until the symptoms are controlled. Cracked ice or iced
champagne may be given to assuage thirst; and abdominal
pain may be relieved by hot applications. Hot general baths
aid in controlling the severe muscular cramps and stimulate
the circulation. The extreme loss of fluid may be compen-
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microscope it is seen to consist of leucocytes, bacteria, and
degenerated epithelial cells in a mesh of fibrin.

As a rule, the disease, if it invades the nasal cavities or the
larynx, spreads to them from the throat; but it may occur pri-
marily in either. Nasal diphtheria is usually attended by a
purulent or bloody discharge and grave constitutional symp-
toms, and examination reveals the false membrane on the
nares. Laryngeal diphtheria (membranous croup) is accom-
panied by hoarseness, croupy cough, and gradually increasing
dyspnea and cyanosis. False membrane may be expectorated.

General.—The invasion is usually insidious, the symptoms
being those of other febrile attacks, ¢. ¢., headache, lassitude,
and digestive disturbances. The temperature is not high, and
is often irregular. If the disease is not controlled at the out-
set, profound systemic poisoning leads to severe nervous
symptoms (delirium, stupor, coma), or to sudden or gradual
heart failure. Erythematous or purpuric skin eruptions may
appear. Albuminuria is frequent, but actual nephritis is rare.

Complications.—Extension of the membrane to the bronchi
and lungs occurs in many fatal cases. Hemorrhages may result
from the ulceration and erosion of mucous surfaces. Paralysis,
due to a toxic peripheral neuritis, is a common complication
or sequel: it may involve the nerve supply to the heart, the
soft palate, the eye muscles, the larynx, or other portions of
the body.

Diagnosis.—The discovery of the membrane usually suffices
for diagnosis. Occasionally swelling of the glands at the
angle of the jaw, accompanied by grave constitutional symp-
toms, precedes the appearance of the false membrane in the
throat. In doubtful cases it is advisable to submit a culture to
expert examination for the bacillus.

Follicular tonsilliti's may closely resemble diphtheria and
any doubt requires its treatment as a case of the more serious
disease. As a rule, however, the exudate of tonsillitis can be
seen to have orginated in the crypts, it is limited to the tonsil,
and its removal is easy and reveals uninjured mucous mem-
brane beneath.
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Pathology.—This disease is a specific inflammation of the
skin. It varies from an involvement of the superficial strata
to an intense phlegmonous change extending to the subcu-
taneous structures, which are filled with serum, leucocytes, and
streptococci. °

Symptoms. — Loca/. — The usual point of invasion for the
streptococci is about the head, especially the nose, face, or
ear; but they may find entrance at any part of the body At
this point on the skin redness and swelling appear, together
with smarting and burning sensations. The inflammation
spreads visibly from hour to hour, a well-defined elevated
margin separating it from the normal skin. Vesiculation and
suppuration, and even gangrene, may occur in connection with
the inflammatory process. The disease may involve the
mucous tracts with serious results. As a rule, the area in-
volved is limited, the disease being controlled within a week
or two; but in the so-called ‘‘ambulatory” cases the inflam-
mation may continue to spread until each portion of the body
surface has been involved in turn. :

General.—Upon invasion, even before local changes have
become manifest, the patient is seized with a ¢%7//, and this is
followed by irregular, often high fever, painin the head and ex-
tremities, and digestive disturbances. At the cessation of the

local inflammation the temperature drops to the normal. In
~ severe cases the toxemia may give rise to profound prostration
and dangerous cerebral symptoms, while by its dissemination
the streptococcus may occasion meningitis, endocarditis, peri-
tonitis, or pneumonia, and in phlegmonous cases septicemia
or pyemia. :

Diagnosis.—Erysipelas may be differentiated from a simple
erythema by its pyrexia, marked systemic disturbance, and the
elevated margin of the spreading inflammatory lesion. Acute
ecsema presents marked itching, redness, and swelling without
margin, and fever is absent.

Prognosis.—While recovery is the rule in uncomplicated
erysipelas, in the case of a debilitated patient the prognosis
must be guarded.
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in proportion to the amount of necrosed tissue, and the rapidity
of absorption: it may kill in a few hours; it may be checked
by the exhaustion of the pabulum upon which the saprophytes
depend for their sustenance .and growth; it may be cured
quickly by their removal; or the putrefaction may be
followed by suppuration.

Symptoms.—At the outset there may be slight pyrexia, with
malaise, headache, coated tongue, and anorexia. This is
followed by a chill, high fever, a rapid, soft pulse, vomiting,
diarrhea, scanty urine, restlessness, delirium, jactitation, and
cold sweats. Finally the pulse becomes weak, defecation and
micturition are involuntary, the patient becomes comatose,
and death ensues.

Treatment.—Asepsisand antisepsisafford prophylaxis. Should
the symptoms of sapremia develop, the surgical indications
are to relieve pressure, and to evacuate and drain the cavity,
frequently using irrigation. In severe cases the use of purges
and enemata, together with hypodermatics of strychnine, may
be necessary. Among the remedies frequently indicated are
arsenic, carbo veg., and the snakce poisons.

SEPTICEMIA (septic infection) is a toxemia due to the spread
of pyogenic bacteria throughout the system and a progressive
intoxication with the products of these bacteria. The living
bacteria are present in the blood, where they reproduce them-
selves; and as a result, . ¢., in post mortem or dissecting
wounds, rapid systemic infection may take place before the
development of marked local lesions (primary septicemia).
As a rule the development of septic germs requires a longer
period than does the process of putrefaction, and therefore
sapremia occurs earlier than septicemia.

Symptoms.—A variable period of incubation is followed some-
times by a chill, always by a rise of temperaturé, headache,
anorexia, alimentary disturbances, and a typhoid state. The
infection spreads by way of the lymphatics, whose course is
marked by the red line of lymphangitis ; the glands are in-
flamed (lymphadenitis), and the spleen and bone marrow be-
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a c/hill, which is repeated whenever a fresh suppurative focus
is set up. The temperature range is septic in type; ¢. e., fever
is intermittent and so irregular that it may be necessary to
take the temperature every two hours in order to trace the
abrupt changes. Sweats accompany the frequent falls in tem-
perature. Local symptoms are added to the general signs of
suppuration, and vary according to the organ attacked; for
example, if the lungs, there will be pain, dyspnea, cough, and
expectoration; if the liver, jaundice and symptoms of hepatic
abscess; if the heart, ulcerative endocaditis, etc. A very
characteristic condition is suppurative arthritis, especially of
the sterno-clavicular articulation; it is painless unless com-
plicated with a metastatic osteomyelitis. The mind is usually
clear, the patient being restless and hyperesthetic.

Treatment.—That of septicemia.

SCARLET FEVER.
(Scarlatina; Scarlet Rash.)

Etiology.—The exciting cause, while probably a micro-organ-
ism, remains undiscovered. The disease is communicated by
direct contact, by fomites, and by food, the bearer of the con-
tagium being the desquamated epithelium. Children are par-
ticularly susceptible. One attack confers immunity as a ruale.

Pathology.—The only characteristic lesion is that of the skin,
which becomes hyperemic and swollen, the inflammation
leading to death and desquamation of the epidermis. The
mucous membrane of the throat is erythematous, and second-
ary changes occur in the cervical glands, the ear, and the heart,
kidneys, and other viscera as the result of fever and septic
conditions.

Symptoms.—1. Onset. The invasion is sudden; there may
be chills or chilliness, or in young children convulsions, and
sore throat, vomiting and high fever develop quickly. The
face is flushed, the eyes dry and dull, and the tongue is coated
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4. Scarlatina hemorrhagica, in which hematuria, epistaxis,
and ecchymoses are prominent.

Complications.—The most common as well as serious compli-
cation is acute nephritis, which appears in the third or fourth
week, when desquamation is nearly completed. The patient
becomes restless, feverish, passes a small quantity of dark
urine, and dropsy makes its appearance. (See acute paren-
chymatous nephritis). Among other common complications
are glandular suppurations, otitis media, arthritis, endocar-
ditis, and pneumonia.

Diagnosis.—In mild cases without distinctive eruption, doubt
may be removed by the discovery of desquamated scales in the
underclothing or by the evidences of nepbhritis.

SCARLET FEVER. MEASLES. DIPHTHERIA.
Onset. Sudden, with vom- Gradual, with coryza Gradual.
iting. and photophobia.
Rash. Scarlet color,seenon Darker patches, seen None typical.
upper chest with-  on face on 4th day.
in 36 hours, )
Temperature. High. High, but drops on Low.
appearance of rash,
Throat. Much congested. Not involved. Dark red early.
Exudate. If present, resem- None. Characteristic.
bles follicular
tonsillitis.
Cervical glands. Usually involved. Not involved. Involved.

Prognosis. —Guarded; the mortality varies from 3 to 30 per
cent. in different epidemics.

Treatment.—The patient must be placed at rest in an isolated
room, the diet must be liquid, water may be given freely, and
tepid sponge baths are advisable. During the early stages,
aconite is indicated in sthenic cases with great restlessness,
belladonna in drowsy and dull patients, gelsemium in dall,
prostated cases, and teratrum oiride in cases manifesting
arterial rather than mental excitement. If the eruption does
not appear within 36 hours, place the patient in a hot bath
(100°) for ten minutes, and repeat in 3 or 4 hours if necessary.

Upon the appearance of the eruption rkus tox. is often indi-
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elevated, and as they enlarge form patches which are often
crescentic in form and, as a rule, disappear on pressure.
At the end of two or three days the rash fades gradually and
fine desquamation ensues.

‘‘Black” measles is a malignant type of the disease charac-
terized by subcutaneous extravasations of blood, hemorrhages
from the mucous surfaces, and profound prostration which
often leads to death.

INFECTIOUS DISEASES.

Complications. — Ophthalmia, otitis, stomatitis, laryngitis,
broncho-pneumonia, and nephritis.
Diagnosis.—
Eruption.
Occurrence. Character Duration Location. | Desguamation.| 2¥7ation of
: : : . . Disease.
Measles. [4th day. Small red mac-|4 to 5 days. Face, then'anny. 2 weeks.
ules, crescen- body.
tic borders.
Rubella. [Within 48 Round red dis-|3 days. Faceand scalp, Slight, branny.|4 to 7 days.
hours.| crete mac- then body.
ules. .
Scarlatina. |Within 24 Diffuse, red,|[7to1odays. [Neck andScales. 2to 3 weeks.
hours.| punctate. Chest, then
face and
body. .
Variola. [4th day. Umbilicated |21 to 25 days. |Face, thenCrusts. 4 to 5 weeks.
pustules, body.
Varicella. |Within 12 to 24{Crops of vesi-|s to 8days.  |Back,  chest, Crusts. 2 weeks.
hours.| cles. arms.
Erysipelas. | Within 24 Bright red, pol-|4 to 8 days. Face. Branny. 1 to 3 weeks.
hours.| ished, with
raised mar-
gins,

Prognosis.—In healthy children with good surroundings the
prognosis is generally favorable. Complications may render it
grave.

Treatment.—Place the child at rest in a large, dark, well-
ventilated room, restrict the diet to milk, soups, etc., and
continue these measures until the temperature has been
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ache and backache is significant, and the ‘‘shotty feel” be-
neath the skin is yet more so. Chicken pox presents a similar
eruption, but the latter appears in successwe crops and is
not accompanied by high fever.

Prognosis.—The mortality varies with the severity of the
epidemic and the previous condition of the patient; it is rarely
below 20 per cent. Confluent and hemorrhagic cases are ex-
tremely fatal.

Treatment.—Promptly isolate the patient in a well-aired room,
and restrict his diet to liquids. The immediate vaccination of
every individual exposed to infection is imperative.

Local antiseptic treatment, designed to prevent pitting,
may be instituted ; it consists in covering the exposed portions
of the body with cloths soaked in a solution of mercuric
chloride, 1-10000. When pus forms, evacuate with a fine
needle and apply carbolized dressings.

In the stage of invasion the remedies indicated may be
aconite, belladonna, gelsemium or veratrum viride. In the
stage of eruption indications are often present for the admin-
istration of rhus tox., apis mel., baptisia, croton tig., sulphur,
tartar emetic or thuja. Vaccine virus has been given inter-
nally with benefit to the patient. Hepar has been employed
to limit the suppuration. Hemorrhagic cases require such
remedies as lachesis, crotalus, hamamelis, phosphorus, hydro-
chloric acid and arsenic.

VACCINATION.

(Vaccinia.)

The'inoculation of human beings with the virus of cowpox
was introduced by Jenner in 1798, and to its efficacy in the pre-
vention of smallpox must be attributed the virtual disappear-
ance of that frightful pest.

The method of vaccination is extremely important. Lymph
taken from a healthy cow and freed of impurities by preserva-
tion in glycerine, should be used. The spot selected for the
introduction of the virus is usually over the insertion of the
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Diagnosis.—The lesion is superficial, rarely umbilicated, and
lacks the red areola seen in smallpox; it appears in crops and
involves the surface of the trunk to a greater extent than does
variola.

Prognosis.—Absolutely good. Rarely acute nephritis has
occurred as a sequel to the attack.

Treatment.—Isolation, rest and light diet, together with the
administration of rkus tox., mercurius, vaccininum or tartar
emetic.

WHOOPING COUGH.

(Pertussis.)

Etiology.—The disease is probably due to a specific organism
whose toxin has a selective action on the centers of the vagus
and superior laryngeal nerves. Asa rule it occurs in children,
who acquire it by contact, and it is presumed that the virus is
conveyed in the sputum.

Pathology.—The only lesions discovered post-mortem are
those due to complications, such as bronchitis, broncho-pneu-
monia and pulmonary collapse.

Symptoms.— 1. Catarrhal stage. The disease begins like an
ordinary cold, with lachrymation, coryza, dry cough, and
feverishness. In the course of ten days this merges into the
- 2. Paroxysmal stage. The cough becomes violent and
occurs in paroxysms so prolonged that the patient becomes
cyanosed and seems in danger of suffocation; then a long,
crowing inspiration—the ‘‘zo/koop "—takes place, a quantity of
glairy mucus is expectorated or vomited up, cyanosis disap-
pears, and the paroxysm is over. This may be repeated any-
where from four to fifty or more times in twenty-four hours,
the severity of the disease being judged by the frequency of
the attacks. After from three to six weeks the disease passes
into the

3. Stage of decline, in which paroxysms become less fre-
. quent and less violent and finally cease altogether. The
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times accompanied by great swelling of the neck and cheek.
In two or three days the other side is involved.

8. Moderate pyrexia (101°) accompanies the invasion.

4. Involvement of the sexual organs is a peculiar complica-
tion of mumps; orchitis in males and inflammation of mamma
or ovaries in women may follow the decline of the parotid
swelling.

Diagnosis.—Seccondary parotitis, occurring as a complication
of such acute diseases as typhoid and typhus, is much more
serious than mumps on account of its liability to suppuration;
it can easily be distinguished by the history of associated
disease.

Enlargements of the cervical lymphatic glands, such as
occur in scrofulous children, are persistent, while the swelling
due to mumps disappears in about ten days.

Prognosis.—Favorable, recovery ehsuing in the course of a
week.

Treatment.—Rest, and the administration of such medicines
as aconite, belladonna, mercury, rhus, and sulphur. A com-
plicating orchitis requires support and perhaps strapping of
the testicles, and pu/satilla or clematis internally.

TETANTUS.
(Trismus; Lockjaw.)

Etiology.—The cxciting cause is the tetanus bacillus, a long,
slender rod with a spore at one end which makes it resemble
a drum-stick. This organism is widely distributed in the soil,
in rubbish, etc., but it is anzrobic, and hence man is rarely
infected. Its mode of entrance is through some wound.

Pathology.—The virus acts upon the nerve centres of the
medulla and cord, and these, together with the nerve trunks
leading from the site of infection, become inflamed.

Symptoms.—At the onset the patient complains of languor
and of stiffness of certain muscles, usually those of mastica-
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ANTHRAX,

(Malignant Pustule; Splenic Fever; Wool-sorter’s Disease.)

Etiology.—The cxciting cause is the anthrax bacillus, an
organism which especially attacks herbivorous animals; the
latter derive it from the soil, not from each other. Occasion-
ally it gains access to the human body through wounds, the bites
of insects, or with infected food or contaminated air. Those
associated with cattle or their products, such as hides or hair,
are necessarily exposed to infection.

Pathology.—At the point of infection, whether external or
internal, local inflammatory changes develop rapidly and
eventuate in gangrene rather than suppuration. The gan-
grene is due to the mechanical effect produced by the enor-
mous multiplication of the organisms, which through the blood
are also enabled to invade every organ. The spleen in partic-
ular is greatly enlarged, and all the viscera are degenerated.

Symptoms.— External anthrax. At the point of inoculation,
usually on an exposed portion of the body, a pimple appears,
enlarges, and quickly becomes a vesicle filled with blood.
This bursts, leaving a raw, necrotic surface; and the latter is
surrounded with a dusky ring of induration, which may be set
with vesicles. In a few hours severe constitutional symptoms
set in; there is prostration, fever, and delirium, and death may
soon occur; but if the slough be thrown off recovery is
possible.

Internal anthraxr may involve the lungs (wool-sorter's dis-
ease) or the intestines (intestinal mycosis). Wool-sorter's
disease is characterized by symptoms of bronchitis, with
dyspnea, pain in the back and legs, and profound prostra-
tion, which soon ends in death. Zntestinal mycosis presents
the symptoms of acute poisoning, with chill, abdominal pain,
nausea, vomiting, intense prostration, and deathin a few days.

Diagnosis.-— External anthrax must be distinguished from
ordinary carbuncle. The latter appears oftener upon the back






84 *  INFECTIOUS DISEASES.

esthetic that a breath of air or a mere touch may induce a
violent spasm of the larynx. Through fear of inducing this
paroxysm he dreads even the sight of water, though he is
thirsty. His excitement may become maniacal, or repeated
spasms of the larynx may cause dyspnea, and so lead to the
emission of curious sounds. During the intervals between the
paroxysms the patient’s mind is perfectly clear. There is
usually moderate fever, with a rapid pulse and quickened
respiration. .

8. The paralytic stage supervenes in from one to three days;
the spasms subside, the patient becomes quiet, general paraly-
sis gradually develops, and in the course of a few hours he
becomes unconscious and dies.

Diagnosis.— Hysteria may develop in those who have been
bitten by dogs. Such patients try to bark like a dog and to
bite themselves and others; pulse and respiration are un-
affected, and by the history and the stigmata the real nature
of the disease can be determined.

Prognosis.—When the disease has become established the
prognosis is hopeless.

Treatment.—Prophylaxis should be secured by the cauteriza-
tion of all wounds received in the form of bites, and by pre-
ventive inoculations with the emulsion made with the cord of
a diseased animal (Pasteur). During the attack ckloral or
morpline may be given internally, and ckloroform inhalations
may be used in order to lessen the suffering. Belladonna or
cantharis may be administered on symptomatic grounds.

GLANDERS.
(Farcy.)

Etiology.—The cxciting causc is the bacillus mallei, an organ-
ism which is a little shorter and thicker than the tubercle
bacillus. The disease is one of horses, but is occasionally
transferred to man by the inoculation of some small wound
with the nasal discharge from the animal. In consequence
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ACTINOMYCOSIS.

(** Big-jaw;"” *‘ Lumpy Jaw,” Etc.).

Etiology.—This disease, which affects both men and cattle,
is caused by the actinomyces or ray-fungus. The latter gains
entrance through the mouth, teeth, or pharynx, being intro-
duced with food or drink; rarely it obtains entry through the
respiratory tract or skin.

Pathology —By the growth of the fungus macroscopic yellow
masses are produced, which vary in size from a millet-seed to
an orange. The tissues surrounding the tumor become in-
flamed, and ultimately, as the result of secondary pyogenic
infection, suppuration occurs. Microscopically the granular
masses are seen to consist of a closely woven group of conical
threads with their club-shaped ends outward.

Symptoms.—Clinically these masses are found in the mouth,
the respiratory tract, and the alimentary canal. The growth
of the tumor is slow, causing little pain, but finally it sup-
purates and discharges a fluid containing characteristic yellow
granules. If it occurs upon the jaw, the bone becomes en-
larged and the neck changed in shape. If the lesion is pulino-
nary, the symptoms resemble broncho-pneumonia or tuber-
culosis. The intestinal variety presents the symptoms of
gastro-enteritis.

Diagnosis.—-Whatever the localization of the lesion, the
recognition of its nature rests upon the discovery of the fungus
in the discharges.

Prognosis.—When the lesion is accessible to surgical inter-
ference, cure is possible; if not, the patient usually succumbs
with symptoms of pyemia.

Treatment.—Surgical interference if possible; if not, potas-
stum todide in large doses.
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the bacillus has lodged, the new cells being of large size and
containing a single oval nucleus—the so-called epitheliod cells.

(&) The formation of a wall of leucocytes around this group
of new cells.

(¢) The appearance in the midst of the new structure of a
few very large cells, consisting of coarsely granular protoplasm
with many nuclei—giant cells.

(d) Degeneration in the centre of this nodule, which is cut
off from the blood supply and poisoned with bacterial toxins;
and this necrotic process soon transforms the central portion
into a yellowish, cheesy mass.

Histologically, the tubercle appears to consist of an outer
layer of small round cells (leucocytes), a middle zone of epithe-
loid and a few giant cells, and a caseous centre. A fine fibril-
lary reticulum appears at the margin, the fibrils lying between
the epitheloid cells; and the tubercle bacillus is present in and -
between the cells in large numbers. A tubercle may coalesce
with neighboring nodules either before or after it undergoes
caseation.

2. Diffuse inflammation of the tissues about the tubercle,
which may become obscured by the rapid filling of the tissues
with cell-products and inflammatory exudate. The latter
quickly becomes caseous, and results in a diffuse cheesy infiltra-
tion, as seen, ¢. g&., in brain, kidneys, testicles, etc.

The cascous mass thus formed may undergo:

(1) Softening. Septic organisms, especially streptococci,
may gain entrance to the nodule, setting up suppuration; and
ultimately the pus may be discharged, leaving behind a cavity
with ulcerating walls. Or,

(2) Fibrosis. An overgrowth of connective tissue may
spring up around the nodule, completely encapsulating it;
and as a result the caseous mass may remain unchanged for
years, or by deposit of lime salts it may become calcified.
Tubercular lesions never undergo resolution.
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2. Symptoms due to certain localizations may occur, e. g.,
cough, usually dry, with hurried respiration, dyspnea and
cyanosis; pleural friction; pericardial friction; tubercles in the
choroid coat of the eye.

8. Pyrexia. — The temperature is high (108°-107°), but
irregularly and markedly intermittent; occasionally there are
characteristic ‘‘inversions” in which the maximum rise occurs
in the morning instead of the evening. Pulse and respiration
are rapid.

Diagnosis.— A cute miliary tuberculosis.  Typhoid fever.

Epistaxis rare, Epistaxis common.
Rash unusual. Characteristic rose-spots on
abdomen.

Respiration hurried, dyspnea, Respiration regular.
cyanosis.

Rales moist, subcrepitant. Ralesdry, sonorous, sibilant,

Temperature irregular, may Temperature shows regular
be intermittent or inverted. diurnal remission.

Tubercles may be found on None.
choroid.

No Widal reaction. Widal reaction present.

Prognosis.—Invariably fatal. Toward its termination the dis-
ease may assume the pulmonary or meningeal type.

II. PuLMONARY FORM (miliary tuberculosis of the lungs).
Gradually, sometimes suddenly, the patient develops:

1. General Febrile Symptoms.—At first there is headache,
malaise, and loss of appetite; delirium and coma may come
later. An initial chill is rare.

2. Pulmonary Symptoms.—These vary. Hemoptysis may
occur at the outset if there is an old tubercular lesion in the
lung. Couglh is usually present, but is not always severe.
Expectoration may be absent; if present it is mucoid and may
be blood-stained. Pleuritic pain is sometimes noted. Dyspnea
begins early, and as the disease advances the respirations may
become very rapid (50-80 per minute). Cyanosis appears
when considerable lung structure is involved and increases to
the end.

3. Pyrexia may be slight if debility is extreme; but, as a
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2. Vomiting of cercbral type, without nausea and without
great effort.

3. Convulsions, paralysis, and coma. According to the
localization of the lesion, twitchings of various groups of mus- *
cles may occur, to be followed later by paralysis. Thus there
may be produced strabismus, ptosis, or paralysis of face or
limbs. General convulsions may occur.

4. Respiration becomes slow, irregular and sighing as the
disease progresses.

5. Pyrexia develops slowly and is rarely high (102°-108°).
The pulse is either slow or but moderately accelerated. The
typhoid state may develop.

Prognosis. — Unfavorable, the disease usually terminating
fatally within four weeks.

Treatment.—In a disease so hopeless, whichever form it may
assume, little else can be done than maintain the strength
of the patient by means of rest and nutritious food. Among
remedies symptomatically suitable are arsenic, the caleareas,
ctuchona, ferrum, hyoscyamus, todine, phosphorus, rkus tox.,
stramonium, and swlphur. Inthe meningeal cases apss, bella-
donna, bryonia, and helleborus are also recommended. A few
cures have been reported as following the repeated applica-
tion of iodoform ointment to the shaved head.

TUBERCULOSIS OF THE LYMPHATIC GLANDS.
(Scrofula; Tuberculous Lymphadenitis.)

Involvement of the lymphatic glands, especially the cervical,
bronchial, and mesenteric, is common; they become swollen,
and in many cases suppurate and finally rupture.

Cervical lymphadenitis is obvious on inspection or palpation
of the neck; it is necessary, however, to exclude Hodgkins’
disease, leucocythemia, and sarcoma.

Bronchial lymphadenitis may be unaccompanied by symptoms,
or on the other hand the enlargement may be so great as to
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have been conveyed by the blood. (See General Tuberculosis,
page 89).

11. Caseous tuberculosis of the lungs (acute pneumonic
phthisis, florid phthisis, galloping consumption) occurs in per-
sons whose resistance is so weak that nearly all the lung
structure in one area after another is involved in the tuber-
cular process, undergoing rapid caseation and softening. This
variety may occur in a /obar form, in which there is a massive
consolidation, a lobe or even an entire lung becoming caseous;
or, more often, a disseminated form, in which the process be-
gins in the bronchioles of one or both Inngs, quickly spreads
to the alveoli, and is distinctly broncho-pneumonic in type.

II1. Fibroid tuberculosis of the lungs represents an extreme
opposite to the variety just described. The miliary tubercles
undergo fibrosis before either caseation or softening can occur,
appearing in the lung as:

(a) Isolated granulations, indurated and deeply pigmented;
(4) Groups of such granulations;

(¢) Rounded or irregular areas of induration surrounded by
fibrous granulations.

IV. Fibro-cascous tuberculosis of the lungs (chronic, ulcer-
ative tubeiculosis), the common form of the disease, stands
midway between the purely caseous and the fibroid forms.
Areas of caseation are formed and often undergo softening and
excavation, but inflammatory changes at the margin of the
lesion lead to the production of a fibrous “wall which checks
the advance of the disease for a time. At intervals fresh areas
are attacked by the infection and occasion active symptoms;
then the process becomes checked again, and another_period
of apparent latency occurs. In this way the disease may ex-
tend over months and years.
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ing, and crepitation, usually at the apices; and these may
merge into the signs of consolidation, including dulness, bron-
chial breathing, and bronchophony. In the /obar form the
symptoms are those typical of pneumonia, viz., percussion-
dulness, crepitation, and tubular breathing over an extensive
area. In either form signs of excavation may be detected
later.

Diagnosis.—Even though the nature of the infection be un-
suspected at the outset, the absence of a crisis at the end of a
week or so, and the rapid pulse, sweating, and unusual emaci-
ation, will suggest examination of the sputum; and discovery
of the tubercle bacilli, often in association with fibres of con-
nective tissue, will reveal the nature of the process.

Prognosis.—The disease is rapidly fatal, death occurring
within periods ranging from two weeks to four months.

Treatment.—Complete rest, hypernutrition with liquid food,
stimulants, and hydrotherapy are indicated. The persistent
use of cold water, applying compresses to abdomen and trunk,
may prove advantageous. The medicines are those recom-
mended for the treatment of chronic tuberculosis.

FIBROID TUBERCULOSIS OF THE LUNGS.

Symptoms.—The onset is very gradual and marked by few
symptoms, and the lesion may undergo permanent arrest
without its existence ever having been suspected. Its presence
may be indicated, however, by

1. Hemoptysis, which may be profuse and recurrent, with-
out evidence of advance of the lesion.

2. Cough, which is rarely severe and is accompanied by
little or no expectoration.

8. Temperature.—There is a more or less complete absence
of evening pyrexia, with a tendency to subnormal temperature
in the morning. . ’

Physical Signs.—1. Retraction of the supra- and infra-clavic-
ular regions of one side, with impaired expansion.
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‘When softening begins in the consolidated area—

6. The rales become larger, more numerous, and moist.
(Moist rales may also be due to the presence of fluid blood;
this must be excluded.)

“When the process of softening and discharge has produced
a cavity of large size, it may be recognized by—

7. Cracked-pot resonance on percussion.
8. Amphoric or cavernous breathing.
9. Coarse, gurgling rales.

Confirmatory evidence of the existence of a cavity may be
found in other signs, such as a tympanitic percussion note with
greatly increased vocal resonance (pectoriloquy); Wintrich’s
change of percussion note, the latter becoming higher when
the mouth is open; and Gerhardt’s change of sound, the
tympanitic note becoming deeper when the patient sits up.

It must be remembered that all stages of the disease and
consequently all the above physical signs may be present in
one lung at the same time.

Prognosis.—While a majority of these patients finally suc-
cumb to the pulmonary disease, in all but the advanced stages
arrest of the lesion and comparative health for years is possi-
ble. In any given case a prognosis must be based upon con-
sideration of the following factors:

1. The constitution and family history of the patient.

2. The stage of the discase. Arrest is more common in the
stage of infiltration.

3. The character of the general symptoms and their rate of
progress. A poor appetite, digestive disturbances, and evi-
dent nutritional failure render the outlook dark. Continued
pyrexia, or the inverted type, are unfavorable, indicating the
onset of miliary tuberculosis.

4. The presence of complications, such as laryngeal tuber-
culosis, diarrhea, albuminuria, or peritonitis, is of unfavorable
import.

Diagnosis.—In advanced cases the diagnosis is rarely difficult,






102 INFECTIOUS DISEASES.

massage of the chest wall are often advisable. The patient
should rest for half an hour or more after each meal, for a
longer period at mid-day if possible, and in case there is per-
sistent fever (above 100°) rest in bed must be absolute. The
amount of exercise must be graduated according to the
patient’s strength and the stage of the disease. Special
abdominal and respiratory exercises are advisable in the early
stages.

8. Climatic Treatment.—The ideal climate for the con-
sumptive must have an atmosphere free from gases, dust, and
micro-organisms; it must be dry, and a high altitude is desir-
able because of its stimulating effect on respiration. On the
other hand, high altitudes do not agree with weak, debilitated
patients, especially neurotics, nor with those subject to fre-
quent or severe hemorrhages. On this account, when the
patient is sent away from home great care must be exercised
in selecting his resort. Asa rule, a suitable place can be found
onthe great plains bordering the Rocky Mountains, in Colorado,
New Mexico or Arizona. Itisessential thatgood food be obtain-
able. Climatic treatment can be carried on at home in many
cases, the patient spending almost the entire period of day-
light, summer and winter, at rest in the open air. A reclining
chair, with suitable protection from the wind, and wraps suited
to the temperature, render this possible. At night he sleeps
in a room with open windows, coverings protecting him from
cold and screens from draught. This method, combined with
forced feeding, is the foundation of the sanatorium treatment;
and can also be used with fair success in the patient’s home.

4. Dictetic Treatment.—The patient should eat three full
meals per day, drinking little and avoiding too much food at
one time. The diet must be nitrogenous, consisting of meat,
milk, oysters, fish and eggs. In addition he should take, at
an interval of half an hour or so after each meal, a luncheon
consisting of raw eggs, broken into a cup, seasoned with salt
and pepper, and swallowed without stirring. In this way from
6 to 12 or more eggs can be taken daily. Pure water may be
imbibed freely between meals.
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sumed, and repeat the inhalations, one hour at a time, three
times a day. Eucalyptus, guaiacol, or terebene can be substi-
tuted for the creosote. '

Hemoptysis, if profuse, requires that the patient be placed
at rest in a cool room in a semi-recumbent position. He may
be given bits of ice to suck, and internally such remedies as
aconite, geranium, hamamelts, hydrastis, and hydrastinine
hydrochlorate. Dangerous hemorrhage, uncontrolled by these
measures, may require the use of atropin or morphine hypo-
dermatically.

Chest pain is usually controlled by quiet and the use of such
remedies as aconite, actea, bryonia, scillitin, or kali carb.
Bathing, massage, friction and counter-irritation may prove
useful.

Gastro-intestinal symptoms are of unfavorable import. A
liquid diet, consisting largely of milk or koumiss, should be
directed until the symptoms abate, and the return to solid
food must be gradual. Arsenic, cinchona, copper arsenite,
Serrum phos., and ferrum ars. are among the important
medicines.

SYPHILIS.

(Pox; Lues Venerea.)

Etiology.—The specific organism has not yet been discovered.
Infection may be:

1. Hereditary.

(a) From the father, if the latter's infection has occurred
within three or four years.

(&) From the mother, if the latter be in the active stages of
the disease; if the disease has been acquired some months
previous to the conception, the child usually escapes. More-
over, the mother may be infected through the placental circu-
lation, but a syphilitic child cannot infect its mother after
birth (Colles’ law).

2. Acquired.
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4. The cutancous syphilides may be macular, papular, pus-
tular, or squamous; their color is apt to be ‘‘coppery,” they
excite neither pain nor itching, as a rule, and their distribu-
tion is usually symmetrical.

5. The tertiary lesions consist of circumscribed inflamma-
tory products (gumma) of varying size which tend to disinte-
grate, forming ulcers, or to become enveloped in granulations
and connective tissue, the subsequent contraction of which
forms fibroid indurations. These lesions may appear in con-
nective tissue, bones, skin, muscles, the visceral organs, etc.

Symptoms. — PRIMARY STAGE. Following infection, from
fourteen to twenty-one days pass without symptoms. Then
at the site of inoculation a single ckancre appears and persists
for several weeks. When its edges are grasped between the
fingers its peculiar induration (‘‘ parchment induration’) may
be easily recognized, although the latter is not invariably
present. Enlargement of the lymphatic glands all over the
body occurs in the course of the next two weeks, those nearest
the site of inoculation being affected first.

SECONDARY STAGE. In the course of six or more weeks the
patient develops sore throat, due to hyperemia of the fauces,
shallow ulcers on the tonsils, or mucous patches; laryngeal
ulceration may also occur. Associated with these lesions
there is usually irregular fever, languor, headache, bone-
pains, and anemia (syphilitic cackexia). Various syphilides
now appear; the most common is macular, a diffuse roseola
coming out over the trunk; papular, pustular, and tubercular
lesions are apt to appear a little later. At the same time
Salling out of the hair may be noted, and iritis, choroiditis,
or retinitis is not uncommon.

TERTIARY STAGE. A period of freedom from symptoms and
apparent good health usually follows the secondary manifesta-
tions, and in many patients this is permanent. In less fortu-
nate cases, however, at the end of a year or more deep-seated
syphilides, gammatous nodules, and fibroid indurations develop.
On the surface the syphilitic r#p7a, in which laminated crusts
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is borne, it is apt to be wizened, poorly developed, with bulle
upon hands and feet (pemphigus neonatorum), fissured lips,
and szufles. The child may be apparently healthy at birth,
but before the fourth month symptoms of the malady usually
appear. Characteristic coppery patches, notched teeth, and an
appearance of premature old age may be noted. Later,
should the patient outlive his childhood, he is apt to be
stunted, deformed, and undeveloped, appearing much younger
than he really is—a condition of so-called /nfantilism. In ex-
ceptional cases the symptoms of the disease are not dicovered
until the age of puberty or even later.

Diagnosis.—The appearance in a child ot less than five
months of snuffles and skin eruptions usually suffices for a
diagnosis.

Treatment.— Prop/iylaxis. The patient must be cautioned as
to the danger of his infecting his associates, and every thing
involving contact with others must be forbidden until treat-
ment has been prolonged, and all symptoms have disappeared
for a considerable time. If a woman develops syphilis while
pregnant, active treatment must be begun at once and con-
tinued after birth of the child.

Primary stage. Excision of the chancre does not prevent
constitutional infection and is therefore inadvisable. Dust the
sore with aristol, bismuth subnitrate, or calomel; but unless
diagnosis is positive, administer no internal medicines until
unquestionable secondary manifestations appear.

Secondary stage. Administer one grain of mercury binio-
dide 2x or two grains of mercury protoiodide 2x three times a
day, after meals; continue this, and if necessary increase
the dose, until the symptoms yield. Then prescribe the
‘“tonic” dose of half that amount until active symptoms again
appear, when the dose must be increased immediately to its
former size. Should the stomach rebel, resort to inunctions:
use one-half drachm of mercurial ointment mixed with an
equal quantity of vaseline, daily. Spend from 20 to 30 minutes
in rubbing it into the skin, selecting a different part of the
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either absorption or fibrosis, or else pyogenic infection leads
to ulcerative and destructive changes. Similar lesions involve
the mucous membranes and internal organs.

2. Nodular infiltration of various nerve trunks leads to neu-
ritis, at first attended by local hyperesthesia, but later leading
to complete anesthesia together with trophic changes in the
parts supplied by the affected nerve. The nerve trunk, in-
filtrated with the leprous growth, may be felt as a thickened
cord beneath the skin.

Forms.—According to the predominance of one or the other
of these lesions, two forms of leprosy are recognized, viz., the
tubercular and the anesthetic.

Symptoms.—The discase develops only after a prolonged
incubation (8-5 years). In the tubercular form there appears
at first a patchy redness of the skin which is slightly elevated
and hyperesthetic. In a little while the redness and later the
pigment disappear from the area, leaving it white and anes-
thetic (/epra alba). Tubercular nodules develop in the skin,
the smaller ones disappearing again but the larger breaking
down into ulcers which finally cicatrize and occasion marked
deformity. Similar ulcerations affect the mucous membranes
of the nose and throat.

In the anesthetic form the onset is marked by the develop-
ment of painful hyperesthetic patches in the skin. Small
bullz, representing trophic changes, appear on the arms and
legs, and the muscles supplied by the affected nerves undergo
atrophy. Red patches of vasomotor congestion appear and in
turn become anesthetic, and finally only dry, scaly, whitish
patches remain. The trophic changes may become extreme,
the bulle bursting and leaving perforating ulcers, and as the
result of atrophy and necrosis combined, great deformities
may be produced, and fingers and toes may even drop off
(lepra mutilans).

Diagnosis.—Patchy erythema with hyperesthesia, followed by
local anesthesia and the appearance of characteristic nodules,
affords unmistakable evidence of leprosy. Syringomyclia,
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convalescence is protracted by the profuse suppuration which
occurs.

Treatmeat.—Prophylaxis is most essential; the infected in-
dividuals must be isolated, disinfection must be thorough, and
hygienic defects must be remedied. The treatment must be
conducted on general principles, including fever diet, sympto-
matic medicines, and antiseptic cleansing of the abscesses.
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indicate grave weakness of the heart muscle, whether a valvu-
lar lesion be detectable or not.

Interrogation of the Patient.—When attention is directed to the
heart or blood vessels, it is important to ascertain if there be—

1. A family history of gout, rheumatism, heart disease,
Bright's disease, or paralysis of cerebral origin (hemorrhage,
thrombosis, embolism).

2. A personal history of rheumatic fever, chorea, scarlet
fever, diphtheria, syphilis, and other infections. In children,
inquire concerning sore throats and ‘‘ growing pains.”

8. Subjective sensations. Does he suffer with dyspnea. Can
he sleep lying down, or must he sit up in bed? Does he have
any precordial pain or distress? What is 1ts exact situa-
tion and character? Does it radiate or not? If so, in what
direction? Does he complain of palpitation? What is its re-
lation to meals and to exertion? Does the heart give an
occasional thump? Is his sleep good or bad? Does he dream?
Is vertigo ever present, and when?

4. Signs of venous stasis. Do the feet ever swell? Has he
a cough? Is his digestion good? Does his nose ever bleed ?

PHYSICAL EXAMINATION OF THE PATIENT.

Having placed the patient, stripped to the waist, in a good
light, the observer should stand before him and systematically
note the points elicited by inspection, palpation, percussion,
and auscultation, concluding with an investigation of the pulse
characteristics.

Inspection and palpation are usually practiced together, the
examining hand verifying the discoveries of the eye.

1. Inspect the precordia, noting—

Its form : is there any bulging over the precordia? Is there
any chest deformity which can displace the heart?

Its movements: note with the eye the apexr beat, its situa-
tion, force, and diffusion. Place the flat of the hand over the
cardiac area, the fingers covering the apex region, and notice






116 DISEASES OF THE CIRCULATORY SYSTEM.

inspection and palpation. With its aid the examiner investi-
gates:

1. The area of superficial cardiac dulness. 1In health this is
a small triangle whose internal border is formed by the left
edge of the sternum, the external border being defined by a
line running outward from the sternum along the lower level
of the fourth cartilage nearly as far as its junction with the rib,
and then dipping down and curving slightly outwards to the
point of the apex beat. The lower border is lost in the liver
dulness.

2. The area of deep cardiac dulness, which corresponds
approximately to the true dimensions of the heart, should be
determined by firm percussion at the end of expiration. Per-
cussion must be made at successive points along lines approach-
ing the dull area at right angles, until a change of note is
detected.

The area of dulness may be extended to the left, passing the
nipple line (dilatation of the left ventricle), to the right
(dilated right ventricle), or in both directions and upwards as
the result of pericardial effusion. In every case, however, it
must be decided that there is actual enlargement, not dis-
placement, of the heart, and not withdrawal of the adjacent
lung, whereby a greater cardiac area lies against the chest.

8. The region of the aorta liesabove the third cartilage. Dul-
ness in this situation is always abnormal (aneurism, tumor of
mediastinum ).

Auscultation completes the examination of the heart itself,
confirming or interpreting the evidence obtained by inspec-
tion, palpation, and percussion. The ear may be applied
directly to the chest, or the examiner may prefer to use a
stethoscope. The points of greatest importance, each repre-
senting the area at which the sounds produced at a certain
valve are heard with greatest intensity, are four in number,
viz.:

1. The ‘‘mitral arca,” at the apex of the heart in the fifth
left interspace near the nipple.
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interval between the first and sécond sounds, indicating the
length of cardiac systole, and that between the second and
first, representing the cardiac diastole, should be noted. The
systolic interval may be so shortened that the second sound
follows the first almost without pause; this indicates incom-
plete contraction of the ventricle and is often a grave sign,
indicating impending heart failure.

The murmurs heard at the apex may be systolic, pre-systolic,
or diastolic. The systolic murmur is usually smooth and blow-
ing, sometimes rumbliné, and signifies regurgitation through
the mitral orifice. The pre-systolic murmur, so-called because
it precedes and runs up to the first sound, is usually vibratory
in character and indicates obstruction at the mitral orifice
(mitral stenosis). 1f a diastolic murmur is heard at the apex
it is usually one transmitted from the base.

2. In the pulmonic area organic murmurs may be systolic
(stenosis) or diastolic (regurgitation), but these affections are
rare, generally congenital. A majority of the murmurs heard
in the pulmonic area are functional or else are simply trans-
mitted from their origin at the mitral or aortic orifices. Ac-
centuation of the pulmonic second sound is usual in children;
in adults it is generally pathological and points to obstruction
to the pulmonic circulation (mitral disease, emphysema, etc.).

3. In the aortic area there may be a systolic murmur, indi-
cating stenosis, or 4 diastolic murmur significant of regurgita-
tion. In addition, there may be accentuation of the aortic
second sound as the result of any cause (arteriosclerosis, inter-
stitial nephritis) which increases the resistance in the arterial
system and so adds to the work of the left ventricle.

4. In the tricuspid area systolic, pre-systolic, and diastolic
murmurs may be heard. The two latter are usually trans-
mitted from apex or base and cannot be relied upon for
diagnostic purposes; the systolic murmur may indicate tricuspid
regurgitation.

Functional (hemic) murmurs, not due to any organic lesion
of valves or orifices, are common. They are usually systolic,
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or else carefully cut to fit the sphygmograph and prepared by
smoking one surface in the fumes of camphor, should be placed
in the holder which accompanies the instrument. Find on
the wrist the exact spot where the radial pulse is most distinct
and mark it with an aniline pencil. Let the patient take a
comfortable position, with the elbow resting on sorme solid
support, such as the edge of a desk, and with the hand out-
stretched, palm upward. Place the metal button which works
the writing lever exactly on the mark over the radial artery,
tighten moderately the &trap which holds the instrument in
place, and endeavor to begin with the minimum pressure
that will give characteristic tracings. Place one of the pre-
pared slips of paper between the rollers, start the clockwork,
and either stop it again before the slip has quite run out or
else catch the latter in the hand. Itis well to take three or
four tracings, varying the pressure each time by turning the
regulating lever until the greatest amplitude of movement is
secured.

After the tracings have been made, mark with a pin-point
on the smoked surface the name, date, etc., and dip the slip
into a solution of gum benzoin, one ounce to six ounces of

alcohol, and allow it to dry. It can then be preserved in-
definitely.

The normal pulse tracing exhibits a straight, nearly vertical
upstroke; a moderately acute apex; a gradual descent; a
small tidal wave; and a well-marked dicrotic wave. Varia-
tions from this normal standard will occur in correspondence
with changes in the force, volume, tension, and rhythm of the
pulse ; but for their correct recording and interpretation ex-
tended experience with the sphygmograph is necessary.
The chief value of the instrument lies in the permanent record
of the pulse characteristics which it furnishes.
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part of each cardiac cycle and increased in intensity by the
pressure of the stethoscope.

2. Stage of cffusion. (a) Extension of the area of cardiac
dulness to both sides and upwards, forming a pyramid with its
base in the nipple line and its apex about the first rib.

(6) Disappearance of the friction sound, with progressive
muffling of the heart sounds, the latter disappearing first at the
apex and last at the aorta.

(¢) Obliteration of the intercostal spaces in the precordia,
while the apical impulse becomes diminished or lost.

3. Adherent pericard ium can rarely be diagnosed during life
unless there are in addition adhesions to the chest wall or the
adjoining pleura. In such cases the heart may be enlarged,
and its apex fixed so that it does not alter its position during
respiration or on change of posture; there may be retraction
of the chest wall during systole, and on palpation a diastolic
shock may be felt.

Diagnosis.—The friction sound of pleurisy is synchronous
with the respiratory movements. Endocardial murmurs are
less superficial and are not increased by pressure of the
stethoscope. In dilatation of the heart the sounds are weak
rather than distant or muffled, and venous stasis is more pro-
nounced. If it is suspected that the pericardial effusion has
become purulent, diagnosis can be rendered positive by the
use of the exploring needle.

Prognosis.—Death rarely occurs, and uncomplicated cases
may recover within three weeks. Pericardial adhesions may
permanently cripple the heart, however.

Treatment.—Place the patient at rest, and apply hot poul-
tices or ice-bags to mitigate the pain if it is severe. During
the dry stage, spigelia is usually indicated, though aconste or
cannabis may be preferred. When effusion occurs, arsenicum,
bryonia, cantharis, or mercurius corr. should be given, accord-
ing to the indications. /D:igitalis may be required by a weak
heart, and potassium iod ide may be given to promote absorp-
tion of the exudate. If the effusion is so great as to embarrass
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with the formation of ulcers. In any case vegetations are
liable to be broken off and carried away in the circulation to
lodge elsewhere as emboli.

Symptoms.—These are to a great extent masked by the pre-
existing disease, of which endocarditis is but a part. The
occurrence of dyspnea, precordial oppression, a quickened and
perhaps irregular pulse, and a slight rise of temperature, may
lead the attendant to suspect the onset of endocarditis.

Physical Signs.—A murmur, most often heard in the mitral
but sometimes in the aortic area, is alone conclusive. Its ap-
pearance may, however, be preceded by some alteration in
the first sound (prolongation or reduplication).

Forms.—1. Acutec simple endocarditis,the benign form,which
is attended with warty vegetations.

2. Infective endocarditis (ulcerative, diphtheritic, or my-
cotic), the malignant form in which septic infection of the
valves occurs. In this the valvular phenomena are accompa-
nied by chills, sweats, cutaneous emboli, and other septic symp-
toms, a typhoid state develops, and the patient usually dies.

8. Chronic cndocarditis, comprehending a majority of the
chronic valvular defects.

Diagnosis.—In the course of any infectious disease the heart
should be examined frequently for evidences of endocarditis.
The simple form is recognized by the history and physical
signs, not by the symptoms. Infective endocarditis may be
distinguished from the simple form by its septic temperature
and symptoms, and in doubtful cases the blood may be exam-
ined for pyogenic organisms and for the evidences of
leucocytosis. In pericarditis the rub is heard only in the
precordia, is very superficial, and is intensified by the pressure
of the stethoscope. Functional murmurs are usually basic and
are not attended by circulatory disturbance.

Prognosis.—In the simple form death is rare, but generally
the heart is damaged to an extent that can be estimated only
after inflammation has subsided and compensatory changes
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throws increased work on the right ventricle and the latter
hypertrophies. This may suffice to restore compensation for
a time, but finally the right ventricle undergoes dilatation, the
tricuspid valve becoming relatively insufficient, and the right
auricle and the general venous system become engorged, with
resulting symptoms of stasis (dropsy, and passive congestion
of the stomach, liver, kidneys, and other abdominal viscera).

Physical Signs.—1. A blowing, rasping, or musical murmur,
entirely or partially replacing the first sound of the heart, is
heard at the apex and frequently also in the fifth interspace
toward the axilla and at the posterior border of the scapula.
The pulmonic second sound is sharply accentuated, the aortic
less so.

2. In proportion to the accompanying enlargement of the
heart the apex is pushed outward and downward, and the area
of dulness is extended in the same direction.

3. The pulse becomes irregular both in rhythm and force.

MITRAL STENOSIS.

Pathology.—This lesion occurs most often in women (75%),
especially in the tuberculous, and is frequently combined with
mitral regurgitation. The valve-leaflets may coalesce, form-
ing a funnel; or by their cicatricial contraction a mere slit—a
‘“‘button-hole " orifice—may be left. In either case the blood
is restrained from passing into the left ventricle, hypertrophy
and dilatation of the left auricle ensue, and this is followed by
the series of changes in the right heart and venous system which
have already been described as the result of mitral insuffi-
ciency.

Physical Signs.—1. A prolonged, grinding murmur, sharply
localized to the apex or just above it, is heard during diastole
or just preceding systole, 7. ¢., prespstolic, and terminates
abruptly in a sharp first sound. This murmur is never
functional. The pulmonic second sound is accentuated and
often reduplicated.
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of the pulmonary artery over the entire chest. It is often
associated with other congenital defects, notably a patent
foramen ovale; in the latter condition cyanosis is usually
present.

Diagnosis.—In the clinical study of valvular disease the fol-
lowing points must be considered:

1. The valve affected, and the relative danger attendant
upon that particular lesion. For example, the liability to
- sudden death from aortic regurgitation is well known; of the
other lesions, stenosis is usually more serious than a corre-
sponding degree of regurgitation.

2. The origin of the lesion, whether in rheumatic or other
endocarditis, or in degenerative changes, etc. The ‘lesions
due to endocarditis, occurring in the comparatively young,
may be compensated for by hypertrophy; with degenerative
lesions this is much less likely to occur. '

8. The actual condition of valve and orifice, ¢. ¢., the extent
of obstruction or amount of regurgitation. This may be indi-
cated by its effect on the heart, 7. ¢., by the degree of dilata-
tion or hypertrophy induced.

4. The nutritional soundness and functional vigor of the
 heart muscle and of the body in general, in order to judge as
to the extent and time during which compensation can be
depended upon.

Prognosis.—The foregoing details, a knowledge of which is
necessary to the proper diagnostic appreciation of a case, may
be utilized in framing a prognosis, which implies consideration
of—

1. The lesion, including

a. Its site and variety, with the relative danger attaching
thereto.

b. Its extent.

¢. Its character, whether progressive or stationary.
2. The patient, including

a. His nutrition, cardiac and general.

4. His age.
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1. Obstruction within the heart (valvular diseases).

2. Obstruction outside the heart (aneurism, arterio-sclerosis,
chronic nephritis, pericardial adhesions, etc.).

8. Long-continued functional activity induced by laborious
exercise, athletics, prolonged tachycardia of nervous origin,
etc.

Pathology.—When the cause lies at the aortic valve or out-
side the heart, the left ventricle is the portion hyper-
trophied; and in consequence this is the more frequent lesion.
The right ventricle becomes involved when the obstruction
lies at the mitral valve, in the pulmonary circuit, or in the
right heart itself. The weight of the organ, normally about
12 ounces in men and 10% in women, may become greatly
increased as the result of added thickness of the walls. This
increase in bulk is due to the development of new muscle
fibres (numerical hypertrophy). Hypertrophy may occur
without enlargement of the cavities (simple hypertrophy) or
hypertrophy and dilatation may co-exist (eccentric hyper-
trophy).

Symptoms. — Hypertrophy is a compensatory process and
occasions few symptoms. Occasionally a patient complains of
precordial discomfort or actual pain, palpitation, and pulsation
in the head or neck.

Physical Signs.—Hypertrophy of the left ventricle is indicated
by an apex beat situated below the normal point and heaving
in character, together with extension of the percussion dul-
ness downward and to the left. The aortic second sound
is louder than normal, but the first sound at the apex is duller.
If the latter becomes prolonged, muffled, and ‘‘murmurish,”
careful auscultation is apt to show that it is reduplicated, thus
revealing a tendency to dilatation.

Hypertrophy of the right ventricle is evidenced by displace-
ment of the apex outward rather than downward, with exten-
sion of percussion dulness to the right of the sternum, and
sharp accentuation of the pulmonic second sound.

Diagnosis.—By the physical signs.
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and dyspnea. This attack may be followed immediately by
death; if not, the symptoms may pass off while the patient is
at rest, but until compensation is established they tend to re-
appear on the slightest exertion.

In the more c/kronic condition resulting from a gradual loss
of compensation, the symptoms are usually those of general
venous stasis (dropsy), together with feeble pulse, dyspnea,
palpitation, and sometimes anginal attacks.

Physical Signs.—The apex is displaced and the area of per-
cussion-dulness extended as in the case of hypertrophy, but the
impulse is diffused and weak. The apical first sound is short
and the aortic second sound is enfeebled. The interval be-
tween the first and second sounds may be lengthened, or if
failure is imminent it may be shortened, owing to incomplete
contraction of the ventricle. Pre-existing murmurs may dis-
appear, and on the other hand a mitral systolic murmur, due to
relative insufficiency, may be heard.

Prognosis.—Recovery from acute dilatation is possible; the
chronic form is ultimately fatal.

Treatment.—Rest, a light nutritious diet, and the administra-
tion of heart tonics as directed for the general treatment of
valvular disease, of which this is but a final stage.

ACUTE MYOCARDITIS.

Etiology.—Acute inflammation of the heart muscle is usually
associated with peri- or endocarditis, and is due to the same
causes, ¢. g., infectious diseases.

Pathology.—The muscle fibres undergo changes varying from
cloudy swelling to granular degeneration, while the connective
tissue becomes proliferated. In connection with pyemia the
process may be suppurative, the heart substance becoming in-
filtrated with pus. The consequent weakening of the myocar-
dium leads to acute dilatation (g. ¢.).

Symptoms and Physical Signs.—These are indicative of progress-
ive dilatation and asthenia, the latter being evidenced by
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fat; it may be circumscribed, occurring in small foci, or gen-
eral, as in dilatation of the heart succeeding hypertrophy. It
is not recognizable during life. Death is liable to come sud-
denly. When the disease is suspected, the general treatment
should be that of dilatation, together with such remedies as
arsenic, aurum, todine, kalmia, and phosplhorus.

Fatty infiltration consists of a deposit of fat between the
muscle fibres. It occurs as a part of general obesity, to which
treatment should be directed.

Atrophy of the heart consists of a wasting of the muscle sub-
stanceandareduction in the size of the cavities. It developsin
the course of wasting diseases, such as tuberculosis and cancer.
Brown atroply consists of a similar wasting in which the heart
muscle becomes pigmented; its causes are the same, and in
addition it occurs in connection with senile marasmus and
chronic valvular disease.

Amyloid degeneration may take place in the heart as it does in
the other viscera.

NEUROSES OF THE HEART,
PALPITATION.

Etiology.—The subjective sensation of forcible or rapid beat-
ing of the heart may be due to:

1. Emotional causes, such as joy, sorrow, or fright.

2. Neurasthenic conditions, the result of overwork, excesses,
etc.

3. Toxic causes, including the over-use of tea, coffee, to-
bacco, and alcohol.

4. Reflex conditions in the stomach and other viscera.

Symptoms.—The patient complains of violent beating of the
heart, and on examination its action is often found to be rapid
and forcible. In addition he may have sensations of flutter-
ing and faintness, and there may be pain of anginal character.

Diagnosis.—The diagnosis, which is usually easy, rests upon
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regularity is known as delirium cordis. Embryocardia ( fetal
rhythm) is distinguished by a beat in which the long pause is
shortened and the character of the first sound modified, so that
the two sounds are alike and follow each other like the ticking
of a watch. Itis an alarming symptom, indicating extreme
cardiac dilatation or asthenia. ‘‘Gallop r/iythm’ is character-
ized by a reduplication of the first or second sound, so that the
heart sounds resemble the footfalls of a cantering horse ; it is
sometimes of serious import, especially in chronic nephritis.
The bi- or trigeminal pulseisso called because of separation of
the beats into groups of two or three ; it occurs in many heart
affections, especially mitral disease.

ANGINA PECTORIS.
(Stenocardia; Neuralgia of the Heart.)

Angina pectoris is a term applied to certain paroxysms of
heart pain or discomfort which occur as symptoms of various
lesions more or less grave.

Etiology and Pathology.—Angina pectoris appears to be related
to a number of degenerative lesions, especially obstruction of
the coronary arteries from atheroma or thrombosis, myocar-
dial degeneration, aortitis, and arterio-sclerosis. Its exact
nature is unsettled; it has been ascribed to spasm of the heart
muscle, to a general vascular spasm, and to a neuritis of the
cardiac plexus.

Symptoms.—The paroxysm may be excited by exertion or
emotion, but often occurs without apparent cause, even awak-
ening the patient from sleep. The typical attack presents
two striking symptoms, viz.,

1. Pain in or about the heart, frequently radiating into the
left shoulder or arm. The character of this pain varies; in
some cases it is mere discomfort, but in others it is an inde-
scribable agony, as if the heart were being gripped by an iron
claw and torn from the chest.

2. A horrible sense of impending death. The patient stands
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or two drops of glonoin 2x may be placed on the tongue. In-
halations of chloroform or ether and the hypodermatic use of
morphia are also recommended. Between paroxysms treat-
ment should be directed to the conditions found in heart or
arteries. Arterio-sclerosis suggests gout or syphilis, and the
discovery of either of these causal factors affords a basis for
treatment. The patient must avoid immoderate exercise and
emotional excitement, must take small, frequent and nourish-
ing meals, and must avoid constipation. Among the more
important medicines are arsenic, nux vomica, and phosphorus;
indications may also be found for aconite, aurum, beclladonna,
cactus, kalt lod., spigclia, and many other remedies.

DISEASES OF THE BLOOD VESSELS.

ARTERIO-SCLEROSIS.
(Endarteritis; Atheroma; Arterio-capillary Fibrosis.)

Etiology.—1. Ol/d age. Senility is essentially a condition of
arterio-capillary degeneration.

2. The presence in the blood of toxic substances, due to
gout or its causes, such as over-eating and drinking and lead
poisoning, to chronic nephritis, and to syphilis.

8. Excessive work combined with faulty nutrition and hy-
giene.

4. Heredity.

Pathology.—The sclerotic changes occur most frequently in
the wall of the aorta; the coronary arteries and the other
large arteries are also commonly involved. The disease may
be circumscribed or diffuse.

1. Circumscribed arterio-sclerosis. 1In this form the intima,
which normally is smooth, exhibits localized areas of thicken-
ing, yellowish-white in color, which may ultimately undergo
softening and disintegration (athermatous abscess). The dis-
ease begins as a localized infiltration of the outer coats of the
vessel, the connective tissue h_vperplas'ia in the intima being
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of sleep prolonged. The skin should be kept active by frequent
bathing, and constipation must be avoided. The principal
medicines are awrum, cuprum, plumbum, and the iodides.
Glonoin 2x, in drop doses, may be used to lessen the high
arterial tension. Complicating conditions will suggest other
remedies.

ANEURISM.

Etiology.—Dilatation of a portion of an arterial wall may be
due to:

1. Arterio-sclerosis, and hence the causes of the datter, not-
ably gout and syphilis.

2. Sudden intense strain. Most cases of aneurism originate
during the period of greatest physical activity, between the
thirtieth and fiftieth years of life; but it is probable that strain
is effective only when arterial degeneration pre-exists.

3. Embolism of a vessel, if complete, may be followed by
aneurismal dilatation at its proximal side.

4. Parasites may induce local arterial changes which lead to
dilatation.

Pathology.—A fusiform or cylindrical aneurism is simply a dila-
tation of an artery at some point. A saccular aneurism is due
to the bulging of a circumscribed portion of an arterial wall as
the result of disease or injury; in the sac thus formed the
intima is ruptured, the media atrophied, and the wall consists
of the adventitia, fibrous tissue, and adherent surrounding
strictures. It contains laminated clot, which may later be-
come organized.

ANEURISM OF THE THORACIC AORTA.

Aneurism involves the thoracic aorta in75% of all cases, the
abdominal aorta and its branches being affected in but 25%.
Nearly two-thirds of the thoracic cases occur in the ascending
portion, and most of the others in the arch.
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4. Dulness on percussion in a suspected area may be the
most important early sign of aneurism.

5. A loud, low-pitched aortic second sound may be heard.

6. A murmur may or may not be present.

7. The pulse of one side may be smaller than the other, or
it may be delayed.

8. The auscultatory signs of pressure on the root of one
lung may be discovered.

Diagnosis. — Aneurism of the ascending arch usually ap-
proaches or penetrates the chest wall about the second inter-
space just to the right of the sternum. It may occasion pain,
dulness, pulsation, and thrill.

Ancurism of the transverse arch is usually recognized only
by pressure symptoms (cough, hoarseness, tracheal tug, un-
equal pupils, etc.).

Ancurism of the descending aorta occasions severe, persist-
ent pain in the back, and in advanced cases dulness and pulsa-
tion may be found in the region of the left scapula.

Ancurism of the abdominal aorta is associated with sharp
pain in the back, often increased by eating and drinking, and
various gastro-intestinal symptoms; the femoral pulse may be
delayed, and a pulsating, expansile tumor may be discovered.
This must be distinguished from the pulsating aorta of nervous
women, which presents neither pressure symptoms nor definite
tumor. An abddominal tumor may receive pulsation from the
adjacent aorta, but it is non-expansile, and is accompanied by
cachectic and other characteristic conditions.

Prognosis.—The course of aneurism may be prolonged over
several years, but it ultimately proves fatal, either by rupture
or gradual circulatory failure.

Treatment. — This is unsatisfactory. Various mechanical
measures, such as galvano-puncture or the introduction into
the sac of foreign substances, such as silver wire, have been
used in an effort to induce obliteration of the sac by clotting. A
more popular method is that which places the patient at rest,
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upon a light, dry diet, and administers potassium iodide, gr.
x-xx, three times a day for a period of weeks. Good results
have in a few cases followed the hypodermatic injection at
weekly intervals of a few c.c. of a solution of gelatin (1-5%)
in a normal saline solution. These measures are calcu-
lated to increase the coagultability of the blood and thus
favor clotting within the sac of the aneurism.

10
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laryngeal congt is usually loud and barking (‘‘croupy”), and
expectoration may accompany it. Dysphagia occurs when
disease of the larynx has involved the epiglottis and posterior
wall.

CLINICAL EXAMINATION OF THE UPPER AIR PASSAGES.

The patient should be seated facing the examiner, with a
light placed a little to one side of his head and on a level with
the eye of the examiner. The latter adjusts a head-mirror to
his forehead and manipulates it until the hole in its centre is
directly opposite his right eye and the light is directed into
the patient’s nares.

1. The nose. Lift the tip of the nose with the finger, and
note if there be any eczematous or ulcerated condition of the
skin or mucous membrane; any dried secretion or blood, and
any ulcer or perforation of the septal cartilage. Then gently
introduce a speculum and separate the blades. As the inferior
turbinated comes into view, notice whether it is enlarged; and
if it appears to be, touch it with a probe to determine whether
it consists of swollen mucous membrane or bone. Depress
the patient’s chin slightly to bring the inferior meatus into
view, and then have him tilt his head back a little so that the
middle meatus and middle turbinated can be seen. The
superior turbinated can rarely be seen, the superior meatus
never. Inspect the septum, searching for spines, deviations,
ulcers, or perforations. .

Then select the smallest laryngeal mirror and hold it face
downwards over the lamp until a cloud passes over its surface,
and touch it to the cheek or back of the hand to ascertain that
it is not too hot. Have the patient depress his chin slightly
and open his mouth, and introduce a tongue-depressor, hold-
ing it with the left hand. Grasping the mirror, like a pen, in
the fingers of the right hand, introduce it, face upwards, be-
hind the soft palate; and by rotating it a little the posterior
nares can be seen. With the posterior end of the septum in
the centre, on either outer wall the middle turbinated appears
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(6%) to the pharynx is a necessary preliminary to examina-
tion; and at best the latter is often unsatisfactory the first
time.

ACUTE RHINITIS.
(Coryza; Cold in the Head.)

Etiology.—Acute catarrhal inflammation of the nasal mucous
membrane may be primary, due to exposure to cold and wet
or to inhalation of irritants (dust, chemicals), or secondary, a
symptom of measles, influenza, etc. Depressed nutrition pre-
disposes to attacks.

Pathology.—As a result of vasomotor dilatation the mucous
membrane becomes red, swollen, congested, and covered with
secretion, and the passages.are obstructed.

Symptoms.—The attack usually begins with sneezing, and
dryness and obstruction of the nasal passages, the latter often
compelling the patient to breathe through his mouth. In a
few hours a watery, sometimes irritating, secretion appears, and
later this becomes muco-purulent. Mild febrile symptoms ac-
company the disease. The inflammation may extend to the
frontal sinus, causing frontal headache, facial pains, etc.; it
may occasion conjunctivitis, pharyngitis, laryngitis, bronchitis;
or by involving the eustachian tube it may cause temporary
deafness.

Prognosis.—Recovery within a week or two.

Treatment.—For the early stage, administer aconite, bella-
donna, camphor, or gclsemium. When secretion appears,
cepa, kali bichromicum, pulsatilla, or sulp/iur may be indi-
cated. If there is much obstruction, ammonium carb., lyco-
podium, nux vomica, or sticta will be preferable. Sprays of
albolene or other oils, plain or mentholated, are beneficial.
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Treatment.—1. Cleanse and keep clean the nasal cavities.
Spray the passages with Dobell’s or some similar solution, by
means of a nasal douche or an atomizer, until they are cleared
of mucus and dust. Follow this with a spray of albolene,
plain or mentholated.

2. Remove the hypertrophied tissue. For this purpose the
snare, acids, or the galvano-cautery may be used.

8. Improve the general health of the patient. General
diathetic states, such as gout or syphilis, should be discovered
and treated; and the patient’s hygiene, diet, etc., should receive
careful attention.

4. Medicines. Insimple muco-purulent catarrhs, Aydrastis,
kali bichromicum, pulsatilla, and sulphur are valuable reme-
dies. Jodide of arsenic is suited to cachectic patients, aurum
and nitric acid to cases with offensive discharges, and many of
the constitutional remedies may be indicated by associated
conditions.

HAY FEVER.

(Autumnal Catarrh; Rose Cold; etc.)

Etiology—The caciting cause appears to be the inhalation of
some irritating substance, such as the pollen of plants. The
predisposing factors are the spring or autumn season, pre-
existing chronic rhinitis, heredity, a neurotic constitution, and
the uric acid diathesis.

Symptoms. — The disease is a peculiar catarrhal affection
which recurs with marked periodicity once each year. The
onset occurs suddenly at the appointed time, the attack be-
ginning with sneesing, corysa, occlusion of the nostrils, burn-
ing and pricking sensations, and profuse watery discharges.
Headache is common, conjunctivitis may be present, and
bronchitis or ast/hma may develop at any time. As the attack
progresses the discharge becomes thicker and muco-purulent.

Prognosis. —For relief, good ; for permanent cure, doubtful.
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time. During an attack the patient should be placed in a
room the atmosphere of which is kept at an even temperature
(70°) and moist with steam. Aconite should be given early,
and as the symptoms become more severe rodine, bromine,
or spongia may be prescribed. Belludonna, hepar, kali bich.,
or phosphorus is less often required. Rarely intubation or
tracheotomy may be necessary.

CHRONIC CATARRHAL LARYNGITIS.

Etiology.—This is due to the same causes as the acute form.
Symptoms.—Persistent . foarseness and congh, viscid expec-
toration, and tickling in the throat. Examination reveals
congestion of the laryngeal mucous membrane, with small
granulations, and reddening of the vocal bands.
Prognosis.—Guardedly favorable under proper treatment.
Treatment.—Complete rest of the voice and the avoidance of
exposure are necessary. Spray the naso-pharynx and larynx
freely with alkaline solutions, following that with sprays or
direct applications of iodine or astringents. Causticum, hepar,
kali bich., and plosplhorus are the more important medicines.

EDEMATOUS LARYNGITIS.

Etiology.—Edema glottidis may be—
1. Primary, originating in the larynx (rare).
2. Contiguous, spreading from adjacent tissue (pharynx).

3. Consecutive, following perichondritis or other disease of
the larynx. ’

4. Symptomatic of certain diseases, especially the acute
infections.

Symptoms.—A feeling of obstruction in the larynx is quickly
followed by dpspnea, stridulous breathing, and sometimes
suffocation. The swelling is easily seen with the laryngo-
scope, often without it.
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DISEASES OF THE LOWER RESPIRATORY TRACT.

As a rule attention is attracted to disease of the respiratory
apparatus (lungs, bronchial tubes, or pleurz) by symptoms
directly referable to those organs, ¢. g., ckest pain, cough, ex-
pectoration of mucus or blood, dyspnca, and changes in the
voice. It must not be forgotten, however, that serious disease
may attack the organs of respiration without causing local
symptoms, the patient complaining only of weakncss, loss of
appetite and of Aesh, and perhaps feverishness. Because
of the insidious nature and vague symptoms of certain dis-
eases, particularly those of tuberculous origin, it is customary
to include the respiratory organs in every systematic exam-
ination.

Interrogation of the patient.—Should the symptoms elicited by
general interrogation point to disease of the bronchi, lungs, or
pleurz, the examiner should inquire particularly regarding :

1. A family history of bronchitis, asthma, phthisis, or
scrofula.

2. The patient’s occupation : is he exposed to irritating fumes
or dust?

8. Symptoms. Has he ever had enlarged glands in the neck?
Does he sweat at night? Is he losing weight?

Cough: its character and frequency; when is it worst?
Does it cause any pain? Does it ever cause him to vomit?

Expectoration : its amount and character. Is it yellow or
not? Does it ever contain blood? If so, is it only after severe
coughing? Is the blood dark, or frothy and bright?

Chest pain: is it worse on taking a full breath? Is it con-
stant? What is its exact location?

Dyspnea: when does it occur? If it is paroxysmal, let him
describe an attack.

Having satisfied himself as to these details, the examiner
should proceed to the physical examination of the patient.
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with abnormal rigidity of the spinal column itself,
which persists when the patient bends; the latter
is due to spondylitis deformans.

Unilateral flattening may be present as the result of
chronic phthisis, pulmonary fibrosis, or pleuritic
adhesions.

Unilateral prominence may suggest pneumothorax,
pleural effusion, or possibly emphysema.

Local bulging may be due to aneurism of the aortic
arch, tumor (lipoma, gumma, sarcoma) of the chest
wall or viscera, ‘‘cold abscess” (tubercular) of rib
or sternum, or empyema perforating the thoracic
wall. In children, in whom the bony framework is
soft, precordial bulging may indicate an enlarged
heart or pericardial effusion.

Pallor, cyanosis, edema, jaundice, scars, and eruptions,
if present, should be noted and may lead to a correct
diagnosis.

Enlarged glands in the neck or axille may suggest
tuberculosis, syphilis, or malignant disease.

2. Changes in Respiratory Movement.
A. Normal rate, rhythm, and type.
B. Abnormal degree of expansion.
a. Diminished expansion of one side.

If the chest is distended it may be due to pneu-
mothorax, pleuritic effusion, or tumor.

If retracted it is apt to be due to phthisis, pleuri-
tic adhesions, occlusion of a bronchus by an
aneurism, etc.

Restriction of motion of one side of the chest
may also be due to pressure from enlarged
viscera or tumors below the diaphragm.

b. Increased expansion of one side of the chest is
usually compensatory to interference with respira-
tion on the other side. ,
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its starting point. The phenomenon represents the excur-
sion of the diaphragm during respiration. It is absent in
pneumonia of the lower lobe, pleuritic effusion, or exten-
sive adhesions. Fluid or solid tumors below the -dia-
phragm, unless very large, do not abolish it. Hence this
procedure may be of great value in distinguishing an en-
larged liver or a subphrenic abscess from fluid in the right
pleural cavity.

PALPATION, usually practiced in connection with inspection,

determines—

1. The form of the chest, confirming or modifying the results

of inspection.

2. Vibrations of the chest wall.

A. Vocal or tactile fremitus, the sense of vibration com-
municated to the hand laid flat upon the chest while the
patient speaks (usually counting ‘‘one, two, three” or
‘“ ninety-nine " repeatedly), varies greatly in different
parts of the chest. Allowance being made for these
normal disparities, fremitus may be—

a. Diminished or absent, when the lung is pushed
away from the chest wall by air or fluid in the
pleural sac.

b. Increased when the lung is solidified in pneumonia
or phthisis.

B. Pleural friction, the rubbing together of the rough-
ened surfaces in dry pleurisy, may be felt as well as
heard.

C. Rales, coarse and dry in character, sometimes com-
municate a peculiar sensation to the palpating hand.

3. Tenderness of the thorax may be found in intercostal neu-
ralgia, in which case it corresponds to the points of exit of
the intercostal nerves; and it occurs also in case of
necrosis of a rib, in dry pleurisy, and occasionally in
phthisis.

4. Fluctuation or elasticity of any tumor or prominence in the
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AUSCULTATION determines :
1. The character of the respiratory sounds.

A. Vesicular breathing (breezy in character) is heard
normally over lung tissue. Its intensity may be—

a. cxaggerated in children.
over thin chest walls.
after exertion leading to deep forcible breathing.
over one lung (compensatory) when the other is
out of use (¢. g., as the result of solidification or
compression by pleural effusion).
vb. diminished, as a result of—
the presence of air, solid, or fluid in the pleural
» cavity.

’

emphysema, with feeble chest movement.
bronchitis or edema, lessening the inflow of air.

pain in the thorax, because of which the patient re-
strains the chest movements.

occlusion of the upper air passages (bilateral dimi-
nution if the glottis is occluded, unilateral if a
bronchus)

paralysis of the muscles of respiration.

B. Bronchial breathing, normally heard over the trachea
and primary bronchi, is pathologic if heard elsewhere
and indicates solidification of that part of the lung
(phthisis, pneumonia, etc.), or distant bronchial breath-
ing may be heard over a pleural effusion.

C. Broncho-vesicular breathing, intermediate in type be-
tween the bronchial and the vesicular, is heard normally
near, not over, the trachea, and over the larger bronchi
at those portions of the chest where they are within
auscultatory distance but separated from the chest wall
by a small amount of lung tissue. In the healthy chest
a broncho-vesicular note is heard over the lower part of
the manubrium, over the inter-scapular regions at the
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ence of both air and fluid in a cavity (pyopneumo-
thorax, etc).

D. Metallic tinkling, the sound of a drop of liquid falling
into fluid at the bottom of a cavity, occurs occasionally
in pneumo thorax and less often in large pulmonary
cavities.

3. Vocal Resonance.

A. The whispered woice, the patient whispering ‘‘one,
two, three” or ‘‘ninety-nine,” is heard normally only
over the trachea and primary bronchi. When audible
elsewhere it indicates solidification or excavation of the
lung.

B. The spoken woice conveys less valuable information
than the whisper; it corresponds closely to tactile
fremitus in its modification by tissue changes. An in-
crease of vocal resonance is known as éronchophony,
and the transmission of distinct words rather than con-
fused sound, is called pectorilogquy. It is discovered
more often in connection with the consolidation of
pneumonia than that of phthisis; it may occur also in
cases of pneumothorax and pulmonary excavation.
Egophony, a nasal or squeaky quality of the vocal
resonance, may be heard in connection with pleural
effusions and occasionally over consolidated lung.

BRONCHITIS.

Bronchitis is a catarrhal inflammation of the bronchial
tubes, of which the chief symptoms are cough, expectoration,
and dyspnea. Clinically we distinguish :

1. Acute bronchitis of the larger tubes (simple bronchitis).

2. Acute bronchitis of the smaller tubes (capillary bron-
chitis).

3. Chronic bronchitis.

4. Plastic bronchitis (acute and chronic).
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cough, may be marked by bronchitis, but the later develop-
ment of typical symptoms and signs will correct the diagnosis.

Congestion of the lung secondary to mitral disease may be
deceptive occasionally, owing to the disappearance of the
murmur; but careful physical investigation of the heart,
together with the probable reappearance of the murmur as
the result of rest and treatment, will establish the diagnosis.

Prognosis.—Good, except at the extremes of life, when capil-
lary bronchitis or broncho-pneumonia may develop.

Treatment.—An attack may be aborted at the onset by the
use of a hot foot or general bath, followed by rest in bed and
the administration of aconite or gelsemium.

During the dry stage, with painful cough and scanty expec-
toration, such remedies as ferrum phos., bryonia, or squills
are indicated. Hyperesthesia of the larynx, with tickling
cough, suggests /Zyoscyamus,; while sensitiveness to external
pressure, which excites cough, indicates the need of rumex,
sticta, or lachesis.  [pecac and apomorphia aid in promoting
secretion; and the appearance of free expectoration calls for
antim. iod. or kali bich. Cyanotic symptoms may demand
tartar emetic, or antim. arsen. Co-existing laryngitis may call
for such remedies as plosphorus, spongia, belladonna, or hepar.
In old people difficulty in expectoration is relieved by sencga
or ammon. carb. Protracted sub-acute cases may require
pulsat., sulphur, or stannum.

The dry cough of the early stage is often greatly relieved by
the inhalation of steam or of nebulized oils.

CAPILLARY BRONCHITIS..

(Suffocative Catarrh.)

Etiology. — The causes are identical with those of milder
bronchitis, the more severe development being due to weaker
individual resistance (infancy and old age).

Pathology.—Either by extension from the larger tubes, or
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CHRONIC BRONCHITIS.

Etiology.—Chronic bronchial catarrh may be:

1. A sequel of repeated acute attacks, and consequently due
to the exciting causes of the latter (cold, exposure, etc.).

2. Secondary to local lung lesions (emphysema, phthisis,
and pulmonary stasis from mitral disease).

8. Associated with general sclerotic changes (gout, chronic
nephritis, senile degeneration).

Pathology.—The mucous membrane is smooth, congested, of
greyish hue, and thickened with a connective tissue overgrowth.
Irregular dilatation of the tubes (bronchiectasis), emphy-
sema, and dilatation of the right heart often ensue.

Symptoms.—1. Cowug/, not necessarily continuous, but tend-
ing to become persistent (¢. g., the chronic ‘‘winter cough’ of
elderly people).

2. Expectoration, which may be scanty (dry catarrk), severe
paroxysms of cough dislodging little sputum; or profuse and
muco-purulent, and sometimes extremely copious (éron-
chorrhea).

8. Dyspnea, especially on exertion, in cases of long standing
in which emphysema has developed.

Physical Signs.—Moist rales, often associated with feeble
breath sounds and other evidences of emphysema.

Diagnosis.— 7uberculosis must be excluded by the absence of
evidences of consolidation and of the tubercle bacillus in the
sputum.

Prognosis. — Under favorable circumstances the bronchial
catarrh can be controlled; but emphysema cannot be re-
moved, and associated changes in the heart or kidneys will
render the prognosis much more grave.

Treatment.—1. Attention to the cause (gout, heart or kidney
disease).

2. Hygienic: nutritious diet, warm clothing, bathing, etc.
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8. Obstruction by foreign bodies or tumors, the tube beyond
the point of obstruction becoming dilated.

4. Traction on the tube by the adjacent lung (pulmonary
collapse, pneumonia, fibrosis, etc.).

Pathology.—Cylindrical dilatation or sacculation of the tube,
occurs, and it is usually associated with local inflammatory or
ulcerative changes in the mucous membrane. Fetid secretion
accumulates in the sac thus formed, and ultimately occasions
characteristic symptoms.

Symptoms.—Moderate dilatation of a bronchial tube causes
no symptoms, but the presence of a sacculation gives rise to
paroxysms of cough attended by the expectoration of large
quantities of purulent, often fetid, secretion. This results
from the sac, itself insensitive, becoming gradually filled up
and overflowing; with the cough thus excited, the collection
is emptied out and for some hours, while the sac is again fill-
ing, the patient may be free from cough.

Physical Signs.—As a rule, these are limited to indications of
the associated conditions; but in well*marked cases the saccu-
lation affords the physical signs of a cavity (tympany, me-
phoric breathing, gurgling rales, bronchophony). These are
discoverable only when the sac is quite empty. Its location
at the base of the lungs aids in distinguishing the latter from a
tubercular excavation.

Diagnosis.— 7uberculosis is distinguished by the presence of
tubercle bacilli.and elastic tissue in the sputum; usually there
is fever and cachexia.

A circumscribed empyemma rupturing into the lung presents
similar physical signs, but its sudden development, with a his-
tory of previous pleurisy, establishes the diagnosis.

Prognosis.—The prognosis as to life is governed by the asso-
ciated conditions. Bronchiectasis itself is chronic and only
palliation is possible.

Treatment should be directed to the causative condition.
Emptying of the sac is aided by gravity if the patient. ‘‘coughs
down hill,” 7. ¢., lies on a couch with head and shoulders
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the patient falls asleep. The attack may recur in a few hours,
or the patient may remain well for weeks.

Diagnosis.— Symptomatic dyspnea, due to cardiac or renal dis-
ease, must be excluded by careful consideration of the history
and by an examination directed to those organs.

Laryngeal or tracheal obstruction occasions inspiratory, not
expiratory, difficulty ; and the chest is diminished in size, not
distended.

Prognosis.—A cure is rendered possible by discovery and
removal of the cause. The disease if uncontrolled tends to
produce emphysema and dilatation of the right heart; and
these conditions, when established, render recovery impossi-
ble, although life may last for years.

Treatment.—The paroxysm may be modlﬁed by the adminis-
tration of such remedies as arsenic, grindelia, ipecac, lobelia,
. and nux vomica. If these fail and the attack be extremely
violent, recourse may be had to inhalations of amy/ nitrite or
to morphia, gr. %, hypodermatically; but in general these
palliative measures are distinctly prejudicial to ultimate
recovery.

In the intervals between paroxysms careful search must be
made for the cause. The gouty diathesis if present must be
overcome, nasal and pharyngeal diseases must be treated, and
the patient’s general hygiene should be supervised is every
detail.

The remedies which have proven useful include é»yonia and
ipecac in cases associated with bronchial catarrh ; and cuprum,
cuprum arsen., chininum sulph., arsen., nux vomica, hydro-
cyanic acid, and clhloride of gold in purely neurotic cases.
Other remedies may be indicated by associated conditions.

CONGESTION OF THE LUNGS.

Etiology.—Hyperemia of the lungs may be—

1. AcTive. It occurs as an early stage in the various in-
flammatory affections of the lungs, or independently as the
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Symptoms.—The onset of pulmonary edema is attended with
an increased frequency of respiration, dyspnea, and cough;
and the latter is accompanied by the expectoration of a
frothy, watery, and sometimes blood-stained, serum. Fever
does not occur unless there is an inflammatory condition pres-
ent elsewhere. The extremities are usually cool, and cyanosis
may develop. Physical examination reveals incomplete ‘dul-
ness and crackling and bubbling rales over the areas involved,
which are usually at the bases of both lungs.

Treatment.—The treatment of congestion of the lungs, what-
ever its variety, must be directed to the causal condition.
In those forms which are associated with heart weakness, and
especially if pulmonary edema occurs, it may be necessary to
resort temporarily to such remedies as strychnine, gr. g6~
caffein sodio-benzoate, gr. i, or atropine, gr. vhs. Edema
also affords indications for the administration of such medi-

cines as ammonium carb., arscnic, phosphorus, and tartar
emetic.

HEMOPTYSIS.

Etiology.—Blood may be expectorated as the result of—
1. Pulmonary lesions.

(a) Pulmonary congestion in the early stages of pneu-
monia, or secondary to heart disease, etc.

(6) Pulmonary embolism.
(¢) Pulmonary tuberculosis.
(d) Pulmonary gangrene.
(¢) Pulmonary carcinoma.
2. Bronchial lesions.
(a) Bronchitis, acute, chronic, or fibrinous.
(4) Bronchiectasis.

() Ulceration of the bronchial tubes, or of the larynx or
trachea.

3. Cardio-vascular lesions, occurring in:
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associated with imperfect contractility of the lung tissue, the
loss of elasticity being due to two factors, viz.,

1. Strain of the pulmonary tissue. Certain occupations,
such as glass-blowing or performing on wind instruments, and
certain diseases, notably asthma and chronic bronchitis, lead
to such stretching of the lung tissue that the power of subse-
quent contraction becomes destroyed.

2. Weakness of the elastic framework, which is either hered-
itary or acquired. '

Pathology.—In the Appertrophic form the alveoli become
over-distended and this leads to atrophy of their walls, and in
connection with the latter their blood vessels are de-
stroyed. The lungs become so distended that when the thorax
is opened, they fail to collapse and may even bulge forward.

The atrophic form is in reality nothing more than a senile
change involving the lungs among other organs. By a process
of wasting some of the septa disappear, so that neighboring
vesicles become fused into bullae of various sizes. On open-
ing the chest the lungs appear small, pigmented, dry, and
easily compressed.

Associated Lesions.—Chronic bronchitis, hypertrophy and dila-
tation of the right ventricle, and finally chronic venous con-
gestion of the abdominal viscera may ensue.

Symptoms.—1. Dyspnea, at first slight and brought on only
by exertion, but which finally becomes constant.

2. Cyanosis, due to the unzrated condition of the blood.
In the earlier period of the disease the face may appear con-
gested or slightly bluish, but later in the course cyanosis
is marked.

3. Congh and expectoration, due to the associated bronchitis.

Physical Signs.—In hypertrophic cases the chest may be
“*barrel-shaped.” The more important signs, however, are
diminished fremitus, exaggerated percussion-resonance, de-
creased vocal resonance, and a low-pitched expiratory note
which is prolonged, cven to three or four times the length
of inspiration, and is often accompanied by rales.
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about the size of peas. About these are patches of collapsed
lung-tissue and on pressure muco-pus issues {from the inflamed
smaller bronchi.

Symptoms.—The symptoms, which are usually added to those
of a pre-existing disease, include :

1. Increased frequency of respiration (50-80 per minute),
rapid pulse (140-160), and irregular fever (101°-105°).

2. Dyspnea and cyanosis are matked. The extraordi-
nary muscles of respiration are brought into play, but the lips
and face become cyanosed and the patient may sink into
a stupor.

8. Cough, which may have been loose and painless pre-
viously, becomes dry, hacking, and ineffective. The expecto-
ration is muco-purulent and scanty, or it may be entirely
absent. .

4. Cerebral symptoms, such as delirium and convulsions,
may by their occurrence at the outset of some cases suggest a
meningitis, but in a few days they give place to the typical
pulmonary symptoms.

Physical Signs.—Scattered points of consolidation, if found,
are distinctive; but as a rule the solidified areas are too
small to give rise to percussion-dulness, increased fremitus,
etc. Auscultation may reveal patches of fine rales, not limited
to inspiration, which are associated with the larger moist
rales of bronchitis.

Course.—The disease may cause death from exhaustion or
asphyxia within a few days. If it does not, the course is
usually protracted over two or three weeks and the disease
finally terminates by lysis. Chronic interstitial pneumonia or
tuberculosis may ensue.

Diagnosis.—The diagnosis often rests upon the symptoms
rather than the physical signs, the severity of the former in-
dicating a process much more serious than simple bronchitis.

Prognosis.—This is grave in all well-marked cases, the
mortality exceeding 30 per cent. A high temperature and
feeble pulse are ominous signs.
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posed blood giving it a ‘‘prune-juice” character; and it con-
tains pus corpuscles, elastic tissue, crystals, and micro-
organisms. A more or less profuse hemoptysis may occur.

Physical Signs.—These depend upon the lesions and may indi-
cate consolidation, softening, or excavation; they are not
characteristic.

Diagnosis.—By the offensive odor and other characteristics of
the sputum.

Prognosis.—This is generally unfavorable, deathoccurring
within two weeks. Rarely the course is more prolonged, and
occasionally the slough separates and is discharged, the result-
ing cavity undergoes contraction, and recovery ensues.

Treatment.—Conserve the patient’s strength by administer-
ing nourishing liquid foods and alcoholic stimulants. Use
sprays or inhalations of creosote, carbolic acid, or terebene;
and internally give arsenic, lackesis, etc.

ABSCESS OF THE LUNG.

Etiology.—Suppuration within the lung may be due to:
Pneumonia, the consolidated area undergoing softening.
Tuberculosis, a caseous area becoming purulent.
Bronchiectasis, ulceration involving adjoining tissue.
Pyemic infarction or embolism.

Suppuration of a hydatid cyst.

6. Perforation of the lung by a malignant growth of the
esophagus, by rupture of an empyema, or by an abscess of
the mediastinum, of the bronchial glands, or of the abdomen.

7. Injuries of the lung (wounds, etc.).

The symptoms may be limited to—

Symptoms.—1. Fewver of hectic type.

2. Sudden expectoration of pus in large quantities.

Physical Signs. —Examination may reveal an area of dulness,

Sl ol
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(&) Occlusion of a bronchus by a foreign body, or a
mucous plug, as in broncho-pneumonia.

(¢) Impaired chest expansion, due to muscular paralysis
or weakness.

(d) Compression of the lung tissue by a pleural effusion,
aneurism, tumor, etc.

(¢) Pneumo-thorax. Entrance of air into the pleural
cavity invariably causes lung collapse.

Symptoms.—Congenital atelectasis is associated with weak-
ness, arrested growth, and symptoms of defective oxygenation,
such as shallow respiration, dyspnea, and tendency to cya-
nosis.

When lung collapse is the result of respiratory stenosis, the
onset is apt to be sudden and marked by dyspnea, rapid
‘breathing, and feeble pulse, together with inspiratory reces-
sion of the lower intercostal spaces. Extensive collapse may
give rise to dulness, and the breath sounds may be feeble or
absent over the area of lung involved.

Prognosis.—The degree of cyanosis is the best guide as to the
gravity of the condition ; if it is increasing, the outlook is un-
favorable. If recovery occurs, certain areas may remain un-
expanded, and this condition favors the development of bron-
chiectasis or tuberculosis.

Treatment.—In a newly-born child expansion of the lungs
may be favored by a general hot bath, by pouring cold water
over the chest, by slapping the chest with a wet towel, or by
bringing about artificial respiration. Rather similar methods
are of value in the cases of pulmonary collapse attendant upon
acute disease, notably in broncho-pneumonia. Later, attention
must be paid to the general nutrition, and the patient should
take respiratory exercises in the open air.
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8. Unabsorbed serous effusions may remain unaltered for
months, but they are more apt to become purulent.

4. Small accumulations of serum or pus may be walled in
by adhesions.

5. Purulent effusions, if not promptly removed, may—
a. Perforate the chest wall externally.
4. Burrow along the muscles and point in the lumbar
region or groin.

¢. Rupture into the esophagus or pericardium.

d. Penetrate the diaphragm, and either enter the stomach
or form a pus-collection between the diaphragm and
the liver (sub-diaphragmatic abscess).

e. Perforate the lung, the pus being discharged through
the bronchi and air being permitted to enter the pleural
sac (pyo-pneumothorax).

Symptoms.—Certain cases of pleurisy are insidious in their
development, affording only vague chest symptoms, and in con-
sequence they are detectable only by physical examination.
As a rule, however, the onset of acute pleurisy is attended with:

1. Chill or chilliness.

2. Pain, severe and cutting, in the side; this is increased
by any movement, even coughing or breathing, and in order
to avoid it the patient breathes in short gasps. When the
pleural surfaces become separated by an effusion, the pain
lessens and disappears.

8. Cough, dry or with scanty expectoration.

4. Moderate fever (101°-1038°) and a rapid pulse (100-120).
Subsequently the fever declines by lysis.

Physical Signs.—1. DRy PLEURISY is suggested by the obvi-
ously restricted motion of the affected side, on which the
patient usually lies in order to further restrain its movement.
Percussion in this stage is negative; but auscultation reveals a
grating or rubbing sound, most marked toward the close of
inspiration and intensified by pressure of the stethoscope.

2. PLEURITIC EFFUSION, whether serous or purulent, may
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Intercostal neuralgia and myalgia are usually distinguished
by absence of fever as well as physical signs. The pain of the
former is confined to one interspace, along which sensitive
foci can be discovered. .

Prognosis.—Sudden death from thrombosis or embolism is
possible. = Excluding this contingency, the prognosis is gov-
erned by the variety of the causative organism, the amount
and character of the effusion, and the presence or absence of
complications.

1. The exciting cause. A large proportion of pleural effu-
sions is due to the tubercle bacillus; these cases are often
latent and little inclined to purulency. In connection with
every case of pleurisy it is advisable to examine the lungs, and
especially the opposite apex, for signs of tuberculous con-
solidation. Pneumococcic infections tend to the production
of a mild form of empyema; and this organism is the exciting
cause in a majority of the cases in children. Streptococcic in-
fections, on the other hand, are severe, and the death rate is
high (25%); these bacteria are responsible for the majority of
the cases of empyema which occur in adults, often as a com-
plication of other infectious diseases. It follows, therefore,
that careful macro- and microscopic examination of the effu-
sion, together with inoculation tests, is a great aid to definite
prognosis.

2. The amount and character of the ¢ffusion. Pleurisy with-
out effusion tends to recover within a week or two. Should
effusion occur, its tendency to become purulent varies accord-
ing to the exciting cause, as stated. The course of empyema
is, at best, protracted.

8. The occurrcnce of complications, especially of pericarditis
or meningitis, is of grave import. In secondary pleurisies the
prognosis may vary according to the antecedent cause ( ¢. g.,
nephritis, cancer, etc.).

Treatment.—DRY STAGE. Place the patient at rest. If painis
severe, strap the chest. Use strips of adhesive plaster three
inches wide; apply them at the close of expiration, carrying
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2. A personal history of acute infections, syphilis, lead
poisoning, gout, prolonged suppuration, or previous renal
disease.

3. Has he any pain in the lumbar region? Any pain in
micturition? If so, is it before, during, or after urination?
What is its character and where is it felt? Is it aggravated
by movement? Was there ever a sudden attack of pain
shooting down into the groin?

Does he have to arise at night to micturate? Is there
increased frequency of micturition?

Is the face ever puffy in the morning, particularly beneath
the eyes? Do the ankles swell?

4. Does he complain of drowsiness, headache, vomiting,
diarrhea, dyspnea, dimness of vision, convulsions, or paralysis?
Inquire also as to the condition of the digestive system.

5. The urine: is it altered in quantity? In color? Is it
clear or cloudy when passed? Is there ever any blood in it,
and if so, when?

Physical Examination of the Kidney.—In order to palpate the
kidney, sit by the patient on the side to be examined, and
place one hand below the last rib behind and the other over
the lower part of the hypochondriac region in front. Let the
patient’s knees be drawn up and his shoulders raised. Then
ask him to draw a long breath, and during inspiration follow
down the receding abdominal wall with the hand in front. If
the patient is not too fat, the lower part of the kidney can
thus be felt even in health.

The kidney moves very slightly with respiration. Should it
be freely movable in almost any direction, it constitutes a
““floating kidney.” A distended gall-bladder may be mistaken
for the kidney, but the former when pushed back from the
abdominal wall springs forward again, while the kidney often
disappears for a time, and is seized with difficulty. Moreover,
the kidney can be pushed down towards the pelvis and held
there, but the gall-bladder moves up again during expiration.

An enlarged left kidney might be mistaken for the spleen,
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be brought to the physician for examination. If the micro-
scopical examination cannot be made at once, a few drops
of formalin or a few grains of salicylic acid may be added as
a preservative; but this may invalidate chemical tests.

PHYSICAL EXAMINATION OF THE URINE.

1. Quantity.—This may be modified by the sex or bulk of the
patient, the quantity of food and drink, and the amount of
excretion by the skin, bowels, etc. The average quantity is
about three pints in twenty-four hours; less than one or more
than five pints usually indicates disease. The quantity is de-
creased as a result of free sweating, diarrhea, the gouty dia-
thesis, and acute fevers, and in acute and some forms of
chronic nephritis. It is Zncreased in diabetes, chronic inter-
stitial nephritis, and hysteria.

2. Color.—The normal color is yellow. The smaller the
quantity the greater the concentration, and therefore the
deeper the color. It is érown, with yellow foam, when it con-
tains biliary coloring matter; when it contains blood it may be
red, or intimate admixture of the latter may render it smoky ;
and poisoning with carbolic acid or creosote may render it
black. Very pale urine is found when the quantity is excess-
ive, as in diabetes or chronic interstitial nephritis; and it may
also occur in hysteria or as a result of excessive drinking.

3. Reaction.—The chemical reaction is ascertained by means
of litmus paper. Normally it is acid. If it is sharply so,
intensely reddening the blue litmus, the possibility of sugar is
suggested. Should it be alkaline, the red litmus becoming
blue, notice whether the red color returns on drying the paper;
this indicates a volatile alkali, and if the urine be freshly voided
suggests a chronic inflammatory condition of the lower urinary
tract. If, however, the blue color persists on drying, the
alkali is fixed and indicates unusual alkalinity of the blood,
which may possibly be due to fasting, dyspepsia, a vegetable
diet, or to alkaline waters or medicines.
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phates or urates. If the latter are present in an amount suffi-
cient to obscure the other sediments it may be well to heat the
urine moderately in a test tube, then sedimentate it rapidly,
and examine the specimen on a warmed slide before cooling
permits the reappearance of the urates.

In using the centrifuge fill the tube with urine to within half
an inch of the top, and see that the other tube is filled to a
corresponding point. Then revolve the tubes at moderate
speed for two or three minutes. As a rule, this affords suffi-
cient sediment, but if on inspection the amount of the lat-
ter appears insufficient, withdraw the upper portion of the
urine without disturbing the sediment, fill the tube again with
fresh urine, and rotate as before. If necessary this procedure
can be repeated several times, or until enough sediment has
been secured. Then carry the point of a pipette to the bot-
tom of the tube and draw up about 5 drops of the sediment,
and place it upon a cleanslide. A cover-glass is unnecessary.
Examine first with a low power, % or { objective, reserving the
higher power for a more detailed inspection of the objects
discovered.

CHEMICAL SEDIMENTS.

In acid urine the following sediments occur:

Amorphous urates (quadriurates of sodium, potassium and
ammonium) appear as a reddish, granular looking sediment,
the so-called “‘brick dust deposit.” It is readily dissolved by
heat, while the addition of a little hydrochloric acid will cause
uric acid to crystallize out. The presence of amorphous
urates indicates only acidity and concentration of the urine.

Uric acid appears as crystals yellow or brown in color, in
consequence of the urinary pigment absorbed by them, and
varying in shape from rhombic prisms to cylinders, rosettes,
etc. It becomes re-dissolved on the addition of potassium
hydrate, but not on heating, and re-crystallizes out on the
addition of hydrochloric acid.
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sumes the form of hexagonal crystals which are readily soluble
in ammonia.

Leucin is sometimes seen in the form of yellowish refractive
spheres which resemble oil globules, but unlike the latter are
insoluble in ether. Tyrosin crystallizes in colorless sheaves of
fine needles. These two sediments appear in the urine, usually
together, as a result of phosphorus poisoning or acute yellow
atrophy of the liver.

In alkaline urine the following sediments occur :

FIG. 18—Crystals of Triple Phosphate. (Salinger-Kalteyer.)

Ammonio-magnesium (‘‘triple”’) phosphate, colorless coffin-
shaped crystals readily soluble in acetic acid.

Calcium phosphate, either ‘‘amorphous,” 7. ¢., small colorless
granules deposited as a white sediment in alkaline urine, or
rarely ‘‘stellar phosphate,” crystalline rods arranged in stellar
or rosette form.

Ammonium urate, dark-brown spherical masses studded with
fine spicula—‘‘thorn-apple crystals.”

These alkaline deposits indicate nothing but the decomposed
state of the specimen of urine.
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Epithelium is found in small amount in every specimen of
healthy urine, but as a result of diseased states it may be
thrown off in much larger quantity. Formerly it was believed
that the special form of epithelial cell found in the urine was a
‘valuable aid in locating the lesion, but this is only partly true.
Three varieties of cells may be recognized, v:z.:

Round cells, derived from the uriniferous tubules and the
deep layers of mucous membrane in the renal pelvis, bladder
and male urethra.

Columnar cells, irregular and elongated, mostly derived
from the superficial layer of mucous membrane in the renal
pelvis.

F16. 19—Squamous Epithelium, as it Appears in the Urine. (Upper Half.)
Epithelial Casts. (Lower Half.) (Salinger-Kalteyer.)

Flat cells, large and somewhat rounded, derived chiefly
from the bladder and vagina.

Casts are probably due to the exudation into the renal
tubules of the coagulable portion of the blood in which de-
tached and altered anatomical elements become entangled.
They are washed from their tubular mold by the urine, in
which they appear as :

Hyaline casts, homogeneous, transparent structures, often
with ill-defined contours. Their presence is not positive proof
of nephritis; they are present in association with other casts in
all forms of renal inflammation, and occur alone in cases of
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Blood casts, composed of agglutinated corpuscles, indicate
hemorrhage into the tubules.

Pus casts occur rarely in connection with suppurative renal
disease.

Many casts are of a composite type, granular matter, epi-
thelial cells or blood being embedded in a hyaline matrix.
Cylindroids, long, ribbon-like mucous threads of uncertain sig-
nificance, must not be mistaken for casts; and epithelial cells,
corpuscles, urates, etc., may be grouped into false casts which
can be distinguished only by experience.

F1G6. 22—Cylindroids. (Salinger-Kalteyer.)

UREMIA.

Etiology.—The condition is one of toxemia due to the reten-
tion of certain waste matters normally excreted by the kid-
neys.

Symptoms may appear abruptly (acute uremia) or develop
gradually (c/ronic uremia). They may be limited to one or
two phenomena, such as headache and dyspepsia, or may in-
clude the more pronounced forms.

Cercbral Symptoms. — Headache, persistent drowsiness,
vertigo, delirium, coma, convulsions, sudden blindness (often
without retinal change), and transient paralyses.

Respiratory Symptoms. — Dyspnea (‘‘uremic asthma’),
Cheyne-Stokes respiration.
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CHRONIC HYPEREMIA OF THE KIDNEY.

Etiology.—Passive congestion results from venous obstruc-
tion, which may be:
1. Systemic (chronic disease of heart, lungs, or liver).

2. Local (obstruction to renal veins by thrombus or pressure
of tumor).

Pathology.—The kidney becomes enlarged, firm, smooth, and
bluish-red (cyanotic induration), the veins are engorged with
blood, and nephritis may result finally.

Symptoms.—The urine is scanty, of high specific gravity, and
contains some albumin and a few narrow hyaline casts. The
general symptoms are those of the primary disease.

Diagnosis.—Passive congestion of the kidney accompanies all
uncompensated valvular heart lesions. It must be distin-
guished from chronic interstitial nephritis, ¢. v.

Treatment must be directed to the primary lesion.

THE CLASSIFICATION OF BRIGHT'S DISEASE.

Recovery usual;
[ [ death not infre-
quent; may termi-
nate in chronic
Farenchymatous
orm.

Parenchymatous,

Acute, -

. Acute surgical kid-

Interstitial suppura- ney; rare; due to
tive or pyelo-ne- ascending infec-
phritis, tion.

[ (1. ‘“Large white
kidney,”  which
may become

Parenchymatous. { 2. ‘‘ Small white kid-
ney '’ or may be
associated with the

| 3. Amyloid kidney.

Interstitial suppurative or pyelo-nephritis
(chronic surgical kidney.)

{ 1. Primary.

Nephritis, 4

Chronic. 1

2. In association with
general arterio-
sclerosis.

1
Imterstitial (non-
suppurative.)
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¢. Reduced solids. The decrease in the quantity of urine
renders it concentrated and of high specific gravity
(1020-1040), but the total daily elimination of solids is
much lessened.
2. Rapid and progressive anemia.

8. Dropsy. This usually begins about the face, but general
anasarca may ensue.

4. Gastro-intestinal disturbances. Nausea and vomiting are
quite common.

5. Uremia may develop at any time.

Duration.—Acute nephritis tends to recover in from one to
six weeks; but it may merge into a sub-acute  or chronic
form.

Diagnosis.—The urinary examination is conclusive. Acute
nephritis may occur in the course of chronic nephritis, but the
cardio-vascular changes will indicate the pre-existence of the
latter. The simple albuminuria of fever shows neither blood
nor epithelial casts in the urine.

Prognosis.—Guardedly favorable. Uremic symptoms and
suppression of urine are unfavorable signs.

Treatment.—1. Absolute rest in bed, with liquid diet.

2. Reduction of the renal congestion may be favored by
stimulating the skin (hot baths, 105°~120°, for ten or twenty
minutes once or twice daily; or dry cups may be applied to
the back); and by relaxing the bowels (Hunyadi water).
Pure water in large quantities should be taken by the patient.

3. Medicines. Aconitc is generally indicated in the early
stages, while renal congestion is intense; occasionally veratrum
viride may be preferable. In children symptoms of cerebral
irritation, such as convulsions, with dry skin, etc., may indi-
cate bclladonna.

Later, in the exudative stage, rkus toxicodendron is often
clearly indicated and may be the only remedy required.
Should the degree of dropsy be considerable, however,
preference should be given to cantharis; while cases with
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Symptoms.—While similar to the acute form, this variety is
much more insidious in its development.

1. Anemia is more marked than in the acute form, is of a
progressive character, and is associated with weakness and
emaciation.

" 2. Dropsy is also prominent, appearing first about the eyes,
and then becoming general.

3. Gastro-intestinal derangements are common.
4. Uremsia is less frequent than in the acute form.

5. Thoracic complications often occur; they include bron-
chitis, pneumonia, pulmonary edema, pleurisy, and peri- and
endocarditis.

8. Urinary changes.

a. Quantity and specific ‘gravity about normal, but
varying.

6. Color pale; whitish sediment common.

¢. Albumin present in large amount (1-5%).

d. Urea diminished.

e. Casts: broad; finely granular, fatty and hyaline.

/. Blood corpuscles, if present, suggest an intercurrent
acute nephritis.

Should contraction occur, the urine approximates in char-
acter that of chronic interstitial nephritis.

Diagnosis is usually easy, the urinary changes, together with
the marked dropsy and anemia, distinguishing this from
the interstitial form. The amyloid variety can be recognized
only in connection with a history of suppuration and the pres-
ence of amyloid changes in other organs.

Prognosis.—Generally unfavorable, death occurring within
two vears. Careful treatment may, however, partially arrest
the disease; and should contraction occur there may appear
to be a practical restoration to health.

Treatment.—1. Until the symptoms abate, treat as an acute
case. Then allow a mixed diet, limiting it again if active
symptoms or gastro-intestinal irritation appear.
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kidney is small, red, and granular, with a greatly atrophied
cortex and an adherent capsule. Microscopically, great bands of
intertubular connective tissue are seen; by this contraction the
tubules are in part obliterated, leaving dilated portions (cysts).
General arterio-sclerosis, with hypertrophy of the heart, is
invariably associated.

Symptoms.—'The disease is extremely insidious ; there may be:

1. Slight gradual /loss of strength, with digestive disturb-
ances.

2. Cardio-vascular changes:

a. Rigid arteries with a high tension pulse.
6. Hypertrophy of the left ventricle, with a sharp accent-
uation of the second sound at the aortic orifice.

3. Slight edema, under the eyes or about the ankles.

4. Urinary changes. The urine is increased in quantity,
pale, of low specific gravity (1003-1015), and the excretion
of urea is diminished. There may or may not be a small
amount of albumin; and casts, mostly hyaline, are usually
present.

The patient commonly has to arise at night to micturate;
and should this or some other symptom lead to examination
of the urine, the disease is easily recognizable. Many cases,
however, remain unsuspected until the onset of:

5. Uremia (headache, vertigo, drowsiness, coma, convul-
sions, etc.).

6. Dimness of vision (albuminuric retinitis).

7. Hemorrhage, cerebral or elsewhere,

8. Dilatation of the heart, with dropsy, a diminished
quantity of urine, dyspnea, and reduplication of the first
sound, may occur in the later stages.

Diagnosis.—Examination of the urine usually insures discovery
of the disease.

Passive renal hyperemia, the result of uncompensated heart
disease, may be distinguished by the history of the primary
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AMYLOID KIDNEY.

Etiology.—I.ardaceous degeneration of the kidney is a se-
quence of prolonged suppuration or cachexia (bone disease,
tuberculosis, syphilis).

Pathology.—Waxy infiltration begins in the capillaries of the
malpighian tufts, involves blood vessels and tubules, and is
associated with diffuse nephritis. The kidney becomes large,
smooth, anemic, and ‘‘bacon-like” on section, the degener-
ated areas staining a mahogany-brown on the application of
an iodine solution.

Symptoms.—The general symptoms of chronic parenchy-
matous nephritis are added to those of the causative disease,
and in addition amyloid changes may be detected in the liver,
spleen and often the intestines. Dropsy is moderate. The
urine is pale, copious, of low specific gravity (1005-1015)
and highly albuminous, with a moderate number of hyaline
or waxy casts. .

Diagnosis.—The history and the discovery of simultaneous
enlargement of the liver and spleen are necessary for positive
diagnosis. Parenchymatous nephritis lacks the causative
factors and presents more general dropsy; but the two forms
are often associated. Interstitial nephritis has little dropsy,
slight albuminuria, and scanty urinary sediment.

Prognosis.—Recovery is impossible, but occasionally control
of the causative may check the renal degeneration.

Treatment must be directed toward the primary disease,
while the kidney lesion should receive the attention recom-
mended for the other forms of nephritis.
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2. Rigors, sweats, and a septic temperature range.
8. Rapid emaciation, gastric irritability, and a typhoid state.

4. The urine becomes diminished in quantity, of low specific
gravity, and albuminous. It contains pus, blood, bacteria,
and perhaps casts. The amount of albumin is in direct pro-
portion to the quantity of pus and blood present. The excre-
tion of urea is diminished.

Diagnosis.—In many cases the renal lesion is masked by the
symptoms of the primary disease (cystitis, nephrolithiasis,
etc.). Repeated examinations and urinalyses may be neces-
sary before a diagnosis is possible; and the latter usually rests
upon the discovery, in connection with possible causes and
vague symptoms, of pus, blood, and perhaps caudate epithelial
cells from the pelvis of the kidney in the urine.

Prognosis.—In all but the mildest cases of pyelitis, the prog-
nosis is extremely unfavorable. Life may be prolonged, how-
ever, and if the cause (¢. g., obstruction of the ureter) is
removable, recovery is possible.

Treatment.—The physician should endeavor, by prompt at-
tention to urethral and cystic inflammations, and by cleanli-
ness in all instrumentation about the genito-urinary tract, to
guard against the possibility of renal infection. Upon the
appearance of any symptoms suggesting the existence of
pyelitis or pyelonephritis, the patient should be placed at rest,
hot fomentations applied, and his diet restricted to milk and
other bland liquids. A medicine having a local antiseptic
action on the kidney should be given: cystogen, or urotropin,
gr. v. t. i. d., saccharin, gr. ij. t. i. d., or methylenc blue, gr. j.
in caps. t. i. d. The suppurative process affords indications
for such remedies as mercur. corr. or kepar; the renal changes
may be met by the administration of zerebinth, cuprum arsen.,
or cantharis; and general septic conditions sometimes afford
indications for arsenic, carbolic acid, baptisia, or lachesis.
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NEPHROLITHIASIS.
(Renal Calculus; Stone in the Kidney.)

Etiology.—The urinary solids are precipitated about a nucleus,
often of epithelial cells, mucus, or blood clot, to form a con-
cretion.

Varieties.—1. Uric acid (smooth, firm, brown, or black; often
multiple).

2. Oxalate of lime (uneven, hard, and brown; ‘‘mulberry
calculus”).

3. Phosphates (large, soft, and white).
4. Cystin and xanthin (rare).

Course.—1. The stone may remain quiescent in the kidney
tubules or substance, growing to a considerable size and occa-
sioning vague symptoms until it has bored out for itself a
pocket—a so-called ‘‘nesting stone.” It may enter the pelvis,
where it grows and often assumes the shape of that cavity.

2. The stone may pass down the ureter, with or without
renal colic.

3. The stone may become impacted in the ureter, blocking
the out-flow of urine and causing hydro- or pyonephrosis, sup-~
pression, or abscess.

4. The stone may break into the retroperitoneum or the
peritoneal cavity from either the kidney or the ureter.

Symptoms.—The symptoms vary according to the situation
and course of the stone.

1. The existence of a stone in the kidney causes few symp-
toms unless it is free in the pelvis or entering the ureter.
Under these circumstances it causes:

(a) Pain, which may be direct, varying from mere uneasi-
ness to severe paroxysmal or continuous pain in the region of
the kidney, associated with tenderness and rigidity, and
aggravated by motion; or rcflex, extending to the groin,
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suffice for diagnosis. Discovery of the tubercle bacillus in the
urinary sediment is conclusive.

Biliary colic is accompanied by pain radiating from the
right hypochondrium into the umbilicus, into the right shoulder-
tip and the angle of the scapula, with tenderness over the gall
bladder or the Mayo-Robson point. Jaundice is common, and
urinary symptoms and signs are absent.

Prognosis.—Because of the possible complications the progno-
sis must be guarded. Renal colic is rarely fatal in itself.

Treatment.—Attacks of renal colic may be palliated by the
application of hot fomentations, or better, a long-continued
hot general bath. Frequently the hypodermatic use of
morphia, gr. %4, with atropia, gr. tiy, is necessary. Bella-
donna, berberis, and nux wvomica are medicines frequently
indicated.

In the interval between attacks, the diathetic state requires
careful attention. In a majority of cases the patient is gouty,
and the therapeutic measures must be directed to that condi-
tion. Meats, eggs, alcoholics, etc., should be forbidden, and
pure or alkaline water prescribed in large quantities. If, how-
ever, there is phosphaturia and alkaline urine, forbid an ex-
cess of vegetables and milk, allow meats, and administer dilute
hydrochloric acid to acidulate the urine. The more important
remedies are calcarca, [ycopodium, sarsaparilla, and sulphur.

In painful and persistent cases it is advisable to explore the
kidney with nephrolithotomy, evacuation of abscesses, sound-
ing or flushing the urcter, etc. The kidney can be opened
from end to end, exploréd, and drained or sutured with im-
punity. (Van Lennep.)

HYDRONEPHROSIS.

Etiology.—The renal pelvis becomes distended with retained
watery secretion as the result of gradually developed obstruc-
tion to the outflow, sudden complete obstruction leading
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Treatment.—When the obstruction is due to a stone, the loin
may be massaged and the bladder distended in an attempt to
overcome the block. Aspiration may be made repeatedly,
but when it fails to afford permanent relief it is wise to incise
and drain the sac, and to remove or overcome the ureteral
obstruction by operative means if possible, or to extirpate the
kidney if the latter is extensively diseased.

FLOATING OR MOVABLE KIDNEY.

Etiology.—As a result of relaxation of its surrounding tissues,
‘one kidney, usually the right, becomes displaced and may be
found as a movable tumor in any part of the abdomen. Pre-
disposition is found in:

1. Women, six times as often as men, because of—

a. Relaxation of the abdominal walls.
5. Relaxation of the peritoneum.

¢. Repeated pregnancies.

d. Tight lacing.

2. Middle life. Rarely it may be congenital.

3. Muscular exertion, such as heavy lifting.

Mobility of the kidney is frequently associated with a down-
ward displacement of all the abdominal viscera (splanclinop-
tosis).

Symptoms.—-1. Subjective sensations may be slight or want-
ing; often they are limited to vague ‘‘dragging” pain.

2. Reflex nervous symptoms are sometimes marked; they
consist of flatulence, palpitation, neuralgic pain in thorax or
abdomen, irritable bladder, dysmenorrhea, and the train of
symptoms commonly attributed to uterine disease.

3. Twisting of the ureter, involving vessels and nerves, may
occasion the agonizing pain and other symptoms of renal
colic, and may lead to hydronephrosis.

Diagnosis.—Bimanual palpation, with the patient in various
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1. Frequent and painful micturition.
2. Tenderness or pain over the bladder.

8. Urine which contains pus and mucus (hence it is glairy),
together with epithelial cells and sometimes blood.

Diagnosis.—Pyuria with vesical painand tenesmus is pathogno-
monic of cystitis. Chronic interstitial nephritis, possibly co-
existing, is indicated by the presence of casts in the urine and
by the associated signs of cardio-vascular sclerosis. Pyelitis
or pyelo nephritis can often be excluded with difficulty or not
at all.

Prognosis.—In acute cases the prognosis is usually good; in
chronic cases the outlook is less favorable, but recovery is
possible if the cause can be removed.

Treatment.—The patient should be placed at absolute rest in
bed, pure water should be administered freely, and a plain, pref-
erably milk, diet must be given until active symptoms sub-
side. The cause should be sought out and treated. Boric
acid, five grains every four hours, or ¢ystogen, gr. v t. i. d.,
should be administered in order to render the urine aseptic.

Aconite and gelscmium are indicated early in acute cases.
Later, and in chronic cases, éclladonna, cantharis, and mecr-
curius corrosivus are often useful. 7erebint/ is a remedy of
great value, particularly in cases attended with intense irri-
tability of the bladder.

Cases dependent on obstruction demand catheterization, at
times antiseptic irrigation; and occasionally incision and drain-
age becomes necessary.

INCONTINENCE OF URINE.

Etiology.—Incontinence of urine (enuresis) may be—
1. Paralytic (spinal lesions involving sphincteric centre).
3. [rritative (calculus, cystitis, parasites, etc.).

3. Mechanical (retention with over-distention; pressure
from without, as of the fetal head during labor).
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activity. Note any ulcers or marks of the teeth upon the
tongue.

. Introducing a tongue depressor, note the color and general
appearance of the soft palate, fauces, and pharynx. Note the
presénce of any ulcers or mucous patches. Determine whether
the tonsils are enlarged, and whether there is any exudate
upen them; and if there is, ascertain the condition of the
underlying surface. (Notice whether the exudate appears
upon the pillars of the fauces or the uvula.)

Inspect the pharynx. Note if it be markedly granular, if
enlarged follicles are present, if there is an excess of mucus or
any ulceration.

If the breath be bad, note whether the foul odor comes from
the nose or the mouth, having the patient breathe through
each in turn. If both are bad, the odor may come from the
lungs, and will be increased by having the patient cough. It
may be uremic (urinous odor), diabetic (sweetish), or simply
the result of digestive disorder.

STOMATITIS.

Etiology.—Inflammation of the mouth is excited by /Jocal
irritation, which may be mechanical (¢. g., injury from a
sharp tooth), chemical (drugs and beverages), thermal (hot
or cold food), or parasitic. Among the predisposing causes
are cachectic states and gastro-intestinal diseases. Stomatitis
occurs principally in young children.

Symptoms.—The patient suffers with pain and heat in the
mouth, accompanied with an increased secretion of saliva,
fetid breath, and fever. A young child becomes restless, and
is disinclined to nurse.

Varieties.—1. Simple stomatitis. Diffuse redness and swell-
ing of the mucous membrane; no ulceration.

2. Aphthous stomatitis (herpetic, vesicular). Vesicular
spots which break down and become small ulcers.
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becomes enormously swollen and may finally suppurate, acute
pain and serious interference with respiration accompany it,
and fever and other constitutional symptoms may be severe.

Prognosis.—The superficial form recovers quickly, but the
parenchymatous variety is severe, often fatal, and at best is
apt to lead to permanent deformity of the tongue.

Treatment.—The superficial form requires only local cleanli-
ness to bring about recovery. The parenchymatous form may
demand longitudinal incision of the tongue, even before sup-
puration, and often tracheotomy is necessary. Early in the
attack delladonna is usually indicated, but the involvement of
the deeper structures will require the use of such drugs as
mercury, lachesis, rhus tox., and hepar. Edema may suggest
apis and in the stage of resolution the zodides and sulphur are
useful. The mouth should be cleansed with solutions of boric
acid, listerine, or some similar preparation.

ACUTE TONSILLITIS.

Etiology.—The exciting cause is probably an infective agent,
the predisposing factors including—

1. Exposure to cold and wet.

2. Diathetic states, especially gout.

3. Acute infectious disease (measles, scarlatina, rheuma-
tism).

4. Youth or adolescence.

Pathology.—According to the extent of the lesions three
varieties are recognized, viz.:

1. Acute catarrhal tonsillitis, in which the inflammation is
limited to the mucous membrane covering the tonsil, the
latter appearing swollen and congested.

2. Acute follicular tonsillitis, in which the inflammatory
process leads to desquamation of the epithelium and the latter
collects in the crypts of the tonsil as small, whitish, cheesy
masses.
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Pathology.—The lymphoid elements may be multiplied, the
gland being enlarged but soft; or the fibrous tissues may be
increased, rendering it firm in consistence.

Symptoms.—The majority of the symptoms are the result of
mechanical interference with respiration; they include mout/-
breathing, snoring, disturbed rest, and even attacks of
dyspnea. The voice is thick and nasal, and hearing may be-
come impaired through implication of the eustachian tube and
middle ear. As the result of deficient sration of the blood,
general nutrition is poor, the patient is pale and anemic, his
face takes on a vacant expression, and the chest may becoine
actually deformed into a ‘‘chicken breast.”

Diagnosis.—By examination of the throat. Palpate the tonsil
to decide whether the hypertrophy is fibrous.

Prognosis.—While the hypertrophy tends to disappear about
the time of puberty, much damage to the child’s development
may have been done by that time. The prognosis as to the
latter depends, therefore, upon the time of removal of the
cause.

Treatment.—If the tonsil is hard and fibrous, tonsillotomy is
advisable; but if the tissues are soft improvement can often be
secured by the persistent administration of mercur. biniod., or
the fodides of iron, lime, sulphur, etc.

ACUTE CATARRHAL PHARYNGITIS.
(Acute Sore Throat.)

Etiology.—Acute inflammation of the mucous membrane of
the pharynx occurs, especially in children, as the result of
exposure to cold and wet. Diathetic states predispose to it.

Symptoms.—The throat becomes raw and sore and there is
pain on swallowing, with a constant inclination to clear the
throat. Extension to the eustachian tube may produce partial
deafness, or involvement of the larynx may cause /loarsencess.
Examination shows the pharynx to be red and often covered
with mucus.
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antiseptics, and constitutional states, such as those associated
with tuberculosis or syphilis, receive appropriate treatment.

RETROPHARYNGEAL ACSCESS.

Retropharyngeal abscess, a suppurative process occurring in
the connective tissue between the pharynx and the vertebral
column, is the result of caries of the vertebrz, tubercular or
syphilitic, of naso-pharyngeal disease, of the acute infections,
or of faulty nutrition. It is accompanied by pa:in, swelling,
interference with respiration and deglutition, stiffness of the
neck, sometimes hoarseness, and a doughy tumor in the pos-
terior wall of the pharynx which can be detected with the
finger before it can be seen. It should be incised in the
median line at once.

ACUTE ESOPHAGITIS

Occurs practically only as the result of swallowing hot or cor-
rosive liquids. It is marked by pain beneath the sternum,
especially on swallowing; or in severe cases deglutition may
become impossible. The treatment is limited to swallowing
bits of ice or bland drinks, the use of nutrient enemata, and
the administration of such remedies as arsenic, belladonna,
mercury, and rhus tox.

STENOSIS OF THE ESOPHAGUS.

Etiology.—The obstruction may be:

1. Spasmodic, occurring in hysterical patients, and in hydro-
phobia, chorea, and epilepsy.

2. Organic, due to the pressure of a tumor, sometimes an
aneurism, on the esophagus, to a neoplasm (usually carci-
noma) of the esophagus itself, to the presence of foreign
bodies, or to a cicatricial narrowing of the tube following
ulceration (corrosive poison or syphilis).
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digestion. The presence of constipation or diarrhea may indi-
cate that the intestines are involved in the disease. Disorder
of the bowel may also be made evident by such symptoms as
colicky pain, flatulent distention of the abdomen, and various
changes in the character of the stools.

In some cases impaired nutrition is the only symptom of
stomach or intestinal disease.

Interrogation of the Patient.—Should the symptoms elicited by
general interrogation suggest disease of the gastro-intestinal
tract, inquire particularly in regard to: _

1. Appetite.—Is it diminished or lost, or is it excessive?
Does it disappear after a few mouthfuls of food? Does he
become hungry after a meal? Does he suffer with thirst?

2. Meals.—What is their arrangement and character? Does
he eat between meals?

8. Abnormal Sensations.—What is their nature, and exactly
where are they felt? Are they produced or relieved by taking
food? How long after eating do they come on? Are they
influenced by the kind of food?

4. Belching.—Is there much belching, and if so, when? Is
it after food only, or between meals? Has the gas any odor?

5. Regurgitation.—Does the food ever come up into the
mouth? If so, is it sour or hot? How frequently does it
occur, and how long after meals?

6. Iomiting.—How often does it occur? Is it soon after a
meal, or at other times? Does it ever occur at night? Does
it relieve pain or not? Does he strain or retch much, or does
it come up easily? What is the amount, color, and taste of the
vomited matter? Does it smell bad? Was there ever any
blood (either red blood or ‘‘coffee-grounds’) in it?

7. Bowels.—How often are they opened? What is the
character of the stools? Is there much passing of gas?

8. Diarrkca.—What is its frequency? What is its relation
to meals and to special articles of food? Do the stools ever
contain blood or slime? Does he strain during defecation?
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2. The presence of organic acids (lactic, acetic, butyric) is
abnormal one hour after the ingestion of the food, and sug-
gests either carbohydrate fermentation, due to a lack of the
digestive juices (atrophic stage of chronic gastritis; cancer),
or long retention, as the result of motor insufficiency (dilata-
tion of the stomach).

8. Persistent diminution of the total acidity, especially if
associated with absence of free hydrochloric acid, indicates
glandular atrophy. If lactic acid is present, it favors a diag-
nosis of gastric cancer.

4. An excessive quantity of stomach contents (the normal
return from a test meal .is from 60 to 100 c.c.) indicates either
excessive secretion or pyloric obstruction The latter is often
evidenced by exaggerated peristaltic movements visible
through the abdominal wall. Occasionally simple muscular
asthenia is present, in which case the test for motor activity
will afford enlightenment.

5. Blood may be present in the stomach contents from
many causes. It may indicate the existence of a gastric ulcer,
gastric cancer, acute gastritis (especially toxic gastritis), the
passive congestion of the viscera secondary to heart disease or
cirrhosis of the liver, or rupture of an atheromatous artery.
For a complete list of the possible causes, see the etiology of
Hematemesis.

6. The absorptive power of the stomach is decreased in
cases of atrophic gastritis, cancer, and dilatation.

7. The motor activity is lessened in cases of dilatation,
cancer, and the atonic form of nervous dyspepsia.

EXAMINATION OF THE FECES.

The average healthy adult passes one stool daily, but varia-
tions from two or three a day to one every two or three days
are not unusual. The color and consistence of the stools also
vary according to the individual, and allowance for the pa-
tient's habit must precede any deduction derived from the
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4. Adhesions may form between the stomach and the ad-
jacent viscera (liver, pancreas, omentum) preventing or at
least localizing the peritonitis.

5. Fistulous tracts into these adjacent viscera, or into the
pleura or pericardium, may be formed. )

6. Erosion of a blood vessel may occur; the gravity of the
ensuing hemorrhage varies according to the size of the vessel
thus opened.

Symptoms.—Many cases of gastric ulcer present no special
symptoms; the lesion may be discovered only at autopsy fol-
lowing death from other causes. In typical cases, however,
the disease is characterized by:

1. Pain, especially, but not necessarily, after taking food,
and often relieved by vomiting.

2. Tenderness on pressure over the ulcer. This is strictly
localized to a small spot, which is often an inch or two above
the umbilicus.

8. Vomiting, shortly after eating, the .vomitus usually con-
taining an excess of hydrochloric acid.

4. Hemorrhage, which is often quite profuse and leads to
vomiting of bright red blood or the passage of tarry stools.

5. Anemia, usually of chlorotic type, accompanied by
progressive emaciation.

6. Gencral dyspeptic symptoms. These are present in vary-
ing degree, and in some cases constitute the only signs of the
disease.

7. Gastric Contcnts.—The stomach tube must not be used;
but examination of the vomitus usually discloses great hyper-
acidity of the gastric juice.

Diagnosis.—In gastralgia the pain is irregular in its occur-
rence, without aggravation by food; localized tenderness,
vomiting, hematemesis, and dyspeptic symptoms are absent,
and the neurotic character of the patient is usually evident.

Chronic gastritis lacks the severe pain, frequent vomiting,
hematemesis, and anemia, which usually characterize cases of
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Benign tumors of the stomach are rare, and their presence
give rise to no malignant symptoms.

Dilatation of the stomack due to benign stenosis of the
pylorus affords a history of long illness interrupted by periods
of almost complete freedom from symptoms.

Prognosis.—Hopeless; death almost inevitably occurs within
three years. .

Treatment.—Nourish the patient with easily assimilable food.
Palliate the pain with morphia or svapnia. Control vomiting
with ice, champagne, and appropriate medicines. Lavage
may be used to clear the stomach of irritating undigested
food. When stenosis becomes extreme it is necessary to
resort to rectal feeding.

Surgical interference, though hazardous, may be considered.

DILATATION OF THE STOMACH.
(Gastrectasis. )

Etiology.—The capacity of the stomach may become increased
as the result of:

1. Pyloric obstruction (pyloric tumors or cicatrices, pressure
on the pylorus by tumors of adjacent organs).

2. Muscular atony, due to overloading the stomach with
food and drink, to gastric catarrh, or to diseases producing
general atony (diseases of heart, lungs, kidneys, and blood).

Pathology.—The stomach, normally capable of containing
about three pints, becomes dilated to two or three times that
capacity, with thinning of the muscles and the changes in the
mucous membrane characteristic of chronic gastric catarrh.

Symptoms.—The patient presents symptoms of gastric ca-
tzfr.rh. sometimes combined with those of the causative con-
dition (. £., tumor). In addition he vomits at intervals large
quantities of undigested and fermenting food, which have evi-
dently been accumulated within the stomach. If the vomitus is
allowe'd tostand, a sediment of undigested food is thrown down,
and microscopic examination reveals the presence in it of yeast
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2. Gastric diseases (ulcer; cancer; disease of the gastric
blood vessels, including atheroma and varicose veins; and
gastric congestion, in connection with acute gastritis, cirrhosis
of the liver, chronic heart and lung diseases, etc.).

8. Blood disorders (acute infectious diseases, such as yellow
fever, smallpox, malaria, etc.; toxemias, such as that induced
by phosphorus-poisoning; and hemorrhagic diseases, such as
scurvy, purpura, and hemophilia).

4. Nervous diseases (hysteria, epilepsy, paresis) rarely.

5. Melena neonatorum, a profuse and fatal hemorrhage in
the newborn.

6. Rupture of an aneurism of the abdominal aorta into the
stomach.

Diagnosis.—It is essential to recognize the cause of hemor-
rhage into the stomach, and, moreover, it is necessary to dis-
tinguish the latter from blood swallowed during an attack of
epistaxis or hemoptysis and later vomited or passed with the
stool. )

Prognosis.—The hemorrhage is seldom immediately fatal; in
other respects the prognosis depends upon the cause.

Treatment.—Rest, abstention from food, and the use of ice
locally are advisable. Administer such remedies as 7pecac,
hamamcelis, hydrastinine hydrochlorate, turpentine, or various
other medicines selected according to the cause and the asso-
ciated conditions. Intravenous saline infusions may become
necessary in extreme cases.

GASTRIC NEUROSES.

Etiology.—Functional disorders of the stomach, due to ner-
vous influences, are the result of

1. A neurotic temperament, hereditary or acquired.

2. Neurasthenia, due to overwork, injudicious dieting, etc.

Clinical Varieties.—Disordered innervation of the stomach
may manifest itself in—

1. Neuroses of sensation (nervous dyspepsia, gastralgia,
etc.).
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1. Sudden pain. which may be felt anywhere in the abdo-
men but tends to localize itself in the right iliac fossa.

2. Tenderness in the right iliac fossa, especially at Mec-
Burney’s point, two inches from the anterior superior spine of
the right ilium on-a line drawn from that point to the umbilicus.

8. Rigidity of the right rectus muscle.
4. Moderate fever and rapid pulse.

5. Gastro-intestinal disturbances. The tongue is coated,
and vomiting is not unusual; constipation is generally present,
but diarrhea is not uncommon.

6. Early there is a tympanitic fumor, reducible by pressure;
later, if an abscess develops, there will be a hard tumor, also
tympanitic.

Varieties.—Appendicitis may be acute, hyperacute, or sub-
acute in its onset; it may be primary, or may supervene upon
another disease (typhoid, tubal disease); and it may be
chronic, either recurring after long intervals of apparent
recovery during which no tenderness is present, or rclapsing
into a new attack before the previous one has fairly disap-
peared. :

Course.—Should an attack of appendicitis tend to recovery,
the pain and rigidity quickly lessen, and in the course of a few
hours the temperature and pulse-rate fall to normal. Should
suppuration be present, the temperature usually remains high;
but either suppuration or gangrene may be unattended with
fever.

Should rupture into the peritoneal cavity ensue, it may be
indicated by a sensation of something having broken in the
abdomen, followed by severe pain; and the resulting general
peritonitis will give rise to the following symptoms:

1. Severe diffuse, not localized, pain.

2. Uniform distention and tenderness of the abdomen, with
absence of gurgle.

3. Moderate fever; sometimes a subnormal temperature.
4. A rapid, feeble pulse; and a dry, coated tongue.
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their onset and may be recognized by skillful examination per
vaginam.

Extra-uterine pregnancy may be distinguished by the men-
strual history, the lack of fever, and the collapsic character
of the symptoms which follow rupture; and examination may
reveal a tumor in the pelvis.

Typhoid fever is gradual in its onset, and presents a peculiar
temperature curve and a characteristic eruption at the end of
a week. Rigidity of the abdominal wall is not prominent in
typhoid, but in cases attended with early perforation the diag-
nosis may be very difficult, for it must be remembered that
appendicitis sometimes develops in connection with typhoid
fever.

Prognosis.—While it cannot be doubted that the majority of
cases of appendicitis will recover without operation, in no case
can the symptoms be trusted to afford an exact indication as
to the outcome. Moreover, recurrence is extremely common.
It is, therefore, difficult to frame a prognosis based solely
upon the probable results of medical treatment.

The position and direction of the tenderness afford indica-
tions of varying gravity, which may be utilized in framing a
prognosis and determining to what extent treatment may
venture to be expectant. If the appendix points inward or in-
ward and upward, it is very dangerous; if inward and down-
ward into the pelvis, as is usual in women, it is less dan-
gerous; if outward and upward in the lateral gutter, it is very
safe (Van Lennep.)

Should suppuration occur, surgical intervention alone can
be relied upon to save the patient, although in rare instances
rupture of the pus into bowel, bladder, or groin has been fol-
lowed by recovery. General peritonitis renders the prognosis
almost hopeless.

Treatment.—As soon as appendicitis is suspected a surgeon
should be called in consultation and as a rule operation ad-
vised. Pending this, or when operation is refused, the pa-
tient should be placed at rest in bed with an ice-bag over the
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5. Enemata may be used in obstinate cases. Plain water
or soap and water may give-temporary relief, especially if
injected into the colon. In very protracted cases with fecal
accumulation, place the patient in the knee-chest position and
inject slowly eight or more ounces of olive or cotton-seed oil.
This should be done by the patient or his attendant at his
own home and preferably at bedtime; for the patient must
retain the knee-chest position for twelve minutes, then turn
gently on to his right side and lie for some hours without
turning over. This procedure is followed in many instances
by a thorough emptying of the large bowel and complete re-
lief of the disorder.

6. Medicines. Never use a purgative if it can be avoided.
More useful medicines are nux vomica, suggested by ineffectual
urging to stool, with headache, nausea, bad taste in the morn-
ing, and often hemorrhoids, and s¢rychnine, which in atonic
cases may be substituted for nux. Cases with symptoms of
portal hyperemia, especially if diarrhea alternates with
constipation, are benefited by su/phur. Hydrastis is sug-
gested by sensations of epigastric weakness and sinking, sour
eructations, hemorrhoids, and hard stools coated with mucus.
Opium is indicated for the complete intestinal torpor which
occurs in old people or which follows acute diseases or lead
colic; the feces are hard and dry. Bryonia may be given when
similar stools are due to a lack of intestinal secretion, espe-
cially in irritable hypochondriacs. Many other remedies may
be suggested by associated symptoms.

INTESTINAL CANCER

Intestinal cancer (usually epithelioma, less often colloid
or scirrhus) is rare. When it does occur it is usually
primary and in a great majority of cases attacks the rec-
tum, where it is easily recognizable. It may be annular or
diffusely nodular. Tumors occurring high up in the intestine
present no characteristic symptoms; but evidences of chronic
obstruction of the bowel together with persistent pain and
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DISEASES OF THE PERITONEUM.
ACUTE PERITONITIS.

L

Etiology.—Inflammation of the peritoneum is rarely, if ever,
primary; as a rule it is secondary to:

1. Inflammations of the gastro-intestinal tract (perforating
appendicitis, gastric or intestinal ulcer, toxic gastritis, intes-
tinal obstruction, strangulated hernia, malignant tumors).

2. Pyogenic inflammation of the pelvic viscera (puerperal,
gonorrheal, etc.).

8. Traumatism (wounds, blows, operative incisions).

4. Certain general diseases, such as rheumatism and ne-
phritis.

Pathology.— As the result of bacterial infection the peri-
toneum becomes hyperemic and exudation ensues; the latter
may be:

1. Fibrinous. The exudate is composed of flakes of yellow
lymph which tend to glue together the intestinal coils.

2. Sero-fibrinous. The fibrin produces adhesions and the
serum gravitates to the flanks.

3. Purulent. Pus is present in varying, often large, amounts,
and the inflammation tends to become gangrenous.

4. Hemorrhagic effusion may occur, especially in cancerous
and tuberculous cases.

In extent peritonitis may be:

a. Circumscribed, the inflammatory process being localized
by ddhesions and virtually constituting an abscess. The latter
may, however, rupture into the general peritoneal cavity and
set up diffuse peritonitis.

b. General or diffuse, the peritoneal surface of the intestinal
coils being more or less completely covered with a yellowish
exudate.

Symptoms.—The onset of acute general peritonitis is sudden,
and is accompanied by:


















288 DISEASES OF THE DIGESTIVE SYSTEM.

8. Jaundice. Has he noticed any change in the color of his
skin, his urine, or his feces? Does his skin itch?

4. Venous stasis. Is his abdomen swollen? Does he suffer
with piles? Has he ever vomited blood? Does he suffer with
gastro-intestinal symptoms, such as epigastric discomfort, dis-
tention, belching, constipation, etc.?

Examination of the Patient.—Inspection of the hepatic region
may reveal nothing of importance. In some cases, however, it
may be noticed that the abdominal veins have become dilated
and prominent, or even varicose and serpiginous in the neigh-
borhood of the umbilicus (caput Meduse), thus indicating the
establishment of collateral avenues to compensate for portal
obstruction. A localized edema may be noted (abscess of the
liver), the hepatic region may be diffusely elevated (hepatic
hypertrophy), or an isolated pyriform swelling may be ob-
served in the middle of the epigastrium (dilated gall-bladder).
Rarely the lower margin of the liver can be seen moving up
and down with respiration. On inspection we may also dis-
cover pulsations in the liver (heart disease).’

Palpation.—Place the patient on his back with the ab-
dominal walls relaxed, distract his attention with conversa-
tion, and place one hand flatly on the abdomen, just outside
of the rectus muscle. Depress the side of the hand slightly
so as to push up a fold of skin and ask the patient to take a
deep breath; as he does so the margin of the liver may be
felt to ride over the edge of the hand. If this method is un-
successful, place the left hand against the right lumbar region
and endeavor to press the liver upward, while the right hand
makes gentle continuous pressure and gradually works down
so as to reach the border of the liver. If the examiner is in
doubt as to whether he really feels the edge of the liver, let
him search for the fissure of the gall-bladder, or for that near
the median line produced by the round ligament.

In health the liver is rarely palpable, but when increased in
size, as the result of hyperemia, obstruction in the gall-ducts,
inflammation, syphilis, malignant disease, fatty infiltration, or
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MALFORMATIONS AND MALPOSITIONS OF THE LIVER.

Malformations.—Alterations in the shape of the liver may be
congenital or acquired. Syphilis may produce a lobulated
liver which pathologically presents the changes of a chronic
interstitial hepatitis; and the symptoms are those of the latter
disease. The ‘' corset liver,” in which a furrow across the an-
terior and lateral surface is produced by compression, is very
common in women, but occasions no direct symptoms. In
some of these cases careful palpation along the edge of the
liver may be necessary in order to distinguish the lower por-
tion from an abdominal tumor. N

Malpositions.—The liver may be transposed, appearing mainly
on the left side. This is usually associated with transposition
of the other viscera. It may be displaced in various direc-
tions, as the result of tight lacing, or by the pressure of
pleuritic effusion, emphysema, ascites or abdominal tumors.
The ‘‘wandering liver,” which is permitted by an abnormally
long suspensory ligament to fall out of its usual position, gen-
erally occurs in middle-aged women with lax abdominal walls
(splanchnoptosis). The organ may be recognized as a large,
hard, movable tumor, corresponding in shape and size to the
liver, while the normal site of the latter is tympanitic on per-
cussion. Various dragging sensations and nervous symptoms
may be induced by the displacement. The treatment is
limited to the application of an abdominal supporter.
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membrane, hyperemia and enlargement of the spleen, and
congestion of the kidneys, in consequence of which the urine
is scanty and of high specific gravity, are more or less con-
stantly associated with hyperemia of the liver as results of the
same general condition, 7. ¢., venous stasis.

Treatment.—This must be directed to the causal condition,
most frequently heart dicease with broken compensation. In
many of these cases dig:italis and other heart tonics fail to act
until the dropsy and portal stasis have been removed, and the
latter may be accomplished by the administration of mercurius
dulcis, 1x, in doses of one grain every two or three hours for
several days. -+ °

PERIHEPATITIS.

Etiology.—Inflammation of the peritoneal covering of the
liver may result from:

1. The spread by continuity of a hepatic inflammation (ab-
scess, hydatid cyst).

2. Perforation of the stomach or intestine (ulcer, appen-
dicitis, etc.). ‘

3. The spread of pleurisy through the diaphragm.

4. Direct violence, such as a blow, or continued pressure.

5. General peritonitis.

Pathology.—The inflammation may be plastic, a fibrinous
exudate leading to the formation of adhesions, but more often
it is purulent, the space between the liver and the diaphragm
becoming filled with circumscribed areas of pus (subdiaphras-
matic or subphrenic abscess). Air or gas derived from the
lung or gastro-intestinal tract may also be present (subphrcnic
proprcumothorax). In a more chronic form of perihepatic
inflammation the capsule becomes thickened and attached by
adhesions to adjacent organs, and ultimately the liver itself
becomes shrunken and its vessels and ducts occluded.

Symptoms.—In acute cases the onset is attended with the
circumscribed pain and tenderness characteristic of a localized
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1. Traumatism, either by external injury, or by foreign
bodies, or parasites (echinoccoci).

2. Infection through the portal vein. This may follow
intestinal ulceration (especially dysentery), rectal operations,
abdominal abscess, or infectious diseases of the portal vein
itself (suppurative pylephlebitis).

3. Infection through the hepatic artery, (pyemia, septic
emboli).

4. Infection through the umbilical vein, due to infection of
the navel in the new-born.

5. Infection through the bile-duct, a sequel of cholangitis.

6. Infection from adherent adjacent organs, such as an
ulcerated or cancerous stomach.

Certain cases in which the infection cannot be traced are
classed as idiopathic. Adult males are most frequently at-
tacked.

Pathology.—The abscess may be single, as in the tropical
(amcebic) variety, or multiple, as in pyemic cases. In a
majority of cases the right lobe of the liver is affected. The
abscess may penetrate the diaphragm and lung, it may burrow
into the peritoneal cavity, into the pericardium, into the
adjacent abdominal viscera, or through the abdominal wall
externally. If rupture does not occur and life is preserved,
encapsulation may take place.

Symptoms.—The abscess may be unsuspected, the symptoms
resembling those of typhoid (high fever, delirium, tympanites,
enlarged spleen, and even a roseolous eruption), of malaria,
(quotidian intermittent fever), or tuberculosis (cough, dyspnea,
emaciation, anemia, night sweats, etc.). As a rule, however,
tenderness and pain may be discovered in the hepatic region,
and often pain is felt in the shoulder-tip. The fever is septic
in type, often high (104-105°), and accompanied by chills and
sweats. Jaundice is not usual. The liver may be enlarged
upward, and as suppuration progresses, fluctuation may be
detected. '
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to the liver, where they induce chronic inflammatory changes,
either by their own direct action, or indirectly by destroying
the resistance of the liver to the action of certain micro-
organisms.

Syphilis causes a special form of hepatic cirrhosis. The
liver may also become .involved in the general sclerotic
changes of senility; and fibrosis often follows long-continued
passive congestion.

Pathology.—The liver may be enlarged (Appertrophic) or
diminished in size (atrophic), the latter frequently represent-
ing the terminal stage. The organ is hard and the cut surface
appears yellowish, brownish, or mottled. The newly-de-
veloped fibrous tissue may form a coarse net-work which
permeates the whole organ and encloses in each mesh a num-
ber of lobules (multilobular or Lacnnec's cirrhosis), or a finer
network of connective tissue, in which a plexus of bile ducts is
imbedded, may surround single lobules (unilobular or biliary
cirrhosis). In another form the connective tissue penetrates
the lobules themselves, surrounding single cells or groups of
cells (ntra-lobular or peri-ccllular cirriosis), and in a fourth
variety dense bands of cicatricial tissue traverse the liver
irregularly and by their contraction produce considerable
deformity of the organ (gummatous or syphilitic cirrhosis).
As a result of the pressure induced by these changes the
nutrition of the secreting cells of the liver is interfered with,
and they undergo progressive degencration. In the course
of time the contraction of the connective tissue leads to ob-
struction of the portal circulation, and ascites results.

Symptoms.—The disease is gradual in its onset and occasions
no characteristic symptoms until obstruction to the portal
circulation has induced congestion of the stomach and intes-
tines. The first symptoms, therefore, are dyspeptic in char-
acter; the patient complains of anorexia, eructations of gas,
distention, gastric discomfort, and constipation. As the portal
obstruction increases, ascites develops, and the dropsical ac-
cumulation often becomes enormous. Hemorrholds are usually
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The patient complains of sensations of enlargement and
weight in the hepatic region, and he becomes anemic, and
finally dropsical. The associated amyloid change in the kid-
neys occasions the characteristic signs of that lesion.

Diagnosis.—The diagnosis rests upon the following data:

1. A history of the conditions favoring amyloid degenera-
tion (prolonged suppuration, tuberculosis, syphilis, etc.).

2. An enlarged, firm, smooth liver, which is not tender. -

3. An associated cachexia and often dropsy.

4. Evidences of amyloid degenerations in other organs.

Prognosis.—Should the causal condition be removable, the
degenerative process in the liver may be arrested. In general,
however, the amyloid change is progressive and terminates in
the course of a few years in death.

Treatment.—Treatment must be directed to the primary dis-
ease. The suppurative lesion may be controlled by surgi-
cal means, the medicinal treatment being directed to the as-
sociated symptoms. Syphilitic cases should receive appropriate
remedies, the more important of which are awrum, mercury,
and potassium fodide.

ACUTE YELLOW ATROPY OF THE LIVER.

(Acute parenchmatous hepatitis; malignant jaundice; icterus gravis.)

Etiology.—The exciting cause of this rare and fatal disease is
unknown, although it is probably a violent toxin, perhaps au-
togenetic or infective in its origin. The disease occurs more
often in middle-aged,women and rather frequently during preg-
nancy. Pre-existing infectious diseases and alcoholic and
other excesses seem to predispose to it. A similar lesion may
be produced by the toxic action of arsenic, antimony, or phos-
phorus.

Pathology.— The liver becomes small, its capsule is wrinkled,
and . microscopically the cells appear disintegrated into fat
droplets and granules or crystals of bile pigment. The kid-
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FATTY LIVER.

Varieties.—An accumulation of fat in the cells of the liver
may occur in twq forms, viz.,

1. Infiltration of the cells with fat drops, which simply push
the protoplasm to one side and thus by preventing its nutrition
may ultimately cause its disappearance ( fatty infiltration).

2. Metamorphosis of the cell protoplasm itself into fat, with
consequent impairment of its function and ultimately complete
cell disintegration (fatty degeneration).

Fatty infiltration of the liver may be due to :

(1) Over-ingestion of fats, which are stored in the liver; or

(2) Diminished oxidation, notably that attendant upon
anemic and cachectic states, which permits the fat to accumu-
late unchanged in the liver. This is particularly common as a
result of alcoholism and of pulmonary tuberculosis.

The fatty liver becomes greatly enlarged, smooth, and pale,
and the microscope exhibits hepatic cells containing large
drops of fat. Outside of the physical condition, which may
be ascertained by palpation and percussion, the disease pre-
sents no characteristic symptoms. The liver can be completely
restored to its normal state by control of the causal condition;
otherwise, its unfavorable influence on digestion and general
nutrition may hasten death from other causes.

Fatty degeneration of the liver is a grave disease, probably
always toxic in origin, as a result of which the individual cells
become degenerated and destroyed and the liver undergoes a
reduction rather than an increase in size. The process, exam-
ples of which are seen in phosphorus-poisoning and acute
vellow atrophy, is uncontrolled by treatment and invariably
ends in death.

CANCER OF THE LIVER.

Etiology.—Carcinoma of the liver .is usually secondary to
cancerous growths of other organs, especially those related to
the liver by the portal circulation. As a rule, though not
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depressed in spirits and often irritable, progressive emaciation
is apt to ensue, and such grave nervous symptoms as delirium,
convulsions, tremors, and the typhoid state may appear. The
temperature is lowered, and visual disturbances are not un-
common.

Diagnosis.—The sallow skin of general ill-health must not be
mistaken for jaundice; it is usually an anemia and is not
accompanied by straining of the conjunctiva and the secre-
tions. Addison’s disease presents a brownish discoloration
which is more marked on exposed portions of the body and
does not stain the sclerotic or the urine.

It is not enough, however, to recognize the existence of
jaundice; diagnosis implies discovery of the cause and seat of
the obstruction. Acute jaundice is usually due to catarrh of
the common duct; if there is fever, the smaller ducts are in-
volved. If the gall-bladder is distended and palpable, it sug-
gests obstruction of the common duct, and if it is painful and
tender, the obstruction is probably a gall-stone. The paler
the feces, the more complete the obstruction and the more
probable its seat in the common duct; for with obstruction of
the cystic duct, bile still enters the intestine; and with obstruc-
tion of the hepatic duct, bile continues to flow until the gall-
bladder is emptied and the jaundice is not associated with
distention of the gall-bladder. Persistent jaundice indicates
organic liver disease or permanent outside obstruction.

Prognosis.—This depends entirely upon the cause.
Treatment.—That of the causative condition.

ICTERUS NEONATORUM.

Diffuse jaundice is not unusual in new-born children, and
two forms are recognized, the first of which is similar to ordi-
nary obstructive jaundice and disappears in a week or two,
while the second is usually fatal. This grave variety may be
due to absence of the hepatic or common duct, to congenital
syphilitic hepatitis, or to septic phlebitis of the umbilical vein.
Treatment is unnecessary in the first variety and useless in
the second.
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CHOLELITHIASIS.
(Gall-Stones; Biliary Lithiasis; Biliary Calculi.)

Etiology.—At least two-thirds of the cases of cholelithiasis
occur in women, usually those past 40 years of age. Irregular
meals, the excessive ingestion of carbohydrates and fats,
tight-lacing, constipation, pregnancy, and the gouty diathesis
have been named as predisposing causes. Most of these are
conditions which interfere with the free flow of the bile, caus-
ing its retention in the gall-bladder or ducts. In addition, a
catarrhal inflammation extending into the gall-ducts may par-
tially occlude the passage with mucus and desquamated
epithelium, thus slowing the current of bile. As a result,
cholesterin, bile-pigments, and salts of lime and magnesia are
precipitated about a nucleus composed of epithelium or mucus,
and a gall-stone is formed. These calculi may vary in size
from a grain of sand to a peach, and in number from a single
one to several thousand; they range in color from yellow to
brown or green, and are apt to be irregularly faceted.

Course.—1. The stone may remain latent in the gall-bladder
or ducts.

2. The stone may pass out through the ducts; in that case
its passage may or may not be accompanied by severe pain
(biliary colic).

3. The stone may become impacted:

(a) In the cystic duct, causing distention of the gall-bladder
with a thin mucoid fluid (drepsy, lhydrops vesice felle@) or
with pus (empyema, suppurative cholecystitis). Ulceration
and perforation may ensue.

+4) In the common duct, causing obstructive jaundice,
biliary colic and sometimes intermittent fever.

4. The stone may ulcerate through into the peritoneal
cavity, the adjacent viscera, or through the abdominal wall
externally.

5. The stone may become impacted in the intestine, caus-
ing obstruction.
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without, as well as to gall-stones. The symptoms vary with
the cause. When it is an impacted gall-stone, occlusion of
the ouatlet leads to biliary colic. A stone in the common duct
produces tenderness at a point two-thirds of the way from the
dp of the ninth costal cartilage to the umbilicus (Mayo-Rob-
son point !, and the pain runs from the point toward the um-
bilicas. More or less jaundice is present. Should the impac-
ton persist, a catarrkal cholangitis arises and is accompanied
by fever of an intermittent type (Charcot's, or hepatic, inter-
mittent fecer) which strongly resembles malaria in its recur-
rent paroxysms of chill, fever, and sweat. In a few cases the
cholangitis becomes suppurative, and as a result the feveris
more septic in type and leads to death.

4. Perforation of the gall-tracts may be the result of in-
fective gangrene or pressure-necrosis induced by the stone.
Perforation into the peritoneal cavity will be followed imme-
diately by symptoms of general septic peritonitis. The symp-
toms of penetration into the gastro-intestinal tract are very
obscure and a diagnosis is rarely possible unless intestinal
obstruction occurs. Occasionally free bile in the stools will
suggest the possibility of such an occurrence. Perforation in-
to the unnary tract may be indicated by the appearance of
large quantities of bile, cholesterin, or hepatic calculi in the
urine. The thoracic cavity may be invaded by a hepatic ab-
scess which penetrates into the pleural cavity or lung, or the
pus may burrow from the gall-bladder into the subphrenic
space or mediastinum without involving the liver, ultimately
rupturing into the pleura or lung; in the latter case the symp-
toms are those of septic pleurisy. A biliary fistula may pene-
trate the abdominal wall and discharge externally ; usually it
follows the course of the round ligament and appears at the
umbilicus,

o. Impaction or a gall-stone in the intestine will give rise to
symptoms of intestinal obstruction (¢. ©.). As a rule a stone
large enough to become impacted in the bowel will first have
ulcerated through from the gall-duct.

Diagnosis.—-In the absence of distinctive symptoms the diagno-
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the upper border of the spleen, normally about the 9th rib.
Percuss along the 10th rib from the spinal column out-
wards; normally splenic dulness occurs about 1% inches from
the median line, but it is difficult to determine exactly. Per-
cuss from below the border of the ribs in the posterior axillary
line in order to outline the lower border of the spleen; nor-
mally it is just above the costal margin.

The area thus outlined is normally an oval a trifle more
than 2 by 8 inches in size. Clinically, it is sufficient to deter-
mine the vertical diameter; if it exceeds 3% inches, enlarge-
ment of the spleen may be at least suspected, but the diagnosis
is not positive unless the lower edge is palpable.

The spleen becomes more or less acutely enlarged in con-
nection with almost all of the acute infectious diseases. A
chronic enlargement accompanies malaria, leucocythemia,
splenic anemia, pernicious anemia, and amyloid disease; and
it may result from portal congestion due to either cardiac or
hepatic obstruction. The spleen may become displaced down-
ward by a pleural effusion, emphysema, or a thoracic tumor.
It may be pushed upward by tympanites or ascites. A float-
ing spleen, recognizable by its shape, its notched edge, and its
mobility, may be encountered in the abdominal cavity. (See
splanchnoptosis.)

Splenitis may be the result of traumatism, or it may be due
to extension of inflammation from an adjacent organ, such
as the stomach, diaphragm, or lungs. Itis accompanied by
tenderness and enlargement of the organ.

Splenic Abscess occurs in connection with pyemic processes;
it may rupture into the gastro-intestinal tract, the peritoneal
cavity, or the lung.

Rupture of the Spleen may result from traumatism or from a
sudden intense hyperemia of the organ, such as occurs in a
pernicious malarial fever. It occasions sharp pain in the left
hypochondrium, speedily followed by collapse and death.

Neoplasms of the Spleen are usually gummatous; occasionally
carcinoma, sarcoma, or tuberculosis involves the organ; and
a hydatid cyst is possible.
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Amyloid Spleen is indicated by the discovery of a hard, smooth
enlargement of the organ, associated with amyloid degeneration
of other organs and a history of its causative conditions.

Floating Spleen may be discovered as a movable hard tumor
of characteristic shape in the abdominal cavity. It should be
restored to its place and retained there, if possible, by ex-
ternal support (see splanchnoptosis).
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2. The microscopic appearance of the blood, including—
(a) The appearance of the fresh blood.
(&) The appearance of the stained blood.
(¢) The enumeration of the corpuscles.

(8) The estimation of the amount of hemoglobin.

To secure a specimen of blood, cleanse and dry the finger tip or
the lobe of the ear, and prick it with a sharp needle or guarded
lancet-point deep enough for the blood to exude of its own
accord—pressure must not be used. Wipe away the first
drop. The second and succeeding drops may be secured, as
will be directed, for the various steps of the examination.

1. Macroscopic appearance of the blood.

Freshly shed blood appears to the naked eye as a homo-
geneous red fluid, which after a varying period of time sepa-
rates into serum and clot. In certain pathological states
(e. &., hemophilia) it may be important to ascertain the time
required for this coagulation to take place. For a rough
clinical test, allow a few isolated drops of blood to fall on a
glass slide. Draw a fine clean needle throagh one drop after
another at short but regular intervals, and note the time which
elapses before a filament of fibrin, drawn out from the drop by
the needle, indicates beginning coagulation. More accurate
results may be obtained by the use of Wright's coagulation
tubes.

2. Microscopic appearance of the blood.

(a) Examination of the fresh blood under the microscope.

Touch the exuding drop with the cover-glass and imme-
diately place the latter face down upon the slide, without
exerting undue pressure. The specimen may be ringed with
vaseline to prevent rapid drying out. Observe:

(1) The shape of the red corpuscles (erythrocytes).

Normally, under the microscope they appear disc-shaped
with a central depression. Their contour is unaltered in
chlorosis and other mild anemias, but in severe anemias they
may appear to be distorted ( poikilocytes), abnormally small
(microcytes), or abnormally large (macrocytes).
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only in connection with grave forms of anemia, and in leu-
cocythemia. As regards size, they may be normal (zormo-
blasts), abnormally small (microblasts) or abnormally large
(mmegaloblasts). These normoblasts and megaloblasts may be
distorted in shape (poikiloblasts).

(2) The different forms of white corpuscles. These are dis-
tinguished according to the character of their nuclei, as

a. Small mononuclear lencocytes, somewhat less'in diameter
than a red corpuscle, with a single large nucleus which occu-
pies nearly the whole of the cell, and stains deeply with
hematoxylin. Normally they constitute about 25% of the
total number of leucocytes.

b. Large mononuclear leucocytes, often two or three times the
size of a red corpuscle, with a large oval nucleus which stains
but faintly with hematoxylin. They constitute about 6% of
the leucocytes. A form in which the nucleus becomes in-
dented, or horse-shoe-shaped, has been termed ¢ransitional.

¢. Polynuclear leucocytes (neutrophiles), larger than the red
cells, are characterized by several nuclei connected by threads
so as to resemble one irregular nucleus. They constitute 65
to 70% of the leucocytes. This is the variety chiefly present
in pus, and they are supposed by their action as phagocytes to
protect the organism against bacterial invasion.

d. Eosinophile cells are large, round, and nucleated, and are
characterized by glistening granules which become deeply
stained by eosin. They constitute not over 2—4% of the
leucocytes in normal blood.

e. Myclocytes (Marksellen).—Unlike the other leucocytes,
these forms are never found in normal blood. They are large
bodies, from three to seven times the diameter of a red cor-
puscle, and have an extremely pale nucleus lying in the centre
or to one side of the cell. They differ from the large mono-
nuclear or transitional forms in their much greater size and in
the pallor of the nucleus.

The leucocytes may be also differentiated, on the basis of
their staining reaction with a triple stain, into:
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The dilution of the blood is now 1 to 100. The counting
chamber, a disc of glass on which parallel lines are engraved
to form 400 squares each # millimetre in length, is divided by
double lines into groups of 16 squares. The depth when a
cover glass is applied is 1% of a millimetre.

Blow out three or four drops from the pipette, and then de-
posit a single small drop in the centre of the ruled disc and

r-i 1

FIG. 24.—Blood-Counting Slide ( Elevation).

apply the cover glass accurately, so that no air bubbles are
enclosed, and so that Newton’s rings can be seen.

Place the slide on the microscope in a horizontal position,
and, using about a 4 inch objective, count the number of red
corpuscles found in several of the groups of 16 squares each.
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F16. 25.—The appearance of the blood under the microscope, showing six-
teen small squares enclosed by extra vertical and horizontal lines.

In counting, include those corpuscles seen on the lower and left
lines, but omit those seen on the upper and right lines. Tp
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without notable change in the number of red corpuscles. In
the other anemias the amount of hemoglobin is decreased in
proportion to the diminution in number of the red cells.

SYMPTOMATIC ANEMIA.

Etiology.—Anemia may be secondary to:

1. Hemorrhage.—Loss of blood, either from traumatism or
in the course of a disease, produces an anemia which is severe
in proportion to the amount and rapidity of the blood loss.

2. Environment, Food, ctc.—Insanitary surroundings and an
unwholesome diet, by depressing the general health, have a
marked effect upon the nutrition of the blood.

8. Parasites.—The malarial parasite, certain gastro-intes-
tinal parasites, and the filaria sanguinis hominis are capable of
inducing anemia by their interference with nutrition.

4. Infectious Discases.— Anemia may be symptomatic of
either an acute or a chronic infective process.

5. Intoxications.—Toxins produced by gastro-intestinal dis-
orders, or poisons from without (lead, mercury, etc.) may in-
duce blood destruction. ,

6. Organic Discases and Neoplasms.—Diseases of the stom-
ach, kidneys, lungs, and heart, and malignant tumors, may
occasion anemia.

Pathology.—In such a case examination of the blood reveals:

1. Reduction of the amount of hemoglobin (from 75 to as
low as 15% ).

2. Red corpuscles of irregular form, sometimes microcytes
and megalocytes, and if the anemia is severe, nucleated red
corpuscles.

3. The proportion of leucocytes is often unchanged; some-
times they are increased in numbers, and rarely they are de-
creased.

4. Chemical changes. The proportion of albumen is de-
creased and that of water is increased.
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4. A severe post-hemorrhagic anemia may sometimes re-
quire the use of saline infusions.

CHLOROSIS.

Etiology.—This is a primary anemia, occurring in young
girls at puberty, to which heredity and improper surroundings
seem to predispose. Older women and males are rarely
affected. The exact cause is uncertain; it has been attributed
to:

1. Undeveloped heart and blood vessels, in some cases
(Virchow).

2. Infantile uterus and ovaries.

Pathology.—1. The blood is pale and abnormally fluid.

2. The amount of hemoglobin is markedly reduced (60-
20%).

8. The red corpuscles are usually diminished but in lesser
degree (4,000,000-1,500,000).

Symptoms.—The patient, usually a young girl, presents:

1. Pallor of the mucous membranes and skin, the latter
often becoming greenish or yellowish in color.

2. Digestive disorders (poor appetite, defective digestion,
constipation, etc.).

8. Circulatory symptoms (palpitation of the heart, some-
times edema, and dyspnea, due to the deficiency of oxyhemo-
globin). »

4. Menstrual disorders, especially amenorrhea.

Physical Examination.—1. Blood changes. There is no especial
diminution in the number of erythrocytes, but a marked
deficiency in the amount of hemoglobin.

2. Anemic murmurs may be heard over the heart, and possi-
bly dilatation of the latter may be detected. These murmurs
are usually systolic in time, and are heard most frequently
over the pulmonary area; but they may also present them-
selves at the apex, over the tricuspid area, and at the aortic
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8. The urine is of low specific gravity, and dark with patho-
logic urobilin.

4. Febrile attacks develop occasionally during the course of
the disease.

5. Blood changes. The blood appears thin, pale, and
watery, like ‘' meat washings.” On microscopical examina-
tion there is found to be:

(a) A reduction in the number of red corpuscles to
2,000,000 or below.

(#) Megalocytes, microcytes, poikilocytes, and nucleated
red corpuscles are present.

(¢) The amount of hemoglobin is not proportionately de-
creased.

(d) The leucocytes are approximately normal in number.

Prognosis.—The outlook is generally unfavorable; an ap-
parent recovery is often but temporary.

Treatment.—Should any focus of suppuration be found about
the teeth, secure oral antisepsis by the use of carbolic acid (1
in 40) or, better, let a dental surgeon remove all diseased
tissue. Administer easily assimilable food (beef juice, pep-
tonized milk) freely, and prescribe arsenic or such other
remedies as may be symptomatically indicated. Febrile par-
oxysms may suggest the advisability of using antistreptococcic
Serum.

LEUCOCYTHEMIA.
(Leukemia.)

Etiology.—This is probably a disease of the blood-forming
organs. Its exact cause, however, is unknown. It may be an
infection.

Pathology.—1. The spleen becomes enlarged and adherent to
adjacent structures.

2. Lymphatic enlargements occur; the mesenteric, cervical,
inguinal, axillary and other glands may become increased in
size.






336 DISEASES OF THE BLOOD.

Treatment.—Attend to the patient’s hygiene and nutrition,
and administer such remedies as arsenic, phosphorus, picric
acid, and thuja. Inhalations of oxygen have been recom-
mended, and extracts of bone marrow may be tried. Various
symptoms, such as those due to digestive disturbances, con-
stipation, and diarrhea, will present indications for special
remedies.

SPLENIC ANEMIA.

Etiology.—The cause is unknown.
Pathology.—Splenic anemia is distinguished by:
1. Great enlargement of the spleen.

2. Absence of enlargement of lymphatic glands.
3. Absence of leucocytosis.

Symptoms.—The course of splenic anemia is attended by:

1. Enlargement of the spleen and attacks of severe pain in
the splenic region.

2. Fever of hectic type, reacl}ing 102° or more in the even-
ing.

3. General anemic symptoms (weakness, digestive disturb-
ances, palpitation, dyspnea, etc.).

4. [Hemorriages from the mucous membranes.

5. Blood changes of chlorotic type, 7. ¢., the red corpuscles
are reduced in number, with an even more marked diminuti-
tion in the amount of hemoglobin.

Diagnosis.—/ZLcucocythemia is distinguished by a remarkable
increase in the number of leucocytes. [Pernicious anemia
presents characteristic blood changes without splenic enlarge-
ment.  In flodgkin's discase the anemia is not so profound,
while the lymphatic glands are involved. alignant discasc
of the spleen is marked by progressive emaciation and second-
ary growths elsewhere, without pyrexia. Sypphilitic discase of
the spleen may be distinguished by its history, associations,
and by the therapeutic test.
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persons, are generally unilateral, and tend to suppurate, while
the spleen and liver are not so markedly enlarged. Syphilitic
enlargement of the glands may be distinguished by the history,
the associated symptoms, and the therapeutic test. Leucocy-
themia presents a striking increase in the number of leu-
cocytes.

Prognosis.—This is very unfavorable; death from exhaustion
usually occurs within three years.

Treatment.—The patient’s surroundings should be made as
hygienic as possible, and his food must be nutritious and
easily digestible. Surgical removal of the glands should be
considered early in the disease, in the hope of thus arresting
its progress. The principal remedies are arsenic, arsenic
todide, iodine, tron, mercurius biniod., and phosphorus.

ANEMIA INFANTUM PSEUDO-LEUKEMICA.

Etiology.—This rare affection occurs in chilren under the age
of four, and especially between the seventh and twelfth
months of life. Rickets, hereditary syphilis, and gastro-
intestinal disturbances seem to predispose to it.

Pathology.—The spleen becomes increased in size, the liver
and lymphatic glands are often enlarged, and the bone mar-
row may be reddened and soft.

Symptoms.—1. The spleen is enlarged and may be distinctly
felt projecting from beneath the ribs into the abdomen. It is
extremely hard.

2. Pallor, weakness, emaciation, and other evidences of
anermia are present.

8. Blood changes. (a) The red corpuscles are reduced in
number below 38,000,000. Poikilocytes and erythrocytes are
common,

(#) Marked leucocytosis is present, and the polynuclear
leucocytes may be increased to 100,000 or more.

Diagnosis.—Leucocythemia may be excluded by discovery of
the fact that the increase is in the number of polynuclear
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PURPURA.

Purpura is a generic term used to designate a number of
conditions characterized by hemorrhages into the skin.

Varieties.—1. PRIMARY PURPURA includes:

(@) Simple purpura; this is a form characterized by pete-
chial or ecchymotic extravasations into the skin, the cause of
which is unknown.

(8) Arthritic purpura (Purpura rkeumatica, Peliosis rheu-
matica, Schonlein's disease) is a form characterized by swollen
and painful joints, a purpuric eruption, and edema of the feet
and ankles. It is accompanied by mild fever (101° to 108°).
Severe gastro-intestinal disturbance may be associated
(Henock’s purpura). The prognosis is favorable provided no
complications (endocarditis, intestinal hemorrhage, hemor-
rhagic nephritis) arise.

(¢c) Hemorrhagic purpura (Morbus Weilhofit) is a form
characterized by extensive subcutaneous ecchymoses and
hemorrhages from the mucous membranes of the respiratory
and gastro-intestinal tracts, or into the brain, kidneys, or
serous cavities. It is accompanied by fever and prostration,
and is often fatal. :

2. SECONDARY PURPURA may be symptomatic of:

(a) Infectious diseascs, including cerebro-spinal fever,
variola, septicemia, pneumonia, and the exanthemata.

(&) Profound b&lvod changes such as occur in leukemia,
scurvy, and the various cachexias.

(¢) Degenerations of the arterial walls, such as occur in
arterio-sclerosis, sometimes as the result of syphilis, nephritis,
etc.

(d) The ingestion of toxic substances, such as quinine
belladonna, ergot, mercury, the iodides, and the snake
poisons.

(e) Mechanical strains, such as violent coughing and con-
vulsions.
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Prognosis and Clinical Conrse.—Under suitable conditions the

prognosis is favorable. The course of the disease is chronic,
extending over weeks, and death may finally occur from as-
thenia, edema of the lungs, pneumonia, or diarrhea. Anky-
losis may follow hemorrhage into a joint.

Treatment.—Fresh air, fresh vegetables and fruit juices suffice
to cure the disease. Convalescence may be hastened by the
use of mercurius or the mineral acids (hydrochloric, nitric, or
sulphuric). Hemorrhagic symptoms require arsenic, cinchona,
crotalus, hamamelis, lachesis, phosphorus, or terebinth.

INFANTILE SCURVY.
(Barlow’s Disease.)

As the result of the exclusive use of condensed milk or other
preserved foods, infants are prone to develop subperiosteal ex-
travasations of blood, which cause thickening and tenderness
in the shafts of the long bones. There may also be inter-
muscular hemorrhages, but as a rule the joints escape. The
child becomes anemic and feverish, and the pain on motion
causes it to lie motionless, with the legs drawn up, and to cry
out when moved. Prompt recovery follows the administra-
tion of fresh milk, beef juice, and the juices of orange, lemon,
pine apple, etc. The remedies mentioned above include those
ordinarily required by children.
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8. Gastric irritability. The patient suffers more or less
with anorexia, nausea, and vomiting.

Diagnosis.—Pigmentation of the skin is not pathognomonic
of Addison’s disease; it is sometimes associated with tubercu-
losis of the peritoneum, abdominal neoplasms, pregnancy, and
uterine and hepatic diseases, and the possibility of each of
these should be excluded. _Jaundice, unlike Addison’s disease,
colors the conjunctiva and the urine. Argyria, the pigmen-
tation resulting from the long-continued ingestion of silver
nitrate, can be distinguished by the history. The co-existing
asthenia and gastric irritability are strong confirmatory signs
of Addison’s disease. It has been suggested that, since a
majority of the cases are tubercular, the tuberculin test be
applied to doubtful cases.

Prognosis.—The disease is invariably fatal. The duration
varies from a few months to several years, death occurring, as
a rule, from asthenia.

Treatment.—Conserve the patient’s strength by keeping him
at rest. The food should be easily assimilable and highly
nourishing, and stimulants frequently become necessary.
Nausea may be relieved by carbonated waters, koumiss, cham-
pagne, etc. Arsenic and argentum nit. are strikingly indi-
cated in many cases and unquestionably serve to control the
symptoms for which they are prescribed. Calcarea ars..
todine, and theridion have also been recommended, and the
administration of suprarenal extract, gr. ij-vi, t. i. d., may
be tried.

GOITRE.

(Bronchocele; Derbyshire Neck; Struma.)

Etiology.—The exciting cause of this enlargement of the
thyroid gland is unknown. Certain drinking waters, or rather
some constituent of them, have been proven to produce goitre,
and iron pyrites, copper pyrites, sulphate or carbonate of lime,
and carbonate of magnesia are among the substances credited
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ment the symptoms of myxedema can be entirely removed in
a few months.

Treatment.—During the early stage of the treatment keep
the patient at rest, and administer from 8 to 10 grains of the
powdered extract, or from 15 to 80 minims of the glycerine
extract of the thyroid gland, three times a day. Watch the
effect carefully; acceleration of the pulse demands reduction
in the dose, while a fall of temperature or a slight increase of
the swelling requires an increase. As improvement begins
the dose may be reduced slightly. After the myxedema has
been removed a single small daily dose must be continued for
an indefinite period.
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the amount of carbohydrate until the glycosuria does reappear
or increase. Then drop back to the largest amount of carbo-
hydrate food which was tolerated without increase of sugar,
which may be considered the patient’s maximum allowance.

2. Hygienic. The patient must live in the open air as much
as possible, must exercise moderately but persistently, and he
should take a cool sponge bath on arising in the morning, and
a tepid bath at least twice a week on retiring.

8. Medicinal. Indications may be found for many reme-
dies. Uranium nitrate is particularly indicated in severe,
presumably pancreatic, cases, and its effects are sometimes
striking. Phosphoric acid is advisable for over-worked, weak,
neurotic patients who pass large quantities of highly saccharine
urine, rich in phosphates or oxalates. Phosphorus may be
preferred for older persons with degenerated tissues. Arsenic
or sodium arsenite is useful in cases where anemia, gastro-
intestinal disturbances, and cutaneous symptoms are promi-
nent. Awurum is suggested by cardiac weakness associated
with neurotic symptoms. A complicating nephritis may call
for the administration of awrum, plumbum, or plumbum iodide.
Special symptoms will afford indications for other remedies.

DIABETES INSIPIDUS.

Etiology.—This disease is marked by prolonged excretion of
an excessive quantity of non-saccharine and non-albuminous
urine. Its cause is unknown, but a large proportion of cases
is associated with cerebral disease or injury, and inasmuch as
puncture of the floor of the fourth ventricle above the diabetic
centre produces polyuria, it seems probable that the lesion
lies in the nervous system.

Symptoms.—The principal symptom is iucreased secretion or
wrine, the quantity varying from six to forty pints in twenty-
four hours. The urine is pale, often clear as spring water, and
of low specific gravity. In addition the patient complains of
intense thirst, and there is dryncss of the skin and absence of
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the fibrous structures of the small joints, especially the great
toe. The deposit may be uniform throughout the tissue, or it
may appear in small opaque areas, forming ‘‘chalk stones”
(tophi). The latter appear upon the digital joints, the carti-
lages of the ear, and less often about the vocal cords. the
cartilages of the nose, etc. Those about the joints sometimes
ulcerate through the skin. Ultimately sclerotic changes are
induced in the arterial system, the kidneys, and other organs.

Varieties.—1. Regular gout (acute or chronic).

2. Irregular gout (lithemia; uric acid diathesis).

Symptoms.—Acute gout. Often after symptoms of indiges-
tion or some similar disorder the patient is seized with agon:z-
ing pain in one of his joints, usually the metatarso-phalangeal
joint of the great toe, about which there is swelling, heat, and
discoloration of the skin. There is moderate fever (100~
102°), and the wrine is scanty, dark-colored, of high specific
gravity, and contains an excess of uric acid and urates. In the
course of some days the symptoms subside gradually, the
joints become more supple, the skin over the affected articula-
tion desquamates, and convalescence ensues.

Gout is said to be retrocedent when it suddenly disappears
from the joints and occasions derangement of some internal
organ, such as the brain, heart, stomach, or bladder. Such
cases may properly be regarded as forms of irregular gout,
however.

Chronic gout represents the gradual accumulation of morbid
changes induced by repeated acute attacks. The joints be-
come filled with chalky deposits, immobility and deformity
ensue, and finally cardio-vascular degeneration and chronic
interstitial nephritis become associated with the arthritic con-
ditions.

Irregular gout includes a variety of symptoms which are not
in themselves distinctive, but which represent a condition of
disturbed metabolism with an excess of uric acid in the blood.
It lacks the uratic deposits in the tissues and the other
localized manifestations of regular gout, and instead presents
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sepia, and sulphur, may be symptomatically indicated; but it
must be remembered that cure depends almost entirely upon
proper diet and habits of living.

ARTHRITIS DEFORMANS.
(Rheumatoid Arthritis; Rheumatic Gout; Osteoarthritis.)

Etiology.—This deforming disease of the joints occurs inde-
pendently of rheumatism or gout and their causes. It attacks
women much more frequently than men, and the more im-
portant predisposing causes are heredity, traumatism, insuf-
ficient food, and such neurotic factors as shock and worry.

Pathology.— The exact nature of the process is undecided,
many regarding it as of neurotrophic origin. and others con-
sidering it but a manifestation of the arthritic diathesis. The
joint changes consist of proliferation of the cartilage cells,
followed by fibrillation of the intercellular substance and sub-
sequent degeneration, liquefaction, and absorption, which
leaves the bone ends bare; the latter finally become smooth
and eburnated. The remaining peripheral margin of cartilage
thickens and forms bony outgrowths (estcoplytes), the syno-
vial membrane becomes thickened and its fringes hyper-
trophied, and as a result the joint is stiffened and creaks
or grates when moved, the muscles about it undergo atrophy,
and great deformity ensues.

Symptoms.—The onset of the disease is very insidious. The
patient, often a youngish woman, notices a little tenderness or
swelling in a joint, and soon one or more articulations be-
come painful, swollen, and inclined to creak on motion.
Nodules develop on the sides and ends of the distal phalanges
of the fingers and sometimes the toes (Heberden's nodosities,
seen also in gout). The ligaments about the joints become
thickened, and muscular contractures flex the limb in an ab-
normal position. The disease advances slowly, often by a
series of acute exacerbations which attack fresh articulations.
There i§ a tendency to involve corresponding joints on the
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RICKETS.
(Rachitis.)

Etiology.—This nutritional disease of childhood is due to im-
proper feeding and insanitary surroundings, and in conse-
quence it is found principally in the children of the tenements
in large cities.

Pathology.—The characteristic lesion is an increased produc-
tion of cartilage at the epiphyses and excessive cell-growth
beneath the periosteum, with slow or arrested ossification,
whereby the bones become unnaturally flexible and deformed.
There is a decided deficiency of lime salts in the bones. The
liver and spleen are enlarged, and catarrhal inflammations of
the respiratory and gastro-intestinal tracts are common.

Symptoms.—In a child, usually less than two years of age,
mild symptoms of ill-health, such as restless sleep, digestive
and nervous disturbances, and excessive sweating about the
head, may attract attention. Delayed dentition and muscular
weakness may also be noticed. On examination the charac-
teristic ‘‘rickety” condition is found; the head is large in pro-
portion to the face, or the ribs are beaded (rachitic rosary),
the knees are bent or bowed, the spine curved, the belly
prominent, and the skin pale. Convulsions, tetany, and
laryngismus stridulus are not uncommon occurrences in these
children.

Complications.—The rickety child is weak and therefore pe-
culiarly susceptible to all the ills of childhood, especially bron-
chitis, broncho-pneumonia, pulmonary collapse, and diarrheal
troubles.

Prognosis.—The disease in itself is not fatal, and if complica-
tions can be avoided the course, though prolonged over
months, tends toward recovery. The deformities are, how-
ever, persistent.

Treatment.—See that the child is properly housed, fed,
bathed, aired, etc., and prescribe such medicines as plosphorus,
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favoring it are heredity, over-eating of either carbohydrates,
fats, or proteids, and muscular inactivity. Anemia and chloro-
sis favor the accumulation of fat through defective oxidation,
and sexual continence also contributes to it.

Symptoms.—The increased bulk of the patient, which is seen
at a glance, renders his movements sluggish and his gait wad-
dling. In time the fat interferes mechanically with the heart
and with respiration, inducing dyspnea. Cardiac hypertrophy
may ensue, but later fatty infiltration of the myocardium leads
to failure of the heart, and arterio-sclerosis, interstitial ne-
phritis, or diabetes mellitus may be added.

Prognosis.—While corpulence may not be incompatible with
long life, it tends to produce the pathological conditions noted.
Recovery is quite generally possible, however, provided the
patient will persist in the somewhat irksome treatment.

Treatment.—1. Limit the ingestion of fat-producing food.
Cut down the allowance of all food, but especially that of
carbohydrates, and allow only a small quantity of fluid with
meals.

2. Promote oxidation. Exercise, in the form of gymnastic
work, walking or climbing, and bicycling, together with mas-
sage and Turkish or steam baths, accomplishes this purpose.

The administration of drugs is not advisable.
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4. His environment. His home surroundings, etc.

5. His khabits, as to eating, sleeping, stimulants, venery,
work, and recreation.

6. In cerebral cases: Has there been apy discharge from
the ear? Any injury to the head? *

7. If there have been convulsions, inquire as to: His age at
the time of the first convulsion, and the circumstances sur-
rounding it. The supposed cause. Describe in detail the first
attack. When did the second occur? What has been the
longest and what the shortest interval between the attacks?
Are they more, or less, frequent now? Do they occur during
sleep? Has he any aura? If so, what and where? Is the
onset sudden or gradual? Does he remain rigid, or does he
struggle? Are the convulsive movements uni- or bilateral?
Where do they begin? Does he bite his tongue, urinate, or
defecate during the seizure? Has he ever hurt himself during
the attack? How does it end? Are there any after-symptoms,
such as sleep, headache, or automatism?

8. If there be paralysis ascertain its exact location. Did he
have any premonitory symptoms before the onset? Did it
develop abruptly or gradually? Was he unconscious at the
time; and if so, for how long? Has he any headache? Where
is it situated? Is it worse at night? Has he any giddiness?
Any difficulty in walking? Inquire carefully for any symp-
toms of heart or kidney disease.

EXAMINATION OF THE NERVOUS SYSTEM.

The close association of nervous phenomena with every dis-
ease of the human body renders it absolutely essential that
knowledge of the condition of each important organ, as well
as whatever information may be derived from investigation of
the various excretions, shall be in the possession of the phy-
sician before he formulates an opinion as to the case. Exami-
nation of the thoracic and abdominal viscera, and of the
urine, stomach-contents, or blood, should, therefore, in many
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by motor aphasia, with inability to talk (aphemia), inability
to write (agraphia), or inability to use the sign language
(amimia). Two or more of these conditions are associated in
most cases.

Localization.—The site of the lesion producing motor aphasia
is about the third frontal convolution (Broca’s); that of sen-
sory aphasia is in the neighborhood of the first frontal con-
volution. In right-handed subjects the lesion is on the left
side of the brain; in the left-handed it may be on the right
side.

The /lesions producing aphasia are of many kinds, among
the more important being intracranial tumor, abscess, gumma,
thrombosis, embolism, softening, and depressed fracture of
the skull. Occasionally it is without organic cause, being due
to hysteria, epilepsy, migraine, or other neurosis.

Tests. Having found the patient to be in some degree in-
capable of voluntary utterance, discover whether his hearing
is good. If it is, ask him to put out his tongue or close his
eyes, and to whistle or to smile. If he does not do these
things, there is word-deafncess.

- Show him some common object, such as a pen or a book,
and ask him to name it. If he cannot, he forgets some words
(amnesic aphasia). 1f he applies the wrong name, calling
the pen a book or vice vcrsa, he has paraphasia.

Ascertain if his sight is good. If it is, write on a piece of
paper some simple question, such as ‘‘How old are you?”
If he does not reply satisfactorily, there ‘is word-blindness.

Ask him to write his name (if he has word-deafness, put the
question in writing), and if he does so, test him further with
some simple question. If he writes a satisfactory reply, there
is no agraphia. Ask him to write a short account of his ill-
ness and note whether he uses the wrong word at times
(paragraphia).

Ask him to copy a simple sentence from a book. If he does
so, ascertain if possible whether he understands its meaning.
If he does not, he has alcxia.
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first from one side, then the other, then from above, and finally
from below. More accurate results may be had by using the
perimeter.

The field of vision may be contracted all around the peri-
phery (concentric contraction) as in hysteria, optic atrophy,
and retinal disease. Vision may be lost in the centre of the
field (central scotoma) as the result of retrobulbar neuritis,
which is usually bilateral, or because of disease of the choroid
or retina, when it may be unilateral. Finally, there may be
loss of sight in one-half of the field of vision in both eyes
(hemianopsia); this may affect the temporal half of each
field (¢emporal hemianopsia), it may affect the nasal halves
(nasal hemianopsia) or it may affect corresponding sides of
each eye- (omonymous hemianopsia).

The color field may be tested in a somewhat similar fashion,
using blue, yellow, red, and green cards. Normally the blue
field is largest, the others following in the order named. Con-
centric contraction of the color field occurs in Aysterical ambly-
opia. Color blindness invalidates the test; to'discover it, let
the patient attempt to match skeins of wool of different colors
in good daylight.

3. THE MOTOR NERVES OF THE EYE (third, fourth, and sixth)
should be tested together. A lesion of any one of them may
produce (1) strabismus; (2) defective power of ocular move-
ment, (3) diplopia. Inability to move the eye outwards, with
diplopia on looking in that direction and possibly internal
strabismus, indicates paralysis of the cxternal rectus muscle
(sixth nerve). If downward movement is impaired, with
diplopia on looking down and possibly convergent strabismus,
there is paralysis of the superior oblique ( fourth nerve). 1f
there is utter loss of movement except outwards and a little
downwards, with ptosis, immobile pupil, and loss of accommo-
dation, there is complete paralysis of the third nerve. The
paralysis may, however, be partial, only one or two of the
functions being abolished.

Tests ta).  Place the patient with his back to the light and,
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oscillations of the eyeball are detected, there is nystagmus.
The presence of this symptom is p1oof positive of organic dis-
ease (disseminated sclerosis, intracranial tumor, meningitis,
etc.).

Note if the head and eyes are kept persistently turned to
one side (conjugate deviation). If this be due to paralysis and
the lesion be in the cerebral hemisphere, the eyes turn towards
the side of the lesion. If, however, the lesion be irritative
rather than paralytic, the deviation is towards the healthy
side. If the lesion be in the pons, these conditions are exactly
reversed.

Examination of the pupils. (a) Compare the size of the
two pupils, first in a bright light and then in a_ dim one. Note
whether they are small or large, and whether irregular in out-
line. [rregularity of the shape of the pupil may be due to ad-
hesion of the iris to the lens, or perhaps be an early symptom
of paralytic dementia.

(4) Mobility. Place the patient so that he faces a bright
light, and cover each eye with a hand for half a minute.
Withdraw one hand suddenly and watch the pupil; it should
contract almost immediately and then after slight oscillation
settle down to its normal size (reaction to light). Test each
eyc separately in this fashion.

Hold one finger near the patient’s nose while he looks at a
distant object, then suddenly tell him to look at the finger.
As he does so, the pupils become much smaller (reaction to
accommodation).

The pupil may react to accommodation but not to light
(Arepll-Robertson pupil), indicating a lesion interrupting the
reflex path between the optic nerve and the nucleus of the
third nerve (locomotor ataxia, paretic dementia, etc.). If the
pupil reacts neither toaccommodation nor light, there is prob-
ably « lesion of the pupillary centre or the third nerve.

Firrn NeErve.—The trigeminus i1s a mixed nerve which
supplies by its motor trunk the masticatory muscles, and by
its sensory portion the skin of the face, the mucous membrane
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It must be remembered that vertigo may also be the result
of disease elsewhere in the auditory apparatus, to an ocular
palsy, to loss of muscular sensibility in the lower extremities,
and to cardiac, gastric, and renal diseases.

NINTH NERVE. The glosso-pharyngeal supplies sensibility
to the posterior third of the tongue and to the mucous mem-
brane of the pharynx; motion to the stylo-pharyngeus and the
middle constrictor of the pharynx; and the sense of taste to
the posterior part of the tongue. This nerve has numerous
communications, especially with the tri-facial, the facial, and
the pneumo gastric nerves, and is rarely paralyzed alone.
Symptoms of such a paralysis would be loss or perversion of
the sense of taste and difficult deglutition.

Tests.—(a) Examine the sense of taste in the posterior part
of the tongue.

(&) Tickle the back of the pharynx and notice whether the
reflex is present.

TeENTH NERVE. The pneumogastric or vagus is a mixed
nerve of motion and sensation, some of its most important
motor fibres being derived from the spinal accessory. The
nerve is distributed to the pharynx, larynx, esophagus, trachea,
lungs, heart, stomach, intestines, and spleen. It may be
affected by lesions in the nucleus or in the nerve trunk.

Tests.—1. (@) The pharyny. Ascertain whether the patient
has difficulty in swallowing. If paralysis is present, he
usually complains of regurgitation of food through his nose or
entrance of food into the larynx.

(/) Ask him to pronounce words which require complete
closure of the naso-pharyux. If the paralysis is bilateral he
is unable to do so, and ‘‘egg’ becomes ‘‘eng” and ‘‘rub’ be-
comes ‘‘rum.”

(¢) Examine the pharynx, using a tongue depressor, and
note whether both sides of the palate arch upwards when the
patient says ‘‘ah.”

2. The laryny. Examine with the laryngoscope. Tell the
patient to take a deep breath, and note whether the vocal
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It arises beside the olivary body in the medulla, and may be.
involved in disease of the cortex (cerebral hemorrhage, throm-
bosis, embolism, etc.), or of the nucleus (bulbar palsy, loco-
motor ataxia), or its fibres may be damaged in their course
to the periphery.

Test.—Ask the patient to protrude his tongue as far as pos-
sible. Hypoglossal paralysis is indicated when the tongue,
instead of being put out straight, deviates toward the paralyzed
side. The apparent deviation of the tongue which appears
when one side of the face is paralyzed must be distinguished
from the true glossal paralysis just described.

In nuclear disease the palsy is apt to be bi-lateral, and in
consequence the tongue lies motionless in the floor of the
mouth. Note whether the tongue is atrophied; the latter
condition indicates a nuclear or infra-nuclear lesion. Note if
there be any tremor or spasm of the tongue.

III. MOTOR FUNCTIONS.

Examination of the motor functions implies investigation as
to:

1. The existence of muscular paralysis or weakness.
2. The state of muscular nutrition.

3. The co-ordination of muscular action.

4. The occurrence of abnormal muscular movements.

1. Muscular power. Note the patient’s ability to perform the
ordinary muscular movements, such as walking or sitting up
in bed. Note whether he can move each of his extremities.
Having in this way detected any gross defects of motility, ex-
amination should be directed to the principal muscles and
groups of muscles separately. The patient is asked to throw
into action the muscle or muscle-group which is undergoing
investigation, and while he does so the examiner interposes a
certain degree of passive resistance to the action. If by this
test a muscle or group of muscles is found to be feeble, the
condition is described as a paresis, if voluntary motion is lost,
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Trapezius.—Ask the patient to raise the shoulders as close to his ears as
possible against the resistance of the examiner's hands. This will demon-
strate the strength of the upper part of the trapezius. The middle and lower
portions are tested by desiring him to bring the scapulz as close together as
possible. (Spinal accessory nerve; medulla and second and third cervical
segments. )

It is hardly possible to detect paralysis of the levator anguli scapuls and
rhomboids unless the trapezius is also involved.

Biceps.—Let the patient flex his extended arm, his elbow resting on the
observer’s left hand, while the latter’s right hand, grasping the wrist of the
patient, offers the necessary resistance. Also supinate the hand against re-
sistance. (Musculo-cutaneous nerve; fourth, fifth, and sixth cervical seg-
ments.)

Triceps.—The triceps may be tested as is the biceps, excepting that the
previously flexed arm is to be extended against resistance. (Musculo-spiral
nerve; sixth, seventh, and eighth cervical segments.)

Supinator Longus.—Test as for the biceps, except that the hand should
be midway between supination and pronation. If the muscle is paralyzed,
it will fail to become conspicuous on the radial side of the upper part of the
forearm. (Musculo-spiral nerve; fourth and fifth cervical segments.)

Flexors of the Wrist.—Grasping the patient’s hand, the palm being up-
ward, desire him to bend the hand up toward his forearm against resistance.
(Median and ulnar nerves; eighth cervical segment.)

Extensors of the Hrist.—The patient’s hand being held palm downward,
he is required to bend it backward against resistance. Moderate weakness
of the extensors of the wrist may be manifested by asking him to squeeze
the examiner’s hand, in which case the wrist will become involuntarily
flexed, the weakened extension being unable to counteract the flexors.
Marked or complete paralysis of the extensors causes ‘‘wrist-drop.’’ ( Muscu-
lo-spiral nerve; seventh cervical segment.)

Flexors of the Fingers.—Because of the usual difference in the strength of
the two hands, the examiner should cross his forearms and place his right
hand in the right hand of the patient, and vice versa. Then let the patient
squeeze his hands. If the observer keeps his own fingers extended and
bunched loosely together, he will be able to withstand a very hearty grasp
without discomfort. (Median and ulnar nerve; eighth cervical segment.)

Adductor Pollicis.—Ask the patient to pinch, with his thumb and fore-
finger, one of the examiner’s fingers. (Ulnar nerve; eighth cervical seg-
ment.)

Opponens Pollicis.—Desire the patient to approximate the ends of the
little finger and the thumb. (Median nerve; first dorsal segment.)

The inferosscous and /umbrical muscles of the hand flex the proximal
phalanges, and extend the middle and terminal phalanges. The dorsal in-
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generation. As a rule, the history and the presence of hys-
terical stigmata will serve to distinguish this latter condition.

Localization and Nature of the Lesion..—Complete hemiplegia,
unless functional, is always due to a cerebral lesion. Hemi-
plegia with motor aphasia, in a right-handed person, is caused
by a lesion of the third left frontal convolution or by a
lesion in the capsule interrupting the fibres therefrom. Hemi-
plegia with lower facial palsy indicates a lesion in the pos-
terior half of the internal capsule. Hemiplegia with an
opposite (crossed, alternating) ocular paralysis is due to a
lesion in the crus. Hemiplegia with opposite facial palsy indi-
cates a lesion of the pons. Hemiplegia with difficulty in
articulation and deglutition (not aphasia) is due to a lesion of
the medulla. Diplegia is the result of a bilateral or symmet-
rical cerebral lesion, and occurs principally in children.

As a rule, hemiplegia is the result of cerebral hemorrhage,
thrombosis, or embolism; it is sudden in onset, but is often
preceded by arterio-sclerosis, and it is followed by softening.
Uremia occasions a transient hemiplegia, hysteria a functional
variety; and a gradual, progressive hemiplegia may be due to
a brain tumor or an island of sclerosis.

Spastic paraplegia, if the sphincters are involved or the re-
flexes exaggerated, is certainly due to a lesion of the cord. It
may be due to spinal meningitis, Pott’'s disease, hereditary
ataxic paraplegia, lateral sclerosis, disseminated sclerosis,
chronic myelitis, transverse myelitis, syphilis, or the spastic
cercbral paralysis of children. Flaccid paraplegia may be due
to spinal disease (Friedreich's ataxia, acute poliomyelitis,
intra-spinal hemorrhage, tamor, or tuberculosis) or to neuritis.

Monoplegia, if cerebral, i1s almost invariably cortical or
slightly sub-cortical; it may be due to hemorrhage, embolism,
tumor, etc., and the paralyvsis is of cerebral tvpe, 7. ¢., spastic,
non-atrophic. If spinal, a monoplegia is usually due to polio-
myelitis or unilateral myelitis. More often the cause is peri-
pheral, /. ¢., neuritis, and is distinguished by its imitation to
the muscles supplied by a certain nerve. \When neuritis is
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involves a majority of the muscles, a ‘‘fit"” or comvulsion is
said to be present. Both clonic and tonic spasms are seen in
the convulsions of children and those of epilepsy, uremia and
hysteria. Pure tonic spasms are present in tetanus and tetany.

Tremor is the simplest form of clonic spasm. It consists of
a trembling movement, especially of the extremities, and
sometimes affects the eye ball (nystagmus). According to
the amplitude of the movements a tremor is said to be /»¢ or
coarse, and it may be slow or rapid. The movements may be
present while the muscle is at rest (passive tremor), or it may
begin or increase when voluntary movement is attempted
(¢ntention tremor). The tremor may involve the entire body or
a single limb or a group of muscles. Exceptionally, only a
few muscle fibres are affected ( fidrillation), and this fibrillary
spasm may be seen as a few irregular twitchings under the
skin (progressive muscular atrophy, neurasthenia).

Tests.—Let the patient stretch out his arms with the fingers
extended and as wide apart as possible. If the tremor cannot
then be seen, touch the patient’s fingers with the hand and a
thrill may be felt. Tremor of the tongue or face is best ex-
hibited when the patient closes his eyes and protrudes his
tongue vigorously for a few moments. Intention tremor is
brought out by having the patient attempt some delicate co-
ordinate movement, such as carrying a cup to his lips.

Tremor may be merely a sign of excitement in nervous
people. A persistent tremor is characteristic of certain dis-
eases, notably exophthalmic goitre, disseminated sclerosis,
and paralysis agitans; and it occurs with less regularity in
senility and in alcoholic and other intoxications.

Athetosis.—Athetoid movements consist of continuous, un-
ceasing twisting motions of the fingers and hands, sometimes
the toes and feet. They are occasionally seen in hemiplegics.

Convulsions may be general, involving the entire body, or
Jocal, confined to a limited area, such as the face or one ex-
tremity. A local convulsion which gradually extends to the
adjacent muscles, with slight or tardy loss of consciousness, is
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peculiar distribution, constitutes one of the stigmata of hys-
teria. Increased tactile sensibility (Lyperesthesia), as a result
of which a mere touch may be painful, is often present over
hysterogenic zones. It also occurs in connection with menin-
gitis, neuritis, and certain other diseases.

(&) Pressure sense. The sense of pressure may be tested by
supporting the part to be examined upon a bed or other sup-
port, and placing upon it objects similar in size, but differing
in weight (¢. g., coins), and asking the patient to say which is
the heavier. Loss of the pressure sense, tactile sensation re-
maining, may be observed in tabes dorsalis.

2. Pain sense. The point of a pen or a sharpened pencil may
be employed to test the acuteness of the pain sense, the ex-
aminer touching the symmetrical parts. It may be absent
(analgesia) in syringomyelia, Morvan’s disease, and hysteria;
it is usually exaggerated (lyperalgesia) in association with
hyperesthesia.

3. Temperature sense. Fill two test tubes, one with hot and
the other with cold water. Touch the skin with each in turn,
asking the patient whether it feels hot or cold, and note
whether he answers correctly. The temperature sense is lost
in syringomyelia, and to a lesser degree in tabes dorsalis and
diseascs of the medulla.

4. The muscular sense, with which are included the articular
and tendinous senses, may be tested in two ways. (a) Weights,
such as were employed in testing the pressure sense, are
placed over the part to be tested, which in this case should be
without support. The patient is requested to say which weight
is the heavier. (&) The examiner moves one of the patient's
extremities, flexing or extending it, and requests the patient to
move the opposite limb in a similar fashion. Or, one limb may
be placed in a certain posture and the patient asked to describe
it. Impairment or loss of the muscular sense distinguishes
ordinary from cerebellar ataxia; it is associated with some
varieties of cerebral diseases and with tabes dorsalis.

Abnormal sensations (parest/esice) may be present but require
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followed by a retraction of the epigastrium on the same side. (Fourth to
seventh dorsal segments.)

Scapular.—Stroking the skin in the inter-scapular region causes contrac-
tion of the scapular muscles. (Fifth cervical to first dorsal segments.)

The significance of a superficial reflex is practically limited
to a demonstration of the integrity of the reflex arc (sensory
nerve, spinal segment, motor nerve) upon which it depends.

2. Deep (tendon) reflexes.—When a muscle is put upon the
stretch and its tendon sharply struck, it contracts abruptly.
The more important of the reflexes thus obtained are the fol-
lowing:

The Jaw Jerk.—Place a ruler on the lower incisor teeth, or
the finger upon the chin, while the mouth is partially opened,
and upon the ruler or finger deliver a sharp percussion stroke.
The masseter and temporal muscles contract sharply, closing
the jaw. (Motor nucleus of fifth nerve.)

The Elbow or Triceps Jerk.—With the elbow flexed, the
arm resting upon the examiner’s hand or upon the back of a
chair, and the forearm hanging limply downward at a right
angle, tap just above the point of the elbow. The forearm
performs a quick movement of extension.

The Wrist Jerk.—With the hand hanging down as in wrist-
drop, strike the extensor tendons near the wrist joint. The
hand is suddenly extended,

The Knee Jerk.—The knees may be crossed, the patient
may sit on a chair or table high enough to keep his feet from
the floor, or the examiner may support the leg by placing his
hand or arm under the crook of the knee. The leg must hang
loosely. Then strike a sharp blow on the tendon just above
the patella. This should be followed by a sharp jerk of the
leg and foot. If the latter does not occur, require the patient
to hook his hands together and pull with all his strength
(*‘reinforcement”); under these circumstances the knee jerk
can, in health, almost always be elicited.

The Ankle Jerk.—Extend the patient’s leg and grasp the
foot, bending the latter upward so as to put the tendo achilles
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CEREBRAL LOCALIZATION.

The following (Striimpell) affords a convenient summary of
the main facts bearing on the localization of cerebral disease:

(1) The most frequent cause of ordinary hemiplegia is a
lesion of the pyramidal tract in the posterior limb of the in-
ternal capsule. If the hemiplegia be persistent, then this tract
is actually destroyed; if temporary, the tract has been func-
tionally deranged for a time by focal disease in the neighbor-
ing parts of the brain,

(2) Monoplegic cerebral paralysis is usually due to affections
of the cortex of the brain, that is, the central convolutions and
the paracentral lobule. Monoplegia of the face and tongue is
the result of lesions in the lower extremity of the anterior
central convolution. Monoplegia of the arm is referable prin-
cipally to some lesion of the middle third of the anterior cen-
tral convolution. Monoplegia of the lower extremity implies
some affection of the paracentral lobule.

(3) Hemiplegia or monoplegia, if associated with epilepti-
form convulsions affecting either one-half or one particular
portion of the body, are almost always caused by cortical
lesions. These same symptoms of motor irritation with ac-
companying paralysis are likewise ascribable to some irritation
of the above-mentioned regions of the cortex.

(4) Hemiplegia with crossed paralysis of the oculomotor
nerve indicates a lesion of the crura cerebri.

(5) Hemiplegia with crossed facial paralysis implies, with an
approach to certainty, that the lesion is situated in the pons.

(6) Post-hemiplegic chorea seems to occur especially where
there is focal disease in the neighborhood of the optic thala-
mus or of the posterior part of the internal capsule.

(7) Hemianesthesia seems to result principally from lesions
of the most posterior portion of the internal capsule.

(®) Hemiopia may be due to a lesion of the occipital lobe.
Probably, also, a lesion of the posterior extremity of the in-
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into laminated new membranes. It is due to vascular degen-
eration, the result of alcoholism, infectious diseases, and
cachectic conditions; and it is a constant association of para-
lytic dementia. The symptoms are vague until pressure pro-
duces cerebral manifestations, such as pain in the head, intel-
lectual failure, Jacksonian convulsions, apoplectiform seizures,
transitory hemiplegias, and rarely vomiting. The duration of
the disease is variable, but it tends to death. Diagnosis is ex-
tremely difficult, but the occuirence of the symptoms enumer-
ated in drunkards or paretics may suggest the disease. Treat-
ment should as far as possible be directed to the casual
condition.

LEPTOMENINGITIS.

Etiology.—Inflammation of the pia mater (acute cerebral
meningitis, purulent meningitis) may result from lesions of
neighboring structures (cranial fractures, and septic infections
of the scalp, face, middle ear, orbit, nares, etc.), or from
microbic infection through the vascular supply (pneumonia,
rheumatic fever, and other infections; coryza). The epidemic
cerebro-spinal variety, due to the diplococcus intracellularis,
has been described elsewhere.

Pathology.—The infective agents (pneumococci, streptococci,
typhoid bacilli, staphylococci, etc.) may set up a localized in-
flammation by extension from an adjacent focus; but when the
infection occurs through the blood, the meningitis is general-
ized, though most intense over the vertex. The arteries are
engorged, and the membrane is roughened and more or less
covered with a purulent exudate; the ventricles are dilated
with the increased fluid, and the cerebral cortex is edematous,
infiltrated with pus, and adherent to the pia.

Symptoms.—The disease may be preceded by several days of
malaise, feverishness and slight headache. A rigor may ac-
company the onset, and four cardinal symptoms develop
almost immediately, viz.,

1. Fever. While constant, this is rarely high (100-1038°).
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is apt to result. In no case can the outcome be foretold by
the symptoms; the mildest attack may end fatally, the worst
recover.

Treatment.—Remove, if possible, the infective focus; render
aseptic any cavity, cranial, optic, nasal, pharyngeal, intestinal,
or pelvic, the contents of which justify suspicion. With
this in view it is wise to empty the bowels by enemata or
cathartics. Of medicines, aconite may be indicated by the
early febrile symptoms, arnica by a history of traumatism,
and belladonna by violent headache and delirium. The de-
velopment of effusion is accompanied by symptoms which
suggest the administration of é»yonia. The convulsive phe-
nomena may be met by the use of cuprum or cicuta. Among
remedies less frequently useful are aprs, gelsemium, glonoin,
helleborus, mercurius, ananthe crocata, sulphur, and sinc.

HYDROCEPHALTUS.

Etiology.—Increase of the quantity of cerebro-spinal fluid may
occur within the ventricles (Znternal lhydrocephalus) or in the
sub-dural spaces (caternal liydrocephalus). 1t may be acute
or chronic, congenital or acquired; but in a vast majority of
cases it appears at birth or within the first six months of life.
The causes are obscure, although parental syphilis and alcol-
hoism arc important factors, and meningitis, traumatic or
otherwise, may induce it.

Pathology.—In the majority of cases occurring before the
cranial bones are united the hcad becomes greatly enlarged,
the bones are thin and without diplo€, and the sutures are open.
The lateral ventricles are often enormously distended, and in
half the cases the ventricular aqueducts are obliterated, the
third and fourth ventricles thereby escaping. The contained
fluid is colorless, of low specific gravity, and resembles other
serous effusions. The convolutions and often the basal ganglia
are compressed and flattened. Should the disease develop
after cranial solidification has taken place, the head does not
enlarge and the amount of fluid is less, but the pressure upon
the cerebrum is consequently greater.
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INTRACRANIAL HEMORRHAGE.
(Cerebral Apoplexy.)

Etiology.—Hemorrhage into the substance of the brain is
the direct result of the coincidence of two factors, viz.,

1. High arterial tension. A strong, forcible heart driving
the blood into inelastic arteries produces high tension within
‘the cerebral arteries. The hemorrhage may, therefore, be
directly induced by emotional excitement, over-exertion,
coughing, sneezing, vomiting, or chilling of the surface of the
body, all of which tend to force more blood into the cerebral
circulation.

2. Lessened resistance of the arterial walls. Arterial dis-
ease, inflammatory or degenerative, may be associated with
gout, syphilis, alcoholism, plumbism, or chronic nephritis.
This arterial condition is usually present in the aged, and in
childhood the arteries are naturally weak; consequently it is
in carly life and advanced age that intracranial hemorrhage is
common. In some cases there appears to be a hereditary
tendency to cerebral hemorrhage.

Pathology.—All parts of the brain are subject to arterial dis-
ease and in consequence thereof to hemorrhage; but by far the
most frequent site of the latter is the area about the lenticulos-
triate branches which arise from the trunk of the middle cere-
bral artery and supply the basal ganglia and the internal and
external capsule. Next in order of frequency are the centrum
ovale, cortex, cerebellum, pons, medulla, crura, and corpus cal-
losum. Usually by the rupture of a miliary aneurism in the
vessel wall, blood is extravasated, and the latter separates or
breaks through the tissues adjacent to the site of the hemorr-
hage. There later it undergoes clotting, the serum is absorbed.
and the remaining ocherous mass, consisting of blood-crystals,
pigment and fatty detritus, mayv become encysted and even
cicatrized. The motor tracts intercepted by the lesion under-
o a degeneration which extends down the entire length of
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others it becomes very slight. At first the reflexes are abol-
ished and the muscles limp, but gradually, as the result of de-
generation extending down the lateral tracts, the reflexes return
and become exaggerated, the paralyzed limb becomes spastic,
and clonus develops. In from one to fQur months after the
attack the period of late contractures is established, the limbs,
as a result, becoming rigid in certain characteristic deformities.
Post-hemiplegic motor phenomena, such as rhythmical tremors
or irregular movements, choreiform or athetoid, may now
appear.

Diagnosis.—During the period of unconsciousness it is neces-
sary to exclude syncope, poisoning, and alcoholic intoxication.
If hemiplegia can be detected, nothing more is necessary; but
if it cannot, the pale face and weak pulse of syncope, the con-
tracted pupils of opium-poisoning, and the odor of alcohol
may aid in distinguishing those conditions. It must not be
forgotten, however, that frequently the patient has been given
alcoholic stimulants or that intracranial hemorrhage may de-
velop after the patient has taken alcohol. Uremia may be yet
more difficult to detect, since cerebral hemorrhage is so fre-
quently associated with chronic interstitial nephritis. Convul-
sive rather than paralytic features usually distinguish such
cases, however. Meningeal hemorrhage presents similar symp-
toms, but it usually follows injury after a short interval, andis
accompanied by cranial nerve irritation and bilateral convul-
sions. An attack of Jacksonian cpilepsy may be due to cortical
hemorrhage, but such attacks are common to all lesions of the
cerebral motor area. Rarely /Zysteria produces a very exact
imitation of intracranial hemorrhage, but the age of the
patient and her history are usually significant. Cercbellar
lhemorrhiage 1s sudden in onset, the patient falls, vomits, and
is €ktremely dizzy, while the attack occasions much less dis-
turbance of mind and consciousness than does cerebral hemor-
rhage.

It is extremely important to both prognosis and treatment
that if possible a distinction be made between hemorrhage,
the extravasated blood of which may become encapsulated,
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adopted: the head raised, an ice-cap placed upon it, and heat
applied to the lower extremities. Pressure may be made upon
both carotids; or ‘‘bleeding into the veins,” by applying a
tourniquet to prevent the return flow from the lower ex-
tremities, may be tried. If there is much arterial excitement,
aconite or veratrum wviride should be given; if cerebral con-
gestion is prominent, belladonna, and if nephritis coexists,
glonoin. Marked venous congestion and profound stupor will
suggest the administration of oprum.

As a rule the hemorrhage reaches its maximum within four
hours, and thereafter the object of treatment is largely to pre-
vent a recurrence. For this purpose quiet, warmth, cleanli-
ness, and a liquid diet are essential. The bladder should be
emptied, and care taken that the inhalation of food or mucus
does not set up an aspiration-pneumonia. When coma has
passed away, gentle massage and mild faradism may be ap-
plied daily to the paralyzed muscles. Contractures should be
antagonized by encouraging voluntary control, and for this
purpose it is well to have the two sides of the body perform
movements simultaneously. Cauwsticum, baryta carb. and sul-
plur are recommended as remedies promoting absorption of
the clot.

CEREBRAL SOFTENING.

(Embolism; Thrombosis. )

Etiology.—-Acute softening of the brain follows the plugging
of a cerebral blood vessel by—

1. An embo.us, generally consisting of small, soft particles
of fibrin which have been detached by the blood current from
the valves of the heart. Rarely, an embolus may originate in
inflammatory or degenerative lesions affecting the vascular
system outside of the heart, but as a rule it arises from endo-
carditis complicating an infectious disease. It is, therefore,
most common in the young.

2. A thrombus, cither (a) deposited upon an embolus, or
(4) developing 7n situ upon the inner coat of a vessel. In the
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hemorrhage has been considered in connection with the latter
disease. Embolism may be distinguished from thrombosis
by the age of the patient, the co-existence of heart disease,
and the suddenness of the onset.

Prognosis.—In embolism the danger of recurrence is much
less than in thrombosis, and the mental condition is better.
The prognosis for the hemiplegia, after the chronic stage has
been reached, is about the same in embolism, thrombosis,
and hemorrhage.

Treatment.—Place the patient at rest in bed with the head
raised. Attend to the activity of the heart, kidneys, and
bowels. Weakness of the heart may justify the administra-
tion of alcoholics or of drgitalis, preferably in conjunction
with glonoin. Syphilitic cases should receive mercury and the
iodides. The hemiplegia should be treated in the same man-
ner as that due to hemorrhage.

INTRACRANIAL TUMOR.

Etiology.—The causes of intracranial turhors are as obscure
as those of neoplasms elsewhere. Certain varieties (e. g.,
tubercles, gummata, echinococcus cysts) are readily explained.
Heredity may play a part in the production of cancer, gumma,
and tubercle; and traumatism may predispose in some cases.
The tubercle is frequent in children; otherwise, adult males
are most often afflicted.

Pathology.— The most common form is the ¢yroma (tubercle),
the encysted caseous masses of which are often multiple. Next
in frequency is the gumma, not unlike the tubercle in appear-
ance, but, unlike it, capable of retrogression. The sarcoma
usually occurs as a sirgle encapsulated neoplasm of rapid
growth which can easily be enucleated. The g/ioma, a soft,
reddish tumor arising from the neuroglia, is infiltrating and
destructive in its tendency. It is frequently mixed with sar-
coma (glio-sarcoma). The carcinoma, practically always
secondary to a growth elsewhere, develops in the second half
of life, and appears as an ill-defined nodular growth which is in-
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is apt to sink into stupor or coma. In exceptional cases
various psychoses (melancholia, mania, etc.) develop.

FocaL syMpTOMS. Various localizing symptoms may occur.
They consist of unilateral spasms confined to the face, to a
limb, or to a segment of a limb; of aphasia, of monoplegias,
of paresthesias, of hemianopia, or of cranial nerve disturb-
ances. They may be associated with or initiate general con-
vulsions of epileptiform type.

Diagnosis.—The existence of a tumor may be indicated by
the symptoms enumerated; but it is then necessary to ascer-
tain its location, and this is determined, if at all, by study of
the focal symptoms in their relation to cerebral localization.
The probable nature of the tumor may often be surmised after
consideration of the patient’s age, diathesis, and previous ill-
nesses. In childhood, tubercle, glioma and sarcoma are the
more common; in adults, the gumma may often be suspected;
and in the aged, carcinoma.

Meningitis is more rapid in its development than a brain
tumor and the motor symptoms are usually bilateral. (remic
convulsions may assume the Jacksonian type, strongly sug-
gesting a focal lesion, but repeated urinary examinations, and
especially estimation of the amount of urea cxcreted, will
serve to distinguish the disease.

Prognosis.—In but seven per cent. of brain tumors is opera-
tive interference practicable, and only the gumma is amenable
to medical treatment. The general prognosis is, therefore,
far from favorable. A large majority of cases end fatally
within three years.

Treatment.—Sy philitic cases should receive inunctions of wer-
cury, and potassium rodide, often in enormous doses, should be
given internally. If the tumor can be definitely localized,
operative removal should be attempted. In the remaining
cases only palliation is possible.
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1. The stage of invasion. An intense and persistent head-
ache, suggesting meningitis, is accompanied by a low, some-
what septic, type of fever, and the occurrence of rigors or
sweats occasionally serves to indicate the nature of the
process. Mentally the patient is torpid, sometimes delirious.
This condition may merge at once into the third stage, or it
may be followed by—

2. A stage of remission, due to encapsulation of the abscess.
The early symptoms may entirely disappear, and for a variable
time the patient appears perfectly well. Finally, however,

8. The stage of paralysis supervenes. Suddenly the abscess
ruptures, infiltrating the capsule, invading the medulla, or
tearing through the cortex. The symptoms are those of an
apoplectic stroke, sometimes punctuated with focal convul-
sions; and, as a rule, the patient dies within a few hours. If
he should survive the stroke, hemiplegia develops and with it
the headache, fever, and other symptoms of the early stage
reappear, and death is seldom long delayed.

Diagnosis.—The diagnosis rests largely upon a history of the
onset of cerebral and septic symptoms following middle ear
disease, head injury, or pyemia. Localizing symptoms are
often entirely lacking. .

Prognosis.—Grave, and without operative interference, hope-
less.

Treatment.—Prophylaxis is most important; suppurations in
the ear or nose and injuries about the head should, if possible,
be made surgically clean. When the formation of a brain
abscess is suspected, the aid of a surgeon should be invoked at
once.

SUPERIOR ACUTE POLIOENCEPHALITIS.
(Nuclear Ophthalmoplegia.)

Etiology. — Acute or subacute inflammation, often hemor-
rhagic, of the central gray matter in the floor of the third
ventricle and the aqueduct of Sylvius, involving the upper
cranial nerve nuclei, may be due to:
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The prognosis is unfavorable. Treatment may be directed to
syphilis, if the presence of the latter is suspected, or to the
toxic cause, if any is discoverable.

INFERIOR POLIOENCEPHALITIS.

(Progressive Bulbar Paralysis; Labio-glosso-laryngeal Paralysis. )

Etiology.—Disease of the nuclei and lower neurons of the
seventh, ninth, tenth, eleventh, twelfth, and the motor portion
of the fifth cranial nerves may be due to:

1. Extension of the degenerative process attending polio-
myelitis (polioencephalomyelitis), locomotor ataxia, dissemi-
nated sclerosis, syringomyelia, and descending degeneration
of the pyramidal tracts following cerebral lesions.

2. Toxemia, induced either by such diseases as syphilis,
diphtheria, or chronic nephritis; or by chemicals, such as lead.

Symptoms.—The disease is insidious but progressive. As a
rule, the tongue is first affected, and gradually becomes para-
lyzed and atrophic, lying motionless in the mouth. Soon after
this the lips are similarly involved, then the palate, the
pharynx, and finally the larynx. Pronunciation becomes thick
early in the course of the disease, and speech is gradually lost.
The mouth drops open, and from it the saliva drules. Mas-
tication becomes feeble or ninpossible, fluids regurgitating
through the nose Involvement of the pharynx leads to diffi-
culty in deglutition, food being apt to enter the respiratory
tract, and the pharyvngeal paralvsis completely extinguishes the
voice. Respiratory and cardiac failure may occasion the fatal
termination at any time; but frequently it is precipitated by an
aspiration-pneumonia or by asphvxia induced by obstruction
of the respiratory passage by a mass of food.

Acute bulbar paralysis may develop in connection with
acute myelitis; the symptoms are identical with those of the
chronic form, but are rapidly evolved, and death from re-
spiratory failure quickly follows.
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are characterized by spasticity of the lower limbs without
mental impairment (L:ttle’'s disease).

In the post-natal cases, the child is usually seized during an
acute febrile attack with a convulsion more or less unilateral
in its distribution. This is prolonged over several hours or
else recurs several times, and during this period the child
generally remains unconscious. Later the loss of power on
one side is detected. Speech is temporarily lost, but is often
regained with surprising rapidity. The paralyzed limbs soon
become markedly spastic, the reflexes are exaggerated, and
contractures and choreoid or athetoid movements develop.
Imbecility and epilepsy are common sequels.

Diagnosis.—The normal electrical reactions, normal trophic
condition, and the subsequent spasticity serve to distinguish
these cases from those due to cord lesions.

Prognosis. — Complete recovery is impossible. The prob-
ability of the avoidance of epilepsy and imbecility is better in
the hemiplegic than in the diplegic cases, but in no case can
even that be promised.

Treatment.— The management of the apoplectic attack and
the paralytic state is the same as that for similar conditions in
adults. Surgical intervention may be practicable when the
location of a meningeal hemorrhage is fairly localizable; and
later, correcticn of deformities by apparatus or tenotomy is
often advisable. In addition, nutrition must be maintained
by careful dietetic measures and such constitutional remedies
as awurum, baryta carb., calcarca carb., causticum, lycopodium,
mercury, and swlphur. For control of the mental enfeeble-
ment education alone is effective.

PARALYTIC DEMENTIA.
(Paresis; General Paralysis of the Insane.)
Etiology. — Intellectual overwork and strain acting upon a

constitution often already weakened by alcoholism and espe-
cially by syphilis (70% ) are the usual causes of paresis.
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patient becomes helpless and bed-ridden, and finally exhaus-
tion or intercurrent disease induces the fatal termination.

Diagnosis.—In the early stage it is important to exclude
neurasthenia and hypochondriasis, and this is usually possible
by noting the alteration in character, the speech defect, the
tendency to motor inco-ordination, and the pupillary changes.
Cercbro-spinal syphilis is more sudden in onset, headache,
often nocturnal, is more frequent and severe, affections of
tongue and speech are wanting, paralytic symptoms appear
earlier, the mental symptoms are not characteristic, and de-
lusions of grandeur are lacking.

Prognosis.—The prognosis is hopeless, death usually occurring
within five years from the onset and often within three.

Treatment.—The patient should be placed in charge of a
trained attendant who will supervise his diet, cleanliness, and
general hygiene, and if possible he should be sent away from
home. If any suspicion of syphilis exists, an anti-syphilitic
treatment should be carried out. Of medicines, argentum nit.,
arscnic, aurum, belladonna, lhyoscyamus, platina, secale, and
stramonium may be symptomatically useful.

DISSEMINATED CEREBRO-SPINAL SCLEROSIS.

tInsular Sclerosis; Multiple Sclerosis. )

Etiology. —This disease is usually secondary, the principal
factors in its production being:

1. Infection. In a large proportion of cases the disease de-
velops soon after one of the acute infectious fevers.

2. Intoxication. ILead, copper, and zinc are said to induce
the sclerotic changes. The disease usually appears between
the ages of twenty and thirty vears. Heredity, traumatism,
excesscs, cetc., may have some predisposing influence.

Pathology.— The irritative cause, whatever its nature, reaches
the central nervous system through the blood and there sets
up localized degenerative processes. As a result, scattered
_patches of sclerosis develop irregularly through the white and
gray matter of the brain, cord, and spinal nerves.
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DISEASES OF THE SPINAL CORD AND ITS MEMBRANES.
SPINAL PACHYMENINGITIS.

Etiology.—The inflammation may take place in the loose
cellular tissue separating the dura from the bony wall (external
packymeningitis). This is always secondary to disease f the
vertebrz (Pott’s disease), or to inflammatory processes nearby
(abscesses, bed sores, etc.). Inflammation of the inner layer
of the dura (internal packymeningitis) may be hemorrhagic
(hematoma) or hypertrophic, the latter representing simply
the thickening and hypertrophy resulting from organization of
the effused blood. The process may be extensive or it may be
confined to a comparatively small arterial area, especially in
the cervical region (packymeningitis cervicalis hypertrophica).

Symptoms.—EXTERNAL PACHYMENINGITIS gives rise to local
tenderness over the spine, pain, muscular twitchings, and
cutaneous hyperesthesia in the area of distribution of the
affected nerves.

INTERNAL PACHYMENINGITIS is slow in onset, beginning
with pain over the affected area of the spine and in the
peripheral distribution of the ¢orresponding nerves. In the
course of months this is followed by loss of power, atrophy,
and anesthesia in these areas, together with spastic symp-
toms, rigidity, and increased reflexes in the lower extremities,
due to degeneration of the lateral tracts following compression
of the cord.

Diagnosis.— /<.vtcrnal packymeningitis is distinguished from
myeclitis by the preponderance of pain, spasm, and irritation
over paralysis, and by discovery of the causative disease.

Internal paclymeningitis can be distinguished from amiyo-
trophic lateral sclerosis by the presence of severe pain in the
back and arms, and from syringomyclia by the absence of the
peculiar sensory changes of that disease. It may be difficult
to exclude tumor.

Treatment.—The treatment of either form of pachymenin-
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Diagnosis.—The sudden onset of pain in the back, rigidity,
hyperesthesia, and irregular temperature and pulse serves to
distinguish the disease. Myelitis is characterized by paralysis
and lack of pain, but a certain degree of myelitis frequently
accompanies acute leptomeningitis. Subdural hemorrhage
presents similar symptoms, but is extremely abrupt in onset,
usually following strain or traumatism. Hemorrhage into the
spinal cord is followed instantly by paralysis, sometimes with-
out pain. Zetanus is distinguished by early trismus, fever,
paroxysms of spasm, intense hyperesthesia, and a history of
traumatism.

Prognosis.—The outlook is grave, some cases terminating in
death within two days, others in a week or two; while in those
that survive some degree of paralysis usually persists. An
acute onset, virulent infection, high temperature, and implica-
tion of the upper cord are unfavorable signs.

Treatment.—Place the patient at absolute rest on his side
and apply heat or ice bags to the spine. Warm baths are of
service in some cases. Aconite may be given at the onset,
but the developing inflammation soon requires b&c/ladonna,
bryonia, or rhus tox. Apis, causticum, cuprum, lypericum,
oxalic acid, sccale, and wveratrum viride, have also been used
with success.

SPINAL HEMORRHAGE.

Etiology.—The hemorrhagic effusion may be extra-meningeal
(between the dura and the spinal canal), intra-meningeal (be-
tween the dura and the arachnoid), or into the substance of the
cord. In the majority of cases it is due to traumatism. In
others, rupture of an aneurism, erosion of an artery (caries,
carcinoma’, or altered blood states {hemophilia, purpura, or
those accompanving infectious disease) are responsible for the
hemorrhage. Intra-medullary hemorrhage may be secondary
to myelitis, meningitis, syringomyelia, etc.

Symptoms.—The symptoms are more or less sudden in onset,
and consist of pain in the back, accompanied by numbness or
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a few cases the upper limbs are first involved, the paralysis
spreading downward. The paralysis may stop at any point
and then recede. Sensation is normal. The reflexes are
abolished.

Diagnosis.—The diagnosis rests upon:

1. The mode of invasion.

2. The purely motor paralysis.

8. The absence of sensory symptoms and of changes in
electrical irritability.

In ordinary myelitis the cord functions below a certain level
are involved, and sensory symptoms, sphincteric paralysis,
and the reaction of degeneration are present. In acute anterior
poliomyclitis the paralysis reaches its height at once and then
tends to recede, and the reaction of 8egeneration is present.

Prognosis.—The prognosis is unfavorable, the vast majority
of cases terminating through bulbar involvement within a few
days. Exceptionally, spontaneous arrest is followed by re-
covery.

Treatment.—Place the patient at absolute rest, nourish him
with easily assimilable food, and administer aluminum, coc-
culus, conium, gelsemium, ledum, rlus tox., or sccale.

MYELITIS.

Etiology.  -Acute inflammation of the cord substance may be
due to:

1. Injuries to the spinal column (fracture, caries, etc.).

2. Injuries to the cord itself (wounds, lacerations, hemor-
rhages, compression by tumors, etc.).

3. Infectious diseases (syphilis, rarely small-pox, typhoid,
septicemia, etc.).

4. Involvement of the cord by extension of a meningeal
inflammation.

5. Exposure to cold and wet, and excessive physical exer-
tion act, if at all, by lessening resistance.
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extremities are cold and cyanotic, the skin is harsh, and bed-
sores are frequent.

Diagnosis.—The location of the lesion may be determined by
the distribution of the paresis and the level of the hyperes-
thetic zone. Acute poliomyelitis is without sensory disturb-
ance; in meningitis, spinal tenderness is marked, the girdle
pain is absent, and the sphincters are unaffected; in multiple
neuritis the onset is slow, there is pain along the affected
nerves, and the bladder and rectum are not involved; and in
hysteria the sensory disturbance is characteristic in outline,
and no muscular atrophy, bedsores, or sphincteric paralysis is
present.

Course and Prognosis.—Acute cases reach their height in a few
days, and if death does not occur at once, there is a prolonged
stationary period, or a gradual improvement or decline.
Chronic myelitis differs only in the period required for its de-
velopment. In any case the prognosis is grave, those that
survive the inflammatory period often becoming hopelessly
paraplegic, and ultimately perishing from exhaustion or inter-
current disease. In a few cases, however, almost complete
recovery takes place. Cervical myelitis is almost invariably
fatal, and involvement of the lumbar enlargement is disastrous
because of its permanent effects on the sphincters and legs.
Acute cystitis and bedsores are unfavorable omens.

Treatment.—Place the patient at rest, and endeavor to pre-
vent bedsores by absolute cleanliness, alcohol baths followed
by thorough drying, and frequent changes of position. Cathe-
terization, should it become necessary, must be guarded by
strict asepsis. The supervention of cystitis requires that the
bladder be washed out. Electricity may be used after acute
symptoms have subsided. The principal remedies are arnica
and /iypericum in traumatic cases, and 7kus tox. or dulcamara
in those following exposure. Arsenic, belladonna. cupriuom
arsci., ergot, mercury, and strychnia are also recommended.
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be permanent. Those muscles which at thé end of two weeks
show even a slight response to faradism will certainly recover;
the others probably will not. Progressive muscular atrophy
may develop later in life.

Treatment.—Place the patient at rest, wrap the paralyzed
limbs in cotton, and prescribe bclladonna or gelsemium. When
the paralysis begins to subside, place a positive electrode over
the spine and with the negative electrode apply a mild gal-
vanic current for several minutes daily. Sustain the child’s
general nutrition with proper food and fresh air, and prescribe
medicines according to the constitutional indications present.

CHRONIC ANTERIOR POLIOMYELITIS"
(Spinal Form of Progressive Muscular Atrophy)

Etiology.—The cause is practically unknown, although the
disease has been attributed to excessive muscular activity, ex-
posure to cold, infectious diseases, and lead poisoning.

Pathology.—The large multipolar cells in the anterior horns
of the gray matter in the cord become degenerated and de-
stroyed, and as a result the entire lower motor neuron degen-
erates and the muscular tissue which it supplies becomes flaccid
and undergoes atrophy. Sclerotic changes also occur in the
lateral tracts; if sufficiently marked to cause symptoms, the
disease becomes amyotrophic lateral sclerosis (g. 7.)

Symptoms.—The principal manifestation of the disease is a
slowly progressive muscular atrophy. Usually it begins in the
upper extremities (Aran-Duchenne type), affecting first the
muscles of the one hand, the thenar (thumb) and hypothenar
(little finger) eminences wasting, and the interossei under-
going atrophy, so that the hand becomes claw-like (main cn
griffe). The other hand becomes involved later. Sometimes
the wasting begins about the shoulder first, but in any case it
soon involves the other muscles of the back, especially the
trapezii and sometimes the respiratory muscles. Less often
the atrophy commences in the legs, the gluteal muscles, the
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motor neuron) with consequent atrophy of the muscles de-
pendent upon the latter. Other portions of the cord are some-
times slightly involved.

Symptoms.—The disease is characterized by a combination of
the symptoms of progressive muscular atrophy and spastic
paraplegia, viz.,

1. Progressive muscular wasting and a corresponding de-
gree of motor weakness. As a rule these atrophic symptoms
appear first in the upper extremities, involving the muscles in
the order described as usual in cases of chronic anterior
poliomyelitis. Fibrillation and diminished electrical irrita-
bility can be detected. :

2. Rigidity, increased reflexes, and sometimes contractures.
These spastic symptoms usually appear in the lower ex-
tremities, giving rise to a characteristic spastic gait. The
sphincters are unaffected and cutaneous sensibility is normal.

Diagnosis.—The exaggerated reflexes and spastic phenomena
serve to distinguish the disease from chronic anterior polio-
myelitis.

Prognosis.—Hopeless. Death will probably result from ex-
haustion or bulbar involvement within two or three years.

Treatment.—Rest, massage, and such remedies as argentum
nit., arsenie, lathyrus, plumbum, and strychnine.

SPASTIC PARAPLEGIA.

(Lateral Sclerosis; Spastic Spinal Paralysis.)

Etiology.—Degeneration of the pyramidal tracts may follow
a lesion of the upper neuron situated at any point between the
motor cortex and the spinal termination of the axon. Occurring
bilaterally the condition may be secondary, therefore, to any
transverse lesion of the cord above the lumbar enlargement.
In rare cases it may be primary.

Symptoms.—The condition is of very gradual onset, the prin-
cipal symptoms being—
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1. Locomotor ataxia, an associated myelitis involving the
lateral tracts.

2. Paralytic dementia, by a similar extension.

3. Diffuse myelitis, giving rise to ascending degeneration of
the posterior and descending degeneration of the lateral tracts.

4. Leptomeningitis, an associated myelitis involving the
periphery of the cord.

5. Vascular lesions, sclerosis of the lateral and posterior
tracts being secondary.

6. Embryonic deficiency.

Exposure, traumatism and syphilis are sometimes credited
with inducing the disease.

Pathology.— The process begins in the lumbar region, and the
posterior and lateral columns are both affected, but with un-
equal intensity. The posterior root zone usually escapes.

Symptoms.—The symptoms are, roughly speaking, those of
spastic paraplegia and ataxia combined. The esssential char-
acteristics of the disease are:

1. Ataxia, especially of the lower extremities.

2. Gradual loss of poter in the lowoer extremities with spastic-
ity and increased reflexes. Some cases show a preponderance
of spasticity, while others incline more to the tabetic type,
with loss of sexual power, sphincteric paresis, girdle sensation,
dull aching, and more rarely lightning pains, Argyll-Robert-
son pupil, and even loss of the knee jerk.

Diagnosis. —The diagnosis rests upon the association of ataxia
with muscular weakness and spasticity.

Prognosis.—The disease is slowly progressive, death occurring
eventually, as in other spinal degenerations, as the result of
cystitis, bed sores, or intercurrent disease.

Treatment.—That of locomotor ataxia.
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LOCOMOTOR ATAXIA.
(Tabes Dorsalis; Sclerosis of the Posterior Columns.)

Etiology.—The principal and perhaps the only factor in the
production of locomotor ataxia is syphilis (90% ), the disease
usually appearing from five to fifteen years after the initial
lesion. As a natural corollary, it is a disease principally of
adult males. '

Pathology.—The syphilitic toxin primarily affects the cell-
bodies of the afferent sensory fibres, with ensuing degenera-
tion in the peripheral nerves, the posterior roots, and the
posterior columns of the cord, and with the latter meningitis
may be associated. Similar changes may occur in the medulla
and the brain, the latter constituting paralytic dementia.
These degenerative changes are sclerotic in nature and irrep-
arable (parasyphilitic). ’

Symptoms.—The more important symptoms of tabes are as
follows:

1. Disturbances duc to loss of the muscular sense. As a re-
sult of this the patient cannot determine the position of his
limbs, and is unable to co-ordinate his movements. Early he
presents static ataxia (Romberg’'s sign), swaying or falling when
he attempts to stand with closed eyes. Later the ataxic gait
develops; the patient’s movements are unsteady, the foot is
raised too high, thrust forward too far, and comes down flat
with a slap. In time it becomes necessary for him to use one
or two canes and to watch his feet while he walks, and
ultimately walking, even with these aids, is impossible. The
upper extremities may become markedly ataxic, the patient
being unable to touch his nose, ear, or other object when his
eyes are closed, and the ordinary movements of the arms
becoming very inexact. [nwoluntary movements, consisting of
sudden jerks of the extremities, are sometimes observed.
Palsies, due to involvement of the anterior horn or to vas-
cular changes in the cerebellum or cord, appear in a minority
of the cases. They are usually mild and transitory.
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globular form about the joint. There is a tendency to the
recurrence of these attacks, with ultimate disintegration of
the articular structures, as a result of which the old tabetic
joint may be a mere bag of bone fragments. A perforating
patnless ulcer, usually in the foot, is not uncommon; and many
other less typical trophic changes may be present.

Course.—The onset of tabes is insidious and its course slowly
progressive, but three stages are described, viz.,

1. 7The Pre-ataxic Stage.—The chief symptoms at this
period are lightning pains and loss of the knee jerk. The
gait may be unaltered, but often there is static ataxia and an
Argyll-Robertson pupil.

2. The Ataxic Stage.—This cannot be sharply distinguished
from the first stage, but is marked by the development of an
ataxic gait. The early symptoms persist and become in-
tensified, visceral crises and arthropathies appear, and sphinc-
teric control is lost.

8. The Paralytic or Terminal Stage.—The patient becomes
unable to ‘‘usec his legs” because of increasing ataxia, and is
practically helpless. The previous symptoms continue and
may be more fully developed. Cystitis, bulbar involvement,
or some intercurrent disease may induce a fatal termination at
any time.

Diagnosis.--The diagnosis of a fully developed case, with
lightning pains, loss of knee jerks, ataxia, and Argyll-Robert-
son pupil, presents no difficulties. In the early stage the con-
dition may be more obscure, but loss of knee jerk together
with either static ataxia or lightning pains justifies a conclu-
sion provided neuritis (¢g. #.) and anterior poliomyelitis can
be excluded. In certain cases the disease begins in the cervi-
cal region, and in consequence it is marked by little inco-ordi-
nation or static ataxia and for a time the knee jerks may be
retained. In such a case syringomyclia may be suspected,
but as a rule the latter presents dissociation of cutaneous sensi-
bility, local atrophies early in the disease, persistently in-
creased knee jerks, and absence of inco-ordination. /’ara-
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Rarely a central myelitis or hemorrhage may lead to a similar
excavation. The cavity lies in the gray matter and may be
in the position of the central canal. Secondary degeneration
may appear in the anterior or posterior columns or horns.

Symptoms.—The symptoms may, according to the extent of
the lesion, embrace changes in all the cord functions. The
disease is of slow onset, beginning in early adult life, and is
usually marked by the following symptoms:

1. The temperature and pain senses are lost, while the tactilc
and muscular senses are preserved (the syringomyelic dissocia-
tion).

2. Muscular atroply, varying in its location according to
the portion of the cord diseased, is usually present. It is
most frequent in the upper extremities, and is accompanied
by fibrillary twitchings and the reaction of degeneration.

3. Spasticity of the muscles develops when the lateral tract
becomes involved.

1. Trophic phenomena, such as glossy skin, hypertrophic
nails, paronychia, herpetic and bullous eruptions, etc., are
frequently seen. Arthropathics are almost invariably present,
affecting the spine (scoliosis, angular deformities) and the
articulations of the upper extremities by preference.

The special senses and the sphincters are normal.

Morcan's disease is a clinical variety of syringomyelia in
which the latter is probably complicated by peripheral neuritis.
The sensory dissociation, especially in the hands and arms, is
accompanied by atrophy and paresis. The fingers are affected
by painless whitlows, and necrosis of the phalanges may lead
to great deformity.

Diagnosis.—This rests upon discovery of the loss of the pain
and temperature senses and the preservation of tactile and
muscular sense, in association with muscular wasting. Ay per-
trophic packymeningrtis may resemble syringomyelia, but the
tactile sense is usually lost, pain is greater, and the syringo-
myelic dissociation is not present. Thisand other permanent
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syphilis, malaria, etc.), of poisoning from extrinsic sources
(alcohol, arsenic, lead, mercury, etc.), or of auto-intoxication
(diabetes, gout, etc.).

4. Exposure to cold or dampness.

Pathology.—The inflammation is usually confined to the nerve
sheath or septa, but ultimately a connective tissue hyperplasia
may ensue, which by compression destroys the nerve itself.
Neuritis may be localized to a single nerve or area (simple
neuritis) or widespread, involving many nerves (multiple
neuritis).

Symptoms.—Simple neuritis of a sensory nerve is accompanied
by pain and tenderness along its course, together with various
trophic changes (redness and edema of the skin, herpes, etc).
Later, anesthesia succeeds the hypeiresthesia. Should in-
flammation involve a motor nerve, muscular twitchings, im-
paired motion, and paralysis are apt to result; and later
atrophy, contractures, and the reaction of degeneration may
supervene.

Multiple Neuritis (polyneuritis) is always of toxic origin, and
it involves many nerves simultaneously or in rapid succession.
The onset may be gradual, or it may be acute and accom-
panied by fever and febrile symptoms. The typical manifesta-
tions vary in their relative intensity, but in some degree they
always include:

1. Motor weakness. The motor loss is usually more marked
in the lower limbs ; there is foot-drop, and a characteristic gait
in which the patient bends the thigh in order to raise the foot
from the ground and the leg is then thrown forward like a
flail (*‘steppage’). The dangling foot wears the shoe at the
toe and frequently scrapes up the dirt of the street. In the
upper extremities wrist-drop may be conspicuous, and in some
cases a claw-hand. Rarely the thigh, trunk, shoulder, and
face muscles are involved. Tremor, fibrillation, atrophy, and
contractures may be evolved in the course of the disease. The
reflexes are diminished or abolished, and the electrical tests
usually show the reaction of degeneration in the diseased
nerves.
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LOCOMOTOR ATAXIA.

Girdle pain, lightning pains.

Nerve trunks insensitive.

Atrophy and reaction of denenera-
tion absent,

Characteristic gait, due to inco-ordi-
nation.

Strikes heel first.

No vasomotor change.
Argyll-Robertson pupil.
Paralysis of sphincters common.
Perforating ulcers, arthropathies.

NERVOUS SYSTEM.
MULTIPLE NEURITIS.
No girdle pains, rarely lightning
pains.
Nerve trunks tender.
Present.

Gait due to muscular paresis.

Drags toe on ground, *‘steppage.’”
Edema, discoloration, etc.

- Absent.

Unusual.

None.

-~

The discovery of the toxic cause of multiple neuritis is im-

‘portant, yet often difficult.

Careful investigation as to

alcohol, lead, arsenic, diphtheria, etc., usually reveals the
probable origin, however.

Prognosis.—This must be governed by the intensity of the
symptoms and the extent of degeneration revealed by the
electrical reactions. In simple neuritis it is generally favor-
able, although in severe cases recovery may be delayed for
months. In multiple neuritis it is usually good, provided the
cause can be removed.

Treatment.—The affected area, whether a single extremity or
the entire body, should be put at rest. The arm may be
carried in a sling. If possible the cause must be removed.
The diet should be very plain and non-stimulating. Hot
applications (hot cloths, hot water bags, or the Japanese fire-
box) serve to relieve the pain. Galvanism, a mild uninter-
rupted current, may be used for five or ten minutes daily, and
massage is a useful adjunct. If the pain is severe, éclladonna
is usually indicated, although in severe cases of multiple
neuritis with burning pain arscnic is frequently preferable.
Rhus tox. is indicated in cases due to exposure, gelseminm
and causticum in cases presenting marked paralytic symptoms,
and argentum nit. when ataxia is present. Cimicifuga, nux
comica, or strychnine may be given in alcoholic cases.
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abdominal, spinal, sacral, sciatic, crural, metatarsalgia, etc.
Visceral forms (e. g., gastralgia, enteralgia, etc.) are also
noted.

Diagnosis.—The diagnosis of neuralgia rests upon the uni-
lateral pain, its limitation to the area supplied by certain
nerve trunks, its paroxysmal character, and the absence of
symptoms pointing to other conditions. In nexritis the pain
is more constant, the functions of the nerve are interfered
with, anesthesia and paralysis ensue, and the nerve trunk is
more tender.

Treatment.—Ascertain the cause, local or constitutional, and
if possible remove it. Rest, nourishing food, and proper
hygiene are usually prerequisites to successful treatment of the
more chronic cases. Belladonnais useful in acute neuralgias
of sudden onset and attended by congestive symptoms. Meze-
reum is particularly valuable in facial neuralgias resulting from
the irritation from decayed teeth, arsenic and cedron in neural-
gias of malarial origin, cimicifuga and bryonia in those of
rheumatic nature, and colckium and rkus tox. in cases asso-
ciated with a gouty state. The intense pain may often be re-
lieved by the application of dry heat, but at times it is neces-
sary to give acetanilid or antipyrine, gr. v—x, rarely morphia,
in order to relieve the suffering. In obstinate cases uncon-
trolled by general and medicinal measures it may be advisa-
ble to resort to stretching or resection of the nerve.

SYPHILIS OF THE NERVOUS SYSTEM.

Varieties.—Syphilis gives rise to an almost endless variety of
lesions of the nervous system. These may be divided into:

1. Lesions due to direct microbic action (specific lesions).

2. Lesions sequential to syphilis, not neoplastic in character,
and due to some toxic agent (parasyphilitic lesions).

A systematic tabulation of the lesions (Church) follows:
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fourth of the cases recovering completely. This is, of course,
because of the disintegration and destruction of the tissues
secondary to the spectfic lesion; and consequently early dis-
covery and energetic treatment of the latter becomes doubly
imperative.

Treatment.—Administer at first twenty drops of a saturated
watery solution of sodium iodide in a glassful of water or milk
three times a day, after meals. Increase this dose by ten
drops daily until, in critical cases, 100 or even 200 drops are
given at a dose. In the meantime it is often advisable to give
mercury by inunction; 3ss-3j of the ointment should be applied
daily to different parts of the body, as directed in the general
treatment of syphilis (page 108). Aftera weekor twoomit the
mercury and continue the iodide alone for a week; then stop
the latter, and return to the mercurial inunctions for a week;
and so continue to alternate the remedies. The dose should
be decreased as the symptoms yield, but must be continued
for six months; and for five vears thereafter the patient should
undergo an annual course of six months’ specific treatment.

THE NEUROSES.

(Functional Nervous Diseases, 7. ¢ , Diseases of Undetermined Patho-
genessis,)

HYSTERIA.

Etiology.— Hysteria is a psychoneurosis the exact nature of
which remains undetermined, but its manifestations are un-
doubtedly due to the control of the body by ideas. Among
the important predisposing factors are:

1. Sex. A decided majority of hysterical patients are
females.

2. Heredity. A hereditary neurotic taint is the most potent
factor in the production of hysteria. Other neuroses and
diatheses, notably gout and tuberculosis, are important ante-
cedents of hysteria, as of other forms of degeneracy.
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(4) Difficulty in color perception (dyschromatopsia). In
health blue has the largest field, followed by yellow, orange,
red, green, and violet. In hysteria, and also in neurasthenia,
these fields may be contracted, and, more important, their
order is changed, the red field exceeding the blue; and should
the color fields become extinguished, red is the last to disap-
pear. All objects then appear grayish in color (ackromatop-
sia).

(¢) Errors of accommodation. Near vision may be rendered
faulty, or monocular diplopia, macropsia, or micropsia may
be present. The patient may aver that she sees nothing
with one eye, yet perceives two images when a prism is placed
before either eye, indicating that she sees without knowing it.
A characteristic symptom is ‘‘crossed amblyopia,” one eye,
particularly that on the side which is paralyzed or anesthetic,
seeing poorly, while the other is less affected.

The distribution of hysterical anesthesia is characteristic.
Rarely the entire skin and membranes are affected; as a rule
it is:

(1) Limited to one-half the body, especially the left (hys-
terical hemianesthesia).

(2) To definite areas, usually about an extremity on which
may be outlined the position of a sleeve, glove, sock, or stock-
ing. In any case the outlines have no relation to the area of
distribution of the nerve trunks.

(3) Discrete islets of anesthesia may be present, minute
search being necessary for their discovery.

The peculiarities of hysterical anesthesia are:

(a) The area does not conform to the distribution of the
cutaneous nerves or to the spinal segments.

(4) The pupillary and tendon reflexes are not modified asin
organic lesions.

(¢) The areas are movable, enlarging, shifting, or at times
disappearing.

(d) The patient is usually ignorant of the existence of these
anesthetic areas.
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often utters violent outcries, grimacing, and biting, scratching,
or striking at her attendants. The seizure may terminate in
a period of passional attitudes, in which the patient depicts in
pantomime love, rage, gaiety, or terror, or a period of delirium
may supervene, the patient verbally expressing the hallucina-
tions previously evidenced in pantomime. Finally, either sud-
denly or after a short period of silence, she arouses to her usual
conscious state. The entire attack may consume from fifteen
minutes to half an hour.

(&) Hysteria minor. Modified or partial seizures are fre-
quently encountered. The more usual of these are attacks of
vertigo, globus, epileptoid paroxysms, tetanic seizures, syn-
cope, lethargy or trance, and somnambulism.

2. MoTorR PHENOMENA. Paralyses or contractures of a hys-
terical nature may follow convulsive seizures, shock, trauma-
tism, or various morbid states. The paralyses often develop,
either abruptly or gradually, after an emotional disturbance,
but rarely is every movement of the extremity completely abol-
ished. Antagonistic muscle groups are affected and the limb
is perfectly limp; while the clectrical reaction and retlexes are
normal. Anesthesia or hyperesthesia may be associated. Hys-
terical contractures are characterized by loss of power and per-
sistent involuntary rigidity, without change in the electrical or
tendon responses.  Among the most typical of hysterical motor
phenomena are:

Hysterical hemiplegia, more frequent on the left side, and
usually incomplete ; often it affects only the distal portion of
the limb. Instead of the rigidity of organic hemiplegia, the
limb is flaccid ; for example, in walking the leg is simply drag-
ged along the ground.

Hysterical monoplegias may be single or multiple, unilateral
or crossed. As a rule the member is overlaid by an area of
anesthesia of greater extent than the paralysis.

Astasia-abasia 1s a hysterical condition in which goordina-
tion of the movements necessary for walking or standing is
abolished. While in a bed or chair the patient has complete
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gering. The mental and psychic characteristics are often in
themselves distinctive. In every case search should be made
for the sensory stigmata ; the disturbance of the color fields,
and the peculiar outlines of anesthesia, with movability of the
anesthetic areas, are practically pathognomonic. It must be
remembered, however, that hysteria can coexist with organic
disease, and in consequence such affections as tuberculosis,
chronic nephritis, and cerebral hemorrhage must not be over-
looked because of their development in a patient hitherto
neurotic.

Prognosis.—Hysteria is essentially dependent upon a mental
state, a temperament rather than a disease, and in conse-
quence it cannot be wholly eradicated. Its paroxysmal phe-
nomena are often controllable, however, particularly when in-
fluenced by certain mental and moral suggestions.

Treatment.—Since hysteria rests upon a mental basis, the
treatment must be principally psychic. The physician must
secure for himself and his measures the absolute confidence of
the patient; and on this account the use of novel methods
calculated to strike the fancy of the sufferer and inspire hope-
fulness is fully justified. In short, the treatment must be
suggestive.

In order to accomplish this the patient should be isolated,
and thus cut off from the friends and surroundings associated
with the morbid past. The environment must be cheerful, and
the attendants sensibly but not solicitously sympathetic, and
at the same time optimistic. In severe cases these conditions
are best secured by the rest cure in charge of a suitable nurse.
In milder cases and in the young a prolonged journey with a
sensible companion may meet all requirements. Medicines
are of only secondary importance, but general conditions may
afford indications for the administration of such remedies as
belladonna, cimicifuga, ignatia, nux vomica, pulsatilla, and
many others.

Special symptoms may be met by special measures. A con-
vulsion may be checked by a sharp command, a dash of cold
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The attack is ushered in by an aura which may be motor
(muscular contraction, tremor, automatic movement, etc.),
sensory, a peculiar sensation arising in the abdomen or ex-
tremities and mounting to the head, or involving a special
sense (visual or auditory sensations, etc.), or psychic (gaiety,
rage, etc). This is immediately followed by a convulsion
which presents three distinct periods: (1) A fonic stage, the
patient uttering a cry and falling in a state of tetanic rigidity
which lasts but a minute or two, and is followed by : (2) A
clonic stage, in which the muscles alternately relax and con-
tract, thus causing a horrible twitching which usually involves
the entire body. This continues for from one to five minutes,
when it is succeeded by: (38) A stage of stertor, in which the
convulsive movements cease and the patient lies comatose and
breathes stertorously. After a few minutes, perhaps half an
hour or more, he gradually regains consciousness but has no
knowledge of what has happened. During the convulsive
period, the tongue may be bitten and the contents of the bowel
and rectum expelled.

Modifications of this typical fit are not uncommon; the
clonic movements may be confined to one extremity, or to
one side of the body, or the cry, stertor, or urination may be
lacking. In some cases the attacks occur only during sleep
(nocturnal epilepsy), and thus the disease may exist unsus-
pected for years. Occasionally the patient has a series of fits
one after the other without recovering consciousness !status
eptlepticus).

2. Incomplete attacks (petit mal). Almost any part of the
attack may occur alone; for instance, the patient may be
seized only with an ‘aura, or with vertigo, or with a momen-
tary loss of consciousness. In rare instances the patient is
seized with an irresistible impulse to walk or run, and
this latter phenomenon sometimes immediately precedes or
follows a typical convulsion. Certain psychic phenomena,
automatic actions of a homicidal or obscene character, may
appear in place of or in alternation with the typical attack
(Cpspchical epilepsy). The physical condition of the average
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Epilepsy Hysteria.
Positions. Governed by flexors mainly. Tendency to extension, arc de

circle, opisthotonos, cruci-
fixion attitude, etc.

Eyes. Pupils dilated and rigid. Pupils mobile and active.
Tongue. Usually bitten. Bitten very exceptionally.
Mouth. Frothing common. Absent.
Sphincters.  Relaxed usually. Usually continent.
Pylse Accelerated greatly and ten- Rate and temsion not much
sion increased. changed.

Tempera- Elevated 1° or 2° F. Normal.

ture.

Post-parox- Petechial ecchymoses, re- No motor or reflex changes;
ysmal con-  duced muscular strength, some recollection of phases of

ditions. diminished  knee-jerks, attack; usual mental condi-
mental obscuration, no tion at once regained; pres-
memory of attack. ence of various stigmata.

Prognosis.—Recovery is rare, and after the disease has be-
come thoroughly established there is scarcely any hope of cure.
Death may occurin a status epilepticus, or as aresult of injury
received during a convulsion. Otherwise, the natural termi-
nation of the disease is in dementia.

Treatment.—Study the patient thoroughly. Remove every
possible source of reflex irritation, correcting eye strain, nasal
disease, and dental, gastro-intestinal, and genital troubles.
Regulate the diet so that it is nourishing and digestible ; allow
vegetables, fresh fruit, milk, and fish, a limited amount of
starchy food, and little meat. Direct the patient to bathe
dailv, to live a vigorous out-door life as far as possible, and in
other respects regulate his hygiene. The more important,
medicines are argentum nit., belladonna, bryonia, calcarca caré.
creuta, cuprum, lLydrocyanic acid, lyoscyamus, nux womica.
ananthe, plumbum, pulsatilla, and sulpliur. Only as a last
resort, these having failed, is it justifiable to resort to the
bromides of potassium, sodium, or strontium; of these, from
fifteen to thirty grains may be given daily in divided doses.
each of the latter being dissolved in a large quantity of water
aud taken after meals.

)
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8. Gastro-intestinal disturbances.—Nervous dyspepsia, with
the various symptoms and signs peculiar to that disorder, is
characteristic of neurasthenia. Constipation, due to atony of
the intestines, is also common.

4. Circulatory disorders.—These patients frequently suffer
with palpitation, and even with attacks of pseudo-angina.
Often the circulation is feeble, the pulse rapid and the extremi-
ities cold, and vasomotor symptoms, such as flushes and sweats,
occur. The fluid secretions may be scanty. The hand is usu-
ally cold and clammy with perspiration.

5. Disorders of special sense. Reading causes headache
and distress, the accommodative apparatus and the retinal
sensibility becoming quickly fatigued. Photophobia and
hypersensitiveness to sounds, smells, and tastes are common
symptoms.

6. Genital disorders. The male neurastheni~ usually com-
plains of lessened sexual power, or he may be frightened by
nocturnal emissions. If he has at any time masturbated, his
time is spent brooding over that and its supposed effects,
especially his impotency (scxual neurasthenia)d.

1. Mental disturbances. The capacity for mental work is
reduced, the memory is poor, and as a result the patient be-
comes introspective and hypochondriacal. Morbid fears and
emotional outbreaks are common, while insomnia is almost
habitually present.

Diagnosis.—The diagnosis of neurasthenia is generally easy,
bnt it must be remembered that the condition is frequently
merely symptomatic of some organic process, ¢. g., following
any exhausting illness or accompanying anemic or cachectic
states. It is frequently associated with Zysteria, and so closely
may the two resemble each other that it is only by discovery
of the hysterical stigmata that the distinction can be made.
Hypochondriasis is in reality a melancholia, the patient suffer-
ing with delusions concerning his bodily state.

Prognosis.—Neurasthenia is essentially a chronic disease, in-
sidious in its onset and tending, if untreated, to persist indefi-
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CHOREA.
(Chorea Minor; Sydenham's Chorea.)

Etiology.—Chorea must be carefully distinguished from other
choreiform affections, such as habit chorea, hereditary chorea,
the various forms of tic and myoclonus, and the hysterical
manifestation properly known as St. Vitus's dance. The more
important predisposing factors are: '

1. Sex. Girls are affected much more frequently than boys.

2. Age. The great majority of cases develop between the
fifth and fifteenth years of life.

3. Heredity. The neurotic heredity plays an important
part in the production of this, as of the other neuroses.

4. Season. Chorea is most frequent in the winter and spring
months, thus corresponding to rheumatism and other diseases
whose prevalence is affected by climatic vicissitudes.

Among the exciting causes have been listed fright, worry,
shock, overwork, and reflex irritation from the intestines. This
relationship is in all probability simply coincidental, for the
trend of modern investigation is to demonstrate that chorea,
which is so commonly associated with more or less typical
rheumatic manifestations, is due to a similar infective agent.

Pathology.—The disease is probably localized in the cerebral
cortex, although no distinctive lesions have been demon-
strated. In fatal cases the heart lesions charac¢teristic of rheu-
matism (endocarditis, pericarditis) are usually discovered,

Symptoms.—The disease develops insidiously, the child first
becoming peevish, inattentive, and depressed. This is fol-
lowed after a varying period by—

1. Chorcic movements. These are sudden, involuntary,
slight movements which make the child appear maladroit, up-
setting his cup, dropping things from his hand, etc. Twitch-
ing of the facial muscles causes various grimaces, and the
involvement of the muscles of the tongue may render speech
indistinct and swallowing difficult. Station may be unsteady
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heredity, appears in adults, and is accompanied by progessive
dementia. The various #/cs are more sudden and are ges-
ticulatory in character.

Prognosis.—As a rule, chorea gradually declines, and in the
course of from one to four months terminates in recovery.
Recurrences are very common, however, and the possibility
of serious cardiac complications must also be remembered.
The grave form is usually fatal, and the chorea of pregnancy
often proves fatal to the mother, and yet more frequently
destroys the fetus.

Treatment.—1. Resz. As a rule the child should be kept at
home and away from violent romping or excitement. The
hours of sleep should be prolonged, and frequent sponge baths
and warm general baths and gentle massage are helpful. The
more important medicines are agaricin, actea, belladonna,
causticum, cuprum, ferrum, hyoscyamus, todine, mygale, nux
vomica, pulsatilla, stramonium, tarantula, and zinc.

The severe case$ require absolute rest in bed, forced feed-
ing is often advisable, and hot baths or cold packs should be
used to meet the same indications as in any infectious fever.
In extreme cases it may be necessary to resort to chloral,
bromides, or even morphia. In the chorea of pregnancy,
violent motor manifestations sometimes, though rarely, render
render it necessary to terminate gestation.

TETANY.
(Tetanella.)

Etiology.—This peculiar tonic spasm of bilateral groups of
muscles i1s rare in America, but quite common in continental
cities. It appears usually before the twentieth, always bgfore
the fiftieth vear of life. The principal predisposing factor is
impaired nutrition, due to gastro-intestinal diseases, infections,
pregnancy, myxedema, etc. The attack may be precipitated
by exposure, exhaustion, or emotional disturbance, although
the existence of an infective organism is suspected.
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twitchings begin gradually in the upper half of the body, in-
creasing in distribution and intensity. The disease is accom-
panied by a progressive mental impairment which terminates
in dementia. The affection is chronic and incurable, and its
pathology is unknown.

Habit Chorea (Habit spasm) is a condition presenting definite
spasmodic movements, such as blinking the eyes, twitching
the nose or the corners of the mouth, or shrugging the should-
ers. In children the prospect of recovery from the habit is
good, but should the disease persist into adult life it is not so
promising.

Electrical Chorea (Dubini’s disease) is a very rare affection
which occurs in certain districts in Italy. It is characterized
by sharp spasmodic muscular movements, similar to those
produced by electrical discharges, which involve each of the
extremities in succession. The muscles become weak and un-
dergo atrophy, general paralysis ensues, and the patient dies.

Myoclonus ( Paramyoclonus multiplex) is a term comprehend-
ing a group of diseases characterized by involuntary, sharp
contractions of a muscle or group of muscles, similar to those
produced by an electric shock. They are usually bilateral in
character and arhythmic. They involve first the lower limbs
then the upper, but are apt to spare the face. The course ex-
tends over months, but recovery generally occurs. 77cs are
to be distinguished; they are usually at first unilateral, affect
the face, and are purposive, expressive, or gesticulatory in
character.

PARALYSIS AGITANS.

(Parkinson’s Disease; Shaking Palsy.)

Etiology.—The factors predisposing to paralysis agitans are
age (40-70 years), sex (two-thirds of the patients are males),
and a neuropathic heredity. Fear, anxiety, grief, exhaustion,
shock and traumatism have been named as exciting causes.

Pathology.—\Vhile the disease is classed as a neurosis, it is
probable that vascular changes in the peduncular circulation,
leading to degenerative processes, underlie the disease.
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times be controlled by the administration of kyoscin hydro-
bromate 2x or hyoscyamine 2x, in one grain doses three times
a day.

OCCUPATION NEUROSES.

( Fatigue Neuroses ; Writer’s Cramp, etc.).

Etiology.—An occupation which requires the constant repeti-
tion of certain precise muscular movements may eventually
lead to fatigue of the sub-cortical motor centre, and this results
in disturbance of the muscular control necessary for that par-
ticular maneuver. Writers, pianists, telegraphers, seamstress-
es, and many others are liable to this neurosis.

Symptoms.—The onset is usually insidious. The worker
notices that after a time his hand aches or feels numb, or
cramped, or tremulous. After a moment’s rest he resumes his
work, but the trouble recurs; and less and less work becomes
necessary to induce the disablement, until finally the condition
is permanent and he is completely incapacitated. The power
for all other movements remains unimpaired. If no attemptis
made to resume the occupation the cramp ultimately disap-
pears; but usually it returns upon any endeavor to take up con-
tinuously his former work.

Diagnosis.—The history, and the provocation of the symp-
toms only by attempts at resuming the occupation, render
the diagnosis clear.

Prognosis.—If the patient can completely abstain from his
customary occupation, the spasm tends to subside and disap-
pear. He cannot hope to ever again be able to resume his
former method of work, however.

Treatment.—The affected muscles must be put at rest, and
various exercises, massage, electricity, and baths may be em-
ployed for their general tonic effect. If his vocation cannot be
changed, the sufferer should learn to use the opposite hand, or
else some specially constructed apparatus by which the strain
is taken from the affected motor area. Among the more useful
remedies are arnica, gelsemium, phosphorus, rhus tox., and
strychnine.
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Vasomotor symptoms, such as flushing, pallor, and per-
spiration, sometimes accompany. the paroxysm.

Diagnosis.—The periodical character of the attacks, the
sensory symptoms with which they are introduced, and the
nausea and vomiting, serve to distinguish the disease. Even
in cases less typical the occurrence of these sensory symptoms
is sufficient to identify the disease. Occasionally it may be
necessary to exclude organic brain lesions, uremia, or malaria;
but this is rarely difficult.

Prognosis.—The prognosis is generally unfavorable. If the
disease is of recent onset, and the cause can be discovered and
removed, recovery may‘ensue. Otherwise it is apt to persist
in women until the menqpause, and until a correspondmg age
in men, when it disappears spontaneously.

Treatment.—Search for, and if possible remove, the cause.
Correct eye-strain, improper diet or habits, and all other prob-
able sources of irritation. The more important internal rem-
edies, the administration of which should be continued in the
interval between attacks, are belladonna, calcarea, cannabis
indica, gelsemimm, ignatia, tris, nux vomica, sanguinaria,
sepia, stannum, and sulphur. One drop of glonoin 2x taken
on the tongue will sometimes abort an attack, and in others
caffein gr.j-v, has a similar effect. During the paroxysm the
patient should remain at rest in a darkened, quiet room.

TRAUMATIC NEUROSES.

Varieties.—Three classes of conditions may be due to trau-
matism, viz.:

1. Injuries of a surgical character.

2. Traumatic hysteria.

3. Traumatic neurasthenia.

Various combinations of these three varieties may also
present themselves.

Diagnosis.—Since these conditions are frequently the subject
of litigation, it is essential that malingering be carefully ex-
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from spasm of the neck muscles due to spinal caries (spurious
torticollis). Mental torticollis is marked by a customary de-
viation of the head which is spasmodically maintained, but
which disappears when the patient lies down, or it can be con-
trolled by slight manual pressure.

Jumpers and subjects of Mtak and myriackit impulsively
obey certain suggestions, often violently and apparently
against their will, ¢. g., striking or jumping.

Treatment.—Correct any possible cause for peripheral irrita-
tion. Pressure upon certain points in the distribution of the
fifth nerve inhibits a facial tic; search for such points, and
having found them, repeatedly check the tic in order that
ultimately the habit may be arrested. Faradism may have a
good effect, and even nerve stretching may be employed.
The patient’s self-control should be built up and reinforced by
suggestion.

TROPHONEUROSES.
ACBROMEGALY.

Etiology.—The cause of this disease is practically unknown.
It usually develops between the ages of eighteen and thirty, and
is frequently associated with disease of the pituitary body.

Pathology. —The bones of the face, cranium, and extremities,
and to a certain extent those of the trunk, become hyper-
trophied. The skin and mucous membranes are thickened
with connective tissue, the kidneys, spleen, and lymphatic
glands may be sclerosed, the thyroid is often atrophied, and
the thymus may be persistent and even increased in size. The
pituitary gland is enlarged and hypertrophic.

Symptoms.---The head is greatly enlarged and the face is
strikingly deformed, the thickened skin with deepened fur-
rows, the thick lips, and the coarse hair giving the features a
heavy, dull expression. The hands and feet are markedly en-
larged, especially in width. The complexion is usually sallow,
and the skin is doughy and does not pit on pressure. The






468 DISEASES OF THE NERVOUS SYSTEM.

‘binuria, colic, or uremic convulsions or coma, are frequently
present.

Diagnosis.—Care should be taken to exclude gangrene due to
other causes, including senile gangrene, frost-bite, ergot-poison-
ing, and obliterating endarteritis.

Treatment.—Treatment must be directed toward improvement
of the general health. During the attack, heat or electricity
may be used locally, and glonoin given internally to relieve the
arterial spasm. Arsenic or secale may also be indicated.

ANGIONEUROTIC EDEMA.

Angioneurotic edema (acute circumscribed edema, giant
urticaria) is a.disease of unknown causation characterized by
the sudden appearance upon the face, arms, or hands of a cir-
cumscribed swelling, pale or red in color, and pitting only
slightly on pressure. There is no actual pain, but itching,
burning, or stiffness is noted. The swelling disappears in a
few hours or days, but may recur frequently. By involving
the larynx (edema glottidis) it may prove fatal; otherwise, the
prognosis for life is good, but for cure doubtful. The treatment
must be directed to the patient’s general condition, and espe-
cially to any disorder of the digestive syvstem.

SCLERODERMA.

Scleroderma is a rare disease characterized by marked in-
duration of the skin. The condition is due to the proliferation
of connective tissue in patches, or in widely diffused areas.
The thickness of the skin, together with a certain degree of
muscular atrophy induced by the pressure, results in stiffness
and impaired mobility. The course of the disease is very
chronic. The treatment consists of massage, oil inunctions,
galvanism, warm clothing, and the administration of ant/-
montum crud., bryonia, guaiacum, graphites, hiydrocotyle, lach.-
sis, phosphorus, silica, or stillingia.
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disturbances, such as the mechanical congestion following vio-
lent coughing, meningitis, and gross lesions of the brain, espe-
cially those inducing the infantile cerebral palsies, may be the
cause of convulsions.

5. Rickets is frequently accompanied by recurrent convul-
sive seizures.

6. Epilepsy is not seldom the cause of infantile convulsions.

Symptoms.—As a rule the onset is abrupt, the child becoming
pale and rigid. Its eyes are fixed, and the eye-balls are rolled
upward so that only the whites are visible, or there may be
strabismus. The fingers and toes are inverted, and the face
becomes cyanotic as the result of impaired respiratory move-
ment. The child loses consciousness, and it may have involun-
tary evacuations. The spasm is usually tonic, but it may become
clonic, as in epilepsy, or it may be so from the beginning.
Generally at the end of two or three minutes the muscles re-
lax, and the child falls into slumber.

Diagnosis.—The symptoms are unmistakable, but the ques-
tion of etiology is sometimes difficult of solution. Convulsions
due to indigestion may be limited to a single attack or series of
attacks. If there be much fever, the onset of an acute infec-
tious disease may be suspected. If the convulsions are due to
a brain lesion, they are apt to be repeated and to alternate
with paralysis. Attacks occurring irregularly and without defi-
nite cause in children over two years of age are probably
epileptic.

Prognosis. --As a rule, in cases due to simple irritation the
prognosis is favorable. In weakly patients, however, death
may be brought about by exhaustion. In convulsions sympto-
matic of other diseases the prognosis is governed largely by the
character of latter.

Treatment.— At the moment of the attack loosen the cloth-
ing, empty the bowel by means of an enema of soap and
water or oil, and immerse the child in a warm bath (953°). If
the attack is long-continued, apply cold to the head. Search
for the cause and remove it if possible. The convulsion itself
may present indications for the administration of dec/ladonna,
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Dreams are perfectly physiological up to a certain point, but
in commection with lowered physical or mental states they
may tend to become depressing, terrifying, and distinctly
~ pathological. In children pavor mocturnus (; nzg&t—term:) is
- not uncommon. The little one awakes from sleep screaming
with terror and clings to its mother, and some moments
elapse before it recognizes its surroundings and can be re-
assured. A similar, though milder, attack is the mighkfmare
(incubus) of adults, in which a vivid, terrifying dream disturbs
the sleep. In many cases these attacks can be traced to indi-
gestion, imperfect ventilation, worry, fright, etc. Pavor noc-
turnus is, however, an indication of serious neurotic instability,
and in a few cases it appears to be an early manifestation of
epilepsy. Treatment in these cases should, in general, be di-
rected to the discovery and removal of causative factors. The
mieals should consist of proper food at appropriate intervals,
the condition of the alimentary tract should receive attention,
and indications will be found for the administration of such
medicines as aconite, belladonna, cina, hyoscyamus, nux vomica,
pulsatilla, spigelia, stramonium, sulphur, and zinc.

Narcolepsy, a condition in which the patient repeatedly falls
asleep during the day, may be a manifestation of hysteria, or
it may be due to drugs, obesity, uremia, diabetes, syphilis, or
organic brain disease. Treatment must be directed to the cause.

Catalepsy, ecstacy, and trances simply represent a prolongation
of certain stages of the hysterical convulsion.

SUNSTROKE.

As the result of exposure to excessive heat two conditions
may occur, viz. : :

HEAT EXHAUSTION.
(Heat Prostration.)

Symptoms.—Heat exhaustion may result from exposure to in»
tense heat in confined places, such as boiler-rooms or kitchens,
as well as to the direct rays of the sun. The patient becomes
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Symptoms.—There may be a few premonitory signs, such as
cessation of sweating, dizziness, a sense of oppression, and
flashes of color before the eyes. Often the victim falls sud-
denly and is picked up unconscious. His face is flushed, his
skin hot and dry, the pulse is full and bounding, the breathing
is labored and sometimes stertorous, and the temperature is
high (102°-112°). Twitching, jactitation, rigidity, or even
epileptiform convulsions may occur, and in other cases there is
active delirium. Frequently the sphincters are relaxed. In
unfavorable cases the stupor deepens into coma, the pulse
loses its apparent strength, respiration becomes irregular or of
Cheyne-Stokes type, and in a few hours the patient dies. In
the more fortunate cases the temperature falls, consciousness
gradually returns, and the patient recovers in the course of a
day or two. Often, however, there persists a certain degree
of mental enfeeblement or of inability to withstand exposure
to even' moderate heat without return of the headache and
delirium. This is probably due to a diffuse chronic meningitis
set up by the sunstroke.

Diagnosis.—Great care is sometimes necessary in order to dis-
tinguish sunstroke from other conditions, notably uremia and
cerebral hemorrhage, or to detect the latter when existing. On
this account it is essential to examine the heart and the urine
in every case which does not react promptly to the bath.
A knowledge of the previous health of the patient, gained by in-
terrogation of his friends, may aid in diagnosis. The presence
of paralytic symptoms, hemiplegia or spasm, points, of course,
to cerebral hemorrhage; but that condition may have antedated
the sunstroke.

Prognosis.—This depends upon the severity of the attack, and
the promptness with which appropriate treatment is applied.
Nearly a third of the cases prove fatal.

Treatment.—Immediately place the patient in a bath-tub filled
with cold water, to which ice is freely added, and rub the sur-
face of the body vigorously with the cold water or the ice. In
the course of from five to fifteen minutes, or when a thermom-
eter placed in the rectum indicates the approach of the tem-
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perature to normal, wrap the patient in a sheet wrung out of
ice water, and place him at rest in bed. Administer aconite,
belladonna, glonoin, or other remedies according to the indica-
tions present. In some cases abdominal pain and diarrhea
may be present, calling for such medicines as arsenic, cuprum,
cuprum ars., podophyllum, or veratrum alb. Uremic and hemi-
plegic cases should receive the treatment appropriate to those
conditions. :
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of lassitude and fatigue, slight edema may be noticed about the
ankles or face, and small red macules appear on the face, ex-
tremities, or abdomen. At the same time pain develops in the
muscles and increases in severity until ultimately the patient
fears the slightest movement and so lies stiff and ‘motionless in
h#s bed. The muscles appear to be contracted, holding the
limbs in semi-flexion, they do not react to electrical stimula-
tion, and the deep reflexes are abolished. The patient may
have a succession of chills, the temperature rises to 104° or
more, perspiration is abundant, and a typhoid state supervenes.
Involvement of the respiratory muscles may lead to death from
suffocation or pneumonia, or it may result simply from exhaus-
tion. Rarely, the disease recedes and recovery follows a pro-
longed period of convalescence.

Chronic or progressive ossifying myositis. In this rare disease the
muscles undergo progressive calcification. The process gen-
erally beginsin the back of the neck, and consists of the deposit
of bony plates, or even ossification of entire muscles, through-
out the body.

Treatment.—In simple acute myositis rest and the administra-
tion of such remedies as arnica, cimicifuga, gelsemium, pulsa-
tilla, or rhus tox. usually brings about recovery. Should the
myositis merge into the suppurative form, the parts may be
wrapped in a moist, weakly antiseptic, dressing, and as soon as
pus is detected it must be evacuated and the cavity treated on
surgical principles. Hepar, mercurius, silica, or sulphur may
be given internally, and the patient’s strength must be sus-
tained by means of highly nutritious food and alcoholic stim-
ulants.

In acute infectious poliomyositis and in the ossifying form
no treatment appears to be of any avail.

SECONDARY MYOSITIS.

Etiology.—Muscular tissue may become inflamed through ex-
tension of the process from adjacent lesions (¢. g., arthritis) or
through the action of toxins, usually bacterial in nature. The
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L]

pass from the cathode to the anode (the myotonic reaction of
Erb). The disease is incurable, but does not tend to shorten
life.

PROGRESSIVE MUSCULAR DYSTROPHY.

Etiology.—In adition to varieties of muscular atrophy due to
disease of the lower neuron, there are several forms of muscu-
lar wasting apparently due to primary disease of the muscles
themselves. In a majority of cases these conditions are hered-
itary and represent-a congenital tendency to defective devel-
opment. )

Patbology.—The muscular tissues may early show an increase
of connective tissue and perhaps some hypertrophy of the.
muscle fibres, but the latter is ultimately followed by degener-
ation and atrophy of the fibres, together with a deposit of fat
about them.

Symptoms.—The features distinguishing progressive muscular
dystrophy from progressive muscular atrophy of spinal origin
are:

. Development in early life.

1

2. The occurrence of true or false hypertrophy of the muscles.
3. The absence of fibrillary twitchings.

4. The absence of the reaction of degeneration.

Varieties.—1. Pscudo-hypertrophic paralysis. This form is
characterized by—

(a) Weakness in certain muscles, especially those of the
calves, and a waddling gait.

(4) A peculiar difficulty in rising from the ground, to over-
come which the patient places his hands on his knees and
*‘ climbs up himself.”

(¢) An apparent increase in the size of the muscles, particu-
larly those of the leg and sometimes of the shoulder.

The condition is due to increase of the connective tissue and
fat, associated with atrophy of the muscle fibres. Later, how-
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ever, the entire mass becomes wasted, and contractions in the
affected muscles lead to deformities (talipes equinus, etc).

2. The *‘juvenile form” of Erb is characterized by—

(a) Progressive atrophy and weakness of many muscle
groups, especially those of the shoulder, upper arm, gluteal
region, and thigh. The forearm and leg muscles are involved
late in the course of the disease or not at all.

‘(é) The disease usually begins in the adolescent period, be-
tween the 15th and 20th years, and is apt to affect several .
members of the same family.

8. The ‘“‘infantile form” or Landouzy-Déjérine type dif-
fers from that last mentioned only in the involvement of the
face muscles. It gives the patient a peculiar, dull expression—
the ‘‘myopathic facies,” in which the lips are separated, the
lower one being unduly prominent, and the patient is unable to
pout. The other muscle-groups are affected as in the Erb
type.

Diagnosis.—The diagnosis rests upon the discovery of obvious
muscular weakness and wasting unassociated with the reaction
of degeneration or other evidences of disease of the lower
neuron. '

Prognosis.—The course extends over years, but ultimately in-
volvement of the respiratory apparatus or of the heart, or else
an intercurrent disease, leads to a fatal termination.

Treatment.—Carefully selected and graduated exercises for the
weakened muscles, together with massage, electricity, and
general nutritional measures, should be tried. In the pseudo-
hypertrophic variety, aurum, kali iod., or phosphorus may be
prescribed. Inothercases argent. nit., arnica, arsenic, baryta,
cuprum, gelscmium, mercurius, physostigma, plumbum, and
sulphur may be considered.

31
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by serpents, rats, and various horrible monsters. His terror
is pitiable. Frequently he becomes unmanageable in his efforts
to escape his visionary foes, and even suicide is not uncommon.
Auditory hallucinations may also be present. The muscles are
tremulous, the tongue heavily coated, there is moderate fever
(102°-108°), and a weak pulse. The patient may continue in
this condition for the greater part of a week, recovery being
heralded by his falling asleep. In other cases a fatal termina-
tion is brought about by vital failure.

Treatment. — A cute alcokolism requires little direct treatment;
as a rule it is enough to allow the patient to sleep off his in-
toxication and then prescribe capsicum, nux vomica or other
indicated remedy. Occasionally it is desirable to empty the
stomach, and for this purpose tickling the fauces or compell-
ing the patient to swallow an emetic of mustard and warm
water (a heaping teaspoonful to the pint) is effective.

In chronic alcokolism, unless delirium tremens is present, it
is wise to completely withdraw the intoxicant at once. If
necessary, trional, gr. xv, or lyoscin hydrobromate, gr. 1i;,
may be administered to induce sleep. An abundance of highly
nutritious food should be given, tea and coffee may be taken
freely, and such medicines asarseunicum, nux vomica, strychnine,
or sulpliur may be prescribed. Unfortunately, attempts at ref-
ormation are rarely successful. Only by means of a certain
degree of restraint, such as an institution alone affords, can
abstinence be secured, and cven in cases thus controlled re-
lapse is the rule.

Delirum tremens necessitates control of the patient by attend-
ants and at times by physical means, such as a folded sheet
or straps. Forced feeding is advisable, the patient being
given, at frequent intervals, small quantities of milk, eggs, and
soup. Such remedies as belladonna, hyoscyamus, and stramo-
niwm are sometimes sufficient to master the delirum, but in
many cases the attendant is justified in giving /Ayoscin liydro-
bromate, gr. g, or, if there is no nephritis, morphia., gr. 'y,
hypodermatically, in order to induce sleep. The depression
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matous redness of the skin. This is probably the result of
vasomotor instability. The treatment is similar to that of
morphinism. '

COCAINISM.

The habitual use of cocain leads to rapid moral deterioration,
with volubility of speech, bright eyes and dilated pupils, hal-
lucinations of sight, smell, and hearing, and morbid suspicions
or delusions of persecution. Mild convulsive seizures and
nystagmus are sometimes noted. The treatment, fortunately
more efficacious than in the case of morphinism, consists in the
withdrawal of the drug, and the administration of nourishing
food, and non-intoxicating stimulants.

PLUMBISNM.
(Lead-Poisoning ; Saturnism.)

Etiology.—Lead may enter the system by the respiratory pas-
sages, the digestive tract, or the skin. It affects principally
workers in lead, painters, plumbers, and glaziers. Occasion-
ally poisoning results from the use of hair-dyes, cosmetics, or
canned foods.

Symptoms.—The manifestations of lead-poisoning are some-
times rapid in their development, while in other cases they ex-
tend over a long period of time. C(Colic is a striking symptom;
it consists of severe pain, often paroxysmal, in the region of the
umbilicus; the abdomen is not distended, as in cases of flatu-
lent colic, but flat, and the pulse may be markedly slowed.
Muscular cramps, especially affecting the flexor muscles of the
arms and legs, and pains in the region of the joints (arthralgia
saturnina) are common. Constipation, a blue line on the gums
at the point of contact with the teeth, and anemia attended by
a sallow skin (icterus saturninus) are usually present.

Muscular paralysis, especially affecting the extensors, and
leading in typical cases to wrist-drop, is a serious result of
lead-poisoning. The paralysis may affect single muscles or

-
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artificial flowers or clothing containing the poison. It may
follow the long-continued medicinal use of the drug.

. Symptoms.—Acute arsenical poisoning is attended by intense
abdominal pain, vomiting, and diarrhea, and these symptoms
may speedily be followed by collapse and death. These chole-
raic symptoms are frequently associated with albuminuria,
skin eruptions, and, if life be prolonged, paralysis from arseni-
cal neuritis.

Chronic arsenical poisoning is attended by symptoms of
debility, with anemia, gastro-intestinal irritability, gastralgia,
and vague nervous symptoms. Multiple neuritis, with its
characteristic ‘‘steppage’’ gait, may ensue.

Treatment.—In cases of acute arsenical poisoning, neutralize
some solution of ferric chloride with sodium carbonate or mag-
nesia, collect the precipitate on muslin or filter paper, and ad-
minister it freely to the patient. In cases of extreme emer-
gency, dialyzed iron, tincture of ferric chloride, or Monsel's
solution may be given. If the stomach hasnot already emptied
itself, administer in addition an emetic of mustard and water,
then wash out the stomach by giving copious draughts of warm
water, and later administer castor oil in order to carry off the
poison from the bowels.

Chronic arsenical poisoning requires discovery and removal

of its source, together with symptomatic treatment of the
symptoms as they arise.

PTOMAINE POISONING.

(Food-Poisoning ; Bromatotoxismus. )

Etiology. —Ptomaines, substances resulting from the bacterial
decomposition of organic matter, vary in their toxicity. De-
composed meats, milk, cheese, ice cream, fish, and shell-fish
are among the more common substances, the ingestion of
which as food is followed by symptoms of acute poisoning.

Symptoms.—At the end of a period ranging from oue to forty-
eight hours after the ingestion of the contaminated food, the
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patient is seized with nausea, vomiting, cramps, and diarrhea.
In addition there may be constriction of the throat and dif-
ficulty in swallowing, headache, vertigo, dimness of vision, and
extreme prostration. Severecases may closely simulate cholera,
the patient perishing in collapse.

In certain cases of poisoning by shell-fish, however, the
poison seems to concentrate its attack upon the nervous system.
There is intense burning and itching of the face and sometimes
the entire body, followed by the appearance of a vesiculo-
papular eruption ; and the patient becomes dyspneic, the face
is livid, and delirium, unconsciousness, convulsions, and coma
may ensue. At other times the symptoms are simply those of
collapse. Death may occur at any time within a week.

Treatment.—If there is any question as to whether the vomit-
ing and purging have cleared the alimentary tract of its con-
tents, a purge may be administered. Stimulants must be
given freely, should collapse threaten; and the symptomatic
indications are usually present for arsenicum, belladonna,
bryonia, capsicum, creosote, nux vomica, or phosphoric acid.
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2. Taenia saginata or mediocanellata (beef tape-worm) is longer
than the taenia solium, the sexual organs in each segment are
somewhat different, and the head possesses four suckers but no
hooklets. This is the variety most common in the United
States.

3. Bothriocephalus latus (fish tape-worm) has a club-shaped
head provided in the median line with grooves which act as
suckers. The segments are short and broad; and the parasite
is frequently from twenty-five to thirty feet in length.

Symptoms.—The symptoms arising from the presence of a tape-
worm in the alimentary tract are mainly irritative in character,
¢. g., abdominal pains, nausea, meteorism, and an inordinate
appetite. In addition, various nervous symptoms, such as
itching of the nose and anus, vertigo, palpitation, headache,
choreiform movements, epileptiform convulsions, and marked
anemia, may develop. The presence of the parasite is often
unsuspected until a segment is passed with the dejecta. Only
by the discovery of such a segment or of the ova in the stools
can a diagnosis be made.

Rarely the embryos migrate into the tissues of the human
body and there become encysted (cysticerci cellulose). 1In the
brain or cord their presence sometimes gives rise to the local-
izing indications of a tumor; owing to their development in
subcutaneous tissues there may be stiffness on motion; and in
the skin they may appear as maultiple tumors varying in size
from that of a pea to that of a bean.

4. Taenia echinococcus, the smallest of the tape-worms, is, when
fully matured, about one-fourth of an inch in length and pos-
sesses four segments, the first of which, the head, is provided
with a rostellum, four suckers, and a double row of hooklets. It
infests the larger breeds of dogs.  In man it occurs only in the
larval state, forming echinococcus cysts. The latter may be
found in any portion of the body ; the liver is, however, most
frequently invaded.  Hydatid cyst of the liver occasions
symptoms which vary according to the size and situation of the
growth. A sensation of dragging and pain may be felt in the
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hepatic region. = Upward displacement of the diaphragm is
apt to cause cough and dyspnea; pressure on the portal vein
may lead to ascites; pressure upon the bile ducts sometimes
occasions jaundice. More significant, however, are the physi-
cal signs: fulness in the hepatic region, an increased area of
liver dulness, a fluctuating mass or masses, and the hydatid
thrill (see page 289). :

Diagnosis may be made positive by discovery of the character-
istic hooklets in the aspirated or discharged contents of the sac.
The case may end fatally in the absence of surgical interven-
tion; following the latter, recovery is usual.

Treatment.—In order to dislodge any variety of these para-
sites from the intestine, the patient must for two days be
allowed only a light diet. On a third day nothing but a little
gruel or milk should be permitted, and at the same time the
administration of a saline purge is advisable Then, at bed-
time, give thirty minims of ethereal extract of male fern, and
in the morning sixty minims more of the same remedy. A
few hours later administer a purge, preferably of castor oil;
and watch the stools, in order to be certain, if possible, that
the head of the parasite is passed.

Among other effective anthelmintics are infusion of pomic-
granate (two ounces of the bark in a pint of water), £ooso
Howers (half an ounce in half a pint of water) and pumpkin
seeds (one or two ounces of the powdered seeds mixed with
some pleasant substance). The preparatory stepsin the treat-
ment must be the same, whichever remedy is used.

TREMATODES.
(Flukes.)

1. Liver flukes (d7stoma hepaticum, etc.) are found in the bile
passages and the upper intestine. When numerous they are
capable of giving rise to cholangitis, hepatic enlargement,
diarrhea, and ascites. The ova may be discovered in the
stools.
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2. Blood flukes (distoma hematobsum) are common only in the
tropics. They inhabit the venous system, especially the portal
vein and its tributaries, and give rise to diarrhea, ulcerations of
the mucous membrane, and hematuria. The ova may be
recognized in the urine. .

8. Bronchial flukes (dsszoma pulmonalis) are met with in China,
Japan and Formosa, where they infest the bronchial tubes and
cause cough and hemoptysis.

NEMATODES.

1. Ascaris lumbricoides (round worm) resembles the ordinary
earth worm in appearance, being brownish in color and vary-
ing from six to eighteen inches in length. Large numbers of
this parasite may be present in the human intestine, and occa-
sionally they migrate into the bile ducts, the stomach, or rarely
into the air passages or even the Eustachian tube. As a rule,
these worms are harmless, but in some cases they induce symp-
toms of gastro-intestinal irritation, or, in children, itching of
the nose, grinding of the teeth, disturbed sleep, and even con-
vulsions. A satisfactory diagnosis is possible only through the
expulsion of 6ne or more worms, but when the presence of the
latter is suggested by these vague symptoms the patient should
receive such remedies as cina, belladonna, cicuta, lycopodium,
mercurius, nux vomica, podophyllum, sabadilla, spigelia, and
sulphur. Should these remedies prove insufficient, santonine,
gr. Y4 -j, three times a day, or naphtalin, gr.iij—xx, t. i. d., fol-
lowed by a mild purge of calomel, may be given.

2. Oxyuris vermicularis (pin worm; thread worm) is a small
worm common in and peculiar to man. The female is about
half an inch, the male about one-quarter of an inch, in length.
‘They are actively mobile. Aslong as they remainin the ileum
" and large intestine they give rise to no symptoms, but should
the rectum be invaded, itching of the anus, especially at night,
becomes very troublesome, and by invasion of the vagina in-
tense itching and even catarrhal inflammation of that region
may be produced. If the worms are not expelled from the
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4. Anchylostoma duodenale (stromgylus duodenalis) is a short
cylindrical worm found in the upper portion of the small in-
testine. Itis rare in the United States, but is quite common
in Egypt, Italy, India, and Brazil. It is of great diagnostic
importance, because by its constant sucking of blood from the
intestinal walls it produces an anemia so profound that it may
be classed as pernicious (Egyptian chlorosis ; St. Gothard's
disease). Gastro-intestinal symptoms are marked : there may
be anorexia, nausea, vomiting, abdominal pain, and some-
times obstinate diarrhea. The diagnosis rests upon discovery of
the eggs in the stools. The disease tends to a fatal issue in the
course of weeks 6r months, but cure can be effected by appro-
priate treatment. The latter consists of the administration of
etherial extract of male fern, 3i-ii, or of thymol, 3ss every hour
for four doses, followed by a purge.

5. Tricocephalus dispar (whip-worm) is found in the large intes-
tine in man. It is from one-half an inch to two inches in
length, and is called ‘whip-worm” because of the resem-
blance of a long'spiral thread-attached to its head to the lash of
a whip. It possesses little diagnosticimportance. The treat-
ment should be that advised for ascaris lumbricoides.

6. Filaria sanguinis hominis is found principally in the tropics.
The mature worm is about three inches in length. The para-
site makes its normal habitat in the lymphatic vessels of the
human body; its embryos swarm in the patient's peripheral
blood vessels during the hours of rest, but disappear during
the working hours of the day. The infection of man (#/aria-
sis) occurs through the agency of the mosquito. Through
blocking of the lymph-channels by the adult worm or its ova
chyluria may be caused (see page 195). The chylous urine
may or may not be mixed with blood. The parasites are

. found in abundance in the sediment. Lymphatic stenosis

may also lead to elephantiasis of the lower extremity. Treat-
ment is usually unavailing, although methylene blue., gr. ij in
caps. t. i. d., may be tried, and in the meantime medicines
should be prescribed according to the symptomatic indica-
tions present.
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Abdominal dropsy, 28s5.
Abdomen, external examination of,
241. :
Abdomen, hysterical, 284.
Abdominal typhus (see 7yphoid), 25.
Abnormal contents of bowel, caus-
ing obstruction, 271.
Abdominal reflex, 387.
Aboulia, 445.
Abscess of brain, 407.
of the liver, 293.
of the lung, 180.
of spleen, 318,
perinephritic, 277.
retropharyngeal, 238.
subdiaphragmatic, 184, 292.
subphrenic, 292.
Absorbent function of stomach, test
for, 245.
Accommodation, reaction to, 368.
Acetonuria, 201.
Achromatopsia, 444.
Achylia gastrica, 252.
Aceto-acetic acid (see Diacelic acid),
201.
Acids, combined, in stomach con-
tents, test for, 244.
Acid, free hydrochloric, in stomach
contents, test for, 243.
Acid, lactic, in stomach contents,
test for, 244.
Acids, organic, in stomach contents,
test for, 244.
Acromegaly, 466.
Actinomycosis, 86.
Acute ascending paralysis, 419.
Acute articular rheumatism (see
Rheumatic Fever), 51.
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Acute bulbar paralysis, 410.

Analgesia, tests for, 386.

Addison’s disease, 343.

Adherent pericardium, 122.

Adhesive pylephlebitis, 313.

Adipositas universalis, 359.

Adrenal bodies, diseases of, 343.

Aginesis, 411.

Agraphia, 364.

Air, conveyance of infection by, 18.

Air passages, upper, examination of,
148.

Albuminoid liver, 299.

Albumin, quantitative estimation of,

199.

Albumin, tests for, 199.

Albuminuria, 198.

Alcoholic neuritis, 437.

Alcoholism, 483.

Alexia, 364.

Algid stage of Asiatic cholera, 60.

Alimentary glycosuria, 350.

Amaurosis, 365.

Amblyopia, 36s. .

Amblyopia, hysterical, 366.

Amimia, 364, 365.

Amnesia, 445.

Amnesic aphasia, 364.

Amcebic dysentery, 43.

Amphoric breathing, 163. °

Amyloid degeneration of the heart,
136.

Amyloid kidney, 218.

Amyloid liver, 299.

Amyloid spleen, 319.

Amyotrophic lateral sclerosis, 425.

Anarthria, 363.

Anchylostoma duodenale, 496.
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Anemia, cerebral, 396.
chlorotic, 332.
infantum pseudo-leuke-
mica, 338.
lymphatic, 337.
pernicious, 332.
post-malarial, 49.
secondary, 330.
splenic, 336.
symptomatic, 330.
Anemic murmurs, II9.
Anesthesia, examination for, 38s.
Anesthesia, hysterical, 443.
Aneurism, 142.
Aneurism of the abdominal aorta,
144.
Aneurism of the ascending arch, 144.
descending arch, 144.
thoracic aorta, 142.
transverse arch, 144.
Angina pectoris, 138.
Angioneurotic edema, 468.
Animal parasitic diseases, 491I.
Ankle clonus, 389.
Ankle jerk, 388.
Anopheles, 45.
Anosmia, 36s.
Anterior poliomyelitis, acute, 423.
chronic, 424.
Anthrax, 82.
Antitoxin, use of, in diphtheria, 63.
Aorta, aneurism of, 142.
dilatation of, 128.
Aortic area, auscultation of, 117.
Aortic insufficiency, r127.

Aortic obstruction (see Aortic Steno-
i

sis), 128.
Aortic regurgitation, 127.
Aortic stenosis, 128.
Aortitis, 128.
Aphasia, 363.
motor, 364.
sensory, 363.
Aphemia, 364.

INDEX.

Aphthae (see Aphthous Stomatitis;,
232.

. Bednar’s, 233.

Apoplexy, cerebral, 398.

Appendicitis, 274.

catarrhal, 275.

circumscribed, 275.

endo-, 275.

interstitial, 275.

parietal, 275.

peri" 275.

recurring, 276.

relapsing, 279.
Aran-Duchenne type of muscular

atrophy, 424.

Area, aortic, auscultation of, 117.
of deep cardiac dulness, 116.
of superficial cardiac dulness,

116.
mitral, 116.
pulmonic, 117.
tricuspid, 117.

Argyll-Robertson pupil, 368, 431.

Argyria, 344.

Arhythmia, 137.

Arsenical neuritis, 436, 4S8.

poisoning, 487.

Arterio-capillary fibrosis, 140.

Arterio-sclerosis, 140.

Arthralgia saturnina, 486.

Arthritis deformans, 356.

rheumatoid, 356.

Arthropathies, 431, 434.

Articular rheumatism (see ARheu-
matic Fever), s1.

Ascaris lumbricoides, 494.

Ascending nephritis (see Pyelo-

nephritis), 219.

Ascites, 283.

Asiatic cholera, 59.

Asphyxia, local, 467.

Aspiration, in empyema, 187; in peri-
cardal effusion, 123; in pleuritic
effusion, 187.
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Astasia-abasia, 446.
Asthma, 171.
Ataxia, 383.
Friedreich's, 429.
hereditary, 429.
hereditary cerebellar, 429.
locomotor, 430.
progressive spastic, 427.
static, 430.
Ataxic gait, 430.
Ataxic paraplegia, 427.
Atelectasis, 181.
Atheroma, 14o.
Athetosis, 384.
Atonic dyspepsia, 261.
Atrophic rhinitis. 151.
Atrophic pharyngitis, 237.
Atrophy, acute yellow, of liver, 300.
Atrophy of the heart, 136.
Atrophy, progressive
spinal, 424.
Auditory aphasia, 363, 364.
Auditory hyperesthesia, 371.
Auditory nerve, 370.

muscular,

Autumnal catarrh (see Hay Fever), .

152.

Bacillus of anthrax, 82.
of cholera, 59, 60.
of glanders, 84.
of influenza, 4o.
of leprosy, 109.
of Pfeiffer, 40.
of plague, 111.
of tuberculosis, 87, 101.
Klebs-Leeffler, 61.
mallei (glanders), 84.
tetanus, 8o.
typhosus, 25.
Barlow’s disease, 342.
Basedow’s disease, 345.
Basophiles, 325.
Baths in treatment of fever, 23.
Bednar’s aphthee, 233.

-
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Beef tape worm, 492.
Bell’s palsy, 370.
Beri-beri, 437.
Big-jaw (see Actinomycosis), 86.
Bile in urine, 200
Gmellin’s test for, 201.
Bile-passages, diseases of, 304, e seg,
Biliary colic, 308, 309.
Biliary fistula, 3r0.
Birth palsies, 411.
Black death (see Plague), 111.
Bladder, inflammation of
Cystitis), 227.
‘“ Black measles,” 72.
‘“ Black smallpox,”’ 75.
‘¢ Blasts,”’ 323.
Bleeder’s disease, 339.
Blepharospasm, 465.
Blindness, word, 363, 364.
Blood casts in urine, 208.
Blood, coagulation, time of, test for,
322.
Blood corpuscles in urine, 205.
Blood corpuscles, method of count-
ing, 325.
Blood, diseases of, 321.
examination of, 32I.
specimen of, how to secure,
322,
Blood flukes, 494.
Blood, fresh, microscopic appearance
of, 322.
Blood in feces, 248.
Blood in stomach contents, test for,
245.
Blood in urine, 200, 205.
Blood spitting (see Hemoptysis), 174.
Blood, stained, microscopic examina-
tion of, 323.
Blood vessels, diseases of, 140.
Blue line on gums, 486.
Bothriocephalus latus, 492.
Bowel, affections of (see /nlestines),
266 et seq.

(see
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Bradycardia, 137. Cardiac dulness, deep, 116.
Brain abacess, 407. superficial, 116,
Brain, diseases of, 391. Cardiac murmurs, 117.
Break-bone fever, 37. Cardialgia, 263.

Breakfast, test, 242. . Caries of nasal bones, 151,

¢ Brick-dust deposit ' in urine, 202. | Casts in urine, 206.

Bright’s disease, classification of, 210. | Catalepsy, 472.
Bromatotoxismus, 488. Catarrh, chronic nasal, 151.
Bronchial Catarrh (see Bromchitis) chronic gastric, 250.

164. suffocative, 166.
Bronchial flukes, 494. Catarrhal croup, 153.

Bronchial glands, tuberculosis of, | Catarrhal dysentery, 43.

92. : Catarrhal fever (see /nfluenza), 40.
Bronchial tubes, diseases of, 164. Catarrhal gastritis, chronic, 250.
Bronchiectasis, 169. ' Catarrhal jaundice, 307.
Bronchitis, 164. Catarrhal nephritis, 211, 213.

acute simple, 165. Catarrhal pharyngitis, 236.
capillary, 166. Catarrhal tonsillitis, 235.

chronic, 168. Cavities, pulmonary, signs of, 100.
plastic, 169. Central myelitis, 421,

Bronchocele, 344.
Bronchophony, 164.
Bronchorrhea, 168.

Brown atrophy of the heart, 136.
Bubonic plague, 111.

Bulbar paralysis, 410.

Cachexia, malarial, 49.
Cachexia strumipriva, 347.
Caisson disease, 435.
Calcium oxalate in urine, 195, 203.
Calculi, biliary, 308.
Calculi, pancreatic, 316.
Calculi, renal, 222,
Cancer, intestinal, 280.
of gall-ducts, 3r2.
of liver, 302.
of pancreas, 316.
of stomach, 256.
Cancrum oris (see Gangrenous stom-
alitis), 233.
Caput Meduse, 288, 297.
Carbonates in urine, 198,

Central scotoma, 366.
Cerebellar ataxia, 383.
Cerebellar ataxia, hereditary, 429.
Cerebellar hemorrhage, 400.
Cerebral anemia, 396.
apoplexy, 398.
embolism, 402.
hemorrhage, 398.
hyperemia, 397.
localization, 390.
softening, 402.
thrombosis, 402.
paralysis, infantile, 411.
syphilis, 441.
tumor, 404.
type of paralysis, 379.
typhus, 33.
Cerebro-spinal fever, 53.
Cerebro-spinal meningitis, epidemic
(see Cerebro-spinal Fever), 53.
Cervical myelitis, 422.
pachymeningitis, 416.
Cestodes, 491.
Chancre, 105.
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Characteristic signs of infectious dis-
eases, 22.
Charcot’s joints, 431.
Charcot-Marie type of muscular atro-
phy, 425.
Cheese-cloth bath in infectious dis-
ease, 24.
Cheyne-Stokes respiration, 159.
Chickenpox (see Varicella), 77.
Children, diarrheas of, 268.
Chloralism, 48s.
Chlorides in urine, 198,
Chlorosis, 332.
Chlorosis, Egyptian, 496.
Choked disc, 405.
Cholangitis, catarrhal, 310.
Cholecystitis, suppurative, 308.
Cholelithiasis, 308.
Cholera Asiatica (see Assatic Chol-
era), 59.
Cholera infantum, 268,
morbus, 268.
nostras, 268.
sporadic, 268.
Cholerine, s59.
Chorea, 456.
electrical, 460.
grave, 457.
gravidarum, 457.
habit, 460.
hereditary, 459.
Huntingdon’s, 459.
minor, 456.
of pregnancy, 457.
paralytic, 457.
Choreic movements, 38s.
Choreic status, 457.
Choreiform diseases, 459.
Chvostek’s sign in tetany, 459.
Chyluria, 195, 496.
Circulatory system, 113.
diseases of, 113.
physical examination of,
114.
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Circulatory symptoms referable to,
113.
Cirrhosis of the liver, 295.
Claw-hand, 424.
Clinical aspects of infectious disease,
20.
Clonic spasm, 383.
Clonus, ankle, 389.
Coagulation time of blood, test for,
322,
Cocainism, 486.
Cold bath in infectious disease, 24.
Cold compresses in infectious dis-
eases, 24.
Cold in the head, 150.
Cold pack in infectious disease, 24.
Colic, biliary, 308, 309.
gall-stone, 308, 309.
lead, 486.
pancreatic, 316.
renal, 223.
Collapse, 21.
Collapse of the lung, 181.
Colles’ law, 104.
Color blindness, 366.
Combined acids in stomach contents,
test for, 244.
Combined sclerosis, 427.
Comma bacillus, 59.
Common sensibility, tests of, 385.
Concentric contraction of visual field,
366.
Congenital torticollis, 465.
Congestion of the lungs, 172.
Conjugate deviation of the eyes, 368.
Conjunctival reflex, 387.
Constipation, 279.
Constitutional diseases, 349.
Consumption (see 7uberculosis), 87,
el seq.
Contagious diseases, 17.
Coutagion, 17.
Continued fever, 20.
Contracted kidneys, 215.
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Contraction of visual field, concen- | Cystin in urine, 203.
tric, 368. Cystitis, 227.
Contractures, 379, 383.
Convalescence from infectious dis- | Dandy fever, 37.
ease, 25. Deafness, nerve, 371.
Convalescence from typhoid, 33. Deafness, word, 363, 364.
Convergence, optic, defective, 367. Deep reflexes, 388.

Convulsion, 384.
Convulsions, epileptic, 449.
hysterical, 445.
infantile, 469.
Jacksonian, 38s.
Co-ordination, muscular, tests of,
383.
. Coprolalia, 465.
Corrigan’s pulse, 128.
Coryza, 150.
Counting the red corpuscles, method
of, 32s. .
Coup de soleil, 473.
Course of fever, 21.
Cracked-pot sound, 161.
Cramp, 383.
Cramp, writer’s, 462.
Cranial nerve functions, 365.
Cretinism, 347.
Cremasteric reflex, 387.
Crisis, 21.
Crises, tabetic, 431.
Crossed amblyopid’, 365.
Crossed diplopia, 367.
Croup, catarrhal, 153.
false, 153.
membranous(see Diphtheria)
62.
spasmodic, 153.
Croupous bronchitis (see Plastic
Bronchilis), 169.
Croupous pneumonia (see Preumonic
Fever), s5.
Cuirass, tabetic, 431.
Cutaneous reflexes, 387.
Cylindroids in urine, 208.
Cysticercus, 491, 492.

Defervescence of fever, 21.

Degenerations of the heart muscle,
135.

Degeneration, reaction of, 382.

Delayed sensation, 387.

Delirium cordis, 138.

Delirium tremens, 483.-

Dementia, paralytic, 412.

Dengue, 37.

Derbyshire neck, 344.

Desquamative nephritis, 211, 213.

Diabetes insipidus, 352.

Diabetes mellitus, 349.

Diabetes, pancreatic, 350.

Diabetic tabes, 350.

Diacetic acid in urine, 201,

Diagnosis of infectious disease, 21.

Diaphragmatic movements, observa-
tion of, 159.

Diarrhea (see Enleritis), 265, 267.

Diarrheas of children, 268.

Diastolic shock in aortic aneurism,
143.

Diathesis, gouty, 354.

Diazo-reaction, 30.

Diet in infectious disease, 23.

Differential count of leucocytes, how
made, 325.

Diffuse myelitis, 421.

Diffuse nephritis, 211, 213.

Digestive tract, diseases of, 231.

Digiti mortui, 467.

Dilatation of the bronchial tubes (see
Bronchiectasis), 169.

Dilatation of the heart, 133.

Dilatation of the stomach, 258.

Diphtheria, 61.
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Diphtheritic dysentery, 43.

Diphtheritic paralysis, 62.

Diplegia, lesions causing, 380.

Diplopia, 367.

Disinfection in infectious disease, 23.

Disseminated cerebro-spinal sclerosis,

414.

Dissociation, syringomyelic, 434.

Distoma hematobium, 494.
hepaticum, 493.
pulmonalis, 494.

Diver's paralysis, 435.

Dreams, 472.

Dropsy, abdominal (Ascifes), 28s.

Dropsy, cardiac, treatment of, 131.

Dropsy of gall-bladder, 308.

Drug-habits (see /nloxications), 483.

Dubini’s disease, 460.

Ductless glands, diseases of, 343.

Dust, conveyance of intection by,

18.

Dysarthria, 363.

Dyschromatopsia, 444.

Dysentery, 43.

Dyspepsia, atonic, 261.

Dyspepsia, nervous, 261.

Dystrophy, muscular, 480.

Echinococcus, 492.
Eclampsia, infantile, 469.
Ecstacy, 472.
Edema, angioneurotic, 468.
Edema glottidis, 154.
Edema of the lungs, 173.
Egyptian chlorosis, 496.
Ehrlich’s diazo-reaction, 30.
Elbow jerk, 388.
Electrical chorea, 460.
Electrical irritability, method of test-
ing, 381.
Elephantiasis, 496.
Embolism, cerebral, 402.
Embryocardia, 138.
Emotional condition, 363.

Emphysema, 175.
Emprosthotonos, 8t.
Empyema (see Pleurisy, purulent),
183.
Empyema of gall-bladder, 308.
Encephalitis, acute hemorrhagic,
407.
Encephalitis, purulent, 407.
Encephalopathy, lead, 487.
Endarteritis, 140.
Endocarditis, 123.
chronic, 124.
infective, 124.
mural, 123.
Endocardium, diseases of, 123.
Enteralgia, 281.
Enteric fever (see Typhoid), 25.
Enteritis, acute, 265.
chronic, 267.
membranous, 281.
Entero-colitis in children, 268.
Enteroptosis, 263.
Enumeration of blood corpuscles,
325.
Enuresis, 228.
Eosinophiles, 324.
Epidemic parotitis (see Mumps), 79.
Epigastric reflex, 387.
Epilepsy, 449.
nocturnal, 450.
psychical, 450.
Epithelial casts in urine, 207.
Erb's phenomenon in tetany, 459.
Erysipelas, 63.
Erythrocytes, 322.
Erythromelalgia, 437.
Esophagitis, 238.
Esophagus, diseases of, 238.
stenosis of, 238.
stricture of, 238.
Estivo-autumnal malarial fever, 47.
Exhaustion, heat, 472.
Exhaustion, nervous, 453.
Exophthalmic goitre, 345.
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External anthrax, 82. First nerve, 365.
Egyes, conjugate deviation of, 368. Fish tape-worm, 492.

. motor nerves of, 366. Fish, poisoning by, 488.

Ristula, biliary, 310.

Facial hemiatrophy, 469. Flaccid paralysis, 379.
Facial nerve, 370. Floating kidney, 226.
Facial tic, 465. Floating spleen, 319.
False casts in urine, 208. " Florid phthisis, g5.
Famine fever (see Relapsing fever), | Flukes, 493.

36. Follicular pharyngitis, 237.
Farcy (see Glanders), 84. Follicular tonsillitis, 234.
Fastigum of fever, 21. Fomites, 17.

Fatigue neurosis, 462. Food-poisoning, 488.

Fatty degeneration of the heart, 135. | Foreign bodies in the noee, 151.
Fatty liver, 302. Formication, 387.

Fatty stools, 247, 305, 314. Fremitus, vocal, 160.

Fecal impaction, 272.

Feces, examination of, 246.
Feces, microscopical examination of,
248.
Fermentation test for sugar, 200.
Ferrocyanic test for albumin, 199.
Fetal rhythm, 138.
Fever, 20.
cheese cloth bath in, 24.
cold bath in, 24.
cold compress in, 24.
cold pack in, 24.
convalescence from, 25s.
diet in, 23.
general treatment of, 23.
hydrotherapy in, 23.
inflammatory, 21.
sponge bath in, 23.
stimulants in, 24.
types of, 20.
Fibrillation, 334.
Fibrinous bronchitis (see Plastic
Bronchitis), 169.
Fibrosis, arterio-capillary, 140.
Field of vision, method of testing,
365.
Fifth nerve, diseases of, 368.
Filaria sanguinis hominis, 496.

Priction, pericardial, 121.

. perihepatic, 289.

pleural, 184.

Friedlander’s bacillus, ss.
Friedreich’s ataxia, 429.
Fulgurant pains. 431.
Functional nervous diseases, 442.
Funnel-breast, 157.

Gall-bladder, dropsy of, 308.
Gall-bladder, empyema of, 308.
Gall-ducts, cancer of, 312.
diseases of, 286, ef seg.
parasites in, 312.
stenosis of, 312.
Galloping consumption, g5.
Gallop rhythm, 138.
Gall-stone colic, 308, 309.
Gall-stones, 308.
Gangrene of the lungs, 179.
Gangrene, symmetrical, 467.
Gangrenous stomatitis, 233.
Gastralgia, 263.
Gastric cancer, 256.
catarrh, chronic, 250.
dilatation, 258.
neurasthenia, 261.
neuroses, 260.
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Gastric ulcer, 253.
Gastritis, acute, 249.
acute toxic, 250.
chronic catarrhal, 250.
phlegmonous, 250.
Gastrodynia, 263.
Gastro-intestinal diseases, 239.
Gastroptosis, 263.
General management of fevers, 23.
General paralysis of the insane, 412.
General tuberculosis, 89.
German measles (see Rubella), 73.
Girdle sensation, 421, 431.
Glanders, 84.
Glenard’s disease, 263.
Glossitis, 233.
Glossopharyngeal nerve, 372.
Gluteal reflex, 387.
Glycosuria, 199.
alimentary, 350.
lipogenic, 350.
Gmellin’s test for bile, 201.
Goitre, 344.
exophthalmic, 34s.
Gout, 353.
Gout, rheumatic, 356.
Gouty kidney (see Chronic Interstial
Nephritis), 215,
Gower’s solution, 325.
Grand mal epileptique, 449.
hysterique, 445.
Granular casts in urine, 207.
Grandular kidney (see Chronic Inter-
stial Nephritis), 2.5.
Granular pharyngitis, 237.
Gravel (see Nephrolithiasis), 222.
Grave's disease, 345.
Gray hepatization, 57.
Green sickness (see Chlorosis), 332.

Habit chorea, 460.

Habit spasm, 460.

Haines’ test for sugar, 200.
Hallucinations of smell, 365.
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Hay fever, 152.
Headache, sick, 463.
Heart, albuminoid degeneration of,
135.
amyloid degeneration of, 136.
arhythmia of, 137.
atrophy of, 136.
dilatation of, 133.
fatty degeneration of, 135.
fatty infiltration of, 136.
failure, in typhoid, treatment
of, 33.
fibroid degeneration of, 135.
hypertrophy of, 131.
in rheumatic fever, 51.
intermission of, 137.
irregularity of, 137.
neuroses of, 136.
palpitation of, 136.
physical examination of, 114.
relative insufficiency of, 125.
treatment of valvular disease
of, 131.
valvular disease, 125.
Heat exhaustion, 472.
prostration, 472.
Heat-stroke, 473.
Heat test for albumin, 199.
Heberden's nodosities, 356.
Heller's test for albumin, 199.
Hematemesis, 259.
Hematoma of the dura mater, 391.
Hematuria, 200, 205.
Hemianesthesia, hysterical, 444.
Hemianopsia, 366.
Hemiatrophy, facial, 467.
Hemicrania, 463.
Hemiplegia, 399.
hysterical, 446.
localization of
causing, 380.
Hemiplegic state, 399.
Hemoglobin, estimation of, 329.
Hemoglobinuria, 200, 205.

lesion
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Hemoglobinuria, malarial, 48.
Hemopericardium, 123.
Hemophilia. 339.
Hemoptysis, 174.
treatment of, 104.
Hemorrhage, cerebellar, 400.
cerebral, 398.
into stomach, 259.
intracranial, 398.
spinal, 418.
Hemorrhagic diathesis, 339.
encephalitis, acute,
measles, 72.
Hemosporidia, 45.
Hemothorax, 189.
Henoch'’s purpura, 340.
~ Hepatic abscess, 43.
intermittent fever, 310.
Hepatitis, acute parenchymatous,
300.
Hepatitis, interstitial (see Cirrhosis
of liver), 295.
Hepatitis, suppurative, 293.
Hepatoptosis, 263.
Hereditary ataxia, 429.
cerebellar, 429.
chorea, 459.
spastic paraplegia, 427.
Hippocratic facies, 283.
Hippuric acid, 197.
History of previous infectious dis-
eases, 2I. .
Hodgkin’s disease, 337.
Homonymous diplopia, 367.
Homonymous hemianopsia, 366.
Huntingdon’s chorea, 459.
Hyaline casts in urine, 206.
Hydatid cyst of the liver, 492.
Hydatid thrill, 289.
Hydrencephaloid, 395.
Hydrocephaloid, 395.
Hydrocephalus, 394.

" INDEX.

Hydm;aephdun, acute (Memingeal
tubevecnlosis), 9t.
‘ spurions, 395.

‘Hydrochloric acid in stomach con-

tents, test for, 243.
Hydronephrosis, 224.
Hydropericardium, 123.
Hydrophobia (see Rabies), 83.
Hydro-pneumothorax, 188.
Hydrops vesice fellese, 308.
Hydrotherapy in treatment of infec-

tious disease, 23.
Hydrothorax. 189.
Hyperacidity, 262.
Hyperacusis, 371.
Hyperalgesia, tests for, 386.

Hyperesthesia, auditory, 371. .
cutaneous, examina-
tion for, 386.
hysterical, 445.
Hyperleucocytosis, 327.
Hyperosmia, 365.
Hyperpyrexia, 21.
inrheumatic fever, 51.
Hypertrophic pharyngitis, 237.
rhinitis, 151.
Hypertrophy of the tonsils, 235s.
‘Hypochondriasis, 454.
Hypoglossal nerve, 373.
Hypoleucocytosis, 328
Hysteria, 442.
convulsions in, 445.
major, 445.
minor, 445.
motor phenomena in, 446.
paroxysmal phenomena of,
445.
traumatic, 464.
Hysterical abdomen, 284.
amblyopia, 366.
convulsions, 445.
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Hysterical hemiplegia, 446.
monoplegia, 446.
paralysis, 446.
rhythmical spasms, 447.
tics, 447.
tremors, 447.
Hysterogenic zone, 44s.

Icterus, 304.
neonatorum, 306.
gravis, 300.
saturninus, 486.
Tleus (/ntestinal Obstruction), 271.
Immunity, 18.
acquired, 18.
experimental, 18.
natural, 18.
Impaction, fecal, 272.
Incontinence of urine, 228.
Inco-ordination, 383.
Incubation, period of, 19.
Incubus, 472.
Indican, 197.
Indigestion, intestinal, in children,
268.
Infantile cerebral palsies, 411.
convulsons, 469.
eclampsia, 469.
form of muscular dys-
trophy, 481.
Infected patient, management of, 22.
Infection, 17.
Infectious diseases, 17.
characteristic
signs of, 22,
cleanliness in, 22.
clinical aspectsof,
20.
diagnosis of, 21.
diet in, 23.
disinfection in, 23.
general manage-
ment of, 22,
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Infectious diseases,general treatment
of, 23.
temperature in,
21.
Infectiousness, period of, 19.
Inferior polioencephalitis, 410.
Inflammatory fever, 20.
rheumatism(see Rkeu-
matic Fever), 51.
Influenza, 4o0.
Insects, conveyance of infection by,
18.
Insolation, 473.
Insomnia, 471.
Insufficiency, aortic, 127.
mitral, 125,
pulmonic, r29.
relative, 125.
tricuspid, 129.
Insular sclerosis, 414.
Intellectual functions, examination
of, 363.
Intention tremor, 384.
Intercostal myalgia, 186.
neuralgia, 186.
Interlobular emphysema, 175.
Intermittent fever, 20.
Charcot’s, 310.
malarial, 47.
Intermittent fever, hepatic, 310.
Internal anthrax, 82.
Interstitial emphysema, 175.
Interstitial hepatitis (see Cirrkosis of
Liver), 295.
cancer, 280.
Intestinal hemorrhage,
of, 32. A
indigestion in children,
268.
mycosis(seeAnthrax),82.
nephritis, chronic, 215.
nephritis, suppurative
(see Pyelonephritis),
219.

treatment
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Intestinal neuralgia, 281.
neuroses, 281.
obstruction, 271.
perforation,in typhoid,33
Intestines, cancer of, 280.
Intoxications, 483.
Intracranial tumor, 404.
Intussusception, 271.
Invagination, a71. :
Invasion of the body by micro-organ-
isms, 18,
Irregular gout. 454.

Jacksonian convulsions, 385.

Jail fever, 33.

Jaundice, 304.
hepatogenous, 304.
hematogenous, 30s.
in liver diseases, 287.
in pyemia, 68.
‘in relapsing fever, 37.
in septicemia, 67.
in yellow fever, 42.
malignant, 300.
simple catarrhal, 307.

Jaw jerk, 388.

Joints, Charcot’s, 431.

Jumpers, 466.

Juvenile form of progressive muscu-

lar dystrophy, 480.

Kakké, 437.
Kernig’s sign of cerebro-spinal men-
ingitis, 54.
Kidney, amyloid, 218.
congestion of, 209, 210.
R contracted, 2r15.
floating, 226.
gouty, 215.
granular, 215.
hyperemia of, 209, 210.
inflammation of (see MNe-
phritis).
lardaceous, 218.

INDEX.

Kidney, large white, 213.
movable, 226.
* passive congestion of, 210.
physical examination of,
192.
small white, 213.
stone in the, 222,
surgical (see  Pyelone-
Phritis), 219.
tuberculosis of, 221.
waxy, 218.
Klebes-Leoeffier bacillus, 61.
Knee jerk, 388.
Koplik's sign of measles, 71.
Kreatinin, 197.

Labio-glosso-laryngeal paralysis, 410.
Labryinthine vertigo, 371.
Lactic acid in stomach-contents, test
for, 244.
Leennec's cirrhosis of liver, 296.
La Grippe (see /nfluenza), 40.
Landouzy-Dejerine type of muscular
dystrophy, 481.
Landry’s paralysis, 419.
Lardaceous kidney, 218.
Lardaceous liver, 299.
Large white kidney, 213.
Laryngeal diphtheria, 62.
Laryngitis, acute catarrhal, j353.
chronic catarrhal, 154.
edematous, 154.
syphilitic, 155.
tubercular, 155.
Larynx, examination of, 149, 372.
Latah, 466.
Lateral sclerosis, 426.
amyotrophic, 425. .
Lead colic, 486.
encephalopathy, 487.
neuritis, 437.
palsy, 437.
Lead-poisoning, 486.
Leucin in u.rine, 204.
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Leucocytes in urine, 205.

large mononuclear, 324.

polynuclear, 324. .

small mononuclear, 324.

varieties of, 324.
Leucocythemia, 334.
Leucocytosis, 327.

in malaria, 49.
in pneumonia, 56.

in rheumatic fever, 52.

in typhoid, 33.
Leucopenia, 328.
Leukemia, 334.
lymphatic, 335.
spleno-medullary, 335.
Lepra, 109.
Leprosy, 109.
anesthetic, 110.
tubercular, 110.
Leptomeningitis, 392, 417.
Lightning pains, 431.
Light, reaction to, 368.
Lipogenic glycosuria, 350.
Lithemia (see Jrregular gout), 354.
Lithiasis, biliary, 308.
renal, 222,
Little’s disease, 412.
Liver, abscess of, 293.
acute yellow atrophy of, 300.
albuminoid, 299.
amyloid, 299.
anemia of, 291.
cancer of, 302.
cirrhosis of, 29s.
congestion of, 291.
cyanotic atrophy of, 29r.
diseases of, 286, ¢/ seg.
examination of, 288.
fe:tty degeneration of, 302.
fatty infiltration of, 302.
flukes, 493.
hydatid cyst of, 492.
hyperemia of, active, 291.
passive, 29I.
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Liver, lardaceous, 299.
malformations of, 290.
malpositions of, 2go.
‘‘nutmeg,’’ 291.
percussion limits of, 290.
red atrophy of, 291.
wandering, 290.
waxy, 299.

Lobar pneumonia (see Preumonic

Fever), ss.

Local asphyxia, 467.

Local syncope, 467.

Localization, cerebral, 390.

Lockjaw (see Zefanus), 8o.

Locomotor ataxia, 430.

Lower neuron, 378.

Lower respiratory tract, diseases of,

156.
Lower respiratory tract, examination
of, 157.

Lues venerea (see Syphkilis), 104.

Lumbago, 479.

Lumbar puncture, in cerebro-spinal

fever, 54.
Lumpy jaw (see Alctinomycosis), 86.
Lungs, abscess of, 180.
congestion of, 172.
consumption of the, 93.
edema of, 173.
gangrene of, 179.
hyperemia of, 172.
tuberculosis of the, g93.
tumors of, 181.

Lymphadenitis, tuberculous, g2.

Lymphatic leukemia, 335.

Lymphemia, 335.

Lympho-sarcoma, 337.

Lyssa (see Rabies), 83.

Macrocytes, 322.
Main en griffe, 424.
Malacosteon, 359.
Malaria, 45.

malignant, 47.
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Malarial parasite, 4s. Miliary tuberculosis of the imtes-
paroxysm, 46. tines, 89.
Malignant jaundice, 300. of the lungs,
Malignant malaria, 47. 90, 93.
Malignant measles, 72. _ of the men-
Malignant pustule (see Anthrax), ” ’ ingesa, or.
82. Milk, daveyance of infection by, 17.
Management of an infected patient, | Mimic spasm, 465.
22. Mitral ares, anscultation of, 116.
Management of fevers, 23. insufficiency, 125.
Mania a potu, 483. obstruction, 126.

Markzellen, 324.
Mayo-Robson point, 310.

McBurney’s point, 276. P
Measles, 71. /"
Meleena neonatorum, 26o. ’ ,’/
Melasma, 343. ‘

Membranous bronchitis, 169,
Membranous croup, 62.
Membranous enteritis, 281.
Meniere’s disease, 371.
Meningitis, epidemic cerebro-spinal,
53
Meningesl tuberculosis, 91.
Meningitis, basilar, gI1.
cerebral, 39I.
spinal, 416.
tubercular, gr.
Meningococcus intracellularis, 53.
Mental condition, examination as to,
363.
Mental torticollis, 466.
Metallic tinkling, 164.
Metastatic abscesses, 67.
Metatarsalgia, 440.
Micrococcus lanceolatus, 55.
Microcytes, 322.
Micro-organisms, methods of access
to body, 18.
Microscopical examination of urine,
201.
Migraine, 463.
Miliary fever, 39.
Miliary tuberculosis, 89.

. regurgitation, 125.

stenosis, 126.

Mollities ossium, 359.

Monoplegia, hysterical, 446.

Monoplegia, localization of lesions
causing, 380.

Morbilli (see Measles), 71.

Morbus Weilhofii, 340.

Morphinism, 485.

Morvan'’s disease, 434.

Motor aphasia, 364.

Motor ataxia, 383.

Motor functions, examination of, 374.

Motor function of stomach, test for,
245.

Motor nerves of eye, 366.

Motor phenomena in hysteria, 446.

Mouth, affections of, 231.

examination of, 231.

Movable kidney, 226.

Multiple abscesses, 67.

Multiple sclerosis, 414.

Multiple neuritis, 436.

Mumps, 79.

Muscles, diseases of the, 477.

Muscular  atrophy,  progressive,
spinal, 424.

Muscular co-ordination, tests of, 383.

Muscular cramps, 486.

Muscular dystrophy, 480.

Muscular movements, abnormal, 383.

Muscular nutrition, tests of, 381.

Muscular power, tests of, 374.
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Muscular rheumatism, 479.
Muscular sense, tests of, 386.
Myalgia, 479.
Mycosis, intestinal (see Anthrax), 82.
Myelitis, 420.
Myelitis. acute polio-, 423.
cervical, 422.
chronic, 422.
Myelocytes, 324.
Mpyocarditis, acute, 134.
chronic, 135.
fibrous, 135.
Mpyocardium, diseases of, 131.
Mpyoclonus, 460.
Myopathic facies, 481.
Myositis, 477.
ossifying, 478.
primary, 477.
rheumatic, 479.
secondary, 478.
Mpyotonia congenita, 479.
Mpyotonic reaction, 480.
Myriachit, 466.
Myxedema, 347.
operative, 347.

Narcolepsy. 472.
Nasal catarrh, acute, 150.
chronic, 151.
Nasal diphtheria, 62.
Necrosis of nasal bones, 151.
Nematodes, 494.
Nephritis, acute parenchymatous,
211,
Nephritis, ascending, 219.
catarrhal, 211, 213.
chronic interstitial, 215.
chronic parenchymatous,
213.
desquamative, 211, 213.
diffuse, 211, 213,
obstructive, 219,
parenchymatous, 211, 213.
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Nephritis, suppurative, 219,
tubal, 211, 213.
Nephritides (see Bright’s Disease),

210.
Nephrolithiasis, 222.
Nephroptosis, 226, 263.
Nerve deafness, 371.
Nerves, cranial, functions of, 365.
Nerves, peripheral, diseases of, 435.
Nervous diarrhea, 281.
Nervous diseases, functional, 442.
Nervous dyspepsia, 261.
Nervous exhaustion, 453.
Nervous prostration, 453.
Nervous system, diseases of, 361.
examination of, 362.
syphilis of, 440.
Neuralgia, 439.
of the bowel, 281.
of the heart (see Angina
pectoris), 138,
Neuralgia of the stomach, 263.
Neurasthenia, 453.
gastric, 261.
traumatic, 464.
Neuritis, 435.
alcoholic, 437.
arsenical, 488.
lead, 437, 486.
multiple, 436.
simple, 436.
Neuron, lower, 378.
upper, 378.
Neuroses, 442.
fatigue, 462.
intestinal, 281.
occupation, 462.
traumatic, 464.
Neutrophiles, 32s.
polynuclear, 324.
Night-mare, 472.
Night-terrors, 472.
Nitric acid test for albumin, 199.
Nocturnal epilepsy, 450.
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Nodosities, Heberden’s, 356.

Noma (see Gangremons Slomalitis),
233.

Normal temperature, 22,

Nose, diseases of, 150.
examination of, 148. .

Nuclear ophthalmoplegia, 408,

Nutmeg liver, 291.

Nystagmus, 368, 384.

Obesity, 359. .

Obstruction, aortic, 128. - ,
intestinal, 271. ,}[
mitral, 126. FA

N
pulmonic, 129..
pyloric, 258. '
tricuspid, 129.
Obstructive nephritis (see Pyelo-
nepheilis), 219.
Occupation neuroses, 462.
Olfactory nerve, 365.
Omalgis, 479.
Onset of infectious disease, mode of,
1.
Operative myxedema, 347.
Ophthalmoplegia, nuclear, 408.
Opisthotonos, 81.
Optic nerve, 36s.
Optic neuritis, due to intracranial
tumor, 40s.
Orchitis, complicating numps, 8o.
Organic acids in stomach contents,
test for, 244.
Organic reflexes, 389.
Ossifying myositis, 478.
Osteoarthritis, 356.
Osteomalacia, 359.
Osteophytes, 356.
Ovarian cyst, 28s.
Oxyphiles, 325.
Oxyuris vermicularis, 494.
Ozena, 151.

Pachymeningitis, cerebral, 391.
spinal, 416.

INDEX.'

Pain, hepatic, 286.
Pain sense, tests of, 386.
Paidls, fulgurant, 431.
lightning, 431.
Palatal reflex, 387.
Palpitation of heart, 136.
Palsy, Bell’s, 370.
_ shaking, 460.
Pancreas, diseases of, 314.
examination of, 314,
Pancreatic calculi, 316.
cancer, 316.
colic, 316.
cysts, 316.
diabetes, 350.
Pancreatitis, acute, 314.
chronic, 316.
gangrenous, 31I5.
hemorrhagic, 315.
suppurative, 315.
Paragraphia, 364.
Paralysis, 375, et seg.
acute ascending, 419.
agitans, 460.
atrophic spinal, 423.
bulbar, 410.
cerebral type of, 379.
diver’s, 43s.
general, of the insane,
412,
hysterical, 446.
infantile cerebral, 411.
infantile spinal, 423.
labio-glosso-laryngeal.410.
Landry’s, 419.
laryngeal, 373.
localization of lesion caus-
ing, 380.
pseudo-hypertrophic, 480.
spastic spinal, 426.
spinal type of, 379.
Paralytic chorea, 457.
Paralytic dementia, 412.
Paralytic strabismus, 367.
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Paralytic thorax, 157.
Paramimia, 365.
Paramyoclonus multiplex, 460.
Paraphasia, 364.
Paraplegia, spastic, 426.
spastic, hereditary, 427.
Parasites, animal, diseases due to, 491.
Parasyphilitic lesions, 440.
Parenchymatous nephritis, 211, 213.
Paresis, general, 412.
Paresis, muscular, 374.
Paresthesia, 386.
Paris Green, poisoning by, 487.
Parkinson’s disease, 460.
Parosmia, 365.
Parotitis, epidemic (see Mumps), 79.
Paroxysmal phenomena of hysteria,
445.
Passive tremor, 384.
Pavor nocturnus, 472.
Peliosis rheumatica, 51, 340.
Pelvic affections in women, 277.
Perforation, intestinal, in typhoid,
33.
Pericarditis, 121.
Pericardium, diseases of, 121.
Perihepatitis, 292.
Perinephritic abscess, 277.
Period of incubation, 1q.
Period of infectiousness, 19.
Peripheral nerves, diseases of, 435.
Perisplenitis, 317.
Peritoneum, diseases of, 282.
Peritonitis, acute, 282.
acute circumscribed, 283.
chronic, 284.
Pernicious anemia, 333.
Pernicious malaria, 47.
Peroneal type of, muscular atrophy,
425.
Pertussis (see Whooping Cough), 78.
Petit mal, 450.
Pfeiffer’s bacillus, 4o.
Phagocytosis, 18.

33
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Pharyngitis, atrophic, 237.
catarrhal, 237.
follicular, 237.
granular, 237.
hypertrophic, 237.
phlegmonous, 237.
sicca, 237.
ulcerative, 237.
Pharynx, examination of, 149, 232,
372
Phlegmonous pharyngitis, 237.
Phlegmonous tonsillitis, 235.
Phosphates in urine, 195, 198, 204.
Phosphorus-poisoning, 3o1.
Phthisis Florida, g5.
pneumonic, gs.
pulmonalis (see Pulmonary
tuberculosis), 93, et seq.
Physical examination in infectious
diseases, 21.
Physical examination of the respira-
tory organs, 157.
Physiological albuminuria, 198.
Picric acid test for albumin, 199.
Pigeon-breast, 157.
Pin worm, 494.
Plague, 111.
Plantar reflex, 387.
Plasmodium malarize, 45.
Plastic bronchitis, 169.
Pleurisy, 183.
Pleuritic effusion, 183, ¢/ seq.
Pleuritis (see Pleurisy), 183.
Pleurodynia, 479.
Pleuro-pneumonia, 57.
Pleurosthotonos, 81.
Plumbism, 486.
Pueumococcus, §5.

Pneumogastric nerve, 372.
Pneumonia (see Preumonic Fever),
55-
aspiration, 177.
broncho-, 177.
catarrhal, 177.
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Pneumonia, croupous (see Pseumonic
Fever), 55.
lobar (see Presmonic
Fever), s5.
lobular, 177.
Pneumonic fever, §5. °
Pneumo-pericardium, 123.
Pneumo-thorax, 187.
Pock marks, 75,
Podagra (see Gowl), 353.
Poikilocytes, 322.
Poisoning, arsenical, 187.
food, 488.
lead, 486. .
phosphorus, 3or.
ptomaine, 488.
strychnine, 81.
Polioencephalitis, superior acute, 408.
. chronic, 409.
Tolioencephalitis, inferior, 4r0.
Polioencephalomyelitis, 410.
Poliomyelitis anterior, acute, 423.
chronic, 424.
Poliomyositis, acute infectious, 477.
Polyneuritis, 436.
Polysarcia, 359.
Polyuria, simple, 353.
Porencephalus, 411.
Pork tape-worm, 491.
Portal vein, diseases of, 313.
thrombosis of, 313.
septic of, 313.
Post-diphtheritic paralysis, 62.
Postero-lateral sclerosis, 427.
Post-malarial anemia, 49.
Pott's disease, 157.
Pox (see Syphilis), 104.
Pregnancy, chorea of, 457. '
extra-uterine, 278.
Pressure sense, tests of, 386.
Progressive muscular atrophy, spinal,
424.
Progressive spastic ataxia, 427.

INDEX.

Prophylaxis against Asiatic cholera,
60

Prophylaxis against infections dis-
_ eases, 22,
Prophylaxis against typhoid fever,
3r. .
Prophylaxis against typhus fever, 35.
dysentery, 44.
malarial

so.
rabies,
tuberculosis, 101.
whooping cough
79-
Propulsion, 461.
Prostration, heat, 472.
Prostration, nervous, 453.
¢ Prune-juice "’ sputum, s5.
Pruritus, 387.
Pseudo-hypertrophic paralysis, 48o.
Pseudo-leukemia, 337.
Pseudo-tabes, 437.
Psychical epilepsy, 450.
Ptomaine-poisoning, 488.
Pulmonary abscess, 180.
congestion, 172.
edema, 173.
gangrene, 179.
hyperemia, 172.
tuberculosis, 93.
acute pneumonic,94,
95.
broncho-pneumonic,
95-.
caseous, 94, 95.
fibroid, 94, 96.
fibro-caseous, 94, 97.
lobar, g6.
miliary, 90, 93.
prophylaxis of, 1o1.
Pulmonic area, auscultation of, 117.
insufficiency, 129.
obstruction, 129.
regurgitation, 129.
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Pulmonic stenosis, 129.
Pulse, 119.
Corrigan’s, 128.
trigeminal, 138.
water-hammer, 128.
Pulsus tardus, 128.
Pupil, Argyll-Robertson, 368, 431.
Pupillary-skin reflex, 387.
Pupils, examination of, 368.
Purpura, 340.
arthritic, 340.
hemorrhagica, 340.
Henoch'’s, 340.
rheumatica, 340.
secondary, 340.
simple, 340.
Purulent encephalitis, 407.
Pus casts in urine, 208.
Pus corpuscles in urine, 205.
Pustule, malignant, 82.
Pyelitis, 219.
Pyelonephritis, 219.
Pylephlebitis, adhesive, 313.
suppurative, 294, 313.
Pyloric obstruction, 258.
Pyogenic infection, in diphtheria, 61.
Pyonephrosis, 219, 225.
Pyo-pneumothorax, 184, 188,
Pyo-pneumothorax, subphrenic, 292.
Pyrexia, 20.
Pyuria, 205.

Qualitative alterations in electrical
irritability, 382.

Quantitative "alterations in electrical
irritability, 382.

Quantitative estimation of albumin,
199.

Quantitative estimation of sugar, 200.

Quartan malarial fever, 47.

Quinsy, 235.

Quotidian malarial fever, 47.

Rabies, 83.
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Rachitic rosary, 157, 358.

Rachitis, 358.

Ray fungus, 86.

Raynaud’s disease, 467.

Reaction of degeneration, 332.

Reaction, myotonic, 480.

Reactions, electrical, method of test-
ing, 381.

Recrudescence in typhoid, 29.

Red corpuscles, 322.

nucleated, 323.

Red hepatization, 57.

Reflexes, 337.

Reflex functions, examination of, 387

Regular gout, 354.

Regurgitation, aortic (see Aortic In-
sufficiency), 127.

Regurgitation, pulnionic, 129.

Regurgitation, tricuspid, 129.

Reichmann’s disease, 262.

Relapse in typhoid, 29.

Relapsing fever, 36.

Remittent fever, 20,

Renal calculus, 222,

Renal colic, 223.

Renal hyperemia, 209, 210.

Renal inflammation (see Nephritis),
210.

Renal tuberculosis, 221.

Resistance to infection, 18.

Respiratory organs, examination of,
157.

Respiratory system, diseases of, 147.

Respiratory tract, upper, diseases of,
147.

Results of testing functional activity
of stomach, significance, 245.

Retention of urine, 229.

Retrocedent gout, 354.

Retropharyngeal ahscess, 238.

Rheumatic fever, sI.

Rheumatic gout, 356.

Rheumatism (see Rheumatic Feirer),

sT.



Scapular reflex, 388.

Scarlatina anginosa, 69.

Scarlatina (see Scarlet Fever), 68.

simplex, 69.
maligna, 69.

Scarlet fever, 68.

Scarlet rash (see Scarlet Fever), 68.

Scleroderma, 468.

Sclerosis, amyotrophic lateral, 42s.
combined, 427.
disseminated, 414.
insular, 414.
lateral, 426.
multiple, 414.
of the posterior columns,

430.
postero-lateral, 427.
posterior spinal, 430.
Scorbutus, 341.
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Rheumatism, muscular, 479. Scotoma, central, 366.

Rheumatic myositis, 479. Scrofula, g2.

Rheumatic nodules, sr. Scurvy, 341.

Rheumatic purpura, §I1. infantile, 342.

Rheumatoid arthritis, 356. Second nerve, 36s.

Rhinitis, acute, 150. Sediments, urinary, 202.
atrophic, 151. Senile tremor, 467.
chrouic, 151. Sensory aphasia, 363.
chronic hypertrophic, 151. phenomena of hysteria, 447.

‘“Rice water” stools in Asiatic | Sepsis intestinalis, 65.

cholera, 6o. Septicemis, 66.

Rickets, 358. _ Septic fevers, 65.

‘Romberg’s sign, 430. . infection, 66.

Rose cold (see Hay fever), 152. intoxication, 6s.

Rosenbach’s reaction, 266. temperature, 68.

Rotheln (see Rubella), 73. Sexual neurasthenia, 454.

*‘ Rough on rats,” poisoning by, 487. | Shaking palsy, 460.

Rouleaux, 323. Ship fever, 33.

Round worm, 494. Sick headache, 463.

Rubella, 73. Signal symptom, 38s.

Rubeola (see Measles), 71. Sign, Romberg’s, 430.

¢ Rusty '’ sputum, §5. Westphal's, 431.

Simple neuritis, 436.
Sapremia, 6s. Sleep, disorders of, 471.
Saturnism, 486. Small-pox (see Variola), 74.

Small white kidney, 213.
Smell, hallucinations of, 365.
Softening, cerebral, 402.
Somnambulism, 471.
Sore throat (see Pharyngilis), 236,
237.

Spasm, 383.

habit, 460.

mimic, 465.
Spasmodic croup, 153.
Spasms, rhythmical, in hysteria, 447,
Spasmodic strabismus, 367.
Spastic ataxia, progressive, 427.
Spastic paraplegia, 426.

hereditary, 427.

Spasticity, muscular, 379, 383.
Specific lesions, 440.
Speech, disturbances of, 363.

Sphygmograph, 119.
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Spinal accessory nerve, 373.
Spinal cord, diseases of, 416.
Spinal curvature, 157.
form of progressive muscular
atrophy, 424.
hemorrhage, 418.
pachymeningitis, 416.
leptomeningitis, 417.
paralysis, spastic, 426.
sclerosis, amyotrophic lateral,
425.
combined, 427.
lateral, 426.
posterior, 430.
postero-lateral, 427.
syphilis, 441.
Spinal type of paralysis, 379.
Spirillum fever (see Relapsing
Fever), 36.
Spirillum Obermeieri, 36.
Spirocheta, 36.
Splanchnoptosis, 263.
Spleen, abscess of, 318.
amyloid, 319.
diseases of, 317.
examination of, 317.
floating, 319.
inflammnation of, 318.
neoplasms of, 318.
rupture of, 3¢8.
Splenic anemia, 336.
Splenic fever (see Anthrax), 82.
Splenitis, 318.
Spleno-medullary leukemia, 33s.
Splenoptosis, 263.
Spondylitis deformans, 158.
Sponge baths in infectious disease,
23.
Spotted fever, 53.
Spurious albuminuria, 198.
Spurious torticollis, 466.
Squint (see Strabismus), 367.
Stage of reaction in Asiatic cholera,
60.
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St. Anthony's fire (see Erysipelas),
63.
State, typhoid, 2r.
Static ataxia, 383.
Status epilepticus, 450.
Strangulation of bowel, 271.
‘¢ Strawberry tongue,”’ 69.
Stellwag’s sign, 346.
Stenocardia (see Angina Pectoris),
138.
Stenosis, aortic, 128.
of esophagus, 238.
of ‘gall-ducts, 312.
mitral, 126.
pulmonic, 129.
tricuspid, 129.
St. Gothard’s disease, 496.
Stigmata, hysterical, 443.
mental, 445.
motor, 445.
sensory, 443.
Stimulants in infectious disease, 24.
Stomach and intestines, diseases of,
239.
Stomach, cancer of, 256.
catarrh of, 250.
dilatation of, 258.
disorders, symptoms of,
239.
functional disorders of, 260.
hemorrhage into, 259.
neuralgia of, 263.
neuroses of, 260.
ulcer of, 253.
Stomach-contents, withdrawal of,
242.
Stomach-contents, chemical exami-
nation of, 243.
Stomach-contents, examination of,
243.
Stomach, external examination of,
241.
Stomach functions, examination of,
242.



tests for, 199, 200.
quantitative estimation of,
200.

Sulphates, in urine, 197, 198.
Sunstroke, 472.
Superficial reflexes, 387.
Superior polioencephalitis, 408, 409.
Suppression of urine, 229.
Suppurative interstitial nephritis (see

Pyelonephritis), 219.
Suppurative cholecystitis, 308.
Suppurative pylephlebitis, 294.
Suppurative tonsillitis, 235.
Supra-renal capsule, diseases of, 343.
Susceptibility, 18.
Sweating sickness, 39.
Sydenham’s chorea, 456.
Symmetrical gangrene, 467.
Symptomatic anemia, 330.
Symptomatic torticollis, 465.
Symptom, signal, 38s.
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Stomatitis, 232. Syncope, local, 467.
Stone in the kidney, 222. Syphilis, 104.
Stools, pathological, 247. acquired, 105,
color of, 247. cerebral, 441.
consistence of, 247. hereditary, ro7.
microscopical examination of the larynx, 155.
of, 248. . of the nervous system, 440.
odor of, 248. spinal, 441.
abnormal constituents of, | Syphilitic cirrhosis of liver, 296.
- 248. Syringomyelia, 433.
Strabismus, 367. Syringomyelic dissociation, 434-
Stricture of bowel, 271. A
Stricture of esophagus, 238. Tabes dorsalis, 430.
Strongylus duodenalis, 496. Tabes mesenterica, 93.
Struma, 344. Tabetic crises, 431.
‘Strychnine-poisoning, 81. Tabetic cuirass, 431,
St. Vitus' dance, 456. * | Tabetic ulcer, 432.
Sub-diaphragmatic abscess, 184, 292. | Tache cerebrale, 393.
Subphrenic abscess, 292, Tachycardia, 137.
Subphrenic pyopneumothorax, 292. | Tachycardia vasomotoria, 345.
Suffocative catarrh (see Capillasy | Tactile sense, tests of, 38s.
Bronchiltis), 166. Teenia echinococcus, 492.
Sugar in urine, 199. Teenia mediocanellata, 492.

Tenia saginata, 492.

Teenia solium, 49I1.

Tallgvist’'s method of estimating
hemoglobin, 329.

Tape-worm, 491I.

Taste, tests for sense of, 369.

Temperature in infectious diseases,
21,

Temperature, normal, 22.

Temperature sense, tests of, 386.

Temperature, septic type of, 68.

Tender points of Valleix, 439.

Tendon reflexes, 388.

Tertian malarial fever, 47.

Test breakfast, 242.

Test, therapeutic, for syphilis, 441.

Tetanella (see Zefany), 458.

Tetanus, 8o.

Tetany, 458.

Thermic fever, 473.

Therapeutic test, 441.
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Third nerve, examination of, 366.
Thoma-Zeiss apparatus, 325.
Thomsen’s disease, 479.
Thoracentesis, 187.
Thread worm, 494.
Thrill, hydatid, 289.
Throat, affections of, 231.
examination of, 232.
Thrombosis, cerebral, 402.
Thrombosis, cerebral, differentiation
from hemorrhage, 4o1.
Thrombosis of portal vein, 313.
Thrush (see Mycotic Somalitis), 233.
Tic douloureux, 439.
Tics, 4€s.
Tics, hysterical, 447.
Tinnitus aurium, 371.
Tongue, examination of, 221.
Tongue, inflammation of (see Glossi-
4s), 233.
Tonic spasm, 383.
Tonsils, hypertrophy of, 23s.
Tousillitis, 234.
acute catarrhal, 234.
acute follicular, 234.
acute suppurative, 235.
phlegmonous, 23s.
Tophi, gouty, 354.
Torticollis, 465.
Touch, tests of sense of, 38s.
Tracheal tug, in aortic aneurism,
143.
Trance, 472.
Transverse myelitis, 421.
Traumatic hysteria, 464.
neurasthenia, 464.
neuroses, 464.
Trematodes, 493.
Tremor, 384.
Tremors, hysterical, 447.
Tremor, senile, 461.
Triceps jerk, 388.
Trichina spiralis, 495.
Tricocephalus dispar, 496.
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Tricuspid area, auscultation of, 117.
insufficiency, 129.
obstruction, 129.
regurgitation, 129.
stenosis, 129.

Trigeminus nerve, 368.

Trismus (see Zelanus), 8o.

Trismus, 369.

Trophic phenomena of hysteria, 447.

Tropical dysentery, 43.

Tropho-neuroses, 466.

Trousseau’s phenomenon in tetany,

459.

Tubal nephritis, 211, 213.

Tube casts in urine, 206.

Tubercle bacillus, 87.

methods of infec-
tion by, 87.
method -of stain-
ing, r1o01.
formation of, 87.
structure of, 88.
Tubercular meningitis, g1.
Tuberculosis, 87.
acute, 89.
general miliary, 8g.
general pathology of,
87.
miliary, 89.
of the kidney, 221.
of the larynx, 155.
of the lungs, miliary,

90.
of th lymphatic
glands, g2.

pulmonary, 93.
caseous, 94, 95.
fibro-caseous,
94, 97.

fibroid, 94, 96.

chronic, 97.

ulcerative, 97.
Tuberculous lymphadenitis, 92.
Tumor, cerebral, 404.
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Tumor, intracranial, 404.
of intestine, causing obstruc-
tion, 271.
ot the lung, 181.
'Tymopfaniteo, in typhoid, treatment
» 33
Types of fever, 20,
Types of malarial fever, 46.
Typhoid fever, a5.
Typhoid state, 21.
Typhus fever, 33.
Tyrosin in urine, 204.

Ulcerative pharyngitis, 237.
Ulcer of the stomach, 253.
tabetic, 432.

Upper neuron, 378.

Urates, 195, 202, 204.

Urea, 196.

Uremia, 208.

Uremic asthma, 208,

Uric acid, 197, 202.

Uric acid diathesis (see Zrregular

Goul), 354.

Urinary sediments, 202.

Urinary system, diseases of, 181.

Urine, amorphous urates in, 202.
ammonio-magnesium  phos-

phate in, 204.

ammonium urate in, 204.
anatomical sediments in, 205.
blood in, 200, 205.
*‘ brick dust deposit’’ in, 202.
calcium oxalate in, 195, 203.
calcium phosphate in, 204.
casts in, 206.
chemical examination of, 196.
chemical sediments in, 202.
cloudiness of, 195.
color of, 194.
cystin in, 203.
epithelium in, 206.
examination of, 193.
incontinence of, 228.

.INDEX,

Urine, leucin in, 204.

triple phosphate in, 204.
uric acid in, 197, 202.

Vaccination, 76.
Vaccinia (see Vaccination), 77
Valleix, tender points of, 439
Valvular diseases of the heart, 125.
diagnosis of, 130.
prognosis in, 130.
treatment of, 131.
Valvulitis, 123.
Varicella, 77.
Variola, 74.
Varioloid, 75.
Vasomotor phenomena of hysteria,
447.
Vertigo, 371.
Vesicular emphysema, 175.
Visceral phenomena of hysteria, 447.
Visceroptosis, 263.
Visual aphasia, 363, 364.
Visual field, in hysteria, 443.
Vision, field of, method of testing,
365.
Vocal cords, paralysis of, 373.
Volvulus, 271.
Von Fleischl’s method of estimating
hemoglobin, 329.
Von Graefe’s sign, 346.
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Water, conveyance of infection by,
17.

Water-hammer pulse, 128.

Waxy casts in urine, 207.

Waxy kidney, 218.

Waxy liver, 299.

Whip worm, 496.

White corpuscles, forms of, 324.

Whooping cough, 78.

Widal test, 30.

Wool-sorter’s disease (see Anthrax),
82.

Word blindness, 363, 364.
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Word deafness, 363, 364.

Worms (see Animal Parasitic Dis-
eases), 491.

Wrist-drop, 486.

Wrist-jerk, 388.

Writer’s cramp, 462.

Wry neck, 465..

Xanthin, 197.

Yellow atrophy of liver, 300
Yellow fever, 41.
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