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1. ENTERIC FEVER

.What is it meant ?

Enteric fever includes Typhoid and Para-typhold fevers
caused by Salmonella Typhi and Paralyphi A.B.C.

Enterlc Fever is also a generalised septicemic infection
with wlde spread involvement of all the body tissues. It is not
a mere intestinal lesion. So the term Enteric Fever is a
misnomer, as the disease is generalised. It was named
Enteric fever with the idea that it was primarlly a disease of
intestine, evidenced by

(a) portal entry and exit of infecting bacilli being intestinal
tract, and

(b) severe intestinal lesions like haemorrhage and perfora-
Lion.

2. TYPHOID FEVER

What is Typhoid fever? What are its clinical features ? How can we
diagnosed a case of Typhoid fever in lst week and 2nd weck of illncss in
laboratory ? What are its complications? Describe its general management
and medicinal treatment. What is mcant by Typhoid state? Where it is

found ? What are the cardinal signs of Typhoid Performation ?

Nomenclature ofTyphold-The word TYPHUS means
CLOUD. Since the disease causes clouding of conscious
ness, it is called Typhoid.]

Def-Typlhotd fsever is an acute infectious disease caused
by salmornella typhi. a flagellated Gram-negattve rod; char
acterised clinically by intense frontal headache, prolonged
high conttrnued temperature having a step-ladder like rise
duringthe first week and ending by lysis by the end of the
third week, relative bradycardia duringsrst week, stupor,
typhoid rash. gurgling in the right liac fossa and a tender
enlarged spleen.

Infection occurs from human sources only. man being the
sole reservoir, through contaminated food, water or through
carriers via the alimentary tract.
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Typhold is a cosmopolitan disease, the incidence is maxi
mum between the ages 5-40 years being slightly more
common amongst the males, bul no age or sex is immune.
Immunity after one attack is only partial. Second attacks are
not rare.

2.1. CLINTCAL FEATURES:

A. THE FIRST WEEK (Stage of invasion or advance)

1. Onset:-The onset is gradual with malaise, anorexia.
rontal headache, lethargy, rarely with epistaxds.

2. Symptoms:- For the first few days the patient may be
ft to carry on his usual vocations; before the symptoms
become severe between the 3rd and 7th days.

On 3rd and 7th days-There are intense frontal head-
ache, constipation, scanty high coloured urine (which may
contain trace of albumin), and slight cough due to bronchitis.

3. Signs

On examination the patient looks toxic, the face
becomes anxious, the longue is coated in the
centre with margins.

1) The abdomen may be distended and caecal gurgling
is often present.

) The pulse is dicortic and relatiwely slouw. the usual
increase by 10 per degree rise of fever being not
present (relative bradycardia).

iv) The temperalure tends to assume step ladder fash
ion i.e., theevening rise is higher 1°C than the next
morning's fall.

vLeucopenia and Neutropenia are presentin the blood.
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vi Blood culture show B.typhosus in 95% cases.

vil) Urine and stool cultures are also positivei.e. show B.
typhosus.

B. THE SECOND WEEK (stage of fastigium)

1. Symptoms:

1 The fever continues high i.e. the temperatur
becomes continous and constant with a range of
103 °F to 105° F.

) The patient becomes dull, weak, stuporous.and apa-
thetic.

1) The headache disappears because of the dulling of
consciousness.

v) The bowels become loose, 5-6 yellow or green 'pea
soup' stools may pass without colic or tenesmus,
blood being absent.

v) Cough aggravates due to secondary bronchitis
and bronchopneumonia.

vi) Delirium may occur-Low, muttering delirium.

2. Signs

1) On examination, the patient looks ll and toxic.

The temperature remains continuous or remittent
by the end of this week 103° F to 105°F.

1) The pulse is no more dicortic and becomes acceler-
ated due to myocarditis.

iv) Sordes appear on the teeth, tl:e tongue and lips
become dry and cracked.

v The abdomen becomes doughy tumid. tympanitic
and tender: the liver and spleen are palpable and soft.
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vi) Bronchitis and bronchopneumonia develop.

vil) The rose-spots(roseola). varing from6-30 in number
usually appear between the 7th-10th day or earlier.
These are due to bacterial embolism. These are found
in 10-20% of all cases and are Pinkish circular
maculo
diameter.These appear in successive crops on the
flank, abdomen and back and last 3.4 days aler
which these fade away leaving a brownish tint. This
fades under pressure. Miscroscopically aggregation
ofthe mononuclear cells around dilated capillaries of
the skin is seen.

papules measuring 2-4mm. in

viil) Blood Examination-(ln the 2nd week) there are
leucopenia (4,000/-c.mm). neutropenia (50%) rela-
tive lymphocytosis (386) and monocytosis (12%).

ix) Blood culture show B.typhosus in 70% cases.

x)Widal test positive after 9-11 days.

xl) Urine and stool culture may show B.typhosus.

c. THE THIRD WEEK (stage of defervescence).

Symptomns

) General symptoms remain more or less the same as
in the second week.

ioss of lesh and weakness more marked.

i) In favourable cases, the temperature starts to fall by
lysis on or about the 15th day, the toxaemia dimin-
ishes, the appetite retums, the abdominal symptoms
subside and convalescence may continue since after.

Iv) In unfavourable cases the temperature continues
high and there may be hyperpyrexia. The patient
becomes profoundly weak, toxic, and extremely
apathetic and may pass into the typhold
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state-lying on the back in a semi-stuporous condi-
tion with low muttering delirium.

vThe patient is utterly helpless, lying with half closed
eyes, coma vigil (stupor with delirium semiconscious-
ness with wakefulness). carphology (involuntary
picking at the bed-clothes), subsultus tendinum
(twisting movement of the muscles and tendons) and
convalstons may be present.

2. Signas

1) The pulse becomesfeeble, the tonguetremulous and
dry, the gums ulcerated or bleeding. the lip dry.

1) The abdomen is tympanitic; the lver and spleen
recede.

i) Serlous pulmonary and abdominal complicatións
may make appearance.

iv) The bowels are traditionally loose.

v Urinary incontinence may be present.

vi) There is leucopenla with neutrópenia. if secondary
bacterlal complications occur then polymorpho-
nuclear leucocytosis seen.

vi) The widal becomes posltive in higher titres.

vil) Blood cultures is posilive in 45%.

x) Urine & stool cultures are also positive.

D.FOURTH WEEK (stage of convalescence)

1 Temperature is at first subnormal and remains in a
very unstable state.

i) General condition improves.

) Appelite is good and the weight rapidly increases.

iv) The abdominal relex reappears and the spleen is no
longer palpable.
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v) Heart sounds feeble and the pulses remains fast.
vi) Slight peelingof theskin, loosofhair and ridging or.

furrowing of the natls are noticeable.

2.3 How can we diagnose a case of Typhoid fever in
its 1st week and 2nd week of illness in laboratory?

Typhoid fever refers to a febrile llness caused by
Salmonella typhi andparatyphiA,B and C.(Salparatuphi
C is not common in India).

The laboratory diagnosis oftyphold fever is made by-

a) Isolation of thecausative agentfrom elinical speci
mens, and

b) demonstrations of antibodies in patient serum.
The following investigations are usualy pertormed

1. Blood Culture--This is positive in 90% cases in Ist
week, 75% cases in 2nd week,. 60% ofcases in 3rd
week and 25% of cases thereafter.

2. Stool
course of heart disease.

culture-This is positive through out the

3. Urine culture-This is less valuable than stool cul-
ture and blood culture, as the organisms are irregu
larly shed in urine. Only 25% ofcases, it is posltive in
the 3rd and 4th week of llness.

4. Wldal agglutination test-This becomes positive
from 2nd week onwards and the titre steady rises
upto 3rd or 4th week after which it declines.

A. IN 1ST WEEK OF LLNESS

The diagnosis is based mainly on the isolation of organ-
isms by blood and clot cultures.

(a) Blood culture:

About 5ml. of blood is collected aseptically by venepunc
ture and inoculated into 50ml. of 1% glucose citrate broth.
After inoculation at 37 °C for 48 hours. subscultures are
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on MacConkey agar and blood agar. These aremade
incubated at 37°C for 18-24 hours. Non-lactose ferment-
ing colonies from MacConkey's agar are tested for motility
and biochemical reactions.Once organisms blochemically
resemble Salmonella, its confirmation and species identi
fication is performed by slide agglutination tests, according
to Kauffmann and white scheme using '0' and 'H' anti-
sera.

(b) Clot culture:

This is an alternative to blood culture. About 5ml. of
patient's blood is collected and allowed to clot. The serum
is separated out and used for thewidaltest. The clot is lysed
by the enzyme streptokinase (100 units per ml.) and used
for culture in a blood culture bottle as before. Clot culture
is prefered because both culture and widal test can be
performed from the same specimen. Clot culture is also sald
to yield a higher posiivity than blood culture.

B. IN 2ND WEEK ON-WARDS

The diagnosis of typhoid fever from 2nd week.onwards
depends on the isolation oforganisms from stool, urine and
sometimes blood and on demonistration of antibodies in
patient's serum.

(a) Stool eulture: This is probably more informative than
blood culture as treatment which chloram-phenical does
not eliminate the organisms from stool as rapidly as it does
from the blood. Organisms are isolated from using
enrichment media (Selenite F broth and tetrationate broth)
and selective media (DCA, SSA, XLD, Wilson-Blair).

(b) Urine culture: Clean volded urine samples are
centrifused and the deposite inoculated into selective and
enrich medla as for stool culture.

(c) Blood culture:Same as 1st week.
d) Widal Test or Dilution Agglutination Test

When Blood culture method fails, unequlvocal evidence
of Infection is obtained from the widal reaction in about
90% of cases.
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Vi-antibodies do not appear with any regularity early in the
disease and are therefore of more importance in detecting
persistence of infection or a carrier state in a healthy
individual than in diagnosis. Antibodies hegin to appear
in patients serum in between the seventh and tenth days of
llness. In the unlnoculated and in those who have not
previously suffered from typhoid. 'O' agglutinins appears
first. Most typhold patients show a four fold rise of titre in
O' agglutinins with 4 to 5 days. In a virgin case a titre of
1:200'0' agglutitinis is highly suggestive of typhoid fever.

A four fold rise oftitre is diagnostic H' agglutinins appear
more slowly and tend to persists for longer than '0:
agglutinins both after the disease and inoculation. A low 'O
and high 'H titre suggests an anamnestic reaction. A level
of antibodies in the serum bears constant relationship to
the severity of illness.

2.4 What are the complication of typhoid fever?
Common Compllcatlons

1. Allmentary system-Three most serious complica-
tions which occur in the 3rd week of typhoid fever
are

(a) Intestinal haemorrhage.

(b) Intestinal performation.

(c) Paralitic ileus.

(d) Others-Ulceration of mouth, Duguet's ulcer on the
pllars of the fauces and pharynx,
tymphanities. diarrhoea, cholecystitis and cholangitis,
hepatitis, portal pyaemia and jaundice.

parotitis,

2. Respiratory system:
Bronchitis,
hypostatic pneumonia, empyema, pulmonary ab-
scess and embolism.

bronchopneumonia, lobar and

3. Blood and circulatlon:
iMyo. endo-.pericarditis, collapse, arteries, semoral
venous thrombosis and haemolytic anaemia.
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4. Renal-febrile albuminuria. nephritis, retention
urine.

5. Lecomotor system-perlostitis, osteomyelitics, ty
phold spine, arthritis.

6. Nervous system-Meningilis, meningism, encaphal-
itus.paralysis, post typhoid confusional state.

7. Miscellaneous-Alopecia, otitis, deafness, vulvovagl
nitis, orchilis, mastitis.

2.5 TREATMENT AND GENERAL MANAGEMENT.

1. Prophylactic.

(1) T.A.B.C. injection to those who are not alfected.

(11) Complete isolation of patient.

( DispOsal of all excreta alter being carefully sterilised.

(iv) Feeding vessels, lInen etc. soaked in 1 in 20 carbolic
lotion for 2 hours and then botled.

(v) Avoldance of contact.
(vl) Hands should be washed well with soap and water

aler attending the patient and aflerwards ringed in

in 2000 per chloride of Hg. lotion.

(vi) Water and milk should be boiled.

(vi1) Ice-cream etc. forbidden.

(ix) Control of house fly.

2. Curative:

1) Free ventilation in the room.

( Complete bed rest until the temperature has been
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normal for two weeks. The patient should lie flat and
turned frequently from side to side to prevent hypo-
static congestion and bed-sores. Alr-rings are to be
gtven under the pelvis and pressure
elbows, heels etc. Back treated daily with spirlt and
powder. Body sponged daily with tapid water and
powder. Smoothness of bed clothes is essential.

points e.g.

(11) Bed pan is to be used.

(tv) Oral hygiene is to be maintained.

v) Hydrotherapy-water inside and water outsideis
of great value.

vi) Fluid intake-atleast 5 pints in 24 hrs.

vil) Diet-2000 to 3000 calories in 24 hrs; 6 to 8 ounces
every 2 to 4 hrs. and at night 4 to 6 hrs.

Composition

(a) Milk and milk products-Milk alone, diluted, la-
voured
modifled milk e.g. skimmed milk, horlicks, whey.
ghole or lassi etc.

with tea, coffee, ovaltine, chocolate etc,

(b) Protein-half boiled eggs. eggs, boled fish etc.

(c)Cereals-khai with milk, corn flour, well bolled rice.

(d) Vegetables Samashed bolled potatoes (Skin peeled
of

(e) Soups-Chicken, dal etc.

( Fruits-orange, sweet lime, grapejuices.
(gDrinks-dextrose lemonade.

B. MEDICINAL TREATMENT (LEADING REMEDIES).

1. Baptisia. Especially useful in the early stage. Face is
dark,red with a besotted expression, stupid, dull, confusion

of ideas, goes to sleep while answering questions. Com-
plaints ofdull aches and pains all over the body. Pulse is full
and soft. The tongue is brown blackish and dry. Breath
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is Qfenswe. Diarrhoea of dark fluid exceeding fotid.

2. Arsenio
Useful for the 3nd stage. There is high fever. patient is

very tritable, anxdous, restless and fears death. The face is
pale and shrunken, cadaverlc,lips are dry, cracked and dark
incolour. The pulse is small, Extreme prostation of strength
and emaciation. The abdomnen is very much swollen and
tender and diarrhoea. Haemorrhage from the bowels. Worse
1-2 am and p.m. thirst forcold sips.

3. Arnica
Says she is "So wel" when desperately 11.

Can be roused, answers correctly, then goes back
into stupor.
I am not sick: I did not send for you: go away!"
Foul breath-Stool, Haemorrhagic tendency.
"Bed feels so-hard"
"So sore" can only ie on one part a little time, restless
ness from this cause;
Involuntary and unnoticed stools and Urine.

2.5 WHATIS TYPHOID STATE? WHERE IT IS FOUND?
It is the conditton ofsemt-consciousness or corna atternded

by elevation of temperature and muttering delirum due to
toxaemia

It is found in typhoid fever: typhus fever, Acute labour
pneumonia, Acute pulmonary T.B., Infective endocardi-
tis, meningitis, and encephalitis lethergica.

What are the Cardinal Signs of TyphoidPerforation ?

1. Sudden abdominal pain with rising pulse rate.

2. Patient may sometimes be too ill due to toxaemia,
and specially may complain much, as already there
may be suflclent abdominal discomfort due to dis-
tension.

3. Presence offever and toxaemia as already mention in
pre-page.

4. History of febrile llness of more than 9-10 days.
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5. Sudden fall of B. P. and temperature to subnormal
degree with abdominal symptoms and occurance of
rigidity in the already distended abdomen.

6. Leucocytosis with predominent polymorphs.

7. Plain X-ray of the patient showing gas under dia-
phram in seml-inclind or sttting position or ilting
the-ray table.

Treatment:

Perforatlon is followed by peritonitis, hence treatment is
surgical. But it is now rarely seen.

3. DIPHTHERIA

What is diphtheria? Describe the signs and symptoms, of Fauccal
diphtherfa. What are he diferences between Acute follicular tonsilits
and fauccal diphtherla.
Trcatmcnt?

What are ftsComplications Scquelae and

De-Dtphtheria is an acute specific tnfectious disease
caused by Conynebacterium dtphtheria and characterised by
localJormation ofafalse membraneat the site ofinfection, rise
of the
toxaemta, paralysts and albuminuria. It is of 4 types - (0
Fauceal (0 Laryngeal ( Nasal (iv) Anal vulval, aural (rare).

temperature, dysphagia, profuse saltvation,

3.1 CLINICAL FEATURES OF FAUCEAL DIPHTHERIA.

A Signs and symptoms
(1) The onset is incidious,

(2) Lasitude, headache, short cough, malaise, sore throat
and fever sledom exceeding 101°F (83.3°C) are pres-
ent.

(3) The typical membrane may begln on one or both
tonsils and often spreads to the pllars of the fauces,
uvula and palate.
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(4) The membrane ts eleuated pearlgrey in colour, fm
in consistency smali or large, adherent, being dilll-
cult to swab off; on Jorced removal leaves a raw
bleeding surface which fills up agaln.

(5) It appears 1ke a conluent sheet and has weel.
defined edge.

(6) Slightly tender enlargement ofthe cervical lymphnodes
may be present.

(7) In severe faucial diphtheria-features are restless
ness: pallor, gross cervical periadinitis ("Bull neck"
diphtheria): recurrent vomlting. heavy albuminu
ria, rapid pulse and respiration; petechial haem-
orrhages in the skin;

Charactertstic foetor oris; translucent filmy 1l1

defined membrane in the throat.

(8) Circulatory and wide spread paralysis may occur
between 5th-21st day or later.

B. Laboratory Findings:

(1) Blood-A moderate leucocytosis of about 15,000 cu.
mm is present in the acute stage.

(2) Bloodsugar-Blood Sugar level may be dlabetic type
in the toxaemic phase.

(3) Urine--Traces of albumin may be present, rarely
RBC's.

(4) Throat swab examination-Gram positive bacilli
in chinesd letter fashlon showing metachromatic
granules is strongly supportlve ofclinlcal diagnosis.
Culture in Loefler's medium, blood agar or in
tellunine medium is confirmatory, if KLB is grown.

(5) C.S.F,-Albumin-cytogical dissociation in CSF may

be found in post-diphtheric neurits.

(6) E.C.G.-Involvement of the myocardium is a late
complication, and when myocarditis is present the
ECG shows prolonged PR interval, Twave inversion,
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arrhythmias and various degrees of heart block.

3.2 TREATMENT

The diagnosis is made on clinical grounds and treatment
should not walt for laboratory confirmation.

Allopathically. Diphtheria antitoxtn should be admini
stered preferably intravenously unless it is a mild case. The
risk of anaphyulaxis should be welghed against posslble
fatal outcome, if treatment is denied. The patient must be
under close observation preferably in a hospital. When
hospital facilities are not available
patient to go home. Better treat him and observed him
at least for one hour at the chamber.

do not allow the

Homoepathically following medicines are used suc-
cessfully.

1. Lachesis-Exudate begins on left side and spreads
to the right. Throat is very sernsitive to touch on pres-
sure. Hawking and spiriting of the mucus in the
throat. Pain extends to the ear from swallowing. Pros-
tration is severe, heart's action is feeble, whole body
aches and the patient sleeps into an aggravation.

2. Lycopodlum-Exudate begins on the Rt.side. Ag-
gravation of all symptoms in the evening typicallty
from 4 to 8 p.m. The patient on awaking from sleep is
cross.

3. Belladonna-To be given only at the commencement
when there is dry sorethroat with cerebral symp-
toms. Dilliculty in diglutition. Throat is swollen.

4. Apis mel-May be used with success in the first
stage, it controls further progress. Great prostration
from the begining: thirstlessness, urine scanty and
high
tious swelling of tonsils, throat and uvula. Diptherilic
patches over palate, difliculty in swallowing: senses
of suffocation. Fever; sweats every now and then. It
serves inflammation of the throat

coloured:; burning when urinating. Oedema-

with several
stupor, prostration in diphtherla.
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"Apis is found to beof great value and afrequently
indicated remedy. It is almost a speciflc in true
diphtherla; always indicated when the throat is verY
much swollen and oedematous, with severe stinging
pains on attempting to swallow.

5. Arsenic-This is a potent remedy for malignant
form of diphtheria in all its stages; oedematous
swelling of the throat, throat seems to becomenarrow
unable to swallow; diphtheritic path looks dry, foul
breath fetid odour from mouth, unquenchable
thirst, burning. great debility restlessness. Fever,

burning hot skin, rapid beating of pulse, sometimes
delirlum.

6. Mercurius-Painful swelling of the glands of the
throat with profuse salivation. Foul breath, Inflam-
mation of the throat, sauces, tonsils and uvula.
Swallowing painful; chocked seeling. Diphtheritic
patches.

[According to many Merc. bin. lod is more potent than
Merc. sol. or Merc. viv; Merc. cyanates may also be
sometimes restored to wlth success. Allen says.
Merc. cyn is a valuable remedy for some forms of
diphtheric characterised by the mercuric symptoms
and aggravations with extreme prostration; the dis-
ease invades the nostrils, there is threatening col
lapse with very small rapid or intermittent pulse; it
follows Apis well].

3.3 WHAT ARE THE DIFFERENCES BETWEEN
DIPHTHERIA AND ACUTE FOLLICULAR TONSILITis?

Diphtheria Acute Follicular
Tonsilitis

1. Local Signs.
(a) Ashy-grey patch or patches (a) Swelling and redness

on tonsils, uvula and soft
palate (latter situation is path-

chiefly confined to one
or both tonsils. In the
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follicular form, tonsils
covered with sticky
mucus with numerous

ognomic).

(b) Patches longer than the folli-
cular tonslitis; they consist
of membrane surrounded by
red areolae; dillicult to remove
leaving raw surfaces.

small, seperate yellow
spots of secretion on
one or both, which
are easily removable.
Nothing on soft palate.

(c) Characteristic smell. Coryne
bactrium diphtheria (K.L.B.)
bacillus in membrane. Some-
Limes a mucopurulent acrld
nasal discharge.

(d) Comparative absence of pain.

2. General Symptoms

a) Onset insidious. Early and
marked enlargement of cer-
vical glands.

(a) Onsetmoderately sud-
den with moderate
fever.

(b) Temperature may be
very high, but local
symptoms are usually
more troublesorme than
general symptoms.

(b) Temperature usually low
during whole course.

(c) Paralytic sequelae

N.B.1. Laryngeal diphtheria- The characteristic fcatures are husky
cough. hoarseness of vofce and increasing Insplratory dysponla.
Resttessness and cyanosis develop. Rest of the symptoms are like the
faucila diphtheria.

2. Nasal diphtheria-Nasal air entry is obstracted. Nasal discharge
is watery or mucoid and later becomes blood stalned.

3. Atypleal varleties- Characteristically on there sltes, 6uchas,
conjunctiva. vagina, vulva, and cutaneous wounds, a membrane is

formed with marked slgns and symptoms of toxnemia.
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3.4 WHAT ARE THE COMPLICATIONS OF DIPHTHE-
RIA?

Complications:

1. Bronchitis, bronchopneumonia and asphyxia.

2. Heart failure, peripheral failure, endocarditis, myo-
carditis, perlcarditis,

3. Albuminumia, aneurla and nephritis.

4. Vomiting.

5. Oltis media, mastolditis.

6. Septicaemia.

7. Bull neck.

8. Embolism.

3.5. WHAT ARE ITS SEQUALAE?

1. Circulatory or cardlac failure.
2. Various paralysis e.g. Palatal; Occular; pharyn-

geal: paralysis of limbs, trunk, neck etc.

4. WHOOPING COUGH

What is whooping Cough? What are its clinical
features, compllcations and treatment. How will you
diagnose the case?

Def. Whoping cough is a highly ifectious disease of
upper resptratory tract and is characterised by acute episodes
ofcough followed by tnsplratory whoop and vomiting.

It is caused by Bordetellapertusis or Haemophilusper
tusis, a small slendergramnegative rod which almost exclu-
stvely invades children under the age of five.

This is a contaglous disease, spread by infection, with an
incubation period of one to two weeks. Outbreaks may
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occur in schools. No quarantine period is usually necessary.

4.1. CLINICAL FEATURES

The incubation period is usually 7-10 days.

1. Catarrhal Stage

The child presents with symptoms of acute nasopnaryn-
gitis, conjunctivitis, slight fever and non-productive cough.
Catarrhal stage persists for about a week and is the most
infective stage.

2. Paroxysmal Stage

This is the second stage of the illness which
characterised by severe paroxysm of Whoop. Often there
is expectoration oftenacious mucus and vomiting. At the end
of each eplsode the child gets exhausted and even may go to
sleep. These may be as much as 40 bouts ofcough ina day.
The termperature remains normal at this stage. Moderate
conjunctivits, swelling of face and ulceration of fraenum
linguae are often noted.

is

3. Convalescent Stage

In untreated cases the 'whoop' persists for about a month
after which the cough gradually disappears and the child
returns to normalcy unless some complicatíons supervane.

4.2 DIAGNOSIS

1. Diagnosis During the early stage is clinical: culture of
the organisms from pernasal swabs or cough, plate
contalning the Bordet-Gengoue medium is positive in
80% in first two weeks.

2.2. Blood picture-Total white cells 15.000-25.000/c.mm
or more, Lymphocytes more than 50%. The WBC
count maygoupto 80,000/c.mm and lymphocytes to
80%.

3. Urine-may show an excess of uric acid.
4. K-ray findings-may show pneumonltis but signili-

canthilar adenopathy may sometimes be present.
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4.3 COMPLICATIONS

1. The commonest complication is upper respiratory
tract infection. Severe broncho-pneumonia, segmen
tal collapse, lung abscess and even bronchictasis
may follow.

2. Insevere cases encephalitis, convulsions and cerebraL
haemorrhagehave been reported.

3. In a minorlty of cases otitis media and bleeding
episodes from the ear, eyes, nose and gums may
occur.The prolonged cough may augment incidence
of hernias including prolapse of the rectum.

4.4 TREATMENNT

APrevention-
1. For active immunization. triple antigen (pertussis, teta-

nus.
1. For

diphtheria)
active

is usually employed. Three dosesreferably
at intervals of at least one month are given preferably
beginning when the baby is 4-6months old with booster
doses in older siblings: this is contra indicated in fevers,
aural and cutaneous sepsis, in premature and frall infants.
Pertusis vaccine beyond to age 1 year is sometimes following
by neurologlcal Involvement like peripheral nuritis or encepha-
lopathy.

B. Management

Isolation from other children is useful to prevent spread,
specially in the early stage. Various cough syrups available
in the market, may rarely prevent the paroxysms. But
proper Homoeopathic Medicine should be cholce and used
for this treatment.

C. Homoeopathic Medicinal treatment
(6,30)-Violent coughs which follow each

other in quick succession; the patient is scarcely able
to breathe. Wakes early in the morning and contin-
ues coughing until a quantity of tenacious mucus

1. Drosera
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is vomited. Coughs at regular intervals. Dry spas-
modic cough: bleeding from the nose when cough
ing: cough worse lying down after midnight. Laugh-
ing, singing. drinking. etc. excite cough. It is specific
for whooping cough.

2. Cuprummet(6.30)-Longlasting,dry, suffocative cough
and spasmodic attacks; worseat 3 AM. Unable to
speak; breathless; blue face; stiff; three attacks one
after the other. Cough has a gurgling sound; cough

better by drinking water.

3. Coraltum(6.30)-Dry spasmodic and suffocative cough.
coughs in rapid succession at regular intervals pa-
tient becomes purple in face. Worse open air; chang-
ing from a warm to cold room excites cough.

4. Sticta 6. Hoarse, incessant, unprofitable cough of
spasmodic type which is often barking and at night
andmorning. It cureswhoopingcough lest by measles
and influenza.

5.RHEUMATISM.

What is Rheumatism? Give signs and symptoms
and complications of Rheumatic fever. Give some drugs
with indications. What are the dilferences between Rheu-
matic fever and Acute Gout?

The term Rheunatism is loosely applied to all conditions
causing pain and stiffness of the muscles and Jolnts due
to unknown etlology. It is of 2 typeS

1. Acute Rheumatism.
2. Chronic Rheumatism.
Acule Rheumatism is an acute fabrille conditlon affecting

the jolnts. heart. muscles, skin and nervous system. It is
alsocalled Rheumatic fever. Chronic Rheumatism conslsts
of the followingconditions:

(1) Rheunatoid Arthrtis.
(2) Osteoarthritis.
(3) Ankylostng Spondylitis.
(4) Gout.
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RHEUMATIC FEVER

5.1 WHAT IS RHEUMATIC FEVER?

Rheumatic sever is a one type of collagen discase of
children between the age of 5 to 14 years and adult up to age
18 ycars by the insection of beta-haemolytic Streplococci
ofLanceield's group and is characterised by fever, fleeting
joint pains, cardilis, chorea, erythema marginatum and
rheumatic nodules.

It is somelimes calledjuvenile rheumatism. Cardilis is the
most dreadful manifestation, so it is well said that "It licks
the joints and biles the heart".

5.2 WHAT ARE IT'S MAIN SIGNS AND SYMPTOMS?

A. Major Manifestations

Polyarthrills-usually migratory and mild in chil-
dren.

(a)

(b) Cardilis-75% incidence of carditlis are found in an
initial attack of rheumatic fever in an Indian series.
Murmurs'. perlcardialrub, lachycardia.galloprhylhm
and heart failure may be present.

(c) Chorea-often in girls.
(d) Subculaneous nodules--13 1o 10 mm. infrequent in

Indian) occur every bony prominences and signily
rheumatic activitly.

(e) Erythemamarginatum-recurrenlmigralory pink rash
seen mainly on trunk, soniclimes in cxlremitics.
ncver on face (rare in India).

Olher culaneous manilestations, .g. pelechae.
urlicarial rashes and erylhema nodosum may occur.
but none are specific of the discase.
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B. Minor Manifestations

a) History of previous attack-fever with joint involve-
ment.

b) Fever.

c)Arthralgla.

d Prolonged P-R interval.
e) Increased E.S.R. or presence of C-reactive protein.

The diagnosis of the disease requires the presence of
two mgjor manifestations or one major and two minor mant
Sestations. So these criteria serve well to minimise both over-
diagonsis and under diagnosis.

C. Other Signs and Symnptoms (in details).

1. Fever-This is perhaps the most common manifes
tation, though minor. In severe cases the fever may
rise to 104 °F (40 °C) or higher and may persist for
several weeks besore subsiding. It may be accompa-
nied by toxicity. profuse swealing. epistaxis and
purpura.

2. Arthritis-It is usually accompanied with fever. The
large joints of extremities viz. knee, ankle, elbow,
wrists are commonly affected but no joint may be
spread. One may find spine, hands, feet, sternoclav
icular or temporo-mandibularjoint affections rarely.
Joint effuslon may occur but not persistent. pain
and swelling may affect onejoint and subside in a day
or two to shil to another joint. This migratory nature
is characteristics but number are invarlable, as sev

eral largejoints may be involved simultaneously.
3. Carditis-During the course of acute rheumatic

fever the heart may be relatively unaffected or the
child may be develop endo-carditis, myo-carditis,
pericarditis or pancardilis. Recovery may be com-
plete or the patient may develop valvular lesions. The
nost constantly affected value is the mitral, followed
by the aortic and then the tricuspid.
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During the attack there may be tachycardia out of pro-
portion to the pyrexia which persists when the patient is at
rest or is asleep. As long as the sleeping pulse rate remains
fast, the disease is considered active. In many cases there
is severe endocarditis.

The heart sounds become mufled and a pansystolic mur-
mur is heard on the precordium which is transmitted to the
left axilla; it is an evidence of mitral incompetence. Some-
times mid-distollc murmurs develop (Careycoombs mur-
mur) which is low-pitched, flowing and tends to vary from
day to day and may disappear.
diastolic-murmur at the base of the heart signifies aortic
incompetence.

Gallop rhytm is frequent owing to exaggeration of 3rd
heart sound. Aortic stenosis rarely occurs in children due to
rheumatic lesion but may occur in adults. Rheumatic lesion
of Pulmornary values does not occur. Mitral stenosis probably
takes two years to develop
rheumatic endocardits. Pericarditis may occur with high
fever, precordial pain, vomiting, dyspoynoea andpresence
ofa pericardial rub which disappears whenthere is effusion.

A high-pitched early

after an initial attack of

4. Radiologlcal Finding & E.c.G.

K-ray shows pear-shaped heart and sometimes pericar-
dial effuslons.
E.C.G. reveals depresses ST segmentis in standard leads
with subsequent inversion of T waves.

In acuterheumatic fever ECG maybe normal, in mild cases
an amount of heart block exists. P-R interval is prolonged
(above 0.20 sec). but this ltself is not
rheumatic carditis. Prolongation of P-R interval occurs in
one-third of patients wlth post-Streptococcal infection
regardless of other featured of carditis.

diagnostic or

In healthy children the P-Rinterval is seldom more than
0.06 second, but in myocardilis it is prolonged to 0.24
secondwithout dropped beats occurring. There is a 2:1,3:1
or 4:1 heart blocks, but complete block is rare: The
Wenckebach phenomena consists of an increasing P-R
interval with successive heart beats until a beat is dropped.
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The subsequent beat or two are normal and the process then
repeats itself.

5. Laboratory findings

There are no specific laboratory findings. The most reliable
evidence is either an increased or rising Streptococal anti
body titre which occurs in an early stage of the disease.
The antistreptolystn O'itre is most widely used.

In general, single titre of at least 250 Todd units in adults
and least 330 units in children over 5 years is signiicant.
Many patients continue to harbour small numbers of Group
A Streptococct in the throat, at the onset of acute rheumalic
fever. The EST&C-reactive protein are raised along with
moderate leucocytosis with anaemia (normocylic normo-
chromic).

DIFFERENTIAL DIAGNOSIS
5.3. WHAT ARE DIFFERENTIAL DIAGNOsIS OF RHEU-

MATIC FEVER?
Rheumatic fever is generally distinguished from other

varieties of arthrilis, linb pains (the so called growing pain).
and acute leukaemia.

1. Limb Pains-The pain is mainly in the evening when
the child is tired. somelimes waking the child at
night. It has nothing to do with growth, as growth is
a painless process. The growing pain poses a prob-
lem, if the child has got a systolic murmur., But this
pain is in the limbs and not in thejolnts, there is no
carditis, no tachycardia and sleeping pulse rate is
nomal

2. Pyogenic arthritis-Acute onset with high fever.
intense muscle spasm and severe joints pain which
is not migratory and the child passes sleepless
nights.

3. Rheumatoid arthritis-The diseases alTects the
hands as well as large joints, cardilis seldom occurs.
It is a relapsing illness with high fever, adenopathy.
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splenic enlargement and no dramatic response to
salicylates.

4. Acute leukaemia-Limbpains fromleukaemlarather
than in the joints. There may be other features like
severe anaemia with haemorrhages and abnormmal
cells in biood examination.

5.4 COMPLICATIONS OF RHEUMATIC FEVER.

1. fa) Cardiac-Endocarditis involving the mitral and
less frequently aorlic valves, so that mitral or aortic
stenosis is produced.

(b) Myo-carditis leading on to congeslive heart fallure.

(c) Perl-carditis leading on to adheslons.

2. Pulmonary-Bronchopneumonla. pleurisy.

3. Nervous-Hyperpyrexia, delerium.

4. Culaneous-Purpura and erythemla.

5.5. TREATMENTs

1. General-The patient must be on bed rest for 6 to 8

weeks during which the rheumatic process usually subsl
des.The patient should not be uptil the feverandjoint pain

go away. and sleeping pulse rate. blood count and ESR

become normal. The affected joints should be kept in a

position of optimum comlfort, wrapped in cotton wool and
protected from pressure of heavy bed cloths.

2. Diet-Should be nutrilious with adequate protein and

Vit. C, fruitjuice, barely water milk, etc. gradually add bread,

butter and seml-solids. Convalescence should be prolonged

even up to 5 months, depending on the condition of the

heart or in case of relapse of rheumatic process.

MEDIINAL TREATMENTT

most
1. Aconite-This is the main, first and

favourable remedy of pain in muscles or joints of cutting or
the
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twisting type. High fever, restlessness, loss of appetite, high
coloured urine, aflected parts are red and inflammed. The
patients is irritable, anxious and restless; tosses about and
knows he is going to die. Great thirst.The joint is red, swollen
and very sensitlve and there is shooting and tearing pain in
the joints aggravated at night.

2. Bryonia-Bryonia is a good remedy forthejoint pains
and backache, and is frequently used in cases of rheumatic
feverbecause it has affinity for serious membranes especially
of joints.

Joint is swollen, red and hot. One or more joints may be
involved. Sharp. stiching or cutting type of pains worse by
least motion, touch or pressure. Better by lying on painful
side. Copious sour smelling sweat. Feverwith dryness of oral
cavity and alimentary canal. Lips and tongue dry. Tongue
coated thick white. Great thirst for large quantities of cold
water at longer intervals.

Backaches, lumbago, sorness of the lumbar muscles,
stiching pains worse by slightest motion but better by firmm

pressure and lying on back.
3. Rhus Tox-It is more useful remedy for rheumatism

of extremities, though useful in intercostal rheumatism.
Pains are worse during rest, first motion, cold wet rainy
weather, at night and getting wet, Better by change of
posltion, motion, moverment of affected part, warmth.

4. Ranunculus-It is more useful remedy for intercostal
rheumatism, though can be used for rheumatism ofextremi-
ties.

Pains are worse by motion, touch, wet, stormy weather,
atmospheric changes and in the evening.

5. Belladonna-High fever, tendency to cerebral irrita-
tion. Dry hot skin, thirst and throbbing carotids. The joint
is swollen, red and shiny with tearing. shooting pains. The
pains come and go quickly.

6. Arnica-Bruised feelings as is lying on something
hard. The joint is hard, swollen and red. With soreness and
bruised feeling with great fear being touched. There is
numbness of the joint. Pain and stiffness following hurt or
fall.
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5.6 WHAT ARE THE DIFFERENCES BETWEEN RHEU-
MATIC FEVER AND ACUTE GOUT?

Diferences Between Rheumatlc Fever and Acute
Gout

Items Rheumatic Fever Acute Gout

Common upto 20
years of age.
Either sex

Common in middle.
age and over.
Males preponderate.
Small jolnts are
alfected e.g.great toes.

1. Age.

2. Sex.
Large jonts are
usually alfected e.g.
knee, ankle,
shoulder elc.

3. Jolnts

4. Shifling Shifling polyarthritis; No shilting. Locali-
sed joint alfection
never wandering

from join to joint.
Swelling red, tense
and pitting on

joint ålfection wan
dering from joint to
joint.

5. Swelling. Swelling is usually
hot but pale

pressure.
6. Pain. Pain persists even atPain on pressure or

movement of the joints rest.
No tophi in ears. Tophi in ears ++.7. Tophi.

8. Nodule. Rheumatic nodules. ++ No nodules.
9. Skin Sudamina and various No Skin rash.

rashes rashes present.
10. Temper- High continuous type Temperature slight

of temperature with
blanket tongue and

ature and transient.

sour sweat.
11. Onset Onset may be sudden Sudden onset in

or insidious, but no
definite nocturnal

middle of night.

aggravation.
12. Compli- Rheumatic cardilis

cations. and olher heart
allections common.

No heart allection.



INFECTIOUS DISEASEs 29

Homoeopathic medicine used in Rheumatism/Gout.

1. Aconite 3x, 30-Acute rheumatism with fever.
restlessness and fear of death; worse at night and by
warmth; better in open air. Unbearable shooting
pains: bruised feeling, Heaviness of limbs. Rheu-
matic inflammation of joints.

2. Actea racemosa 30, 200-Rheumatie pain in small
joints, wrist, fingers, toes, tearing pains, worse from
touch and motion. Rheumatism in females with
uterine trouble.

3. Colchicum 30.200-In acute cases affecting mainly
joints, and in persons ofvigorousconstitution; shift-
ing pain in all the joints; the parts alfccted are red.
hot and swollen & are sensitive to touch & motion,
worse at night; feverish. In sudden attack of gout it
has a specilic action, and in chronic cases it is
beneficial.

4. Dulcamara 6.-Rheumatism due to damp ground.
aggravated by every cold change, somewhat relieved
by moving about, rheumatism altermates with di-
arrhoea, alter acute skin erruption.

B. DISEASES DUE TO VIRUS

DISCUSSION FOR LEARNING.

1. INFLUENZA (La.Grippe.)

2. MEASLES (Morbilli, Rubeola).
3. SMALL POX (Variola).

4. CHICKEN POX (Varicella).

5. DENGU (Break bone fever, Dandy fever).
6. MUMPS (Parotitis).

7. ENCEPHALITIS (Japanese B.Encehphalitis.)
8. RABIES (Hydrophobla).
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6. INFLUENZA:

.What is Inluenza? What are its aetiology. clinical fea-
ures and complicatlons? How can we treat it by homoeo
palhic medicine?

What are the differences between Inluenza and Dengu?

Def. Inluenza is an acute infectious disease caused by
inluenza viruses of type a,B,C or D and is generally
characterised by sudden rise of high temperature, pain all
ouer the bodyu, headache, coated ton
living behind il great vital depression.

te, and inducing and

6.1 AETIOLOGY:

1. Primarily:- A,B.C & D type ofInluenzaviruses. B.C
&D sporadic but A viruses are causes of epidemic,
which occur at the interval of 2 to 5 years and lasts
for 2 to 3 months. Influenza virus, is of 80-100
millimicrons and is lilter passing.

2. Secondary causesare-H. Inluenza, N.catarrharalis,
Strepto, viridans. Strepto, haemolyticus etc.
Incubation period is 1-2 days.
One attack gives a short staying immunity to the
particular type of the virus only.
No age, sex or race is exempt.
Transmission is by droplet inhalation.

6.2 CLINICAL FEATURES:

1. The paroxysm starts with a sudden sharp rise of
temperature, usually with chill or rlgors and reaching
maximum-on the same day or the day after. Assocl-
ated with this is severe headache, disabling pain all
over the body, marked prostration, obvlous can-
tarrh of the upper respiratory passages. There is
dryness of the throat and dry cough.

2. The temperature is slightly fluctuating and last for
4-6 days and drops almost by crisis.

3. Naso-pharyngeal exudations are nearly absent and
prostration is marked.
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4. Mild conjunctivitis may be present.

5. After the recovery from the sever, there is narked
weakness and tiredness occurs very rapidly.

6. During the fever the sace is flushed, the conjuctiva
suffused.

7. The pulse is slow or slightly rapid.

8. Moderate leucopenia with neutropenia are usually
at the early stage. complications cause leucocytosis.

6.3 COMMPLICATIONS

1. Respratory: This is due to associated secondary
organisms like Streptococcus haemolyticus, Staphyl
lococcus, H. inlluenza and Pneumococcus. There isS

laryngitis, tracheitis. brochitis, alveolitis and pleu
rlsy,. Ultimately bronchopneumonia may occur.
Sinusitis, otilis media, or asthma nay occur.

2. Gastro-intestinal: complications may be severe
tympanitis, melaena. jaundice.

3. Nervous-dilirium, coma, meningitis, enchephalitis,
myelis.

4. Cardtovascular-produces myocarditis. this also causes
palpitation, with soft pulse.

6.4 TREATMENT

A General managements
The three main measures to be secured in a pronounced

attack of influenza are-rest. warmth & nourishment Eastly
assimilated diet must be given frequently. till the acute
symptoms are over. The slck room must be well ventilated
but the patient must be protected from draught; and after
the attack is over, fit has been at all severe case; must be
taken to avoid any tax on the strength and exposure till all
traces have passed away.

B. Homoeopathic Medicines are used symptomati-
cally

1. Baptista-The drug which comes nearest to being a
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bestottedspecific is Baptisia. The
appearance of the eye, headache, foul tongue, sore
throat, soreness all over. and general uneasiness
with or without fever. This medicine given in any
potency will quickly cure a large. proportion ofcases.

heaviness.

2. Eupaloriurn perf--When the pains in the bones are
well narked this is preferable than Baptisia.
Deep seatedbone pains especially inthe back, wrists

and ankles; eye balls sore on turming; nausea or
vomiting and debility.

3. Gelsemium-Severe bodly pain with great general
prostration. the palient wanting to lie perfectly still,

and trembling from weakness with least exertion;

fever with no thirst, and th3e tongue tremblemes
when prolruding it.

4. Bryonia-Severe pain in the whole of the body. want-

ing to lie quiet, and worse on the least motion, mouth

and throat dry with great thirst;headache and severe

constipation.

5. Nux Vomica-ASter drinking. immedialely shivering

and chilliness. chilliness on the least movement. On

the slightest exposure to the open air, shivering and

chilliness for an hour, drcads to go into open air. He

can not get wormm. Attack, as of fever shivering and

drawing in the limbs.
"serious ailmentsfrom catching cold are oflen removed

by it"-Hahnemann.



INFECTIOUs DISEASES 33

6.6 HOW WILL YOU DIFFERENTIATE INFLUENZA AND
DENGU?

Differences Between Influenza and Dengu

INFLUENZA DENGU

1. Def.-It is an acute It is an acute viral infection
with diphasic febrile episode,
severe headache, myalogia
and morbilliform rash caused

infectious disease
characterised clini
cally by fever dispro
portionate aches and
palns all over the
body and symptoms of
upper respiratory
tract infection caused

by Dengu virus.

by Inlluenza viruses.

Transmilted from man to2. Spreads-From man
to man by droplet
infection.

man by female mosquito
Acdes aegypl.

3. Types-Many types. Only one type.

4. Clinicalfeatures
Temperature sudden
wich headache, with
pain in the eyes. No
saddle back tempera
ture.

Temperature sudden with
rigor and prostration;
anorexia and vomiting:
pain as if bone are broken
so, it is also known as
break bone fever. Temperature
saddle back like i.e. (Tempera-
ture is raised which comes
down by crisis on the 3rd day
but againgoes up on 4th or 5th
day given the typlcal saddle
shaped Temp. curve).
With 50% polymorphs.5. Leucopenia-with

relative lymphocylosis.

7. MEASLES

Mention the clinical symptoms of measles from it's
prodome to it's termination. Mention some of the
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common drugs used in measles epidemic wth their
differentiation. How will you try to prevent it's spread
by drug or otherwise?
Name three diseases which chlldrens are very often
prone to infection?
What do you know about measles? What
prophylaxis
adopt if epidemlc breaks in your locality?

and preventive measures would youu

Def. Measles is arn extremely contagious viral disease
common in children. caused by droplet infection of medium
sized RNA para-mixovirus, characterised by coryza, exanthe
mata of he sktn and upper respiratory calarrh.

7.1 AETIOLOGY

Virus affects man and monkey. The disease is spread
by direct contact, through droplet infection or sncezing
or coughing.It is very iufectious during the early catarrhal
stage. before the appcarance of rash.

Age bétween 8th month to 5 years.

Previous attack glves immunity.

Epldemics during winler and spring
Incubation period 10-14 days.

School gong chlldren are easily infected. spectally in
citles, Children in rural areas escape infection till their adult
1ife, when they come in contact become infecte.

7.2 CLINICAL FEATURES

Measles passes through its course by stages: it has a
perlod of ncubatton, lasting from ten to fourteen days, its
precursoryjever. its eruptive stage, and its decline. But the
main clinical features can be described into two stages

1. Pre-eruptive or catarrlial stage.

The onset is sudden, !.e commorn cold with nasal
catarrah, sneezing. watering and infection of conjunctivae.
Hoarseness of voice is due to laryngitis, photophobia swel-
ling of eyelids.
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The pre-eruptive stage is characterized by the presence of
white spots (Koplik's spots). comparable to grains of salt or
a pin head surrounded by a zone of inlammation in the
cheek against the molar teeth.

2. The eruptive or the exanthematous stage.

The koplik's spots disappears with appearances of the
rashes.

A. Temperature : The temperature generally rises to
37.8°C (100°F) on the first day. but falls to normal or below
normal on the 2nd to 3rd day: to be elevated to 39° C
(102 ° F) or higher on the 4th day when the rash appears,
alter 6-7 days It gradually reaches normal. The rashes and
the fever, may however last for a few days more.

B. Prodromal rashes: The prodromal rashes are erythe-
matous or utricarial and may be found before/on the first day
of fever.

The characteristic rashes: appear on the 4th day on the
lorehead. temple and behind the ears and spread to the
other parts:
diameters). erythematous, crescentic, may be confluent and
form crecentic blotches. The rashes begin to diappear in 2-
5 days in the order of their appearance. Staining or branny
desquamation may continue for 1-2 wecks.

they are maculo-papules (2-6 mm. in

C. Laboratory finding:Leucopenia-if complication occurs
then there is leucocytosis.

7.3 WHAT ARE IT's COMPLICATIONSs?

1. Bronchopneumonta-is a common and the most
dangerous complication of nieasles in the children.
Pleurisy and empyema may follow and even death
may insure.

2. Enterilis-has grave sequelae in under-nourished
children. It occurs in late erruptive phuse.

3. Otilis media-is common and if untreated, may pro-
duce mening it is and deafness.

4. Keratilis, blepherilis, panophthalmitis-rarely.
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5. Encephalitts-rare and calls for immediate lumber
puncture.

pyrexia and delirtum-may occur in6.
some cases labelled taxic measles'. convulsion may
also occur during appearance of rashes.

Tremor yper

7.4 TREATMENT

A. Genera-Treatment is mainly symptomatic.
The children should be kept in well ventulated róom with
good sanitary conditions.
Quality nursing care is necessary.
Put a lot of bath powder to avoid irTitation.
Linen should be kept clean.
Proteclion of eyes against injury is done by installing
Lotio.Boric 2 to 3 times daily in both eyes.

B. Prophylaris-Segregation for 2 wecks.
Disinfection of used articles.
Quarantine of the contacts for 3 weeks.
A lfe long immunity occurs after immunisation with
altenuated measles vaccine (Allopathically).

Morbillinum is prophylactic for contacts. But it may be
prevented or modified by glving chldren who have not had
Measles, a does of Pulsatilla, every morning. and one of
Aconite every evening. for a week or the days during its
prevalance.

C. Medicinal Treatment: (Leading-remedies)

1. Aconlle Nap-Calarrh and high fever: before rash
clinches diagnosis.
Readness conjunctivae dry, barking cough.
Itching. burning skin: rash rough andmiliary.
Restless, anxious, tossing: frightend. (M.L.tyler).

2. Pulsatilla-Cough worse towards evening or during
the night with rattle of mucus in the air pas
thick yellowish or whitish expectoration, thickgreen
ish or yellowish discharge from the nose; epistaxis;
Catarrhal derangement of the stomach, and diar-
rhoea. Puls, may follow Acon.

ages or
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3. Euphrasia-Cases with great catarrhal intensity.
A wonderful medicine in measles. When symptoms
agree will make a violent attack of measles tun into
a very simple form...."
"Streaming, burning tears, photophobiua, running
from nose; intense throbbing headache, dry cough
and rash". (Kent)
Copious acid lachrymation, with streaming bland
discharge from nose. (Tyler)

4. Gelsemium-some give it instead of puls.
Chills and cheats chase one another.
Sneezingand sore throat:excoriating nasal discharge.
severe, heavy headache:occipltal pain.
thirstlessness is the rule with Gels.
Drowsy and stupid, Lids heavy: Eyes inlamed.
Face dark red, swollen bestotted look.

5. Bryonia alb.
Rash tardy to appear.
Hard, dry cough wlth bearing pain.
Litile or no expectoration.
Or, rash disappears
twitching face, chewing motion of jaws.

Any motion causes child to scream with pain.
Mild delirium, "weants to go home", when at home.
Or, instead of rash, bronchitis or pneumonia with
Bry. symptoms.

6. Sulphur.
"Measleswith apurplish appearance Sulph, tomodiy
the case whenthe skin is dusky and the rash does not
come out:, Convalescence slow, and the patient is
weak and prostrate.

and child drowsy:pale,

8. SMALL POX AND CHICKEN POX.

Differentiate a case of Small pox from that ofa Chicken
Pox?

What are the complications and sequalae ofSmallpox and
how will you avoid them?

Give an account of small pox, What are the dillerences
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ween Smal pox and Chicken pox? Mention 4 homceopa-
thic drugs for treatment.

8.1. WHATARE THE DIFFERENCES BETWEEN SMAL-
POX AND CHICKENPOX?

Difference Between Smallpox and Chickenpox

Small Pox Chicken Pox

It is an acute insectious
disease caused by variola
virus, and clinically charac-
terised by a suddern onset of
fever, headache, backache.
vomiting and
convulsions, specially in chil-
dren.

Il is an highly contagious
viral disease caused by var-
icella virus, and character-
iscd byveslcular rash.

sometimes

Epidemic and severe Sporadic and Mild.

1. This is a virus disease. 1. Caysed by varicalla zoster
virus,caused by variola vinus.

2. Spreadis direct by nhala- 2. Spread by droplets.
tion of droplets or by the driedscales or through rup-
fomites. tured skin lesions.
3. Incubation period 12 days 3. About 14 days, ranging
but extremelimit is7-16 days.
4. Prodromal feature-Mal
aise frontal headache. back
ache, sore throat. cough
hoarseness of volce. Usually
associated with 2-4 days of
fever before the onset of

between 12 to 21 days
4. No prodromal features. If
any features appear will1
remain for a short time. Rash
usually appears simultane-
ously with sever.

rash.Bcfore the appearance
of smalpox purpuric rash.
urlicarial rash elc. found.
5.Apperarnce ofrash-1stday Very first day on the Trunk
appearance of typical rash.
Small pox rash on hte 3rd
day on the forehead and wrist.

and palate.
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6. Distribution of rash.
(a) Most of the rashes are (a) From
found peripheri to centre.
(b) Axilla is free from rash.
(c) More dense on the face
and limbs.
(d) Plams and soles frequently (d) Seldom affected.
involved.

the centre too

peripheri.
(b) Axilla is infected.
(c) More dense on the trunkk
than on the face and limbs.

(e) Rash predominent on ex

tensor surfaces and bony surfaces.
prominences.
7. Characteristic of rashes.
Only one type ofrash is found
at the sametimes, 1.e. when at the sametime.
macule, all are macule, when Macule-rash in the skin but
papule all are macule, when not above the level of skin.
papule all are papule.

(e) Rash mostly on flexor

Polynorphicsdiferent types
of rash are found in the body

Papule-above the level of
skin.
Vasicule-above thelevelbut
contain liquid.
Pustule-above the level but
contain pus.

8. Evaculatton of rash. The Rashes are appear in the 1st
rash appear at the 3rd day of day of fever.
fever then
macule within 2-3 days, macules changes to papule

within few hours.
papules within sew hours
vesicule.
vesicule wlth in 24hrs. pus-
tule and with in a Sew days
scab formed from pustule 4
to 7 days after the rash ap-
pearsand subsequently there

papule with in 24 hours,

vesieule 2-3 dyas-pustule.
pustule 8-9 days,-scab.
scabs begin to form 10-14
days after the rash appears
and after seperation of scab.
scab fall off 14to28 days after is seperation of scab living no
the rash begins and there
remains permanent scars
marks.

scar mark,
Scab fall ofwith in 14 days

after the rash begins.
No such special features of9. Temperature.

Withthe appearance of rashes temperature.
temp. falls and it may even
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touch the normal level and
there is subsequently second
rise oftemp. in pustule stage.
10. AssoctationofHerpeszos- It may be associated with

Herpes zoster.ter.
It never shows.

. N.B.1. Chickenpox is due to a filter passing virus, the virus
being probably identical with the virus ofherpes and the
contactants with one disease may develop the other or
the dermotropic virus of chicken pox may become
ncurotropic to cause herpes or vice versa.

2. The incubation period is 10-14 days and the spread is
by droplets, dired scabes or through rupture skin le-
slons.

Children and young adults of both sexes are the com-
mon subjects.

3.

4. A second attack is very rare.
5. Vaccination allfords no protection.

8.2. COMPLICATIONS OF SMALLPOX

1. Secondary infection of the skin producing bolls,
abcesses and generalised eczema (Eczema vaccl-
natum)

2. Conjunctivitis, keratitis and Panophltalmitis pro-
ducing complete loss of eye.

3. May produce corneal opacities.
4. Bronchopneumnonia.

5. Heart failure and perpheral circulatory fallure.
6. Septicaemia and toxaemla.
7. Delerium, convulsions and encephalopathy.
8. Urinary inlammation of the kidneys causing albu-minuria.
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9. Glands enlargement and enlargement of the parotid
glands.

10. Otitis-media.

8.3. SEgUALAE

The following are the after effects of sequala of smallpox.

1. Deep pitted scarring of the face and body

2. Permanent blindness

3. Corneal opacily.

4. Otitus-medias leading on to deafness.

5. Alopectasdifuse or patchy falling of hair.

8.4. PRECAUTIONS

1. Prophylactic vaccination of the rest of the family.

2. Isolation of the patient.

3. Quarantine of the contacts.

4. The room should be well vèntillated, cool and darkk

and unnecessary furniture should be removed.

5. The patient should be confined to bed.

Disinfection regularly of all the discharges, excreata
and clothes of hte person.

6.

7. Toprotect the eruption from excoriation and injurles.

8. Nose adn mouth to be washed some mild antiseptic
lotion.

9. Eyes to be bathed with boric acid lotion.

10. Frequent baths during convalerence to help loosen
the scabs.
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8.5. TREATMENT

A Prophylactic
Prophylactic vaccination properly done usually protects

an individual for about three years, so re-vaccinatlon should
be done in every 4th year (with freezedried vaccine).

Vaccination is contra-indicated
(a) If there is eczema and skin disease or pyoderma.
(b) In pregnancy, during the lirst six months.
(c) In fever, Occular infection or extreme general debility.

Post vacing enchephalitis is an unfortunate but rare
complication of vaccination. It usually occurs between the
7th and 10th day. There is malaise, rise of temperature,
vomiting. consulsion or coma.

B. General Managements
(a) Isolation of the sick, till all scabs disappear.
(b) Disinfection of the room and formites. and
c Quarantine of contacts for 16 days are essential.

C. Medicinal Treatment
As a prophylactic during an epidemic, Vartoltnum 200 or

Malandrium 200 or Vaccinaunum 200 is useful. Ifthis is given
as a precaution, the regular attack may be avloded in most
cases. Ifhowevwer, an attack appears In any case, it will be
mild andcan be managed with a few remedies and complica
tions will rarely occur.

Ifit starts wlth fever, even after the use of above medicine,
Aconite 30, Belladonna 30 or Bryonia 30 may be glven
according to symptoms and it is followed by Antim tart 30. 1f

there is nausea and vomiting. or Thuja 30 if there are no
special symptoms, further development may be arrested or
mitigated. Ifhowever, the eruption appears Varlolinum 30 or
Malindrium 200, f continued for a few days, will reduce
trouble completely.
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LEADING REMEDIES:

1. Aconite It is especlaly called for during the chill and first
few hours of the fever, and when there is severe pain in the
head full bounding pulse; thirst; Intolerance of 1ght and
delirum.

2. Balladonna It may follow Aconlte, especially when there
is severe headache and delirium; also when there is into-

larance of nolse.
3. Bryonia It is used for the several backache, pains in the

bones, soreness of the chest, and constipation.
4. Variolinum/Malindrinum Probably the most potent of

all, having the complete picture of the disease from which it
is prepared. Dulness ofhead. Severe pains Inback and limbs,
which become qulte numb. Chills, followed by high fever.
Vollent headache, white coated tongue, Great thirst. Severe
pains and distress in epigastric region with nausea and
vomiting. mostly of greenish water. In many cases, profuse
diarrhoea.

Given steadily, the disease will return a milder course. It
changes imperfect pustules into regular ones, which soon
dry up. Promotes suppuration and desiccation. Prevents
pitting

9. MUMPS (Parotitis)

.What is mump?What are Its clinical features, complica
tions, Lab diagnosis and treatment?

Def-Mumps is an acute infectious desease caused by
Paramyxoma virus (muxovtrus parotlts) which enters trhe
ctrculatory system vla upper resptratory tract by droplet
tfection and then commonly settles down the gladular tis
sues, particularly the salivary glands, and rarely tn nervous
tissues. particularly the salivary glans, and rarely in nervous
tissues.

Thechildrenandyoung adults are the usual subjects. The
incubation perlod is 2-3 weeks with extremes of 12 to 35
days and the disease rapidly spreads amongst the contacts
by droplets.
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Mumps may relapse ater a distinct interval.

9.1. CLINICAL FEATURES:

1. Fever, sorethroat. pain and suffness of the masseter
muscle and swelling ofhte parotid region are complained of
the swalling is at first unilateral and is commonly on the left
aller 1-5 days the other gland is involved: great pain durlng
chewing and clenching teeth or swallowing and excess sali
vation may be caused.

2. Headache, malaise and epistaxis may precede the
prarotid swulling.

3. Abdominal pain due to pancrealitis or cophoritis may be
added.

4. The temperature varies between 37.8°-38.9 C (100
102 F). and settles down in a few days. Most cases have
slight temperature for two or three days only.

5. Bradycardia is usual.

6. Tenderness below and behind the angle of the jaw,
illdefined swelling of the parotids and rarely tenderness and
swelling of the submandibular, sublingual, cerical glands
may be elicited.

7. There may be high fever (104-105 °F) delirium oircula-
tory. depresslon and meningeal reaction.

8. The swelling does not usually suppurate nor persists.

9. The temperature comes down in 3-5 day but may rise
again due to complicalions like orchilis,. pancreatitis etc.

10. Lymphocytosis and albuminuria may be present.

9.2 COMPLICATIONS

1. Epididymo-Orchitis It is the commonest complication
and, if bilateral, may lead to sterllity. Fortunately, unilateral
testicular atropy is more common. Recurrence of tempera-
ture with painful swelling of inlamed testical is diagnostic.

2. Oophoritis-It is suspected ifthere is relapse of tempera-
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ture with bilateral pelvic pain. Vaginal or rectal examination
gives the clue.

3. Mastitis in women-It is rare but may be a troublesome
complications.

4. Acute pancreatitis-It is rare but severe complication
which may occurat about the weekend ofthe initial parotítis.
Vomiting. upper abodominal pain, fever and toxaemia are
suggestive. Destruction of islet cells of pancreas may lead to
diabetes mellitus.

5. Neurologicalcomplication, e.g.meninngo enchaphatitis,
facial palsy, deafness due to VIIIth craninal nerve involve-
ment etc. may occur. Polyneuritis is very rare.

6. Rarely nephritis, arthritis and thyrolditis have been
recorded.

.[PrognosisSFavourable. A single attack confers ife long
immunityl.

9.3. DIAGNOSIS

Diagnosis is clinícal. Typlcal swelling ofparotids with mild
to moderate constitutionl symptoms draws attention. Sub-
maxillary and sublingnal glands aer also involved. In severe
cases swellings on the sides of face and below the mandible
make the face like rounded lke a fulmoon. Tems perature
varies between 100 °F and 103 F and settles down in a few
days. Most cases have slight temperature for two or three
days only. It is usually a self-limiting disease unless one or
more complications occur.

Laboratory tests-are rarely required except to confim
doubtful cases like suppurative parotitis due to obstruction
(Salivary calcull). tuberculous parotitis, saecoidosis etc.
Mikulicz's syndrome (parotid and lacrymal gland enlarge
ment) or mixed parotid tumors can be readily recognised.
When there is doutbt, serum antibody titre against the para-
myxoma virus or biopsy of tissue may require.



46 PRACTICE OF MEDICINE

9.4. GENERAL MANAGEMENT

1. "Mld cases require isolation and rest for about ten
days with medicine (like Belladonna), and semi liquid
diet, as chewing may be very painful.

2. Bed rest in initially necessary.

3. Mericulous attentlon to oral hyglene is mandatory.

4. Gragling with warm normal saline after every meal
should be ensured.

5. Antiseptic gargles may kill normal flora and are not
recommended.

6. Symptomatic treatment is compulsary.

9.5 TREATMENTs

A. Preventives

Mumps llve virus vaccine is now available and is qulte

effective, but inactivated vaccine is satissactory. Mumps
hyper immunoglobin may be given to highly suscetible cases
alter one year of age. Homoeopathically pilocarpus 30 is used
as a prophylactics..

B. Homoeopathic Medicines used.

1. Belladonna. Inflammation of parotid glands especially
right sided. Inflamed area is swollen, hot, tender and red.

Intense throbbing pain burning sensation. Pain is byjark
motion, chewing. talking and by touch. Patlent cannot lie on

the affected side. DilTiculty in deglutition. Dryness of oral

cavity with thirstlessness. Tongue dry, strawbery.
Associated with high sever, throbbing headache. Conges-

tion of head and face. Complaints come on suddenly from

taking cold.

2. Mercurlus sol. It is the principle remedy, as it has a
specific action on the salivary glands. The special symptoms
are tendermess, salivation, offensive breath and threatening
suppuration. Inflammalion is especlally right sided, wlth
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profuse offensive saliva, tongue large. Nabby and showing
imprints of teeth. Foetid odour from couih. Pain in the
affected part at night, damp, weather, warmth of be'l, from
cold or warmthings, during rest. Thirst increased witn moist
mouth.

3. Pilocarpus (Jaborandi)-Dr. Burnett's homoeopathic
remedy for mumps seems to surpass all the rest 1.e. pllocar
pus. It acts qulckly, and also relieves the the pain.

Moreover it has a reputation for the metastases in which
mumps excels, whether to testes or mammae, when the
swelling suddenly subsides, as the result ofa chill, and worse
troubles supervene. Pilocarpus also acts as a prophylactic.

4. Phytolacca-Inlamation of sub-maxllary and parotid
glands with stony hardness. Pain shoots into ear when
swallowing. Worse cold and wet.

10. JAPANESE ENCEPHALITIS

What are the Causes of Japanese encephalitis? Give the
clinical manifestations, complications, and Treatment of this
disease. What are the sources of Infection?

The synonyms of Japanese encephalitis are Japanese B
encephalitlis (JBE) and Russian autun encephallis.

The Causative organtism is a 'togavirus' which belongs to
group B arbovirus. During recent epidemlcs repeated isola-
tion of the virus was done in nature from Culex vishunt
mosquitoes. So this mosquito is suspected to be the most
important vector of JBE In our country. Recently this virus
also has been isolated from Anopheles hyrcanus, AnophelesS
barbirostris and culex epidesmus. The mosquitpoes become
infective 10-20 days afler imbibing viraemic blood.

.10.1. ErIDEMIOLOGICAL CONSIDERATIONS

SOURCES OFINFECTION-

The virus is probably a parasile of wild birds. Young night
hermons act as amplifiers; in them increase of the amount of
virus occurs. Domestic plgs also serveas ampliflers. In most
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of the species of birds viraemia may remain 1-7 days, and
these birds do not show signs of illness. Bats can also
maintaln viraemia for 6 days and they also do not became
sick. Nearly 100% of plgs in an endemic area develop
antibodies against JE virus. Viraemia in them is suflicient to
infect the mosqultoes, and viraemie has been demonstrated
in plgs following the bites of infected mosquitoes.

Vertebrates like ptgs, sparrows, herons plumed egrets.
swines, certain lizards and possibly bats get infection and
matntain it conttnuous chatns.

The perod of viraemia in man is very short. History of
contact between cases is rare. Man to man spread of the
disease does not occur. Children under five years of age are
mostly affected and in them many sequelae may be left.

10.2. PATHOGENITY

1. Oedema and congestion of CNS occur.

2. There are neuronal degenerations and necrosis of the
cerebral cortex, the cerebellum and the cord

3. Perivascular cufling in general and adjacent tissue is
infltrated with round cells.

Degeneration of purkinje cells in the cerebellum is
particularly noteworthy and there is often severe
involvement of spinal cord also.

10.3 CLINICAL MANIFESTATIONS

Incubation perlod in man is 6-8 days.
Onset may be acute or gradual.
Itmay begin with a mild febrile llness.
The first phase of the disease may be absemt or it may be

unnoticed, and there may be sudden onset of high fever.
headache and there is bradycardia.

The patlent is weak and lethergic, and face remains
expressionless.

There may be confusion, delirium and convulsioon (this
may be the fîrst symptom in children), which may progress
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to coma. Motorand sensory disturbances may be present.
Speech may be affected. Upper motorneurone type ofparaly-
sis may part of the body.

Neck rlgldity 1s usually present, and kernig's sign is
positive. Reflexes are disordered.

After initial leucocytosis, leucopoenia follows. The CSF is
usually clear, but it is under pressure, and theremay be400
or more cells/mm2. Protein in CSF is moderately raised.

10.4 PROGNOSIS

The duration of the illness is qulte variable sudden im-
provemerrt andsurprising recovery may occur incertain pa-
tients who remain unconcious for days. Convalesence is

usually prolonged. Fatal cases usually die within 10 days.

10.5. SEgUELAE

Sequelae are common in children and severe in infants.
There are nervousness, emotional or personality changes,
tremors, incoordination and mental impairment, Resldual
paralysis, aphasia, cereballar ataxia, decerebrate rigidity
and psycosis may precipitate in certaln cases.

9.6. TREATMENT

()There is no specific treatment. Accordingly, suppor
tive care is of paramount importance.

() Blood should be examined for malaria and other
parasites.

() Devoted attention should be given to air way.

(iv) Bladder and bowel functions should be watched.

(v) Fluid and electrolyte balance should be maintained.
Glucose should be given orally or, if
indicated,intravenously 25% solution or as 5% drip
to tone up liver.
Adequate nutrition should be ensured.

(vi) Measures against bed sores, secondary pulmonary
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infecion and hyperpyrexia should be taken.

(vi) Specific antiviral agents are slill in the area of experi
mental medicine.

10.7. CONTROL

A Vaccination-Vacctination is usually done with 2 doses
formalin inactivated mouse-brainvaccine (lml/dose, at inter
val of one week).

No vaccine is prepared in India. Imported vaccine is a blt
costly. It is to be had from Government source.

A new line of approach is to infect man with an aviulent
B arbovirus, i.e. West Nile (WN), followed by a booster wilh
inactivated Japanese B. Activity ofWN virus is reported to be
present in India.

According to some, vaccinatlon of amplifier hosts. pigs, Is

worthy of consideration as a means of breaking the infection
link to man. This should be tried in our country.

B. Mospuito control--Culex vishnuimosquiloes areproba-
bly resistant to the insectides belonging to organochlorine
compounds, such as DDT and dieldrin. Organophosphorus
compounds such as malathion, senthion etc. are still
considered to be effective in killing them. Ultra low volume
(ULV) malthion spray from aeroplane is worthy of trial.

C. Personal protection-Personal proteclion agalnst

mosqulto bites by wearing adequate garments Irom evening

and or by applying repellents on exposed parts of the body
and by using mospuilonets should be stregthened.

D. Homoeopathic Medicinal treatment

Belladonna 30 is one of themost important remedies in

the beginning, and should be given, in watery solution, one
tea-spoon every 2 hours, and continued. In most cases as
decided improvement wili be noticed after even 24 hours. If

this does not help sufliciently, it may be followed by Bryonia

30, one globuledry on the tongue cvery 2 hours and then
Sulphur 30 also in the same maner. Other medicines are
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Gelsemium, Glonoine, Apis, Helleborus, Hyoscyamus, Stra-
moniun and Pulsatilla.

(1) Bryonia-Constant inclination to sleep; sudden start-
ing from sleep; with delirium; stars, cries buming and
shooting pains through the head; cold sweat on the forehead.
It is very often indispensable afler Belladonna when the pain
is-Violent, lancinating pains shoot through the head from
one side to the other.

(2) Balladonna-When the pain is more throbbing and
hard, aching. pressing. pressing pains use Bell.

(3) Sulphur-is very useful in desperate cases, and
(4) Helleborus-painful heaviness of the head, with heat

in the head, and cold extremities. The pain is less violent
when the patient lies still and quit. The pain in the head is os
a stupefying nature, as if the brain were bruished. There is
a predisposition to bury the head in the pillow. The child
sleeps with its half open eyes. The child shrieks and cries
when roused up, or taken from ils cradle.

11. RABIES (HYDROPHOBIA)

What is Rabies? What are it's signs and symptoms and
treatment.

Rabtes ts a disease ofthe central nervous system ofdog and
wild carnivorous animals. which is accidentlly transmitled by
the the bte ofan infected animal

It has been esttmated that more than 15.000 people die of
rables in India every ear and more than 3,000,000 persons
recelve antirabies vaccine.

The causative organism is a flterable virus. In sylvatic type
of rabies the virus is maintained by various animals, such as
Jackals, mongoose, foxes, skunks, wolves, racoons and
vampire bats.In the urban type dog alone is responsible. Cals
and cattle may also be infected.

11.1 INCUBATION PERIOD

Varies from 30 days to 1 year, to many years (average1-2
months).
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11.2. MODE OF TRANSMISSION

By licking ofan abraded surface ofskin or bite or scratches
of an infected dog. Acrosol lransmission (specially in cascs of
vampire bats) is also pOssible.

11.3. SYMPTOMS AND SIGNS

There are three Stages 1. Prodromal stages. May last for
1-4 days. There is sever (102 0°F), headache, malaise, restle-
sness, sore throat, non-productive cough, and pain in hte
scar (in 80%).

II. Stages of excitation. This starts within 24-48 hours.
Restlessness is intense: there is excitation, agitation, hallu-
cination, mental confusion, hyperesthesia with strong light;
loud sound, slight touch, strange smell or even gentle breeze.
Hydrophobia means sudden spasm of muscles of mouth,
pharynx and larynx. In this conditlon if a glass of water is
offered, a series of spasmodic jerks would be noticed, water
from the mouth would be ejected, patient is afraid to taking
water. This is known as furlious rabies

There is excessive lacrimation, salivation and perspira-
tion, Foaming at the mouth is seen. Spasms of respiratory
muscles start. Deep tendon reflexes are increased, ther eis
extensor planter response. pupils are dilated, temperalure is
105° F.

III. State of paralysis. Ifthe patient survives long enough,
diplopia, facial motor neurone paralysis. paraplegla and
hemiplegla occur. Patient is exhausted, helpless. and ulli-
mately he lapses into coma. Death is duelo respiratory failue.
This is also known as dumb rabies.

11.4. PRoGNCSIS

Rabies in man is 100% fatal; time of survival after onset of
symptom is about 4 days, maximum 20 days.

Infected animals may survive. Neuropathologiealchanges
are supposed to be relatively minor in man. Considering
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these facts it has been suggested that if prolonged cardi
orespiratory services were employed to councteract the dys-
function of brain-stem, survival may be possible. As a result
of this mode of treatment, a man has survived from rabies.
This has created new hope in this dreaful disease.

11.5. TREATMENT

1. Trealment of established cases.
(1) Isolation of the patient in a quiet dark room.
(2) To relieve muscular spasm medicines are used.

(3) Violent spasms may be controlled by inhalalion of
chloroforms.

(4) Tracheotomy, if facilities are available.

(5) Salivary glands of man are rarely infected. But there
are records that human bite can transmit rabies So
reasonable care should be taken by the nurslng staff
while attending the patient.

I1. treatment of persons exposed to infection.

A. Treeatment ofa bite by a suspected animal.

1. The wound is to be thoroughly washed with soap and
water.

2. If tne palient comes wilhin 30 minutes the bleeding
should be encouroged.

3. The wound should then be washed with polash per-
manganate solution.

4. Each tooth mark should be probed and touched with
pure phenol.

5. Sutich should be avoided, whenever posslble, par-

ticularly on face.

6. Telanus toxoid or ATS should be glven.

7. Topical applicallon of anlirabies serum, if available,

is oplional.
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The animal (a) ifrecognised, should be watched for 10
days. Ifit is almost certain that the bitten person has
not been infected and antirabies vaccine is not re
quired.

The vaccine must be taken, if the animal dies with in
10 days or if it remains untraced.

(b) If the bitting animal is dead, its brain (region of
Corpus callosum, 2 samples, one in formal saline and
the other in glycerine) should be sent to an experi-
enced pathologist or to the veterinary college for the
examination of Negri bodies.

Antirabies Vaccine.

Nerve tissue derived vaccine (NTV) is available from Pas-
teur institutes and hospitals. It is given subcutaneously into
the different areas of abdominal wall. daily for14
days(2ml.s10ml. daily).

In head and neck injuries, class III treatment (1.e. children
below 10 years should receive 5ml. daily for 14 days and
adults should recelve 10ml. daily for 10 days) is done. This
vaccine in rare cases produces allerglc enaphalomyelitis.
Duck embryo derwed vaccine (DEV) is relatively safer. It is not
available freely.

When risk is severe, antirabies antiserum of either equin-
ine (40 units/kg.) orhuman (20 units/kg.) origincanbe given
IM, part of which may be inflicted around the wound. This is
also not avallable in primary health centres. Subsidiary
health centres obtaln this vaccine from Primary heallh
centres.

Homoeopathic Medicine used.

The chiefare Belladorna, Stramontum, Hydrophobinumand
Scutellaria lateri/lora Cantharis, Lachesis i Fagus syl-
vatica

1. Belladonna-Throbbing headaches from within out-
ward, stabbing in brain; pains over scalp. as after violently
puiling the hair; distorted features; pale face, wlth thirst:sweat only on face: sensltiveness of hearing: spasmodic
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distortion of mouth: head drawn backward and buried in
pillow: dysphagia for water; violent, small, frequent, anxious
respiration: convulsive covements of imbs, with lassllude
and anxiousness: extreme sensibility to cold ari; delirious
prattle about dogs which surround him; desirous of dying
when free from rage, wants to bite those around him, bites
spits.

2. Cantharis-Allermate paroxysm ofrage and convulsions
cxcited by touching larynx, by making pressure pon abddo-
men by the sight of water: burming and dryness of mouth;
excessive sexual nisis with constant painful erections and
continual ilching and burning of internal scxual
organs:inlammatory symptoms prevail overconvulsive ones.

3. Hydrophobinum (Lyssin)-Slight dizziness and nausea;
severe headache with stillness of jaws and numb hands:
twitching of face and hands: face pale. yellow, nearlybrown
mouth full of salive and tolal disinclinalion to drink; saliva
viscid with constant spilting: sensalion of inability to swal-
low. but can do so when trying: violent spasm of throat with
sense of sulfocation; constrictive scnsalion in throat, much
worse when swallowing liquids.



CHAPTER-I

TROPICAL DISEASES

DISCUSSION FOR LEARNING

1. PYREXIA (Fever)

2. MALARIA (MT Malaria).

3. KALAAZAR.

4. GIARDIASIS.

5. FILARIASIS.

6. TROPICAL EOSINOPHILIA.

7. CHOLERA.

1. PYREXIA

g. 1.1. What is pyrexia? What are the different
types of pyrexia?

Pyrexia (fever) is a disease condition in which there is
an elevation of the body temperature above the normal level.

NORMAL TEMPERATURE

Axillary-98F lgenerally 97F]

Oral-98.4°F [0.5 to 1°F higher than the axillary
temperaturel.

Rectal-99.6°F [0.5 to 1°F higher than the oral tem-
peraturel.
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Different Types of Pyrexia
Pyrexia

Intermittent
In which tempera- [Inwhich temperature ike remittent but
ture touches the never touches the varlation oftempera-
normal line at least normal line within 24 ture is notmore than
once in 24 hours i.e. hours and the varl-

Remittent Continued

1.5°F]
complete remission ation of temperature Seen in cases of

between maximum Lobar pneumonia
and minimum is mnore Cerebrospinal fever

Rheumatic fever,
Seen in cases of Plague, Second week
Subteratlon malaria, ofenteric fever.Acute
Subacute kalaazar, kalazar. Miliary tu-

ber culosis, Sep
tucemia, Erysipelas

daily.]

than 1.5°F]

paratyphoid. Influ-
enza, Acute tonslitis.
Bronchopneumonia.
Diptherla, Eruptive
fever.

etc.

Tertianaguotidian
Every day rise of [Temperalure rises
temperature again and falls every other
touches the normal day seen in case of
line wlthin same day. Benign tertian
e.g. Malaria, Tuber- malaria.l
culosis.

guartan
Temperature rise
and falls every
third day, Seen in
case of malarla.

9.2.2. What are the types of onset, course and termi-
nation of pyrexia?

TYPES OF ONSET

According to Savill's system of Clinical Medicine, the
types of onset of pyrexia are of following types
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1.Sudden-seen in case of Inluenza, Tonsilitis, Pneu-
monia.

2.Gradual-seen in case of Tuberculosis and sometimnes
Typhoid fever

3.Recurrent-i.e. a fresh rise of temperature after the
initial period of pyrexia subsiding e.g. seen in relapse of
Enteric fever or in Acute kalaazar.

THE COURSES OF PYREXIA

This can be divided into 3 stages

1.Initial stage,-"Stadium incrementi"

In this stage, temperature riscs either abruptly as in
lobar pneumonia, insidiously as in typhoid (ledder like rise).

2.Stage of maximum rise or "stadium fastigium"

In this stage, the temperature reaches its maximum and
then runs continuously or settles to normal after lasting for
few hours only (intermitten).

3.Stage of decline or "stadium decrementi

n this stage. temperature falls to normal either by crists
or lysis.

TYPES OF TERMINATION

1.Sudden i.e. in crisis-This means sudden fall of tem-
peratureto normal orbelownormal within 6 hours or so. This
is usually assoclated with profuse sweat. This is found in
Lobar pneumonia, Influenza, B. coli infection etc.

2. Gradual i.e. in lysis-This meant gradual fall of
temperature and may take few days to settle to normal e.g. in
Typhoid.

Name some Protozoal infections causing Pyrexia.
1. Plasmodium vivax
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2. P. falciparum
3. P. ovale

Malaria

4. P. malarial
5. Leishmania donvovani-Kala azar.

2. MALARIA

What.is Malaria? What are the causes ofMalarial fever?
What vector is responstble for transmisslon ofmalaria?Whar
are the various types of malaria? Describe a case of cerebral
malaria or malignant tertian (MT) malaria. How will you
diagnose a case of malaria. What are the typical signs and
symptoms of malaria?

Introduction:

Malaria has once again raised its head in India, and cases
are occuring all over the country. Medical practitioners
should be watchful, as some of thecases will be missed in the
early stage, unless this possibility is remembered. The para-
sites enters human body during bits of infective semale
Anopheles mosquito; hence presence of this mosquito in the
area is the real warning. Infection may also occur via blood
transfuslon, improperly sterlised syringes or defective pla
cental clrculation.

2.1. WHAT 1S MALARIA?

Malarla tsa Protozoan disease transmiltecd to man by the
bite ofAnopheles mosquitoes (emale), causative organism is
genus Plasmodtum.

Four species knowm to infect man are-

1. Plasmodtum vivax causes Benign tertian-(BT) ma-
laria.

2. Plasmodum malaria causes quartan--{QT) malarla.

3. Plasmodtun falciparun causes malignant terlian
(MT) malaria.
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4. Plasmodium ovalecauses tertian malaria, is relatively
rare and mlld llness.

2.2. WHAT ARE THE CLINICAL FEATURES OF DIF-
FERENT TYPES OF MALARIA?

General-there is some variation in malaria produced
by different plasmodium but in all-chills, fever, headaches,
muscle pains, splenomegaly and anaemla are common.
Harpes lablalis may sometimes appear.

The hallmark of this diseaseIs malarial paroxysm
which recurs in all, except falclparum infection. The typical
paroxysm begins with rigor for 20 to 60 minutes followed by
high temperature for 3 to 8 hours and then defervešcence
with proluse diaphoresis leaving the patient exhausted.

The feble paroxysms are of following stages

(a) the cold stage (20 minutes to one hour.)

(b) the hot stage (1-4 hours.)

(c) the sweating stage (2-3 hours).

The paroxysm recurs every 3rd day in tertian fever and,
every fourth day in Guartan iever.

(a) In Tertian Malaria-

The prodrome of myalgla, headache, chilliness and low
grade fever for 48 to 72 hours heralds the onset of typicals
paroxysms which occur on alternate days. If there has been
double infection with two maturation cycles in which case
daily chills can occur; such double infection synchronize
within a week aná then follows the classic tertian pattern.

(b) In Quartan Malaria

In this infection paroxysms occur every third day, unless
multiple infections alter the cycle initially and chills occur on
2 out of 3 or even daly until the cycles synchronize.
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Quartan malarla is a more disabling infection than
tertian. Oedema, albuminuria and haematurla, a clinical
state similar to acute haemorrhagic nephritis may appear
ccasionally.

(c) In Estivoautumnal malaria-

Severe disease where agglutinated masses ofparasitized
erythrocytes block capillaries through out the body. There is
asynchronization of the cycle of multiplication. Typical ma-
larlas paroxysms occurs but continuous remittent or irregu-
lar fever is present in many cases.

CEREBRAL MALARIA
Malignant Tertian (MT) Malaria]

9.2.3. Describe a case of Mallgnant Tertlan Malaria
(Cerebral malaria).

Clinical Signs and symptoms related to central nervous
system, dueto MTmalarlal parasite (Plasmodiumfalciparum
arecollectively classtfied as cerebral malaria. Hyperpyrexla
and peripheral clculatory fallure may also occur in some
cases. When there is severe collapse and shock, temperature
may not be raised and this is known as aglid malarla.

(a) Pathology.

Blockage of caplllaries and pre-capllaries occurs by
masses of parasitized agglutinated red blood corpuscles.
Occasionally intravascular coagulation takes place. The
endothellum ofbrain vessel is affected causing local leakage
of protein and luid.

b) Clinicalfeatures:

Neurologlcal symptoms usually appear during the course
ofan untreated attack in a person, who is non-immune. But
involvement of central nervous system may be the îîrst
indication of infection. Malnutrition, speclally in children,
predisposes to cerebral malaria.
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The symptoms are hy]. »nyrexia (41.6°C=107°F or more),
headache, drowsiness, cc.v lslon, specially in ck.ildren, In-
contincnce of faces and urine, delirium and coma. Puplls ar
often unequally contracted. There may be localized muscular
twitching. Splenomegaly may be present.

In some patients, consciousness is retained, the palient
responds to questioning or physical stumuli. In others
mental disturbances may be seen. Behaviour is changed. In
subordination in early stage, thereafter excitement and
mania are observed. Coma follows. In children there may be
diarrhoea and vomiting.

Hemiplegla may occur. Mortality is nearly 50 per cent. if

diagnosed and treated late.

MT malaria, if not properly treated, may be serious and
some of thecases may present with cerebral symptoms, G1

tract symptoms or cardiovascular symptomsS.

(C) Differential Diagnosis of MT Malarla.

1. Heat hyperpyrexia.

2. Enccphalitis.

3.Typhoid fever.

4.Meningilis.

5. Uraemia with pyelonephritis.

6. Brain abscess.
7.Cerebrovascular accldents.

Other causes of coma i.e. diabetes and narcotic poison-

ing, when associated with fever due to secondary infection,

should also be excluded.

(d) How can we Diagnosis a case of malaria?

Diagnosis is done by the intermittent nature offever,

bllous vomiting. coated tongue. hepato-sple-
nomegaly anaemia, Jaundice, and by demonstra-
tion of malarial parasites and gametocyte in a thick

1.
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and thin blood films should be properly stained to
settle the diagnosis. If these are negative routine
leucocyte count, haemoglobin estimation und urine
examination.

Lumbar puncture should be done to exclude viral
or pyogenic meningitis.

3. Other investigations, e.g. serum bilriubin, blood
urea, blood culture, even X-ray skull may be consid-
ered, when necessary.

2.3. (e) TREATMENT

Malignant malaria is a medical emergency. Prompt, en
ergetic and effective trealment is required to save the lIfe of
the patient.

Homoeopathic Medicine used for Treatment

1.Ipecac-When there is any doubt in regard to choice of
a remedy especilly at the commencement of the discase, this
remedy may be given. Ipecac is specially indicated if large
doses of quinine had been given, or if the fever commences
with an internal chill which gets worse in the wamth; little
or nothing in the cold stage, but a great deal during the hot
stage: clean or slightly coated tongue; nausea and vomiting.
and oppression of the chest immediately before the attack, or
during the cold and hol stages.

2.Nux vom-t is very frequently used after Ipecae more
particularly if, at the onset of the paroxysm, the extremities
feel as if paralysed and chill and heat are mingled, one being
felt externally. the other internally, with dread of being
uncoverd irn the least even duringthe hot and sweating stages
external warmth affords no relief. Giddiness with a feeling as
if drunk, cramps In the muscles of the abdomen or calves of
the legs: stitches in the sides; heat and pain in the head;
buzzing in the ears; thirst and anxiety during the hot stage
constipatlon.

3.Arsenlc-It is always useful in all cases suppressed by
large quantities of quinine.
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Time of fever-1 to 2 P.M. or 12 to 2 A.M. In this remedy
the diferent stages are not distinctly marked, but the chilli-
ness, heat and sweat occur simultaneously, or when there
are frequent changes from chilliness to heat, and vice versa.
or internal heat: also when the paroxysm is imperfectly
developed; when there is little or no sweating. or at least not
for some time after the heat has subsided: great prostration
of strength; burning pains in the stomach, insupportable
pains in the limbs., or all over the body: anxiety and restless
ness: excessiwe thirst, dringking often but little at a time:
uneasiness about heart or oppresslon and spasms of chest;
nausea or sickness and vomiting: bitter taste in the mouth;
violent headache; continuing after the hot stage: buzzing in
the ears during the sweating. All the sulferings of the patient
as, the headache. pain in the limbs etc, are increased during
the attack.

4.China-The paroxysm begins generaly towards mid-
day, with intense thirst long before the chill, but no thirst as
chill increases or during heat, the thirst begins after the fevver
subsides, and increases when the sweat begins; exhaustingsweat, after the fever subsides; exhausting night sweatsfollowed by ringing of the ears, with sensitiveness in the
regions of the lliver and spleen; scanty urine, loss of appetiteand bloated abdomen are present as after effects of the fever.

What are the typical slgns and symptoms of MalarialFever?

The patient is having3 stages in the developmentof thefever

1.Coldstage orStageofrigors-patient shivers from headto feet, his teeth chatter and he covers himselfwithblankets.The temperature goes on rising.
2.Hot stage-Shiveringabates and give place to feeling ofintense heat. Flushed face; headache, vomiting. dry burningskin, temperature rises up.
3.Sweating stage-Patient breaks into profuse perspira-tion and the temperature rapidly declines with feeling ofrelies,
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This is a typical history of malarial fever. If the paroxysm
occurs on every fourth day's of short duralton; this will be a
guartan Malaria due to malarlal parasites of plasmodum
malariae.

3. KALA-AZAR (VISCERAL LEISHMANIASIS)

What is Kala-Azar? What is the cause for Kala Azar?
What vector is responsible for its transmission? How will you
diagnosis Kala azar? What are it's complications? What are
its pathology? Name three homeopathic medicines with their
indicaons.

3.1. WHAT IS KALA-AZAR?

Kala-azar is a tropical and subtropical disease ofall ages
and both sexes, caused by protozoon Leishmania donovani
which is transmitted by female sadly Phlebotomus argente
pes from man to man in India.

In ther countries dogs and several other anti.iais may
also harbour the parasite. Rarely it may be transmitted
through blood transfusion. Congential infection in infants is
also known to occur. Incubation period is diflcult to deter-
mine but may be weeks to months.

3.2. PATHOLOGY.

The parasiue is ovold, about 4x2 in size, having a large
lateraly placed nucleus and a small rod-shaped nucleus
almost tangentially. In culture on N N N (Nicolle, Novy.
McNeal) an elongated Promastigote (nagellated) form is seen.
This fon also develops in thegut of the insect vector afterit
sucks the infected blood froma patient.

Generally prolitferation of the organism talkes place in the
Itver, spleen, bone marrow and lymph nodes. Changes may
appear in the skin, as hypopigmented macules orpaplloma-
tousnodules. Bone marrow depression may take place
resulting in leucopoenia, thrombocytopoenta and anaemia.
Liver fnctions may be affected. This is gross nutritional
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deficiency of the liver due to compression of the sinusolds bythe swollen kupffer's cells. In the long run this may possiblyresult in cirrhosis of liver in untreated or inadequatelytreated chronic cases.

There 1s a signiflcant rise in sracton of serum gam
maglobulins with reversed albumin-globulin (AG) ratio.

3.3. CLINICAL FEATURES:

Incubation period is usually one to two monthsbut may exceed one or two years.
Onset is insidious.

1.

2.
Some patient may remain asymptomatic anddetected only accldently, due to loss of healthand splenomegaly.
The fever may be irregular or may show malarialor typhold like onset. It may be confused with tu-
berculosis, brucllosis, Hodgkin's disease andeven subactute bacterlal endocarditis.
Wasting and weakness are progressive.
In about 20% cases four hourly temperature
chart may show double or triple rise in 24 hourTs.
Pulse is rapid and of good volume.
Tongue is clear.
Anaemia is present.
Abdominal discomfort due to huge splenomegaly
may be the presenting feature. Lateronclrrhotic
features may develop.
Jaundice, oedema and hypoprotelnaemia may

3.

4.

5.
6.

9
10

11.
appear.

12. Low Platelet Count may result in eplstaxis, bleed
ing fromn the gums or from any other source.
Contrary to this the women patients may have
amenorThoea.
Some may complain of arthalgia.
Skin may be dry., rough, hypo or hyper-plg-
mented leading to blackening befitting the name
Kala-azaar.

13.
14.

15. Hair may fall out.
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16.
17.

Stomatitis anddiarhoea occur
Hookworm and other helminthic infestation are
common associations.
Intercurrent infections, such as bronchopneu-
monia. pulmonary tuberculosis and dysentery
are not uncommon, if patient goes untreated.
Death is certain in such cases, if not treated.

18.

3.4. DIAGNOSIS:

(1) Patients with irregular fever, splenomegaly, emacia-
tion and in late cases skin pigmentation particularly
from endemic areas, deserve conslderation of kala-
azar as the first diagnosis.

(2) Malaria and kala-azar may co-exist. So a therapeutic
trial of chloroquine to exclude a malaria has somne
value.

13) Typhoid like onset may rarely occur, but then ab-
sence of prostrat:on, clean tongue and fairly rapid
pulse in kala-azar will be significant.

(4) The Jonmal gel testby adding a drop ofcommerclal
formalin to 1ml. of patients serum and looking for
opaciflcatlon with orwithout coagulation instantane-
ously or within 20 mm., 2 hours or 24 hours may glive
a clue towards the possibility of kala-azar.

(5) Peripherial blood picture shows leucoponela with low
neutrophil count and increases ofmonocytes. The eo-
sinophil count may be high due to associated
helminthiasis.

(6) The diagnosis is established by detecting the amasti-
gate forms of L. donovani [L.D. bodies) in the materi
als obtain from stermal or splenic puncture stained
with Leishman's stain. Parasites may also be found in
the scrapings from the skin lesions.

3.5. COMPLICATIONS

1. Respiratory-epistaxis, bronchitis, broncho-pneu-
monia pulmonary tuberculosis etc.



68 PRACTICE OF MEDICINE

2. Alimentary-cancrum oris, bleedinggums, diarrhoe.

3. Cardiac-enlargement of the heart.

4. Cutaneous-dermal leishmanoid.

5. General-Oedema, anasarca, cachexia. haemorrhage
from various sites.

3.6. HOMOEOPATHIC MEDICINE USED FOR TREAT-
MENT.

1.Nat mur-Patient anaemic, upper part of the body
emactated., inclined to take cold: patient cravessalt. Swollen
spleens resulting from kala-azar. Nat mur produces stitches,
pressure and congestion in the spleen. Much quinine taken
is an addtional indication.

2.China-This remedy corresponds to congestion, pain
and stitches in the region of spleen and, liver with their
swelling. Dull aching in region of spleen and liver. Hyperae
mia of spleen. Nervous system 1s very sensltve, physical or
mental effort aggravates.

3.Ceanothus-Patn in whole left side, with shortness of
breath. Chronic pains in the spleen, worse in damp weather.
Plgmentation of skin due to prolonged exhausting attack of
fever.

4. GIARDIASIS.

What is Glardiasis? Glve t's clinical manlfestations and
treatment?

Glardiasis is a common disease of the gastro-intestinal
tract with the flagellated parasite, Giardia lamblia which is
often found in this continent. It requires adequate attention
of the physiclan concerned as because sometimes it is mis-
diagnosed. In other cases vague gastro-intestinal com-

plaints are described as symptoms of glardiasis.
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GIRDIA LAMBLIA-This symmetrical pear shaped
parasite has both trophozoite and cystic forms. The length of
the trophozolte is 10-25 mm, it is rounded anteriorly and
tapered posteriorly. At ts flattend ventral side there is a
shallow sucklng disk on the anterior portion. It has two oval
nuclei and 4 pairs of lagella. Cyst measures 8-Om. in lengih,
oval or elliposid. contains 2-4 nuclel and 4 pairs of bristle
shaped curved axonemes contalning retractile 1lagella.

4.1. CLINICAL MANIFESTATIONS:

(a) When the infection is light, the patllent may remain
asymptomatic.

(b) In moderate insestation the following symptoms may
occur-Chronic recurrent nausea, mild cramp in the
abdomen, distention of abdomen,latulence and mild
diarrhoea. There may be 2-10 motions/day. The fae
ces may contain mucus, but blood and pus are
absent.

(c) In severe infection, in addition to the above sympto.ms
vomiting and fever occur. Chronic patlents may lose
weight. Other symptoms of mal-absorption may su-
pervene. Persons sufferingfromhypo-gammaglobuno-
pathies are susceptible to G. lamblia infection. Giardia
is the most common cause ofdiarrhoea, steatorrhoea
and morphological abnormalities of the small intes
tine in these patients. The parasites can invade gall
bladder. The trophozoites of G. lamblia are some
times found in the bile taken from the gall bladder.
The slgnificance of this finding is not well under-
stood.

4.2. DIAGNOSIS

When diarrhoea or mal-absorption is unexplained. glar-
diasis should be excluded first.

4.3. PROGNOSIS:

As it has been pointed out, in some persons infection may
not produce any symptom. In others there may be waxying
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and waving of the symptoms. Treatment may cure 90% of
infections and sometimes more than one course oftreatment
is required.

4.4. PREVENTION

(0 Protective immunity does not develop.

() Re-infection often occurs.
(11) So prophylactic medicine is not usually recom-

mended.

(Iv Treatment of inlected persons.
(v) Personal Hyglene, and

(vi) Envronmental hygiene should be maintained ade-
quately.

Homoeopathic Medicine useed for Treatment:

1.Sulphur-For persistent orchroniccases of Giardiasis
Sulphur is the remedy: the tenesmus continues, In fact there
isa sort oftenesmusall the time, the stool are slimy and there
is frequent sudden urging to stool. Sometimes this condition
is present without tenesmus.

2.Aloes-The stools are of a jelly-lke mucous, and
covered with slmy white mucous and accompained by
griping in the epigastric reglon, the amount of mucous
expelled is large.

3.Rhus tox-Tearing pains down the thighs as an ac-
companiment of Glardiasis would indicate Rhus Tox.

5. FILARIASIS

What is Filariasis? Give its clinical features and treat-
ment.

Flarlasis is cuased in our country due to (a) Wuchereria



TROPICAL DISEASESs 71

bancroftl and b) Brugla malayi. It is estimated that at least
250 million people throughout the world are infected with
these worms. In India, about 5 million people are estimated
to be suffering from Bancroftianflariasis.

In India, perlodic nocturnal form occurs. Microfllariae
cireulate in theblood at night (peak hours 10p.m. to 2 p.m.).
Mosquitoes imbibe the microfilariae from infected persons.
The microfilariae develop into infective stage in the throax of
the mosquitoes. A healthy person acquires the infect/on
through the bite of the infective mosquito. Here Culexpipiens
(Culex fatigans) mosquitoes transmit W. bancrofti. The vec-
tors of B. malayi are Mansonia spp. and Anopheles barbiros
tris mosquitoes.

5.1. CLINICAL MANIFESTATIONS

Some persons having microfilariae in the blood remain
asymptomatic. In others the following manifestations may
Occur.

(1) Lymphangites mainly Involving the lymphatics of
testes and epidydimis, accompained by high fever
(103-104°F). chill and rigor.

(2) Lymphadenitis (malnly grotn, sormetimes exlla)

(3) Dilatation ofymphatics, ie. lymphanglo varix.

(4) Dilated lymphatics may rupture and lymph hydro-
cale an lymphuria may occur. Varicose chyleves-
sels running through mucus membrane of the
urinary passage may rupture and chyle through
the urine may come out (chyluria). Similarly, chy
lous diarrhoea, chylothorax, chylous ascites etc.
may occur. These are rare manifestations.

(5) Lymphoedema and elephantiasis Elephantiasis is
the end result of flariasis. This is hyperplasla of
skin and connective tissues of the affected part.

(6) Super-nfection with StaphylococcusaureusorStrep
tococcus pyogens may lead to septic lymphangitis
or abscess formation.
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5.2. TREATMENT (Homoeopathic Medicine used.)

(1)
symptoms, chill. glandular swellings. painful swelling on the
calves of the legs, high fever Merc sol 30 acts as a specific. It
may be given in the 200th potency at forinight intervals, to
prevent a recurrence of the trouble. In chronic cases when
the fever recurs periodically use 1 M or higher even when
chronic swellings of the legs remain after the fever.

Mere sol 30-For this fever with the attendant

(As this is a trouble some complaint, prolonged treatment
with the very high potencies is necessary for a case which is
possible in recent cases).

2.Bell and Apis-Lymphangitis especially in women suf
fering from tearing pains in scalp and nape of necks, with
high fever, followed immediately by the appearance of nodes
and hard cords about the head, soon disappearing. Only to
be followed by another attack Ars lod, Car carb, Calc Iod etc.

6.TROPICAL EOSINOPHILIA.

ISynonym-Eosinophilie lung. Pulmonary tropical eo-
sinophila, Welngarten's syndrom]

What is meant by Tropical Eosinophilia? Give its
aetiology pathology. clinical features, differential diagnosis
and Treatment.

Def. It is syndrome characterised by spasmodic cough.
paroxysmal dyspnoea, absolule eosinophilia and is some
times assoctated wlith systemic manifestations likefever, loss
ofweight and anaemia. Rarely haemoptysis also may ocur.

6.1. AETIOLOGY

1.All age groups, right from infancy, .rav suffer, but the
majority are between 20 and 50 years of age. Males are moreaffected than females and there is some genetic predisposi-
tion.

2. Infection by some form of filaria is commonly assocl
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ated with its aetiology. Larval introduced into the body by
mosquito develop into adult worms, somewhere in the tissue.
These adult woms produce macrofllarae which are rapidly
klled in the tissue exctting an eostnophilic response at varl
ous sites as well as in blood.

3.Aspergillusfumigatus may also cause asthma and eo
sinophilla, as well as pulmonary infltration.

4.Ascarls lumbricoldes may cause stmilar syndrome.

5.Idiopathic case are seen where no aetiology can be
demostrated.

6.2. PATHOLOGY

The cut surface of the lung may show irregularly scat-
tered whitish nodules 3-5 mm in diameter. Microscopic
examination shows groups of alveoll distended with macro-
phages, eosinophills and fibrin. In the centre ofsomenodules
lung tissue gets destroyed leading to formation of eosino-
philic abscesses, in some ofwhich microfilariae may be seen,
surrounded by hyaline material.

6.3. CLINICAL FEATURES

A. Symptoms:

(a) In acute variety-Sudden onset of high fever with
cough and rapld breathing.

(b) In chronic varlety-onset is gradual with malaise
anorexia and low grade fever. Later on hacking cough
in paroxysms at night. At the end ofabout ofcoughing,
sttcking mucus is expectorated. Dyspnoea on exertlon
may occur.

B. Signs:

Hyper-resonance, prolonged expiration and a few crepi-
tations. Spleen maybe palpable. Liver and lymph glands mayenlarge.
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C. Radiology:

Chest X-ray may be normal. The commonest change is
acentuation of bronchovascular marklngs. Other findings
might be miliary mottling. pulmonary opacities. hlar gland
elargement and pleural effusion. Occasionally mottled shad-
ows became conluent to produce a patch of pneumonitis.

D. Investigations:

a) Blood

Total white cell count is 10,000 to 80,000 or more. The
hall-mark of diagnosis is 'absolute eosinophilla'. The
total eosinophil count should be at least 2000/c.mm.
(b) High E.S.R.

(c) Bone marrow shows proliferation of the eosinophillc
series of cells.

(d) Sputum-presence of eosinophils may be a clue.
(e) Flarla Complement Fixation Test-Postive (Test be-

comes negative after successful treatment).

(0 Serlogicalfindings-Raised serum globulin levels.

(9E.C.G-ist degree Heart Block., Corpulmonale some-
times.

6.4. DIFFERENTIAL DIAGNOSIS OF EOSINOPHILIA

(a) Parasitucinfections, fungal infections speclally asper
gillosis, drugs. serum therapy and chemical agents,
penicillin, sulphonamides, P.A.S., mephenesin, nickel
salt etc.

(b) Collagen disorder, malignant neoplastic disorder.
(c) Other infections like tuberculos!s, brucellosis, coc

cidiomycosis.
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6.5. PROGNOSIS

(a) Good, f adequately treated.

(b) Pulmonary fibrosis occurs in inadequatcly trcated
cases. Ventilation is restricted and diffusion im-
paired. This may result in cor-pulmonale.

6.6. HOMOEOPATHIc MEDICINE USED FOR TREAT
MENT

1. Dulcamara-When excited by exposure to cold or
damp, when occuring in wet weather, or atlended
wilh some fever, bitter taste in the mouth, diarrhoeca
at night, foul tongue, and violent itchingand burning
in skin. Even in cases of much sneazing with bron-
chitis.

2. Arsenic-Ifcaused by eating unripe fruit, or in severe
cases, worse at night, followed bya croup-likecough;
also after the skin discase has been suddenly sup-
pressed forming Asthma.

3. Nux Vom-when there is considerable gastric de-
rangement with constipations and when the skin
eruption is excited by indulgence in spiritous liquors.

7. CHOLERA.

What is cholera? Whar are its actiology and clinical
features? How can we cure, manage and prevent a case of
cholera? What would be the indications for the use of saline?
Describe about oral rehydration are the therapy. What is

meant by cholera inflantums?

Det: Cholera is an acute tnfectious disease characterised
byfrequent purging with coplous rice water siool and vomlling
Jollowed by dehydralion, electrolite loss, resulling collapse
muscular cramps and suppression ofurine; collapse atlended
with high mortalily. funtreatled.
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7.1. AETIOLOGY

The discase Is caused by both by classical vtbrio cholerae
and bio-type El Tor vibrio-ofO sub-group I of Inaba, Ogawa
and Hikojina sub-types but only first two sub-types are
common in our country. There are three toxins in the cell free
iltrates of cholera vibrio, viz, endotoxin, heat stable exotoxin
and heat labile exotoxin. It has been detected that heat labile
exotoxin (enterotoxin) mediates movements ofwater and ions
Srom tissues into the lumen and hence it is responsible for
pathogenesis of cholera.

Biochemically, these vibrios ferment sucrose, and ma-
nose, wilh production of acid only but lactose and arabinose
are not fermented.

EI Tor bio-type vibrlo is morphologically., biochemically
and seriologically identical with true cholera vibrlo. But E1

Tor is resistant to Mukerjee'scholera phage IVand polymixin.
Moreover it agglutinates chicken R.B.c.

EITor produced cholera Epidemic in 1397, and pandemic
o 1961.

7.2. CLINICL FEATURES

The severlty of cholera is dependent on the rapidity and
duration of Nuid loss. Epidemiological sludies have shown
that more than 90 percent of El Tor chloera cases mild and
Clinically indistinguishable from other acute diarrhoeas.
However, a typical case of cholera show 3 stages

(a) Stage of evacuation.
(b) Stage of colapse.
(c) Stage of Recovery.

(a) Stage of evacuation.

The onset is abrupt with profuse, painless watery diar
rhoeas followcd by vomiling. The patient may pass as many
as 40 stools in a day. The stools may have a 'rice water
appearance.
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(b) Stage of collapse.

The patient soon passes into a stage of collapse occause
of dehydration. The classical signs are

Sunken eyes,
Hollow cheecks,
Scaphotd abdomen
Washerman's hand and feet,
Absent pulse,
Un-recordable blood pressure,
Loss ofskn elasticity.
Shallow and qutck respirations.

The out put ofurine decreases and may ullimately cease.
The patient becomes restless, and complaints of intense
thirst and cramps in legs and abdomen. Death may occur at
this stage, due to dehydration and acidosis resulting from
diarrhoea.

(c) Stage of Recovery.

Ifdeath does not occur, the patient begins to show signs
of clinical improvement. The blood pressure begins to rise,
the temperature returns to nomal, and urine secretion is re-
established. If anuria persists, the patient may die of renal
failure.

The classical form ofseverecholera occurs in only 5-10-
percent of cases. In the rest, the disease tends to be mild
characterised by diarrhoea with or without vomiting or
marked dehydration. As a rule, mild cases recover in 1-3
days.

Epidemiologlcally. cholera due to ElTorbiotype differs
from classical cholera in the following respects

(1) a higher incidence of mild and asymptomatic infec-
tion. This implies that the characteristic picture of
rice-water stools and other signs of classical cholera
described above may not be seen often,
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() fewer secondary cases in the affected families

(u) occurance of chronic carrlers, and

(iv) Since El Tor vibrols are more resistant than classical
Cholera vibrios, they survive longer in the extra-in
testinal enviornment.

7.3. PREVENTIVE MEASURES

1. Cholera inoculation.
2. Isolation of the patient or immediate hospitalisatlon.
3. Vomitus and excreta of the patient to be destroyed.
4. Sterilisation of the linen and clothing.
5. Milk and water to be boled.
6. Food to be protected from ies.
7. Salads and raw or over ripe fruits to be forbidden.
8. Hands must be well washed before eating.
9. Drinking vessels and eatingutensils should be cleaned

with boiling water and kept away from flies.
10. Starvatlon to be avoided during cholera epldemnlc.

7.4. CURATIVE MEASURES

(1) Warmth to be maintained with the help of hot water
bottles, warm; blankets etc.

(2) Replacement of the fluid and salts by glving rectal
subcutaneous, intervenous saline or oral rehydra-
tion.

7.5. HOMOEOPATHIc MEDICINAL TREATMENT

Camphor Tincture should be glven in all cases in the
beginning

When cholera is fully developed-

1. Veratrum Album-30 is the Principal remedy with
the following characteristic symptoms

(a) Sharp cutling pains in the abdomen.
(b) Profuse watery stools like rice-water, with nau-
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sea, vomiting, with a cold forhead and great weak-
ness.

(c) Violent thirst for large quantities of very cold
water and acid drinks, which is vomited soon
after.

(a Great sinking and empty feeling in the abdomen
and great exhaustion after each stool.

(e) Moderate cramps in hands, feet and calves, with
suppression of the Urine.

(0 Excessive coldness; skin withered and wrinkled.

2.Cuprum met-30 after Veratrum alb. when that rem-
edy has not relieved the cramps, which is very violent and
extend all over the body.

When the evacuations are not very coplous, but the
spasms in the chest and stomach are very painful, with great
tenderness to touch, the spasm coming on in peroxysms,
both in the stomach and in the extremities; the thirst is
moderate the vomitings is allayed for a time, by drinking
water: the face is blue and cold; the respiration is short and
laboured, the voice is husky: and the Urine suppresses
Cuprum met-30 1s the remedy.

3. Arsenic album.

When the purging and vomiting become very frequent;
the evacuations from the bowels belng thin, watery and of
dark colour and very offenslve smell, or light coloured and
almost without smell, especially when accompained by in-
tense buring pains, or cramps in the stomach and bowels,
with violent thirt, and great prostration of strength; also
burning in the anus and rectum with tenesums. It is uselul
also in the last stage of the disease.

Durlng prevalence of Cholera as an epidemic Hahne-
mann recommended Cuprummet (ars) 30, and Veratrum alb
30, in a rotation of every six or seven days.

7.6. MANAGEMENT

Management of cholera and other dehydrating diar-
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rhoeas is almost the same. ihe patho-physiological changes
in cholera are due to rapid ios.3 of a large amount ol' isotonle
luid from the gut. Acidosis occurs as result of base-deflcit.
The object of treatment is to correct water and electrolyte loss
and the acidosis by adminjstration of fluids containing
electrolytes and alkall, the mode of administration depends
on the severity of a particular case.

The most rapid way of correction ofdehydration is by the
intravenous route and several types of V luids are used for
the purpose. No hypertonic fluids are used intravenously.

The different IV fulds commonly used are

(a) Normal Saline and isotonic alkall solution (2:1)
may be used. Iso-alkali solution. 1.e. 1.9% sod-bl-
carb solution is recommended.

(b) 5.4:1 solution contains 5 gm ofsodium chloride,4
gm Sodibicarb and 1 gm,. of Potassium chloride per
liter of water,

(c) A specially prepared diarrhoea treatment solution
which contains glucose 8 gm, Sodi-chloride 4 gm.
Sodi acetate 5.6gm, and Pot. Chlor 1 gm. in 1 litre of
water, may also be given.

(d) Riger-lactate or Hartmann's solution is commer-
clally avallable, ready for use intravenously. (Most

suitable for chlldren).

N.B.

How can we use saline?

The essence of treatment lHes in rapid correction of

blochemical changes and attempt should be made to correct
this within 2 hours in an adult and 6-8 hours in children. In

a severely dehydrated patient the rate or administration is

one litre in 15 minutes (for an adult) until an easily palpable
radial pulse appears. There after the rate should be slowed

down to 1 litre in 30-35 minutes. The use of a large bore
needle (No.18) is important.
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The initial quantitity of IV Auld can be determined
from the body welght of the patient. A severely dehydrated
patient with shock, has lost 10% of his body-welght. Thus a
patient welghing 40 kg. will require four tres of luid for
initial correction. Careful record of pulse rate and Urine is a
good guide. if no facility for weighing as patient exists. V
nuids is started at the rate ofone litre in 15 minutes. As soon
as an easily palpable radial puls appears, the rate of IV ad-
ministration is slowed downtoa litre in 30-35 minutes. When
Lhe pulse rate is 90 per minute in adult and 100-105 per
minute in children below 5 years of age. IV administration is
to be stopped. Thereafter the patient is to be maintained with

oral fluid only.

Fluid requirement-can also be determined with the
help of Plasma Sp. gravity (PSG). A patient wlll require 4 ml.

of fluid per kg. of body whelght for a rise of PSG of 0.001

above 1025 (Normmal vlue). PSG is best determined with TS

Meter.

Maintenance-After initial correction, maintenance is

done by replacingthe volume lost in stool by IVroute or orally.

7.7. ORAL REHYDRATION

Glucose is actively absorbed through the gut, and in the

process carries water and electrolyte along with it. This

absorption continues even in the face of diarrhoea. Glucose

solution containing electrolyte has therefore been used for

rehydration. It has been extensívely used and found to be

highly effective. Most ofthemild and moderately severe cases

of dehydration respond to oral therapy alone.

Composition:

Sodium chloride 3.5 gms.

Sodium blcarb 2.5 gms.

Potasslum chloride 1.5 gms.

20 gm.Glucose
Water 1 litre.
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Any drinking water wll also serve the purpose. The fluid
should be given orally: quantity in an hour should not exceed
1 liter for an adult and 200 ml for child (below 5 years).

Larger quantity excites vomiting. However, if any case
fails to improve with oral fluid (which occurs rarely), IVfluid
should be started immediatly.

Present Market Name-Electroral Powder.

SPECIAL NOTE:

1. Criterla for adequency of treatment of the cholera.
(a) Relurn of pulse rate and blood pressure to normal.
(b) Normal skin turgor.
c) Sense of well being of the patient.
(d) Normal Urinary out put; this may require 12-24

hours following initial correction of dehydration.
(e Normal plasma Sp. gravity.

2. Indications for saline:

() When Sp. gravity of blood rises to 1060 or above.
(1) Blood pressure below 80 mm. of Hg.

(ii) Pulse low in volume or tenslon or no pulse.
(iv) Marked signs of dehydration.

3. Contra indications for I.V: Sallna:
(1) Cardiac asthenia.

() Lung complications.
() Rectal temperature high or over 100°F.
(iv) Obstinate tympanitis.
(v) Fair pulse.

4. Advantages of Oral Fluld.
(a) It is effective in correcting dehydration. in most

cases. Patient may not pass into a state of shock if
instituted early.

(b) The ingredlents are cheap and easily avallable.
(c) No sterilization is necessary.



TROPICAL DISEASES 83

(d) Over hydration is impossible.
e It can be administered by paramedical sta or even

patient's relatives.

7.8. WHAT WOULD BE THE DIETIC MANAGEMENT IN
CASE OF CHOLERA?

Ifthere is no vomiting, oral feeding should be encouraged
even in presence of diarrhoea. Semiluid diet may soon be
changed to light, easily digestible, low residue meal till full
nomal diet is tolerated. If the stool is vibro free, hospital stay
should not be more than 24 hours, once the diarrh.ca has
stoppeu.

IGeneraly for the first 2 days only boiled cold water or
green cocoanut water or iced saline 0.5% with 2% glucose.
Frequent drinks not exceeding. 2 ozs at a ime to be glven.
Later barley water, whey, skimmed milk etc. are allowed].

In concluston, It may be sald that the treatment ofcholera
has beerimade simpler so that it can reach even the remotest
coner oithe country. Introduction of oral fluids has imade it
more simple and much less costly.

7.9. What is cholera infantum ? Howis it known these
days ? Mention homoeopathic medicine for treatmemt.

This is an epidemic or sporadic gastro-intestinal infec-
ion in infants, oflen during the summer months and char-
acterised by fever, vomiting. enterocolltis with toxaemia and
a high morality rate.

It hasbeen varlously named as summer diarrhoea, iníec-
tlve or infections diarrhoea, acute gastro-intestinal infection
or epidemic diarrhoea in children.

HOMOEOPATHIC MEDICINES ARE USED IN THIS CASE

(1) Aethuja. (2) Podophyllum. (3) Arsenic, (4) China, (5)
Antim crude etc.

Leading Remedles and their indications



84 PRACTICE OF MEDIcINE

1. Aethuja Cynapium are used

(0 Drurtng dentition. (t0 Due to tntolerance ofmik, (ud Hot
sunmer weather, (iv) Due to improper feeding in babies. (u)

Prom constant Jeeding in adults.

Child cannot bear milk in any from. It is vomited in large
amounts of hard curds. Vomillng is preceded by deathly
nausea. Excessive weakness proslration and déep sleep
follow the vomiting. Appearance of child is as ifit were dying.
pale hippocratic face. whiluish blue pallor aroud lips and nose,
eyes sunken.

In bables vomiting is generally accompanied by thin. yel
low. greenish, slimy stool, Patient is hungry after vomiting.
Complete absence of thirst.

2. Podophyllum-Cholera infantum in summers. Diar
rhoea of chldren, during teething. after eating while being
bathed or washed. Dlarrhoea of long standing. early in
morning. continues through forenoon, followed by natural
stool in evening.

Stool-green, watery. offenslve and profuse. gushing out,
chalk like. Jelly like, undigested.

Stool with sensation of weekness or sinking in abdomen
and rectum. Prolapse of rectum before or with stool.

3. Arsenic alb.-Cholera infantum. When there is extreme
prostration, restlessness, sinking sensation, cadaveric ap-
pearance, cold sweat, extremities cold. Foul, pungent. pene
trating odor from faces and urine, and ofvomitalso. Vomiting
of everything taken, sips of water cold fluid are vornited im-
medlately. Stools are watery, acid scanty and offensive with
vomlting and burning in abdomen. With all the complaints Is
assoclated with fear ofdeath:



CHAPTER III

CARDIO-VASCULAR
DISEASES

DISCUSsION FOR LEARNING

1. NAMEOFTHE COMMON DISEASES OF HEART1.
AND PERICARDIUM.

2 VALVULAR DISEASES.

A. MITRAL STENOSIS.

B. MITRAL RE-GURGITATION (Incompetence)

C. AORTIC RE-GURGITATION.

3. ANGINA PECTORIS.3.
4. MYOCARDIA INFARCTION

(Syn. Coronary Thrombosis)

5. ACUTE CORNONARY FAILURE.

6. HEART BLOCK.

7. ADAM-STROKES SYNDROME.1.
8. HEART FAILURE.

9. HYPERTENTION9.

1. NAME OF THE COMMON DISEASES OF THE HEART
AND PERICARDIUM
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9.3.1.hat are the common diseases of theheart and
Perlcardium? what are their characterlstlc features?

For practical purposes diseases of the heart and pericar
dium may be classifled under five prominent differential
JeaturesS

1. Disorders with PYREXIA.
2. Disorders in which PAIN is a characteristic

symptoms.
3. Disorders which are accompanled by a EN-

LARGEMENT of the AREA OF CARDIAC DULL-
NESS.
Disorders in which an ALTERATION of the
CARDIAC SOUNDS or a MURMUR, forms the
dlagnostic feature, and

5.

4.

Conditions which are recognised by anALTERA-
TION of the RHYTHM or RATE of the PULSE.

MAIN FEAUTES AND NAME OF THERESPECTIVE DISs
EASES:
MAIN FEATURES NAME OF THE DISEASES

1. Pyrexia 1. Pericarditis
2. Ecute Endocarditis
1. Angina of Effort.
2. Spasmodic Angina.
3. Coronary Thrombosis
4. Angina Innocens

(Pseudo-Anglna)
5. Pericarditis.

2. Pain

3. Enlargement of the Area of1. Cardiac Hypertrophy.
Cardiac Dullness a2Cardiac Dilatation.

3. Chronic pericardial
Effusion.

4. Adherent pericarditis

1. Mycoardial Degeneration
2. Endocarditis.

4. Altered Heart Sounds

3. Congenitzl Heart disease
4. Perlcarditis.

1. Sinus Arrhythmia.
2. Premature Beats (Extra

systoles)
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5. Alteration of Rhythm or
Rate of pulse

1. Sinus Arrhylhmia.
2. Premature Beats

(Extra systoles)
3. Paroxysmal Tachycardia.
4. Auricular Fibrilation.
5. Bradycardia.
6. Heart Block.

2. VALVULAR DISEASES

9.3.2. What is meant by Valvular diseases? Give
examples.

Valvular disease most commonly occurs in early life due
to endocarditi is (acute or chronic) and in elderly persons due
to chronic degenerative changes. The ellect is a thickening or
puckering of thevalves and rings which results in one or both
of two conditions-

(a) Stenosis or naTouwing of the orjice.
(b) Regurgilation in which the valves are incompetent and

allowa refluxofthe blood to takeplacefrom imperfect meeting
and closure of the cups.

According to these, there are 4 major valvular lesions
involving the lest side of the heart, and two rare types.

1. Mitral Stenosis.
2. Mitral Regurgitation.
3. Aortic Stenosls.
4. Aortic Regurgitauon.
5. Pulmonary incompetence and stenosis.
6. Tricuspid valvular disease.

A. MITRAL STENOSIS.

What is Mitral Stenosis? What are it's aetiology. clinicalfeatures and complications? Describe it's treatment in gen-
eral and surglcal point of vlews.

Def.7his ts a narrowtng ofthe mltral value, that tnterfereswith thecurrentof bloodpassingJfrom the lejt auricle to the leftventricle.
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1.1. WHAT ARE IT'S ETIOLOGY?

Etiology-are of two primary varities-
(a) A congenital form (extremely rare)

(1) results from either malformation of the mitral
ring. or

() a foetal endocarditis.
(b) An acquired form-

() rheumatic infection.
(1i) a slow degeneration, sclerosing process.-part of

a generallsed cardiovascular degeneration.
(c) Age-commonly starts between 6 to 20 years.
(d) Sex-females commonly preponderant.

1.2. CLINICAL FEATURES

CWhat are it's signs and Symptoms?)
In case of mild stenosis the subject may be asymptomatic

for prolong time and in severe stenosis and in moderate case
the symptoms will develop.

A. CLASSICAL SYMPTOMS

1. Efort intolerance-sudden or acute. Sudden when
caused by pulmonary oedema.

2. Haemoptysis.
3. Angina pectoris.

Causes (a) Rt. Ventricularhypertrophy-imbalance
in blood supply.
(b) Atrial fbrilation due to cardiac ischaemia.
(c) Discomfort (not pain) due to costo-chondritis.

4. Easy fatiguability.
5.Palpitation.

Causes(a) Rt. ventricular hypertrophy.
(b) Atrial fibrillatíon.

6. Anasarca.



CARDIO-VASCULAR DISEASESs 89

B. SIGNS:

1. Malar lush.
2. Small volume pulse.
3. Blood pressure-low.
4. Neek veins engorged, but if there is pulmonary

hypertention-glant 'a' waves are found.
5.Apex beat-Normal in posItion. Character is slaping

ortap
6. Para-sternal heave and diastolic shork-if there is

ing. Ther is a diastolic thrlL

pulmonary hypertension.
7. Auscultation

(1) First heart sound-short and sharp (not if thhe

valve is calcified or if there is a prosthetic valuue)
() Second heart sound-audible in mitral area.

(11) Opening snap-Hof Potain)-betterheard aflerdeep
expiration.

(iv) Murmur-mid-diastolic rumbling, low pitched.
localised to the mitral area, best heard after expi-
ration, on turning the patient to lest lateral posl-
tion and best heard with the bell stethoscope.
There is a pre-systolic accentuaiton which disap-
pears if there is atrial fibrillaition.

(v) Second heart sound in pulmonary area is spilt.

8. Investigations

(a) X-ray findings:
( Dilatation of thepulmonary artery and conus.
(11) Eniargement of the lest auricle.

(ii) Small or absent aortic knucle.
(iv) No left ventricular enlargement.

In RAO. view with Barlum swallow, there is delay at the
level of bifurcation of the trachea and abrupt deviation of the
barium bolus in the oesophagus to the right where as in
general enlargement of the heart, this deviation is gradual
not a abrupt.

b) E.C.G. fAndings:
(0 P wawes widened and notched (P mtrate).
(1) ORS complex shows varytng degrees frlght axis

deviation in pulmonary hypertension.
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