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Malaria has been mentioned 
as one of 

the 

causes ?f angina pectoris. on angina 
P- Retzek in a series of lectu 0f 

Pectoris described some character 
b 

malarial angina and quoted the opinion of 
Gaskel that 4 per cent of malarial cases result 
in cardiac death due to coronary thrombosis. 
This thrombosis may be precipitated by an 
acute attack, previous chronic malaria having 
produced endarteritis. 
The incidence observed is very high and is 

probably based on cases infected with Italian 
or African strains of Plasmodium falciparum. 
James and others (1932), on observations of 
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several strains used for therapeutic malaria, 
had also come to the conclusion that Indian 
strains of P. falciparum were much less likely 
to produce severe complications than the other 
strains. Bass had described malarial pseudo- 
angina. On the other hand, although angina 
may not be prominent, severe cardiac involve- 
ment may be the actual cause of death in many 
comatose cases of malaria, which are generally 
put down as cerebral malaria. Cases have been 
observed in which a deep coma was accom- 

panied by marked cyanosis, enlarged soft liver 
and rapid feeble heart. The cerebro-spinal 
fluid was not under tension and showed no 

increase in cells or proteins. In spite of quinine 

injections these cases have rapidly sunk and 

died, strongly suggesting a cardiac failure rather 
than a medullary one. 

Von Engel (1925) has described a similar case 
of a male, aged 24, who died in coma with a 

pulse rate of 130 per minute and very feeble heart 
sounds. Sections of the heart showed severe 

malarial thrombosis and cloudy degeneration of 
the muscle. 

Brosius (1925) has also described a case of 
cardiac malaria in which marked cloudy swell- 
ing of cardiac muscle resembling that of acute 
diphtheria was found at autopsy. 

Micheletti (1929) has described vascular 
thrombosis with fragmentation and necrosis of 
the cardiac muscle. 

Another affection which is capable of pro- 
ducing anginal symptoms and is found in cases 
of chronic malaria is dilatation of the first part 
of the aorta. Benhamou (1926) and Giauni 
(1929) who have noted such dilatations are 

emphatic that it is not due to aortitis. Yet it- 

is likely that acute thrombosis of the vasa 

vasorwn of the aorta may produce anginal 
symptoms. Very few electrocardiographic 
studies in malaria have been published. 
Although some abnormalities have been noticed 
characteristic curves of coronary thrombosis 
have not been obtained. 

The patient, G. S., a railway coolie, aged 35, was 
referred on the 18th May, 1936, to the hospital by the 

railway doctor for severe pain in the precordial region, 
palpitation and breathlessness of sudden onset. He had 
fever with rigors for two weeks, fifteen days before but 
was afebrile and able to attend to his work till the 
onset of pain. 
Examination.?Marked restlessness, eyes deeply con- 

gested, no rigidity of neck. Kernig's sign negative. 
Abdomen slightly full and tympanitic, spleen not 
palpable. 
Chest.?Pain in the lower sternal and epigastric region. 

No radiation. Lungs?prolonged expiration with 
rhonchi. Pulse?120 per minute. Respiration?40 Per 
minute. Temperature?101 ?F. Blood pressure 90/40. 
Leucocytes?3,000 per c.mm. Differential count?poly- 
morphonuclears 62, eosinophiles 4, hyalin 8 and lympho- 
cytes 26 per cent. Blood film showed very large number 
of P. falciparum gametocytes. Ring forms were com- 

paratively few. Widal reaction?negative, blood culture 
for bacteria?negative. Wassermann reaction?strongly 
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positive. The temperature rose to 104?F. No coma; 
rcfctthlessiiess increased giving rise to cyanosis. Quinine 
a^ given intravenously. 
Aext day the temperature was normal. The pain 

pOmpletely disappeared. Heart sounds feeble. Lungs 
car. I he temperature showed two lesser elevations 
n two more periodic intervals. The pulse rate was still 
J?ut 120 per minute though the temperature was 

normal. 

.p*1 the 25th May, 1936, the patient had another 

j 
aek of pain and breathlessness. Examination revealed 

ral^aire<^ Percussi?n note, feeble breath sounds and fine cs at the left base in the axillary region. There was 

n? s*Snificant rise of temperature. The area spread, and 
28th 

_ 
a distinct rub was felt over the affected 

nMi 
c^n^cal signs as well as breathlessness com- 

I etely disappeared next day. Further progress was 

?7entful. The blood pressure on the 4th June was 

f- 
/dO and the pulse 90 per minute. The pressure after 

f/? Was 110/60. Wassermann reaction repeated on 

Tl 
WaS faintl7 positive. there was no history of syphilitic infection nor any 

?u'nicul manifestations of it. The first positive 
assermann reaction may be that rare condition, a 

a positive Wassermann reaction, due to malaria. 
An electrocardiogram was taken three weeks after the 

,u*et, when the systolic blood pressure was 110, and 

| Pulse rate 80 per minute. j(:ad I showed a distinct low voltage with a well- 
ai'ked plateau after the S. 
t^ead II showed a sharp Q, a biphasic RS and a 
^tmct slurring of S in places, almost a bifurcation 

an| a Prominent angular T. 
rlea. was similar to lead II, but less prominent. 

st distinctly pointed to cardiac infarction of few days' 
j aru-img. If it had been possible to take the earlier 

cords, the changes would have been still more striking. 

Discussion 
The pneumonic signs are suggestive of several 

conditions. Like the heart condition they 

jttight be of malarial origin. Karve (1926) 
r?m Kenya has described primary and 

^ondary pneumonias of malarial origin, 
hese, as in the present case, are characterized 
y uncontrollable pleural pain, transitional 

ra'es and short duration. But the onset of the 
symptoms after the disappearance of the para- 
Sltes from the blood makes the malarial origin 
^likely. 
A ward infection can be ruled out by the 

extremely short duration of the signs and 
syniptoms and absence of leucocytosis. 

Reflex atelectasis with formation of mucus 

P|USS similar to post-operative pneumonia has 
bsen described following an infarction of the 
lpart. Donzelot (1934) has described fleeting 
Pneumonic signs as a late complication of in- 

jection of the heart due to embolic showers, 
i 

le lung condition was probably one of the 
la3t tW0. 

Summary 
A case is described in which severe anginal 

Pain, cyanosis, rapid pulse and low blood pres- 
Sl,re marked the onset of a malarial attack. 

The. infection was not heavy and there was 
110 evidence of thrombosis in other organs such 
as the brain. 
The pulse rate remained rapid and the blood 

Pressure was low for two weeks after the 
attack. 

Acute pneumonic symptoms of very short 
duration occurred soon after, but these are not 
considered to be of malarial origin. 
The Wassermann reaction was positive 

during the acute attack. 
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