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Case Study

Acute Myocardial Infarction -Rare Complication of Snake Bite: A case report
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ABSTRACT
Acute myocardial infarction (AMI) is a rare complication of snake bite with few reported cases in literature.
Ischemic cardiac events, arrhythmias and cardiac tamponade rarely occur after viper bites. We report a case of
inferior wall ST segment elevation myocardial infarction in a 43 year old previously healthy male following
Russell’s viper bite which is an extremely rare presentation.
Keywords: Snake bite, Russell’s viper, Myocardial Infarction, Acute kidney injury, Rhabdomyolysis, Anti
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CASE HISTORY
A previously healthy 43 year old male with no
history of cardiac disease or cardiac risk factors
was brought to the emergency department 6hrs
after a snake bite in his right foot just below the
medial malleolus. The dead snake also was brought
and identified as Russell’s viper.
Patient was irritable and drowsy and had
progressive cellulitis in the right lower limb upto
5cm below the knee joint with a whole blood
clotting time > 20minutes at admission. Fang
marks were identified in his right foot just below
the medial malleolus. Patient additionally
complained of chest pain for 1 hour duration during
his transit to the hospital which was felt as a
retrosternal heaviness on the chest associated with
profuse sweating.
On examination, Pulse rate was 110/mt low volume
thready, blood Pressure was 70/40 mm in the right
upper limb. Other system examinations were within
normal limits. ECG revealed ST segment elevation
in leads II, III and avF with reciprocal changes in
leads I and avL suggestive of acute inferior wall
myocardial infarction (Fig1).He was rapidly
resuscitated with fluids, intramuscular anti tetanus
serum, and intravenous infusion of 8 vials of
polyvalent antisnake venom. Adequate wound care
and management of cellulitis was given. Despite
the fluid resuscitation, his Blood pressure did not
improve and was started on inotropes. Patient had

an episode of blood tinged vomiting for which 4
units of fresh frozen plasma was transfused.
Thrombolysis, anticoagulants and antiplatelets
were not considered due to prolonged 20 min
whole blood clotting time and bleeding
manifestation.
CK-MB was 83 IU/L(Normal upto 25IU/L). The
CPK levels was 1216IU/L (Normal 25-190 IU/L).
Baseline urea levels at admission was 19mg/dl with
creatinine of 0.9mg/dl. Echocardiogram revealed
mild hypokinesia of the inferior wall with mild Left
Ventricular dysfunction.
Due to frequent hypotension and prolonged 20 min
WBCT, Anti snake venom therapy was repeated
with 8 more vials. His Blood pressure was
dropping frequently but responded to Subcutaneous
Adrenalineboluses and IV fluid boluses and IV
inotropes were stepped up.
Following treatment, the patient’s symptoms
improved and chest pain gradually subsided. The
ST segment changes started to resolve following
the Antisnake venom administration (Fig
2).Hemodynamic variables stabilised with patient
maintaining blood pressure above 120/70mm and
Clotting time was found to be 11 minutes 16hours
after treatment. Renal function test was initially
normal but the creatinine was found to be 3.2mg/dl
and 4.2mg/dl on the 2nd and 3rd day respectively.
Serum LDH was found to be 950IU indicative of
rhabdomyolysis. Fluid management measures were
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stepped up and the acute kidney injury resolved on
day 7 and the serum urea and creatinine values
were 23mg/dl and 1mg/dl respectively. Cellulitis
resolved with conservative measures and The ECG
changes reverted back to normal and the patient
was safely discharged from the hospital with advice
for regular follow up.

coronaries and direct vasculitis by snake venom
causing an infarction. Some snakes have
sarafotoxins5
which
cause
coronary
vasoconstriction. Coronary spasm6 due to
endothelins released by snake bite is also
considered to be a possible mechanism.
Other mechanisms suggested are hypovolemic
shock due to bleeding, anaphylactic shock,
hypercoagulability in consumption coagulopathy,
hyperviscosity secondary to hypovolemia induced
hemoconcentration, direct cardiotoxic effect on
myocardium.

DISCUSSION
Acute myocardial infarction (AMI) is a rare
complication of snake bite with few reported cases
in literature. The diagnosis of myocardial infarction
was confirmed by a characteristic retrosternal chest
pain, typical electrocardiographic changes, and
elevated CK-MB levels. Viper bites are notorious
for local and systemic complications including
local tissue necrosis, hemolysis and hemorrhagic
complications,
nephrotoxicity,
coagulation
abnormalities and neurological complications.A
study conducted in Nigeria involving 108 snake
bite patients found that more than 60% patients had
hemodynamic
and
electrocardiographic
abnormalities, but significant cardiac enzyme
elevation occurred in only one patient.[2]

The importance of the case report is to highlight
upon the fact that physicians should be aware of
this potentially life-threatening complication of
viper bite and take immediate steps for its
recognition and management
.
CONCLUSION
This unique case provides evidences for rapid
development of ST elevation myocardial infarction
following a possible Russell’s viper bite.
Pathophysiology of myocardial ischemia in
snakebites needs to be explored through careful
documentation of clinical condition and thorough
investigation of the snakebite victims.

The mechanism by which myocardial ischemia or
infarction occurs is not known clearly. Possible
mechanisms are, disseminated intravascular
coagulation3 causing thrombus4 formation in
Fig 1 : ECG On Admission
depression in Anterior leads

- Shows ST elevation in inferior Leads and reciprocal change of ST
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Fig 2 ECG after Adminstration of Antisnake Venom – ST elevation reverted to normal baseline.
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