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General Note

ABSTRACT
Generalized seizures secondary to underlying pulmonary embolisim is rare phenomenon. Pulmonary embolism is a significant cause
of mortality due to difficulty in diagnosis especially in absence of any obvious clues, as its presentation ranges from symptomless to
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sudden death. Here by presenting a case of 49-year-old male who presented with continuous episodes of generalized tonic clonic
seizure for 30 minutes, due to pulmonary embolism associated with Hyperhomocysteinemia.
Keywords: Seizure, Pulmonary embolism, Hyperhomocysteinemia.

1. INTRODUCTION
A thrombus in any of the branch of pulmonary artery can be regarded as pulmonary embolism (PE). Its origin is somewhere in the
venous system (Pichereau et al., 2015). Frequently, patients with Pulmonary Embolism had no history of findings of Deep Vein
Thrombosis because the clot has already embolized to the lungs. Risk factors of Pulmonary embolism are history of PE in past,
Known Hyper Coagulable Disorder, Trauma, Surgery, Pregnancy, Immobilization, obesity, Cigarette use, Cancer, Hormone
Replacement Therapy and Oral Contraceptives. However, in 30% of PE patients there are no detectable provoking factors (Kumar et
al., 2016; Heit et al., 2000). Diagnosing pulmonary embolism is a very tricky situation as it mimics various clinical conditions such as
breathlessness, cough, chest pain, hepatic congestion which has multiple causes. Most common physical findings can be
tachycardia, fever, abnormal findings on pulmonary examination and collapse of the peripheral vessels. The tests commonly used for
its diagnosis is D-dimer which has low sensitivity and specificity, while high cost of pulmonary angiography makes the things more
confusing (Heit et al., 2000; Pineda et al., 2001). Generalized seizure as first presentation of pulmonary embolism is very rare, only
documented in few case reports (Kumar et al., 2016). Hereby, we are reporting a case of a 49-year-old male who had presented with
generalized tonic clonic seizure that had lasted for 30 minutes (Status Epilepticus), due to pulmonary embolism without any
common risk factors, and on investigation was associated with Hyperhomocysteinemia.

2. CASE
A 49 year old male was brought to the casualty by wife with complaints of loss of consciousness and continuous episodes of
generalized tonic clonic seizure since 30 minutes. There was no history of fall, trauma, surgery, vomitting, cough, hemoptysis, chronic
disease or addiction, Deep Vein Thrombosis, seizure disorder, psychiatric illness, medication. On asking leading questions he
revealed that there was sudden onset of chest pain, palpitation, breathlessness followed by continuous episodes of generalized tonic
clonic seizure. He was non alcoholic and nonsmoker. He was not on any oral anticoagulants medication. On general examination,
patient was afebrile, His blood pressure was 110/70 mmHg, pulse of 120/min and respiratory rate was 24/min with oxygen
saturation of 94% on room air. CVS examination was normal with rapid heart sounds and no clinical murmur. On respiratory system
examination, chest was bilateral clear with no adventitious sounds. On CNS examination, patient was drowsy and responding to
verbal commands with normal power, tone, exaggerated deep tendon reflexes and bilateral plantar flexion.
Laboratory tests were done in which Prothrombin time: - 14.4 (INR: 1.15) and an activated partial thromboplastin time of 30.1
seconds (control: 30 seconds) Complete Blood Count, Kidney function test, Liver function test and serial cardiac biomarkers was
within normal range. The ECG showed sinus tachycardia with right axis deviation, and T-wave inversion in V1-V5, incomplete right
bundle branch block, without excitation abnormalities. Chest X-ray showed the diaphragm in normal and regular, no evidence of
pneumonia, no mediastinal widening, normal sized heart, aorta was also normal. His Brain magnetic resonance imaging and
electroencephalography was unremarkable. Two dimensional echocardiography was done which was suggestive of Ejection Fraction
of 42%, dilated right atrium and right ventricle, without any regional wall motion abnormality (Figure 1).
As there was no intracranial or cardiac clue was found, D dimer was sent, which was found to be positive. Complete blood count
was done in which HB was 13.5 gm%, WBC was 13,200 platelets were 2.8 lakhs, lymphocytes were 12, Liver functional test and
kidney function test were normal. Fasting lipid profile was done in which total cholesterol was 200, triglycerides was 207,dHDL was
20,LDL was139,VLDL was 41,Serumhomocysteine (level) was elevated.Contrast enhanced computed tomography of thorax with
pulmonary angiography revealed partial to complete pulmonary embolism of right middle and distal pulmonary artery and left distal
pulmonary artery with embolus extending into right lower lobar pulmonary artery and its segmental branches and on left side
was normal. Carotid Doppler was also normal. After heparinization patient received infusion of intravenous heparin in the intensive
care unit and was overlapped with warfarin with a target of international normalized ratio (INR) of 2 to 3 and anti-epileptics.was

Page

started.

3278

embolus was extending into lingular lobar and lower lobar segments (Figure 2). His Arterial and venous Doppler of the lower limb
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Figure 1 2D Echo suggestive of Dilated right atrium and right ventricle, without any regional wall motion abnormality (April 2020)

Figure 2 Right sided arrow (Red) showing partial to complete pulmonary embolism of right middle and distal pulmonary artery with
extension of the embolus into the right lower lobar pulmonary artery and its segmental branches. Left sided arrow (Blue) showing
almost complete pulmonary embolism involving the left distal pulmonary artery with extension of the embolus into the lingular and

We detailed an unusual case of a male patient with PE, which was eventually demonstrated to be related with
Hyperhomocysteinemia on the grounds that it was raised and was the just a single positive finding which can be observed. In
addition common signs of PE, for example, palpitation and dyspnea along with the patient gave an atypical symptom of seizure. This
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demonstrated potential relationship with these 3 disease manifestations. There has been a sign towards a huge connection among's
hyper homocysteinemia and cardiovascular disease and its complications for example, coronary failures and strokes (Goldhaber &
Bounameaux, 2012). It is accepted that hyperhomocysteinemia prompts endothelial cell damage, decrease in the flexibility of
vessels, and modifies the procedure of hemostasis. Research has demonstrated towards a connection between moderately raised
homocysteine levels and the danger of CVD (coronary, heart, cerebrovascular and peripheral artery diseases) (Kapoor, 2010). It has
been noticed that PE can be related with seizure (Goldhaber & Bounameaux, 2012; Kapoor, 2010). The pathophysiology hidden PErelated seizure proposes that massive PE causes transient right ventricular failure and diminished cardiac output, prompting
transient global cerebral hypoperfusion. In expansion, massive PE with respiratory disappointment results in hypoxemia and acidosis,
which is possible contributor of seizures. In our case, PE can be clarified by pulmonary vascular thrombotic event, thrombosis was
not found in brain imaging. This perception demonstrated that the seizure in our patient may have been seen due to massive PE, a
non-thrombotic presentation of Hyperhomocysteinemia.

4. CONCLUSION
This case highlights about awareness of atypical presentation of PE and seizure due to increased level of homocysteine. Moreover,
physicians should consider hyperhomocysteinemia while surveying the possible underlying diseases in patients presenting with PE
and seizure, even in a young man.
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