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Introduction
Constrictive pericarditis (CP) involves both fibrous and 
serous layers of the pericardium in its chronic inflammatory 
process, leading to pericardial thickening and compression 
of the ventricles. The resultant impairment in diastolic 
filling reduces cardiac function1. 

Major causes have been identified are idiopathic chronic 
pericarditis, infection (TB), after cardiac surgery, and        
mediastinal radiotherapy2. But in endemic area Mycobacterium 
tuberculosis is the most common cause for pericarditis3. 
Here we are presenting a case report of 37yrs male patient 
with Constrictive Pericarditis.

Case Report
A 37 years, male of 53 kg body weight, non-smoker, non-al-
coholic, non-diabetic, non-hypertensive, HBsAg positive, 
businessman with low socioeconomic condition presented 
with chronic and progressive fatigue, dyspnea on exertion for 
3 months and recurrent episodes of ascites within last 2 years.

General examination revealed that he had abdominal  
distention due to ascites, below average build and nutrition 
status, anemic with raised jugular venous pressure, pulse 
109 beats/min, NIBP 80/30 mmHg, normal respiratory rate 
and temperature. Respiratory system revealed chest wall 
movement slightly diminished on both sides, centrally 
placed trachea, percussion note was dull over mid-axillary 
below 5th rib, normal breath sound on both lung field.

Cardiovascular system examination revealed no abnormality 

except prominent jugular venous distension with maffled 
heart sound.
Alimentary system examination revealed distended abdomen 
with everted umbilicus, positive shifting dullness, normal 
bowel sound but liver was palpable 6 cm from right costal 
margin in mid clavicular line.

Patient had a past history of pulmonary tuberculosis and was 
treated with anti-tubercular drugs for 4 years at different 
duration and combination of antiTB drugs. Cultures of 
pleural fluid was positive for Mycobacterium tuberculosis 
then but ascitic fluid culture was negative for anything 
significant. After hospitalization at NHFH&RI patient was 
again put on Anti-Tb drugs for 2 months with diuretics, 
vitamins, fluid restriction and high protein diet.

Investigations
His lab investigation showed Hb- 9 gm/dl, ESR- 52 mm in 
1st hour, Neutrophils- 57%, Lymphocytes- 38%, Mono-
cytes- 3%, Platelet count- 3,30,000/µl; RBS- 6.4 mmol/L; 
Normal Urine RME; Serum Creatinine- 0.9 mg/dl.

Liver function showed Total Protein 6.5 gm/dl, S. Albumin 
- 2.5gm/dl, PT- 12.5 sec & INR - 1.1; S. bilirubin - 0.3 μ
mol/L, Serum Alkaline phosphate - 10.5 U/L, SGOT - 
42U/L, SGPT - 18U/L, TSH 3.60 μIU/ml. 

Sputum for AFB and Montaux test was Negative, Gene 
Xpart was not done for TB as he was diagnosed positive for 
TB previously. Blood for ANA was also Negative. He was 
having normal Serum electrolytes (Potassium- 3.89 
mmol/L) and normal NT-proBNP (410 pg/ml). 

Chest X-ray P/A view showed features of healed tuberculo-
sis in both lung field with calcified pericardium. Cardiac 
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shadows were within normal limits.  USG of whole abdo-
men showed - Chronic parenchymal diseases of liver with 
mild splenomegaly with huge ascites and mild pleural 
effusion. ECG showed HR 99 b/min with normal sinus 
rhythm, p-mitrale and T inversion in all leads.

Echocardiogram showed normal LV & RV systolic and 
diastolic function. LVEF was 59%, FS: 31%, LVIDd 50 mm 
and LVIDs 34 mm with Dilated LA and IVC. There was 
IVC plethora. PASP was 22 mmHg. There is thickening of 
both parietal and visceral pericardium.

Fig 1: X-ray Chest PA view in erect posture

CT scan of the chest showed mildly thickened pericardium, 
maximum thickness was about 5.4 mm with discrete foci of 
calcification. There were loculated pericardial effusion seen 
adjacent to right and left ventricle. Left atrium was mildly 
dilated. Multiple non-enhancing prominent lymphnodes 
were seen at superior mediastinum, pre tracheal, right and 
left para tracheal regions. Bilateral mild pleural effusions, 
splenunculi and moderate ascites were also seen.

Operative Findings
After taking informed consent, patient was prepared under 
standard protocol. On 14/07/19 patient was taken to opera-
tion theatre and kept in supine position and put on standard 
invasive monitoring. Patients HR was 108 beats/min on 
arrival, SpO2 100% and NIBP 110/70 mm Hg. One 18G iv 
cannula was placed at left cephalic vein, left radial artery 
cannulation and central venous access was established. ABP 
was found 120/75 mmHg and CVP was 16cm of H2O. 
Vasodilator, inotrope and pressor drugs were attached with 
CVP catheter. 2 units of whole blood were kept ready for 
CPB and emergency transfusion. 

Patient was intubated and was mechanically ventilated. 
After induction, TEE and nasopharyngeal temperature 

probe was introduced. Hemodynamics were maintained at 
desired level. Right groin was kept ready for femoral cannu-
lation if necessary, to establish emergency CPB. Anesthesia 
was maintained with O2+Air, titrated doses of Sevoflurane 
with inj. Fentanyl and inj. Vecuronium infusion to maintain 
heart rate of 80–100/min and blood pressure within 20% of 
baseline. Patient was ventilated with low tidal volume (6 
ml/kg) and higher rate (16–18) to minimize compromise of 
venous return. Before pericardiectomy mild hypotension 
was maintained with crystalloid and push dose of pressor 
drugs. No colloid required at that time. 

Fig 2: At the commencement of pericardiectomy

Pericardiectomy was performed through a median sternoto-
my. Wide excision of the pericardium from all surfaces of 
the heart and major intra-pericardial vessels, was done, with 
the phrenic nerves defining the posterior extent of pericardi-
al resection. 

Constricting layers of epicardium were removed. The 
dissection was started at the ascending aorta, the lateral and 
posterior walls of the left ventricle and the pulmonary veins, 
and the pulmonary artery; then it was continued over the 
diaphragmatic surface of the pericardium. Finally, the 
pericardium was resected over the free wall of the right 
ventricle, and then over the right atrium. 

Fig 3: Pericardiectomy going on

Fig 4: After pericardiectomy just before chest closure

The duration of the surgery was 3 hours. CVP gradually 
came down (16 cm of H2O to 3 cm H2O) after pericardiec-
tomy and TAPSE was found 15mm. Patient was not 
extubated and transferred to ICU, was put on to mechanical 
ventilator at SIMV mode. 

Post-operative Findings
After checking ABG and ventilatory parameter patient was 
extubated after 4 hours later. Total chest tube drainage was 
150 ml. analgesia was maintained with tramadol 50 mg iv 
8hourly and later by oral supplement, added with acetamin-
ophen. At check echo. RV function significantly improved 
after 7 days (TAPSE found 23 mm). Histopathology of 
pericardial tissue showed chronic granulomatous                   
inflammation. Patient was discharged at 6th Post-Operative 
Day (POD) with anti TB drugs and advised to follow up 
after one month with latest investigation. Lab investigation 
one month later showed Hb 10.4 gm/dl, ESR 40 and others 
systemic evaluation with normal result. Echo results shown 
dilated LA with normal RV and LV systolic and diastolic 
function. (EF: 59%, TAPSE 29 mm). At one year follow up 
patient was symptom free and capable of maintaining 
normal physical activity. 

Discussion
According to the global report of TB 2018, it is estimated 
that about 10 million people developed the disease during 
2017. 2/3rd of these cases were reported in 8 countries and 
Bangladesh (4%) is one of them. Treatment success remains 
low, which is globally 55%. But Bangladesh is one of some 
high burden countries in which better treatment success 
rates are being achieved above 70%4. Despite treatment with 
anti-TB medication and corticosteroids it occurs in                
approximately 18% of patients with tuberculous pericardial 
effusion5. 

The diagnosis of CP remains a challenge in the modern era. 
Understanding the pathophysiology and integrating the 

results of invasive and noninvasive techniques are important 
in the differential diagnosis of CP and e.g. restrictive  
cardiomyopathy6. It is difficulty in the diagnose due to low 
bacteriological and histological results. Indirect methods for 
diagnosis are useful in such cases7. Novel tools and 
techniques, afforded by developing country, such as; Tissue 
Doppler Imaging (TDI) and CT angiography are promising 
diagnostic tools. 

Pericardiectomy with complete decortication (if feasible) in 
experienced centers is the treatment option for CP and 
results in symptomatic relief in most patients8. It remains an 
effective procedure in the treatment of constrictive pericar-
ditis and yields low mortality rates and excellent functional 
outcomes.

Conclusion
Using novel imaging techniques and evidence- based    
examination, we have demonstrated constrictive pericarditis 
involvement of the myocardium in a clinical case of             
tuberculous pericarditis with improvement following the 
initiation of anti-tuberculous treatment, followed by proper 
preoperative optimization of affected organ function and 
definite treatment by total pericardiectomy. We suggest 
early diagnosis and management with favorable functional 
status of pericardiectomy are crucial for early improvements 
and late survival and functional outcome.
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posterior walls of the left ventricle and the pulmonary veins, 
and the pulmonary artery; then it was continued over the 
diaphragmatic surface of the pericardium. Finally, the 
pericardium was resected over the free wall of the right 
ventricle, and then over the right atrium. 

Fig 3: Pericardiectomy going on

Fig 4: After pericardiectomy just before chest closure

The duration of the surgery was 3 hours. CVP gradually 
came down (16 cm of H2O to 3 cm H2O) after pericardiec-
tomy and TAPSE was found 15mm. Patient was not 
extubated and transferred to ICU, was put on to mechanical 
ventilator at SIMV mode. 

Post-operative Findings
After checking ABG and ventilatory parameter patient was 
extubated after 4 hours later. Total chest tube drainage was 
150 ml. analgesia was maintained with tramadol 50 mg iv 
8hourly and later by oral supplement, added with acetamin-
ophen. At check echo. RV function significantly improved 
after 7 days (TAPSE found 23 mm). Histopathology of 
pericardial tissue showed chronic granulomatous                   
inflammation. Patient was discharged at 6th Post-Operative 
Day (POD) with anti TB drugs and advised to follow up 
after one month with latest investigation. Lab investigation 
one month later showed Hb 10.4 gm/dl, ESR 40 and others 
systemic evaluation with normal result. Echo results shown 
dilated LA with normal RV and LV systolic and diastolic 
function. (EF: 59%, TAPSE 29 mm). At one year follow up 
patient was symptom free and capable of maintaining 
normal physical activity. 

Discussion
According to the global report of TB 2018, it is estimated 
that about 10 million people developed the disease during 
2017. 2/3rd of these cases were reported in 8 countries and 
Bangladesh (4%) is one of them. Treatment success remains 
low, which is globally 55%. But Bangladesh is one of some 
high burden countries in which better treatment success 
rates are being achieved above 70%4. Despite treatment with 
anti-TB medication and corticosteroids it occurs in                
approximately 18% of patients with tuberculous pericardial 
effusion5. 

The diagnosis of CP remains a challenge in the modern era. 
Understanding the pathophysiology and integrating the 

results of invasive and noninvasive techniques are important 
in the differential diagnosis of CP and e.g. restrictive  
cardiomyopathy6. It is difficulty in the diagnose due to low 
bacteriological and histological results. Indirect methods for 
diagnosis are useful in such cases7. Novel tools and 
techniques, afforded by developing country, such as; Tissue 
Doppler Imaging (TDI) and CT angiography are promising 
diagnostic tools. 

Pericardiectomy with complete decortication (if feasible) in 
experienced centers is the treatment option for CP and 
results in symptomatic relief in most patients8. It remains an 
effective procedure in the treatment of constrictive pericar-
ditis and yields low mortality rates and excellent functional 
outcomes.

Conclusion
Using novel imaging techniques and evidence- based    
examination, we have demonstrated constrictive pericarditis 
involvement of the myocardium in a clinical case of             
tuberculous pericarditis with improvement following the 
initiation of anti-tuberculous treatment, followed by proper 
preoperative optimization of affected organ function and 
definite treatment by total pericardiectomy. We suggest 
early diagnosis and management with favorable functional 
status of pericardiectomy are crucial for early improvements 
and late survival and functional outcome.
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