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Case study

cava successfully managed with endovascular stenting
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1. INTRODUCTION
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2. CASE DESCRIPTION 

A complete blood  cell count showed polycythemia 
(hemoglobin of 16.1g/dL and hematocrit of 48.7%), normal 
white blood cell and platelet count. �e serum electrolytes 
and renal function tests were normal. Liver function tests 
included: serum albumin level of 2.4 g/dL, total serum protein 
concentration of 4 g/dL, total bilirubin level of 1.4 mg/dL, 
international normalized ratio (INR) of 1.37 and normal 
transaminase level. Proteinuria was negative. �e venous 
ultrasound of the lower extremity showed mild varicose 
veins. �e ascitic �uid was transudate with no evidence 
of infection. Ascitic �uid analysis included: adenosine 
deaminase of 12.6 IU/L, serum-ascites albumin gradient 
(SAAG) of 1.9g/dL, protein of 1.1 g/dL and glucose of 7.51 
mmol/L. Abdominal computed tomography (CT) scan 

suggested the image of cirrhosis due to hepatosplenomegaly 
and massive ascites. Abdominal doppler ultrasound and 
magnetic resonance imaging (MRI) showed the 3-cm long 
segmental IVC blockage and the 2-cm long segmental HVs 
stenosis without thrombosis (�gure 2). �erefore, our �nal 
diagnosis was BCS with segmental obstruction of the IVC 
and HVs. 
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A�er recanulization, IVC pressure dropped signi�cantly 
(from 31 mmHg to 21 mmHg), thus portal hypertension 
also improved. �e patient was given lifelong anticoagulants, 
initially with heparin and followed by warfarin titrated to 
maintain INR between 2 and 3 to avoid stent thrombosis. 
Leg swelling and ascites were resolved completely in 3 days 
(�gure 4). She was discharged 3 weeks a�er admission with 
remarkable improvement of clinical condition. During 
1-year follow-up, ascites and leg edema were not recurred 
and laboratory results were all normal. Besides, restenosis of 
IVC and stent malapposition were not also found.

3. DISCUSSION
Diagnosis of BCS is a challenge because of its various 

presentations and rarity (1/100,000 of the general 
population worldwide)  [1, 7, 8]. BCS is usually suspected 
if patients have one or more of the following symptoms: 
(a) classic triad of abdominal pain, ascites, hepatomegaly; 

(b) abrupt onset of ascites and painful hepatomegaly; (c) 
massive ascites with relatively preserved liver functions; 
(d) unexplained chronic liver disease; (e) liver disease 
with thrombogenic disorder; (f) fulminant hepatic failure 
associated with hepatomegaly and ascites; or (g) 

. 
Besides massive ascites, our 32-year-old patient su�ered 
from lower extremity edema, hepatosplenomegaly and mild 
liver dysfunction. A�er exclusion of other causes of ascites, 
BCS was di�erentiated from decompensated cirrhosis. 
Because of no signs of liver failure (jaundice, asterixis, 
palmar erythema, etc.), polycythemia instead of anemia and 
the discrepancy between mild liver dysfunction and severe 
ascites and leg swelling, BCS was more likely a diagnosis for 
this patient. However, the di�culty in this case was that the 
patient had atypical manifestations of BCS (ascites together 
with leg edema, liver failure, spleen enlargement, but no 
abdominal pain). According to Murad  [10], the percentage 
of abdominal pain was only 61%. Her mild liver dysfunction 
and hepatosplenomegaly could be caused by longtime 
portal hypertension. Varicose vein of the leg could cause leg 
swelling. However, mild varicose veins on venous ultrasound 
of the legs were not compatible with the patient’s marked 
edema. �erefore, the etiologies of edema were not only 
varicose veins of the legs but also BCS. �e most striking 
presentation of HV obstruction is ascites, whereas the most 
outstanding symptom of IVC compression is leg edema [1, 
11]. As a result, both lower extremity edema and ascites 
were mainly related to IVC and HVs obstruction, which was 
accordant with the patient’s MRI results. Perhaps the portion 
of IVC blockage was longer than its HVs obstruction, so that 
her leg swelling was more impressive than her ascites. In the 
unclear situation, the predisposing thrombophilic factors are 
important and helpful for diagnosis of BCS. 
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4. CONCLUSION
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