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ABSTRACT
Congestive hepatopathy (CH) refers to hepatic abnormalities that result from passive hepatic venous congestion which when prolonged lead to 
brosis and cirrhosis. Liver dysfunction and corresponding clinical signs and symptoms typically manifest late in the disease process. Recognition 
of CH at imaging is critical because advanced liver brosis may develop before the condition is suspected clinically. We report a case of congestive 
hepatopathy in a 25- year old male presenting clinically with symptoms simulating Budd Chiari syndrome.
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INTRODUCTION
Congestive hepatopathy (CH) occurs due to passive hepatic 
congestion, which may be due to any cardiopulmonary disease that 
leads to increased central venous pressure. Common causes include 
congestive cardiac failure, constrictive pericarditis, cardiomyopathy, 
valvulopathy and severe pulmonary hypertension . Hepatic injury in 
patients with CH is potentially reversible if detected early. Awareness 
and reporting of this condition by radiologists can facilitate early 
diagnosis and treatment. The development of hepatic brosis has 
negative prognostic implications for the patient, and imaging may be 
important for early detection.

CASE REPORT
A 25 year old male with no signicant past medical or surgical history 
presented with abdominal distension and breathlessness since one 
month but no fever, weight loss or other systemic symptoms. Routine 
blood investigations revealed no signicant abnormality except mildly 
raised serum bilirubin levels.

Ultrasound of the abdomen was suggestive of mild hepatomegaly with 
coarse echotexture and moderate ascites suggestive of a liver 
parenchymal disease. Doppler ndings raised a suspicion of Budd 
Chiari syndrome. 

Hence a CT abdominal angiography was performed .It revealed mild 
hepatomegaly with mild diffuse irregular surface nodularity and 
hypertrophy of caudate lobe .The liver parenchyma revealed 
inhomogeneous enhancement on the portal venous phase of the post 
contrast study which became homogenous on the delayed phase (Fig 
1).The infradiaphragmatic and supradiaphragmatic inferior vena cava 
and hepatic veins were dilated but well opacied with  few hepatic 
veno-venous collaterals but no obvious thrombus (Fig 2).However 
sections across the lung bases revealed minimal loculated basal 
pericardial  effusion with associated enhancing pericardial thickening 
and dense plaque like pericardial calcications(Fig 3) . CT ndings 
were hence highly suggestive of a congestive hepatopathy, secondary 
to chronic constrictive pericarditis. 

A 2-D Echo subsequently performed conrmed the ndings of 
constrictive pericarditis.

Cardiac catheterization was performed which revealed equalization of 
all diastolic pressures and elevation in lling pressures and other 
ndings conrming constrictive pericarditis. Hepatic venography with 
transjugular liver biopsy was performed which conrmed dilated IVC 

and hepatic veins with veno-venous collaterals (Fig 4 ) and 
histopathology suggesting liver cirrhosis.

Patient was managed with diuretics in view of congestive hepatopathy 
and empirically started on anti- Kochs treatment and advised 
pericardiotomy.

Figure 1: Axial CECT images of the liver reveal inhomogenous 
enhancement on the portal venous phase(a) which becomes 
homogenous on the delayed phase(b).

Figure 2 : The supradiaphragmatic and infradiaphragmatic IVC (a) 
and hepatic veins(b) are dilated but well opacied with no obvious 
lling defect. Hepatic veno-venous collaterals are seen© 

Figure 3 : Axial (a),Sagittal (b) and Coronal  (c)   CECT images 
showing minimal loculated basal pericardial effusion with associated 
pericardial thickening and  dense plaque - like pericardial 
calcications.
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Figure 4: Hepatic venogram showing dilated IVC, hepatic veins (a) 
and Veno-Venous collaterals (b).

DISCUSSION
Congestive hepatopathy is due to stasis of blood in the hepatic 
parenchyma due to  impaired hepatic venous drainage secondary to 
cardiac failure . Prolonged exposure to elevated hepatic venous 
pressure may lead to liver brosis and cirrhosis. Patients may present 
with dull aching pain in the right upper quadrant or hepatomegaly. Lab 
investigations may reveal elevated bilirubin, serum g-glutamyl 
transpeptidase enzyme, and serum alkaline phosphatase levels, 
suggesting cholestasis.

  Imaging  ndings of CH on ultrasound include a dilated inferior vena 
cava and dilated hepatic veins. The right hepatic vein is normally less 
than 5.6–6.2 mm in diameter at the origin and dilates in response to 
elevated venous pressure . The degree of dilatation correlates with the 
severity of heart failure . Under normal conditions, the inferior vena 
cava and hepatic veins narrow in caliber as resistance to blood ow 
returning to the heart decreases during inspiration. Absent or 
diminished respiratory variation can be seen when there is increased 
venous pressure . Spectral Doppler US analysis can show loss of the 
normal triphasic hepatic venous waveform.

CT Findings, reveal hepatomegaly due to acute congestion or an 
atrophic nodular liver in patients with chronic congestion and 
cirrhosis. There is  dilatation of the inferior vena cava and hepatic 
veins due to backpressure in constrictive pericarditis. Further long 
standing CH, results in hepatic vein–to–hepatic vein shunting which 
may be related to preferential retrograde ow into the right hepatic 
vein from the inferior vena cava. Due to diminished right sided cardiac 
output or high right atrial pressure there is reux of contrast material 
into the inferior vena cava and hepatic veins. Due to congested hepatic 
parenchyma the liver shows relatively slow enhancement near the 
hepatic veins resulting in patchy irregular regions of poor 
enhancement. This abnormal enhancement pattern is best seen in the 
portal venous phase . Further, contrast material retention in the hepatic 
parenchyma reaches a state of equilibrium, resulting in a more 
homogeneous appearance of the parenchyma in delayed phases.All 
these ndings were also seen in this case of ours.  The presence of 
cirrhosis increases the risk for hepatocellular carcinoma in patients 
with CH . Nodules that enlarge or show washout enhancement 
characteristics may require biopsy to distinguish benign nodules from 
hepatocellular carcinoma. 

CONCLUSION
CH manifests with many imaging ndings, the most common of which 
include dilated hepatic veins and heterogeneous parenchymal 
enhancement. Hepatic injury in patients with CH can be clinically 
insidious and is potentially reversible if detected early. Awareness of 
this condition by radiologists can facilitate early diagnosis and 
treatment. The development of hepatic brosis has negative prognostic 
implications for the patient, and imaging may be important for early 
detection.
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