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Abstract 

Fibrosing cholestatic Hepatitis (FCH) is a fatal manifestation of HBV and HCV infection in liver allograft recipients associated 
with detrimental outcomes.  However, the incidence of FCH is rising in non-solid organ transplant recipients. Here, we present 
to you a case of forty-six years old male who was HBV total positive and underwent renal transplantation, was evaluated for 
deranged liver enzymes and underwent liver parenchymal biopsy with findings suggestive of FCH.
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Introduction
Fibrosing cholestatic hepatitis (FCH) has known to be a fatal 
manifestation of hepatitis B virus (HBV) infection in liver al-
lograft recipients described as rapid and progressive deteriora-
tion in graft functions, manifested by severe jaundice, coagu-
lopathy, encephalopathy and death within 4-6 weeks of onset. 
There is derangement of laboratory parameters with elevated 
serum bilirubin level, prolonged prothrombin time, and trans-
aminases. Previously reported cases were all associated with 
detrimental outcomes, and high levels of expression of viral 
antigen in the liver. The histopathologic changes of FCH are 
marked by hepatocyte ballooning (swelling), intracellular and 
canalicular cholestasis, and periportal and/or perisinusoidal 
collagen deposition.

Case Report
 Forty-six-year-old male, with history of end stage renal disease 
underwent live related Renal transplant 11 years back with past 
history not significant for any chronic illness apart from right 
orchiectomy for undescended testis. Post-transplant, his renal 
functions remained stable for more than 10 years.
His was on maintenance immunosuppression   Azathioprine 
(AZA), Methylprednisolone (MP) and cyclosporine (CsA). 
Currently he was admitted with complaints of high-grade fever 
for 20 days, documented up to 102°F, associated with rigors 
and chills, mostly occurring at night and relieved by taking 
oral paracetamol (1g /day). He also had complained yellow 
discoloration of sclera for 5 days, which was noticed by family 
members, was sudden in onset, progressive in nature, not asso-
ciated with itching, clay color stool or dark color urine. Patient 
denied history of vomiting, loose stools, hematemesis, melena 
or bleeding PR.

On admission, liver enzymes were derranged with total biliru-
bin of   8.36mg/dl and direct billirubin 5.03mg/dl, alanine ami-
notransferase [ALT] of 104 IU/L, aspartate aminotransferase 
[AST] of 83 IU/L, Ɣ-glutamyl transferase (GGT) of 55 mg/
dl IU/L and alkaline phosphatase [ALP] of 288IU/L. Serology 
markers for HCV and cytomegalovirus (CMV) were negative. 
Three days later, GGT levels increased to 145 IU/L and ALP 
levels to 310 IU/. Rise in total bilirubin was also noted from 
8.36 to  20.35 mg/dL, ALT to  167 IU/L; and AST to 88 IU/L. 
An ultrasound liver examination did not show any changes. 
Antibodies against HAV IgM, HEV igM viruses were undetect-
able, HCV RNA was negative. Antibodies to Hepatits B core 
total came out to be positive. Autoimmune serology and IgG 
were also inconclusive. Any hepatotoxic drug including Aza-
thiopurine was withdrawn (due to high incidence of sinusoidal 
obstruction syndrome in this population). During the course of 
hospital admission, liver functions further deteriorated. Three 
weeks into hospital admission, values for GGT were 519 IU/L; 
ALP IU/L; ALT 9 IU/L; AST, 203 IU/L; and bilirubin was 37 
mg/dL. Liver biopsy was performed with histological changes 
persistent with the diagnosis of FCH.
 
Discussion
FCH is a progressive and fatal form of viral hepatitis that can 
affect immunocompromised patients. It has been reported in 
organ transplant recepients, hepatitis B virus (HBV), hepatitis 
C virus (HCV) [1] human immunodeficiency infection (HIV) 
and cytomegalovirus infection (CMV) [2]. It is frequently 
seen after liver transplantation; few cases are also reported 
as rare complication of renal transplantation [3-5]. FCH is 
characterized by rapid progression to liver failure manifested 
by jaundice,particularly with increasing  bilirubin and raised  
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Figure 1: A- Effaced architecture with focal hepatocyte dropout Dilated and congested sinusoidal spaces 
Portal tracts are expanded with inflammatory cells and fibrosis B- Dilated and congested sinusoidal spaces 
with intracanalicular and intracellular cholestasis C- Trichome stain showing portal tract fibrosis D-Trichome 
stain showing sinusoidal fibrosis.

aminotransferases [6],coagulopathy and encephalopathy, and 
it can lead to death within weeks [6]. The diagnosis of FCH 
is based on histology showing marked hepatocyte balloon-
ing, cholestasis, and extensive periportal and/or perisinusoidal 
fibrosis. There is minimal infiltration of inflammatory cells 
with an extensive periportal ductal reaction, cholestatsis and 
intense positivity for HBs and HBc antigens in an immuno-
compromised situation7. Hepatocellular damaged seen in im-
munocompromised patients is secondary to cytopathic effect 
of increased viral load inducing hepatocyte apoptosis, cellular 
degeneration and necrosis [6].
In our patient, histopathology report depicted mild to moder-
ate expansion with lymphocytic infiltrate and fibrosis.Lobular 
parenchyma showed sinusoidal dilatation and congestion.Foci 
of confluent necrosis with focal drop out.Foci of intracanalicu-
lar and intracellular cholestasis noted.Focal ductular and portal 
and perisinusoidal fibrosis also noted.Serology showed posi-
tive hepatitis B core antigen.

Conclusion
Our report indicates that FCH can occur not only in orthotopic 
liver transplant recipients but also in other immunosuppressed 
patients such as HB core total antibody positive patients un-
dergoing non liver solid organ transplantation. There is a need 
of understanding the mechanism of FCH and formulation of 
a better therapeutic strategy. Finally, FCH should be kept in 
mind in managing patients with progressive hepatic failure and 
deranged liver enzymes post solid organ transplantation.
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