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Primary Biliary Cholangitis in A Male Patient:
A Case Report
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Abstract

Primary biliary cholangitis (PBC) is a chronic autoimmune
cholestatic liver disease characterized by progressive
destruction of small intrahepatic bile ducts. It predominantly
affects middle-aged women, and occurrence in males is
uncommon. We report a case of a 53-year-old male presenting
with long-standing pruritus, recent onset jaundice, and pedal
edema. Laboratory evaluation revealed markedly elevated
alkaline phosphatase, positive antinuclear antibody (ANA),
and antimitochondrial antibody (AMA) with negative viral
markers and no evidence of biliary obstruction on imaging.

Introduction

Primary biliary cholangitis (PBC), previously known as
primary biliary cirrhosis, is an uncommon T-cell—-
mediated autoimmune cholestatic liver disease
characterized by progressive destruction of small
intrahepatic bile ducts'?. This leads to cholestasis,
fibrosis, and eventually cirrhosis.

PBC predominantly affects females between 40 and 60
years of age, with a female-to-male ratio of approximately
10:3-. The reported incidence and prevalence are
approximately 1.76 and 14.6 per 100,000 population,
respectively®.

Many patients are asymptomatic at diagnosis (>60%)w
, while others present with fatigue and pruritus.
Additional features include hyperlipidemia and
osteopenia®”?.
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Fibroscan suggested advanced fibrosis, and endoscopy
revealed esophageal varices. A diagnosis of PBC with
cirrhotic changes was made. The patient was treated with
ursodeoxycholic acid along with supportive therapy. This
case highlights the importance of considering PBC in male
patients with cholestatic liver disease for early diagnosis and
management.
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Diagnosis is based on cholestatic liver enzyme
abnormalities, positive autoimmune markers (ANA and
AMA), and absence of biliary obstruction or viral
hepatitis!?.

PBC in males is rare, and data from Bangladesh are
limited. Here, we report a case of PBC in a male patient.

Case Presentation

A 53-year-old male, working in a Middle Eastern country,
presented with generalized pruritus for more than two
years, swelling of both legs for one month, and dark-
colored urine for one week. There was no prior history
of jaundice, alcohol intake, or hepatotoxic drug use.

On examination, the patient had mild icterus, anemia,
and bilateral pedal edema. Multiple scratch marks with
hyperpigmentation and keratinization were noted over
the lower limbs. Abdominal examination revealed
hepatomegaly.

Investigations

Laboratory findings showed:

o Total bilirubin: 6.3 mg/dL

* ALT:85IU/L

e AST:128IU/L

» Alkaline phosphatase: 1700 IU/L

e Serum albumin: 2.94 g/dL

*  Prothrombin time: 17 seconds (control 12 sec)

Viral markers (HBsAg, Anti-HCV, Anti-HEV IgM, Anti-
HAYV IgM) were negative.
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Autoimmune markers revealed:
e ANA:>400AU/mL
* AMA: Positive (1:40)

Ultrasonography showed hepatosplenomegaly and later
mild ascites without biliary obstruction. Fibroscan
demonstrated liver stiffness of 23.4 kPa, suggestive of
advanced fibrosis. Upper GI endoscopy revealed grade
IT esophageal varices and portal hypertensive
gastropathy.

Based on clinical, biochemical, and serological findings,
a diagnosis of primary biliary cholangitis with cirrhotic
changes was made.

The patient was treated with ursodeoxycholic acid (12—
15 mg/kg/day) along with carvedilol, spiro-nolactone,
furosemide, and human albumin infusion.

Discussion
Primary biliary cholangitis is a chronic autoimmune
cholestatic liver disease that predominantly affects women,

making this case in a male patient uncommon’3-,

The hallmark features of PBC include persistent
elevation of alkaline phosphatase, presence of AMA,
and absence of biliary obstruction'>. AMA is highly
specific (~97%) and sensitive (~90%) for PBC!2.

Our patient presented with long-standing pruritus
followed by jaundice and edema, indicating late
presentation. The markedly elevated alkaline
phosphatase and positive ANA and AMA strongly
supported the diagnosis. Imaging excluded biliary
obstruction, and Fibroscan findings suggested
advanced fibrosis.

Cirrhosis at the time of diagnosis occurs in approximately
20-25% of patients'3. The presence of esophageal
varices further indicated portal hypertension.

Liver biopsy was not performed, as the diagnosis was
established based on characteristic biochemical and
serological findings.

The standard treatment of PBC is ursodeoxycholic acid
(UDCA), which improves biochemical parameters and

delays disease progression!4!5. Early diagnosis and
treatment significantly improve transplant-free survival.

Conclusion

Primary biliary cholangitis, though rare in males, should
be considered in patients presenting with cholestatic
liver function abnormalities and pruritus. Early diagnosis
using serological markers and prompt initiation of UDCA
therapy can delay disease progression and improve
outcomes.
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