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The presentation of PBC ranges from 
asymptomatic to a host of symptoms

Other reported symptoms include:

Jaundice11 Abdominal discomfort12

Restless legs13 Cognitive impairment14

What is Primary Biliary 

Cholangitis (PBC)?

PBC is a progressive autoimmune disease of the liver.1 

•  PBC is estimated to affect 4.3 people per 100,000 per year in the US2

•  It is characterized by T-cell mediated destruction of bile ducts3,4

•  Fatigue and pruritus are common symptoms of PBC5 

•  PBC can lead to liver fibrosis, cirrhosis, and end-stage liver disease1

PBC affects more women than men2,5–7

• Most prevalent in women aged 40–80 years5,7,8

• Estimated to affect >1 in 1,000 women over the age of 409

Common symptoms:

Autoimmune 
diseases10

Pruritus5

Dry eyes and mouth 
(Sicca syndrome)5

Fatigue5

Concurrent rheumatologic or autoimmune 
disease are common with PBC10

~60% of patients with PBC are 
asymptomatic at the time of diagnosis15

Navigating 
Cholestasis
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Bile ducts are integral to the liver’s regulation of bile acid 
metabolism.5 Their destruction leads to the build-up of 
bile and other toxins in the liver (cholestasis)6 

In PBC, T-cell-mediated injury against intralobular biliary epithelial 
cells (BECs) causes progressive destruction of the bile ducts1,2

•  Apoptosis of BECs leads to the aberrant expression of autoantigens3

•  Recognition of autoantigens by anti-mitochondrial antibody (AMA) results in the 
formation of an immune complex3,4

 Further activating the immune system and leading to persistent and   
     widespread BEC damage3,4

Progression to fibrosis and cirrhosis among people with PBC is becoming 
rarer due to increasing awareness and understanding of the natural history, as 

well as earlier diagnosis and prompt treatment.6

BECs undergo apoptosis3
Causing bile acid to build up within 

the liver (cholestasis)6

And the development of cirrhosis 
and portal hypertension6

Eventually, patients may 
progress to end-stage liver 

disease (requiring 
transplantation) or 
premature death7

Which can lead to fibrosis6

Cholestasis contributes to 
chronic granulomatous 

inflammation6
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