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[ Abstract] Objective To summarize the clinical, immunological and pathological features of primary biliary
cirrhosis( PBC) . Methods The data of 44 PBC patients were retrospectively analyzed, including the general infor-
mation, clinical characteristics, and results of the biochemical, immunological and pathological examinations. Results
Most of the PBC patients were women , with a mean age of (57. 68 +10. 71 )years, and the ratio of male to female was
1:7.8. Of all the patients, 52.27% were presented with abnormal liver function hepatitis, 25.00% with cirrhosis
and 11.36% with autoimmune liver diseases. The main clinical manifestations included fatigue (56.82% ), pruritus
(38.64% ), jaundice(84.5% ), xerostomia and keratoconjunctivitis sicca(34.09% ). PBC complicated with auto-
immune hepatitis( AIH) covered in 15.91% patients, and those complicated with other autoimmune diseases accoun-
ted for 56. 82% . Biochemical examination showed the elevated levels of serum alkaline phosphatase (ALP) and serum
gamma glutamyl transpeptidase(GGT) in PBC patients. High levels of immunoglobulin M(IgM) were tested in most
PBC patients. The positive percentage of antinuclear antibody (ANA) was 95.45% , and antimitochondrial antibody
(AMA) and antibody of anti-mitochondrial M2 subtype( AMA-M2) were 90. 91% . In 25 patients who received liver
biopsy, the main histopathological changes were: punctiform and focus-form necrosis, piecemeal necrosis, necroin-
flammation of interbobular bile ducts, smaller bile duct proliferation, fibrosis, pseudolobular formation inflammation
aggregation around small bile duct, anuloma formation, small bile duct vanish, feathery degeneration of hepatocytes,
bilirubi-nostasis in canaliculi and cholangitis of interlobular bile ducts. Conclusion PBC occurs more frequently in

females than in males, and the onset and clinical features are not typical. The liver function test reveals acholestatic



AT EES: 2016 4F 10 H 559 % 55 10 1Y)

- 877 -

pattern. Positive AMA/ AMA-M2 may be crucial to the diagnosis of PBC. The histopathologial hallmorks of PBC are

mecroinflammation and ductopenia involved mainly in the interlobular bile ducts, lymphocyte aggregation, granuloma

formation and bile ductular proliferation in the portal area; and feathery degeneration of the hepatocytes.
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[ Abstract |
in elderly patients. Methods

Objective To analyze the clinical manifestations and pathological characters of kidney diseases

We collected 51 kidney disease patients more than 60 years old in our hospital from



