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Abstract

pathological features of primary biliary cirrhosis (PBC) patients with positive or negative anti-mitochondrial anti-
body. Method: A total of 98 patients with PBC were chosen, whose AMA and AMA-M2 were detected by indirect

Objective: To investigate the clinical manifestations, serological and immunological parameters and

immunofluorescence assay. Both of them were positive for AMA positive group and negative for AMA negative
group. The clinical manifestations, serological and immunological parameters and pathological features of the two
groups were observed and compared. Result; Of all the 98 PBC patients, 81 (82.7%) were AMA-positive and 17
(17.3%) were AMA-negative. There were no significant differences in the clinical manifestations, serological pa-
rameters, pathologic features and stages between the two groups (P>>0.05). IgM levels in patients with AMA-
positive group were significantly higher than those in AMA-negative group. The positive rates of ANA and SMA
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in AMA-positive group were significantly lower than those in AMA-negative group ( P<{0.05). Conclusion: The

clinical manifestations, serological indicators, pathological features and staging are similar between the AMA-posi-

tive group and AMA-negative group, but the IgM level is increased and the positive rate of ANA and SMA are de-

creased in AMA-positive patients with PBC.,

Key words anti-mitochondrial antibody; primary biliary cirrhosis; clinical manifestation; serology; immunol-

ogy; pathological features
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