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Abstract: Objective A total of 85 cases of PBC patients were collected as the research objects, and according to whether the
patients combined other autoimmune diseases, 46 cases with PBC were divided in to PBC groups, and 39 cases were divided into
PBC with autoimmune diseases group. There are 8 cases of PBC with sjogren syndrome (SS), 22 cases combined with thyroiditis,
3 cases combined with systemic lupus erythematosus and 6 cases combined with rheumatoid arthritis (RA). And 50 cases of health-
y people were randomly selected as the control group. Immune index and complement level were analyzed between the three
groups. And the correlation analysis between the immune index, complement level, totalbilirubin (TBIL), and prothrombin time
activity (PTA) in PBC and autoimmune disease combination group. Methods Differences of the levels of IgG, IgM, IgA, CD4™,
CD8" , Natural Killer (NK), C3 and C4 between PBC group, PBC autoimmune disease combination group and control group had
statistical significance (P<C0. 05). In PBC and autoimmune disease combination group, the level of IgG, IgM, IgA and CD4" were
the highest, and level of CD8" , NK, C3 and C4 were the lowest. Differences of CD4" /CD8" between the three groups had no sta-
tistical significance (P>>0.05). By analyzing the correlation of the immune indexes and complement levels with TBIL and PTA in
the group of PBC autoimmune disease, the results showed that both IgG and IgM were positively correlated with TBIL (P<C0.05),
and both C3 and C4 were negatively correlated with TBIL (P<C0.05). IgG, IgM, IgA, and CD4" were negatively correlated with
PTA (P<C0.05), while CD8" , NK, C3, and C4 were all positively correlated with PTA (P<C0.05). Conclusion The immune in-
dexes (IgM, IgG, IgA, CD4", CDS8" and NK) are correlated with the complement (C3 and C4) levels in the patients with PBC
and autoimmune disease and the combined detection of immune indexes, complement and their correlation analysis with TBIL and
PTA provide important clinical value in assessment and diagnosis of patients.
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