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[Abstract] Objective To study the detection rate of serum antoantibodies and investigate the clinical significance of
autoimmune in patients infected with acquired immune deficiency syndrome(AIDS). Methods A total of 198 patients with
AIDS were selected as observation group.fifty healthy people were selected as control group. Indirect immunofluorescence as-
say method was used to detect antinuclear antibody( ANA)in serum. ANA Profile 3 EUROLIN was used to detect antoanti-
bodies. Flow cytometry method was used to detect CD4™ T cells. The detection rates of the two groups were compared. Re-
sults The positive rate of autoantibodies in HIV/AIDS infected patients was 27. 8 %5. The positive rate of Ro-52 appeared
most. The differences on the ANA and Ro-52 were statistical significant in the two groups(P<C0. 05). The positive rate of
autoantibodies in infected patients whose CD4 " T cells less than 200/ L. was 37. 1% , which had a significant difference com-
pared with that more than 200/ L.(P<C0. 05). Conclusion HIV infection may induce autoimmune reaction,and producte au-

toantibodyies. The positive rate of antoantibodies was associated CD4" T cells. Autoantibodies detection is helpful for diagno-
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sis and treatment of AIDS infected patients.
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