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[Abstract] Objective To learn the infection situation of hepatitis B virus (HBV ), hepatitis C virus
(HCV), human immunodeficiency virus (HIV) and treponema pallidum(TP) in hemedialysis patients. Methods
The HBV, anti—-HIV, anti~TP and anti—-HCV in 449 persistent hemodialysis patients were detected by en-
zyme—linked immunosorbent assay; the HBV-DNA content in HBsAg positive hemodialysis patients and the
HCV-RNA content in anti—-HCV positive hemodialysis patients were detected by the PCR~fluorescent probe
assay. All data were analyzed by statistical analysis. Results The positive rates of HBsAg, HBsAb, anti-
HCV and anti~TP in 449 hemodialysis patients were 2.90%, 20.71%, 8.69% and 1.78% , and the anti-HIV
test results were all negative. Besides, the HBV-DNA positvie rates was 46.15% in HBV surface antigen posi-
tive people, the DNA copy number was 1.1x10%~3.7x10" IU/mL. The HCV-RNA positvie rates was 58.97% in
anti—-HCV positive people, the RNA copy number was 8.1x10°~1.5x10” IU/mL. There were no significance
differences in the positive rates of HBsAg, anti-HCV between = 60 and < 60 years old patients (Pall> 0.05).
Conclusion HBYV and HCV infection rates in this group hemodialysis patients are relatively low, but the phe-
nomenon of infecion is widespread exist in all ages. TP infection is similar to that reported at home and abroad,
should strengthen the management of protection.
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