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Abstract : Objective

Qiao Weizhen' ,Li Lingling”®

To investigate the prevalence of hepatitis B virus(HBV) infection and HBV DNA loads in non-Hodgkin

lymphoma(NHL) patients. Methods HBYV infectious status were investigated by using an enzyme-linked immunosorbent assay,
and HBV DNA loads were detected by real time PCR-Fluorescence quantification in 130 NHL hospitalized patients. The positive
rates were compared by chi square test. Results The prevalence of positivity for HBV infection was 19. 2% among 130 NHL pa-
tients and 8. 7% among 312 other cancer controls. The data analysis showed there was a high prevalence of HBV infection in NHL
cases than in other cancers. The age-specific positive rates of HBV infection in different age group NHL patients were 11.1% (15—
30 years) and 9. 1% (>>70—81 years) , respectively. However, the positive rates were all above 20% in other age group NHL pa-
tients(>>30—40 years, >40—>50 years, >50—60 years, >60—70 years). Four patients were HBeAg positive among 25 NHL pa-
tients infected with HBV. The HBV DNA loads of 15 cases were positive by real time PCR-Fluorescence quantification. The 15 ca-
ses were divided into three groups according to HBV DNA loads:a low-load group(5 cases),a median-load group(6 cases) and a
high-load group(4 cases). The positive rates of HBV infection were 23. 6 % (B-cell type) and 9. 4% (T-cell type) in 130 NHL pa-
tients, respectively. Conclusion A positive association was between chronic HBV infection and NHL,and the current data sugges-
ted that HBV may play an etiological role in the development of NHL. The clinician should pay attention to the prevalence status of
HBYV infection in NHL patients.
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