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Abstract Objective: To investigate the correlation between non-Hodgkin's lymphoma (NHL) and hepatitis B
virus (HBV) infection and the clinical features of NHL complicated with HBV infection. Method: A total of 312
cases of newly diagnosed NHL were enrolled. The infection status of HBV was detected by ELISA. The clinical
characteristics and treatment results of HBsAg positive group and HBsAg negative group were analyzed. Result:
The positive rate of HBsAg in NHL patients was significantly higher than in patients with other tumors in the
same period of hospitalization (excluding hepatocellular carcinoma). There was no significant correlation among
gender,age and hepatitis B infection. Diffuse large B-cell lymphoma had the highest positive rate among different
types of NHL patients,and the difference was statistically significant ( P<C0. 05). The patients in HBsAg positive
group showed a late stage.a low effective rate and a short median survival time after treatment. There was signifi-
cant difference between HBsAg positive group and HBsAg negative group ( P<Z0. 05). Conclusion: There is an une-
quivocal correlation between HBV infection and NHL pathogenesis. The prognosis of NHL with HBV infection is

poor.
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