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[Abstract] Objective To investigate the hepatitis B virus (HBV) infection rate in the patients with non-
Hodgkin lymphoma(NHL). Methods The positive rates of HBV 5 markers in 201 patients with NHL admitted to
our hospital from September 2012 to December 2014 were performed the statistics and compared with those in 388
contemporaneous inpatients with lung cancer and 325 healthy persons undergoing the physical examination in the
physical examination center. Results The HBsAg-positive rate and the simultaneously positive rate of HBsAg, HBe-
Ab and HBcAb in 201 cases of NHL were 16. 9% and 14. 9% respectively, which were higher than those in the lung
cancer patients(8. 8% and 8.2%) and healthy persons undergoing the physical examination(5. 2% and 4. 6 %) , the
differences were statistically significant(P<C0. 05). The positive rate of anti-HBsAb was 45. 3% in the NHL pa-
tients, which was significantly lower than 57. 2% in the lung cancer patients and 55. 4% in healthy persons, the
differences were statistically significant(P<Z0. 05). Compared with the T-cell NHL, the B-cell NHL had significantly
higher positive rate of HBsAg and lower positive rate of HBsAb, but there were no statistically significant differences
in sex and age(P>>0.05). The HBV DNA positive rate was 27. 1% in 59 cases of NHL,and was 47. 1% in 34 cases
of HBsAg-positive NHL, while 1 case(4.0%) in 25 cases of HBsAg-negative and HBcAb-positive NHL. Conclusion

The infection rate of HBV in NHL patients is significantly higher than that in the lung cancer patients and healthy
persons,especially in the B-cell NHL. There is a certain correlation between NHL and HBV infection,and the occult
HBYV infection in NHL patients can not be ignored.
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