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[Abstract] Objective To evaluate the clinical and prognostic significance of hepatitis B virus
infection on patients with relapsed/refractory diffuse large B- cell lymphoma (DLBCL). Methods A
retrospective analysis was performed in 81 relapsed/refractory DLBCL cases who were treated with salvage
regimens from January 2004 to November 2016. The patients were divided into two group, HBsAg positive
and HBsAg negative group, and assessed the clinical features and survival time of two groups. Results
Twenty-four (29.6%) patients were HBsAg positive and 57(70.4%) were negative. HBsAg-positive DLBCL
patients showed unique clinical features, including more younger patients (P = 0.005), more advanced Ann
Arbor stage (P <0.001), high-risk IPI (P=0.010), more hypohemoglobin (P =0.015), especially extra-
nodal involvement (P =0.038) and recurrence (P =0.002). Overall response rate (29.2% vs 68.4%, ' =
10.720, P=0.001) and median overall survival time [(11.3+2.9) months vs (30.0+7.6) months, y* = 28.175,
P <0.001] were inferior in HBsAg-positive patients, respectively. Conclusion To strictly control HBV
infection plays an important role on the survival and prognosis of relapsed/refractory lymphoma patients.
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