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[ Abstract] Objective : To investigate the prevalence of HBsAg in B—cell non-Hodgkin s lymphoma(B-NHL) and the effect of hepatitis
B virus(HBV) infection on the clinical features of B-NHL. Methods : The carrier rate of hapatitis bsurface antigen (HBsAg) and hepa-

titis B infection status in patients with non—Hodgkin’s lymphoma (NHL) were analyzed, and the differences in HBsAg positivity rate

and HBsAg positive diffuse large B—cell lymphoma (DLBCL) , che-
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(2023-07-10) phoma (T-NHL) patients. HBV infection rate in B-NHL patients

motherapy response and 2-year survival rate of HBsAg positive
DLBCL and HBsAg negative DLBCL were compared. Results: A
total of 597 eligible NHL patients were enrolled as the NHL group,
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(17.1%) was significantly higher than that in the control group (5.7%) (P=0.003). However, there was no significant difference in the
HBsAg positive rates of T-NHL patients (10.7%) as compared with the control group (5.7%) (P=0.796). Univariate analysis of the
overall survival rate of 351 DLBCL patients showed that female , > 60 years old, HBsAg positive, abnormal liver function, elevated
serum lactate dehydrogenase (LDH) , Ann Arbor stage III-1V and International Prognostic Index (IP1) scores of 3—5 were unfavorable
factors (all P<0.05) ,while remission was a favorable factor. Cox regression analysis showed that patient age , HBsAg status, Ann Arbor
stage, and response to treatment were independent risk factors affecting patient prognosis. Compared with HBsAg negative DLBCL,
HBsAg positive DLBCL patients were younger at onset (P=0.017) , with higher IPI scores (P=0.036) , and at later Ann Arbor stage (P=
0.001). The effective rate of chemotherapy ( complete remission + partial remission) and the 2—year survival rate of patients with
HBsAg positive DLBCL were significantly lower than those of patients with HBsAg negative DLBCL (P=0.026, P=0.031). However,
there were no significant differences in LDH elevation rate and spleen involvement rate between the two groups. Conclusion : HBsAg
positive patients may be at higher risk for B-NHL, and HBV may negatively affect the clinical features and prognosis of B-NHL. HBV

not only increases the risk of B-NHL, but also aggravates the disease, reduces the effect of chemotherapy, and affects the long—term

prognosis of patients.
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NHL 41 HBsAg BH M 38 5 X AL b B T 4o it 2% 22 5= (P=
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(P>0.05). 461 1] B-NHL 45 1 545 51 J2 HBs Ag 6 1 2% 5 U,
#2,

®2 BUMIFETEMHEEETE HBsAgRIMER (n,%)

B-NHLW A 1%  HBsAgPH?E  HBsAg[¥itk PE
(s 0.017
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&R %k SEAFRR% PE
PE5 0.003
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%5 HBsAgH14ZH 5 HBsAg BRHEAIGRFF AL (n, %)

E| HBsAgPHPEZH  HBsAgPATEH  PIH
ik 50 137
iR 0.017
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HBV 7 HCC P W45 B 0 2 — 8. R0 kB0
HBsAg /KFF1 HBV-DNA 7K 1] U4 b i X 433
T VR0 M08 M HBV S L , X 18 P HBV B
I 17 E R RN TS AT B I BT, Yang Y 462
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S o AN, S AT B FR S 7 2 0 1 5 HBsAg
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BRI R EE TG E 2., X 5K
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B-NHL & A5 JURR (1) 5 PR 98 A8 A 56

2 HBV AN B-NHL XU , i 7] i 8 555
7, BEARAL Y 3R , i B P I S o IR A
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