Az 1 A5 T R 2 27 B~ 4t Vol. 42 No. 1
2020 4F 2 A Journal of Youjiang Medical University for Nationalities Feb. 2020

CEFRmERREERELEKX B A E R
BEPFHBHMESHENXE

®BRER.EFEF . REWR,REW,BFREE
(JERLALITTHROERMBERA, K TIT 529000)

 E:BM K EZAFXKHEHMHBV)M X M4 HBV 47 8 338 ¥ A B 20 0k B8 (DLBCL) #y I R 47 4E #n 4 77 2
5,7 DLBCL % HBV BE#E WA X ARE X, A& #HHF20104F 1A —2015F 12 A7 AL LTHHCERD
6By 134 Bl B CD20+DLBCL # & %, % & & Logistic [Fl 13 4 #7 HBV B % 3 8 Fl B F. % A Kaplan-Meier
W ER R HBsAg i E#n HBsAg e B H 2 W EF =27, &R ZENAHAHFT,26 7] £ HBsAg % H#£,108
Pl % HBsAg i M, AT AR T~ HBsAg A ZF N FE B L ZEH T HBsAg i A F (P =0.035), £
JTJE . HBsAg MM AN T 2% MEFE B2 M E KRB EFMRBHEREE 25 N 63.89%,16.67%,0.93% M18.51%,
B %% T HBsAg fu % F ¥ 4 ( P =0. 007), Kaplan-Meier 447 & 7=, HBsAg A% 8 DLBCL & # WG & # (P =
0.009), —## 111 HBsAg M B Z %7 EH I HBV B#E, £ HBV @ E W A& # &, HBsAb A LAl 8 25 T
HBV &ty B (P <<0.001), %% 54 87, HBsAb 2% % B %, F £ HBcAb & DLBCL & # HBV ¥ i#% %
WAL AR E R, &i HBV A8 X DLBCL & # W 4 4E# il J5 £ T4 HBV 4 X ¥y DLBCL & # ., HBsAb [A #/HB-
CAbMHEEHXAEE XA Z T AR RATBBML . L FHE K EFMAE N R (R-CHOP) b J7 & X £ HBV B #5E 8 X

B EE,
KR L RE:REEABABKEE AL EEH;HBV B E AR E £
FE %S R373. 21 XEARIRAD: A XEHS: 1001-5817(2020)01-0030-05

doi;10. 3969/j. issn. 1001-5817. 2020. 01. 007

Relationship between reactivation of hepatitis B virus infection and

prognosis in patients with diffuse large B-cell lymphoma
Xu Xuedan, Xia Pingfang, Liang Yuhuan, Liang Huiru, Chen Rongban
(Department of Hematology, Jiangmen Central Hospital . Jiangmen 529000, Guangdong, China)

Abstract: Objective To explore the clinical features and survival differences between hepatitis B virus
(HBV)-related and non-HBV-related diffuse large B-cell lymphoma (DLBCL), and to evaluate the risk factors
associated with HBV reactivation in patients with DLBCL. Methods A total of 134 patients diagnosed with
CD20+DLBCL and treated at Guangdong Jiangmen Central Hospital from January 2010 to December 2015 were
enrolled in this study. Multivariate Logistic regression analysis was used to determine predictors of HBV reac-
tivation. The Kaplan-Meier method was used to explore the survival difference between positive HBsAg and

negative HBsAg patients. Results Out of the patients enrolled, 26 were diagnosed with HBsAg seropositive

and 108 with HBsAg seronegative. The results showed that the HBsAg-negative patients was significantly ol-
der than the HBsAg-positive patients ( P =0. 035). After treatment, the complete response rate, partial re-
sponse rate, disease stable and disease progression rate of HBsAg-negative group were 63. 89%,16. 67%,

0.93% and 18.51%, respectively, which were significantly higher than those of HBsAg-positive group ( P =
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0.007). Kaplan-Meier analysis showed that patients with HBsAg-negative DLBCL had a better prognosis ( P
=0.009). A total of 11 HBsAg-negative patients developed HBV reactivation after treatment. The HBsAb-
negative rate in HBV-activated patients was significantly higher than that in HBV-inactivated patients ( P <<
0.001). Multivariate analysis showed that HBsAb was protective factor, and positive HBcAb was independent
risk factor for HBV reactivation in patients with DLBCL. Conclusion The characteristics and prognosis of
HBV-associated DLBCL patients are significantly worse than those of non-HBV-related DLBCL patients. HB-
sAb-negative/ HBcAb-positive patients have a higher risk of HBV reactivation after receiving Rituximab com-
bined with Cyclophosphamide, Doxorubicin, Vincristine and Prednisone(R-CHOP) chemotherapy.
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