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[Abstract] Objective To investigate hepatitis B virus (HBV) reactivation in patients with diffuse large B-cell lymphoma
(DLBCL) who were hepatitis B surface antigen negative/antibody to hepatitis B core antigen positive (HBsAg negative/anti-HBc
positive) and received rituximab combined with CHOP (R-CHOP) chemotherapy regimen. Methods In this retrospective study,
clinical data of 187 HBsAg negative/anti-HBc positive patients with DLBCL were collated and analyzed respectively from
Hematology Department of Peking University Third Hospital from 2010 to 2018. All the patients received R-CHOP chemotherapy
and did not receive prophylactic antiviral therapy. According to whether HBV was reactivated or not, these patients were divided into
non-HBV reactivation group (174 cases) and HBV reactivation group (13 cases). Results The age of the patients in HBV
reactivation group was significantly higher than that in non-HBV reactivation group [71(66, 80) years vs. 65(54, 75) years, P<0.0S].
HBV DNA changed from undetectable baseline to detectable level in 13 patients (13/13, 100.0%). The time when HBsAg or HBeAg
became positive in 2 patients was earlier than the time when HBV DNA could be detected. In 13 patients with HBV reactivation, 2
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patients developed hepatitis related to HBV reactivation, and there was no fulminant hepatitis related to HBV reactivation. Serum
HBsAg became positive in 7 of the 13 patients (7/13, 53.8%) with HBV reactivation, whereas serum HBeAg became positive in 3
patients (3/13, 23.1%). After HBV reactivation, HBV DNA reached an undetectable level again in 10 patients during follow-up, of
which 7 patients received antiviral treatment. HBsAg became negative again in 2 HBsAg positive patients during follow-up.
Conclusion DLBCL patients who were HBsAg negative/anti-HBc positive and treated with R-CHOP chemotherapy had a

moderate risk of HBV reactivation. Close monitoring of HBV DNA levels and HBV serological markers should be performed in

lymphoma patients who received R-CHOP chemotherapy.
[Key words]

TRk E i R R, AR AR 6.52/10
T3, BVEAEZ9A 8.95 1 44 K bk LU - E D, kg
K B 4l i ik EL S (diffuse large B-cell lymphoma,
DLBCL) /& JE 2 47 4k [ 9 (non-Hodgkin's lymphoma,
NHL) 5 s WA R AR AR AT 5 282 A
TGRS BN . B . KEWIIR e
(Rituximab-CHOP, R-CHOP) 7 % . % i B fi &
CD20 B g LA, F 2 TR MR R S ER
EARSRAEM 2 RGN . B IR S 2 7l H & g
PEBE AR T Tz Y, A2 AT e A R
e, B BL S P 7 R e e S B BT  7
(hepatitis B virus, HBV)-FRELIE 1R

LI 98 Fe L) (hepatitis B virus surface antigen,
HBsAg) B P/ 2 Y i & #% .0 Bt 1K (hepatitis B core
antibody, #T-HBc)PHYE (RIAF1E HBV BEFE B 4L) () 94k
EL B E AT AR ALY T A S HBY PR AU, 4 il
il R 2 8 B i SR A5 DY, HETXS T HBsAg 1/
T -HBc P 9 36k P98 S8 4% 452 52 R-CHOP fby7 I 2 757
T L 25 T IR D UR AR IR AR A [ A X
HBsAg B 1 /47 -HBe B F) K EL 87 £ 5 12 52 R-CHOP
LI7 5 HBV 0SB T, HAREA /NS
AT FE 53 H AT FE 9 R R AR i 1 HBsAg [ 1/
Fi-HBc FH 1 DLBCL f# # R-CHOP 1LJ7 )i HBV FH I
MR N SER R R, DI RIG T S fitE 5.

1RSI

L1 —fiBER MBI AR 2010 4F 1 —20184F 4
H A B i R B 187 1) HBsAg B /4t -HBe PH:
DLBCL /B (IR kL, ALy T RT3 32 T D REF b
[ 6 45 45 TN % % i} (alanine aminotransferase, ALT)].
HBV [l 24 b5 W [ 6155 HBsAg. LB R R ik
(hepatitis B surface antibody, $T-HBs). $ii-HBc, LY
JiF 9% e P )i (hepatitis B e antigen, HBeAg). ZHUfiF4 e
UK (hepatitis B e antibody, #T-HBe)] & HBV DNA £
W g9 AbRIE: (1) BIUE S DLBCL H.# % R-
CHOP by Ir I 5 (2)HBV ML 245

b HBsAg [ Hyt-HBc FHM:; (3) 34k HBV DNA Y
T HRLI T BR BRFE 2 W PEDUR REIR T o HEBR S

diffuse large B-cell lymphoma; rituximab; hepatitis B virus; reactivation

HE (V) REFE 82 AT ] S e P IR 7 (A B A
H B P . A IR ) oA A2 G B
¥ 7 (human immunodeficiency virus, HIV) & 4 51 ;
Q) BEAE A HAB T &M, gL . A
BT 5 sl G RAZ A . AR C st b 5
KEFER = R BE R 2R A P2 R 2 A [ (2022) R AR 7 28
(304-02) %],

1.2 Jrik id R AR E R R I IR 431 (Ann Arbor 43
W) RIEAST R IITRE . SRIE R BT K
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OIS R, HBV FRETE bR 2 DUT 2 I
/D1 (D) FESEAT R IR YT B Sz A il 76 Y7 1
6] 8% 2 J5 , 1L HBV DNA 1 A ] 0 5% >4 af )
(2)HBsAg FH BIPESRE A PHEDS, BT FE 28 05 HBV
TS AH ST & AR 58, HBV FLIE AH I 46 58 X
b HBV P30 B8 LT ALT AT 3500,
i 100 U/LIM A3 H7 GE Ab 7 Xt HBV P05 14 52 1)
KA TEO

14 Siif2pab B SR H SPSS 17.0 #4347 58 3143
Wro AFEESTMIITTETBILIM(Q,, Q)F/R,
2L 8] FE R FH AN 8 7 B AR LA ) F S 50RK AN AG:
gﬁ(Mann—V\fhitney U@E\Lﬁ) s I ECTEORE L) (%)%%/f? s
PIZH N Z AR LU BRI ¢ K95 . P<0.0S R 25 7 4t

eS8
2 % e

2.1 WH—REERL LSS 187 19 HBsAg 11 /47i-HBC
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Tab. 1
HBsAg(-)/anti-HBc(+) DLBCL patients

HBV AR HBV
Hinm13) X

Comparison of general data between two groups of

B p

2 (n=174)

(4, M(Q, Q)] 65(54,75) 71(66,80) -2.221 0.033
PERI[ 51 (%)] 0.110 0.741

5 99(43.1) 8(61.5)

& 75(569)  5(38.5)
Ann Arbor 5[ #(%)] 0.142  0.710

1 13(7.5) 1(7.7)

IR 24(13.8) 2(15.4)

i 38(21.8) 1(7.7)

VA 99(56.9)  9(69.2)
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B AT T AR RN,
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i;?ﬂﬁ%[}a%ﬁ'w% 7(4,8) 5(4,8) -0.950 0.342
R R LA, M(Q, Q)] 21(7,39)  34(11,40) —0.840 0.401
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Tab.2 Summary of HBV reactivation after immunochemotherapy among 13 patients with HBsAg (-) / anti HBc (+) DLBCL
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