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HH: BFFHBsAg(-)/HBcAb(+)E A ZE BB AT I R AEHBVEBE FIRIRRI. RIRHLH]
EmERKBERR, UBSIRIEKRER RZEMHFBHBVERERNEMR. Hik: H®E14
HBsAg(-)/HBcAb(+) & FH BB B H B R 25 BHBA& T EHBVEEE IR KRR LR LRE, 3
HATSCRRE S, AT EHRHLHIMEHEER. 48 BE BRI ZE BHiHXIEITRTHBsAg(-)/HBcAb(+),
HBV DNAMEFHEMI FRR(<1 x 103 IU/ml), FFIRBIER, RIHTHMMEIRERT. BEXAZERHHE
KIRIT G4k HH B HBsAg. HBV DNA¥H, O RY, SR RFHRE, /IF. BiRBITE, %
Wb, HEESEORBERFBIRBTIRT, SEERBIGKIE®E. 5i18: HBsAg(-)/HBcAb(+)#, 7
B2 R 28 BB B S R HUAIEITRY, HBVEREE X, NP HEIRERT.
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Abstract

Purpose: To explore clinical manifestations, pathogenesis, infuencingfactors, prevention and
treatement of HBV reactivation in HBsAg(-)/HBcAb(+) patients receiving rituximab combined
with chemotherapy, in order to attract clinicians’ attention to HBV reactivation. Methods: To re-
port the clinical manifestations, diagnosis and treatment of HBV reactivation induced by ritux-
imab combined with chemotheray in the patent with HBsAg(-)/HBcAb(+) and lymphoma, and re-
view the literature to analyze its pathogenesis and influencing factors. Result: The patient’s hepa-
titis B serology is HBsAg(-)/HBcAb(+), HBV DNA load below lower limit of detection, and normal
liver function before receiving rituximab therapy. When receiving immunosuppressive therapy
without prophylactic antiviral therapy, the patient has HBsAg, HBV DNA became positive, and ALT
level increased. After antiviral therapy and symptomatic and supportive treatment, the patient
discharged finally. He continued antiviral therapy after discharge and clinical cure was achieved
after 5 years. Conclusion: The risk of HBV reactivation in patients receiving anti-20 monoclonal
antibodies with HBsAg(-)/HBcAb(+) is higher, we recommend using antiviral prophylaxis therapy.
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1. 518

1214 HBV LR T AR AL AR, RE H g Tt R R RAT X . HBsAg(+) & %
PEHIHRNAIT 25 5 KA HBV FHGE . 1 HBSAQ(-)/HBCAb(+)& FR /b I, A #iiE 1 4] HBsAg(-)/HBCAb(+)
B bk B R B G VAT S I HBVY S i, S ERERI AR, XT HBsAg(-)/HBCAb(+)
B TP IRTT I RIS HBV B0 .

2. mBlRE

HB¥FE, Y, 67 %, 2014-10-10 BN “RILAURZS BRI F-4F, 2WroRtk R 10 X7 AB, BEAE 2 AU
PRI S, RIEEAZAT ZE IR A, PRAMAATIRAEDIBRAR . FBE AR T B R O IR & RS, FE A
KT, AR, W, XURMAITERE, EIMYEEIE R, 2014-09-22 1EJRMK N AT IR S5 E MR
A, RIFHERGE: (450K)/N B UMMM R . S iR : CD20(+), blc-2(+), CD21 B{fE(+),
CD30(-), ki-67:10%, ki %% >y %%, CyclinD1(-), CD23(-)CD5(-). 53 PET-CT ki ¥: XUHRBRAET /7 414
HER, UG, FFEWMERRIL ORI 3 ARG &, BRI R R B AR AR i
v, @ MRS E R ERRAMIRER R . HURGESIE: BUIRGE. O ATEERE: HBsAg
0.01 1U/ml, HBsAb 0.75 mlU/ml, HBeAb 0.35 S/CO, HBcAb 10.68 S/CO, HBV DNA < 1.0 x 10° lU/ml, Ifi.
W MEE L. BTIhRE B ThRER B LR % . T 2014-11-14. 2014-12-14. 2015-01-14. 2015-02-14 J%
2015-03-15 17 6 J&A R-FC J5 RALI T (Jlik i 50 mg d1-3 + HERL 0.4g d1-3 + 2 4E 0.6 g d4), 1hyT i
RBAT TR BB ERRYT - AT 5 O RANE, BT AT IR ZhRE . S TL00E & & HBV DNA R .
2015-02-11 Z/F Wi Bk 2. HBsAg 10.88 1U/ml, HBsAb 0.78 mlU/ml, HBeAb 0.31 S/CO, HbcAb 9.65
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S/CO. HBV DNA < 1.0 x 10° IU/ml. HTZhEERE?E: ALT 16 U/L, AST 223 U/L. Wtk RGuAE KR : AEl
(R EE), BRSSP, IEYIBR AR S5 - 2015-03-15 £ T E &4 A : HBsAg > 250.00 1U/ml, HBeAb 0.44 S/CO,
HbcAb 10.15 S/CO. HBV DNA 6.34 x 10" 1U/ml. ATIhfgfid: ALT 22.6 U/L, AST 142 U/L. JHILARSGHE
PRI T RE - RF2807 05 mgQd HARPURERIT. 2015-03-25 I Uhfefaer: ALT 80 U/L,
AST 34 UL, %7582 RINGYT, 2015-05-15 IFDhRER A ALT 220 U/L, AST 85 U/L, HBV DNA 4.8 x
10* WU/ml, 457 HEEH e HE . REH FRITIGTT, SR RH 0B PURSEETT . GRS TRk E L
%, HBV DNA < 1.00 x 10°1U/ml. 2016-08-06 & # FAT{EMARE RH 080, FAGHINZ ), FEHA
P&, AT AT IhAERS 2 : TBIL 22.74 umol/l (3.00~22.00 umol/l), CB 6.07 umol/I (0~8.0 umol/l), UCB 16.67 umomn/I,
ALT 391 U/L (9~50 U/L), AST 137 U/L (15-40U/L), HBV DNA > 1.00 x 10° [U/ml (<1.00 x 10° IU/ml), %k
T REGRE NBEEM: R AIUBR WA gy, oS, WRRE, . B T ARl . AR I
R . MR PT 11.60 sec, PTA 88.00%, APTT 30.20 sec, D- 24k 600 ng/ml. Z T LI E B
HBsAg > 250.00 IU/ml, HBeAb 0.94 S/CO, HBcAb 9.62 S/CO. HBV DNA 1.35 x 10° IU/ml. H{k R4~
K. BUIRARIE, 12 - i EnE. £B8 R+ 05mg, Qd hii#s, RMERMHEK. K
EHERR. b, B, BERIBE &ME MK SRGIT G, SAFIEE: TBIL 31.2umol/l, CB17.6
umol/l, UCB 13.6 umom/l, ALT 31.3U/L, AST 16.7U/L. HBV DNA 1.86 x 10° IU/ml. HResifd C IR B
FFHAPUREIRIT, FFOhAERLIER, HBV DNA <1.00 x 10° IlU/ml, EiL RguEE AR L2k & 31 H
ITHTTHRER B FEAIE R, HBV DNA #74E < 1.00 x 10° IU/ml. 2020-12-29 Z T L35 kA : HBsAg 0.00
IU/ml, HBsAb 4.91 mlU/ml, HBeAb 0.870 S/CO, HbcAb 3.67 SICO, HBV DNA < 15 IU/ml, FFIIEEIES,
PAFIGRIAE, (SHBE R B  Harbaie TEGRE 12, FHFIIERIETR, HBsAg #4911, HBV DNA
<15 1U/ml.

3. g

R ERELIA 75,400 N2 MR EIR , £ 40,500 A FET-Ik LRI AH OG0 , e A AR 2E A7 S0k ELJRT (NHL)
i 90% [1]. 181 HBV EYYE T RER AL PA N, REZEN HBY Brm kX . #fhit, RE—
MNTE HBSAg VAT # 0N 5%~6% [2]. 1l HBV 4L S5k LR R A — € 1R, NHL &3 K4 HBV i
ety OR fH Ny 256 [3], B & T —M AR, FRIE2=F X 929 ] NHL B3 #4T HBV Fid &I, B 4iji
NHL 3% HBV J& 4L 0 5 i T HABSR A Ak B IR [4] . HBV JEEHL 2 A ik B33 1 X6t 46 1 o B0F 8 R L
HBV &4 it F& v NHL 1) OR 4 2.24 (95% 1.8~2.78, P <0.01) [5].

HBV P05 45 HBsAG(+)/HBCAD(+), BY HBsAQ(-)/HBCAb(+)# 4552 % 17 s & AL I7 )5, HBV
DNA #HELE T > 2 Iglu/ml, B53E4k HBV DNA FAYER NBHTE, 5 HBsAg H M NBHIE[2]. HBV
FOE T RE S BUF 2GS, T EE o] I 3, EE R e AT TR TR, S A
. Yagiit, HBsAQ(+)FH 2 MEIFNATT, HBV FEuE%EN 18%~73%. HBsAg(-)/HBCAb(+)# N
34%~68% [6]. H T, 5401 HBV FRiuE EEA L FRIZ: 1. HBsAb JEZ K. HBsAb 1 {54 P Hifk.
H oA FE I, HBsAb > 100 mIU/ml & FE8: 2 F) % FHTIRYT 5, HBV FREuE 2 W] 41K T~ HBsAb < 100
mlU/ml #[3], 1fi HBsAb < 10 mIU/ml [¥] HBV F#E XU /& HBsAb > 100 mlU/ml (1] 20 £%[7] [8]. 2016
SE—Ti7E Journal of Medical Virology &R IIWFF, 4N T 108 %4 HBsAQ(-)/HBsAD(+) & 52 F % 5 AR
J7, H 8 L HEBERAT HBV HIIE, HBsAb <100 mIU/ml. iZHF 7 & DA 2 & SR IT 5 1) 6~24 H,
HBsAb < 100 mIU/ml 4= HBV FRB0E KU . 0 7028 W v /8 B ZKCF 1) HBsAD 1T LU HBV i
9], (HAAA R FLIESE HBV FRuE R 5 HBsAb B EAHIC, HBsAb JE &I A ReEif vEAil HBV FRuE X
[[10]. 2. HBV DNA B4 Awill. HBV DNA B4 FH 2 HBV FRluE 1) —AN fals K & [8] [10]. 4 A
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g

B, A

¥ HBsAQ(-), HBsAb(+)f:/a HBcAb(+), Iy Sl 2 i e o] AR I E] HBV DNA, FrONBREEYE HBV gL
(OBI) [11]. 4 OBI F 52 F % ity i, KA HBV FREGE XS &, H OBI % HBV DNA [fj7K
SRR, @iy o IR . 3y GG TT . WA YT T F 215t CD-20 (R %
H P SRR SR Y, HE R AT AR EIRTT TR Xy 7 sUER S i LA™
], B0 HBV FREGE XK[12]. H AT, FDA CRiE 2618 F$i-CD20 i) B HBV i
TR . 2013 4F KA I 2P E - 5T-CD20 FHt8I N HBV FRIS0E = XU 41[6] . Seto 55 A X} 63 444552
Fl 2 A PUB ATV, 2 4F HBV FRBUE Rk 41.5% [10]. — (4332 R 2 5 hile & R T4
TR YT IR IR & I HBsAQ(-)/HBCAb(+) &, 1£2)5 55 N H KA 1 HBV PR [13]. IR R i
2Pt ae 23 HBYV PO . RIFRGABEBEI . WRIEMHE) 2RI HepG22 15, Fff
PGC-lo ik, HBVDNA SHilMN. K i 454 HBV HEH S X Mk B2 iR Mg ot
WA 5E T, et HBV DNA KR HI[14] [15]. A rb o 152 32 G B A6 97 T £ T 500 &K
HBsAg(-)/HBcAb(+), H HBsAb <10 mlU/ml, N HFHZE B8 T HBV FREuE I m XS 258 . R,
WRELR RS > 50 2. BRSNS AR R A HBV B0 1) f 6 (R 3R [16] -

2B AR T — P N R RGP CD-20 HU3EEHTIA[7]. NHL H14) 95%[ s 4t i #is CD20
U, FZ B RGURERR e M RN TR X e gt e, IR A K. RN, CD20 fE24 B 4l 1 ) 43
P, FTCAAT B AR50 4k, 30 I B4 AR ) 40 B 5 14 (CDC) FHT A (0 85 14 4 it A 5 P 248 e 2
(ADCC) K IF M e I/E F[14] [17] [18]. HBV {EN—Fhrg A EE, 7518 E40M0 A A R & PR XUEE
DNA(cccDNA), JIF4H AL P 7 cccDNA R e I WA Sl S 2700 e 4 e, KA TR E HIRA2]. 4 B
2R, PRI 2 AMAPCERRES, T 40iiEib. 2 fbIhgesz#mi, CD'4. CD'8T 4Hfui/l,
UL e 24, PR HIPIRAS 1) HBV PROE & i 38[19].

HBV PR30S 2250 =AM B 1. G i i o e 3l 545 WL A 20 i S 2401, HBV DNA B0E
S, BRI E S TR HBsAg 3560, AT4nie iy HBV DNA &l FF4En, i 2#%£ N HBV DNA
BEIRET E . 20 REE M. WA TR IEIRIZ LG VA RERGZHIRE, R%REEs),
HBV YL I P40 b S 2 o, SEUFAEMIAEIRN, RARGERMN . GRRINFER =77, #ESE, ik
SROUNITIIRE S H I HBV DNA i (5 K. 3. E M. 78 % iHlE 4 s yimssinir G, 2
PG AAEIKE , HBV DNA #EiZH T, HFINREWE IEH6] [20] [21]. {HA&2, FRE=ABItIE
MSAFAE. HBV FBEUE AT ARIUCATCAER, M EE Wl B . W6 B HBV B IR I
N HBsAg #5H, B j5 HBV DNA FEH N, G iifiliayT 45 aa ML T HFDhRe i = - fEPUR BRI )5
3% HBV DNA #H B Wi K, FFEhAgMk & 15 - HBV BUE S EBUT ShRE %, v] BERSM E & B VA TT
AR JE R e AL o [RIRE, HBV & A U= T fe[22] o A B 7 I HBV B0 J5 K it
JREHRIT, BRI T InRIE &, REIARF.

FZE By HBV FHEUEHAT I, WAy HBV Mg B8 £ CHEE . EASL. APASL
S CDC ¥JHEFEAE HBsAg FHYEZR > 2% X, 347 e bilia 7 AT 1T HBsAg. HBCcAb /& HBV DNA
M. AGA 4T T HBV BSR4 Z, HA: HBsAg(+)/HBCcAb(+)Ek HBsAQ(-)/HBCcAb(+) # #2572
Pt CD-20 Hiyu(F 2 HH1) 16T  HBSAQ(-)/HBCAD(+) # JEAT RUIA K254 . 1 %5(10~20 mg/ H ) sk K555 (>20
mg/H)EE BT 4 B, KA HBV FEEEZE > 10%, J& T s XEZH[23]. 2019 FR AT (181 B % B
BT BREEH, HBSAQ(+) & EHEZ R MHIRNGIT /T, ROEATIB PR seayT, M EHERE R
F kB 48 35 5 T HBsAQ(-)/HBCAD(+) # , #7 HBV DNA(+), 13 R 515 14 H0% 7 - HBsAg(-)/HBCAD(+)
HEH BT CD-20 ByIRTT AR, WHEE TR U RE[2].  CORBEIIHIE YT 5 0 B PO AR
LIRS ) 2 H HBsAQ(-)/HBCcAD(+), HBV DNA(-) B A# 2 Wit PumaEia T &, MNA& 1~3 A S &
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Tife,

(1~3

34 H KL HBY DNA #5005y 2R 9 6~12 4 F o BB P 5 4 22 S Sy
FAVTHEAT, FE Gepleifs 4R 12 A 6]

AT e i) S AR BEAT S VR T TRT, BUATRA T HBsAg. HBcAb J HBV DNA, {HKi#1T HBV

B ARy 2 b, RIFESURTEIR YT, F8UHBY FEGE . 24P URTR TS, B R4

Wi, Bk, $REIMREIN, 725 RRMENGITN, =M HBV §fid, #E4T HBV BuE X7 =
Xt e N BEAT PR VR DU 36T, AT AEE B s .
FEEH
2 R TR A N A R
SE 3w
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