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[Abstract] Allogeneic hematopoietic stem cell transplantation(allo-HSCT) is an effective therapy to cure hemato-
logical malignancies. However, recipient’s risk of developing hepatitis B after transplantation is increasing due to
receiving graft infected with hepatitis B virus (HBV) and seriously impaired immune function. Entecavir and tenofo-
vir are currently recognized as effective drugs for the prevention and treatment of hepatitis B in recipient, significant-
ly reducing liver damage after transplantation. The immune reconstitution of recipient takes a long time and has hete-
rogeneity, so the best duration of post-operative monitoring and antiviral prophylaxis is not clear. This article
reviews the mechanism of hepatitis B virus reactivation, the characteristics of hepatitis B and the recent advance in

prevention and treatment of hepatitis B after allo-HSCT.
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JREREIE . BT LA I IR B A 3 0% T G e ik N
WEAE By T Rg e ar HBVr BAriEfb & X, A W5
f S o P B ) 1 BIR 22 1) 45 R B A R RE . 1 i A
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5 7 40 7 B Al 2 R D B L P
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SRR B F A 5 KR . ST R T O L
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0 BH P B SR 46 3 i T 40 g (HSC) . HBsAg BH % 8§
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AR 5020 HSCT 2 BB G 6 A~ H N
RKEMEG R VERT . — Tk TF 445 fi 2% %Z allo-
HSCT 1y Z BT K & (resolved hepatitis B virus,
rHBV) & 1) K 7Y 0] o o4 F 52 4 7, fiE & HBsADb
Btz B Z A Eg e A W b fE 3295 (chronice graft
versus host disease, cGVHD) #y5Z & &4 HBVriY
U fe . 5 4F R R Ry 24,2000 0 i T allo-
HSCT 52 % 7¢ 5 58 T) fig T g [ 32 2 AR 0 pt 5 1
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3.3 B HBV MEXHF AN X EE #
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3.3.1 #BEMTHFEY  alloHSCT RJ5 B 40 &
AN G E H AR 7E HSCT J5 12 > H N &R IE
WL IREWK A AT RE T 22 2~5 47, fE HSCT J5 7
$07 ., 32 35 X 92 VI S AR T I f RS 1A L (ELTE
Rl 3 A H G A A AR 24 i Ho o i B8 3 L B A g
N BTRL SRR 3 A A G I bR R KOs
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%, allo HSCT 23 4~ H J5 5% % %3 = %] HBV %14
SR RAP AT 3K 64 % 4 1 5 i . cGVHD 5% F 2 F it
14 15 P AT 8 5% ) s g 2R L O A L R RO
G 2 W (ECIL DB G 6 A FTEz f
Ji 1~2 4 A ¥4 HBsAb % B, Jo J2 )% #% (HBsAb
<10 mIU/mL) 7] % B8 & R0 REH R,
3.3.2 LM ek & A kAR HBV &% 5%
B H 52 HBsAg 83 HBcAb B HSC 1
ZH A LLE RS TP HBs Uy BRI . /S X
T A B I 0 R (o oK B B UE 52 L i Bl HBV
R DI R, — T T 40 #il#% 2 HBsAg FHMESR
BRF T4l allo-HSCT f8 35 1% 5 %o BEBIF 5% 8k 7%
TER A AT & B AT B B IR 97, IR X HSCT J5 0
AHUA TR 2 AT HBsAg BT 32 # #E47
S e Bk 1 (HBIG) f iz . HBV A G IF 4 5 4F R
HREEN 8. 5% (95%CI: —0.9% ~17.9%) . i
J18b 40 B4 3% HBsAg BIHEBH Y EE R 7.9%
(95%CI: = 0.9% ~16. 7%, HAEG M Lo 12
ez my ke ek HT HBYV S R H 1eG M4 TR .
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# () HBV DNA BA ¥ 3 HBV DNA [H £ F1/5%
HBsAg 5] HBsAg P . @I NAs 3597 .
ECIL 7 #30 HBV (- ) Wi fii & HBcAb(+) 12 &
05 o7 TR P NAs o R e A AR 77 R v R 1
3.4 12MRIE HBV B # & % allo HSCT K &
HBVr #5F 7% HBsAg FHM 1 allooHSCT %234 &
A= HBVr i U AR 5 3 A #E 4T B 55 T 1) 58 4
HBsAg 1) 3006 38 5 1k 45 26, T BAL 58 328 7 32 b A
JELLSE A i B HBVr, Nishikawa 28057 #F — 15 %}
50 ] rHBV Jf 452 HSCT & & (1 5 BE Yo 58 b s
RI HSCT Ja ez i, R Mg HBsAb #5252
R K R & 4 HBVr, K Z 85 /5. W

ASSLD B E AF 55 B3 2% S K JH 9 BF 52 B 23 LA
FOE KA 46 AP i HBsAg FAPE &, JTit HBV
DNA K P-4 faf o #1750 B 1 il B NASE %
F HBsAg FAt: . HBcAb FHE Y 52 & & 75 3% ik i 1]
P 85 2 AT B . AT SR AFFE 4 i, Zhang S
i, %+ F HBcAb(+) %% ¥ HBsAb( - )4l HB-
Vr B XU T HBsAbC+ )4 42 1 %k HSCT Ji 1 7
2%°% HBsAg( — ) + HBcAb( +) + HBsAb( + ) 1y i %
A BEAS W 1 1B M 5T HBV 3897 . — 2 41 71 Jii 4
7% B~ HBsAg [ + HBcADb FH%: 342 Z allo HSCT
R R AE HBVE BRI A 2. 600 ~42. 9% 7831
RS PERT ST B HBVr (i B 4 F ok 40, 8%,
X F HBsAg BHPE B, LA & HBsAg BiE + HBcAD
PR B3 T PE B s B3R 97 L W I 2] HBV 35 1k
JE TR BUARYY A 2. B g B0 DL 1 B
P BUR EE IR YT - O HBsAg FHE B, Joie HBV
DNA 7K P faf s @ HBsAg B + HBcAb FH %
B @QHBsAg BiYET % HBsAg/HBcAb FH
520 .l PR 22 05 BT B 2 ) s R A
FT R | ey T A AR A AR T AR TR VA T .

Z R0 A% 2R PN BE 25 W K T L R0 A
HBV & i, B 8 2 it . (M ERPLE L, NAs
NEEEAEME T cccDNA, 2SR5 245 4 2 M R30I
SRR AT RE PR UCH B 7 e . L B IR E K
WO K W R 2. K W 2 JE ST BB B
HBV DNA R4 W 5828 & NI -5 2t 25 . NAs i
P55 0 U 25 A0 5 I DR b R o BT 24 1S L 2 4
PE B R85 WO PR T e 56 1) R, O e IO AR 2k £ . L
BRFETV) SHk R E (LMV) &2 5 ) 12 1) —
L NAs, F W AMBALLEMIRTIRITTAY. H
LMV 7 S8 2o o 7= A T 2 o T Rl R,
ETV . Bi# 4535 (TDF) W] & 2 A & i 14 B 77 B9 B
LW 2 0k AR 2 HLRE DR ARG B A L A )
G T AL HBV pis gk | B Z R WPUm#iE
JYR R EDY . LA Z 2k LMV 3497 9 11 3L
2y # o, TDF £ F ETV {2 it {5 & TDF 1)
BRI B Y. BFSESY BoR, HBsAg BH %
allo-HSCT 2 #fEM MG 6.12 F1 24 ©~ A By HBVr
BREAER LMV 415308 3% .7 % F1 24 % (25 ]
B kA TR W ETV 44918 0.0 f
2% BB H KA T 2548, TDF &tk &
ol B 145 5 W1 Bl HBVr BRF TSR 20 A Rk FEr i it
24 Jal Wy s B — 25 I PR X0 R T SRR R

KT allo-HSCT J5 1 B 14 Bt s B 19 I 97 F
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SRR RN N SR € o N N DK !
LMV s ETV il HBVr (055t , 15 B 43 25 i )
WHE R 6 A~H~30 A, &AM L% —in
W I HSCT WAk #EARE 17 /i 2 /0 — i T i
8 NAs, 245 435 252 31 G 5 30 i 590 45 T LA S 6~12
A A s KR MR PR B B L AR 2 0F 5T i Ul
FH s G Br e 2y 4t OF L& D — 4F g K i)
SfF HSCT Z & s Ed, " E 2019 1844
R R By 16 48 ma o HE 72 %5 N A B 41 i B8 50 B e 1
AT HSCT & fE R M a4 ] 2= 0 18 4>
A 507 ] % 5 O NAs, 5 1 5105 5 28 4 Wl
CBE 1 ~3 A H D 9 B 1 B LR I 3 30 5400, R 4n
I, A G SR AR R RE TR IR YT AR DL A2
BEA A HBVr, Bl allooHSCT AR5 52 # i
UiseE i R e 2 F iy HSCT (83 1 S 5 K
SIS [R)AS 3 1 5 S BB 1 BT HBV 1 f A 4 22
IR JE W E o T H 350 B i TR A K
WIFEIR L 3 i HSCT v HBVr (1% KUK 76 B 45 7T +5
BERAE N T — S5 15 R B IR A B TR IR T AR
A,

I R s B4 HBVr KU 43 2 8 4 7 B
AN R B AT A TR B I ] . BRARE OL R L BUR R Y
Wy B B 0 R 2 ) ) 6 5 BT HBV %8 8 g2 AR 00 .
5 H i Gk 2 AT R 0 S B K A AR bR Ak . SR R
B2 K3k 10 42D B NAs H00m 553697 . B I 4
HBV DNA JKF- RS2 I T 40 T B B 4 4
AT A U 2 cceDNAL i R b 38 77 22 55 47 1 2 Bt
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AL B Y FhRd .

PO 5 B A6 I 75 45 Ff 19 1 8] L 08 75 i — 2P
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AR KR e Reiay TR R3S S R 235 L,
NLZ 2D TR R S AR ST R 1 R T 4G TR . O 4 2k
FARBEMENAIT G R 18 M. MR T EHE
Pt HBV 2459 jr 7™ A2 19 25 9 @A DL e < 399 48
NAs 5| 2 i 25 55 [n) 8, 38 B i — 25 i F 58 . 8% )
R #) AT LUA] S Rk HBV f i 8 @ it HBV & il 4R
AIbR S UL BB P B A TT 00 A B[]

4 #it
Allo-HSCT J& k& 4 09 & BT 4 ™ 5 5 i 2 7%

LRI F R R R S S8 00 SR AR A 30 O R
i H AT H B i T B 13 B A A il . HSCT Y it

SZHR LI Z HBV fiidr . R4 B H p RS A
3z HBV G UL 0L HEAT BB PR 50 2530 97 A
P REL G ) 3 DD s 0+ DA B O RUBT R & 4. H T
R 09 75 245 ) 2 A8 AR 119 77 AR L 3 4 M 0 & BRY T R Aty
K TP AT T 2R — 22 B9 BE 5T LR E W I HBV
AR BR T 490 M D00 A ] 18] B L 90 5 4 00 7 G ST Y
HEFEHTR]
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