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[HE] BH 44 HBV Bt i T AR BH (HSCT)IF M AT EME M. % %2001 -
2006 4 279 i HSCT ## X H b 43 HI4 3 HBV M #4553 % BFH 1016 IR 58 47 IRl B 2
o &8 (V)HBV Bt rsm THMEMME AL B W, (2)HLAG6 £ 5 & % 2 H (allo)-HSCT
#, HBV ML # AR K Y 5 % B K I # Bk 2 4E (HVOD) & 4 % (31.8%) AFAE A HIER 4 F
(72.7%) Bl PR EREE QI 3% )R EF AR ERE ZRAHITEEX (P AY<0.05),
(3)% HBV MLiE bR EW R AR XN BAEERR M AR HZ T 0 ElEM T RN S
FEfER H R Hallo HSCT R R ER A FHARES BHWAFFIERERURBEE ACAIE
HYHE F R (GVHD) BB 44 ; HVOD i Bl B Wt & F i >25 % BHMSHFUBRE.F L
FRATRAERS FLEF Ry 25 B4 (TBD . TBI B 7 & >7 Gy. Lk CsA % GVHD FHili %
U BAEHFRENERERIBEMA I TDERFRNRRERL TR AERS. (4)HBV MF*¥
BEYRERERTEGL2%)HEF T EFABRZEIETR(23.9%), FEREUF DB ER
(LF) &M h 88338 (MOF) b £, BEE RS M BRI RS B 5 B BF e, G)EFIR
7 HBYV ME¥REYREERPEF LB ERM(P=0.023), #it HBV LEEKREYREIH
3k HSCT IR R E 8 YA B AR AL O RIS , X fE 1 P A 80 7T A SO0 48 B B AR T 20, 1
R EHEFARE.
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[ Abstract] Objective To evaluate the effect of hepatitis B virus ( HBV) infection on the outcome of
hematopoietic stem cell transplantation (HSCT ). Methods Among 279 patients with blood diseases
underwent HSCT from 2001 to 2006, clinical data of 43 patients with HBV were analyzed retrospectively.
Results (1) There was no significant difference in the engraftment of hematopoietic stem cells between
HBV infected group and control group. {2)In all the HLA-matched allogeneic HSCTs, the incidence rates of
hepatic veno-occlusive disease (HVOD) (31.8% ), hepatic complications (72.7% ) and fatal hepatic lesion
(27.3% ) were all significantly higher in HBV group than those in control group (P<0.05).(3) Through
univariate analysis, the risk factors of hepatic complications in HBV group were: pretransplant hepatic
dysfunction; progression phase of primary disease; allo-HSCT; having used cyclosporine as graft-versus-host
disease ( GVHD) prophylaxis drug. Donor’s age older than 25; pretransplant hepatic dysfunction;
progression phase of primary disease; total body irradiation ( TBI) conditioning regimen; TBI abdomen
dosage was over 7 Gy etc. were the risk factors of HVOD. However, pretransplant hepatic dysfunction;
progression phase of primary disease were among the risk factors causing fatal hepatic lesion. (4) The
mortality rate in HBV group (51.2% ) was significantly higher than that in the control group (23.9% ).
The major causes of death were multiple organ failure (MOF) and liver function failure( LF) . Deterioration
of LF was occurred in patients with allo-HSCT during immunosuppressive agent tapered off. (5) The
accumulated survival rate in HBV group was significantly lower than that in the control group (P =
0.023). Conclusion Donors and recipients infected with HBV were not contradictive to HSCT. The proper time
of HSCT and suitable HSCT schedule could control some of the transplantation risk factors and might be helpful in
reducing the mortality rate and improving the quality of life through enhancing the curative effect.
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REE HBV B M EHATX .. B AT 40
MM AE (HSCT) B £ 5 M I8 97 — 2 1 38008 70 B s 89

AWFB,H HBV RPN FEE HSCT I LW

JEREm, BN RERD . R P EBESRERE S
] fp 0T B B K L 9 < B S B AL 90 K e 2001 48
4 A % 2006 4 10 A | 279 #i] HSCT # & 3 HBV
LIRS Y 5 H ) 43 5] 5 I R TR 4 i i
mE.

NEEFHE

1.5 6] :HSCT 2% 279 ], B 2 F 1 4
##32.5(3~55) % , & AL & 38(13~56) %,
G HBV IR G R HE B A 43 #l, HOLE R 36
(12~53)% . FiA B EBAEAT Karnofsky 17 A ¥4
¥1>80. 279 BIREALE B P B M LBOR 1S B (5
AEREBER L, AA) ;B I BR 264 6, Hp B #
MR IEHRfE 206 #1(78% ) 5 f& 58 B (22% ).
BAEMERE THRBELRILE 1,

2B R E2FBH(TBD HFEA TBI
(5~10 Gy) I3 BBt B (Cy) (60 ~ 150 mg/kg) Bl
Tk 2 (Mel) (100~ 180 mg/m? ) , &8 437 B 7€ I B
il b E 76 & (Bu) (8 mg/kg) B K5 &2 B 4% g
H (Ara-C) B BIAPLIE (Flu) 850 A M IR 40 f 3R 8
(ATG)®, Flu & ATG. A% TBI & :2#KBu+
Cy &, BRIEHER A Mel 5 Ful 5 Ara-C8
ATG, ¥4 8 E R MAC 7% :Mel + Ara-C + Cy,

3. Y EH (GVHD) By 2 i =B 2
B R BT ARG ¥ 317 GVHD Bips, F
KAUFAER A(CsA) Zfih 72 % 7] (FK506) i &
PR AN (MTX) M EHEY . GVHD £ Wi #%
TOREE AR AL HT, GVHD I RAEIR B 32 S5 B AR
WM RNGIT , 2 —RAGY CA R ERE)T
MR R 259 11 FKS06. 55K (MMF) |5
MHE R F YR, F BRI T R/ R
YBIT

4. & bk ] 22 (HVOD) # T B .12 e = E 72
B R KIATT 262 B E THAER T HVOD M
B FEAHZER. SmgBH 2 RETESN, B8
HAIE 8 RiFZEM/MR<50x 10°/LAT 225, 715
10 mg® H 2 WHKEDE, BBHIE 1 KRB E M/
W<50x 10° /Lt 25, 17 6 3 % 4 8 1L/ k<
50x 10°/L, £ 47 HVOD i i, HVOD £ i 24 I
Baltimore b5 #™' , 7@ B 72 BF % 3 F 4% o 4 K™

HVOD i BRAE R B , BD ARG I, B 45 =
KA BT R RN e R
B R RIFRIT . 2 B 5% B 5 BT 3 AR
R E1(PGE1) M H K S B IFEIE Y (tPA) .

®1 HSCTREIERI

HSCT # &
T H HBV il & % HBV Il 32
REHC-) WEHC+H)
B3 279 43
i3]
5 170 26
ha 109 17
TR A2 9% I Y%

R (AA) 15 3

B 264 40

bR fe 4 206 28
CML-CP1 72 9
ALL-CR1 48 6
ANLL-CR1 59 8
MDS-& H f& 1 2
PCL 1 -
MM-CR1 11 1
NHL-CR 10 1
CMML 1 1
AHL 3 -

W fad 58 12
ALL CR2,16;CRI & HE%,5 CR2,1
CML CP2,6;BP,2;AP,10 CP2,2;BP,1;AP,2
ANLL MDS #1k,5; CR2,4 MDS #4k,1;CR2,1
CML #%4k ALL 1 2
PCL-NR 2 -
MM-NR 1 1
NHL-NR 3 1
CMML #4k ANLL 1 -
AHL 2 -

BRAR

allo-HSCT 209 32

FD 159 19

haplo-FD 24 8

UD 13 4

CB 13 1

Auto-HSCT 70 11

TE :CML: 18 $5 hi 41 g (3 7% ; CML-CP: 18 4 %7 20 M8 (4 1f 53518
M ; CML-AP: 1@ ¥R 410 B % s 3 ; CR: 522 48%; ALL: &
P A 55 : ANLL: @t bk EL 40 I 15 I 5 s MIDS: 8 53¢
AREHEME; PCL.EMMRAMMK; NHL: EEFESHEHE; MM.
ZREEHM; CMML: B HR BB A M H M#%; FD:HLA M4
R ; haplo-FD: Al HLA 2 M-A& 4% ; UD. L% Mt#; CB: B
#

5. MBI BT A B E R E KN HBY M1E
24510 % HBsAg. HBsAb, HBeAg. HBeAb. #i-HBc
M HCV Bk R AFIh R M . H 9 HBsAg.HBeAg.
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HBeAb . $i-HBcH — s JLIK FA 4 & & L HBV
ME¥ERE. BHEU LERE1-2 K
E—-K.ZBHEFEINAUEEB6 MAEE K,
MR R AT A X HBV R YL #3570k K E
YT, A2 R P W HBV I3 2 R0 4 AT
Tk HBV DNA /K H Z &S M &0 5, [F 6w
BATRIT CRHRYT

6. 43 % 4 ¥ R Al SPSS 10.04 1 2 8 4
iz XZ 56 B & 2 . Kaplan-Meier 24 78 20 ¥
T

g R

1.6 HBV M %¥ &Y 75 B & HBV 45
IC4 B AF DI REE B - 279 B HSCT ' HBV I 1 4 #5
BYRE 436, A BE HCV Siik B, Hd
1848 ZFM 1 ZHEEE N HBV I ¥ &9 5
WOHAZEY N HBV MESHEWRE . 43
HBV [M{E¥ 4 &Y 5 % B & T8¢ HBV B H
18 1, H o HBsAg FH ¥ 1 6, HBsAg. HBeAg.
$-HBcPH ¥ 5 #, HBsAg. #i-HBe. $ii-HBc FH # 9
Bil, H4 HBV ME¥nEYF 5 B & $ H1-HBs.
$i-HBe. $i-HBc FH % 23 #, $i-HBe. $i-HBc FH £ 1
% ,HBeAg . $T-HBcFH ¥ 1 ], HBV L% bR &Y
REBES 256 FHERYE ST, HF
15 % Ay 18 ¥ HBV B4 & (HBsAg FHYE), 10 6K
HBV Il 7 245 &9 5 % (HBsAg FAH:) , (H B A8 A i
hEEX R B I , H T AP 684k, J8 JE 76 3h ¥ HBsAg
i HBV B E sl B HI B . 38 il
BEBEGHNEREEM (ALT) /KPS, EHEY
$(684.92 + 448.18) TU/L, H {37 %& A B} 6] 8.5 (1 —
280)d, W fE % A v {7 B (6] 33.5(3 — 317)d; 36 #l &
AERAXEREEM (AST) K&, BEYHK
(284.39 + 217.36) IU/L, %1 fi & £ B 18] 17.5 (1 -
280)d, W H & A o 7 A [R) 34 (3 - 317)d;23 Bl & 4
mE & fE 4 £ (TBIL) K F ¥ &, i {H 3 5
(218.23 + 173.79) pumol/L, ¥ fif % 4= B 18] 13 (1 -
125)d, WefH & A 47 B ) 45(8 — 125)d,

2. allo-HSCTH A B HBV Ifl i #4854 7 %
B HSCT #5443 HBV I E¥ R EY R W A
F bR 4 MK 0.5 X 10° /L A i JR) 2 % (14.73 +
3.01) d, I /b #r 3k 20x 10°/L & B J6] 2 ¥ N
(19.33+9.88)d, ¥A L HBV MiF#rEYH
WA E PRI X0, 5 X 10° /L & i E] | L /AR 3K

20 % 10° /L fy B i) 35 %
=598

3./ 870 HBV M ¥ EY R %K HSCT &
R TFEA FAE & A5 B 279 ) HSCT 99 6l &
AT R 3 R GE, KA % 35.48% , Hi 23 il kA
HVOD, 62 #il &4 K I BEH GVHD, HAth 14 #i4
HHYEFIRE 8§, BT £ 2 1, 76 stk 2 RUAT
% 2 B, BRI IR AR R R 1 B, BT EL R 1 B,

159 # HLA 6 fi = M & B allo-HSCT
HVOD . B it FF 461 F DL I BF B A& 3 5E 19 & 3R A7
HBV &AW 54 8 & PP ES TX HBV Ml
BEREURERE, EFARIT¥ENL, i
GVHD R REA BT HBV MiE %N EWFH B
AP EREHEITERBN(E2),

#2 HLA 24 allo-HSCT 4 X HBV Il
RSP R E B EFEERIERERENR

e K%, ZRHELEIT

b H HBV(-) HBV(+) P1{E

HVOD (=) 132 12 0.007
(+) 8(5.7%) 7(31.8%)

FFEGVHD (-) 117 16 0.312
(+) 23(16.4%) 3(13.6%)

HamE (-) 135 13 0.005
(+) 5(3.6%) 6(27.3%)

FFHEH R (-) 103 3 0.004
(+) 38(27.1%) 16(72.7% )

4.4 HBY MG #REYH ¥ HSCT B& +
FEAEA 9 & A M e B B & 4347 . A 9F HBV I ¥
SR EY R HSCT BE& &4 IS FH4E 13 #,
Heo kP54 S Bl EE BT R 2 ], ;F6E
11 %, /5% 1 #; EF HVOD 1 #], HVOD 7
i), &A1), RS B, ER 1 ], BFRE GVHD
36,

HERZESHT HVOD MEREER ftE Fi >
25 % JREMA T EARAS N A& TBI M B kb 2
FE.TBIHAEFRFTEMANE>T Gy M
CSA FiBi GVHD A X BERTE HF e R % . M
BHERERERE alloHSCT B XKL TH &
RZS VB CSA WiBh GVHD LA K& %% 18 R A AT 2 &
SE. AaEFBRGHNERERSE . FARLTE
EREULBHAE IR ® . 5 B85
B R THEE > 25 % 1 allo-HSCTH 4
HAr 3 R BUS EF RS F & > 7 Gy & TBI #ikk
B, ZRELEUH%BXEEREHE S A
WREHE(ER3),
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®R3 A HBV MiE¥HENRHE HSCT BE A%

ARt R AE R fE e &
i HVOD APt R BOEFHRE

el B R ®omm P B P W% P&
5

5 26 5 0.4° 6 0.18° 3 0.3¢
X 17 2 7 2
B R ke

<25 % 13 0 0.043 2 0.1¢ 0 0.097¢
>25 % 27 7 11
BHERS

allo-HSCT 28 6 0.36° 12 0.044 5 0.13°
auto-HSCT 11 1 1
T 40 B ok IR

PBSCT-HSCT 24 4 0.93* 9 0.2° 4 0.25°
BM-HSCT 19 3 4 1
He Je R

FD 27 5 0.94° 10 0.90° 5 0.29°
UD 5 1 2 0
HLA &

6 NmeME 2 4 0.9 8 0.84° 4  0.55°
6PLEARLME 10 2 4 1
BRI B

PR E 25 2 0.007 5 0.004 2 0.043
=3 8 4 6 3
%]

& TBI 20 6 0.023 8 0.169° 3  0.43°
A& TBI 23 1 5 2

TR EHAE<7Gy 7 0 0.032 1 0.085 0 0.17°
TR BB >TGy 13 6 7 3
GVHD Hips¢

PLCsANERE 18 6  0.017 10 0.02 4  0.24¢
LLFKS06 Rl 14 0 2
B R

A 25 7 0.014 12 0.003 5 0.044

% 18 0 1 0
TR AR LS HSCT #1584 Rs 1 41 S (i SHE
UD-HSCTHME: i 5% B % ; 4 allo-HSCTH#% B, FD 25 HLA 44
ARG R 7 20 TR B A B DA R I
HRAKBHERY; EREETEEX

5. %G FEE 2006 & 11 A 30 H,279 £
HSCT B3 HBV MG inEY L # B EIET: 48 H
(20.3% ), FEIFEHEIE L 25 2 BE % % (MOF ) 14
18, 18] B 4 i %6 (IP) 12 #), &4 9 i, GVHD 8 #i,
HEEEE 1A, M 1 B, 8 & 3 #l. A3 HBV
MEER SR E REILT 21 #1(48.8% ), FET-JR
HALFE I RE TR (LF)4 5, HVOD 4 4, 1P 3 i,
MOF 2 5], &% 2 4 ,GVHD 2 il , ERE Z BT R 1
B a1 B, A AT S AR AR R 1 B, B
& 141, FEY180 d,H & HBV IMiL{E #in &Y =
WERERBREBEFRES I HS52.59% M78.45% , %

REKITFEL(P=0.023), ME 1.2,

1.1
HBV( - ):—
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BAEFREW)
B2 A/ ISR R R 6 allo HSCT 4: 47 Hi 4

15 I

KEE HBV R AiTH#H X, HBV &% W g g
BREEERTH Y RZEED . W ESE
BIAFIhEER E% 49, HBV B w A T £ 4, AR
SNEELER TSR %G . HSCT 1877 & F U K W
oA i Y PR B9 B AT, B T HSCT BT /5 B
KA & Ay x BFJE i 45 4, 1B i A 3F HBV B
B HSCT B& I IhRe ¥t — 25 B Ak, I R A ¥ & Ak
R 1A FHIE 19 XURS: B B 3

Wands %' B R 42 1 HBV B 35 08L&, P
HBsAg ¥ & HBV DNA i fif &30, 1 B &
FE, ARSI EFDEREMIER (W
HVOD.E 4l HamsRERLASE), M
Wio AW 43 6 HBV MEEREPREBREF
38 BIH B ALT #& .2 fl FBMEE B BEDHHEL
HIFFR B ER 1 BT, £ allo-HSCTH HBV
HMEHEN S RAE. HBV A 5 %H %4 K%
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F R, R T A R B R S I HBV B i 3, {5
FIFR KA AL RAEAN K BB HREE T 420

BB IKE, Al REFHRE. APRHBELF LT 4

Bl A H 3 B3 B A e S 1 4 R s i B
ALT W {E, T 55 1 50 0 2 4 9 %) 500 o & % &
GVHD FH B EFEZBF & LF fist1:, 5#HE
___ﬁ[ﬂo

T MM AR HSCT Bk, 5%
MERAX, RERENFEEALERIL LB E
HZ—, AN EfRRE T REE AR
KW, H HBV RS XFHA MW ¥ L. 4<BF
FIAART HBV IR E 957 % 8 HSCT &
F, Hooh M 40 15K 0.5 % 10° /L, I /M AR 20 X 10°/L
RIETIR F 22 R REH ¥ B, SAHXBE AU
B A R, HBV SR %f HSCT o ¥ I F 40 A A 6
BB,

ABEFEH HVOD M B R A E #8.3%, 43 Hil
HBV ME % &Y 7 HE BE S HVOD KRAEX K
16.3% ,% 70 HBV ML¥E %4 &4 5% 8 F W HSCT
EERR HEFELRITERX(P=0.007). 5X
BRI HVOD B &4 HR9. 7% i iF R 7 3 By &
ik 80 % BEAFARF . FFRWERY A HVOD K4
—TfEREEY . ABFRF HBV MEERED R
HHEET HVOD RARECEPMK, TS HA R
# JLF 87 BUR B HVOD BB & AR BT P B 16
AKX, MABENREFRFEERRIREDSH
HBV B, SAMRLEREE AR, BatkfFitE
FIAFAEH: R4E4E HBV M ¥ EDREREF L
ERHME AERFE LT ¥R X (P=0.005,
0.004). 7 HSCT #iXf F HBV MiE#REDF#
BEEGEEUEMNBEIRENKRE, FBRR
HVOD BB X & BF PR B IR 97, 7T A 20 R 5
% 5 HSCT MIFsi.

A HBV ¥ &R % 8% KL HSCT
FEREH RIER LR AR, BRI E .
B RERAA T B ERAS N HVOD, JF I & FFIE (&
mENRENILFAEREE, HiixF HBV MmiF
EREVREBRENEBHITERRP IR, R
B R AL B AR A FLF T 88 i oK 7™ B #4405
MR . #£ HSCT i 2 , i% £ auto-HSCT Ik F
allo-HSCT; A B H <25 FMitE; RER LT
TBI B FAL 3 7 8, BR8N B TBI 1 i 35 5] B 356 BR
HEMKTT Gy; RE & #F L FKS506 & GVHD i By

254, WA RO ] BAr o A ORE, TR
HVOD &4,

MNHERIE HBV EE2 RS R ENERE
RS RTFLEREA 2 MG, wETHEE,ULF
& MOF A E, Hifi4H HBV ME ¥ EWRHE
FHSCT BEESEE RN EL, FEFH#H—
K& AN MOF W rlfE. shAFi& . . TR AE7dh
L4347 , HBV B AR BALS LHETRKBARF
RREFRBHEERE,

HBV BRAREEHE L. &IF HBV R
HSCT * 3 Il -F 40 il (9 A A W R K, (B X B ik &
HAEM K A& —EER, B X HBV By &
HVOD H i XA LR BIRIT . TEBAE A LAY %
Bh O RBERRFELARERES BFRENA™E
WG LB E. EBEFENEREP,
auto-HSCTHL F allo-HSCT ; allo- HSCT 3% B 4 #% < 25
Z L A TBI W B AL B8 7 58 B 5 ] 3 R 5
;L FK506 3 GVHD Wi 25 4, £ % 5 11 1 51
RSB HBYV HEBIE SR REE L,
PLR W] BEH LS| & B9 LF # ZE MOF, HBV &3t
JE HSCT W SIE & BB HE A Bl r R EF,
it 5 1 PR 2B 4 i T A SR 4R R R AT AR LRI AT
TR BREFTE,

& £ X W
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