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[ Abstract] It is estimated that two billion people have had hepatitis B virus (HBV) infection worldwide.
Any immunocompromised status will change the state of HBV infection and lead to HBV reactivation. The
consequences of reactivation could be asymptomatic, fulminant hepatitis, hepatic failure and even death. The
reactivation rate of HBV ranges from 24% to 88% with different risk factors, and the mortality rate is higher
than 10%. The risk factors include the use of biological agents and glucocorticoids, high level of viral load
at baseline, and positive HBV surface antigen, etc. All candidates for chemotherapy and immunosuppressive
therapy should be screened for HBV infection, and receive risk classification and then prevention and treatment,
which is significant for preventing the hazard that caused by HBV reactivation.
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SHEFETY. FXEREY, EARGKEEZT, HBVEM
T 2% 24%~88%, AL T 10% . B HIOGHR RS Kt
R T TSR G T HBV B S I S L, A H
 DOL: 10.3877/cma,j.issn.1674-1358. 2017. 01. 002

EE&WH: PEETFEFILERZRS. LRESEHEESE ST
H (No. YJHKXKYJJ-244)

{E# 8. 100730 dbatli, JbmihMERE AR . AR
EE/FEE . XIBeE, Email: liuxqpumch@126.com

BT R AT SR

—. HBVHEUERIE X

20134F 2 E AR 72 %% 4 (American Association for
the Study of Liver Diseases, AASLD) £xil{ i} T HBV i
TERIF G, K HBVFEEOE 2 SN

1B Z AR NE: HBV DNAZERELL Bt - T
> 2 log /KFs FEZEARF I HHBYV DNAK ML T HIL
HBV DNA> 100 1U/ml; J&2E 2R 5048 %5 0 F A& FIHBV
DNA> 100 000 IU/ml.
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FIAR EAE AT E » 248635 1% HHBY DNAEFAG I T R
B CIA LS F R AT, 2 BE AH 9% o 8 4 B A1 (R 75 5 3%
AP TR E ], E IR R BRI A i S A
. AR N HBV AN (& HORDNA{TY AT DARR A TE
HBVEUE R B &7 E, mE 202 R TN T 74
7/ AV B WS@E s Pl 1 W S AR 1 S
Bom BT, kS RN ER R E . AR RET
S NBLTF AN B,

F— B AR RS ITAME, RIERS
IhAEZE) 4], SEHBV DNAS SN, BYH 2 1/F40
o

FBTEL: MIRIT A REUZS S, A S T AR K
S, IR BN SRR AT A, 3 T A 44
gL . FOESER. BAFEEEENR, X
FTHBV DNAJK-FH REH I T P ZEHBVERALRE S,
HBV DNAFIHRIREAILHHHE (alanine aminotransferase,
ALT) AEEF+&, WATJEAHBY DNATHE, TMHAFALTF
FHBV DNA# & £ 4 1% .
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1 B Wmidiaa: WHeE RIUAITRTHBY DNAR
FHIKF5EIT EHBV LG R E YA, A e &
HEMBREE. AN T 1301823 kTR ZE 118
PEHBV I G2 £ 41 o 5 25 10 B LG R 7T R LS, HBV
DNAZKFE> 2 000 TU/ml&HBV P340 it 5 SO 4 ST /e
PR, ORME N4.22 (95%CI: 1.03~17.56. P=0.046) ,
M7 Saab {1 57— IGUHHF 72t 3 FF %45 18 o

2. MiE¥45ME: (1) HBsAg: HBsAg (+) HFK
HBsAg (—) /HBcAb (+) B3 BEA & MWHBVHEGE
2R, 20104 VP 1) — TTE 4 RE P 10 i858 b JEAT 14 121 s
MR, 256IHBsAg (+) B R mEFE,
H (36%) KAEHBVEEIG, 79%IHBsAg (—) /HBcAb
(H) PEHELIPIRAEHBVEHEE . —BiMetas N T
89f|HBsAg (+) F1168f5lHBsAg (—) /HBcAb (+) HH
T HURIAGER Fo (TNF-a) 3397, Hrhh356] (39%)
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(2) HBsAb: EEEH W2 (American
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7 — BRI LA IR I ™Y, 506IHBsAg (+) [HAEEZ 4k
EUR B BENL A AR (52500 , Sl ES MRS
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T2 1ML 2R G0 0 A e e 4 Ath SE 4 Jirv 983 B 5 HH IHBY B
W A DA R R 5 S SHBY S, RINET
WA S BB R RS, BACHUAR SEThaE,
FHXH ST 23 BE AR B K . bk BB R kT FE HBV B0
FON2A%~6T%, TRILZHE 4% ~41%, — T Fi e 5
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ZURIE O R, AHHBV R EGE RS 5 31T 1
B 1 0 BRI T BENE 250 . — TN N 14 TR 72 [ Meta 2y
Wragth, 7E27500 82 32 A7 I 8 38 HR kAT oK 5% e TR P
PUREIRYT, AITHBYV RS FIHBVAH O T 48 1) XU B BE
80%~100%"" . 5 —RSLiik b 323, 78 RIEAT BB HI 12
MBI R EE T, HBVE ISR N4%~68% (Tih
25%) , T W PRI A HB V R BOE K A7 o 7 RURS: A1
ORMH 4> W1290.12 (95%CI: 0.06~0.22) F10.10 (95%CI:
0.04~0.27) ™, WA TR, AT SR, A
B IRR C.4 H U A RIS FER AN, %
R 3 — B IHBY BRSO 5 S A0 T RS0, T 1A
Pk R B E R R AR, Rk, SRR A

ANl B WU 2 AT BRI VA 9T R 0T A R
KISt IT BRI, P ILER2.

AGATE B i B HBsAg SHBcAb, W15 HBsAgfH
PEHE— B IHBY DNA, X6 T FH A0 XU G e 39141 )
PIRIT AT AT ANE R & (B m R ie e
FH 2% M X (R ED , fE R 6T,
HATIH A . HBVIMEAR &Y AR, HEREEAL)T TR T
BRI . AGABEUOH . Hp XU /3 AT TR PR VR T
AR 2638 AN AL A P BT PR R VR

RRIH BT RERT 78 Bh4> (European Association of Sinological
Librarians, EASL) " # 3 ji A ¥5 45 52 S 35 30 i 7 Ak
T I B E A HBsAg. HBsAbATHBcAb, HBsAg (+)
B FINMHBY DNA, HBsAg (—) /HBcAb (+) W, 4
RiFHBV DNA. HBsAb# B PEN T B2 Ff 2 i . EASL
@ICHBYV DNARH PR 75 8252 BT R YT, B A 13
Bi, EFEARTEREPEN CRMEBRNLI~3NH)
MHBsAg (—) /HBcAb (+) B A% sy, Lig
HBV DNA# &, TSR KBTI . HBcAb (+)

BEPE R T A RS A I LA K HBsAg (—) SZEAEHZ
HBcAb (+) fEHRepant, g T mip.

HE201SHR I8 M £ B RF 2 5 m R AR R R
HBsAg. HBcAb. HBV DNAJLIi#E R, (B3 A EMBULEE
IS Sk O T e R G 0 8 SR e T N R A R AT i R 2 )
%,

AASLDHE R 8 W m £ N LR 8252 s 3 i) V6 7 AU 0
B HBsAgMHBcAb, HBVH#E T & #:524097 Fl 5 2 V8 97 2 7
TR -

WARFFNEFF 7L P4 (Asian Pacific Association for the
Study of the Liver, APASL) ™'l fi A #:2Aby7 KAk
I ¥ 8 2 TR VR T IR AT YY) TR K I HBsAg fTHBCcAb, #:%
YT {0 75 25 ) B S B R IT T HBs A g PH M i 8 &5 Rk AT
TR YRR R YT, ARERITE RS CREEHBYV DNA
BE) KBTS RE1NH, UIBRKHBVE#EEHLZE & H
JCEFEE . HBsAg (—) /HBcAb (+) I, W NHBV
DNA. %-FHBsAg (—) /HBcAb (+) , FHETAIF) ML i%
HBV DNAHE#E R Y 5HBsAg (+) B — RS20,
HBsAg (—) /HBcAb (+) , HHBV DNAfK T TR M)
B3, TWHBsAbWI, RyFEEALTXHBV DNARIK.

2. W FRITAINIES:: EBRAESK T, fkREw
TR, AR TS R BG4 %R, %2R
GEIT IR E T, BTN 25 R E mY . R R R,
TEHBV DNATK T-Hrill T PR 80 f 8 & B8R B LR, 75mT
TG VR TT I T H R K R s i 245 LA B FFE 4 35 3

MUk, BarsmEEs R E (B RAWRE
FHIERNTTHEEITREEY, AASLDHER(EHREBRE
MFHFEBEEY . BEFHASnEBE MR, 3%
RHEIMEAD, BinmBERN 2R, BH B T AL
AN Ak, AR T 2R R R R ) A
i, ARG . B ChenZ M IE213 61 B 2 A i & 251k

3 2 IR TN C T 90 B PO ) I

Eizte) [GREONEEE A 35 H T A 297 AR 2k % P
FEBIANFR A& EZAIT HBsAg. HBCAb. o oo Lo o A I
et o P s O WEMUEZR LT RO BB RN EETR /
HBV DNA<2 000 U/ml, {3 ﬁﬁﬁﬁ;ﬁgﬁﬁ;&%%&qﬁ&?
AASLD e IE¥ITIE64H: HBV DNA > .4 o e o b
200957 FE AR HBsAg. HBeAb 2 000 U/ml, 1815 2 AT % g*ﬂugﬁﬁﬁgiﬁégiﬁ !
VA= H AP R(=) ;2R Y ’
BENBIT AR IR 5 B 4
TG T FRELRT A0, HBV
B DNA< 2 000 U/ml, $ikK oo
EASL P #4952 457 HBsAg. HBcAb; Ly ORGP A ) i s
201205 RGPt I0EE  LuE By DNA PRI T S e v b
BERFME AT
AGA o A B HBsAg. HBcAb; fEibiyr fae A BRI e BUCRATEA G = AR 2 /
2015k%" e WEMKHBY DNA  BEdiffdr> 124 H 2
APASL AT M4 B2 4b9T  HBsAg. HBcAb; & . o HBsAb
20158 RABEAITIEH  EIRMHBYDNA T IHTRIZTA / I
W 41 BHRER
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ST R R B o, R T RR R e R B R HH T
BiHBVHESEIERIT A, SRER, BERESEAEIF0T
B (0% vs. 7.0%, P=0.02) ; HAMNETRFREIEL, 5T
HBV DNA < 2 000 U/mlff)/iR# 8k EHRARM B, hokRE
S T T s [ Bt 4R 21 A 7] 2 42 1915 25 2 a2 X T
PGB R . HBYV DNAZ A mIN, FEpuk, #F
SRR EE, IF BB SRAE BRI 25 A8, X AE T
PR R EFEAGEH o« (HIAETIBR Z A0 HE AR HE XA
IR SRR B, WA 2 438, [ HuangZ Witk
12145 5/R 98 K BAH Btk B8 58 2 P AT IO TS PRI 7, 0t
P THK R ERBE RFIITA, BB E R HHBVH
PSR B E TR REH (6.6% vs. 30.0%, P=0.001) .

Ui, FHEIEBERBMBORKEMMHE, BF
B R VAT . I, AGATS R BRI
F X U BRI IT AR . DU EEANE LA BT 24 % AR R
F (UHX THBVEEM T TR, STRTRE: % s 55 5
< 6MAE) ZLEHE, B HEHMIEFRN RS
W, TR B A BN AR A I TR 2 B SR LR TR 2 o

3. T IR T RIRR SR A K (B UM LiRriG
ST AL 8 & e 5. AN B DERIT S
WIE6A A, R s 2 8 R B R 2 B R
(HEH BAMRIhAEW ST R G , PMiE MK E 124
H [10]G

(=) BIEfERIT

— B R DHBVE S, Nz B 1E E R 4T 4k T 51
GREIHIE T IR PURTEIR YT, 2V R A it 2 B
PIPIRE LY OREERORRE) « DARIESE, R
HALTHIHBY DNA#E A &1 5 K ARy y7 A BEFRLLE
FEohfe sl . — B RARF iR, UG e
T, (B BB (R, FFREAE A R I A I A

. g

B2 B FU AR B BT X I PR 2= AR AN BTN ER ST HBV Ff
Bom AT R . B H AT AR R R
FE4y BB F TP T REA—, AR R HER 00 5 A AR A
) A IR o AN [ B AR 1 AN BT 1 2 2
ks, MEELZHI. THAELBPFRRATX, BA
ML RN . B HBYEBGE FIALE] . TREE R IT
7 B Z T E PR A .
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