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[Abstract] Primary hepatocellular carcinoma (HCC) has been one of the most common malignant
tumors in China. At its early stage HCC shows no obvious clinical symptoms or signs, nevertheless, the
disease is rapidly progressive usually with a poor prognosis. In most cases, the disease is fairly far advanced
once the patient develops symptoms. Clinically, transcatheter arterial chemoembolization (TACE) has been
one of the treatments of first choice for patients with advanced HCC who have lost the opportunity of radical
surgery. The occurrence of HCC is somewhat related to the infection of hepatitis B virus (HBV). With respect
to whether or not HBV can be reactivated after TACE, the research workers, both at home and abroad, have

different point of views. This paper aims to make a brief review about the influence of TACE on the

General review

reactivation of HBV in patients with HBV -related HCC.(J Intervent Radiol, 2014, 23. 1114-1116)

[Key words] hepatocellular carcinoma; transcatheter arterial chemoembolization; hepatitis B virus

Ji R M I g R R AN B B BRI R K2
CE i B R R T RA VIR L& . IRIR T 2k 2
F AR P9 B K2R AR YT ik, ok
TACE AR5 o v I JIF 9 1 07 ik 22—, SR H D
RN PR T R B (HBV ) B UL i i 3, o
FEINN, ARATE L3 HBVDNA 254 1 5 B 3
TACE ARJ5 A= A1, H b i & & 5 R Hi7 HBVDNA
g A R Y S R e I & 1 9 AT TACE
ARG A AF R S G 3R AT 2 5 & A
T 1075 HBVDNA 2% i R 2 38 2o 995 25 1 3006 3 30
TACE ARJ5 A= A7 109 A, 2 388 5 o ke Jie g 1) 52
S DTS B0 2 E 8, XoF I 14 4 S AL A7 A 2R B

DOI:10.3969/j.issn.1008-794X.2014.12.024
PE S 4100011 b o oy e — I e e R
WAEEHE . HEE  E-mail: cjrxiacenhua@vip.163.cn

., PE Rt B 3 s HBVDNA 2 8 AL R 1T
FHWUG , HREE IR R R E R E AR

1 FEXZ4MFES HBV BX &

HBV 18 i 2 5% 5% DNA &, FE H 4 5 X 40 4%
S.C.P B X 4 AIXHk, 5 I e 1k I %% U0 AH DG 1) Gt
B HBV-X X, X SRR E 6 T o E 2,
W 5 {9 B % 22 56 ; Beasley %5 RIE AL JE A b &
P LOHBV #5457 & 54 HBV #5747 & 5 19 A0 X R
WS BE 24 R 223 A%, MATRATHN 2% A BEIESE T HBV J&
Ji M T 98 1 — > R A X HBV S ABF 17
— I HE M A S B SR UESE I HBV DNA ZKF-
Fr 82 Th 0 K A IR & PR g 0 kST S B R BT
HBV 535 J5t A P s i EARAL R A AR W, A
2 I N TE L VR 9 i J'é v HBV 19 HBV - X IX



I AHUE 2422 75 2014 4F 12 A48 23 555 12 8] ] Intervent Radiol 2014, Vol.23, No.12

—I1115—

fE 7 miRNA-21 £ kW 78 5 & PP, miRNA -
21 KVE— AR A bRic S,

2 TACE i&fraife HBV MK

TACE J2& % rfv e 0 s (8 00 B 87 ik 2 — 78
HBV #5747 25 1, = 1l iE HBV DNA 7K °F /& 52 i
TACE AR J5 A= A7 B b 5z A2 05 R, AR R s i v
HBVDNA #k 5 38 12 fin 38 Ji 96 19 52 2% DT 5 SO )
Azl X R W HBVDNA 2% i A BEPEAS
HEG,EREIRBIRITT AR REmEE AR, 1T
TACE KA B2 G aES | HBV #03%, ¥t HBV A
ST TACE AR J5 X HBV 3G 52 0 1 AH 56 1
A2EFH NG SO RS , WA TACE
5595 B 16 PE TG IR A G A 2= A R 5 AT AR
s aE

Lao %5 SN 4 388 f3i] HBsAg PHME Y AP 988 H &,
X AT TACE AR o143 R 5tk 28 3K A5 TACE 2 50 41 Al
TACE X} FE 41 , 3% TACE £+ HBeAg B 5 FHE
HPEFT T e #e, & B8 HBeAg I35 FHAE: 6% HBV
DNA JEZKF | i s 9002 HBV FI0E 1 57
fap & . WA TACE A 512 HBV F3L I 4
o B XU, 006 B IR T BB R I 2 000 32 D D
TS RE 38, [F] B Peng " WL%E 43 122 TACE 697
W) AR OC I J 3 i A 4 B B HBV 1Y PRI
T, AR BUR R B W 845, 8 Al TACE
RE NS TS R 3 HBV &,

Park &8 ™HEAT T — UG IE DT 5T, BF T SL A0 A
HBV #H 5 (1) )96 2 34 89 #41], 43 TACE 69741 (n =
69) 5 X} B4l (n = 20) 7677 J5 E & HBV KA G4
A, M &3 . TACE JR97 41 3 1 (4.3%) &
B HBV PR30S ;%5 HR 4 2 1] (10.0%) /4% H B HBV
PGS (P =0.334), AR TACE RIFA 2 FH
HBV DNA 3% i f 6 5,

Lao 4538 1+t [ i /3 Hr HBeAg FHIEL Wr A J5 &
PRI B3 38 o R AT S5 I 2 HBV DNA #ii , &
B33 fil BT HBV 300G , 1 152 41 #3505
REICIH B A, FAMNE 43 BB E 0 RE 2 [
i, W3t 2 W R, Z3H I HBV JLZ KT 595
B OO OC, ARG R RE 5 i AUA S =
AL IE M K, [RRE Jing %5 MO GE A 2 BT A 56 1)
162 ] AR AT Bt £ 9% #5360 97 1Y 98 (8 3 64 i)
B TE TACE 897 )5 BN R #2 B2 () HBV DNA 7K
TR,

3 TACE i&¥rai/a HBV B HLH

TACE /97 )5 % HBV B2 &2 7 ., FLig
i 51 3 e 928 2 1Y) TR R AT RT BB 3 HBV P0G
TACE fE R —Fh s F8 By sh Bk AT 7 A ZE R AR b it FH Y
AT 245 Wy 3 45 e kAT 25 00 /s B R A 2 DK
HILAAR 11 5 928 3 i B S 79 00 61 6 SR ML AR 174 X 2
A, AT HBV sl 2o Al AL %% HBY B
I E WA —, ARG RS HBV DNA & il 1
2# NN TACE 15 —Fi by SALIAAT A S e
il /EH , Lao 46 Hr 51 HBV DNA #4319 7] B J
PR ALy 25 9 09 i B, TACE J 9 25 3075 /9 e 41 A
BALT Yeo 5 "WHFFE H 4T 4 B AT 5 W PR IR
J7 R EL B, it — 2B S T AT 259 e B N [ T g
SEORIR] LA 06 B2 0T o Lao® L IA >l TACE R Y7
A A PR AT S R A A AR, AT A R
HBV 1193 bk, g IR B8 J5 23 5 | P s 0 S oA 58
MUK G sie R 40 22 N R T HBV A & i, e A
H TACE JRY7 I , #2877 g i A8, ik e 4 i % A=
AR SRAE IR BT IR TR T R 0 R b S
96 24 53 0 ) B E AU D IR 9 e T T ke
20 6 %400 1R T, ML 14 400 B 6 % T i T B A1
fiF L TACE AR5, % HBVDNA & & 0] DA [R] #2
0% 3 (AP (B N s R e i Y [ K= a4
I B i iy AR S AR X AN I B R 3 08 B Bk i
L v A ) i 1 T o R E AR S B
i, Nk TACE X AL A G 322 T R 114 5% i) 3 2 2 A4 €
T Bl AT i R E B T 4 LR 8 2% TR I TACE
ARG 8 BE 2 A R JJga 1) 350 IR A8 i 41K

4 MxHEHE

S TACE RA & B 51 & HBV J#TE i 6 —
O, H HBV (1934005 1T BE 5 30K [F) 7 52 1) 1 o g
PFE P E AV RBUF WAL T . A FH NN AR
HBV DNA BHM: AR WOk s e fe &, AR HT
T B P I BRS 75 25 P e A2 iF HBV DNA B14%
B8, & TACE A J5 D Re Mk &, P4 itk iz H
PUAE B 25 W B TACE 897 & B R J5 I b Ak &
Jf HCC My, nT il HBV & &, PR3 8 5 )
e, R AR A R S A A W HBeAg FE )25
SR 5 T EOR E R B R B, BR AT 1S A BT
5 BE IR T AE 0 PRI R 5 1 B R0 2O
DifesAk', 472 TACE AR R A& BT B 14 I FH 4t
JEEEZG W), RS Wil HBV DNA # & | 4 Wi HBV



—1116—

I AT A8 2014 4F 12 H 58 23 4855 12 8] ] Intervent Radiol 2014, Vol.23, No.12

DNA #0065, Mo HYUR IR YT, fein i
HBV DNA &M FB0WHDhae i %, HINAARE
T W R IR LT S ROk X HBV DNA fY# A —
SE B TIOIAE eT HR E FR E E  E R R R 2 4
BRI F HBV MG I & M 68 R,
Kzl HBV DNA #5 ,HBV DNA BH: & 1T L% &
WML, BT 7 25 %) HBV DNA B 1 R 3 4 %
TACE RJ5% V1 Wil HBV DNA RY# &, 4% BN
BN I, B I N30 B 245 W0 AT 1 2 0 T
fig, P m A R AR

H A%} TACE R J5 HBV DNA JH 75 i 785 XU [
T B LA — 3, UE5E K 2500 i 58 B
AR, B AT LM SR Y R IO, R 2 H
I8 BB AN TACE 512 HBV-DNA I & /4 1] GEHL
PRUEAT A SEBFSEAE S . TACE AR J5%F HBV DNA #%
TG B4 e B R | A0 9 3 1% T B TS 1 )
70 [ 45 A DG A8 B T AN — 2, W] g it R A 90 3 AR s
WFFE H 0 B A ] FE 3% B 58 X B A AT
Thtf, SEWFREE RATAELES

(& % 3 #k]

[1] YuSJ, Lee JH, Jang ES, et al. Hepatocellular carcinoma: high
hepatitis B viral load and mortality in patients treated with
transarterial chemoembolization[J]. Radiology, 2013, 267: 638 -
647.

[2] Beasley RP, Hwang LY, Lin CC,
carcinoma and hepatitis B virus. A prospective study of 22 707
men in Taiwan[]J]. Lancet, 1981, 2. 1129 - 1133.

[3] Chen CJ, Yang HI, Su J, et al. Risk of hepatocellular carcinoma

et al. Hepatocellular

across a biological gradient of serum hepatitis B virus DNA level
[J]. JAMA, 2006, 295: 65 - 73.
[4] Damania P, Sen B, Dar SB, et al. Hepatitis B virus induces cell
proliferation via HBx - induced microRNA -21 in hepatocellular
death  protein4
(PTEN) [J].

carcinoma by targeting programmed cell

(PDCD4) and phosphatase and tensin homologue
PLoS One, 2014, 9. €91745.
[5] Tomimaru Y, Eguchi

H, Nagano H, et al. Circulating

microRNA-21 as a novel biomarker for hepatocellular carcinoma

[6]

[10]

[11]

[12]

[13]

[14]

[15]

[J]. J Hepatol, 2012, 56: 167 - 175.
Lao XM, Luo G, Ye LT, et al. Effects of antiviral therapy on
hepatitis B virus reactivation and liver function after resection or
chemoembolization for hepatocellular carcinoma [J]. Liver Int,
2013, 33 595 - 604.
Peng JW, Lin GN, Xiao JJ, et al. Hepatitis B virus reactivation
in hepatocellular carcinoma patients undergoing transcatheter
arterial chemoembolization therapy [J]. Asia Pac J Clin Oncol,
2012, 8: 356 - 361.
Park JW, Park KW, Cho SH, et al. Risk of hepatitis B
exacerbation is low after transcatheter arterial chemoembolization
therapy for patients with HBV -related hepatocellular carcinoma:
report of a prospective study [J]. Am J Gastroenterol, 2005,
100: 2194 - 2200.
Lao XM, Wang D, Shi M, et al. Changes in hepatitis B virus
DNA levels and liver function after transcatheter arterial
chemoembolization of hepatocellular carcinomalJ]. Hepatol Res,
2011, 41 553 - 563.
Xu J, Wang YH, Xia JL, et al. Effect of transcatheter arterial
chemoembolization on HBV DNA level in primary liver cancer
patients[J ]. Ai Zheng, 2009, 28: 520 - 523.
Yeo W, Johnson PJ. Diagnosis, prevention and management of
hepatitis B virus reactivation during anticancer therapy [J].
Hepatology, 2006, 43: 209 - 220.
BOfE, FHRE, & OB, % & FE kT AR R
RIS R 200 M S e R RS TR A s e [, IFE, 2011,
16: 198 - 201.
TR, B, B b FE R TACE 115 400 S RS
AEARLT ] AR R 24 BREERR, 2003, 41: 553 - 555.
KRB, HESOME, kA, A5, BRI 2 78 5 R MR 8 25 A Pk
S ARSF R[], ITRE, 2009, 14 346 - 347.
FHA, FERTE, 4RHIM, S PUm R IR G & 58 T s kb
M FEVR YT £ U 4 5 T B AL G O I 200 R e 28 100 I R L 43¢
(1. I RATIE Z¢ 35, 2012, 28 267 - 269.
Peng JW, Lin GN, Xiao JJ, et al. Hepatitis B virus reactivation
in hepatocellular carcinoma patients undergoing transcatheter
arterial chemoembolization therapy [J]. Asia Pac J Clin Oncol,
2012, 8: 356 - 361.
TLREWE, ¥, wHke. HBV/HCV AR SV T 40 e o B0 5
HIT LR BEWT]. RAfE S, 2013 76 - 81.

(Wi H 1 :2014-04-07)

(R Hi AT sh )



