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[ Abstract] Objective To investigate the result of antiviral therapy for those HBV related
hepatocellular carcinoma (HCC) patients who were in decompensated liver function and received
interventional, radiofrequency ablation and internal medicine hepatoprotective therapies. Methods Total of
133 HBV related HCC patients with decompensated liver function were treated by different treatments in our
hospital in the past 7 years. Survival analysis was performed on different treatment groups. Results Patients
who received both antiviral therapy and the other therapies at the same time lived longer. Patients who got
internal medicine treatment only survived for 4 months; however, patients who received internal medicine
treatment plus antivival drugs got 7 months. Patients who were given radiofrequency treatment survived for
8.5 months; while patients got radiofrequency with antiviral drugs treatment survived for 12 months. The
interventional therapy group survived for 7 months; and patients who were given intervention and antiviral
treatment survived for 13 months. There were statistical differences between antiviral therapy group and no-
antiviral therapy group. Internal medicine treatment group compared with internal medicine treatment plus
antiviral therapy group (*= 7.35, P = 0.007); radiofrequency treatment compared with radiofrequency plus
antiviral treatment (* = 11.78, P = 0.001) and the interventional therapy group compared with interventional
therapy plus antiviral therapy (y° = 16.43, P = 0.000) were all with significant differences. Conclusion
HBYV related HCC patients with decompensated liver function got longer life if they received antiviral therapy.

[ Key words] Decompensated; Hepatocellular carcinoma; Hepatitis B virus; Therapy; Survival analysis

DOI: 10.3877/cma.j.issn.1674-1358. 2014. 02. 004 A ) A S
VR 710068 DU, VH L ASH KA A = IR B AL A R BRI 5 TTASR AR A e A I S ek e R
R, MrTise. LB, REREE. K. i, Sl i

ANEE . WU, Email: linshumeil23@126.com



A R PRI SR 2k i (T HR) 2014%4E4 | #5845 #524] Chin J Exp Clin Infect Dis (Electronic Edition). April 2014, Vol. 8, No. 2 - 169 -

Jir P R A o WL e 2 —, B
R N HE AR S TG R W 28 A, HATIEAE B
TH S, KEMFIT CAESE HBV P2 gL 2 R &
P R AR B SE RGN 2 . AMRRAYT 2 IR PRI
S LI T, BRI UIBRAR N BEAR. A
SR T AT 5, AT DD e AR I i ok
U, VIR AR B AR 2l nakh, FREHF
Pz . HAETR, AN DEUEE /T30 R REAL
o JRERIR T B W G T T B KA N R AR
JAW, EERGEE TIPSR
H—EMEH, MERESERTHEAEZ AR
v Bt S L 32 3 — e PR

2010 fEfRIETE LT R B va e D b, xt
HBV DNA [H [ FE LR W40 ffdJ - Chepatocellular
carcinoma, HCC) & @M HZ T (1R) KM
¥ (nucleoside/nucleotide analogues, NAs) 1T i i
BVRYT, PUREEIR T AT 2 K AR 1 AR A
. R IZ AR RO T 2RI HBV A15¢ HCC £
TR T YOI TT SO IR A G SR AT T4
YL, RIS RO R AR TE . AR R T
ARBEAE BRI 133 4] 2R HBV AH OC i & P I i
o R ILVRTT T AR A AT T R, R
Kaplan-Meier VABEAT A A7 504, LU TR R &
TP 8 AH O S8 PR T 3R A 1 Ot o

BREHE

—. WS

e H 2006 45 1 H 422012 4 10 H T AR fE
B VeI I T Ih RE I AL 1K) HBV 2% HCC 1Y
I3 DRk, SR FH PR VD ) B 9 g Rk A o
TR IT S A E DL

N FRE: OFEA BB W K2 B AHBVAH G
HCCHHATIRIT &, Fra 2w 420104121 &
RYRT 2 B 16 16 7 S 201 14 i 5t A 1k i s 1297 s
2wkt @ skhd o En &, HFIhEE.
B IhRE. IRCTE4 A ¥kl 554, HHBV DNA
> 10" $ U1/ml; @RS d 353 ) o 2% 5 90
D gt kF A5 7 T i 1R 2 THB VA JCHC C [ )

F ¥aI7 70 PURERITIE DL @ TNM 4y
WETI~T2% ;. @M LhfeChild-Pugh7y 4 E A~
B, ARAF: B i s A e wir g e Ak iR i bk
gk PRV AT H I e P

HEBRFRE: QO I B0k} B 7 B8R A 4585
QG BRI TE KA A @IS I
I ORI T s @& FFHARE
RS PR A s ©& ISR (O
ARG, WP RGNS AR R %

GBI A A N1 133 4, o Bk
93 {5, Lotk 40 4, ThALAERE 57 %, PR (57.2
+9.43) %, IR KA 9T 4L TR AR
Ay SRR R ZE ¥ e g v A L (P> 0.05)
HARHE,

. WESER

SR WU B U B RO Dy =X, TR
ST, 120005 BT R BiE YT 97 20 CUnf i
S A NFIPUREEIRIT S5, A DL AR AT I (A]

=. Giitepabrg

K H SPSS 16.0 K AF 4T G vh S A0 #E, 1F &
TORLRH X £ s Rox, ARVAYT 5 HBV MK
HCC 3 4 47 % L R B Kaplan-Meier 15, %
YRIT D7 VE P 1) AR A7 T L 4R ] Log-Rank ¥, DA
P <0.05 HzERHARIEE L.

g R

.\ SVRIT AL P AR AR I LA

WEHAIT Al AL A A7 4.0 H, 95% Cl:
(3.4~4.6) ™H; WENAIT YUk =R 4l A4
EAEHIRTANH, 95% CI: (5.8~8.2) AN H; 4t
ST A A AE A 8.5 H, 95% CI: (6.7~
9.3) AN Hs BRI NPT SR T AU A AR A
12, 95% CI: (10.2~13.8) N NAIBIT
Wb pr ELE 7.0 H, 95% CI: (5.5~8.5) 4
Hs A NGIT InPus s 9897 4l A 24730 4 13.04
H, 95%CIL:  (10.5~15.5) N H, WKL,

WRHAE YT 5 N RHIN PO 5598 97 7 5 [0 A2 A7 30
bt (= 7.35, P =0.007) , H40va97 5 54

=1 ANABHIEATR

BT B PR (5 7 4o Ry (%, ¢ £5) PR (3D
e 32 20/12 57.81 +9.43 58
WEL+ $T HBV 24 14/10 58.79 +10.14 58
S 16 10/6 56.69 = 9.00 55
HH + BT HBV 13 10/3 53.69+7.18 51
AN 21 192 56.05 + 10.66 53
/" + HL HBV 27 20/7 57.96 +9.23 58




- 170 - HPAESEIG R IR

RGP A5 (H i) 20144F4 H 55875 58524 Chin J Exp Clin Infect Dis (Electronic Edition), April 2014, Vol. 8, No. 2

25.00]

20.007]

15.00-

20

10.00

79

5.00
0.00-
T T T T T T
WRHATT WERAIT IR SHRYT ST bR NIHIT SN IR
BEIRTT HHRYT BHAST
WIr IR
N2 ¥
1 S LB FE AR (D
P =0.000
P=0.001
12,50 0
P =0.007

10.00-
*
iF
h
i ]
4 [f250

12.00
R o
7.00
2,50
4.00
0.007 T —T T T T
WG PRI IR ST LaEub g ey ] fr G fr AT
#EETT it bt 6‘%’“‘- i
FREIHEaT A

2 BYRYT R B LA I 1) o o ) LR A

PR IR 5 RAEFHE (F=11.78, P=
0.001) , ANWBITEHANINBUREIRTT 7 LR EAF
Wit (= 16.43, P=0.000) , WEHEYT 55
WIT AR (' =9.39, P=0.002) , NEHA
T 5 A@rﬁﬁzﬁiﬁﬁwﬁkx—7w P=
0.006) , 2R HAS X(Pﬂ<00ﬁ
{HIE B g a T 54 Aﬁfﬂﬁﬁﬁ%ﬁ
(=044, P=0.508) , WK?2.

T BIRIT UL AR A i £k

AR BoR, AN ERATT . ASNRTT
AT 415 e LIRS i BUR BRI TT T RALA L
5, APURERIT AR A s, TR
SPIRE A NIRYT SR EICA PO RRR T R,

BT, R RA S
it

eI PR S, AbF I 2h g AR B2 3 1) HBV
FHIC HCC 3 I B 8810 7 TR A g 2, TR K
HALUUN LT — 2 g M& A A HBeAg (+)
P8 HBV s 4], 1fi HBeAb (+) & HBeAg (—)
W27~ HBV AN HI sk (% 2 4, Beasley %42 H,
HBV ¢ e 3% HBV JEA [ b33 B & Pk
A, AWEPUREERTY, XS 57 AR FRH
% TR B 2E X% 2R B F PR s Ry el
FAEMZ W HBV AH G i i 43 18 Ak T r s 17,
JUHE A MEK . T e DL S i Ak Y il 4

B WA 3,

it



Fp S R IR Lps A AR (L AR 2014484 H #5845 45218 Chin J Exp Clin Infect Dis (Electronic Edition), April 2014, Vol. 8, No. 2 <171 -

0.8

0.6

R

0.4

0.2

M EHT-censored
i RIS T
censored

Gilir-censored

T
10.00

AEAF ) (H)

T T
15.00 20.00

3 Kt r 4L A A ik

JH e KA IR I 3, B A NS K JE XA
IS EEAEARN, ARBEERIURSERTT: —
JERB IR TAE Ak B3 92 W ok I I 2R A7 30
IRAE, FTUAA R R R IT B N A R, IR
R I E LB IO, G AL T TS BEACEL
HBV #3¢ HCC B3 T HUR B IR YT C 243 2 AL
KA, AEEN T RAVEE IR HBV AH5¢ HCC 3%
H BT PR RE 6T 15052 200 -

Ji3 o P PR S 544 oy HBV A5 i 576 A2 A A2 4
W&, AT HMEIRR. A NIRIT . S AR
Jrid i B e ) NI, AR R EUR R A TG
S HBV 3% ok HBV DNA 487 U0 Ak,
LEREAT CL_ B8 97 BRI 7 AU 8867, ANME AT
il HBV & il W T RAE . IR 838 IF D) Re
P80 I D BE R UCRAREE B I &R I ARRE L4
i HL AT IE S P R i b e MY BB AT £ 1
SCHERERE SRR U, ER K Z ARk B T R
FREEIY HBV A HCC HBF RIS, ik T 1)
e de AL I HBV AH ¢ HCC M dH T H 269477
FRIRTF 9 A LRI

AW T IE B A B 133 1 AR £ 1] HBV AH 5K
HCC 38, S ILBEE 67 7 AT U 44 o
WFRas W EoR, FMWNENGIT A, SR 4 %A
NVEIT 45 43 SAe JERE Rl B8 i 0m #9897 10 3 41
BEML, pURSRT AP EAK, EREE
vk o Mg H A% Toyoda 25 U 1 5Y
ghip—a. LRGEIREH, X COgLT R shAE AR
£ HBV #H2¢ HCC B35 7 LY #EiGI7, Al it
KEBEALEW, SHRAZE R A% #R o

AW 4 Ao, 4 T I ThRE R AR I
HBV #H5¢ HCC & PUi 551697 vl 2 KL AE A7 ],
ff ke, JoILE LA G iR A b, SRR
W Ja Sz AT R AP IR TR IR YT o AW B 8 i
THFIhRE AL, AT IMZ R IERIEY, B
LA M T EDUREIRIT TR UEREMRE
N AR (R BP0 5167 SR
BEZERM, AW B ITHPUR S 2AT hK
Ferg BERA . Bhdeme Mplam 4 mess,
BE AR, FEARREDN, BT LR AN [FAZ T
FAAMVETT AL BEAT 38T . AR (R Z 4l
YIPUIR 8 9697 S L7 Roek BF 3 g AR 23 1Y) HBV
FHIE HCC B 2L A7 I se ks g — D

& % X @k

1 FRL, BT, LU, &5, SR R I & TACEYR YT D).
/i AR 59897 54,2011,8(1):33-36.

2 KA. RBLAE VAT B B WA R 5B R Ak B PR RISk S D]
o [ R I PR, 2013,40(20):1268-1271.

3 BIARIR, 222208, 1B L QT 2 B4R 20104 F O [J]. Hh4E T
JEI 2% 7,2011,19(1):13-24.

4 2RI, BUARZR. 20100 (12 PE LR R B i Ha™E ) -1 it o8
JH- 983677 EURRFIIE AR, IGPRFFIHA 2%85,2011,27(8):791-793.

5 rpA N RSLRTE PAESR. JR MR 29T IS0 TR [T]. I
PRI 22 4% 5,2011,16(10):929-946.

6 Beasley RP. Hepatits B virus: the major etiology of hepatocellullar
carcinoma[J]. Cancer,1988,61(10):1942-1948.

7 L. HBV A O VE BT 1 o 23 5 70 IR [T]. 55 HE g hie %
#.,2012,27(4):429-431.

8 PEjiedt, 4258, WUNGE, 5. FEN AL TT B ZEAR R £ BT R
PO 1 5% M Sy oK R 8 X SF R T IEOE VR (D], P
[5£2%,2012,24(9):1728-1732.



- 172 -

Fp A S BN AR Y5 A4 R (L AR 20144E4 H #5845 %5214] Chin J Exp Clin Infect Dis (Electronic Edition), April 2014, Vol. 8, No. 2

Peng JW, Lin GN, Xiao JJ, et al. Hepatitis B virus reactivation
in hepatocellular carcinoma patients undergoing transcatheter
arterial che-moembolization therapy[J]. Asia Pac J Clin
Oncol,2012,8(4):356-361.

Rk, R, L, 45 IHETACEYRYT 5 AR BRI 7
TIT IR RS X [J]. 24KP22%,2011,17(5):41-43.

Jang JW, Choi JY, Bae SH, et al. A randomized controlled study
of preemptive lamivudinein patients receiving transarterial
chemolipiodolization[J]. Hepatology,2006,43(6):233-240.

TR, i, BIUK, & BB R B IG TACER YT U PR
HR R T [I]. FFIIE,2012,17(4): 254-255.

Goto T, Yoshida H, Tateishi R, et al. Influence of serum HBV
DNA load on recurrence of hepatocellular carcinoma after

wiE, WmEdE BER, F.

fegmled: wFRR, 2014, 8 (2) : 168-172.

14

15

16

FF 2 e R ARAZ 30 6 TR RT A8 K AT % i@ 296 7 49 £ B 547 [1/CD].

treatment with percutaneous radiofrequency ablation[J]. Hepatol

Int,2011,5(3):767-773.

W, Hab, PR, 55 BOKIOE IS O a7 I A YT

FEA0MI[T]. BIAR IR P 2%,2010,18(4):755-757.

Toyoda H, Kumada T, Tada T, et al. Transarterial chemoembolization

for hepatitis B virus--associated hepatocellular carcinoma:

improved survival after concomitant treatment with nucleoside

analogues[J]. J Vasc Interv Radiol,2012,23(3):317-322.

Pilte, BRstAe, BRIDEAE, 5. BT (IR )RAMIG T RACEE I 21T

JHREAL BT BT[], B AR RE 25 41,2010,31(5):573-577.
R FB: 2014-03-18)

(RSt FhRAE)

A R Al R





