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[HBE]BM: MEACKKRE (lamivudine, LAM) #I RIS PS4 F5 B (adefovir dipivoxyl, ADV) JG¥7 KA 4
RUFRIFREAL 48 MG RY T RO 2 e, ik CRUFRIFREL R AR 81 BIRNLI R 2 41, ¥4 T,
SHIE ZRHATT, A 44T LAM 100 mg/d + ADV 10 mg/d, ADV ZH%5T ADV 10 mg/d, J7FE 48 J&. MEEITHT. 5
HBV DNA /K-¥-, JFZIfE. Child-Pugh 3731 HBV DNA #ri#). 455 : 1AYT 4 AN, HBV DNA TFEMEE . HBV DNA
FAEGR . ALT B R, BeA410510 1.831glU/mL, 17.9%, 282%, ADV 41504 0.961glU/mL, 5.3%, 10.5%, BkA4
Y5 T ADV 4 (P<0.05). fE 12, 24, 48 JAIF, B4 40 HBV DNA FF#IEE . HBV DNA (%% ALT B R ET
ADV 4 (P<0.05). 24, 48 JAIR} 4] HBeAg BH L R LU 22 R G I FE XL (P>0.05); 24, 48 JEBI P4 HBeAg IMLIE %
AR 22 IS 3 L (P>0.05) o PIZH Child-Pugh 7394 4] .50 , BR-A4H Child A 9082 il s T ADV 4H (P<0.05),
48 JE WG4 BB UE R A L BIARL (P>0.05). 48 AN PHAII I 25 & 4 . 4518 : LAM Al ADV WIUREE A A YT Atk
W2 AR IR RE ] HBV DNA &, SGeEFae, LT ADv, Hl 258408, mitszdar.
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Efficacy of combination therapy of lamivudine and
adefovir dipivoxyl for patients with hepatitis B-induced
decompensated liver cirrhosis

YANG Jing', ZHU Xuan®, WANG He’

(1. Department of Gastroenterology, People’s Hospital of Yichun City, Yichun Jiangxi 336000;
2. Department of Gastroenterology, The First Affiliated Hospital of Nanchang University, Nanchang 330006, China)

ABSTRACT Objective: To evaluate the efficacy of combination therapy of lamivudine (LAM) and adefovir
dipivoxyl (ADV) for patients with hepatitis B-induced decompensated cirrhosis.
Methods: A total of 81 patients were randomly divided into a combination group and an ADV
group over 48 week treatment course. The combination group were treated with LAM (100 mg/d)
plus ADV (10 mg/d), and the ADV group with ADV (10 mg/d ) for 48 weeks. All patients received
hepatic function support and symptomatic treatment. The levels of HBV DNA, liver function,
Child-Pugh scores and HBV DNA indicators were observed before and after the treatment.
Results: At week 4, the mean reduction of HBV DNA was 1.83 1gIU/mL, 17.9% of the patients
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achieved undetectable HBV DNA and 28.2% showed normal ALT in the combination group. The
counterpart in the ADV group was 0.96 IgIU/mL, 5.3% and 10.5%. At week 4, 12, 24 and 48, the
differences in the mean reduction of HBV DNA, undetectable HBV DNA and ALT normalization

were statiscally significant between the 2 groups. The difference in HBeAg negative conversion rates

and HBeAg seroconversion at week 24 and 48 was not significant.

Conclusion: The combination therapy results in HBV suppression and improved liver function

and Child-Pugh score. The combination treatment has an advantage over ADV due to low drug-

resistance rate and good tolerance.
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Pk E (lamivudine, LAM) BEA M H| 2 A
R 57 (hepatitis B virus, HBV) B&EHl, K MH
¥ BELRER R, LAM SRyl — g5
i, AR TR 2530 L SRR R R
WEAE A e i), It 2 5 S B SRR =
gty . BTSSR (adefovir dipivoxyl, ADV) Mif 2}
REAK P, 5 LAM IS X2y . BeAAIT R
JIFEEAL RG24 LAM i 25 /5 i1 ADV, #1451 45 1
255 ADV WHTBE RO T8 D, AWF5E N LAM 4
IRIK G ADV RS RACER O BIITF R ATFREAL , HA T
BAFIITRL, BARET .

AR ETIE

1.1 fRBIERE

2009 4 12 H % 2011 4F 3 A1ER B K258 —
J& & BE T AR T 12 R Be B £ Y BT 98 B A Ak AR £
WiwE, LRSS (BT R BAERE ) B
R R REACIG RIS Wibs e, YR Z PR IR
¥7, HBV DNA=5001U/mL, BRZMNF AL, AL, T A&l
KIS 85 e NS S e bk s # B gy, JFHEBR
D e I g B LA I IR RS L fegse e L AR
R FeAbyR 2 iR ) SR Y JFRE AL . L) Child-Pugh 43
PVPAL BB T DI RE AT, e i bR 2 IR Liaw
s B AP A FRAE: Child-Pugh WE4R S =2 43, 5N
PUFANAEYE I . A RMEMmEEE R R . A EIK
ek gk R L Bl DR AR | R AT U )
Ay HR R 2

1.2 SAREBFTHE

81 Bl E A, Irfy A4S AE R &1
J& , HeRHLE - FRIE AL I A 4L AT ADV 41 2 4,
A4 41 1], ADV 4 40 B, 697 48 il WA (A
20 ) TLA LAM 100 mg/d( Fidh 4% : 5T, B2R

$ 58/ ] )+FADV 10 mg/d( 44 : A IE, TLIRIEKR
KGR AR/ ), ADV 4 (B4 ) TLL ADV
10 mg/d, PILIILTAAAT . SHIERIY . #5 HBUR 3
SERT L, DDA DR 25 Ak B 25 1 . BG4 2
BIA, ¥IRAT 24 BT MR 2 15, 141
12 JABHET, 16 24 JE B LG AEEHIL

1.3 &7k

HBV DNA >k H 821 5 o & PCR Al ( SE [
ABI /A F] 1) AB17300 #4585t g i PCRAX, 5% ik
PRI R W] 443 ). HBV DNA BH%% J1< 500 IU/mL;
HBV P 5 46 0 SR FH IR S e e B e, 170 B
rrl AR TR BR 2 Bl H D)6 SR A 55 [ Beckman
4 A M S BB o A7 B R o 2
B S A2 S i s, 54T YMDD Al .

1.4 MEIER

BITHIFNAYT 4, 12, 24, 48 JEKIAE Yy iy
$845 . HBV IIL7E 244584 & HBV DNA /K . Child-
Pugh P74, JFK&AE AN R .

1.5 GitF4bE

FH SPSS16.0 A T 40 HT, TR TR HIIEL +
FRUfEZE (x4s) Fon, R AR FH ¢ K50 5K Fisher A
PINERIE A, THECPERER A ¢ K30, P<0. 05 h2E
SAG R L VTR R N BR T 4L T
PLAbF

2 & B

2.1 —RE R

PIALR AR . PERIM R . N R R B A
(ALT) . BHZIE (TBIL) . FI#EA (ALB) | #
Il B B35 8 B (PTA ) . HBV DNA. Child-Pugh #-57
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J% HBeAg PHYE L3645 22 5 e 78 X
P (P>0.05, % 1),

X, HAATH

2 BT A8 AR EFEMNEEMR
BIT 4, 8, 12, 24, 48 i}, BXA 41 HBV DNA
FREIREE Y & T ADVAL, Z 5 W E S22 L (tE

T T ADV 41 ({5 51 8.303, 21.374,
23.565, 4.624; P{H/r %)~ 0.004, 0.001, 0.001,
0.001); BEA4L ALT B R m T ADV AL, 257

At (Y H 5 9.406, 9.778, 11.424,
15.341; P {H4354 0.002, 0.002, 0.001, 0.001),

24, 48 JEIIF P4 HBeAg FAHE R 22 R ¥ LG43

S¥IK 3.534, 3.873, 2,911, 2.253, 2.062; P{HAY X (P>0.05). 24, 48 J& Wl £ LI 4 s 4 R 25 St 1y
51 Sk 0.001, 0.001, 0.005, 0.028, 0.043, & 1), Tegit2#E L (P>0.05, F2).
IBIT 4, 12, 24, 48 JHHF, BG4 HBV DNA [J]4%
*1 MHBEREZBRLMLER
Table 1 Comparison of baseline condition between the combination group and the ADV group
TBIL/ ALB/ HBVDNA/ Child-Pugh HBeAg
20531 B/ /% ALT/(U/L) PTA/% .
" < ( (pmol/L ) (g/L) (IglU/mL) W5 /5y FHPE /9%
A 39 30/9 48.2+10.3 64.82+9.04 56.80+17.54 30.64+4.78 53.81 + 18.59 5.70 £ 1.42 9.09 + 1.86 25.64
B2 38 32/6 459+8.4 72.88+11.32 57.67 +19.78 28.79 +4.61 54.23 +22.21 5.28 £1.12 8.76 + 1.81 21.08
)(2 Byt 0.652 0.958 1.598 0.274 1.609 0.084 1.340 0.729 0.226
P 0.420 0.342 0.120 0.785 0.113 0.933 0.185 0.469 0.634

A#l: LAM+ADV; B#l: ADV, ALT: N2 M; TBIL: MAHZIZE,; ALB: H&EH; PTA: BEIMEEEESIE,

R2 WHBELBT 8 ANRESENE

Table 2 Virologic response of the two groups during 48 weeks of therapy

2051 67 R IA] HBV DNA BA#% /No.(%)  ALT &% /No.(%) HBeAg %% /No.(%)  HBeAg IMLiif 5558t /No.(%)
AN 4 & 7(17.9) 11(28.2) 0 0

B4 2(5.3) 4(10.5) 0 0

A 12 Jf] 28(71.8) 22(56.4) 0 0

B4 15(39.5) 13(34.2) 0 0

AH 24 J 35(89.7) 32(82.0) 5(50.0) 1(10.0)

B4 23(60.5) 23(60.5) 1(12.5) 0 (0.0)

A4 48 J& 36(92.3) 38(97.4) 8(80.0) 3(30.0)

B4l 27(71.0) 30(78.9) 4(50.0) 2(25.0)

A#]: LAM+ADV; B4{: ADV.,

-——IKA 4 - ADV 4

7 =

3 6}

gs

B4

= 37

22

> 1r

=) ;

T O - -

Heok 4 8 12 24 48
A1) /

1 X471 ADV HiR7T 48 J§l HBVDNA T,
Figure 1 Changes of HBV DNA level of the combination group
and the ADV group during 48 weeks of therapy.

2.3 BXHIATT 5 ADV 22534 Child-Pugh 43> K 7 1d

WA 41IAYT 2 48 JART, Child-Pugh 23204 Tk
., Hh Child A 9B LHIB R m, W& T
ADV 4 (’=4.370, P=0.037; # 3).

% 3 WAEAITHIG Child-Pugh 2 &iT5H
Table 3 Child-Pugh scores of the 2 groups before and after

the therapy
A Child-Pugh 434% /No.(%)
ChildA  ChildB Child C
A4l 39 IRITHT 0 28(71.8) 11(28.2)
GBI 48 A 32(82.0)  6(15.4) 1(2.6)
B4 38 JAJTHI 0 30(78.9) 8(21.1)
WGIT 48 JH 23(60.5)  10(26.3) 5(13.2)

AZl. LAM+ADV; B4l: ADV.
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24 MALRRRBEENELEERFHRBER

A 2H 3 1] Child C 2% (27.3%) . 1 £ Child B 2
(3.6%) B FH PRI, AL ; ADV4l 6
{4 Child C 2% (75%) . 2 4] Child B 2% (25%) ¥ H ¥
PRt Foh 1 B R FE . BG4I ADV dliR
57, B R ) R LR 22 R TSR X
(P>0.05).

25 mEERMEZEMN

7 48 JARULESE R, PILHE oM RE - S B¢
RSB, P JORRN R S K A . AL AR T
Z R, REESLYMEHTEARRN, %4
PELs

3 it

FAR I 2 BT 9 IR AL 75 B A PUR B IR YT,
TR gk F1%) [P i 245 o 728 S S 24 X6 1) S 2 S AH R 1)
RACEEIA AL 2 Z R 0F & 5E, HFEhaEZ:, W
TEH, ASBETTAZ i T 24 11 2 B A I 2 e A% P
R MO Ipvioe 2 Ty QNI [ BT OEZSL /)8

LAM N 10 Rk, Lather, st aE
bR R, AR E T, R T, R
HWFFEUESE, A WSCAETE LAM if 254K, S LAM
Sl 3 S 5 AR MR B BEBRIT K . WFSTIIESE ADV X
LAM M 258k A 1ERT, J& LAM it 25 kb iia 7 B
ADV [F H: 25 ) 2 [A] 25 M) I 25 3R AIK,  SOAS F 9% 1k %
ADV {E XTI, A48 r 348, X R A2 1 -6
b, H SR SRS AR ik BE LAM BXH ADV
BT 1, ADV 55 LAM 22 8] JE 58 XU 2447
M, PEE A 2GR 25 54K 1, BT AAR I g e
X A 2 A A I A 25 T iR 9T IR AL AR A
Carey % WUHFSY R, WA BE B kB H i
VR T —IRTT, (ELN 24 R N AR e R N A Bl R
AU 2548 T P ECEIRYT o B TE SR RS AR A1 R AR
EEH RS TR B IR SR YT, HIR A B R X 2
B DI BRI

AW 5T N H LAM #1 ADV B &1 97 R AR
IR A4 IR YT 48 J8, 45 W BEA 4L
ADV 417F 4, 8, 12, 24, 48 J&if HBV DNA F [
W B L, W64 419 HBV DNA F [ s B #4 K T
ADV 4, 48 JETEL A4 Kk £ 155 HBV DNA [H#%,
ADV #H ) HBV DNA 4E:7E 10° /K F. JAYF 4 JE
B4 41 HBV DNA BA% R M ALT & % R 2 451k 5
17.9% F1 28.2%, 1 H.Ffi 45 ¥A 7 B 8] ) 42 < 2 38 I
Tt, 16IT 48 JH T k3 92.3% H1 97.4%, TE4% I [8] 1
A A ET ADV 4. Bli# HBV DNA i, BA

41 Child-Pugh A B3 LW T ADV 41, U6HHHK
BIRIT BEUCEN IR, W E IR R REM R,
HI7 R T ADV., 301995 75 g W]tk 8 2% 5 5 (1) gk
J W ORI G A 2L B O R ) SR LR 22 5
TG #m L, X5t ik, {48 &, #F
ARG O, FERER SR (] Ko KA R, A
FE X A 2L X5 2 %) 5 T A 0, (AR DF 5 B
7R : Child-Pugh C ZF %R & LU T B 35 -
PIZL R 24, 48 I HBeAg IHE R | LT 274
REFHTGATFE L, W RES WLLE# HBeAg FH
PEGVECE DA X

SRV RIS 2y, & e I A e, A
PR BE 5 5 W FUE BE 2 [ 3 (HBV DNA % it L0 i
RE I ERARE LA >11g #5010 /mL), A fbE
R (ALT B85 IR T ). AL FLEIRIT 48
JE| PR 34 TC AR 55 27 2 1 0 S 0 A A 2 B 1 481
DL A 41 & ADV 4L %2 kb, i 25 5% 4%

M2, BAIRIT R S AR, JF e R
LAM %1t 2j, ADV HUim e 55 . R0 B FE A,
fif 25545, JC AR RN, 52, BAIESE
WEEHT AL 48 J&, HRGIRYT H ADV iRYT RACEE M
JFBE A 58 38 1 38 917 R00CA R A KW SR IT ] L B e
A MEE
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