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Abstract

AlM

To compare the efficacy of different antiviral
treatments for chronic hepatitis B patients
carrying different genotypes of hepatitis B
virus (HBV).

METHODS

One hundred and twenty hepatitis B patients
with liver cirrhosis and 120 patients with
chronic hepatitis B were included in the study.
Hepatitis B patients with cirrhosis underwent
entecavir treatment. Clinical efficacy was
compared between patients carrying different
genotypes of HBV. Chronic hepatitis B patients
were randomly and equally divided into four
groups (A, B, C, and D) to receive lamivudine,
entecavir, lamivudine combined with adefovir
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ester, and polyethylene glycol (peg) interferon
alpha 2a treatment for 96 wk, respectively.
Clinical efficacy was compared between
different groups.

RESULTS

After treatment, HBV DNA showed an obvious
downward trend in hepatitis B associated liver
cirrhosis. After 96 wk of treatment, mean HBV
DNA level declined to 5.13 copies/mL, and the
rate of conversion of HBV DNA to negativity
and the rate of recovery of ALT to normal
level were 94.17% and 94.17%, respectively.
In 84 hepatitis B e antigen (HBeAg) positive
liver cirrhosis patients, the rate of conversion
of HBeAg to negativity and serum HBeAg
conversion rate were 27.38% and 27.38%,
respectively. Between liver cirrhosis patients
carrying genotypes C/B, the rate of conversion
of HBV DNA to negativity, the rate of
recovery of ALT to normal level, the rate of
conversion of HBeAg to negativity, serum
HBeAg conversion rate, and hepatitis B surface
antigen quantity had no statistical differences
(P > 0.05). The rate of conversion of HBV DNA
to negativity, the rate of recovery of ALT to
normal level, the rate of conversion of HBeAg
to negativity, and serum HBeAg conversion
rate differed significantly among groups A-D
(P < 0.05). The rate of conversion of HBV DNA
to negativity, the rate of recovery of ALT to
normal level, the rate of conversion of HBeAg
to negativity, and serum HBeAg conversion
rate were significantly higher in group C than
in the other three groups, but no significant
differences were observed among groups A, B
and D (P > 0.05).

CONCLUS/ION

Entecavir treatment is effective in patients
with hepatitis B associated liver cirrhosis, and
the efficacy is not influenced by genotype. Of
antiviral treatments tested for chronic hepatitis
B, lamivudine combined with adefovir acetate
has the best efficacy.

© The Author(s) 2016. Published by Baishideng
Publishing Group Inc. All rights reserved.
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%9796 wkjz, HBV DNAM % SR
A H(alanine transaminase, ALT) & % £ 4
#3%94.17%F276.67%; 844) LA I X edt
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i£27.38%. 22.62%; CH foBA & ¥ 3%
%7 EHBV DNAM A FE, ALTEA % %,
HBeAgM 45, miAHBeAgst £ UK T
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A, CRABA & & #4475 GHBV DNA
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FAR R EIRAT (848 F Bs 7 AR KA.

OXE, BEE, Bl SEUR. B4R ESERDT
ZRENRS BT OIS ARMEHIIIRE. BRENE R
& 2016; 24(35): 4704-4709 URL: http://www.wjgnet.
com/1009-3079/full/v24/i35/4704.htm DOI: http://dx.doi.
org/10.11569/wcjd.v24.i35.4704

0 515

LI %97 ¥ (hepatitis B virus, HBV)& L&
ABRMEA L T A, HERIEDY, EkZ2012
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HB VG IE 5 M H [ X, 29930077 N N1
HHBVEY, HH£12000/ A NCHBE .
CHBHFE R m, #iRkiE 9 22.1%-6.0%
[ICHB KA FFREAL, Fo A 4.4%H13.0% 11
B R RN R A . TS
AL AHCCHE T, HHBVEYL S 1 L]
I3 N60%A180%. HB VIR L M 1 5] & (1K) 41
PR ek B A A g BT R T 7 S R, [
IHHIEFE T KER DAY, BEE . FEEM
&k T ERMGH A, ITE BB Ke
Pl (hepatitis B e antigen, HBeAg)Bi 1412 2
RURE 5 BT 5 10 gl iR AE BT, S8 HEHB VK
e BF REATRTT, Ik FFFRE A0 AN 8 k2R
B, e AL, BRARAE T2, 2 H Al
W A A A5 A e 1) 1) L. 65 FUHBV 25490 (1 HY
LAz B, A KB BUR IR
7 A e MR A I SE 22 505 (1 b e, I JHF R4,
A 1 R RS PUREETR T R 1R MEHB VI gL
BERAECHB. LA % FFAEAL B 5 VR TT
(OGRS G U R PR I HIHB V& i, 4E5F
ANKEEHBV DNAK T, ZEZFML L5
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BERE. HATPURERIGST EE A T IR
(FR) AN W 2L 259, #%H (FR) SR AU A5 J5
i, AR, il A A 5, & A 2D fe
RAEEEF. TR EHBeAgl i 5w,
i 2578 S0, 7 B A, B AT RO # A
7T R, HUm a7 R EIHBVIE K7 11
RIS, ik, AWFFERTT THB VAR 7 R 2%
AFRGUREFETTJETT L

1 #RIRSE

1.1 A 3 3%2011-02/2014-041% B 1195 FHi
TR R 98 R REAL R 3 12001, BT 9N
BRI A&, FF A SIS Wb dE™ . Hig e —
T4 (1D HBV DNA=10*4£ I1/mL; (2)
A N¥ % E¥(alanine transaminase, ALT)= IE
WAH EBRI265; 3)HERR& I FoAth 28 A5 75 1
R BA T HARE TR G (4) BRI T
Ty S BERFIRYT, WA RS
HRUMIEIT; (6)IfR TR EE, To2id i
st 12001 Z R BT 4 BF A AL BB 3 B 8241, &«
384, F1428-49%, SFIFE 37,768 £12.32
% . HBeAg[HYES3 M, B 13611, A5 IH-if 1k
736, FAREEHIRFAE AL 475, FER R R CHITS
i, DR AN BAYA2151. 5 g R T = Bt A
BHAE FICHB & 12041, 3 2 DL Nk %4+
(HDHBV DNA=10% Il/mL; 2)ff&CHB
Wrbr#E; G)ALTH & (4)FHEBR A+ HABHB VK
e, (S)HERR U AEAL . T S5 R g gk
J& B (O HEBRIAIT AN 32 . A H B Atk
KA (AU6404 A4, HAOLYMPUSA #]);
P8 B P CRAT ) &0 H 1 % IRA
ELIS AR & B A6 508 AW Z A
PRAF].

12 Fix

1.2.1 #&55: BENIECERIESNA. B. C. D4
4, AZH30%1, o 52061, Lo10f; E620-32
% FHER26.09% +5.87%; HBV DNAT-)
94.99%% D1/mL £ 0.83%% Ul/mL( H #A X £ 4t
J&); ALTF¥JN143.21 U/L+73.34 U/L; Y
JIF 4 5 e 28451, HBe A glH 1 £ 43 45 21491
BZH30f1, o B5214, Z09f; F6821-31%, ~F
Y)F%25.87% £5.85% ; HBV DNAY-34°45.02
# Ul /mL +0.844% J1/mL; ALTF-#4140.35 U/L
+71.79 U/L; ZBUH % 5% 5294, HBeAgFH
MBI 1961, c4H306, Hd 18k, «
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® 1 BB ESETURSIES —RER n(%)

878 HBV DNARR#E = ATEER HBeAgPREER [MEHBeAgEEIRE  HBsAgEE(ng/mL)
SBYT4 Wkis 26(21.67) 21(17.50) 2(2.38) 1(1.19) 2.61+0.38
SBY512 wkig 46(38.33) 33(27.50) 10(11.90) 7(8.33) 2.57+0.36
585524 wkig 78(65.00) 46(38.33) 14(16.67) 10(11.90) 2.58+0.33
87536 wkio 89(74.17) 67(55.83) 16(19.05) 12(14.29) 2.54+0.34
S8YT48 wkig 97(80.83) 79(65.83) 17(20.24) 14(16.67) 2.51+0.41
SBYT72 wkis 109(90.83) 83(69.17) 19(22.62) 16(19.05) 2.52+0.43
S8Y596 wkig 113(94.17) 92(76.67) 23(27.38) 19(22.62) 2.49+0.42
PHE <0.05 <0.05 <0.05 <0.05 >0.05

HBV: ZEUBTSRE; HBeAg: CHUATKeNIR; ALT: SRERES.

124; 4F#520-33%, “FIJFE#E26.128 +5.94%;
HBV DNAF-#J°45.044% Ul /mL £ 0.824% Il /mL;
ALTF#J°4142.27 U/L£73.04 U/L; ZRAT %
KL 1145]; HBeAgBH M 82 4 A4 20%1. DA
309, Hrp 35214, Zoofl; Fi22-32%, 135
fEH26.08% +5.92% ; HBV DNAV-14 ~4.954%
J/mL+0.83#% l/mL; ALTF#J5141.16 U/L
+72.86 U/L; LA % 5% 52845]; HBeAgFH
P E B 200]. 4H B E KR ARG
b .
1.2.2 %97 1200 B 5 A4k 555 35 2R
BERFHIT, DR0.5 mgA &R, 1/, 3t
169796 wk. 1206ICHB & & HH AL EH 45 T
KKREWRIT, HAR100 mghk R E, 17/d. BAH
BHATRERFRIT, OMR0.5 mgA R,
LIR/d. CLH S 45 T oK R Bk B 4 4E 3 1,
AR 100 mghik K e, 17%/d, AR EAR10 mg
B g fE, 17%/d. DB EAL TR BT
MR a-2a7097, KT FEH180 ngR 4 —fE
TR a-2a, 1/wk. 44115759796 wk.
1.2.3 R4 BHEHBV DNAE &, HBV
DNAMH R, HBeAgiE . ALTH % X,
HBeAgPA#: %, IMiEHBeAgitftR . ALTR
4 H AR IR, HBV DNAJE 5% H 7%
e BPCREGM; IMEHBeAgE . LRAT K
F PR (hepatitis B surface antigen, HBsAg)«
HBeA g2k F A BB I L ELIS AR, 1E
WAL AR SR (B 2 BB % B iR
BRI ARME. A TRIT R4 124 24,
36+ 48. 724196 wkiFkAT A,

Bt 4038 R HISPSS19.040 1 A AT
/387, HBV DNALL L HBsAgiE 251 & ¥k
¥R Hmean+SD¥ IR, £ A LLEH 7 245
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M, FEAT P SNK-QA 56 ; HBV DNABH#% 5 &5
THECR T 20 EL R, A1) PR FH o R 56
PLP<0.05 NS BA gt E L.

2 BR

2.1 TARRF KAFARAL B Fm s T — R4
R 1200 LA % AT IE AL B & 16T JEHBV
DNAREILH & T %y, 269796 wkia,
HBV DNA-¥J K [%5.134% Il /mL; V497 JSHBV
DNA# % . ALTE & RH 518 LA, Z=ih
J796 wkJ5, HBV DNAFA# R . ALTE # X/
i594.17%F176.67%. 84%IHBeA gl
1697 JFHBe A gBH 4% A MLIEHBe A gl i K%
W LT, EIRIT96 wkin, HBeAg[H i R A MK
HBeAg#k K 73 )1527.38%  22.62%. 1697 )5
HBsAgE BTG 245 L(P>0.05)(FR1).
2.2 REVA KA TR KT RRAL & & R Ak
I7 R AR 78HICHL B HHBe AgPHME B
54451, 42451 BHY & rPHBe AgPH 14 £ 3041,
HEER B T R IR BB U BRIT S
HBV DNA[f#% ., ALTHE % % . HBeAgl#
. IMIEFHBeA gt i3 DL L HBs A g & L
ZEFBIRG T E L (P>0.05)(3R2).

2.3 KRR A F E G IR TR K7 Bt
32 A. B. C. D 44lHBeAgfH % &EF 43 HH
21, 19, 20. 20f, 44HHBV DNAB#43. ALT
HH R, HBeAgl# R, MiEHBeAgikit R
L 27 A ST L(P<0.05), HFCHHBV
DNAMH# R, ALTH H %, HBeAgMH# R, Il
TEHBeAgif i i HR 35w T HAh 34, AL
BAID 341[AIHBV DNAFR# R, ALTE &%,
HBeAgfA#:3 ., IMiEHBeAgHs H R Wiy b %
SEITG2 5 L(P>0.05). 44lHBsAgE &L

4707

mizAEE

B A0 R 5
CHB#LJk &6 77
FERS, £
&7 de KA T
. BmFEMY
BERRE. FK
BE 5 3 £y B
HFFH, BeHA
IR LRSS - 3
o TR E
My T % A% F B
X THrTA & 7
ED T S S &
B A7 iy Ak R 3
R, R
K, ®it LB
AR B BAT R
AT RBIRE
w2 B e oAt
THEALF—2
KA o A 2 Rk
DR A B
VL& & K-FHBV
DNA% @25 % A
TR K0 B,
AN — I
a5 FE R KR B A
%I, A TR
W25 6 R &
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ZEANATRS SIS B MAINEHINRER

*® 2 NAERBZBEXHRLERETRS SIS BRIER 1(%)

HER® n HBV DNABREE % ATEE=R HBeAgRA%E=R [MjEHBeAgHEEER  HBSAgRESE(ng/mL)
CHY 78 74(94.87) 62(79.49) 15(27.78) 13(24.07) 2.50+0.41
BAY 42 39(92.86) 30(71.43) 8(26.67) 6(20.00) 2.47 +0.39
PE >0.05 >0.05 >0.05 >0.05 >0.05

HBV: ZAURFSRE; HBeAg: ZEUITKeIR; ALT: BRIESES.

& 3 ANERRSHEETSIEIESEASMELR I = 30, n(%)]

S48 HBV DNARR#E R ATEER HBeAgBRE =R M;EHBeAgEEIRER  HBSAgEEEZ(ng/mL)
AR 18(60.00) 16(53.33) 12(57.14) 10(47.62) 2.48+0.39
BZH 16(53.33) 15(50.00) 10(52.63) 10(52.63) 2.47 +0.40
CH 25(83.33) 24(80.00) 16(80.00) 15(75.00) 2.43+0.42
DH 17(56.67) 15(50.00) 11(55.00) 9(45.00) 2.46+0.41
PE <0.05 <0.05 <0.05 <0.05 >0.05

HBV: ZEBTSSRE; HBeAg: CHUFTHeNR; ALT: SRS

BEFLRITZFE L P>0.05)(FK3).

3 e
M. HBV DNA. HBsAgHIHBeA g 4L
. ALTR ZEE R8T = 5 4 B 58 A
b B3 3k R ATIUS % VIAR G, TIHBV DNAJZ
Hop i B R R SRR B 2 n = R4
PR, 51 RS A 8 0, AT SR T B 41
AL A REAL. R UE, B0 EE IR T X T4
BN EEEER, BRI SRAE
BEHEH.

Huthum a7 S R A £ B
B ()RR TR, TIREAR KRN K
BN A% 5 5, BT AR B A B 2 38 o
JE S R ADLA3, nIJHE U 98 RE I SE, BT R 51 R
Thie e AREE. XFT S BYBF 5 P RAL 8 2, fli ok
HEFF R AL B () R AT huUm aia T, B
BRHEBOLE. 2R, EE BRI
fififb B KPR BT Y. AR A R R
B, 12001 2. B /T 5 JF Ak £ #9697 JFHBV
DNA¥JERI W NS, 2157796 wk
J&, HBV DNAF) FF#5.13%% Dl/mL; ¥897 )5
HBV DNAMI# %, ALTE # R¥ %8 L7t
FVRIT96 wk, HBV DNAA#ER . ALTH H
RO K 94.17%H176.67%. 845 HBeAgH 14
HIRIT IEHBe Agb i R A MIEHBe A gk ¥R
B BT, Ei67796 wkin, HBeAgRH#4 5 A1fiL

4708

THHBeAgHE K 73 7111527.38% 22.62%. A
Fugh Fidt— AR St T U AL R, AT
()R BB R et Pus . Sk il
SHIMIER. tah, BE RFHAHBVEARH
AN EIVE L, RIS R HBe AgPH 2k #
IoH 1 58 2 2 e B H e Fr o

FFFFE 0 52 B, 7 1 [X HB Vg 5 R Y
DABRUAICH! Jy =, H 8\ yC AL 3 o ik
AR B R, B 5 LR AL A AT, ELAT
YA B P L, PR EE IR T OB A X
B2, AR PCHIEETSG, £ TBAEE42
i, TRYBEAIE I T C Y 3 s 1t R i B AU R .
AT 7 P 2H 5 DR R 2 B I 6 TR AL R TR
BRFBPUREIRITIEHBY DNARIH R, ALT
HH %, HBeAgBl# 3, MIGHBeAgh: i
DL HBsAgiE & L 2 R 3 g5 3. F
SREE R FIRIT LB R AT ROAN 32 5
IR Z 520, HBe A ghF4EBH P 5 A A0 A0 40 A
TR A B VIR, X TPl EEAYT JFHBeAg
FF % B, A5 kYR T I B R IR F HE R 3 4 2R
T HBeAgliF%, HEF A, W) &
TRz, K, AU R I E AT DL &
HBeA g, RESLAMHHE 3 H. K& xt
T &R A S, KR PR A
J7 AT CARESE AT Dh e AR, 0% I £ 4k i ik
J&, T JHF 4 P 1) R A

H AT R IZ W CHBY LR 2R YT J7 i 21,
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BZFRIT MK AT MR E KPR K
E N PR S H R BB R, BeE W
PR R G T R B A8 T e, ¢
ARG T 7 IR YT RO AR B R AR A K
L. RO R, A HZMCAHBY
DNA#:%, ALTH ¥ %, HBeAgll# %,

MIFHB e A gl 4 4 i vy HL I3 v 1 Ho A Bf
FZIRI3H, B 7 ECG FHEZ e, ik
A F 25 AT U FER T RE S i 24 BE
RS Xt ARG S — FLUR AR B 2 2
f& e M i 3 DL RKFHBY DN AR 2K

Azw]

REPE R B, A3 W TF ARt R

FAERERTT, NI TR 245 1) R A1,

4

ZEXE

1
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