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BF ALT 2% %, HBeAg ML S k%, SERMEFENE R (CVR) | TSR (VBT fabs &
ANEFMER AR, BR O 12, 24, 36 i HBV DNA F &KV LdT 45535 T ETV 4, HBV
DNA & TH0 TR ETV 4l T LdT 41, =R EASIFEEX (P < 0.05) ; M 48,
72, 96 144 NP4 2 B LG 112475 X . HBV DNA {I& F R0 R R (6 A2 1) i); LdT 414 24.0 (12.0
~92.0) J&, KT ETVAK 120 (4.0 ~52.0) i, ZRHEFLGIF#E L (P <0.001) . LAT 4+
9 (18.0%) CK ¥ KT 3 fHIEHH LM (3 x ULN) AL, 1ff ETV A4 2 %] (3.9%) CK Kk
F 3 xULN, ZFHAZIFFRENL (P=0.003) . ML NI ALT &5 %, HBeAg IG5
CVR 1 VBT, W ZERB L35 (P> 005) . &5t ETV ¥IHR25AY7 CHB B 1L LdT
AEsE b, SR HBV & H| H CK FHE &A%, {2 ETV 5 LdT #d] HBV [z yr 2 CKT 36 FiD
K ALT HH %, HBeAg L ##H . CVR 1 VBT bz B gt 5 .
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[Abstract] Objective To compare the clinical efficacy and safety of telbivudine (LdT) and entecavir
(ETV) for nucleos(t)ide analogues (NAs) naive patients with chronic HBV infection. Methods LdT group
(50 cases) and ETV group (52 cases) were investigated for 144 weeks, prospectively. Quantitative HBV
DNA (qHBV DNA), the rate of undetectable HBV DNA (uHBV DNA%) and the median time of HBV
DNA negative conversion (mHBV DNA) were determined at 12, 24, 36, 48, 72, 96 and 144 weeks. Serum
ALT normalization rate, HBeAg seroconversion rate, viral breakthrough (VBT), the rates of complete viral
response (CVR) and the incidences of adverse events of the two groups were determined at the end of follow-up,
respectively. Results qHBV DNA and uHBV DNA% were significantly difference at 12, 24 and 36 weeks
(all P < 0.05), but without significantly difference at 48, 72, 96 and 144 weeks (all P > 0.05). The mHBV
DNA in LdT treatment group was 24.0 (12.0-92.0) weeks, significantly longer than that of 12.0 (4.0-52.0)
weeks of the ETV treatment group (P < 0.001). Creatine kinase (CK) in 9 (18.0%) cases of LdT reatment
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group was more than 3 times upper limit normal (3 x ULN), while only 2 (3.9%) cases in ETV reatment

group more than 3 x ULN (P = 0.003). There were no significant difference in serum ALT normalization

rate, HBeAg seroconversion rate, VBT and CVR between the two groups (all P > 0.05). Conclusions ETV

monotherapy was faster and more potent in HBV DNA suppression in the early stage (no more than 36 weeks)

and showed lower incidences of CK elevated in NAs naive patents when compared to telbivudine, while there

is no significant difference in the ALT normalization, HBeAg conversion rate, CVR and VBT.
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FERS 8 HG A B IS LS, ETV 41 52 5] i
H45 T ETV 0.5 mg/ &, 1% /d, ik LdT 4150
{4 5 % 45 7 LdT 600 mg/ %, 1% /d, k. W4l
R SBANIAS Al FH At B s 75 25 ) R S 2 U 5 )
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JH 5 Th e A I SR A A 1 Hitachi 7180 A
Olympus 64, ALT I % 5 [l 24 5 ~ 35 U/L. L3
HBV DNA # F FEAE K 500 TU/mI () Mk 2 5L ]
AFRFIED) o WEHEbR: K4LUEF TR ZHT &
M2 )5 12, 24, 36, 48, 72. 96 1 144 & =41k
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i HURME RE

P B AR R CRHE TR R
F) BFFE P R M E S =B B AR A o
BLoR. R G E T W aE R .

F 1 LAT 2R ETV 4158 5 i ek

25 1511 % R (Y, X8 BEE[H] (%) ] HBeAg FHYE [ #1] (%) ]
LdT 41 50 414+74 33 (63.5) 26 (50.0)
ETV 41 52 43.4+12.7 42 (80.8) 23 (44.2)
ol 102 42.4+10.4 75 (73.5) 49 (48.0)
gk £=10.969 1 =2.857 7 =0616

P 0.335 0.091 0.432
2153 ik HBV DNA (log,IU/ml, x £s) ALT (U/L, X +5)
LdT 41 50 6.13 + 1.31 152.3 + 106.9
ETV 41 52 6.58 +1.09 176.4 + 132.6
il 102 6.36+1.22 164.8 + 120.7
SRy t=1.893 t=0.995

P 0.061 0.320




- 34 - rp A R A B LT3 2 b (TR 2014412 H 55845 475131 Chin J Exp Clin Infect Dis (Electronic Edition), February 2014, Vol. 8, No. 1

VARSI a7 e o3 S L1

B¥E K H] SPSS 13.0 Zi -2 AF - T 0 A AL BE,
THRBRER A K056, THECREER A B, P <
0.05 & 7 5 B3 4o ik 2% % L. HBV DNA & Tl
T PR b 2 P SR AR A7 43 BT (1) Kaplan-Meier 77725

H R

— AL IR BT AR I b A B ]

AHIE 5 g % HE N T IE P Bt 15 9 9 11 LdT 44t
50 4], ETV 4L 52 45, P90 a7 F2 b A7 i 1A
4% % LAT 404 22.4 (10.20 ~ 35.7) 4~ H, ETV
24 22.8 (11.7 ~ 36.00 A, H LdT 444 9 %1
(9/50, ) APV EERIT T (4 B CK T,
5 BRI B2 M), T ETV 44 3 %1 (3/52) &
MU BEVRIT T R BB R R A D) o LdT
2 W PR BEVR T TP AL TR A 13.0 (7.0 ~ 28.0)
ANH . ETV 45 he 287077 (1 AL ) A 12.0
(12.0 ~ 13.0) ™M H.

. HBV DNA 3 & 5 I 8] (1) % B0 i

LdT 40 #1 ETV 41 & & ¥ th I HBV DNA JK ¥
W% FF¥. HBV DNA g mfEHEL /K TI LdT 415
ETV 404> % K (6.13 +1.31) log,, IU/ml Fil (6.58
+1.09) log,, IU/ml, HW4 % R IEge il X (P
=0.061) . M 12, 24 136 i HBV DNA ¢ 45
RE, LATARES T ETVY, 5 %%
B (P <005 o 1N 48 UG, LATH Y
ETV #41[] HBV DNA & & /K F LG FE X (P =

0.168) o FEMELL N 144 Iy, UGS P 4H i 4k
42 HBV DNA @i FfF, HZEFI g #mE X (P
=0.207) o SbAN, WALRITRT G PIPELLE R, 2R 12
SIS RELE I AHEL, PRI B N, ER A0
M X (B P < 0.001) o i HoA TR P P B A 2
SRS R (B P >0.05) , Wk 2.

—. HBV DNA {&F#0 T FR A LR

BEPUR BT R AE K, PI4134 I HBV DNA
&AW R 0 R B e o 2 120 24 A
36 J& i LdT 41 A1 ETV 41 ) HBV DNA i - ¥ il
TR L 24 51k 56.0% vs 82.7% (P = 0.005) ;
62.0% vs 84.6% (P =0.013) ; 62.4% vs 88.0% (P
=0.005) . 1M 25 48 Ji JF 4, LdT 41 #1 ETV 4 1)
HBV DNA & T2 FR (1 b RS BT, {HH
NERLGIIFREL (BP > 005 , HW4TE
5 144 JE 1, HBV DNA &AM T B bk 2 3404
100.0%. A=472>H7 i Kaplan-Meier £ 145 540 & 1,
BRIAL ML (BRSO &) Bz 3
(¥ HBV DNA & s A 7EA I N R LA F, FH A ETV
AR 3 A (b 2 AN S , LdT 41k
RAE A (AR 3 AR SNESR) , WANMIET
i [ ZE - HBV DNA I TASI T BR 1 LR & LT,
HAEZ 12, 24 F136 I BTV 43 B2 & T LdT
a4, ERHAg %5 X (Log Rank = 11.932, P=
0.001) , 48 A ETV 41H1 LdT 41/ HBV DNA 1%
TG BRI LR 2 BilIE 91.1% Fil 84.4%, 253K
ik E Y (P=0.192) , Wk 3.

T2 48 JH P LAT 4181 ETV 413411 HBV DNA i (¢ *s)

HBV DNA # & LdT 41 (50 i) ETV 41 (52 i) A (102 6D : p
(log,,IU/mD)

ek 6.13+1.31 6.58 £ 1.09 6.36+1.22 1.893 0.061
12 JA 3.07+1.22 2.45+0.53 2.75+0.97 3.320 0.001
24 4 2.80+1.07 2.38+0.47 7.45 +0.85 2.979 0.004
36 )i 2.68 £0.99 2.21+047 2.44 +0.80 2.870 0.006
48 JH 2.30+0.76 2.10+0.47 2.20+0.64 1.388 0.168
72 JH 227+1.28 2.07 +£0.48 2.17+0.95 0.685 0.497
96 ) 1.96 £0.39 1.98 +0.47 1.97+0.43 0.116 0.908
144 & 1.93 +£0.38 1.78 £0.23 1.840 +0.31 1.307 0.207

VE: LT 4G TG i, o5 12 J8 vs K48 (¢=12.081, P < 0.001) , HARH P > 0.05; ETV 4LEEGI7 i G PP ELES, 55 12 J4 vs Jegk (¢

=24.605, P <0.001) , HAE¥P>0.05

F 3 LdT 41f1 ETV 4113 HBV DNA EFR I IR L2 [ 6] (%) ]

YT IR LdT 41 ETV 41 it Ve P

12 J# 28/50 (56.0) 43/52 (82.7) 71/102 (69.6) 8.585 0.005
24 J 31/50 (62.0) 44/52 (84.6) 75/102 (73.5) 6.698 0.013
36 JH 30/48 (62.5) 44/50 (88.0) 74/98 (75.5) 8.6011 0.005
48 JH 38/45 (84.4) 41/45 (91.1) 79/89 (88.7) 0.932 0.192
72 ) 19/22 (86.4) 22/23 (95.7) 41/45 (91.1) — 0.346"
96 J# 18/20 (90.0) 20/21 (95.2) 38/41 (92.7) — 0.606"
144 JH 13/13 (100.0) 17/17 (100.0) 30/30 (100.0) — 1.000*
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V4. HBV DNA A& T T FR ) 457 B i)

HBV DNA & T4 I~ B 1 B ) B 2825 04 2]
HBV DNA {I§ T~ 46 I B Pt 5 (1) v A7 50 25 1 18]
LdT Al ETV 41 &34 i) HBV DNA [ % vf o7 15 8] 31
A5 Ty Wk 24.0 (12.0 ~ 92.0) JE 1 12.0 (4.0
~520 i, WA EREAS RN P <
0.001) .

T B £85I R 20 B R S R S R b
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LAT 4l & & 9 5 % % # % (virologic
breakthrough rate, VBT) & 4Rk & T ETV 4
(16.0% vs 7.7%) , HESF LG ¥R XL (P=
0.096) . 15642k 5 % N2 (complete virological
response, CVR) N ETV 2T LdT 41 (82.0% vs
94.2%) , HZERIRLG %=X (P=0.055) .
LdT 41 F1 ETV 41 & % 1) HBeAg Il 35 2 #% i 3R 43
WA 23.1% M1 21.7%, WA ZER LG i%E X (P
=0.911) . LdT 41 f1 ETV 41 1] ALT & % % 23 7
H92.0% F191.2, WA ZERINTEG IR (P =
1.000) , W3 4.

N~ ARFFRAE,

W9 2 R T A2 b ELAERE U5 YR T TR Y R
BN E BT, LdT 41 DR 75 24 2 s CK 7 3
WY T & o AT 12 5] (12/50, 24.0%)
1 BTV 41 P59 5 2% 53 il 38 iR 97 7 £ F 3
(3/52, 5.77%) , R HAASHI%¥E L (P=
0.012) . CK % J7 1, LAT 4144 9 %1 % f
CK Ft i 2] 3 5 I LR LA L (18.0%, &
151685 U/L) , ETV 445 2 # % 45 CK J+ &=
F)3MEIERAE FELLE (3.8%, ik 566 U/L),
EREGIFEN (P=0.003) . LdT 41 4 4.
LdT 4K CK F i 7 o S 0y 97 7 R a
W E CK W IE N, HoAR 7 0 E ¥R 7 Bk
K5 CK IS 1E% . ETV A3 T ik &5 CK
WEIEH . WAL AR CK AH XA RS
f, BIENEME, FLRER T %, aLEE Bk
W52 U 5 T S AR A BV .
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HmEaTE (&)
1 LdT 44f1 ETV 44i53% HBV DNA IC TRyl F B i b 22
Rrd:l

SIS

LdAT A1 ETV & H 1§00 5598 97 1 10 98 200% 1
FAY, T PR AT AL 9 W DA [ Jt 2 Al 9 ¢
% 31, 0fi 2010 4 Zheng 25 1 B 5T I b 24 R BEHL
WUE I A X FEATF 5T 1) LT A1 ETV (97 3ORAS 3
PR A 2 TG 22 5. M 2011 4F 56T LdT F1 ETV )
52 JA BEALAUHE e AR A 5T Ak, HBeAg [H 14
&k A4 52 J&, LdT # ETV 3 ¥ = 1) HBeAg
i, HETV 414 BRI 25 Ve ARuF5E
Tk R PR A ST 43 B R RR R SR L Bt HBV VR TT
144 JA 1997 4%, 1 HBV DNA & 57K &K B
J£, HBV DNA K TR R PR th % . HBeAg IfiLif
SRR I ALT & R R 4121 2% 05 45
b ¥ VE Pt HBV 1897 I E 5 5 % fehe ¥, X4t
FRAR IR S0 W] e 25 A B i BE R, 98D IR B 1 AT
AR . FFREAL . JEUR M e A FL R RORE IR R 2

ARG R x, LT 4101 ETV 41 3% 3
I HBV DNA & /K8 3% N, HAE 12,
24, 36 JE I LdT 41f¥) HBV DNA & & /K - i 3% =
TETVA, ZRrAAg2%E . M 48 F)E,
P41 HBV DNA JE i /K AL, Z RG24 L
HHE T L, ETV 4% LdT g5 s& 106 HBV /EH,
FERAEAE 36 JE AT R 0o W, s 48 ),
W ETV 5 LdT il 2 240 R 2R AR E 451

x4 HALEFBEYTL RN VBT S pn L [ 6] (%) ]

415 1% WiREF R (VBT) SEAEE N (CVR) HBeAg IfLi5 2 55 4 ALT 53 2%
LdT 4 50 8/50 (16.0) 41/50 (82.0) 6/26 (23.1) 46/50 (92.0)
ETV %41 52 3/53 (1.7) 49/52 (94.2) 5/23 (21.7) 47/52 (90.4)
Hl 102 11/102(10.8) 90/102 (88.2) 11/49 (22.4) 93/102 (91.2)
Fa 2.773 3.673 0.013 —

P 0.096 0.055 0.911 1.000"
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BB R, LdT 4181 ETV 411 HBV DNA A% 1 4 1
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THEER S, B 48 FIFFM b U & s (144 &)
ETV 411 LdT 411 HBV DNA ik Tk 3l ~ FR 1 e
RIESBTGFE L, SRHEFI G0
gE L —3, kel WL, ETV & LdT fe70 53 o b
oA R R A, 17 36 JAILLE, ETV 1 LdT 4
TP TR AL [ A HRE N e brs 4 CHB
B, ETV 415 LdT 41 HBV DNA 1% - 46 I B
DLUF (0 b e 24 J5 U0 52 J5 7 72 Ji Yy 2 5
BEG2Em X, nTREARWE ST+ HBeAg BH 195 41
1L 49% 4%,

ETV F1 LdT 74 47 ik #2 # & 3l HBV DNA % &=
TR R Py rh A2 S 18], T R BRI #E7R 9T T
A5 o, LdT 4081 ETV 44 /) HBV DNA
99 % o R7 ) [A) 43 51 24.0 (12.0 ~ 92.0) J& 1 12.0

(4.0 ~52.0)0 i, HWEHEZERAAGIIFEEX (P
< 0.001) , #E—PUESL T ETV Lk LdT BEFE PRI
H1 HBV DNA 7KV B 2 KL R, ) ETV
A B R IR HBV SLHIRVEH

HBeAg Il 27 1 4 ik 72 A H 9% 24 305 Bk i 2 0k
i, WEWEEMNELSH R, REPER
B, LdT 474 &5 1) HBeAg I35 2% i #2112, H
I HBeAg I3 #4266 KT 1 AE R 2 e A &
T ETV, (HABFST R I LAT 400 ETV 41 144 J4
FJ7 FEH, HBeAg Iy 3% I L2 5, XAl
WF5T HBeAg FHEAEA S 1 2 /b (FL 49 D A7 K
BeAL,  Hofdw B R WAz (BR) 2RI 2% (45 Hn
CVR. VBT fll ALT &% %+ LdT 414 ETV 413k
W2, X5 Suss M 6T LAT M1 ETV A
J7 72 JE 1 Meta 23 B & SR — 5. lenlgn, 144 F
TTHE PR W 8248 U LT 4180 ETV 4119 A4k 24 b 2
P N B AR —

ANRFARAZRTTI, SRS WA B 2
b HAERE VT ¥R T T4 e I InE 84k, {H CK |
Ft 3 X ULN fytbflr, LdT 415835 T ETV 41 &
., BESHEAS R (P <005 , ik
WL, LdT fEduii et #2 7 CK _ETHR AEFK ETV &
Wang 25 U3 4 4EREHLZ o000 X IFST, 38
s LdT [ CK3 ~ 4 R TF %0 15.9%, 1 Kokli
2 U 1 AE I 2 o0 iS4 R 77 61 ETV
L2 % (2.59%) &4 CK FTt. Wik, A#FRS
R EFTT S R, AE CK BT R AR 7, LdT

g

WFEET ETV,

ETV ¥] 44 ¥ 25 y4 77 CHB 2 % %% LdT fg 5
FESRNE HBV & H CK JHE R 8K, HETV 5
LdT #i il HBV (1322 397 % CKF 36 ) J ALT
%, HBeAg MLy 2# % . CVR il VBT % &
BTG
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