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Objective To analyze the influent factors for early virological response of telbivudine
Total of 108 patients with chronic hepatitis B in our
hospital from January 2007 to April 2012 were enrolled in the study, reprospectively. All patients who had
not been treated with oral nucleoside analogue were assigned to receive telbivudine 600 mg/d and followed up
every 2 weeks until 12 weeks. The clinical features, liver function, HBV DNA, positive or negative of
HBeAg and HBeAb at baseline were recorded. And HBV DNA quantitation at all following-up time were
recorded. Analysis on the influencing factors for early virological response of telbivudine treatment for
patients with chronic hepatitis B were carried out by the Cox proportional hazard model. Results Early
virological response occured on 76 patients (70.4% ). The result of Cox proportional hazard model indicated
that family medical history, TBil, AST and HBV DNA quantitation were the predictors for early virological
response of telbivudine treated patients with chronic hepatitis B. Conclusions  Patients with chronic
hepatitis B with no family medical history, high TBil, high AST and low HBV DNA quantitation may
response well to telbivudine treatment.

[ Key words] Chronic hepatitis B; Early virological response; Influencing factors; Telbivudine

CIURT H 0 eI S T [ 7 B A 2 3k T3 A= ) A
Z—, M8 P 4 BT R0 97 1 5 B2 P 75, 1K I

EI(H

o VEHGE , R AN
xﬁcﬁfﬁﬁ xﬁﬁu febrt
I7 R B N

DOI:10.3877/cma. j. issn. 1674-1358. 2012. 06. 009
FEGIUH AR TR 5T H (No. 2009-G-102) 5 4 1 4 TLAE

i R 1

- 555 -

—F

2= -

ﬁﬂﬁﬂjﬁ{ﬁﬁ%ﬁﬁﬁﬁ%@iﬂ:ﬁﬁl_% Pty A A A T
RPN
I Il 52 i A H 2K
Kl%ﬂ’]ﬁﬁﬁtf@ﬂﬂ%?ﬁﬁﬁ/'\

JTHAFERHIFE (No. 2011-243)
P B0 :350025 RN T , AR T 42 s B2 B
Wik I 1 i 1 Bt
B IRAER %R , Email : panchen999 @ yahoo. com. cn
J& 86 , Email : zhouruil 98318 @ yahoo. cn

AR R

ABFFEIT R LR E WA YT 5 23 R 10
BRI RS R 2R, O W R R 8 U B A 9T
(R 9] A28 B A — T MR o



- 556 - APPSR A RG2S E () 2012 4E 12 ] 456 35 45 6 18] Chin J Exp Clin Infect Dis (Flectronic Fdition) ,December 2012, Vol 6, No. 6

AREFE

— BFFRR G

PEPE 2007 4F 1 H ~2012 4F 4 AR T20GA
P M 2 BT Ak 108 45, e BB 1k 87 i, &
PE21 ], P Y 4E 0 (29.99 = 9.45) % 12T &
2010 418 VEZRUIT R BivA T Fa bR e o A bR .
A 18Pk HBV J&YL 1 HBsAg [H: > 6 1~ , HBeAg
BH%E , HBV DNA = 10° PeDl/ml, ALT 2y 2 ~10 f51E
WA, 0% 16 ~65 2 HEBRARIE : [A] Ik e F AU T
K95 7 (hepatitis A virus, HAV ) | N & IT & 5 75
(hepatitis C virus, HCV ) | T # T & 55§ 2 ( hepatitis D
virus, HDV) | %Y i 48 95 B2 ( hepatitis E virus, HEV)
SlCHA S AR g T , Qnimoks o s« B B Sy i
SR JRARE S 5 1 (24 J ) A BRI R 9 5
i Hofl bt HBV 4% (1R) B TR s db ik
FHFLIE L,

O

FI A A R R AV R B e b B2 R L
FHE (600 mg/d, Jemtitifel 25 A PR\ HRIGYT
IR YT H R AR D) g 48 bR, HBY 3K T bR S W
(HBeAg BH ¥£/FH 1, HBeAb [f] ¥:/FH ¥ ) #1 HBV
DNA # . JIF o) 68 55 2B ¥ fk 2% 48 br R 1 26 H
Beckman4> [ 24 16 3 A A K Il \HBV DNA 5 5%
JHZ K real-time PCR ARG, 128550 1 1 52 B2 A )
FRAE R TBE R 420 $501/ml, FrAg B4 4 2 JRIBE
Vi1 RE % 12 i, B bR HBV DNA it

= bR

JITA BB NS A0 SR AR IR PR ERE (M AR
% K% S HBsAg FHPE S ), ic sE I RE A & E
(Albumin, ALB) . 3k # [ ( Globin, GLB) | S JHZL %
(Total bilirubin, TBil) . B 2 HZT. 2 ( Direct bilirubin,
DBil) . W & MR 2 & ¥ % W 5% % B ( Alanine
aminotrans-ferase , ALT) | K [ ] & & ik & 3L ¥ 7 il
(Aspartate aminotransferase , AST) 2% 2 I 4% K ( -
glutamyltransferase , GGT) . HBV 3 [ #5 &5 4 A1 HBV
DNA Zt 1 K I 508 5 10 5% B3 Uk Bifi 5 BF HBV. DNA
AR TR T R A A B

IS iy g e S B

Nz SPSS 13,0 Ak 38 . 1 Cox HE il
DRI 0] DA A8 %o} 4 52 5 L 5 WINR 15 1 < BU T 48 A
AL TR (PR A % L 5% 2 F HBsAg FH 7%
o) AL AE YA 246 AR  HBY R AR K4 HBY
DNA 235 A6 0 B4 547 B R R sl 2 &R A . DA
P< 0.05 hERHAAGIH =L,

# =X

— — BN

St B R EYUR BEIR YT 12 S8, AR B E P
HBV DNA X T4 FR#& 76 4], 5 70.4% .

TR R MR 1 1 O R 5 A R
IR B2 L 25 G TR 2

Cox MIIT M AEERM ¥ BK, ¥ =
40.287,P = 0.000, H.Ar gy My TBil K. i1
% AST JKSEF1 HBV DNA #4858 LR E 916 12
JE 3 HBV DNA A5 5200, 45 21 KU 388 £
Bohe (-0.991 x FiES +0.072 x TBil +0. 006 x
AST -0.368 x HBV DNA Zk& ), H:rp TBil f1 AST
7% B R B IEAE, #2278 TBil | AST /KK & , HBV
DNA {I&F K60 T BR A48 2 4 5 s Z % 52 . HBV DNA
A AR B R BOR 7, 3R AT HBsAg PH%: 0% o
HBV DNA #§ # K, HBV DNA IE F 460 T B 2
DR,

R 1 Cox LU (R RERY 73 B 285 2R

B Wald P Exp(B) 95.0%CI
K ~0.991 12.915 0.000 0.371 0.216 ~0.637
TBil 0.072 9.093 0.003 1.074 1.025~1.126
AST 0.006 7.154 0.007 1.006 1.002 ~1.011
HBV DNA #Ht -0.368 9.256 0.002 0.692 0.546 ~0.877

T #®

181 2B S8 50367 b S Foe A BIR 2 1K S04
IR HBV, 9055 ST 400 i 48 M IR 98 R 2F 4k 4k, 4
SRR L2 15 J , Wl /D s 1 JFFRE AL, T 20 i 2 v
FIRTANMUIE B & 27 B Lk 2 & FDA e 5H
4 FASTIBPE 2 B4 1Y O IR, Hox
HBV RSP I s b e HE AT 40 i
N, T e R AL 3l = B IRES L e i, A e & 15
BT HBV FEM . By EL I 5 R 10 i Jig 1 g 5 4, DA
T HBV Jz % St 77, 18 HBV 6 A IE 5%
DNA 4 B2

B I s W8 I 2 BT 48 (97 80 ke T 2 b
RIS EYAS: JNaEes s e i) R
FIEERR ) A AR s BRIk, R T i 5 ) 25 W 7 AL
ATREIN 2R, T e P51 A 9 EA 7697, DA TTT I8 1) B
FERRIT AR . HETKRZEFE T I RPN R 259
F14 B30 2 2 o7 25 T DA T A B R R
M R B2 N A B R R A — B LR BT
TR R R 2R



SIS A RG2S () 2012 45 12 H 456 3 556 3] Chin J Exp Clin Infect Dis (Flectronic Fdition) ,December 2012, Vol 6, No. 6 - 557 -

H AT 90 B 24 N 2 1 F 9 22k 12 )4
ol 24 JAIp B 2 AR A B R) S AR BT 12
JEE R 5 7 2 0 2 R[] 5, SR Cox HE ) IXURS:
ISR 108 585 bb R e WA 18 1k 2 BT R BB
SLnth e Rl AN 28 I D) 8 L HBV 3% 1 45 5 4 . HBV
DNA & s B AT IR R 2 &R e dr . 45
R R, Z0 S 1L TBIl, I3 AST 7K °F-, HBV
DNA # %85 He e E 006 12 J& B fY HBV DNA
T TFAEI T BRGIEES A — 2 s, Horp TBil i1 AST
i, HBV DNA K T 46 90~ FR 09 M R 0 55 A
HBsAgBHM: ¢ % 5t \HBV DNA #5 5t i 5y, B b R
IRYT 12 JiJ5 B HBV DNA IG T4 T FR A% HE %
L7

T A Z % s B HBV JE L (1 B ] 42 K,
Brook 45" BF5 $2 B b < %) TFN SR 7 X,
R34 i) HBV JEe g s FN () 2B R & AE 5 11
CHB [ & 7E IFN JRJ7 A v RE &2 HBsAg f52k .
JIT LA S K S Rt ] RESZ MR RS b R /g YT R, (H
SEAIE ST A AF I AT HBsAg [ 4 50 A 2 Jiz e g 52
KARH X B E X5 b e E 0 i gt 2
R % £ 12 Jil HBV DNA fIGFAG I BR LR 1 52
W TCGE 247 X, v BE H T ASHIE 58 I 4 A1 9 191 4
1 2= 8 /N s HBsAg BHME 52 02 & B HBsAg [H 4 (1) st
T E D s Al A N 3 A s o S TR = s Sl
B 6 0 B L~ A AR 5 7 T B AR A 4 0
HIITAL . ABIESE T LT TBil Al AST 7KF-BE 5 44 3K
BEHURGRE RGN HBV R4 I i bt 473 , Bt
DAXHER b e RE W3R 18 M 2 BUIF & H 12 & HBV
DNA {IEFAGI T B 4 52 i) HL A S 2 2 S5 i A
H ALT /K2 T Ge 2478 X, nTRE R KA ALT
(B4 AST {H 5 3% TR 1 H R R 2K 25 R BT R i 25 )
B2 . 5 A SCHRHRIE , 17 HBV DNA fili /K&
FEEFE N TR SRR R E A B A
g R R, FEZL s HBV DNA ik & il (1
BE BRI A B R HR R 2R AR

2 LRTIR SR L R E WA 18 1 4 B R R
HRWIR T E AN EERNEA . FE B TBl,

A BBL, ALK, BRI R BB AN R EE TR EF AL

&8 F0R,2012,6(6) :555-557.

AST JE2k HBV DNA # i, #E/R I IR b e B L Kk
s AR E L4k TBil L AST 1 HBV DNA Ik /K52 #1119
R EVIR 1S E RT3, T g2 BUfS B 4f
MIHTIR BRI T A8

& % X w

L k. B L RERITIR M ST A A7 ROW 8. S T IESR
Zki:,2010,13(5) :374-375.

2 Yuen MF, Sablon E, Hui CK, et al. Factors associated with
hepatitis B virus DNA breakthrough in patients receiving prolonged
lamivudine therapy. Hepatology,2001,34(4) .785-791.

3 Locarnini S, Mason WS. Cellular and virological mechanisms of
HBV drug resistance. J Hepatol,2006,44(2) :422431.

4 Nguyen MH, Keeffe EB. Chronic hepatitis B early viral suppression
and long-term outcomes of therapy with oral nucleos(t)ides. J Viral
Hepat,2009,16(3) :149-155.

S PEBEE SRR 2 R SRR A 2. Y2
R PG 6 FE (2010 4FR) . AR T JE 9 % 35, 2011, 19 (1)
13-24.

6 Keeffe EB, Dieterich DT, Hart SH, et al. A treatment algorithm for
the management of chronic hepatitis B virus infection in the United
States ; an update. Clin Gastroenterol Hepatol ,2006,4 (8) :936-962.

7 Lok AS, McMahon BJ. Chronic hepatitis B. Hepatology, 2007 ,45
(2):507-539.

8 XUWEAS, W%, L KJE (telbivudine). FEZGYMLF A,
2007,17(5) :335.

9  Bryant ML, Bridges EG, Placidi L, et al. Antiviral L-nucleosides
specific for hepatitis B virus infection.
Chemother,2001,45( 1) :229-235.

10 WL, B LR EWRIT M LB R AR, B, 2007, 12
(5) :434436.
11 Brook MG, Karayiannis P, Thomas HC. Which patients with chronic

hepatitis B virus infection will respond to alpha-interferon therapy? A

Antimicrob  Agents

statistical analysis of predictive factors. Hepatology, 1989,10 (5) :
761-763.
12 Marinos G, Naoumov NV, Williams R. Impact of complete
inhibition of viral replication on the cellular immune response in
chronic hepatitis B virus infection. Hepatology, 1996, 24 (5) .
991-995.
(i H 391:2012-08-01)

(ARG - PhoRAe)

# % B FE[J/CD]. o 48 5% 3o Aol R R e m



