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W OE B HREF(8R)EMBET IR AT X (CHB) 2 B 9 8RB A, 7 ik 150 4] CHB & 4, ¥ /74 3%
(BR) R athie 77 20 155, ARIBECRE TARAT LB b 35 s Sh A7, BEIR 7] RA ARIF 2h 12 R T7 B 10 R 2 1534, R F 255
A EAFA (n=56)Fo RA AL (n=87) ,47 | SF M7, WA EE TR X HE(HBV) =& 47E& % (HBVM) .HBV-DNA # 47 /&
B, A EEIE S e A A TR KB A @R (HBsAg) i & HBV fu i TACHE ST ULE . 48R R AFA A R K AT
4 TRV K g% A& B4R (HBeAg) (+) # LA ¥ b HBeAg(— ) F AR A&, £ F A %441 5 & L (P<0.01 % P<0.05) ; iAAR4L
HBeAg(+)# B & b RiA 4720 HBeAg(+) # B K F4K, £ F A %31 F & L (P<0.05) ;35 4748 HBeAg( — ) & 5 K ik 4741 HBeAg
(=) F I A FE, 2F ARG FEL(P>0.05); 2 AFAE I A FKT RAAFA, 2F A4 FEL(P<0.05), EARA KEAR
AR AT (BR) RN L 50675 B 155 B R Bsk , 2 W ARG FEL(P>0.05), HABAEH P, A474 34 HBsAgH %,
L7 2 4] HBsAg $nif 453 , 1 5] L HBsAg fe i 254, B8 &4 P, kAR 2 45) ok B BLHBeAg(+) , 1 4 HBeAg(— ) & K& h IT
Iy RIEARLL 5 6] Bk B I HBeAg(+) , ¥ 1458 =, 146 HBeAg(— ) F AR A&, 46 A(RB TR XS5 ) H152
P A (B R AR G R AR H A A %, 5F A HBeAg(—) B % 5 4 %35 T HBeAg(+) B4 Rk v B A A AR5 Tk
ARBEL BE(BR)E MM SR R e sHE s AR Rl kWh.

KEER A (BR) KM 1525 IR AT K 258G A

Persistence of the Effects of Nucleoside (Acid) Analogues in the Treatment of Chronic Hepatitis B after Drug
Withdrawal
XIANG Bo(Hangzhou Xixi Hospital, Hangzhou 310014, China)

ABSTRACT OBIJECTIVE: To study the persistence of the effects of nucleoside (acid) analogues in the treatment of chronic
hepatitis B (CHB) after drug withdrawal. METHODS: 150 cases of CHB were selected and received nucleoside (acid) ana-
logues for one year at least. They were divided into the standard group (n=56) and non standard group (n=87) according to the
drug withdrawal standard stated in Guidelines for Prevention and Treatment of CHB, and followed up for one year except 7 cas-
es of drug withdrawal who were followed up less than one year. HBV serum markers HBVM and HBV-DNA were detected quan-
titatively in 2 groups. CHB recurrence, HBsAg disappearance and the change of HBV in serum were observed in 2 groups after
drug withdrawal. RESULTS: The recurrence rate of CHB patients with HBeAg (+) in standard group and non standard group
were lower than those with HBeAg (—), with statistical significance (P<<0.01 or P<<0.05); that of CHB patients with HBeAg
(+) in standard group was lowe than those with HBeAg (+) in non standard group, with statistical significance (P<<0.05) ;
there was no statistical significance in recurrence rate of CHB patients with HBeAg (—) between standard group and non stan-
dard group (P>0.05); the total recurrence rate of standard group was lower than that of non standard group, with statistical sig-
nificance (P<<0.05). There was no statistical significance in recurrence rate between 2 groups after drug withdrawal following 4
kinds of nucleoside (acid) analogue monotherapy (P>0.05). Among sustained responders, HBsAg of 3 patients disappeared in
standard group, including 2 cases of HBsAg seroconversion, 1 case of no HBsAg seroconversion. Among patients with recurrent
CHB, 2 patients suffered from HBeAg (+) again in standard group, and 1 patient with HBeAg ( —) developed liver cancer; 5
patients suffered from HBeAg (+) again in non standard group, including 1 patient died and 1 patient with HBeAg (—) devel-
oped liver cancer. CONCLUSIONS: Taking Guidelines for Prevention and Treatment of CHB as drug withdrawal standard, there
still is a high recurrence rate after stopping nucleoside (acid) analogues; the recurrence rate of patients with HBeAg (—) is high-
er than those with HBeAg (+), and that of patients in non standard group is higher than in standard group. The types of nucleo-
side (acid) analogues do not influence recurrence rate after drug withdrawal.

KEYWORDS Nucleoside (acid) analogues; Drug withdrawal; Chronic hepatitis B; Effect; Persistence
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JY, BEE T (BR) 2550 HBV 258 (1032 I, 2L R
A R 5 SRR A 32 B A2 B[R] s, JC 2 7 AR IR
W A MBI Ry T WFoE E S . HAT, T AT (FR) 23R
JT CHB (W52 bRt i JC 70 2 DUPEIE R 24 IEEY . S5 T 1L, ASHIF
FEREBUZH (R ) ZRAUMIEIT I CHB R, % HUE 11 I 259
Je I RO R AR AT, B A e — 25 T Az T (1) 24
TR EERRE , A2 25 I RS 3 SR UE B 4
1 #REFE
1.1 #HREHR

PRI IR B 2011 4F 1 H —2014 4 12 F 45219 150 45 CHB
B BB AR BAZAT () R BiayT , BT E >
REN LA, 255949 56 ) R ik Bk R R B iR TR R )
(2010 4F It ) U= 2 hn it (FRIFRIB BRI 2) A5 25 J5 17 LARRf 1
o 39 4611k 2 BT 495 5 e LR (HBeAg) (+) , 174424 HBeAg
(=) M350, Lot 21 4], 3405 (31.92 £ 10.52) %, 87
IRk BN P T 92 BV 4 e ) (2010 45 RS0 5 24 o (]
FRAEARE2 ) , 45245 5 Bt v7 145, 2 68 4] HBeAg(+) , 19
%12 HBeAg (— ) ; 31 66 14, Lotk 21 5], SF- 4 4F 4% (32.11 +
10.86) % o 4% 7 BIK B Zihn e (DA 25 BT TG TF 145,45
SRUKSLBRER AT , Jorh 6 424 HBeAg(+) , 2 524 HBeAg(—);
Tk 5 49, 2otk 2451, ﬂ?ﬂjiﬂ%(% 01+12.26)% . AW TR
ZEEBE R AC IR B WA, B S R SIS A
TR
1.2 WARAE

Xif ER R AR LR N IR S (AST) /K- Sk
LR AR TR B ILEE RS (ALT) KV \HBV-DNA #% BH I} ] | ik
£k HBV-DNA 5 2 F LB 7] HBeAg Il #2727 #e At ] | FFI 24
Ao (D EA T B I 5%, A AR AT (1R ) 25U IR YT R IR B 1] TR YT
HA] 2 SR Je g T ARk
1.3 WMERIERKFE
1.3.1 HBV ik (HBVM)E HAGI SRR AR M4
A s k2 & e 43 22 55 DiaSorin LIAISON HBeAg assay
FILIAISON 2, 78 JiT 48 995 5 32 1 Hi Jit (HBsAg) assay A5 I IfiL i
HBeAg FHBsAg: & BT 48 s 2 P4 (41-HBe) . HBsAg.
HBeAg il IMZtE 7351k 240~1.10,254~1.08 index.
1.3.2 HBV-DNAE R Rl RSk 5 W
PR 23w HBV 2% B2 9738 (PCR) %¢ Y6 %2 A% I 38 751 6 X 1f, 175
HBV-DNA #4752 & A, T~ FR A 103 copies/ml, 43T
ABI 7300 585 5t PCRAY .
1.3.3 {FZBRERRETT XA () R B 2iR P 5 2 e
AE I EAE AL AR .HBVM F HBV-DNA & 145 SR 981 7 Fﬁwﬁ ,
# HBV-DNA =103 copies/ml, W52 %, RIWF 5% 28 551 s R A2 K
FEL VAR IR BEYT 1 AF T & s o
14 SitEA=®

K FH SPSS 20.0 B AF AT G122 00 H o TR PR RAX £ 5
TR R I RO R LR (% ) R R KRR . P<
0.05 F/8A 22 R EuH2EE Lo

THEZID; 20154555 26 45 23 1

2 HR
2.1 ZE (B XM BRATEHERITER
BAF (R A2 J Bt s 1 ARAE L0303 1~3R 3.
x1 ZHE B XUMISZERT LEFR(F)
Tab 1 1 year follow-up after stopping nucleoside (acid) ana-

logue (case)

1 ] HBeAg(+)# HBeAg(-)#

) fAlc gk RN ke BR - HANE
HhE4 56 39 15 24 17 11 6
Fiktrdl 87 68 58 10 19 10 9

®2 BEH@BMEUMELGRIFEANEBREERE
Tab 2 Recurrence time and recurrence rate within 1 year af-

ter stopping nucleoside (acid) analogue

PR BRI CH )Rl

o] # %7 [ A
Eib] HBeAg(+)/(-) - BB = = = SR e AR 96
WHR HBeAg(+)(n=39) 15 0 9 2 4 3846 0
(n=56) HBeAg(-)(n=17) 11 3 5 2 1 647" ‘
Kibbrdl HBeAg(+)(n=68) 58 1 15 9 33 8529 816
(n=87) HBeAg(-)n=19) 17 2 7 5 3 84T '

I 5 HBeAg(+) HL#%, *P<<0.05, ** P<<0.01; 5ikbra s, 'P<
0.05
Note: vs. HBeAg(+),
"P<<0.05
®3 BEHEBEXUYERGRTREARE 1 EFHNELER
[n/N(%)]
Tab 3 1 year follow-up of CHB recurrence after drug with-

*P<<0.05, * *P<<0.01; vs. standard group,

drawal following nucleoside (acid) analogue mono-

therapy[n/N( %) |
; 2
Eibl] HBeAg(+)/(-) fokdoE  MERGE BkE BERE
k4l HBeAg(+)(n=34)  7/16(43.75)  4/8(50.00)  5/12(41.67) 2/3(66.67)
(n=56) HBeAg(-)(n=17) ~ 4/7(57.14)  5/8(62.50) 0(0)  1/2(50.00)
FKibbidl HBeAg(+)(n=68) 30/36(8333) 12/13(9231) 10/13(76.92) 6/6(100)
(n=87) HBeAg(-)(n=19)  8/10(80.00)  5/7(71.43)  1/2(50.00)  0(0)

F 245 BN iAbR4] HBeAg (+) % & K 5 HBeAg(—)
BRERLK, ZFA I EE L (P<0.01) ; Kikbrd
HBeAg(+)#& E k5 HBeAg( — ) HE KR, 2R AGGT
S L (P<0.05) 5 i5457 4 HBeAg (+) #F 2 & R 5 R kbR 4
HBeAg(+)# & & H K, 2258 G55 L (P<0.05) ; ikrR
24l HBeAg(— ) & H &% 5 Rikr4] HBeAg(— ) EE R HE L
B, 22 RS ETE L (P>0.05) 5 iR R4 & R R bR
BE LRI, 2R A8 X (P<0.05), BIEIARE
21t CHB R 5 & R (AR IRAME 2511 CHB & 2 k%
W, TR kbR 2, HBeAg( — ) B 195 R R i
T HBeAg(+) .

F3GEIR BR , IAbR4H HBeAg (+) # 4 FhAZHE (1R ) 24
PZRIT IR IR 24 R B R L, 3*=1.386, P=0.752; ik bR 41
HBeAg(— )& 3RMZAT (RR) MM R 253R Y7 a5 2 5 R L
B ,y'=0.561, P=0.841; Kikbr4]l HBeAg(+)# 3 FliZ T (1R)
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R HLETT G 152558 K R A, ' =0.362, P=0.948; K ik
PRzl HBeAg(— )3 A FAZH (IR UM 2367 IR s 2 i
RIEL, ¢*=0.122, P=1.000, BB 4FRAE (FR) 214 2
ZRYT R AT 2 R R A, 22 R T GE T2 7 5L, T
AT () I R R I AR S 4552 5 B R Ay kg m . Y4
SR ANHEBR A SRR A RIS o 45 SR U X — 7T R
22 BE(BR)ROWETSEHMIT P HBAgHTHERR
2258 % E HBV MEFTHER

TR (BR) 2 RII6 7 FNBE U7 W0 18], R AR A s
kbRd1AT 3 1] HBsAg W 2%, Horb 2 5y HBeAg (+) , 1 ]
HBeAg(—);31/FA 2 i H 31 HBsAg IfiL i# 55, Horb 1451 i 30
A2 Ja AT 2 R FRE B R A 1R YT , L BIR R K R ETRYT -
3B HBsAg R BB G R WA K o BRI IR 2
BT 1B HBeAg(+) , 1l HBeAg (— ) E AT Z IR & &
J& R AR s AR AR AT 5 IR B HBeAg (+) , JLrf L ffilf572Y
J5 R R REBAE T, 1 9 HBeAg(— ) EH 125 2 J5 e X R i
NI
3 ITig

FTFHEAF (R ) ZEPT HBV 291524 IR 3R 7 RO B APk G F
58, Z W FHROR KBS, AR PR R E R YT HBeAg(+)
CHB % HBeAg Il i ¥4 400 5 15 25 A9k & L & Fes 1k
25, 2 R AR ST, Song BC & i [m MM , XK
FEVEL G 2~ 240 A Y78 AME T SE . S5 R, 12
NHBITE KR 38.5% , 24 Bt RN 49.2% . JEHE
LEOLR K R X HBeAg I 554007 i CHB & 412~ H
DA IUERYT AT A 124 H i BEDs , 25 R w124 H
BITE RN A18% . FRBIFRA LR, PR R EE 2R
82 5 G AU LG TT B RIS L AT R M AR R &
X, WE, e (BR) A5 HBV 2aE 28 J5 P s Atk
WIFFEH, BRI T YRS 7 IR S LR A7 I ), o f H ATk R
BN T Bl Sy A T AR e mi e
WF5E , % HBeAg IfiL & 54 il CHB 517 25~59 1~ H 1k
FEILENATF , e 25517 12~31 4 A BET . 4558 oK,
6 NHERBEN15% 1240 HEKFE R 21% , 24 H 2 RHN
31% o XTI, PR A5 2 AR EE SR TR I e 5 2 e
FEAMES 7R A R X

AWGE 57 (M B 9 B 1645 6 ) (2010 4R R P50 2Y
PR 1iatEe , & BE CHB BB & 7EAZ T (B2 ) 28 15 25 S5 158K
BRI IR B R Ty 46.43 % , AR gl B R
RN T8.16% . BLas T 1a mi %" i F Lee HW U IHE H ok
FFK R E TR HBeAg(+)CHB M % HBeAg IM7E (52 )5
1 24E B0 KRB0 13.6%  18.9% (45 SR 22 T K, 5L A
AR R AR ST REA BN B . A IT IR KB, AN A IR
P2, HBeAg( — ) (8 I 5 & 31 i 2 7% T HBeAg (+) i

o WA, ARSI CHB B A 4 FG T 25 9 2 K1

BLHEAT 7SS, G5 R BOK R E P EAR T3 i R FEROE

RO RT3 AL (BR) 2B W R 2 x5 24 5 5 ke 3835 1

[]r,ﬂlg"olo

25 ERTIR, A8 C B R BT iR 46 9 ) (2010 4R R W 15

2ibRifE, CHB & TE BT 25 IR R B AR R = k%

AR T B AFAE — € A JRIBRAE « (1) R IRAT B Y 8155

Wi (2) K BTG k5 HBV B3 FRUEGA &, ik,

TE T — A5 B F R ROPTEREA & A KIS I 8] FH

TS S0 R 2R 7 534 o

Sk
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