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 - 643 -

B RE LT B A
K CRRF XA i o H R

1K A% R 2K 25 4 ( nucleoside and nucleotide
analogs ,NAs) JRYT I8 PEC R F R R b g 24 /& — A oy
B IR, 5 AR R AT 24 0 £ 3 LU, T 24 AN (AT 3 B
iE— 2L R, AT SN kA TF D e SR AV AT 41 82 (HCC)
AR AU 5 30 23 TR i 2306 7 B ME JBE , 38 KB 7 B9 B 7 1
A R TRt 24 (9 TS RS LR B8 i 7 K A T R R T
S5 A BT AR Y R I . AR SR, FRE K R AN
2 E IR 2 5e a8 e L B R 2R e M s R e T T
T, X NAs T 245 (9 555 R4S B 1 T 3 DGR AL
2008 AEFE A L 0 KR CBURT SR B 1 2 L 2 )
(LAF ARG ) 7, O e 2009 4R TR, [/ N IF 2 % 5
B XoF 0 RO B2 1 52 B R AL, IR H TR g 2
TR IO T IR I P 8 R 35 ik 77 75 1 0 24 e R R R 4 A
P, i (i DR R 2 ) (AR AL e 24350  CIFIE ) #
Cllfs PR JHF R85 2 35 & R, (% 44 95 {5 B ) . (Infection
International ( electronic edition) ) { 5% AFIER 22 ) (P E
R IE AR 2R ) (bR P 243 (L 7R ) b RS2
WARHRE) (PR B E) AR IFIER 2 &)
AR PRIBE S 2% 35 ) R e A2 S 6 Rl PRI o 2 (L 1
) Y S, A FEEG (A FIRH TR 2 YRGr g it o
RUF & 9 245 Je LA 2R — 3

— AT AT RIS 25 W i 25 IR M fes T

B3 EHTHRIT R B R K NAs F8A7 4 Fp .4
KR (LAM) (B4 45 i (ADV) (B H R GE (LAT) FE
RH(ETV) o FERRSE KLY — L8 E HZ A, I H A6
FME(TDF) %, AR NAs A9 B0 3 84 71 it 24 2 8 5
% ( genetic barrier) AN[a] , 35 26 254 36 97 (14 T 24 246 2 7t
F o MEIA IR R AU, N T oA 18 T QB R B,
LAM JAYT | 4E T 25 38 24% 1697 5 4F BT 24 4 5 5k
70% 77, LAT 3597 2 4F, HBeAg PR il B 14 12 1 2 8T %
T 25 243 9] K 25% A 11% "' ADV 897 5 4E,
HBeAg BHVEFN LM PE £ BT 58 £ 35 1) SRR 25 253 5]
42% F129% ", FRERE , ADV 3477 HBeAg BHEME 2
HUIFAR 84 5 4F R LI RN 14.6% o H A [ 7 it
I ETV 3897 3 4ERHAITH 2554 1.7% M1 1.2% "1 TDF
4 2 IS I R 3 45 SR 3R T, 426 45148 P 2 Y % R
(H:H 176 f5] HBeAg [HYE,250 {51 HBeAg (1) H TDF BA2f
TR 144 JHIE,34 4] (8% ) HBV DNA K- = 400 #% 1 /ml
(69 1U/ml) , Hod 10 ] 5 32 ~ 120 J& (8] 45 ] TDF, 20 5] F
72 ~96 JA [l in AR AB 4 1] HBV DNA JKF-34 = 400 45

DOI:10.3877/cma. j. issn. 1674-1358. 2012. 06. 037
i RAERH %, Email : zhuangbmu@ 126. com

F 001, Email : xinhua_weng@ fudan. edu. cn

- JETE -

AF 3% o i 25 RO R

DL/ml(69 TU/ml) , {ELH A AR T SR S A it 25 30 15 58287

FUAIT, 30 1 B R BUIR TR IR 7 (T 24 () A ™
#H, AI7E NAs {97 P AFTE 2 FOR IS IR YT 00, f 46 B
L RERT 5T A A B A 2 B 2, LA R 24 5 R 5 B
a2 S AR 36 [ | H AR R [ S5 5CRTHE X, NAs
WA, w8k AR 25 NAs fif JH LE ik 80% ~90% , i 75
FRFE i, 81% f S8 ATIHMIRAL R 285 NAs #I4Rv6 Y7, Horh
30% fifi FH LAM,35% {i FHEl ™ ADV, X 3R [E K 110 38w
741 GRBEBE Y 684 13 A AL RIS 43 BT R, LAM 223618 44 2 7Y
9 R 117 39. 6% " o kIR T [ A I 28 B AR AR K
G 05 B 55 N 5O 24 BB AR A G

NAs 77 S0 05 2 52 11, BRUE T 200 M 4 A I 5E K
JIFEF AL , DT SE 22 R/ JFFHE 6 A £ | JFREAL 9 e ot &
FER R A Sung S ZERAMT R, SRR AR L,
LAM J&Y7Refdt HCC &A= KU FEAIK 78 % (AHXS KU 0.22) o
55 R A i 24 SR A, T 24 A (A 2 HRAS YA 7 8CR (i
HAFWEER) K, 0] S U ML A8 SOREAL , 65 5%
TRE R I 2 8 5 vy, 39 0 A% A CHCC kA R R0 4
A2 Rl 38 U 24 2 25T 25 45 R ST O R ARG
SR 52 AN IR XE , I 7T BEHE o 2 A= AR IBI AT 1 KUK o

TR RV RIS 24 T 24 B 7 B R AR S E L

1. Jii k& 1 2528 7% ( primary drug resistance mutation) : 254
A FHIAE R0 0% e PR B HL o A ) R R A 9878, e BB 7 i
BERRXIVA T 2590 0 SR T e o T T 24 58 A8 A Xt 245 40 1)
TURMERRAE (R LR I RE IR T B bk >

2. Yk Kt 25287 (secondary drug resistance mutation ) af
OEEVET 25 58 28 ( compensatory drug resistance mutation ) ; 7E
JER T 25 5 A8 (R Al |, S 78 95 B MR AL FLAB AL 0 ke A2 32 7F
(o 9 AR 5 2 52 1 BE 0 98 3 R S 5 X 245 W 1) B SRR o — 25
RREAE

3. B ALR 25 ( genotypic resistance ) : fEHLH #E A YT 14
Ferp 4G I 2] 5 £ B R W 5 (HBV) i 25 A1 56 1 £ 5 58

2!

o

4. FARI 2 ( phenotypic resistance ) : 7 SN il & il &
G UESE HBV BRI A A 1 ANE 1 AN LA AL s 28728, 9 7
X 5N HURPEREAR (L) EC, )

5. X2 (cross resistance ) : £ X} 1 R PR EE 254 H
IRAYTE 259872 , P BURREXT O3 1 Rl sl JLRR B 7 25 4 1) flUk
PR TR, B2 B 26

6. Z 2 245 ( multidrug resistance ) ; /0% 2 Fh G 38 X
T 2438 ELRAS 25010 NAs Tif 25

7. I &% JCN 2 (primary non-response ) : 7EAK MM R 419
TEBLT , FH NAs 3697 3 A~ (12 J8) B ,HBV DNA TR < 1 1g
1U/ml"*?
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8. EATIRBEF N (partial virological response) : 7E4K MA
PEREFFOLT I697 2 6 A (24 J) i, 5 REA I 2] HBV
DNAHFRE > 1 1g TU/ml™ o 0 5 365 539 2 25 I 20 4 6 1]
NAs Z& 5T 5 , XTIkt 25 2[5 5 B NAs, 4 LAM 1 LdT,
FE WFE S 6 A~ (24 J8) ik T s i 245 5 R B R NAs, 4
ETV 71 TDF, $5E i 12 4~ (48 J&)

9. SERIRFEFN L (complete virological response) : TEH{
SREEVRYTIT , F R B ST PCR A, HBV DNA A6 A 5] 5
TR TR

10. A4k % ( biochemical response ) : 7 $i K #2168 JT
I, SR N R IR ARG (ALT) = 2 f5IE % (B B R (ULN)
A ALT BEEIER .

11. J{EE R B (virological breakthrough ) ; 7 7 ¥ 2t
ITIAEOL T, BRAT 8 3 5l 50 42 5 2 I 28 1 S8 &, L HBV
DNA JKFEBGES 7 P AR BT 1 g TU/ml, FFAETEI R 14> H
DL A5 2 YRS ™

12. AAk2A %1% ( biochemical breakthrough) : 76 4 8 IG5
JERTE LT , 24k ALT= 2 ULN, H7E36)7 h ALT B %2 IE
HHE R ALT JF 2R T ULNZT

13. SR EEF I 3 (virological rebound ) : 78 7R B BLIA YT 1Y
TOLT  ARAGF R BUSE A E2 NLA 1 (838, HBV DNA 2%
BRI TR

14. BT 524K (hepatitis flare) : 75K AT HITE LT,
RFHEASA N BE ML ALT 9% EJF > 5 ULN 5 > 3
FEEE LR ALT JK 7, JF HEBR F A J7 [ 51 2 ALT F 5 1y ]

29
i

o

= H R IR 2B B %

1. 2GR - 5 BT 24 12 52 W 25 4630 24 )
e B — FROE R 2 I B 401 264 1 OB
) BRI 96204 P HBY B SRR AR
AP 10" ~ 107 A5 2 WOAL 4P R BF S505 8 (HCY ) i

NG BRI 6 7 (HIV) 435105 10 4% 01 100 %, HBV 4
il — R Sl , B R E R T, LA O R AL . RS,
HBV 44 % 2 S B R o (1.4 ~3.2) 1077
HBY &2 il 1) 13— s 0 phe s HLAE ] — BB % R O 1005 5 4 T
FEARHG— T S phy L R 70 47 1 2 5 1) 2 Pl 72 bR 4R, 3
S 51 S [7] 14 995 25 B0 R A AT ( quasispecies) o H AT 5
TRIT I NAs 15 HE 5 2 6 75 38 A BEIE N, B 15T 2540 ¢
(AT HBV B84 WL R 0306 S IX (RT X)), 7 4%
U T 245 9 A8 gk % AR e 2 2 g 200

W25y 74569, EIRI N Y NAs Af 23 L AR
(LAM Fil LdT) \D BUFR b (4 ) 26 (ETV) F1JC R G £h 25
(ADV FITDF) , % 3 255 Ff NAs 19 J5 % T 26 58 25 {07 4 4 4]
1 iR,

2. SR 2510 R 2 ARG BRI P, —Fh 25 RE 75 Ve 4%
T 25578 , 2675 15 2G5 2Bk R &m0

(L) FGEIH 2 - A3 5 75 10 52 0 38 o 25 42 o 1 i 2L
P JELE 9 HBY DNA 8k ERR TAET 2558728 | 25 58 A8 bk
F 305 SR A )2 )4 SRR i HBY A5 A R
TR 52 T (4 BOME S 0 05, P L 5 R AR T 25 2873 . I
B, Tk 24 ) e T 5 B 9 T A D 9 A 2 A
5. LdT f GLOBE BF5E 45 H 475 , 34k HBV DNA S5 4 48
# (HBV DNA < 9 lg # Dl/ml /) HBeAg FH¥E & % 1 HBV
DNA < 7 g #01/ml () HBeAg BIVE B ) 2 4F T 25 %
ZAGEPY L B ERIAYT B HBV UEFR 1Y 24 B 5 1 25 9%
BRI Ve A — 5 BRSNS R AE TR 35367 v 4 i
HBV RN 5 29 B 1) L% 5 R AR T 25077 0 G RF R R, —
SEfE P 2, T 46 5 AE VTR N B HBY i 25 58 45 75
B, RO 2577 0 X —26 NAs 2034 B9 18 P 2 BT %
B VR G G20 0T 7 SR, I8 % R LR A AT REAE 7E X
IR YN 25 58 bk o

KiEBA | BEERA

POL/RT RNaseH

1 183

349 (rt1)

F_V_LLAQ_YMDD

692 (rt344) 845 a.a.

[TOHT®}H A | B H ¢

LA BH %

LAMG 24 rtA1SIT/V  rtM204V/1

LATif 25 rtM2041
I B £ %

ADViiif 2 rtA181T/V rtN236T

TDFiif 2§
Dﬁ%m?{?&i rtM204V/1

rt1169 rtT184  rtS202 rtM250

Bl ZEMREBREGUERLRREMHAREMS
R IEE =5 C ) e
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(2) 15 FHEE W ERAAEYURTIRIT 5L R DR &
FERRGPIROL 25008 L2 A s AR R4 Hop
B BRI 25 0 R AR U A TEEE . PR A ,40% (T 25
BE S HAR M2 A K . Chotiyaputta 25 X 365 2007 |
2008 12009 4F 1 H 4:% LAM ,ADV ETV 5% TDF 597 9 3
A 2R 5 B BAIHEAT TR PE R A B T 1 42551
FEIA VAT A RS RN YA YT B ) 1) R AR AR TE 95% H L)
BN 39.7% F146. 1% , T [E 1 2, B AT -98 B E A o
BEIAIT AR AN E TG, P&, BRE BT E MG E N
47% ~49% ,F A iayr 1 N HATIER 2325 5 19% ~
249% 0, L, R RS I8 4 B EE AT R AR A 25
FE LA TR 25 12 KU £ 3 R T RS LSRG

(3) 24N 2 AL F5 25 W A it 28 3 IR B e PR 75T
FI AR SR S5 20 i T 26 2 [R5 2 4 ol 18 35 TR K
PO 25 P URE BT 75 1057 s 28 B B B e B T
I BN AR B H o N, FE A E G R B
AR T SEAS L A AESE Ry 10 7[RI BE B 2 AN 3 A Bl A
TC A ARSI 43 5300 g 10 ™ "OF0 107" i 24 35 PR 57 B e 25, 97
(] Bt B 19 5 AR A A 22, A TR 24 Y R A R A
LAM LdT #1 ADV KT 245 56 5 BB 25 9 A B 1 AR
K207 13 5 ARV 1 B ] 5 30 2 W) YRR T R, BTV 2 H
TR 24 35 [ 3 o de v PO 25 ) =2 — , 0 Tl st HH B 3 AN R 7
SEFAE AT FEE YU T . TDF 5 ADV 75—
SE TS 2 U254 s 46 HIV 1 HBY LR YL b Bk
P TDF HLE #0525 2 745 (rtL180M  rtA194T 1 rtM204V ) 1461
EAENG : 2 BB 48 s vb i R 2 BT 2595 (81, 4 L EL AT 5%
15 Tt 245 R e

A2 ST 25 ] BEARZG Py T 25 3 R B e, 4 LAML i 25 28
FALT B 1 A7 5 A8 BT X ETV i 2594 8 % 4k
LAM ffif 25 & 35 H ETV Hu2538 97 5 4%, it 25 & /F %\ ik
519 477,

Wl 7R 5 0 AR ) = B Lk T 24 A i SCHEI R
Z—o VURBRMCM LY, Hge B R AR, it 25 kA= 3 A
XFEEIC, T ADV , (HBUR R BRI 25 , R 1R
THLT 25 3 D5 B I, T B e B ) I 25 28 AR B2k L 4 LAM
M LAT, Y2500 5 45 AR 5, it 25 3% R B s 7, R 58 42
Pl ], SRR BAL, Wb R B A &f
FHERAE, WA PR ESCRR 52 E A <, n TDF 5
ADV RHUREETE ML, (R h F TDF fé il IR 7 FH 771 i K
HPUm RO R, L, S B L1k 26 28 A8 Bk A0 & A, B A
TR BB Ml UM AR R R, T AE S SE YT AR RN 1
Frgeami >

DU 258 AE 5 S SN 5 AR

tF7E HBV JLH A 58 R A i g i 3 P 5 A il
FI4mi 3 B (S) M FF AR 4E (ORF) fR7E &, S L 58 4
PR BERERBE S5, NAs JRYT 55 10 2R 45 180 4 20 25 R 10 ik 25
278 I REME gt HBV K Hi )5t (HBsAg) Y S SEP & A: 58
A5, AT 530 HBsAg HL It | S5 F mlons 8518 MM 2 A A8 1k, 7=
He e R S A R

HBV B4 T 2 IH A TR 25 2848 , U0 rtA181T A1 rtM2041, 1%
AT 51 S FE B B T8 AR (4 B R sWI1T727 F

sWI196 ") 75 S FEPH AT 7 A4 1 NS T, 2 i i
S E ., AN RIS RTTE R, AL T/sW172 " 5878
TR TR ORI S, AR B S B AR AN N SR 4R OF
B £ R R 43 A S8 35 T, S A M M T e, Ui
PSR B L 75 7 2 A F A D 78527 2 e, 7 R B e
T 2540 G2 B S o, M S B LA B e
ﬁﬁ‘ﬁ [52-55] .

I PRBFE I, SO TR A YT 18k 2 T 48 B8 3 vl ) W o
FRATREALFN HCC (9 % A2 o 181k 2 U 48 e HUBA 1
TE, SR HEF TR R VAT . (H R BIPOR R IRy T B R s,
FERIE S RAT-S 5 S X 58 BT AE SO vk (E A5 — BB 5Y
25 A ¥ 0 A B PR T 92 3F S 100 B8 VA ST T 25 A e e 8
HUBMEA X FRBRILAE T nAI81T/ sWI172 " A5 #E ik HL
A VAR BRI , 22 1 S A0 T 0 20 W B 28 S s I
A R B9 91 P AT 0 [T B 27 405 50 e B, %A 5, 58 5 ¢
B HCC KA X, 45 1 — 25 T R AT ML I PRI 83 52

I T 2 G )

AT 2 A 254 Gl B A AR S M2,

Lo LAY A Tt 25 4 20 (Ol 3% ) - 204 7 45 % A8
rtM204V/T n] 5|2 L BRI 2259 (4 LAM F1 LdT) fit 2y,
HE— R HE D BIER IS (M) K258 (ETV) MWifzg =,

2. G ER Bl R ER T 25 K 5K () - 1236 i A R,
ttN236T A] FETCIHRBEIR EL kA1 ADV T 25 , 3 FA% TDF 1Y
HURE

3. JEEE (A0 2K G ) <181 {5 As . T B3
L A AFZE25HA1 ADV i 25, I REAI% TDF St s 3% —#it
AL 40% ADV IRSFRIH 5% LAM J&F i

4. WUETH 25850 (GBI :nAI8IT/V + nN236T fif 5 %
A, AL AR TDF (9 505 25 006 1, 5 3085 28 1% 3 10
E[M] .

5. ETV #1341 258X, . rtL18OM  + rtM204V/1 + rtl169
T184 118202 5, rtM250 {35 1 el Z AN 15,5878 33 5 ds
[l % A T S8 ETV g™

RIR) NAs A] B A 7 6 5 26 865 2 Gl B% ) , A0 B 2 [ 77
TERE X2, W3k 1,

R LR HBV iR 24 58728 ik 52 St 24515 100

UK
HBV 1t 878
LAM LdT ETV ADV  TDF

LSS S S S S S
M204V R S I S S
M2041 R R I S S
L18OM + M204V R R 1 S S
A181T/V /R R S R I
N236T S S S R I
LISOM + M204V/1 +

R R S S
1169T + V173L + M250V
LISOM + M204V/I =+

R R S S

T184G = S2021/G
WS UG L P R 2, LAM: oK R LdT: B bR i
ETV: &R ; ADV . AR 1R ; TDF : 2rifi b 5 Fid
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N T2y

FE DRI 24545 RA 97 5 PR LA IR DR R 22 NAs 3697 19
BERN, ATRE R RS RT 2R NAs BT 25978, TERIA 3 X
25 25 7 BLR T B 5 &R 25 . gk & B, RV R
“INZGT A, AN HROR BE A A S B 0T RE SR BR H 2 2t
2450 ORR T 25 9 78 H A7 T IR — 5 7 bk, % 7 bk
XFZ P NAs it 24, Villet 2 16 1 6 5c)5 423 LAM J LAM
A ADV JARIT RO E VRN, K6 31 [R] i 57 LAM i 24 28 4%
F1 ADV Tt 245 28 A5 (R e A 25 A8 95 B2 Ak (1tVI73L + LISOM +
A181V + N236T) . %G EEkEXT LAM .25 ADV M25H1 LAM
XA ADV AT BRI 24 B 35 R B, B R £ 2Tt 245 190 27
RIS FHZG BRI P RO A EE S R R A £ 25T
2t

& TR 25 B R R

R SR MR T 2 i R B IR KRR B KA e ek
J5,90% A 1 BB T B AR Ab s s . WO B RUA
7, T R A EE s R SR AN R & A, T 6 H BT 1 B

(B0 95 F3 it 25 52 NAs I8 97 B B0 25 5% 28 B 1 32 35 1
200 RN 2 A L T RG I F) H PR A i 24 e A
25, NPT T S 8 O TR 24 2 AR 5, b A ik
FRHIE"

LT 25 1 A

1. HBV DNA Wi AIBfi - HBV DNA Wil %37 3457 i
WE S TE, TSR R ITAG , R IR T I &A%
ST ST , 7 O 68 ) SR S R R S L T 2
i 5E B PCR J7 i K HBV DNA /K F, 2% 5 F [ b 8 fi7
(1U/ml) ok, EAMAFNE 1 IU/ml=5 ~6 3% I1/ml, {5
FIATISE . P A0 0] B9 2 SR ol 3 A ) 225 S oy
SE PR — 3P Xt [ — A Hb 7 BRI 1 ) — 191 £, R R
SR B — G 7 2 A TAA

TRt NAs YAIFHT, WA B HEAT 348 HBY DNA 52 it
T, JITIA YT 385 15 UE AN O R, FEVA YT AL, IV % 0 3
AR 1 Y HBY DNA, 3K753 58 2 24 MA 5, TR 3 ~
6 AR K

2. T ZhL RN T 24 98 A5 — EL W e 4% ok , 271 o 2
Wl 270 B R KA AE . ANAE LAM Tl 25 8% o, 452 )
LAM 4 45 J5 | H 1R AP BEAG I B T 255825 bk . pl T NAs 7
I R PR PR A i, FH 1 A b NAs S8 3t 1 B8 4 ok ik
% T, % TR & T 24 sl HoAl I DR PR 7 1 NAs 289A
IR AT S B IEAT I 25 0 SR, LA A 28 AR A 2 Gl
B) AT ST I PR Lt BE A A SN2 My i 24 o i 4
2l bk HABYAYT 19, R 7 v B R B T 25
AL % H BB 25 A BT, o T TN 5 B0 72 I
T TR AW R, PEATO 25/ SR A B T4 S9R97 7
ST E N

R [ 4 e = M e 95— ) e PR R T 24 4
B R TF 951 4 R R B 5 2 B A T 3R 00 £, 45 SR AT g
ORI, A, 5 DR R 24 K A6 A0 AL BTG AL, O 55—
FrEE R KR A £ £ P 25 5 8 7 T e i R 28 T 24 4
M, RA RSz E 8 PCR ZEAEMINE] HBV DNA By B, 4

A T BEHEAT e DR AR i 26

W P 070 35 DR 280 i 246 0 7 A

(DPCR 74 B4 00 77 10« 2 o D ) i R 28 1 25 A
5 v 22— RN R BT A 288 0 5, , A4 7T A A A6 B 5 A8
HTIAB A A, X T AT T B, SOAT VA ST BB 25 R0 ¢
{37 15578, 5 RSN AL W B0 TIE . PCR P20y B4 0 e i
TR, SRRy 20% , B 5 75 kB0 75 18 I 45
FEREAY 20% I, A fERINF]

@ PCR Py sl ek ) J2off PCR P M3 4k RS
FEALZE AR, B8 10 ~ 30 SPHYE LR HEATIN R, A B0 T & BT
Ak, I AT R B E A [R5 51 2 Mk 22 W B4 R X 491, G 5 dak
J 5 T PCR 7= 49y B 432 00 56 0 , (EL B8R A X 50 5 2%, % I 6
LW B B,

@ BRAIE B B 2 8 PE AR (RFLP) 0 R, R A%
KB g 5% AR DAV Ao 4 — AR I G AE 10 05, 20 IS4
SEPE DI 29 AGE T C A B T 25 007 5 . —Se % s
T A T A ETASE A5, , R R D U 2 45, L ) 06 N
RIS

@ LAVEHET I 2222 3 (INNO-LiPA ) %) R e fik
K ER g 5% , TR B A RS B , A0E FI T B A B i 25
{3745

LEAh A RS AR BRI e BB 22 A AT
A BRI PP v R VR o I ke 2 20 268

U T 254 2

L. J5UR TGN 2RI A o 7 2 25 O B B (1) B T
S5 T FHMERD NAs YAFF 18 2 BT 4 , K A TR JE I 25 I
YRR A 2 IO E™ o AR A B AT, T AT
HBV RT XM, LIS RE W] BB A7 FE TR 25 2848 B 1 S 300
FHR E ARG . I NAs W34 3 1 ADV 3497 I H
PUER TR, e e 2 8 ETV 5§ TDF, s i LAM &
LAT, JH ETV LAM LT 3497 Ji & TG B 25 %, o] e 4% m
ADV il sk i fl TDF . 75 B30 i 2, A G5 K& TR
S ESE SATE AR, B 026 [ 45 7 h B R RS A R R,
1111 EL A % e 3 R (R 25 W00 A B 1 2 55, T B o Z I IIF
I A F A SR I S 2 75 I % AT A AL e R SR

(2) IR K T4 NAs YA I 5 1]t BL3R 206
el N O LB A e e IR I R g
FHPMPE B J5 R 258 BB 15T RN 24 3L TR
B RGBT TR

XF LAM LdT 3457 24 JE 3843 BL25 %, AT A ADV, ik
JII TDE, X ADV 3457 48 JEIF Hh B30 4006 2 27 0 24° , o A1 %
JES A IR A 25 (b e e A Ui 253 ) 5 i 59 4
1A TE3E LA 251 NAs, (AT E R, BAVAYT 5, AR
RETTLH 8 HBYV DNA RS R AT LL R, % AR i 24 1 XU
R

LAM Fl LAT 47 i Fi b L0105 25 25 1 v B0 322 391 77
B0, 42 24 5 HBV DNA B/KF, /T 0AST 2 ~ 4 4R
B FI, Keeffe 2617 $2HE T NAs IRTF IO B4R K HE &
HRIAST 24 F HBV DNA AKCEARALIGTF 7 %, LUR mm 17
B BRI 25 10 A . T SRR BRI & R T LAAE JLIU
T B 43 BT 46 SR 4, 30 15 % SR AR A0 o [ [ 155,
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W BE M BB AL X I8 3 % ( EFFORT #F 5%, NIH 7 i} 2.
NCT00962533 ) , 7£ El bR _L B IR B ik 1 PRk BIME 2" o i
RO EERER . 2558 76 UK R AT ALA T 4
TR0 35 O T AR IR T AL (IR B 2E LA KK 74, 0% vs
61.1% ,P = 0.001;fit 25K} 1. 4% vs 11.4% ,P < 0.001) .

XFFERAL AR 25 /0 259 (40 ETV 1 TDF) 3597 48 J&
R H ERSER 430 5 2 I 8 A AN B 125, B RIS il T AR Jfs
FUE I BEEL HBYV DNA JKF (7597 48 Ji Y HBV DNA 7K Fil
IRITWIE A9 HBV DNA 7R bR A% K, At T34k &k
WA (> 2 x 107 TU/ml) \HBV DNA $542 [ n 4k %z
T HIZY , BfTa 7 B (BT K, TS RE AR A7 5 o 1oy 2, LT 24 3¢
AR 200, X TF AR M B4, (6 3 R FE R 42 F I, 38
FIF- G W0 B3, R R IR YT O 52, S 2 B 5 4
—FhZ5 (ETV 67N ADV 5% TDF) |, 45 1] 15 B 4 19
BIFHRIRZG 0 % A, TDF 763k [ o Rt T 3697 2 BT
2,5 ETV IR H B4 5522 N 1) NAs W3R B, 1T
JnF ADV,

2. T2 bR . i T 2 AL DR U 25 28 A Y % AR LT
AR TERILA T, R, 5400 & IR 24 01 B Bsf Ak 24T 3k A
JHF 98 S A SR FH S e 3006 7 RO R Ak ) 2R 3 R T
O FER T R T, — HL&Z B HBY DNA T
o, ST BAG A RRE AR N, ORAE 1 A A S & A& HBY
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