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L% Wi 5 (hepatitis B virus, HBV) &4 4
SRLWTFUR ], HBV FFE 2 62 181 2 8 JH 4 (chronic
hepatitis B, CHB) Jifdl g (s fap b Y, it
W IRYT 2 CHB ¥R Y7 8. (HEPUmERaI7 )G,
AXCHB 7y 183 ) G ) P05 3R A W25 G, 84 CHB i
BRI TGN A, F 2 IR 25 &2
R JrRERER. HATKRRImARDT ORI, J697 1)
TR 18 R PR R SRy B E X 24
N J NI AT S M GUR BRI T R Fe o T RIX A
Wi KSR 5 HUR AT AL MG &R, AR TR mfg it o
RN R EEHEHORTIRITITRL ORI, $#2eE
BARMNE, R RELT A, SCHT . A
SCALHLIG ST 1 fa o7 i R v 7 P 3506 CHB Biudi 75
7R SR 5

— SRR EER T PR

AR, CHBR FEZ M i 7536 97 1 A2 v il
THHBsA /K MBS Z ALK VR B INE, 2T B
HRFEFIER A . WursthornZEP%1 26| HBeAg
FHE B N R O BB T3 E (pegylated interferon
alpha-2a, PeglFN-a-2a) BtAFT1E4E 45 (adefovir
dipivoxil, ADV) &7 #EATIT 200 M BN, 48 )5 it
FIjEHBV DNARIHBsAg. fF414{HBV DNAFIHBV
AN A R I AL FE % (covalently closed circular
deoxyribonucleic acid, ccc DNA) VA7 AT &~
B, IMEHBsAg 5 IF412{HBV DNA F [§ M e iR
MG AT G, KAELRM Rebili (HBeAg) F]
o e MLV 2 R e VR T T S 412 cee DNA R E AR T
JToHBeAg AL #, /5 MLIEHBsAgi i 15 L HBV
DNA# . fT414{HBV DNAFlccc DNA JzHBeAg/K
SEFEEYIAHIC, W00 BE VR YT 0TI 9 7 2R AR AL )
a5 AT 5k IER ORI, HBeAgHI £ CHB
B, PeglFN-a-2ajiJ7 128K, #HBsAg | %3
1 500 TU/mIBL R & & A= e bt Ji L3 2% 5 4 (¥ K 4
TR 255, AR VAT 12 I HBsAg /K-> 2 000
TU/mlsl# AR B, s bl A e It i i o
Bl etk AEs N, X T HBeAgBIPECHB, 548
JAHBsAg<< 10 IU/mlakify7 h FE>1 log,, IU/ml5
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7 JE34EHBSAg FFA R BAHTEE . Peng 5} 3
KB, CHUEY it — Lo & B, LA12 J8 )i i
HBsAg/K-- 24150 TU/mUHCA cut-of f{E, ¢ 4L005 85 2% WY
#Z (sustained virological response, SVR) ¥ TN R &
B FrRRE . FHPETIME (positive predictive value,
PPV) . PRI (negative predictive value,
NPV) 734l 63%. 95%. 86%F185%, HhLk Nk
0.75, I\ HTEPeglFNA YT 4512 I HBsA g ) 52 f kil
JEIERIB, CRYUBY 15 24 5 R AR R B B 2 N B R
HBsAgiH ) K 4F Wl [N 38 . Tangkijvanich2:"f 5%
BIR, PUR BRI IHIRHBsAg/K VA7 B T Tl Peg[FN
AT R, M5, VYT RTALTAIHBY DNAJKF
K. ZRZES T RIIATT A IKHBsAgZK 1 /& 5 SVR
FHSE A7 A 2 . KimZ5E®%r 484 B FILAMEETV A
JT SIS P SRR 28 B AT R U, RILVA T Y
HBsAg WA, AR YT 5S4 H G 25 &4 10
B TR, BORNTIZT () BBMIBUR IR
KIAT7 . HBsAgw & n] il TR IHBY [ 289 F 1t i
I & e AR, it 2% IHBsAg/K -
TR B . fEHBeAglIPE &S, {KHBV DNA
(< 2000 TU/mD) FMEHBsAg (< 1 000 IU/ml) wJ
DA A % s P45 R A, R AR AR RS, DA &
HBsAgH Rl aett. WLk (telbivudine,
LdT) 597 MHBeAgfHVE B, 1071045117 HBsAg
< 2 log, JU/mlnJ LATRII 2524 (O RF N . AKEZR 3
245 FN52 JE HBsAglF) T [4% LEHBV DNA T B4 3 A5 7
MANAE"s AT WL, BT RTRHBsAg/K T LK U
FIT 128, 245 HBsAg/K -0 5 FRAR AT 44 Ay e 17
97 RN 2 J5 8RR T BT 35

L L Repi)R

I R b, 38 R IS HBeAg BH 1 4E 2 HBV &
il AR GL k. TG Lh O R TT N B AN (1) B AR AR
Y. Ma %5 U %} 58 45 $% 5% IFN Al PegIFN-a-2a 4 J7
(1) CHB & & HEAT B U5 0F 90, RILIGIT )G 12 J. 24
A 1. 3% HBeAg 4y % LA 17.55 PEI U/ml Al 8.25 PEI U/
ml 4 cut-off {8, L 7l 48 J& HBeAg Ifil 75 2% % 4t
ff) PPV FIl NPV 43 %] b 38%. 95%. 44% F1 100%,
PegIFN #1 i KT IFN 41, H 1 HBeAg IfLid 2 4
Bt bl 5 R R I R . Heijtink %5 U i
GURBL, HeLk HBeAg /K P HI{E) 16 J 17 B 5 N 2%
(P D8, TR A, #5 I 8 JH HBeAg R AIG IR FE
/NT40%, WU TFN-o0 v 97 16 JA I AN 25 3R 43 B 25
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I, 58 WA HBeAg 7 BT 1l IFN-o (199724, Fried
2t 9V 7 PegIFN-0-2a FHAL. 2 LTI G R AT Hh
R, J4k HBeAg < 31 PEI U/ml [fJ 5697 48 J&
I 5 54% K 4= HBeAg Ifil i % % #e, 1M & 2k HBeAg
> 1294 PEI U/ml [{] 5 E AT 24% A4 M35 2 e ke
R MLV 2 G e 1) R 1L HBeAg 7K1 FF 4L BRI,
IEAEIRIT 45 AG 24 B AR FRRAK-. Ty 24 JE B I3
HBeAg /K*F= 100 PEI U/ml [¥] H & AV 4% & /4= 7 IfiL
¥, NPV 4 96%. WF97 % B, HBeAg & &
DUAE N ] TEN 10 HBeAg I 375 % e b FL AU ME A
SR T 1L HBV DNA., HBeAg FH % ) CHB H %
NH BT (entecavir, ETV) FUlEEIATT 24 JAIN
HBeAg W& [ n] T 7 HBeAg Ifil 35 2% i e K F
(B SRR St A

=\ LR RIREEAZ PR

WANGE CHB 538 1T 20 23 2 BT 9% 7 4% Lo it
J5i Chepatitis B core antigen, HBcAg) [l R4 {H &
HERZ T, T, HBcAg 552 L H-4i i A 1) 7>
A 5 37975 85 45 5 LA AL 2R 90 2 1) LA B 2 R A
Kk, HBcAg 7341 74 3t 40 M % In) 40 i 2 (1) IR 7% A
JF R FIE R TG BRI B 4R Ax 1, 2 EE 4 U X}
PegIFN-a-2a J6 97 [P 4 2 g7k ¥ CHB J E47 (9] it
PERFSY, RIVATT R AL RE K. HBeAg 1111]
PERBM (80 RAREENHTMERTTSE TS
(97 2. R B T 20 2% HBcAg 1) 43 A K W H 1 i TG
ANINWGE—hrdE, t, HBcAg S5HUR 2T 20C R (1)
WEFAIAR B =

VU, LA 5893 B A% O AH BT

LT R B A% 0 AH STt (hepatitis B virus
core-related antigen, HBcrAg) i ccc DNA # % 1)
mRNA F &M 2k, A58 4 K46 HBV DNA [ {7 1.
HWF5T W oR, HBerAg 5fiLiE HBV DNA. Jif P4 HBV
DNA. ccc DNA /K P % I 9, H 5 M4l 4R % %E
TG B B AT YE AR FE A AR GF IAH OB o N oK R

(lamivudine, LAM) B¢ ETV J§J7 J5, HBcrAg />

L5 48 W IfiLiE HBV DNA, JiF 4 % HBV DNA Fl cce
DNA /> B IEMOE, 5 H %035 M HBeAg fuk
Pt ik DM S M N LAMSIT R A SRR
REF LR, 52258 HBV DNA KPR, mE
R HBerAg KT W3 i T RE KA. JERIIEBIT 6
A~ H J5 HBerAg IR A5 (= 4.6 log,, U/ml) ] i
FH o R LAMIN 25, Kk, HBerAg & — A K I
{16 T 455 24 I 993 155 S B R A i 24 1) B A R Y
Okuhara %5 ") ¥ ¢ 1 48 5] CHB &% W ] ETV 3 J7
A6 G 6+ 124 24 4 H (1413 /)2 -2 (interleukin-2,
IL-2) , 40084 % -6 (interleukin-6, 1L-6) , [
40 Jfid /> 25 -10 (interleukin-10, IL-10) , [140 i/ %
-12p70 (interleukin-12p70, IL-12p70) , 40/ %

-21 Cinterleukin-21, IL-21) | (14l j3 1 % -22 (interleukin,
1L-22) K H ¥ 4L 7. HBsAg. HBcrAg fll HBV
DNA 4% fb, #fF 50 & B, 38 97 /0 @ IL-22 7K P, &
HBsAg. HBcrAg /K1~ 5 R AT IR0 7 ROR & UIAH G,
A 2 N 24 A H I IL-22. HBsAg fl HBerAg
By wi R N . 2 R TR I, VRIT T
IL-22 7KF-F{I& HBerAg 7K1 55995 5 2% W2 AT AH G

#. HBV DNA

O KRR SEIESE, HBV DNAZKSFE- A A2
CHBHUB BRI 201 A e Fabr 17 FA Y7 200 R 4 el
#. Al-AshgarPW %% T 356 HBeAgl 1 3 (KDY
HI¥G N FHPegIFN-a-2aiR 748 YT 5,  KRINHEZ LIHBV
DNA<C 20 000 #% Jl/ml Ajcut-of f{E, 12, 485 M52y
S 24 JE G 52 N 4y ) R 43% . 49%F1157% . Logistic
B0 B R, FERARAATE . mALT/K. fKHBV
DNA. i H i = fg & SVRF T K % . Gheorghita
PRI R I, HEZRK/KFHBsAg (3.72 log,, IU/ml,
P=0.032) FIHBV DNA (3.96 log,,IU/ml, P=0.035)
XFSVRA FIPETMAN . ¥97 12 HBV DNA T [%
= 2 log,JU/ml, JCiEHBsAgfi L &% SVRPPV
H80%, #HBV DNA [ %< 2 log,, IU/ml HHBsAg .
R, HSVRINPV %85.71%. WiFitirs, HBsAgE
XA HBV DNA 2 & 3l /& CHB & # % F PeglFN-a-2a
BWIT AL B AT . IR, 6T
PegIFNFIZ T (FR) KW, H4HBV DNA(K
KV K AGTT 2485 . 48JFHBV DNA [ Z AN af il /K -
e AT 24 A 2B R DL K RE 8205 B 24 N2 1) R G T
#, (A S HBeAgBH M & 3 e AR L 2% 5 6 1) T
D220 ik, 184 2T & s AL DL A
7k B b RS IIHBY DNA, AW AT F LK #y7
BOEAAETT (R R 2 kA2, v LU
iR IT SR ALK .

75 HBV cce DNA

B AL PRI, 18 YE AT R B A
211 HBV ccc DNA # i 5 [fiLi5 HBsAg 5 5 /K FAH G,
5Ly HBV DNA $ AT G2 L, (5
4 }fo )y HBV DNA #im 2 FAH G, W90 BoR, (i
HBsAg & it /KT 5 77 1fiLi HBV DNA & /Gl n LA
FEASTH I e e HBV [ HIK 1, PR P10 8597 2K
Werle-Lapostolle 25 7 Wi %2 1 98 {5115 ¥k £ 1 JHF 4 14 4%
AN B K 32 4] ADV YAYT 48 JH B J5 JFF41 . cec
DNA 254k & BL, {£ CHB (4R Savh, EIEAT % 2 i
B2 IR 3 FIF 40 i coc DNA #4257, ADV K14
7 J5 48 il ccc DNA 5 1ML HBsAg [A] I T [%. 847
W SN, FEZE A2 ccc DNA #& 5 F1- 40 il 48 5 0%
A, BN H] ETV 8 ADV 3897 1 4E AR A 31
HBR. HEVRYT G il DLGE AL 2R 90, wl g S5 40
FFZHZR ccc DNA 556, T (B BE 167 14 it 1R 4
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W5 ccc DNAR,

. A

H AT AR 45 HBV 42 3 UL 7 IR 7 41 e U = 8%
g S FER X AL TP R )7 41 S e = 4%, "N A ~ 1
JUANA R Y, 7R3 E, HBV LKL B F1 C
HE. AR, it HBeAg BH Mok I 3,
I ] PegIFN ¥477, HBV JE[H A, B % C, D %4y
) HBeAg I 7 #6408 J HBsAg 1 % AL,
EEESUFITEOL R, A IFN fE N a2 8 A i
H LN HBeAg FHYEMIE B B s (1) & PUw 55 24
P20, (HXE NA (13697, S HBeAg PHESRBIME,
HBYV J PR RG22 3 25 JE W S5 s ) B2

J\. HBV JLH A

HBV 15 W R WL 5 PR A7 1 78 55 ] i i HBeAg
FBPRA B, —FEHT C X nt1896 47 5548 57 5
HBeAg KILZ 1k b — Rl A O 8T (basic
core promoter, BCP) [X nt1762/1764 £ A8 5, F&A%
BT -C X 1 C X ) mRNA % 3%, HBeAg % ik & />
70%, {Hp5EE R AL BE o o, S TIUKSP AT REFE o
AU -C X A8 53 m] Rb 3 A F G i B, PO 8197 0
ZEM AT G R 42, Howi AR ik e i HBeAg BH 2 Do
1M BCP A5 S4B A 5% IFN 7 %%, Plith, % HBeAg
Bk i WV IX 5y HBeAg Kk Jl /b s e b i Js e, f
HHI-C XAERH, TEBMPUHE G, I HZE
2 5E K97 P2 Y, Sonneveld 45 PY HF 9% 5 7n, HBeAg
FH 1 CHB . H PegIFN v 77, &4k o BF 2 B 2 Ak
£ TR S 197 %% (HBeAg ¥ %< A1 HBV DNA <
10 000 #£ U1 /mD [WEERFZ, mARr -C XA (s
BCP 75 55 2 ) 5 Wi HU% 2897 30 AHANA NN T -C
[X A1896 ZZAF AL IFN it HBV [FJ7 %%, 1fij nt1762/
A1764 G754 B T4 5 IFN N 25 28 P53 g 4 g
ST

Ju. HERH

HE Bl R PP AL 25 S M . B HBV k%
AR B I BA— AN 3R A 3 00 AH O 98 AR B B
PE#E. T HBV DNA B % 5, H HBV ¥ %
(reverse transcriptase, RT) = 3'—5' # I fE 17,
Kt HBV A8 S R AR &, HAR S5 W BEAL, AT
AR, IEET I B (R KAWL 4s&T
HBV Z &R 45 407, BRI HBV DNA &l
WIS HBV JE A BEIX 5L K 584, 5 3URE & A 24 2 1R
WeES, 2 5T (B RBmsia R, A
S Y U AR B A 2. T 250 s AN [,
AFREAE () K25t 2536 R bt b A7 BT A TRl A5k
SEE KRB, A ETV I 24 75 56 I LAM fiif 24 58 4%
(rtL180M =+ rtM204V/1) , et EEAl b ik rtT184.
rt8202 Bk rtM250 Hrf—A> ETV R A i 24547 11 B
X T B AR ROk, ETV 5 5 58 Bl A7 8w (10 56 I8 5
ki, Villet 25 PV Yk, LAMNZG)5, J¥EETV iR)T,

LAM fii} 2 58 A5 bk 43 4 BTV FrELiiik. i = Py 22wy
25 UE 1 M 2 BT 5 AR VAT I R 3 o
ERN I B AR AHEAT THFSE, KIAE LAMRYT — B
WE S, HI LAM fif 250k, JF 8 Wi ok o #k,
FEErh &M E T 5 0%, Al i 20k,
HARIA— AN 2R e RIR SR . sch ETV )5,
HBV DNA /K- 3 [, B o 5 22 R LE ) 78
Wk, BERERRE A R . — TIVEAG LAM 5
ETV 7 2K R FEAR IR ST S 7s, LAM 254t H ETV
JG, 48 2 LAM fiif 25 kA7 A 3k B0 X H6r 5T
25 Rud W BEE R AR N R A2 AR R, )
AeAE B S e M2 AR A &= 6. H
WA RE— IR N T f# . BRI, HUREEIRIT IRIRIT 2
A ] e BROA TN 245 1R & AR T k. — B I ] LAM
PUR FRAIT IR RIF S 4 B oR B 8 4E N 76.3% K
A= HBV 10 i 5 P47 S 2R - 2R - RI14
R - K114 % MR (tyrosine-methionine-asparagine-
asparagine, YMDD) Ar5, k42 YMDD 4% =) %
eh g B R 1 R LA TR R A2 YMIDD AR S (1) AR
&, AT ARBAT ORI YT I R .

g b, smatgtt QR RIUREERIT R ER
X%, TREESEH BRI S fE E R AR, R
BEXAE AR MGl W2 AR S 2 R RS S I
FHECHI 2 5E 0, 80T HUR BRI T IHME B 52 e
HZhA. &I CHB & 4k fh 7 Ja Bk Ak
EARINARAL, R E BRI LRIRTT J7 %, AR L)
T B2 N SN R VR T %, LR S PUR R IRITIT
B PR A T 2 RS R IR AR, B
FEAELGINBL, Bl SR MRt RE, iy B,
Pem BRI NS T, BT NIRRT 3R
o HHHTRA N LR 2 1) S P pLE . CHB K
WPUR TR AT Va7 IR SR IS e e M g% 4
RGN I R R WA TG Wi
JhE ERAENTF, RANRRAEPUR RTS8
516 2 R AR BAE F] A 8has2e s, #7280 i
FRBR RN it 2 1 28] f PR AL B39 R O

& % 3 Bk
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