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RELF2(EASLBRMZE N X BHHABETL
BRHTT 2R B RALEBREABEERAR
E—FHEEHANFEEFRENNENE,
HBeAg i iF# ¥ % X Z HBsAg B R & F #
H, HHEH BENLAREHEF AL HBsAg
HRE SR E ¥ 245, HBsAg 2 —Hi
ZERMER, ARET, % HBsAg 5 fF R 3
HHEHRRKDNA ZEEHX R RREREHNH
KM HBsAg BT X ABRIEF XN R
LERELK BT EREY. HFE X, HBsAg X &
RAWRK#E-FRAABU AR ETHE
BEARET, Tseng AT E 6 AT —H &
M A58, 4t 1068 ) HBeAg A &, HBV DNA
<2000 1U/mL ¢ HBV ¥ # £ # 7 k % 13 &8
Wi, MEEEEL HBsAg AP . B R 5 R 4
HBeAg it B AN X HXRESFEAZ
B#x 4. #AXERE R, K HBV DNA ALT
E¥,H HBsAg R K FH M ERBRENR R A,
REABEGTARBEFREERN 0.03%; R
HBV DNA<C2000 1U/mL, & # & ALT X ¥F &
HBV DNA<C2000 IU/mL H ALT<(40 U/mL
H FmmERLEENF A 0.18%F0.1%. #
&~ HBsAg R BEAFERME LB XRHF RN L
FMEZE.HBsAg T ER AT TR EELTE.
BRENBTARABGCHAEHRAREFHE
(SVR) . HBeAg i B ¥ B e A Y F L £, X
4B U TR EARFHRE, T T RELAR
HBeAg fu ¥ ¥ # # ty HBeAg M H A ZF U R L #
LHELE SVR th HBeAg i %, I R kA&
1K #1857 4 B SVR(PCR £ #il HBV DNA 1{& T
BB KK EFED,
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WHEHEEH KRBT ARTE  HEBENKERER
B.REAEERFENRY. TREEAEE
HREPAE AT HOREEANS, BLTELHR
% )5 SVR fr HBeAg i ¥ % %, F TR F
HBsAg i B th #E £ .
THEHNERFRZERLA LA 50 24
e, ARIEL, THREATBHLEFRE
M ARETREAEHH HBeAg I F F 4 &
RE EAERNEHEA EAERK, HERNE
L_BTREARTEELARXNFREE T
BHEATHEFRFIWAREELR B TH#
FHERGZAREGNELEHXBEL., Cooksley
S FENERSFORRERFET RO B
THE o227 HBeAg B A H L L& TH £
R ES AT # W B A B A& & (HBeAg 1L % #
# ., HBVDNA#MH E ALT ¥ )RGEHW 2 &
(24% t, 12%,P=0.036),
BEABSHAABGEAFARILRLI-_BT
HEBTER BN KA K. Jassen £V A K
NARKFRE,I36 A HBVEH AR DA ¥
TW HBeAg B EHEZRZ B TH £ «2b
BTS2 B EKEITE 6 MA th HBeAg h % #
BHEH2%, LauEOUARHUTHAR S
BB & ,271 4] HBeAg I B H#EZ R -
FHE «2a %57 48 B, T %X E 1 % HBeAg
MEFEEEY 2%, Law S A U T H EE
HEHABHFFEHER %+ NEPTUNE #f
RH,136 %l HBeAg WM R FBFR LB TH
R alaibiT 48 B, B %G 6 N HBeAg g #
B¥EN 60, EPEK ALT>SX EFME LR
(ULN)# £ # . HBeAg M ik 2 # # £ & % 61%.
Marcellin " 89 # £ % &, HBeAg W B % T
ARRBEEAEXRL-_BETHE 22657 48 A,
BHEHRANEEZHE I, B4 % 1 £ HBV
DNA<C2000 TU/mL # B # . % 31%, 2 &+ 88%
WEXERRAESFAERRUAE.FHE 1 £
HBsAg#BME N 5% B EE 5 EHE 12%,
FTi# FiE77 HBV X BA o C & &) HBeAg
R CARF X A4 N L E 4, Bonion &0
MELZBFHE o227 HBeAg HHEE R Z
AFXNHNERARETINEFXNTALAE
T ARAEEAEZFANRL-_BTHE a2a 9
BAEE RG4S KE 24 A HBV DNA</20 000
HEN/mL EALTEFXEXRBAM CAHESE

PR AN AN EXEARMDBESY
AR 27T% A 16%, Jia BN H B LB TH £
a-2a 5577 HBeAg Mt 18 15 Z B AF X 1 27 s IR 57
RYFETALNE T, 76 FIUEEBAMCH
AEthFE HBeAg MM AT X EHR BT
RLU_BTHRE «22a 67 8A.EHE 24 A
HBV DNA<C2000 IU/mL &9t % % 48. 7%, & F
M KR LKA 40%.,

2012 4% EASL B M Z B FF k45 H™ # 4.
HBeAg it 2 # £ 3 HBeAg i B ¥ # 4% W & #
UERETRL-_BTRESNT;HBAg IR
FRAAMTEEAEGEHF AL T g —
HBBEEEXRL_BETRERT.

B AARFREATBENERCERN
RKEE NELALXREREGHETER HEH
JE SVR fu HBeAg i # ¥ ¥ % . R Lk B B X H &
KHEHFANEERBWRL-_BTHERT. &
HBeAg M # & # 52 3l HBeAg it % 3¢ £ 3% H
HBsAgk F# 4 T %, 5 HBeAg [ # & # L3
HBV DNA ¥4 # % £ HBsAg X P HET %, M
MHEEEKEF LI HBsAg RS E ¥ # ¥,

TR ERTEH A LN RCGT %8
FE W

RGT R UM A& T ENH EEE, B LMt
TR —. REFARAEEERT IR
HBsAg T EW ALY AMFARNLERN R LE
R ATHRBLEN AR AT FEREKTREE
BEHEARLLERD,

TREBTEBURIAFXTRANNEIER
BPREHRFANL, M MHFH BT EH HBV
DNA X ¥ HBeAg T £ 5 # & E#f HBsAg ¥ &
T, E HBsAg T EMTHEBFHEHANE
T LR N T 2

. T#HFib57T HBeAg BB M ZHF X W
RGT %% . BEW AN . RL_B\BTHEB7T 24 A
HBsAg R EX W FAB AR AL, 55 #
THERE,

Sonneveld £V ER N F BEWHARE 7, B 7
ZETFHE «2b BT 24 B HEMRE K HBsAg
TRIAFNERE 4 AHF AN LEMERE 3 £
HBsAg # & F 4 310 45 (PPV) 2 31 & 23% #n
15%, Chan " % 2 Hl#Z R L BT # %
albiB T B F PR E KT HIE HBsAg £ B &
hERHEHALLEMNARZR . ERE T, HF 24
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| HBsAg<{300 IU/mL MM B % 5 48 A #% A M
A4 PPV % 62%, #n B % 24 B HBsAg<<300
IU/mLE TH>11g IU/mL, T £ % 5 48 J{ #&
ABEFWPPVEE 5K, Ma 6" £+ &
HHEFTHHR LI, 24 AL HBsAg £ & 2890
IU/mL % H 1, # 47 1% % & HBeAg f1 % ¥ # #
# PPV % 43%,

Piratvisuth ' 3 B L B T # £ «-2a i
77 HBeAg M B M ZAF XM G AT A E
B ERE T,24 A HBsAg 2 & b
FMENEH AW HBeAg M E S #., %I 24
JA# HBsAg & & <1500, 1500 ~ 20 000 % >
20000 IU/mL W B &, AT HEKE 24 A+
A HBeAg i ¥ % % F 4 3 X 54%.26% F0
15%., UEHMEH h 4 NEPTUNE 5 5 & £
£ 7,397 24 A HBsAg ¥ £<C1500.<20 000 %¢
>>20 000 IU/mL, H &l % % /& 24 J§ HBeAg i1 %
FiG W PPV 2 4] 5 5700.45% f2 0%, 24
ik %| HBsAg & B <1500 f1<C20 000 1U/mlL # %
HWH R h 40% F0 86%, X BERRR, BT
TETHESEF 24ALAS B EX HBsAg R &
THES HYRNFLHELERHE 24 ALE
HBeAg i #F ¥ # %, Bl . 4 T EHE LK FH
E#, w48 Ak 4t HBeAg i H ¥ 4%, # LA #
XEBAHTERNER, TELSEK BT, B
HBsAg & Rty % .

%4357 48 HBsAg £ 8 5 HBV DNA %
THATHREFRFTAALTEETHHEALL.
Piratvisuth £ R B TH# £ o221 B K
HRWEBRES>NE T, 24 BH 3% WEFH
HBsAg<C20 000 IU/mL H HBV DNA<1X 10°
N /mL, B2 5 24 § HBeAg i F F# H £ 4
53%;83% ¥ B # HBsAg<{20 000 IU/mlL
HBV DNA <1 X 10° # Jl/mL, & % & 24
HBeAg mF #F## £ 4 37%: H 4 1600 th & &
HBsAg>>20 000 IU/mL H HBV DNA>1X 10°
#N/mL, XX EEEHE 24 B HBeAg f1 % ¥
BHRERA N,

B 2. T £i4J7 HBeAg M &4 24 7
#, 4 HBsAg £ 8 T # £<C1500 IU/mL, 4 4 #
FEAH, 48 A 4 HBeAg i ¥ % H
HBsAg R E# % . H E TH Z 250 IU/mL L T
#,RKBFTET2 AHNEK, 4B LI HBsAg
Hhxt 48 Ak X & HBeAg M ¥ # %ty &

HBGRKETEIZR., wib7 24 Aot &4
HBsAg & € TH Z 1500~20 000 IU/mL, ¥ 4k 4
EKkETETZH,

2. TH#H %#J7 HBeAg B HZA K X 0
RGT %, 5 HBeAg Mt 18 ¥ Z & AF 35 40 th,
HBeAg I REZAEANXEZER ATHEE
Ae RLCZBTH KHTE HBeAg I B 4
BHERTBLEAFER AR LT R E — &
B IRBAREHRAEHRAREENLERR
HBsAg W& %,

# HBeAg MU B M AR EHEF, R
BTHELTEY HBsAg 2 Bk F R o H N 42
BERANL HFET TENRAE ULAES
W97 BAF. Moucari V" F R MR L 8 T4
% o2a3%97 48 4 HBeAg BB R Z A F X th
HRE~, HBsAg K EX A SVRWEZH H E
TWH., 7+ HBsAg T B & 24 A TH>11g
IU/mL xf SVR #§ PPV 2§ 92X, XA K & &
B2 24 A HBsAg 2 & & 4L 7 Fil HBeAg W
HBMHZARFXBEX SUR XK., L5 5xiH
WITATEBRZ 8 TH F#7 1 HBsAg &
HHM SVR W, Marcellin D9 R 7.~ %
FTH % «2a 677 HBeAg MM E M A F KT 4
WAHARGEREITERE T, BT 24 AF
56% KB % HBsAg x E TH =100, X LA 5
HBsAg x ETR<10XNH AL . FAHEHALEL
EEEHIm43% b 13%., P=0.0004); % 5 24
A HBsAg X BE TH=10%#,1# % 5 5 £HBsAg
FHREN22.4%, R FEH T 24 A HBsAg £ E T
W< 10%#(3.8%,P<C0.01), & B KL F,xt
THIF24 A HBsAg x B TR % .5 SVR T
BEHERANEH  N4SRARC_BTHhELT
Z48 B, U EHEHE SVR, *f HBsAg x E T [&
ROMEHANTEERARBRT T E,

BIWAYW HBsAg s B A F X BEHEH AR
£ 4, % B 1F A L Brunetto £ WA R E R R T
TBTHRE «c2a R RBKAUAKARERT 48 A
HBsAg < E"H 2 T /%,48 B % HBsAg % & »t
FF & RJE 6 A H # HBV DNA # & 5 & & 0l 4
R .97 48 A K HBsAg ¥ E # 1K, % % 5 HBV
DNA # A & % 8%, kK HBsAg & £<C10.
<100 #8 <1000 1U/mL # ., % & 24 /& HBV
DNA<C400 # Jl/mL # .4 2 5] % 88% .66 % fu
0%, EX L B -_BTHFEFE HBsAg £
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EAMRAE ZI HBsAg AR BERT BT
BT 4B HBsAg E BE# & T M, 657 K HBsAg
TEB/AFH(<I0IU/mL), ELHEHEERE
THEELEKLT . HBsAg T B & & T %,
EERRE M F RS KA BRETLR,

¥y 24 H HBsAg TH>1 1g IU/mL,
18 48 F % 52 3l HBsAg #% B 2 HBsAg & £ K F
ERM(CIOTU/mL) M B, E S K BITHB
REBTH XABFHEHFALLE BREKE,
Lampertico &™)k #, £ £ B D & oy # % ¥
HBeAg it B Z AR KRB L+ . R & T#
% «2a % J7 48 J§ HBsAg & & <1000 IU/mL
FL.oEHEKKBITE I AR | &£, HBV DNA<
10 000 # /mL ¥y B & . % 80%,% T 48 A
B 2B%., BRBL-BTHEEXKBFT
REFHEHFANL, BT 48 A HBsAg k #
e HBsAg R EAFRKE ., TNEKEFTFE
$Hht. Ao ERFARF BUKEZH HH®
MEEFDAEEZ . AR L _BTHERZXEHH
EEBANMCAEEFT  ELKATHUIRBEN
B

EW3: THEHLT HBeAg L B # 24 B
i, HBsAg X E FH>1 lg IU/mL, 4 &% 57
Z 48 F. 97 48 AW ,HBsAg ¥ £<101U/mL
HEGTHRETELET 2 HARELK,. $WEHA
HBsAg % B ;7 77 48 A B, HBsAg>10 1U/mL.,
EMHFERETHRHAEE THSEREKETE T2
AREK UBPBEHEREFER.

3. THEATBU AL RGT £t v B
EHTHER: S TTRERTAKBRENZ 2
NARE, REBRTFETXAKAEBTY., T
REREGBZF(BOEUH AT —EZEXHE, B
—BBEBL PIBEAHRAAREETRERTT .
— A K W E AT AW HBV B th
EAERZ-_BTHEANBBERAEGERK
F,ROC_BTHhFHALRAEZLSRZ_ET
RELGETHTRMEN, FTEREREZEZH
RABREITHRE . RABTHERE. B W F
EEEH#TH - RTRL -8B T# %5 % (EXCEL
BRI, g £ RGT £ Wit 15, %A R
$# % 97 24 Bl HBsAg #1 HBV DNA A F %45 & F
REATFRWAE.XRAANEE EN.TES
BB, FAEXH 24 B HBsAg<<1500 IU/mL
H HBVDNA< 1X10° # /mL # 2 X 4 & ¥

A XBrEEEEZR BATHREAT; L/
EEH A EZBATHEETREK BT (K
KEIEARBAMERFHRNET. X
REUREERE AR IR BT A TRERHRN
ETEHENTRRESH,

HTEBRABTHBE (B XU OEE,
REEBASIIEALEKER. RZ-_BTHES
MERFHK A LT H HBsAg AR ERB. B4
#ITE AR HBsAg € . .HBeAg ¥ & (+ &
E)M HBVDNAWR R ARR L _ETHES
BHEEBEUYE TR REDAES,

B4 O THEBI 24 Aet,HBeAg fA 1
## HBsAg & £>20 000 IU/mL B HBV DNA
>5.0 lg # Jl/mL, HBeAg ¥ % & # HBsAg &
ETHR<1 g lU/mL,.#RAFERF(BRIXUY
BT, @ BRAET 24 A, REEH HBeAg
R HBsAg XK F MG AT . REEHEHK AL #
W XREZHEHME %7, n HBV DNA T B
ZH M K F U T, B HBeAg f % & # £ &
HBeAg fn i % % % 5 HBeAg i £ & # HBsAg
& E<10 IU/mL, U 7 # & & A % 3F (%) % Bl
M.RERL B THEBITE T2 A HBV
DNA T F Z/& M AF LT, HBeAg % HBsAg
AXFTRAAE NITLAREARL-_BTHE
BEFBOEUHKBET.

ZLTHREBTHEF (B LMY L EE WY
FHRE

MERREANTHRORENRG KA WH#
FoBRE@EEA NS AR NAE AL R K
BRERABERETAMEHARE, CR I I
RAXERPAE LEA-—BHEETUENERAE,
BERHELNR MAXFTFRFRLS . KSHET
BHCHBEBYEBANE B REEXRERD,
HEHHHARRAAS ™ E . bz ML B, F R
HRTGERESY G E/RE-FENFR,

BHEEOX UMK BT8R NEdaEn
MEFNEHMBEEF ML H N A HBeAg % B
EEOhFFHHENEAE XIBEFRORER S
MEEEULAFAEFRANE A E X2 #
%, Chaung %" 7 88 #) HBeAg MM B Z &
HREZFFRNFLET, BT HH(H) £ 4
MBTHEZNEA Y I HBeAg Lk ¥ # # f
BH A 0NK &% E¥E KX (HBV DNA>
100 IU/mL) .
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HEBAKTHRERAREZRHBRE AR H
(BOXMUHER B AN EFHRBTEES F
B. NingZ"" 8 OSST R s & ¥R 8
THRE cla bR E(BIOEUY AT LAREE
FHEAMODAFREAHETROGEERALR. Bk
¥ 1~3 £ HBV DNA < 1000 # N /mL,
HBeAg # E<<100 PEIU/mL WA X FE R 7 =
BTHE a2a b7 SRR HEEHSFFET,F
FRL_EBTHE «2a HRBeAg i # # %
AI.5N  REH THEEL K HB7THGY,
P<0.05), M # HBsAg % £ 4 10. 3%, 8 4 &
BERFHHTAL LI HBsAg k. 54,
R+ 2% HBeAg 7% % B HBsAg T & AP %1%
(<3000 IU/mL) # th HBeAg # R £ ¥ n £
19%, B#%BHARZ_®T4# %5 HBVDNA £
& (HBV DNA>>1000 # 0 /mL) % % 36%, {2 ix
LEHENALT K FEXERXFAMUEE ERK.
50SSTHAR U MUNEXNE S NERFL
HEETEFRANGE B LN HEIT 1~3
F RBREFHLLHE YA HBeAg F B &
HBeAg UBH AN K EH A B HNE
FRLEBTHE 2T 48 AL 6 A, 2%
BMiE 48 A, IMAAEARNERKIEER
L_BTHREFESTZFE B XU W KRG LA
FREHE NI R

HTHREEEUDETRET AN EH U
REKE R GREFEHNFAK S, Sun
FHHMKATRGEHNFRAERET. KT
ZETHE claB AL KK EMH A #,HBeAg
mEFHHEEE HBsAg R EHGTHAEE F #
. 235 i ok K W A (YMDD £ X) &
HBeAg B R AN RAEZ L HETRL
BTHE a7 S AKFMERERIT 72 A,
GRETBAEX0ARL-_ETHE «2a 5K
¥ HBeAg i # 5 % 5 14. 6%, % A M £ 8
FETHEM % 72 H,HBeAg ¥ # # 4% £ R
38748 AR B THh K a2adbTHEHE 24
B HBsAg £ % 3.2% MEZEF L TH L —
#l 1 3 HBsAg #% % . Chan %™ % 40 i &1 A
BHEEOEUNRREANATELRNENRT
ARXBEHEFTHTHARERER . EREBH &
FRL_BTRE ac2a BT 48R BHERF
2¢ Bl ,HBeAg Mt & H it F M &£ £ % 52%;
HBeAg MM B H R EF R EE N 5%, AR E £

A St % HBsAg R

BHEEBOXNDELEEFEGY AR E
HEARARRT . & — HTHRBZAF KA
F AERRPEHNEREATFRELT 2R
AHARA BT EAELEHALE, H A
TREBOEANHEEEE TRXARL BT
RERTLAFHERALL EREHETF
RABAGREUR BT ALSEHEHHE 2
REERNAAABRERFA R B AR B AW,
AAERRBEEREL NERGRLE2BREGRE, B
RETOMBT TR,

(FHRBTEEZAFRERBUMNETHROFREXR
(UMREEDF) TEE S RT. ERE TE F2H 4.
TR EE B RTE AT BEs ¥ EEH,
BB A RSN SO B B R AR .
47PN E 3

HEE (THEATEHEZBFREREIOWT
ERCERBUD SERATHRESE NHEMNEH. &
2007 R ALK HEFIER £ T B M BE N E .
RBERFREFRRE BREK THEZFTR.B(ERE
BORERFEN; ETX—FE. & FXRIOTF 2010 £3#
PTTEXREH. BFE. THREBITEBHZAFENSET
—BHMBRRE, 20124 2 H (hERERFREIERES
LEHRBREIFEELERRR AT FHIRNEY> L
REMCERBETOEFHHIT S . 8 13 X 5 3 69 B 55 Cak
TTHRADGE AR CERB IO 1T & 8@ F 5 A8 4L
HARBEATUREEFOARRR EH LBIUERK
HITEYHAE.BZEIEE. FHERNRES D K
MEEMITLLRENER EEROXH . ERELER
ELE BE+RBXEXAT BABRAMNMTHE
BB ZAFREFBEUNETHRE). FHFURE
B 1 A T8 B P AL R B L A0 0 Bk R R U R R, — B AT #L
BB E N ERBIO#TERES .
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