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NI RIFF R BB 2WRIGTT , PREES
RSN SHMBIIREN ST 2005 EALBHAEXERH
TR Z R RBRIEREYY . I SHER, BRIEXE
e Z BT & A RAG KB R BUB R KB, I RATH 4
HEHTER

AR B B E A FE 18 2 RUFF 48 387 FTRH T 46
PR AR (HARRE AR, W R AT R AL IS R Rk
BRI R HPHTE S, Ht, KEEEEE
—BHA, NERD T A XK REEKIERE AEE
BB % AR R AR ARM L RE AT LAR,
KRR AR F AN ETRER, FIE2H 4 BMLIF TR,
RATREENIMNOE LRI, e AR 3T AWy
EEHMEE,

— RRE

Z AR %% (HBV) /& % if DNA #% & #
(hepadnaviridae) , 2 B 4 K 2] 3.2 kb, F 3, 4 W& 377 R
DNA, HBV B4EHi S35 ,/H65 € 10 h. & # 10 min 5K
E#ESHAIKIEHBY, RE L5 R ¥ G EZBRMER
X HBV thA B K IHB R

HBV RAFF4ME , 55 3R R HBV DNA 75 4%
LA 55 DNA AR AE K TE 4 LUEAN S R IR, LR,
LA TR DNA(cocDNA ) s 285 A cocDNA AR , B R R,
JUARE KB mRNA, 4336 B AT E 4 RNA fi485 HBV
BB TP, cccDNA R FHIEK , U MAN IR IERR

HBVEXHEA~T1 9PN EREM AREUCHAB
BhE, HBV EARAEFEHES FNGGTFREE X, 5
CHEARRBEH L, BN ERY# 5 82 i Bl HBeAg I 1H
R, B0 IR A8 AT 4 R 4L A0 IR & B 4
(HCC)'**', HBeAg Mt 8% ¥t T % a(IFNa) QI T HIR &
R BEEMETCEEN AERNETFDARE w2,
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EEEE TR, 100050 L5, BHEPBHKYHBILT LRI
FFARR6IT s 2 18,310003 WM, ML KEESEHEBSE—E
B dmdt

Z. BATRE

HBV B4t £t R 517, H AR # X HBV B 04T
BEERMA., EWHOMME, A 20ZAYBY T
HBV, K35/ A Hi8t HBV B & , BEAH 100 5 A
F HBV BRLFT BRI 538 PR (L Fn HCC Y,

2006 ELEH ZMFRMITRFAEXRA . RE1~59%
— R AR HBsAg % % 7.18% ,5 % LI F JLE A HBsAg X
H0.96%"', FitEE , RERAG M8 EHBY B EY
9300 77\, Heh181E 2 BIAT % B 425 2000 T 5117,

HBV 2 &SRR, T B2 M (AR LEHE) .
R LB, i T R il B SO 4% B HBsAg 7
2, 2% I S B H 3R HBY B ER A &4 ; BB
RIS RIS IR T E R T ARSI M EST IR
BARSITFREMER ALLTHEFREHELS;H
b 2 X5 HEFL EFAR THEFHESIRE
FABBTIAFRI S0l E% (I, B SURRR ). BBEE
FEEEEEFN, £ 07 ME RS UBV B85 6 M
AR HAEIE (1), BEE ZRT RSB A Z BT R e R
RO, BREBEARNIBL, SHBY S K4
Epir Rt 455 R A £ MEREE LB HBY B9
B E (),

HBV A2 FEUGEATHCE %, B E % TR
EEEM, mE—- A TE(BELRHENSENH
i) EBF AN RE—Ee FA—-RTREMLENREE
MR TR, —BASERHBY, RiTWEMLRET
FEORK & L HBV BE20e i B B (B 5 R )48,

=.BA%

HBV B§:mt 4 B BN EERE, £F
P AN B4 LA RS HBV & o, 43 51 90%H1 25% ~ 30%
R BRABHBL, Wi 5 & UERBLEENA 5% ~ 100K BH
BHERRN( T ), B4 HBY BREH AR E—RIT AN
R4y R 4N, BN iR 2 R R e SRR
(F)EHPMEFEHE, OREiZH. K52 NS
HBsAg f1 HBeAg 1t , HBV DNA £.E8 & (¥ >10° [U/ml,
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AHSTF 10# N/ml) , BILH ALT K FEIER , F4HS%TH
BREATERBELZHTED SBERERTL LR
NEZRFARLNHER. QREHRN . . ZAIMNTE
HBV DNA 75 E >2000 [U/ml (4824 F 10°% I /ml) , f£ A ALT
FoE R KA, PR R B B R AR IR AT A 4L
AHRES R, BB ERBANFELMFES, @EFEH
K (IR )EH B . R H HBeAg Bt .4 -HBe B, HBV
DNA #2E FREK MR ALT K FIER , FFEAE XL
WAVE B ERAE X 2 HBV BRKG REEf g R, K%
Sy B # % A PR LR HCC R KAWL, B — et
L HBV DNA ¥ FASUER B 4 , B4E A Kk UBsAg I 155
BFEN1% ~ 3%, @FEEFHY B TFEESHHBETT
BB B 1 IREUBUR B R RAE, LA 0 HBeAg BATE .
Hi-HBe FHHE[ 342 B FAI C KA(E) CEEEAZ LR
51F (BCP) RTS8 HBeAg Hik /K FIE T HAEK], B
{34 HBV DNA Ei#E E 4 ALTREXRER ¥ RA
HBeAg FAHABYEZ RUF ™, X & B E AT H R AT AL
FFEAL SRR E LA HCC; WA BB ETHA AR
£ HBsAg 1% 5k (#£ 8 A 1£41-HBs ) ¥ HBV DNA R sl i i
AE,WTBEE R, Dol EE TR & 2 HBeAg
FRE PR A (8 B RIE S MR R A a2 AT )

HARFABYHBY HE424 L E 44N, FEILE
BRI HBY, (U0 (4 5%) 7] A X 5 R HBV, i B A &
KERETZH, REHARZERY , (BFDEHRFH
PR HBY, L XA 2 M, MEEHEARZERY, K
d KA (4 90% ~95% ) ¥ B KB HBV, %1 (4 5% ~
10%) % /& }s HBeAg FIYE 18 HEZ BUF 4 .

B & HBeAg M ¥ 5H T B L A RBEERE, F
RHEBAN 2% ~ 15% , FPFH#H <40 B ALT FHE L BB
HBV X A BB RE & ERHH'"", HBeAg ll &5
B BAERAH 0.5% ~ 1.0%K 4 HBsAg B>,

B HBV B Z MBI XA E S RBRYREF L. &
ATHZH R E AARBRNERAELHR, W REERE 2
LB R B, AR RRAERSRHERRER
B IFH%, HBV DNA £ T HBeAg 1 ALT ISMREAS TR
IHRFBELEENERER. REFELNBREERL
BEBREEGHNEFRREFMCY) . THFLHE
(HDV) S HIV Bife&22)( 1),

FERTEE LA B E B > R 4 HOC, FFE{L & R HCC 4
RHER N 3% ~ 6%, HBeAg f#EF1 (2 )HBV DNA >
2000 TU/mi(#1 24T 104 It /ml) RFFELAMHCC AN B E
EREES, KEEHRER, FRK.BE ALTKF
AR FELMHCC RENERER ™, HCCREKEEE
REXHE, BERENSESTRT HBYVREFHERY
(I-3),

7 FB

(—) Z BT S 5% H Fi B

Beth Z B 4 5 1 R TS HBV R M BRA M . &
BFREEAEMMREERF AL, KR BRYIL, <

IS#RGEBABABEABR(NES AR SFEMMEL
AR VM TAEAR SEHEEE S8 EZHIME M
B E BRI T & B R ESMEE HBsAg FHEE A
KERR BHEREDRE 2 MEHENRRRET S0 E
%), ZEFREHECENESTEMEUBY BRZEY,
FERMNRERS LR, MARNLLHLE. B 19824
SRR RIS W R AR i SCBRIE B, R
EHRARERE SN,

ZEFREE BT 4, B0 1.6 M ARF, B
B SRS, FR LA A R A st @ Mg 34T
B B LR 2 B A B R A G 24 h SR &
Bigtf, BRIBALHAILOBTBIMUBLA N, LEME
AR BB =AU EALAES . :

BAF] 7, 0 T 4% 0 v LI B SR 358 ) L DT R 87,891
(M-3), % HBsAg PR FRMF AL, MAEHEF 240N
RE(BFHEHRERF RDEHZHFRRERERD
(HBIG) , | &R =100 [U, [F i R IR AL B R 10 pg AL
BEREER 20 pg P EC BB (CHO) ZRFREN &
L AF6A A I HHERSE 2 FIE 34 ZRUF RS, A1 B
R AN AR R (T -3), AlEHAER12h
RSt 141 HBIG, 1 A R S48 24 HBIG, 3R 78
AIRJERALHERN 1 4 10 pg A RE AN 20 pg CHO ZEFRE
AR F 64 B 2 SRS 2 FES 34T BRI R,
i JLEE A 12 h I EEST HBIG MIZ BUF R R , TE52
HBsAg FEtERERERL ().

¥} HBsAg BAH: AR A E A JLAT S pg 55 10 pg BEEFEY,
10 pg CHO Z BT SR iy 5% ; XA LB A A Fh 2 BT
RAEE W ILER T, FBH S pg B 10 pg EHB A
10 ug CHO Z. BUFF R BEH s 3 i FE A B I3 FH 20 pg BB EY
20 pg CHO ZBUfF R E . M 4E TR T BN L ¥, i
R B B FRIR (A0 60 pg ) FIVERWR s XiF 3 6 S B G B
BT EEM I, HTE 2REMIHZHFREEE1 ~
2/ B R i 55 rh i -HBs, IR, AT 1460 pg E
MR RIS

BRI R AN SENEREENRPRR—BE
AR 124E J It , — AR T EHATH-HBs Wil
sz, EXEEABER#TH-HBs M, i0Hi-HBs<
10 miU/ml, "T45-F g e (M )

(V&R

KA R E s (AE RN R, IR EEER
S A b (bR A TBK (standard precaution) R, R4 47k
FrgEE B M FRIMCS SR REE,
EEMARE ASEMALANSNMFRERAL, #7
ERMMYEEE , B8 5 HBsAg FtEE , B Z BT 4
HERERZE I BERRAROER T, —28
EARESELHE; 2 R4 R mIBvE St i e, %t
HBsAg FAYER ZedE , i e G F RERE SE 0, FH 488 o1t (8], O
R RN, RERFEILZBTRMOANS,

(=)ES5 2R I5 HBV Bt ao By«
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e S HBY B & 09 M ARG , TR BT
FrikAbH

1. 2R . 57 7 Bl#3 HBV DNA \HBsAg .Ji-HBs,
HBeAg.$i-HBc ALTHIAST, 373 A M6 M ANEE.

2. EFABE R e EM S Z MFREY, BER
Hi-HBs=10 mIU/ml % , AT RS TSR, InskgFritZ R
FF ot , SR Befhst 2 RUAF 7%, (B Hi-HBs<<10 mIU/ml
B4 -HBs AKFA1¥, b7 7 B 44 HBIG 200 ~ 400 TU, 3[Rt
ZEARFHEBAIER 1 4T ZBIF R (20 png) , F1MAMA
55y BB REE 2 FEE 341 Z BUT S0 RV (45 20 pg) o

(1) 3 BE B EHER

G 2B Z RFF i, DL FEHLAE 6] M M
B RO RE, HBIN B ENFRERR#T0E
HBsAg.$i-HBc #5i-HBs B , 3 o 5 & (X3 MinE
YIBAYEE ) BR CRRF R

LRV B E N E NGRS R EERE T MK
s HBV DNA K¥, i 5 1f1 7 ALT AST BB R AKFE X%,
N Z BB g B TN AR WA R B RORE

*H18¥: HBV #47& & HBsAg 8 # (W AIEH “Ih K2
K" ), R A BER AR ML B 42 E R I8 [ 3R B SO R
A TApSh, BT R ¥ TAERIES (B R E R T B BE -

T RSB

BEAZRF LKL R UBsAg HiEB LT 618, R
HBsAg #M1(5k )HBV DNA {5 4 & , FI 2 W A8 HBV /R
%, MIEHBVRPEEMWMES FEE EWLERERE
fhulE PR AAE B A 45 3R, K8 HBV B 3 .

(—)BiEZ B4

1. HBeAg FHYE18 £ Z. B BT 4% - I 7§ HBsAg.HBeAg
# . #-HBe Bi%: ,HBV DNA FtE  ALTHER R EAH . K
AN EFFRFE,

2. HBeAg FAtE18 ¥ 2 AT 48 . I 7 HBsAg FAE , HBeAg
R M, Hi-HBe YL SR RH1E , HBV DNA P, ALT #4E 5%
RES¥E RFHAERERFRFE,

BB YR B ARG KA R AL R, ERH
RBH BT R U H—EN NEE PEMEEY,

(Z) ZEIRFH BFRE4L

R RIFREL BB BT R R BOSR, JORE¥
SE LR B TR AL B/ NHE

1. AR R84k . — A% /B Child-Pugh A%, 5% 4
WL S i W B TR A R R kA
AE (AR Sh BT R A8 B AR kel 3k ) iESE , A4
AL, B RE B R # bk sk 3 i B K S
BR ST RE,

2. RAESARFRELL MU Child-Pugh B.C%&, BET R
A RE BRIk TR I IR K S E 3 R A,

IR RSB R FT A HTE SaR AR L,

E)ws

1. 184 HBV #4 # . £ 04 T % 7 1 32 H1 4 HBsAg.
HBeAg FIHBV DNA H#E#, 1 SF LRIV 3R A LI 8

NI ALT FMASTZEIE S/, FARERAXTHBE RN

2. de3E Shitk HBsAg #4#3 . Ifi 7 HBsAg FEtE: \HBeAg B
# #i-HBe YL ELFi#E:, HBV DNA K T RAER MR, 1 £
HEFEVIRUL ALTHEESEE, FHEA¥REER
Knodell JF #4315 315 81 (HAD <4 i B H A0 ¥ E B4
FRHACHRER M.

(M) B8t B &

L7 HBsAg BATE , 18 1 # 11 (R ) FF 41414 HBV DNA
#H AR RIIGRER, B HBV DNA 5,
B H A A 1 ¥ H1-HBs . Hi-HBe 1 ( 5 ) ¥i-HBc Fi#% , B4
20%B B EN HE ZRIIF 4 B A W I AR R M, &
BT HEBR EALR IR R E RS BN

AN LRERE

(=) EYERE

1. ¥ ALT 0 AST: i 7 ALT 7 AST 7K F—# ] K it
FrafmnRE B EH,

2. MERBLLE - % M B B KW S5 AR R
X, AFSHFAMFMEHREFSIEHNEIZEARE
B, FEEEENFEOETEHGUHART. EREFA2]
fEE#E EFR(ULN), 7] =10 ULN; 7] HH BLAHZI R 5 ALT
FASTHEIE,

3. MEEEAHEH): KBTS S, 8t
Fri BT EERETTEARA TR,

4. % i BB JE e (A] (PT) R %€ 1 B IR 15 31 78 (PTA) . PT 2
R BT i B F & B e BB 1545, PTA B PT 2
M RRTATE, SRR R RBEARRNE, G5
N PTA 1T HEREZE 0% U T HFERNEELKREZ
—, 2% ERABBEAR. FERAEGRELLE
(INR )RR LIRS , INR FHE 5 PTA FREE SUHIF

5. IABAEEAS - ] RBLATRE S BLIh AR, Xt T RS RER
WA RERE S EME.

6. FHAEE (AFP)  AFP B A B FE R FHCC {HLH]
BAKRFAKINGS K FERELE, KB AFPA RN
G ST EEL S ALT ASTHMKXR, 4485
G RFBA RS B R SR R RS THATES M.

(Z)HBV [l 0

HBV Il % % #7 % 10 #§ HBsAg. 7 -HBs,HBeAg. #i ~
HBe.#i-HBc fi#t-HBc-IgM, HBsAg FAtE# R HBV & ;
#i-HBs HRP ISR, KRR HBV A &Z N, LT
ZENRREREMZBUF RS E  HBsAg A
Hi-HBs ¥ [H , #F 7 HBsAg Ifl ¥ ¥ 55 # ; HBeAg %A
#i-HBe $% F, FR 4 HBeAg Ifl i %554 ; Hi-HBc-IgM fR¥E 1R
AHBVEH, ENTFLEFRSES, BRTLFEHEZH
Bk a4 & 15 i-HBc BHik T ERH-HBc-IgG, RER
Y53 HBV, Tib IR B R B HHER, A2 R,

RTHEAELHBY 5 HDV RN R EH R, 7l M E
HDAg.#i-HDV $i-HDV IgM #1HDV RNA,

(=)HBV DNA X B FAE R i

1.HBVDNA ZBEM . 7] RBRFEH AR, TERTF
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181 HBV SR: B80T 4 5738 1L IE 19 e 8 ROBTR 39T 0
#i7, HBV DNA BRI AT LA TU/ml 845 DU/ml R/ , BR1E
Bl AR, UMY TS5 ~ 63 M,

2. HBV #£E - RIMTH 5 2Tk . ¥ MR &
HRHRHEIYPCRE BFERBKESSESTE
(RFLP) & ¥ 586 I 1 42 35 1 (INNO-LiPA ) F1 -5 B i 51
5%,

+ B

AT N PR BB IR BEFT R 7S B AR .CT MIMRI %18
¥, PREBENTE MR LENEHEZ B 5 61 R i
B\ TRATEWL, RIS OEREME S HER, LR
FEEMLHHCC,

JF A 44 3 <8 (hepatic elastography ) B —Fh LA {51 K
&, ARS8 AT EE T, SRR R IR R
R Ak AU B 5 T4 2 A o 2 S AR AL (B L 100 2 20
BZIEME MRABRA/NSRE W, H e AR AR
RAERTE BB MR FR RIS , ELAR 5 i X 4 4 4B ) A 35 A
“Hth,

N IRBEDM

FFERAERE B RO RITFMA8E AT R B E R
B HEBX AL AR B AS T AN AT R

B ZHAFROREFER RSN EX KRR
HAE , B I B R 4 B A, DB R AR AE
BEANA; R RBEF SIRILERY K, HaBRRRG|
2 18 - 48 (interface hepatitis ) , X FRB3 B 3R 5L (piecemeal
necrosis) . FFA] W/ AFAIREEYE IRFE , RIERE S HEIRFE
FFFEIRIESE , RSN ET B R E ., FERERTEAF
AR FEER, RS ERE, REH—FmE,
A5 RS EREL RN R, B R A AL

B2 BT RNA LN EREARRYE RIER
FEENE BT R NBRE ., FASRERKMNIH(G] ~
4) R EALBR (S ~4),

JLRITRY Sk B AR

1812 BT 453677 09 B bk BARR « B KR s A< B9 0 64
HBV, 3 5 T 40 i3 4 FE SR 56 B 47 44k , T 08 R A P REE SR
A% FEL HCC R E I RiE MR 4, AT A G R A
KGR,

B Z BT RS IEARNRE SRR IR
HE ST RIS, RPN ERTEXR, RE
FEME, B &MV, SO ST I IR EIATT .

+ BURELT O —BEE RHE™

—RE P E 3 : OHBeAg FAfE: % ,HBV DNA=10°4
I /ml (4 24 F 20 000 TU/ml) ; HBeAg Bi#£% , HBV DNA >
10* #5 I /ml (41 %4 F 2000 IU/m1) ; @ALT=2 ULN; 1 A IFN
1T, ALT BI <10 ULN, I 3 S ABLT & i <2 ULN; @ALT<
2 ULN {HfF 412 8 7% Knodell HAT =4, R EERE=G2,
HAHL =82,

Xt HF4E HBV DNA BH#: 5 A3 ERW%sr i, BA L
THEZ—& IR % B4 FHmF T : O% ALT>ULN

HER>403 % bR iminsr (). O ALT#
SEHEERBRE(>40%), BT, BIFHATE
K ; W R4 42 B R Knodell HAL =4, iR EESR L =G2,
WA B >S2, B A THiRERT(1). OENEER
LA B R B4R (INPEREE K ) & , B IUTIFA S ¥R
=, VHERBFIREZRT (),

TETF T4 T7 AT L HERR i 254 T4 SR LA R BT BN
ALTF &, SR HERR o FIREBR 5 f5 ALT B HHEIE R . E—
SR TR 1 40 B AL 2R R B R S T A RS AL ]
AST/K¥EAT B F ALT, BeAS T4 AST K FAE R EE 15

+—. IFNai&yT

R ECHAELEIFNa(2a, 20 M 1D B Z —HTH Ko
(2a F12b) [ PegIFNa(2a #12b) | Fifr i@tk Z BUFF £

BRI R, X8 IFNIRTT8TEZ RIAF & 8%, HBeAg
MEHEBAR HBsAg Mk FFRELE £ % HCC 4R
FRBIFNKITE™, X HBeAg S E 1 4 TREHL
RIS F O, JETTEE TR R #R K 38% ~ 90% , (B FF AR FBAX
H10% ~ 47%(F1124%)>*( 1), ABIFIAN, %8 [FNa
FRED VFA AR (1),

EFRL .0 RIGFRIRE 87, HBeAg FAEA1EHEZ
T8 B, PeglFNa 22 3577 (87% LW N )48 JA , (B 5 Biili
24 [E it HBeAg Il & % 55 4 3 g 329%™ ; (5 25 B 177 48 JA if
HBeAg il 455 1% 43%™, BIMIFFEER, 5 F HBeAg
PR 1B 1 2 B BT 48 53 , I H PegIFNa 2b 41 6T BR324 B169
HBV DNA i .HBeAg Ifn #4558t HBsAg K5 %"=,

%+ HBeAg FAHE1E HE Z M 2 B & (60% AWM A ) A
PegIFNo 2a 3397 48 A , 5225 /5 Bl 15 24 J& B HBV DNA <2 X
10* 4 W /ml (204 4 F 2000 TU/m) 4 28 & % 4397 {225 /5
B i) 48 FE it 7 42% ; HBsAg T % A 2 25 B 5 24 BBt
3%, (S ZBATT 2 3 FERT BN ZE 8%,

(—)IFNHUR B A P A %

A TFFIERE BT RRRT T OWRITHTALT K
% ;@ HBV DNA<2 X 10*# 01 /ml[ <4 X 10" [U/ml]; @ %
% QR BE; O REE  OF S REXRRE, T4
ERER; QX BT RE AL ; @ X HCV . HDV R HIV &
e ; QHBV E A A & ; 077 12 Bk 24 BT, L7 HBV
DNA REER =3 1 ), F*¥4JTHET ALT.HBV DNA K
EAHBY EEM, BRI EBERE,

H T, 7E PeglFNa 22 1457 3B H , E KW HBsAg
JKYER HBeAg /K -5 3657 N5 BEbF- B B (B,

(Z) IFNRIT R S ARl U

WITRIR R  QEPILFEIR, S5 ALT AST. 5L
£ AEAREE;Om M RER . 85K FRIBIIE;
@ #2155 , 445 HBsAg . HBeAg . Hi-HBe fil HBV DNA
BREREIUKE ;@ W FHPELULBE, MO ERE
WL ; HERR B SR KR ORI R ARtk
BRBR (HCG) LIHEBR 5%

WP E . QIER: FRBITEMNE1MA,
MF1~2ARE I ROER UEBARE | K, EERT
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5T @AY I ALT AST % W3 iR R B A 1
W, EEIR, UEHRERETE 3N 1KQREEG
HVRITFBES 3 AN 1 X HBsAg . HBeAg . 3i-HBe #I
HBV DNA; @4 . 5 3 A 88 1 R BFRR DO EE | b F IR
HRBIR TR E FERRBRRERC AR
W&, NS R s B ARR T e R B R, RGBT
¥ IFN 87T, FImt R4 A K R IR TR U K F ; O
PIREASRE HOR S 5 LB BAVEARSE AVE B MR A B E,
RIS BMEZE .

(=) IFN 894 B SO B Foqb s

1. FUBFERE R RIAJ KM R L MAME RS
1% VI ZERERATIEST IFNo, BRI 5 TFN [t R R psme 24

2. — S E 4R F BRI ASME 5 A
HERLZML) Fim /MR . 30 PR 4 4 5 B <0.75 X
1071 F1(5R) 1t /MR <50 X 10°/L , B FR A IFNosfI & 5 1 ~ 2 IS
HE,ORE N ZEENERE, bt aRashHs
0.5 X 1071 F1() fiL /MR <30 X 1071, W42, %t ehdekigy
FHuEH 2 A2, PR R AR AR 75 I3 T (G-CSF) SR 4ERE
E W 4R LA 75 U F (GM-CSF) 3877 () .

3.EHRE AT RIS B8 EEEESENRE
Ro XMERFEE, B KLHEH IFNo, LEN S FEHZE#H
BRI —F2E,

4. B SRR . — B E R B B Bk, (U385
BE HH AR AR (R IRDIRERGE T 2 ) M BRAR . I/
BB BER . AR BREX T RMRSEO RS
B, N Z RIS LR, FEE AL,

5. HAGA WHR RN : A FE SR E (BREER B
RESEMSEERERS) OMEHF REGOEE T Sl
P RER AL WURSE ) SRR Wy 1 A ] R A 42
% W& E IFNIEFT .

(I9) IFNJRIT R R RIE

IFN I8 7 B o 25 SR 5 - S IR K st (In™= |
HRAE ) K AEHE I A0 FARR R R R B R B
1) 8 SR tb iR (R A AL SR O RS

IFNJ4ST AR 2R RIE B3 : R RARR A NER B
B BEEIVERAE $ , RIS BBERA B IR, 1P AT
B B <1.0 X 10°/L #0 (8]) 1t /MR <50 X 10°L, &
RBLT % 51 pmol/L S FI R LARIZRA RN EE),

T BH (B R BEYEIT

(—)EH (B XY

AT R A FHE RSP HBY % (RO XA YA s, R
HE k45,

1. KR 5E (lamivudine) : B N SMREHLIT B I R IA IR 45
REH, B H 1RO R 100 mg Hr K K 52 7 81 B 104 HBV
DNA K ¥-; HBeAg Il i 255 5 Bl 14 T i Bl K AR5 04
57 1.2.3 .4 0 5 SERF4M51  16%17%.23% . 28%F1 35%'*);
HITHTALT K 88 % , 3 HBeAg Il i 2 7 B R 50 o,
FEDLIUH e AR 1 2200 , 184 7 BT Je B B PSP AL FIAR
B B SRR KR 3 ETERE R R AR

IR R R BRI R s SR ELSE
LR REIRITIRURER SN, ERE AR, BS
WREGRBR,PRRERITILE B ZHIFR TR ER
N BEHRIF™, REEDIR GERAMUEIE
2385 Gl oy A

RRKREAR RN R A RK, REURMTRA . B
STETEIE , AR A T AR B K A S 3 (45 1.2 3 44843
14 149 ,38% .49%H1 66% )\

2. B $E4E 5 5 (adefovir dipivoxil ) : B a4 MBEHLIUE I R
KK R, HBeAg FHHASMEZ BT 4 A 5 11 R BT A8 48 55 BRI
B @ 1 & HBV DNA & #"™ | {3 ALT B % M4
RIERFERME AL, X HBeAg FHYE B E/IT 1.2 34
B+, HBV DNA<<1000 ¥ T /ml & 43 51| 3% 28% . 45% 1 56% ,
HBeAg Il i 251 ¥ %43 3 12% . 299 F1 43% ; Tt 245 243 5
K 0% .1.6%M3.1%'™ , Xt HBeAg Btk B8 #1477 5 4E , HBV
DNA <1000 11 /ml &} 67% ALT 5 % % KX 69%; 15 I7 44
0 S FEY, 5 R JEAE TR FE AT 45 1L i 2 54 51 0 83%
73%; 877 SEN BEN R ERREEEF K 29%.
FREEH AR AEE R 20% M6 R H 25 & A2 R 11%; BE
MAREHR3I% ™",

P g R R A PR R E W TR R EM AR RIS
BT S 8B A %M ) HBV DNA {25 ALT B %, BB A HIZS
EXERESRENRARERER Y, BTHRRERE
N, RERRREMANREEMEREZPFELEE,
B A PR BRRI T AR,

3. BE 35 (entecavir) : —TIREHLIUE X G R iR IR %
B8, %t F HBeAg FRYE 1B Z RIFF R B, BBE 1457 48 8
i HBV DNA T2 3004 N/ml A T & X 67% ALTH ¥ &
F68% B PR EE K 12%, R FEZRARER
574 1B 4 HBeAg MIEH R AR (21%H 18% ), XF
HBeAgfitt 8%, B FHi4/T 48 AR HBV DNA TR E
PCRAHR K LAT H 4 90% ALT H % 2 K5 78% JF AR %
BEERT0%™,

KRR R, AR BN H SRR
RIS R #9# A HBV DNA S35 R, HEA—HKE
~,F30.01,0.1880.5 mg BEFERIT4RAEH 16728
# MR 0.5 mg, WITE 3R, KA A ERMGERN
3.3%, K —FBERA 0.5 mg BE M3 ERHREGER
179%™, BRERTERR BRRERTRUBEERBE
+$4H 1.0 mg /ML H HBV DNA B4 fL2g3k45 , BF7
BB E R, BRFERER AR, REWN
W RIXEER 5L EREREAR >,

4. B LR (telbivudine) : — TN W 2 EE M IR E P.L
i BRI IR 72 0 HBeAg FIYE B E 1697 52 Flnt , B LR E
41 HBV DNA T B Z PCR B T /K ¥ LA F & X 60.0% , ALT
HEHENTI2Z%, HAGRERNS50%, FHRENEER
64.7% , ¥R FH K R ERITA ,HH HBeAg M E % F
(22.5%) 55 % Ffel ; HBeAg BAYE B 53477 52 B}, K HBV
DNA#I$ ALTE R RIFH R ERRRTFRKRKEL
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9T 2 4E6T, H ST (B HBeAg B R R 5 Fs e 350 ) F
it 25 & A RAME TRk R e A, REMZ P .ONEKIRR
WRARIRBE RS RERIR TR KR E™, B
WA R 7R, E4% HBV DNA<10°#% Il/ml & ALT=>
2 ULN (¥ HBeAg 1% 8 & , 5 HBV DNA<10"# Il/ml 9
HBeAg Btk 8% , &8 L X & W7 24 A B {035 3 HBV
DNA <3004 I/ml, 6573 1.2 5E7 B IF My BB RaY
WLy RER,

BFHRENBERREGRERMPORRE M, B
57 52 F A 104 PR & 4 3 ~ 4 R AIRMME (CK) AR E 5N
7.5% #112.9% , B FRK K EHK 3.1%M14.1%%,

S. #4875 B (tenofovir disoproxil fumarate) : 8+
A SRR RS AR, B EERN RIT PR NEH
300 mg, AAHTERE M ARHKE LT,

E—TRFENLNE 3 BRI KR , i85 i sk M g
FHERIGIT 48 A ET , HBeAg FATE 5B & 1018 1 2 24 T 4 HBV
DNA <400 # Il /ml1 % 4 514 76% 7 13% , B ALT & % %4
% 68%F0 54% ; HBeAg FF ¥£18 #: Z BUFF 4 34 77 48 v,
HBV DNA <400 #& J1/ml & 5} 51k 93%#1 63% ; LR BN,
H# BV MAERR FREESE, REARSBIEEHEH
AHRMTHEREE, R8N B SRS EI8IT 3458, 72%
f¥) HBeAg B ¥ B & #1 87% HBeAg B # & # 1 & HBV
DNA <400 & 01 /ml, I} K I 2548 R,

(B () K Z5YNRYT AR [ EE

L IR IR R R W . BEOEEREF - TE
HALT AST. B R AEAS; QR EXKE . FE4H
HBV DNA fll HBeAg , i -HBe; QR 7% & & B , R i) if %
# . mENFEMIBHES. RGN, RITHERET
HERRE,

2. BT SRR HEERER LN . 8O EER:
WIrF e EA 1R GBS IR, EkRE R & E31A
1K ; Q% B ¥ir & : £ E G5 HBV DNA 1 HBeAg,
Hi-HBe, —RUIATF AR 1 ~ 3 AR 1R, UEHE3 ~ 64
AR K QRIBFREEE, Mm% | i YL 1
MR FIET.

3. FO TR AL AT A BRI R BRI RSN, 1T
B B 2 SO 00, T U EL A ST S A 2 e R,
ESMER T B (B 225G B Y Z R R A BR LR MK
S RIERITT ERR R EN AN EEN, JHRBRE HBY
DNA WSHZE RATACIRT . (B2, BN AYe B RN 8]
SR AT REA PR AR, TE, M FREARTSH , R
FRIGTT SRS AR A, M T ARSI BT R IIE .

4. FUXREBEWTRAERE . QAN E A
Tk REARHGYRETEAEER BREECLT
REEEATRESRMNER, BEBERAE,

5. 00 FRARRMETPT R E. B ()XY
BRI 2R, EEGFEEAPRAESL ER
FPEARRNA RS, MEEAS MR BIUER. AL
MRS, NEIRAE. BIUAFRTRRRMEXRE,

LAWEA RB , X349 R B i LT CK SR FLAR A 2R A B
Fri, ARG RERE e HREE A BIE X
HEFEREBE, NBEWE, — BRI HREE R K
LB RR I MM S, B RS AR HRAAZY, 5
SRR AR RTT T

+= GBI TRIT

RERTRTA B N ITREZ AR RWERTR,
{B H AT MBZ SF BRI Z R R4 R R RET . R
o, TSR LR AR R SR ThBE , X PR R T EAIE,
EREHZHARBER IFNSEH (B RAGYRTHEE,
A &4, o1 BB RR BKay 1.6 mg, A2, R TS, 5P 26
AR (T =3)00100 B s o, BE-A B A Z BT R H Y
BRI T35 0 TR KR A B AL BRI ER R R RAEE o

+ M 2 R P HRATT

PEAHFGITBEZ M RAERENAIZ, 5 FK
F s RAERFAF I RERR IR A — T BR B M TR B
TR B R A ALY BRI R PR BIEH IR BER R

TEHSRERITHRERR

(—) 1B¥HBV B E MEE S HBsAg i &

& HBV A S B AT TURERIT BRI E3 ~ 6 A
HHTHELE JREE AFP I RERE B ETIRTEST
TENIE, °T FH IFN s H (B K 2583677 (1-2) . XHEE#>
40% JF5 R BHRA HCCRIK R, B ALT E¥ B2 H
FE, WRFIB T H A 2R ERE R TIRERST.

JEIE B HBsAg i & — MR T HURBIRIT . H B 6
AB #5471 4462 HBV DNA \AFP R PRI BARKZE

(Z) HBeAg FHYEIGMEZ RIF B %

1. %@ IFNa:3 ~ 5 MU, B 3R H 1 1K, L T ST,
— T RACAR (1), WANE, HEBITHFTELTF
BEIFHFEKY(T), TRIBBENEENRHZHENE
LRBFE TR AT 6 MAMERE, fT ARk E
HibhimEsy,

2. PeglFNa 2a: 180 pg, B 1 K, K THES TR 1 £
(D). BARBRMTRTRESEZNNERHZHEEE
AT,

3.PeglFNa 2b: 1.0~ 1.5 pgkg A B , BRI K . KT
g ITRIE(] ), REHEfTRTRERENNE R
ZHEEERTAL,

4. PIKKFE:100 mg, FH 1 KON, 5B HBV DNA
TR T B ALT & % HBeAg &8, BB E A 1
&ALV 2REE  BKER A )YERAE B s
FAER2FE, TEEEL(D) ARKITFRTRSE L,

S. PIfEEFRE: 10 mg, B H 1 KO, FFRISRAkK
FE™M(),

6. BERE: 05mg, BH KO, STESBADKRE,

7 EURE: 600mg, T H 1RO, FTRIISEADKIE.

(=) HBeAg BRHEIBHEZ RIRT o 88

HEBEERBR ISTREK(]). RFLATFNER
AR ERROBT (BR) LYW,
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1. 58 [FNa: 7 B kR HBeAg 18 4 2 RIFT 46 B
HABTRED1E£(]),

2. PeglFNo 2a; 180 ug, & A HBeAg FATEIBIEZ
Btk aE FREVI1E(]). BERNBMTETRES
EMZHESEERHTRE.

3 Rk RE REE B BRE RSB RE NEH
¥R HBeAg AN B Z R RBH BT BMNEK  fikE
HBV DNA & FH i FR ALT E® G, EATETLRE 1 26
(BRAELIREE, FKARE6AH)PREAE  LETR
FLBXB2EEE TEEREH(D), A THEHERR
YR, T UERTFR.

(A BT R P L B &

BITIRIEN : A ALT 2% 7+, HBeAg ¥ HBV
DNA =104 Il /ml, HBeAg FAit# 5 HBV DNA 2 10°# Il /ml;
%tF HBV DNA AR BUH KA B EiR K T4 , A RARTE
Sl RAER , B TR RE TR, A A EREELT,
IR FFRTIR BRI . T BRI E s PR AT ShaE R AR
EMHCCHE L. BRERKYGT BRI EARGRE
RIRMIBH (BR) 6259, HASZHhR i R

IFN H B4 SRR RIS+ ZEM AT R, B+ 4
HE, WANAELE, ENNIE TS, BRIERE TR 21§
BLEEE MBI RE ST R,

(R) R TR

PRSP ECRE , RERKH HBV DNA, R
ALTERAST BEFE , BUE S F B ARt L, BesRg Fi
H ()R AYIRBIAT, U ERT S EERE OB
MANTER. ERERMIGTT , RIFEHWRZ R £ RIEMNET
(B, REERE B 225, — B R AW ZA R, b KA A
HAbEHAEMEERTTR 2578 R A% (B) R59(1-2),

IFNJ&ITRI B EE , Bk, MR EHFELSE
BERIE(T),

(RN () K25 it 25 i T Bh FIdG s

L. PHRERSIENIE. X TFBERERTRM MU
U 4 B & (40 ALT IE % \HBeAg PR 69 S5 T 3248 ) 19
BE YR Y EE <30 40, AEFFRTUREST, L
HEREME R (8 KT,

2 EEGEGE (B)ELY ., WAL T, FRRITE
ERRHUREE R Z & & RENEY,

3. RABKAIRIT. MEIHIV BY FEARERER
BE e ARYET 2 254 , SUR B R A 38 i 25 4
REIBE (BRI AIATT

4 BT EGERN, — B 2R GRS T HEEIT.
SERIK R HBYV DNA, A BBt & BUR R HE N B SRR
B WMTEZBRRERITOAY, — L6 E AR 2R
HBV DNA FF & F+ i Bt g8 F ISR H BR B A 1477 I R
BER MHRERD BERERRF™, MTELAE.B
BREREMGE, IR ARG R AT X TR
ERTRWAL TMAXRE SHRE BEFEEAN
57 5 TR A T ()KL E, FATRARE R

Fo WFEHE R EEATLE, IR0 %EHE A IFN
FKERBIRST (BB 5 8 R 8 1 PegIFN BR A RLAT, B a]
SESMARZIALER,

5. REGBHRBAGFRIRIT. AREREER, EME—
Bt () R AP R & AT e S E A H () K%
97, AT vkt %) S (BR ) KT 2580 & Btk I, NS
BT

WA 3tk Sl s

1. 33 G HA8 IFNask, PeglFNaify T TR A HHEHEZ B
IR BE EARTHRIEPT AR B () K8 RHATF (1),

2. X FHRE (M) BEYHMRT R EXN SR
&, BIIRITE L 6 A BHILIE HBV DNA T BESERE <2 1g, [
BRI RUkERIT ().

3. % F B H AR 1 2 AT R M FIA YT B
%, N % ML HBsAg; # 7 F 4%, B HBV DNA Fi#: i
ALTIE® , WM ZEIETTET | AFF G IRAPk R E L
(B)%259.,

Xt HBsAg Btk . Hi-HBc ¥ B ¥ A F R AH
BREMHRSAREAY IS5 R B THE AR
FLREHUMR ) 4T e, B35 U W HBV DNA #1 HBsAg, % HH 31
P T o7 % ) 0 FHBAR B 28971

EALTT R IRIANAIT LS AR R B B RTE R E
&z5etiE (0 -1, 1-3) . O% FEL HBV DNA <2000 [U/ml
HIBE e BALTT R B MG IT i, B SR EE8TT 6
A8 () ; @£ HBV DNA 7K 828 (>2000 IU/ml) (Y 8
& ELGHRESREBERBEZEFRBEHEED);
@XM FHHTFR<R2MAMBE, TUEAIRRE(] R
BHHREND); QX FRMTEERNBRE, HILLLHAE
BEFHRMEESR(L ;OBF (B)XGYEHET B3
HEE EEREEL, N TFURERENR; OIFN S SHEVH1E
FA, B 2458 S 25 F o

4. HBV HCV A Bt B H BII7T - X L3 B 11
ERBMRES RS, REREMMIEGIT. WHHFHBY
DNA=10*4% l/ml, T HCV RNA # R3], MR 46147 HBV &
$, % HBV DNAKY-# AR RIZ|HCV RNA # , W5 HitR
HEH & PegIFN FIFI B HARI457 34~ A , W HBV DNA TR
TR, M ANARCR R e S B 35 SRS BEAIT

5. HBV MIHIV &3S B E 01897 - TREBHEZE
FFRGURBEIATT AR B A MSCHEIRYT (M) X ALT—F
HEREAR (1 ~ 2 ULN) B 22 BFER(1-3).

Xt F AT BRI #1877 (HAART) i IR
T EHAT HAART (8 5 (CD, T HREL 4B > 500/ul) , B 2 A
EH-HIV E MY HETH-HBV 1877 , 40 PegIFNaak ]
EFE.

Xt F 18 F ot #E AP -HBV FH-HIV 85T i B 3%, mifE
SEEMABKRREMSHERSE, KRB RN EEES
(I-3), MFEEEZHMHAARTIAITIEE & HAART
FRhTH-HBV 254, W) 7T & B PegIFNo sl B 4848 H 8508
ST (I-3)o XTFRKKEMEGBE , B 20
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EREFEET (D,

YT EY A HAART 7 R6, BRIk S K B 24513 HBeAg
M H5E MR 5 B TLBHIATT B (8], R B X4 4 T 3 25
YRR R -HBV A RZEW(T-3),

6. ZEF R BB FR BT RRI 2 BFRR
BB, B AEE R ATUREIST. EBsEER
TFE A EREEH , NS FHREET (D,

HBV BRI BT 28, GG S . WAk stk
BTSSR, RE HBV DNA TR, BI57 (8 PR 1T () 26
YR EIRIT (),

7. ZHF R SHAHCC: MAWHRER, HCCHIBRA
it HBV DNA KR AR G Z KM R ERZ—"",
HHfRBHITTEEEZK HCC BERNAEEDN ", Bk, xt
HBV DNA FH#E B IEZ& A HCC B3 B iU 1 (B ) 2
LYTREIRIT -

8. i aE . x FREZFBATF R HBVHEXE
K& E, AT KA B HBV DNA, &iF THBHEAR1 ~314
BFHIRARKKE, EH 100 mg; RP XL T HBIG;
A5 KB Rk R F/hiA B HBIG( %5 1 54 H 800 IU,
PAEEE 800 UEEA A0 IU) (1), HAB#EHM-HBs K
-5 % HBIG ) & 1 Fi 245 (6] B (— Mt Hi-HBs 48 3R B L >
100 ~ 150 IU/L, R J7 B 4E B> 500 TU/L) , (BB KT
A —EHE(D-1), SFRERKKEMAE, TER
HAb D HMEREESITTH AR (B) 2258, B,
st FEE & M & (I # R AT HBYV DNA BitE B
JG24EHBV KRB &%), °I% BEFH HBIG, R Rk RE
SnpT AR BB A TR (1),

9. EIRMAELE . FRI LB U REE,
EHIGTTERIE , K474 7T IFN SUBH (B 52518
7, 3 BRI AR R BUA] A w2 (1),

EORAREAY BRI IRP RE RN EE , F A

HIR Pk R E R IR B R (LR ERBEET),

BERSEARE EHE 2ESEAEREBHELT,
WIT AL,

HiRH AT RS ARERERERTAT
YURBEIRIT B E RN IS, BE B RES
HHER T, TMERIPR R E B R E R RS (1.

10 LERE MF>125 (KE=35 kg BHZRIFR
AL, H35E IFNadsy T BERE TR R RS REAMR
815, 8 X 3 ~ 6 MUM®, B K B R 10 MUm (1),
HEAtE R ERER bt o] AR BT R AR R
(1 )BTRS R,

& Bk SR FRIFRTT

HBV BB AT R 4 4 R FE R BT B AT AL R R R
AR EEREERM, HEBHN K EEHA 2R
HFERBERS HI7 LA R AR , B AR MH 4 ST
2 B 440 LR B 400 L 58 4 9 , I DR PR ) 50 3 P REE A 0k
FHEE(I-2,0-3),

HRARHFIRIT ARG AT —TB4, AR ERATR

FIBIT . W TALTH B A ERIFHA L B RIERTEH,
PR EIRITOER ETE Y EANKRFLEY . AEF
B 07 ) Fp A0 AR 25, LA S b 2 AP £ 4L B R 25 T A
HAERTSIRA R

+A BT BARTT

HWREN, 2 IFNaRBH (R RGPHRELET)E,
MIFFE SRR T] LA AL 3 ERFRELA BTRds. B, 3t
WREIRIT RITA ALIGT ALY

BAIFAEAF G F R ELRAERRRHER—
EIFR BRES—SHTARA B UG ERRER,
BEUFALERESEE, U — S0 HI 7.

+u BERE

WIFEHER , R TR NS , BAREFENESF2
A~ AR 1 1K ALT \AST. I i AR R (2 E6t) HBV M 5%
&M HBV DNA, UG 3 ~6 M BRI 1K, EREF 12
Ao WP IAEREEL, REERE TR

%t F#4E ALT IE% H HBV DNA [AtEH B =P 6
A B 3#47HBV DNA .ALT AFP M 5 B2 & . XHFALT
iE#{E HBV DNA ¥ , 214534 A %% | /K HBV DNA
FALT, & 61 A #47 AFP I A5 BB 2 ; LB R B
HYERE,

sHF @B R FEAERE BRI HCCHERE
(>40% Bt BH FNEALRCH AFPHE) , W E
3~ 6 A R AFP M A B R (W ERB CTE MRD,
DRI ERHCC, MFELBERRNE] ~2EH#THER
R EHLEXEER, UNEE LT E Rkt R
B RE.
MR AIEHHEEE LR RIER R

WSS £ X
I BEHLY R PR IR 4R
-1 A3t REERELIG KR

I-2 BAFBFFE A 51 B BT
I-3 ZETELRBIRS T SR e R
m ZH EEURA LS BRI RAT RO

WR2 FUREISTRSHCA R (RIEME OB

1. 52N % (virological response) : #& Ifil i HBV DNA
B (PCRE)AHFEFRMTR(ZTLRBENE,
complete virological response) , BX 3 48 T & =2 1g IU/ml (3§
MR TEF NI , partial virological response ) o

2. 1f &2 % (serological response ) : 1§ Ifil 7§ HBeAg 555
i HBeAg I 4 ¥546 , 5% HBsAg ¥ F 5 HBsAg Ifl 1§ 3 75t .

3. #4251 % (biochemical response) : 5 Il i ALT #
ASTHREIEH

4, 4 8% 1 % (histological response) : 35 FFRF H A2 4
SRR ENRERE LT —HEE,

5. FRRAMEIEFT 5 W primary treatment failure ) : ZEfR A1
RIFMERT , AET (B)XK5Y657 61 A Ft HBV DNA
FHE<2 g IU/ml,

6. 5% %2 221 (virological breakthrough ) ; 7¢ 5 5 (IR ST
H1E 5 T ,HBV DNA K IR RIS LT 1 1glE, B—
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BRI E XA, TAREALT &,

7. Sk 2 (biochemical breakthrough) : % & A £
BAES , BRHALT FI(Z)AST B ¥ 5 FEREROS T
RTEETHE, BRHER AR RS 2 ALTFASTHH.

8. 4% i % (maintained response) : 75 4L 75 21477 A1
HBV DNA R:#i(PCR % ) A8 3K T TR, B ALT E% .

9. YA T 55 R i 7 & (end-of-treatment response) : 1§57 45
WA R BT ¥ YRR,

10. F¥4E/5 % (sustained response) : 137745 5 Bl 6 1
A RAMAYE STRERTE, XEE,

11. £ & (relapse) : JoIT 45 BT U BUAR B2 L, (BIE 25
J5 HBV DNA B #i 7t H s FH%% , fEA ALT #1 AST 95, {H L
HBRm AR RS R ALT HASTHE.

12. T 24 (drug resistance ) : ZEPURBEIGIT I B , R
I HBV it 25 1 5% 9 5 T 28 4 , B 9 % 3 Y it 25 (genotypic
resistance) . HRIMER BRFIAR A VBB RERT SEHE
T 2543, B b 3 BT 28 (phenotypic resistance) . 41X —#p
W BHEY BN A REN BB LR ELD
L H BRI 25, Bk I3 X2 (cross resistance) o
MR3 BHEZEFRBTREE(EL)

WL R

HBeAg+ HBeAg—

HBV DNA =20 000 TU/ml HBYV DNA 22000 [U/mi

|

> HBeAg+. HBV DNA 22000 IU/ml HBV DNA
LALTZ2ULN | [ALT<2ULN | L"”T UN | | fperes HBY DNA 5200 107 ARy
WE, WALTH . ; \ " /
F3E T ol LI AR of AT 41400 46 47 44 56 IR ¥ 1T () U TF ()
B () i S MO T TR | st i
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