(1Bt B AT RMmiatar )
(Z/O’ SEELR)




s TRIE e 1
B Y o i 1511 Y 3
I UBSJEE eeeeee 5
RS T2l N -2 157 |2 O 5
o SERRERREET oooooeeeememmmmmessssesmesseee oo 7
YA oo D | = L Y 8
S BB EEIDIT oo 9
I\ TEEREATSPIT - oooeeeeieeieeeeieeieeesenenesese e 9
Tl IEBRISHT oo 10
e SAFF BT eeeevveeerereeeee e 11
A AR EATTHGIERIAE oo 12
+= . TEIFN o« FIPEGIFN= 0 FATT oo 13
= NASTEFFFQUETI ooreeeeeeemmmmeeeemseeeeeereeseeessesssssieeeeeseeeeeeeeesseeeeee 15
+-00. FUES A T IR BT TR oo 19
B I =1 YN 2k oo S ) LA 23
32113 L1 [ OO OO Y 27

(1 BpFRihaiErm ) (20155 )
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ARG SR 2T 5 (CHB) TR . WA I TIHIIT, ¥ % CHB HAlaTT kAl
7 AN B MR 45 RIS,

AR S S 4 2 RSS2 49 2 T 2005 4401 40 9 5 55 ST T CRBPE 2 RO A6 it )
(B LKD, 6T 2000 4545 1 WAEAT. 3E 5 455K, [ Y AME S5 CHB RUSERIFII PR BT S BUEHR KGR, Ay
LA ARG T AEAT

A AR B AE NI REE A 1S CHB I, T AIHUR B0 b it &3, (R S PR, o
R SR T CHB 198 R P BLeR OB DA, PR, WPREE A AE MRS — BB, RAE76H TR
SEATR I ARG RS . A 201 S B s S H A R, R0 OB R IR AT
FUFIBOBESF Vo, 9T AT A BT R . BN AR P S St 2, Aot A AT R 5 5
5.

KISR0 AL B AT C SRS, HEES55 9 1 R 2 BIAS) (£ 1, H4l GRADE
SRIEAT)

® 1 RS RNERER

Al TEAH
UEAE S
A TR BE— BB FOA KT BE AR %7 ROPAG S R S O

BORSRAE B SA TTRE R AT AL (07 A T SR

C G &t it B L T A2 T AT A6 R LT (8 45 S T e
et ey

1 S S HIEH TR . 5 TR R BUS WL B 7 AR T &

IEEIHMES AT, MR WAAEATENE, BUHER 16T 8 LT BE A B 1 A
7R, S T AR AR RS

2 GERE

—~ 7&{5‘.
184 HBV &Y (chronic HBV infection) —HBsAg Al (2%) HBV DNA FH: 6 AL L.

B ZBIFF % (chronic hepatitis B, CHB) —H £ T 98 93 55 42 B G 51 R i A2 14 28 S M0 » mT 40
HBeAg FH 1% CHB 1 HBeAg B4 CHB.

HBeAg P18 Z. BUF K (HBeAg positive chronic hepatitis B) —IfLi% HBsAg 1. HBeAg FitE. HBV
DNA BHPE, ALT $#F2Eei e BT, BUFASU AR EH H R A .
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HBeAg FA 81 Z R FF & (HBeAg negative chronic hepatitis B)—Ifi.i% HBsAg fH1E, HBeAg B, HBV
DNA AT, ALT FFEEsUR 2T, BUTAA BA IR AAL .

JEFESh M HBsAg #H3 (inactive HBsAg carrier)—Iflj# HBsAg FH14:, HBeAg 14, HBV DNA {146l
TR, 1A LR 3 IRLA L, BRREDEIRG 3ANH, ALT BIFEIEE R, FFHHAERERR. HH%
TEHATEE(HAN 53 < 4 43 BORAE AR 1 58 B it7r RGO E AR B

ZRIFF R BER (resolved hepatitis B)y—REA: A sk CHB %5 52, HBsAg BT, #t HBs tEskFAM:, $i-HBc
FHYE, HBV DNA IR R FR, ALT £E1E% Vi .

184t Z B R S RAIE (acute exacerbation or flare of hepatitis B)—HkRR HoAth 45 £ BRI 2 5 ALT I+ 2 0
WAE LR (ULND 10f%5BA L.

ZRIFF K FEIESD (reactivation of hepatitis B)—7EHBV DNAFF4EE £, HBV DNAFHE =2 logy
IU/mL, =32k HBV DNA 13 thBAvE R O fPE H =100 1U/mL, Sh=ZFE4HBY DNAZEHBYV DNA=20
000 IU/mL. FEAF PR IR JOREIRBE, ALT . o W R A T ARG S EHBsAgf 7 # 5l L I R Fe B %
T, R R AR 2 e ARG T BT I

HBeAgRA¥ (HBeAg clearance)—ELfEHBeAgRH P 1) 35 HBeAgiH % »

HBeAgIfLiE 24 #: (HBeAg seroconversion)—EEfEHBeAg R P & & HBeAgR 4, HELHi-HBe.

HBeAg %% (HBeAg reversion)—BEEf: HBeAg FtE. $i-HBe FHYER B X H B HBeAg.

HREME (histological response)—/HMEH 2% RIERIEIRAC=2 47, HIH A4 o B, 8L
Metavir 7455, AT FEAIC=1 77

SEARIZE (complete response) R4 R N 2 H HBsAg F4% Bl fE A Hi-HBs FH# .

KEARYE R (clinical cure): FFEERES-R 2 H HBsAg B¢ st A Hi-HBs FH#L . ALT 1E% . FHAZUR R
JR R PETC R (primary nonresponse)— %11 (8 28244 (nucleos(t)ide analogs, NAS) V&7 1k M R 47 1)

B IRYT 12 N HBV DNABELL T FEIEE <1 log,olU/mL 5 24 J4 I HBV DNA B 2L T~ 1 & <<2 logse
IU/mL.

& AR 4397 B M2 (suboptimal or partial virological response)—NAs HU 21677 HH A A K1
B, JRIT 24 AN HBV DNA BIELE N B £ >2 logyo 1U/mL, EATSSR AT LIASI ) o

JRBEFEMNE (virological response)—ifyT i fEH, M HBV DNA {TAZM R .

IREEE R (virological breakthrough)—NAs J6 7K WM R IF I 82, 72K B S0RI7 L R, HBV DNA
IKFLEST AR AU BT LA log 18, B—FERGRA 5 S RABAYE, FEAE 1 AN F JE DARE R 25 5208 I LA
Wi, "G ALT FHE.

IRBEEE K (viral relapse)— 315 25 5 ML 1 B E AT 25 f5 , [A1FE 14~ F B ksl HBV DNA 34>2 000 1U/mL.

KPR & & (clinical relapse)— i 755 & & 3 B ALT>2 X ULN, {HRHER: HAR R 2 5] E i ALT 3865 .
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FriLim# 2 M2 (sustained off-treatment virological response)—1% 1477 J5 L1 HBV DNA &K #6:
TR,

i 2% (drug resistance)—: I E|F1 NAs AH2C 1) HBV i 24 J5 8 RAF, FRONFEEH AU 2 (genotypic resistance).
PRANSELS SR PUR T A PEURVERRAIC. JERIEEDR 2500 ¢, FRONRALM 2 (phenotypic resistance). &1 —
LI B 24547 L0 IR 24 R A 56 5 A —Fh el LA s 2 250 B Y 24, FROMAE X 24 (cross resistance).
Z /DR PIFAN[FE A K NAS T2, FROAZ 25245 (multidrug resistance).

=\ WATIR FE TR
(—) AT

HBV JEe 2 H FPERAT, EAFRMKX HBV YT 8% 22 R K. ittt DA A0S, £k
20 L N HBV, Hirh 2.4 /2 N\ 9181k HBV e b, H4ELAE 65 FHASET HBV BYFEUI AT h g
SE JFREAL AT (HCC)? . ABRAFREAL AN HCC B o, i HBV B 5L A Lt 43 511 300%6F1 45%*
3, IR E FFREAL A HCC b, i HBV 45| EE Y EL 543 51 60%H1 80%" o H1 T 2 75 FFF 48 38 i 4 33 J%
S HBV B GLBR>, DLRJEGE HBV A D2, FEn EhumE i 2 A, 155 HBeAg M
P CHB B 1t o ETF 2.

2006 44 [ Z B M RAT W B R 0], JRIE 1~59 % — i A\JE HBsAg 1 % 7.18%% . #E 1t
e, REAEME HBV KL %) 9300 A, Hd CHB H3#% 2000 FHl 8. 2014 4+ E gyt

(CDO) X 4= 1~29 & ANH¥ A % B RAT R MBS R IR, 1~4 % 5~14 S 1 15~29 % A#f HBsAg
6 H 2435108 0.32%. 0.94%F11 4.38%.

HBV 3 B8 I CUIAS 22 4y b4 ) BRSP4 A% 32 . vt T 0wk ot B3 S 17 7™ 4% frIHBSAgQATHBY DNA
iy, 224 B VR S 5] R A HBVIE YL Db R A s WA B R BN A% 4% S T R 4™ %
HEMEST 8. RAMSITEE. N eem iR i mes; Hams e, a8, JLERL. B
NATAEPHI SRR S BIZUIMF RIS AT, BEUMEIE E B e AR, K AE I 1%
fit HBV PHVERESE A MUBARA R . B AT RS O R ) BRE A (HBIG) WM, RHEAEREC
BRI SHBVIITES KATCH I M, REal A 2 MERE, HIRPEHBV I fE i M .

HBVANZ WG 6 R A AL 4R, Bk, HW 223, TR, E— A %S T/E (B4ELH
SHLEETPA R ) 38T P38 R —78 5 R 4877 F A RN B i B 45 TG I 9 22 R B A 2 4% G2 HBV .
PAT I A SEIGHIT 70 R R PLHBVREZ W il FLER (IR 5L ) A53%°,

(=) TiBh
1. ZBIRT R B B

BERh 2R F R R TR HBV e i R T7vE . T R B Mot R R R AL 1, Hk
N )L, 156 B LT ARG NS RN (RS AR SFE AN & FE4U TAEN G, £
AN B . G B S RIE IR T & . HBsAQ FHMEE IR ER A 5 5 R
TR B2 MBS E KN ES SR E S,
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RT3 6L, B 0. LA 6 MR, RIEFGE L EMEwE, £1AAM6 A
IR SR 2 ANES 3 BT BT LIRS — 5T S AU RS T ERTE AR JS 24 h 9, LT . BERh AT
A LARERTERAMU LA P 588 = AU RS, LB AR A EE = A L 3L 55

BALFH 2 TR HT 48 85 1 EL DT B 6 (T BELIT 2y 87.8%2. o HBsAQ BHYEBEE AT AR Hi2E )L, RifE H RS 24
h WRE (RIFEHASE 12 h) S HBIG, FIEMN =100 1U, AR EARFERA 2R 10 pg B R 2 RAT
RPEH, A LA AR 6 AN H IS 5 BRI 2 RISE 3 &1 Z BT A0, ml 4535 4 e BRI R SRR 1 (28R B34,
A LEEH A 12 h RS HBIG R Z B 4 510 J5, 4352 HBsAg PR REE AL .

HBV DNA 7KF /& 50 HBV BEBMESR I i i N 2 . HBV DNA /KPR (>10° 1U/mL) B35 )3T
A2 JUEE Gy R A B AR . IR, X A BESRAE SR R P WS S UR R 20, TR 2 i I
i HBV DNA /K BEAE,  $2mi LA BRI ah % 2. BARIE S L “ ik NBEPUR 229007 — IR
FHRAB WAL FE 7

St HBsAg BITERESE BT A= 8 A2 LT I 10pg SEALIERE CRIRF 96 B T G e s Kb A ) LI A A Bk B 58
PEH ) LEE R T HNR, BN 10pug FHEAHEERE 2R 58 9% 1 55 20ug £ BR N 541 9 (Chinese hamster ovary,
CHO) FEH ZRIF R BEH s S N B BAEFRN 3 4 20pg FHARERE Z AT 28 % 11 81 20pg CHO FE A Z AT 4
PE o K RPETNREAR TR RIE#, NN i R R R Cn 60pg) FIEFR: XF 3 B ey TR %
AT PR 1B 60pg BY 3 £ 20pg EAHMEEE LRI ST, IET A 2 IREERh QBT P S 1~2 A H Al
M35 P 40-HBs, W RE, R 15 60pg BB RF 4R R

Rl R 1 A PR N IR R — e D T ek 12 48 18, PR, — RN BEAS 35 ST HL
-HBs W5 s s e s . (B 1 fE N BEAT HEAT H0-HBs WA, Undi-HBs<10 miU/mL, A4 T hnamss 2,

2 BANRE S TR
G BB ) B R BRI R b 2R 5 HBV B A MBARBS , AT IR DU D5 V40 2

1. IyEA: BSZEIRE HBV DNA. HBsAg. $i-HBs. HBeAg. #i-HBe. #i-HBc FIiTFIhEE,
FtsE 3N AR 6 MHNERE.

2. FERREEN . ORI B T, HOAP-HBs BAYERE, FIRHETRRBRACEE . Wk
Fephid QU R E, BRI QB R PEE, (HBT-HBs <10 mIU/L Bidi-HBs KFAVER,
NESTRPVESS HBIG 200~400 1U, F[FIBSFEAS RIS HeFh 1 £ QB 98 1 (20pg), T-1MHF6
ANHJE S RS 2 A58 3 &L ZRUBT 1 (% 20 pg).

3X BN I EE

XV EHER) HBsAG FHYER, N5 m) 243t T §a ) FhoO R3S, R BRSO 2 38 B 3R R i 7 ik
1T IfL3% HBsAQ-. $i-HBc Fi-HBs #ail, F-xf Hb i) 5 B (Z=Fbr EWIAYER) R QTR R

LI 98 B F HBV #8571 3 1AL Gt (K 8 BB T 1 F HBV DNA /K, 5ifiig ALT. AST &
JHLL 2K IR, X A RIBF 48 B Ay 2 a5 WA R “ R IBE V& B,
XM HBV g M AEE S HBsAg #5717 3%, BRANBESBMR IR . 228 E S 5K B SO E HIER
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W BR AR AN, W TAER 2>, (HNE AT R AR U -
4 BT iE IR

RAHES™ 2 2B COAEET R AVET FD, JFM™ b B8 = e B B i B S5 o Al 5547 i P RO BEA
HG AER. RIS B AR B AR N RS B o ERCS AR, AL R AUTRCE BAE R . YRR
HBsAg FHIE®, Mt QR REEHECR M R a8 KBRS, —ERZ i Zes,
AT 2B 98 B SAb IR PE B AL 3 s o XF HBsAQ PHIEMIZAE, RIS LI 280, (R R B I 56 2
P, REEA A LR TR

HEFER N 1: X HBsAg FEM:RERIOHFTA L, MEEHAESE 24 h AR B (BRIFENAEE 12 h A)ES HBIG,

FIER =100 1U, RKNERFERAER 10 ng EHARERZRTREE, 7£ 1AM 6 AR HEME 2 A
534BT R R, TR EREAN G EAARIMR (AD

HEF R 2: XFHTAE LI SR ER BT REOE I LE BTN, FIEON 10png EABERREK 20pg CHO
EHZBRFREE (AD

HEFR 3: B4 LFE AR 12 h PyiEst HBIG M BT R J5, FIH:32 HBsAg FHPERESRIMEFL (B1)

HHEBN 4: M RBETNRIE TERENEE, SRR EMTE (neoug) MEHK; X 3 4HRBEREF
ToRLE 2 P BHEFh 1 4t 60pg BY 3 4 20ug EARRFZRFSOBEN, HTH 2 KEMZRFREEE 1721
AR ML Hyi-HBs, W, FIEEM 14 eopg BARERF Z BT X BE (AL,

=, WE%

HBV/EFEITDNA 7l (hepadnaviridae), &R K Z)13.2kb, AE XEEIRIRDNA . H LK 4 4w tD
HBsAg. HBcAg. HBeAg. Jii# £ REFMHBxE M. HBV kP /15580, (H65 C 10 h. Z#B10minsk =
JEZESII R KIEHBY . MR O Ft IR 15 SRR AR XT HBV A 5L 1 K RO

VT R A TR I, P BB b B A S - AR R I R - B [F] 4% 32 8 1 (sodium taurocholate cotransporting
polypeptide, NTCP) JEHBV/E& LT ik I 21462, YHBVIR ANFFIMG, #54r SUEFRIRHBY DNATEZH
oAz A LA 57 BE DNA AR RE K TR A DUE AN IESE R BRIX, TR L0 P& IRDNA (cccDNA); SR 5 LA
CCCONAJIBIA, s B LM A RS BEFIMRNA, - 73 3/ E il 3 R ZHRNAT RS HBV H) & A5 L . cccDNA
K () WIBK, MELAERIRER, MBI YEREEEN . HBVE/AH MERAE (A~D 2, 3K
E LABRIAICA N2 . HBVEE R AL 5 i idt e AT HEZ (IFN)IR T BB A 0%, HCRERAURJLE AH L, BIERH
RUR GB35/ D 1 B SR 28 . FFRALFIHCC? %, HBeAgFH It B2 X IFN-a G 7 IR 2 2%, BIE Y i T
CHENAY, AFENA m TDIER A, i 5 AERN 1] BEEHBeAQILIE F e . % ii I DL L UM B iR T R b B
HEER Y,

MU, B R AR
(=) BR®

HBV &Y B 28 R TR 5 18 EAAEZ M IR AR . HBV IR 1SR i S2 S i e MR I
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FHEREEK. RGN EG HBV 1, 7354 90%A1 25%~ 30004 & e g E /gy, 1M 5 %
DU B AU 5%~ 10%% J@ B 2. TE HBV It 2 0 Fl = Wk 22 4h ) L sk e .

41 LI HBV IEGLI) B AR s — T AR5 4 AN, BR324, S il Bl ARvEshEl (k)
S HIA S S 2.

S 2. 1% HBsAg Al HBeAg 1%, HBV DNA KV GE%>200 000 IU/mL), ALT IE%#,
RS0 I S S B B ARG, TR A AT BB AT AT 4 ik 0,

P LB 7 HBV DNA 7K°F>2 000 IU/mL, ALT FREEekial8irtm, FFH 22 i ul ™ & 4 e IR
B, FFAHEA T Ut g, 5 v R R N REAL AT D) B 235 o

ik (AF) ZH: 1MmiE HBeAg BITE. Fi-HBe BHPE, HBV DNA /KRB IAE] (<2 000 IU/mL),
ALT IEH, LA T0 9 0E BN 52 B JRE o 7E K R B S T3 2 AT H I HBeAg LI 5 e e i e 38
A FFREAG T HCC 1 KU W /D>

PGS K2 5%~15%ARE 2 B vl I — IREEIR T R R AR, RN HBeAg BT, 47i-HBe FH
£, HBV DNA thE|g /K FEH (>20 000 IU/mL), ALT #8:mi k8 54, BN HBeAg Btk CHB® ., ]
R H B HBeAg BH#%

FAERTE HBV B #4ed A R DUH. 50 E AR I HE S HBY, 2 T e iinf 52 T B R0\ f
FEIE BRI

H &1 HBeAg ML 7 46 1 2L LA S il B, F R AR 3R 200 2% ~15% . fF#8<40 % . ALT JHis
HBV [ A RUA B Al kAR e 2 %, HBeAg MGG, BELH 0.5%~1.0% %K E HBsAg 15K
B, B, HBsAQ MK 10 4EJ5, £ 149%F) 5 R 5T Kl i cccDNA™. HBsAg i1 ki 83 4
W%>50 ¥, skCA KRBT, SAIE HCV B HDV &, R R BN HCC FIMERIK, HEIITRER
"%,

CHB 4 AL I04E KR AE RN 2%~10%, fakNEMImIEE R K. BTk, KL HBeAg &
RN AE IS >40 % ¥, ALT #8: 71 %), 3 (HBV DNA >2 000 1U/mL). HBeAg #4:FH M 3, C JERR Y,
A3 HCV. HDV Bk HIV &Y LU 3RS GRIRS AR 00 AQRLUIPERE (Lt AT S A6 AL 4E R A2
RN 3%~5%, RAGEMERTAE(L 5 R4 R N 14%~35%.

JEHFEAL HBV YL ) HCC 4FE R 4% )9 0.5%~1.0%. JFFRf{L 82 HCC ER LA 3%~6%",
R HCC. RFREALIIGR R E ML, dhoh, FERFAEL. PR, HEAR¥EEAE HCC k. M HBsAg
BAKOE, DA i B F R 5 HCC KA 3 40 498 IR HBsAg /KT I fg 6 HBV A2 il FlJ
Je A BT sl . T HBeAg % HBV DNA /K7 (<2000 IU/mL). B 8% C &K ] HBV J&
e, EKFE HBsAg (HBsAg =1000 IU/mL) 5 HCC &A= A% 2 EH 2 4748,

(=) RIwLH
CHB HIRRNLEIBONE IR, 25 MR MM KEFFIEY, HBV AEERMIT4E, 5K
G IS T AR 0 S RAE e B ) SR B LR o 110 JORE S RAFAE /& CHB B E #E AT L H % HCC 1
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R

WA S AE HBV G RIEME, JH5 T /5 LR e S S o 18 HBV IR UL RS 7 o)
Rz 32 3[R0 * %, HBV Tt [ & HBeAg A1 HBx 52 R A4y, @it T4t Toll-FE324k (Toll-like
receptors, TLRs). 4 H Qi 53 A (retinoic acid inducible gene-1 , RIG-1) FifhFii (s 5 S8z, kM
il ARy B B 5 . CHB B3 1 ARV BERER SN (mDe) JRANMIFER FORAMME (pDC)7ESHH
i UK, mDC fALE RS, pDc =4 IFN-a I RE )R FRMIS, HUR BHaE BRw #E A  5: HBV Fi R
PET M Re AR N, AR TR ERERR .

HBV 55 P S B2 AE HBVY SR EEAE . EBEALUHAEIERE S (MHC) | 287> TRk
() CO8+AHMI I T k4 v S AR IA T, Hn] 73 IFN-y, DA M SR AAH L 400 o Atk 4t e
HBV JENFRIARE S 2. BN, HBV Rtk T e 8T, Hrebeqide, 2 Wdniie 1 ohg
FITEAE 7 5 E B, T kAT ReREs, HBV FRaE | .

fi. EWERE
(—) HBV &N
HBV IMLif5 2k &4 614E HBsAg. $i-HBs. HBeAg. #i-HBe. #i-HBc Al#i-HBc-lgM. HBsAg FHPEH
/N HBV B Pi-HBs MR TP, HPHMERRAT HBV B 9%, W S AU 9 BER Kkl 2 AU 4
FETEH : Pi-HBc-IgM FHME % T 2k ZMF 4 J2 CHB &k &1 $i-HBc MHtiA EERE 19G Mk, R
ZRGL HBY, LR S P0E R, MLPUAZ NMHYE. 75 HBeAg FHYEI CHB &g, JE4k4i-HBe &
EX R LTI E (Peg-IFND) FI NAs YT IS 30E — & A > %, 3% HBsAg & S Al a] F
F IR BU R T AR U %
(=) HBV DNA. ZERFZMZAE R
1. HBV DNA E&Efill: FEH T AWM HBV BRIk 8 S 51K, wTHT-Hui 8 V697 1& SLIE R
TR LT AP W o A E B R R S i B B A B ) B (real-time quantitative PCR)VZ:.
2. HBV FER > BRI 24 588 RRAI: 5 F 5 (1) R 5 W) 3R Al B (PCR)
%y () BEEFAIMGERE; (3) LMIRE I 2838k
(=) Y ERE
1. I3l ALT A1AST i ALT A1 AST 7K-F— ] e 4R i A e i, B il .

2. IMiEMHLER MiEHO KSR MR A ¢, BRI m 3 B 5 RO it s .
P AMIEIE PHFE RN . AT IhREREME (B MG ARLL R ] 2T T &, MR A =1 5 IE%E LR
(ULN), HAHBEI RIS ALT F1 AST TR “RHEED 27 B4
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3. MiEAEAMBREN KUAFIE S IhEE, CHB. AFRE(L AT ThAE 2808 B Al s A A R P

4. G E S [R](PT) St L 55 20 FE (PTA) PT 2 BT IR I 5 74 i D) Re ) 2 s, R I
Prbr AL LEME (INR) RS, X6 A W g i3t e e T A B K i

5. y-HRAMEIKEF (GGT) IEW AIMIGH GCT EZR AN, MLEGIE R % 18 E I &
S JHHRE AR A IS DU T BE T e Al R TR S S50 P PAY AN IELT DR AR I T DL 2 T

6. IMiHHEREREE (ALP)  ALP LT AH ARG HETHEM . Fir A= ALP 74 5d 2 slitF ittt 52 BN, 249m]
i ALP RAAR . IR F Bl ALP BN MLk FIWTW 5 K 8, TS R R T 2

7. REATER (TBA) A& A B M A R & R A, A F e N . AP ZERT,
MR A B L H, TBA BT .

8. JHBLMENG I SWOHIE A RRIIEE, X T HTIER S ThRE I % ThRE A S H I E.

9. HHREA(AFP) IMiE AFP KI5 A& 2H HCC ME B ahr. MiEE AFP FHEiItRE .. shA%
bR ALT 1 AST MK R, I45 IR R BURT ISR A0 2 45 BT 45 B b7 °0

10. e &K K = s Bl 1115 5 5 1 (protein induced by vitamin K absence or antagonist- II , PIVKA-
1), X4y #ILE AR (des-gamma-carboxyprothrombin, DCP), #&i2Wr HCC ) % — P E 3

k5, TS AFP H A%k 75 6204,

7N~ B4R R RS BT

1. APRI W9 RARBEFEAR (AST) Fflfil/ME (PLT) Eb# 5% (aspartate aminotransferase-to-platelet
ratio index, APRD) 7 F THFHEALIIPPAG . N APRI F43>2 4, TionifE 4R ENEIL . APRI
3 AR N[(AST/ULN) x100/PLT (10%/L)]% .

2. FIB-4 f5% &+ ALT. AST. PLT MEHFE N FIB-4 557 M+ CHB &34 AT £F 4EALii2 WAl
e FIB4= (FFEfE XAST) + (/MR X ALT H~F 54D

3. [R5 iR (transient elastography, TE) TEAERN—F N AR TC OIS B, FLAR A N EAERI(E
A EE AT, B LGB 1 2 PR I A A R R T 4 A R B AL O (B s
FRINZERZ N AN AR A 200 A8 R R B, e A 32 I 2ORE IR . IEI TN
DA AR AR S5 2 AR R . BT HHLL R B W X TEIS I A RE 10 S 2 2, 2% R AE AT R IE % 1
SUFBHTTER A . TESSRAL RS & BEALTAKTFEfahR, HTES HAR L 58 br k& wT LA

TERJIRPR R : RHZLE IR HRAA AT U a6 7 & IR LD 2 /5 (LSM) =17.5kPaiZ i iFAE1L ,
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LSM=12.4kPa (ALT<2xULNI 910.6 kPa) 7] iZIKr it e PEATET 44k : LSM<10.6 kPam] HFEx FFHAE AL 7l e ;
LSM=9.4kPar] iK% 2 JH T 4E4L: LSM<T7.4kPar] HERRHE R MEIHAT4E1L: LSM 7£7.4~9.4 kPafi# 7] I
FEF FERITE LGS B . R LA R IEH A LSM=12.0 kPai2 Wi fiFi#fk, LSM=9.0 kPaiz Wil J& LT
YA, LSM<9.0 kPaflFRr/FiE L, LSM<6.0 kPaHkkkilt RYEATAF 44k, LSMAE 6.0~9.0kPa aHE LA IR
PSR, AT TR SR A O,

. BELH
AR AR AR EE H A MINCHBRI IR IR HERE . T A T IHREAL . B A P A AN ) A e,
Fo B AniZiHCC .
L JEEESE(USRAR  BEME, B, IR ER, USK R OB AR 2 i i) 3y
o WZITVET LB W P A R (0 DR AN S FE A B S M A 0 S N A TG o R AR
B5 52 FUMUERBCR . MREFIERAL. 1R0EF A HOR M A0 55 TR 2 1 PR .
2. HTIENMWERE (CT)  HERHIDHEZIZ SRS Wi B2 R e &%, T
JFIETEAS, T MA JoHaEAl, R R G A s AR AN 5 ) v BT, B a3 i 22 143 i 05 T-HCC Y
W HA U AR
3. BMILR (MRIEEMR) TGRS, HLVnHids, W RLZ b, 2P0 R, XHHIER
PG N LIRS ARG AP S 851 B s A2 A0 T CT A US. B iR 2 14
R R IG SR AR S B B SBAERT P SRR AR T T,

I\s TREREESHT

IR ST B H B PR CHB B I A AR T . HERR A R 0 W 790 F R YR 7 8225

CHB [ B2 8 ANFIREFE ROV DR JL A B OAE, R A R AR DL SZ AR o E 1 23
IR A DB AR AN A, A AR SRR SRS XK, IR AT 51 SRR AR IR T AR AU
Frin R, HARWEEAEIRSE. /N AFAIIASYE . SRPE AT, JF AT BB AT 40, A apsiste e
T RARINGE . MR SEM B S TERAESE, TR T TR B T/MA, B 2E A s s i @ g & .
B /A CHB I TCHF AT LT B, (B 2 BUEAT BRI B BRI . JOREI AR T 51 3 2 A A3k i FE A
SIAFIREEE I X EFYENEY R PR RIRR T A, Masson =t Gyt e AR A 4 Ge to A7 B T I 4R dE AL R 2

FIVEY . BHEERY Csignificant fibrosis, Metavir 433 = F2) 1k @ HART 4F 44k (advanced fibrosis, Metavir 4
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W=F3) gt Rk, WELEM/NTEMZEEL, FFAa A, TR a5, R . i aEi
Rk, JORERASIIR, MLY% EIFA4EA0 K AL T S IR R R i T 72,

G AL G B3 AR ZH 24 ) HBsAg A HBCAG (1321 o Tl R 75 22, 7T SR A% IR Ji A3 2 22 12281 PCR
HEATIFA141P9 HBV DNA B cccDNA Hiil) ™

CHB FFALZ SIEIRFE I o3 FAN AP YEALAR BE (50301, HERE R BB 13 FH A Mletavir™ 9743 R 45 (% 2.
3). MAh, KFFENUEH IS AL EAR b e AP 2R IR T AR EL 5] (collagen proportionate area, CPA)
Y DU F I RIS (K AP Ak s VP4, (HE AT80A A iRk, ™7

F 2  Metavir {43 RG----HRZ R RETESETED

IS NI RIEIRBE RAEVEBNE

0 () 0 (R 0 (I

0 1 (R 1 (RED

0 2 (HEFD 2 (FED
LR ETE B 1 CBED 0, 1 1
Chistologic activity, A) * 1 2 2

2 (R 0, 1 2

2 2 3 (EHED

3 (HJE) 0, 1, 2 3

*2H LB B A MR FH RN A SE R FERR FE 4 i

& 3 Metavir W5 R4 4L T
A o H
Toer4Eft
T XAFYEEY R, R TCAF4ERIRE T 1k
T XAFYEEY R, DA YERIRE T ik
ZHALER T, (B TChE A5
JHE AL

4 4k b o B
(Fibrosis, F)

A W N B O

.~ GRS

RIEHBVIE AL I IMIE . REEF . AR SR R AR B & 25 R, nlAE M EHBV I G /)
H:
(=) BHEHBVIE A

2 NER BRI T 5% 52 I HBsAg. HBeAgHIHBY DNAFH M, 1ENESEMEU3IK, FRE
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DEIBE3A T, E R MEALT FASTAE IEH i, HBVDNAIE R &b T Rk, A0 2 IO A2 2o
AR ST,
(=) HBeAgFH#:CHB

MiEHBsAgRH T, HBeAgRH?:, HBV DNAPRHT:, ALTRRS:EUR 5 575 U H R B G R L.
(=) HBeAgBH#ECHB

MFHBSAQIH T, HBeAgHF£: M1, HBV DNAFATE, ALTRAZ:EUR B 54, BUFAIUEH R .
(P9 JEFEShHE HBsAg #5H #

Ifj% HBsAg FHYE. HBeAg 1. Hi-HBe FHYEERI 14, HBV DNA (R TRMI IR, 1 4P iEL:pEDs 3
UL L, BIREAR 3AH, ALT f1 AST 7EIEF HE. HFALSER A RR: HIUEHRE (HAD
PPAr< 4 SR HAR 120 8 S TH o R G e i R R
(F) FBEMECHB

MIEHBsAgR 1, (HIMIER (50 A4 HBY DNABHYE, FHHCHBHIIGKE M. FRHBV DNAPH
bb, BE WA MEDT-HBs. Hii-HBeMl (5 Hi-HBCPHTE:, {HZ120%F: Fe 11 CHB & 2 1 LI - br S35 A
Y. 12 FEEIEHBY DNAKLI, JGH X Hi-HBCRFEE FH I
(7)) ZRUFF R FREL

FE T HBVAE AL I R 12 W 1) 6 46 A48 . O SV I RIS A7 LE FFRE AL 3 . @i [H 2 B
Bl HBV EISUEYE o 388 Ik 5 50 SO L (AR 7 - DA B sl B LAt 5 L 51 A B AL 993 R G HCV JaR e

UPRIPSE Y/ 2

e P L 5 MR A TG 32 I AORE A AT AL 7 AR I S R A . AU R AR 22 A A 2 Bt
TR A A A0 B D e R b B D bk o SRR R, SR SV RS AR A2 I8, (HOG & B RS K i ok
BICRR L . S K B PR IO SR B ™ B AOE s R A JHH A 6 38 T DAL B B R Ok ot ok s 2
ML PR . MK HoA = o R RES

DRy S WS TN P A £ R R, MR T XU, RT4% T 23 SRR Al A ACE I 100, 1 31
ToRrkEI TR, ToMEK: 28] AERKERGR, JoHML K, 3 Wl K, T, PEEAPEER KGR, 4
W AL, PRECAEREK: 5. MkEIMAE. 1. 2B AEETE L, 3EEIIN RAEE M L. 1. 2.
3. 4I5S HALSEMIRAER D HIN<1% 3%~4%. 20%- 50%F1>60%. I KA 1 H -5 A Ak 5 3 190 A BT
T XU 2 D)k 5% 52 82,

+. WITERE
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RITHTE bR BORBREEHA G HBY S, JAR A 58 PEIRAE ST AR Ak, I Ae b )
R R KA . HCC B HAM IR ARE IR AR, AT 5 AR Vi T B RS K A AR I TR RV AR e, %
T IE A B N AT REIE SR CHB IIGIRYA T, B If7 IS RREE M # 2 M%. HBsAg TH e, Rk
A ALT S M AR 2aE .

BITLR:
1. FARMZS: HBeAg FHTES HBeAg BIVEER, (F2)5 /M3 FEANI HBsAg H &, TIFEEAf
HBsAg IfiLif 2= 54
2. THEINZ A HBeAg FHIEEE, (F4ERGRHENIH R ZNE, ALT 5, JHEA HBeAg fMLiF

R HBeAg WITEEE, (R4 R PG RFEE MM B2 N ALT B

=2

3. EEARMA S WIRRSRIE AR EE N, PUR BRI IR 4ERp i 8  N% (HBV DNA ki

MAE]

+—. PURBIRIT HENUE

PUREHATT (1038 MIE 3 ZARE 35 HBV DNA /K-, L3 ALT AT SR ™ SAR B ke v ™% %, ]
45 BB R SR BRI S R 3R, SR O VTAG B o 2k e KU 5 T 2 15 R B HUm EEIRTT . 3)
APVl BB R A DU BE B IR S % HBeAg FHTEEZE, KIL ALT KA & E, SIS 3~6 1
R, WARKAEH KM HBeAg LG ¥ #4k, wENFHERBIURTIRIT .

V)

WEFERSZGORREIGIT (K0 HE 75 [FI L LA R % * 51 8490,
1. HBV DNA /K°F: HBeAg Pt &4, HBV DNA =20 000 IU/mL (A34F 10° copies/mL); HBeAg

FAPE %, HBV DNA ==2000 IU/mL (k4T 10* copies/m L);

2. ALT KT —RER ALT #4:7 5 =2xULN; W T zA)7, — BT ALT R<10xULN,

M7 AL ER B <2xULN;

XFRFEE HBV DNA BAYE XA B B iGsrbrie. (A LN —%#, SRt KRR, w %8s

THIREIRIT

1. fAEER R SOE (2 UL b sierdifh, FEARAFAF4Etk 2 40 B (AD.

2. ALT FF2:4bT 1xULN 2 2 xULN Z[0], R ERe>30 5%, @ iUT FFH S0 s o g IR 7,
B LT 4L T LIS 45 T HUREEIR YT (B2).

3. ALT #f£RIEH (B3 /MARME—K), Fil>30 %, A HCC Fiksk, #UT & s
QIR R, BIRAATIELT 4L DL)S 45 T HURTRIRIT (B2,
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4, TEAERPRELL ) ARIERS, TEie ALT Al HBeAg 15, B SFRMFURTEIET (AL,

i BRI SRR, AETTARVRYT AT R HEER & JF FLAM R AR s 25 RS AN G5 S5 R R TR ALT
This, HRE RN R IE ALT I PRI .

+=. A IFN-o FI PeglFN-o Y897
I E O AEEE IFN-o 1 PeglFN-o. il T-7597 CHB.
(—) ¥3F IFN-a F1 PeglFN-a YEIT I B RIT

38 IFN-o 3697 CHB &3 B — 5 97 2. PeglFN-o A T8 IFN-o BEBUAS AR = ) HBeAg I
TR, HBV DNA i KA AR ¥ ZIE bR OB I AR I o, HBeAg FHER)
CHB #%, RH PeglFN-a-2a 180ug/ G397 48 Fil, 1525kt 24 FN HBeAg IfLiF 24 #:3 32%~36%,
FLrR 2R ALT 2~5£i% ULN 3515 24 24 JE HBeAg Iy A F# %0h 44.8%, ALT 5~10 fi5 ULN %N 61.1%;
{524 24 JFIf HBsAQ ##i% )y 2.3~3%% %, Wift iR, 4T HBeAg Bk CHB, i PeglFN-a-2b 7]
Y45 241801 HBV DNA i . HBeAg L% 2544, HBsAg iEM% &, 1224 3 4F HBsAQ iR %N 11%%.

%t HBeAg [t CHB Hi (60% 5V A\) 1] PeglFN-a-2a 1597 48 J& , {5245 1)j 24 J& Ik HBV DNA <2000
U/mL 85N 43%, 15224 G BE T 48 JE N 42%; HBSAQ JH K RAEIELBEYT 24 FIR N 3%, 15240 E
3LEMIGANE 8.7%%, 1524 5 EWINE 129%™, GHI AL REK PeglFN-a JTFEE 2 SE R EAIT & R o
%2, (0% FRIE KR TT H R IO 28 RSB 6140, MG 5% %5 18, B BOE AR IE KIRTT .

(=) PeglFN-a 5 NAs BREEF R1BIT

[F] 3% PeglFN-a 5 NAs G 1YT 7 Z8 2 5 Red =7 R A Y] . [FAP G J7 R 5L PeglFN-a S 2572
JTEE R HBeAg e #e. HBsAQ iEFR. INERENE . A ENE S TAAE— 2%, EREEEES
JE IR A 2 B BATHEF R e PeglFN-o 260t N B 95 (entecavir, ETV), FfA 42 HBeAg
I3 FE R LU HBsAg iR %,

T NAs BRI #5808 R KA 57 BT PeglFN-o 7728, 1 NAs 12478 HBeAg IfILiF 5 ¥4 #: ) HBSAg
TR JTIHA — RS T — T GBI 5 R, HBeAg FTE CHB BB ETV #H25ih)T
9~36 /™ H 14 5 HBV DNA <1000 copies/mL L& HBeAg <100 PEIU/mL )2, JFHt Peg-IFN-0-2a V47T
48 JA I B A AR S ETV SR 247597 38 A 5w 1) HBeAg LI 52 4% #: %6 (14.9% vs. 6.1%) Fil HBsAg
THEMRFE (85% vs. 0%) %, F—IiHF5 Eox HBeAg FHIE #4252 NAs [HikK5E (lamivudine, LAM).
ETV a5l [ %45 5 15 (adefovir dipivoxil, ADV) &7 1~3 ££J51AF] HBV DNA < 200 IU/mL }2 HBeAg #[ %,

FiH:% PegIFN-0-2a J B1Y4Y7 48 JE I HBSAQ 175 143 [ 45 %243 3l )9 16,2961 12.5% . $RTfT, Fik — Ik
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FLH T BT PeglFN V697 AT BET R HE 24 R R NI TE K5t 4l Rt MZA 5 2= M Bt — 0
R

(=) IFN-a HUR BT R BN E R

LIRYT R TON B &

HA VLR EM HBeAg BHME CHB H##:5% PeglFN-a JAJ7 HBeAg MiE¥ iR E &: 1) HBV
DNA<2x10% IU/mL; 2) /& ALT /KF; 3) FEEAH A BB A, 4)HEZ(C HBsAg /KF; 5) K IERAE
G2 LA k; HBeAg Bt CHB B3 MJoA JUAaIT R BUIR # N A M R 3R . (EAPURTIRAEM B,
MR Y B (AR D ) ARIEENAEE NS . R ERIATIEE . YIREZ S
WITHEE, AikJe & Peg IFN-a V6T .
21T R P TR R R

HBeAg FH1: CHB #3477 24 J& HBsAg il HBV DNA (58 B/KFAVATT A I TRIIF 2 . #%
PeglFN-a ¥697, WIH 24 Ji HBsAg<1500 IU/mL, 4k%:5257077 2 48 JH Ml RIS 5 = HBeAg I 4 4t
88, Pt 24 JAHIT HBsAg & & A5>20,000 IU/mL, A= 1k PeglFN-o, 7497 %2, B0 NAs 1697 .

HBeAg B CHB & Ry7 it #2 4 HBsAQ 11 R % HBV DNA 7K-F 215 2 J5 FF S0 15 52 20 1 Tl
= O R & 12 AT S HBsAg A T H HBV DNA #i354% T[4 <2 Logso IU/mL, 2% F& 1% 11 PeglFN-a
HHIT 1, ARES L “PURERATT R L.

(=) IFN-a B4 R R MR AL 2

1. VUERFRREMEAE: RIONERG . WURMZ 15, PIAERERTES IFN-o, BETS Y [F R
il PRI 24

2. —ibPEANE AR s nrh R AR e % A< 0.75%10%L AT (B i/ MR< 50x10°%/L, RifF
1% IFN-o IR 1~2 FJEE A, Pk, NEHEnE . TR g4+ 4<0.5x10%L i
(B M/ MR<25%10%/L, T SEEF {508 Y IFN-oo S K200 0 B 2 R AR, T sl PR R 4 i 7% o
PR ¥ (G-CSF) BN 2 B Wk 40 B AR 76 JI R+ (GM-CSF) 697

3. KEMFRHE . FIERBUNAR. AR E AR SRS MR . AR E R, S 5 ] IFN-a,
o BN 2 [F) R o R 1T A0 B RHER gt — 2R .

4 GGG LB LGPk, DU B BRI . R . MR
WE. AR, BRI RMAKAGHELARIVERE SR SRS, MM SR EEINILFE G, ™E
HRAFL

5. HAbDWAA RRM AT S E . DI IR PR Wr T B a Bkl K 5%, 8
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21k IFN-0 J897

(P9 IFN-o ¥8¥7 EERIE

IFN-o 67 FIAERT2E RUE L AEYREFHA A MR TR RS0 s (BRSP4 RRE BO™ B AT AE
S ) RBEAEHI R . R . RIS HI B B e e . A B, AR, O
73 3V 1 1 B AP il S5 0

IFN-o0 VG I7 AR ZE AR ELFE . BRI, BRAESARAE S, ARAT Rzl FRoB PRI A ey L s, V97
R PR A H<1.0x10%L A1 (ERD /M %<50%10%/L

+=. NAs Y&y
(—) FFh NAs 5T
1. BE&FR$H ETV)

1 I AR5 ETV 3697 48 R, HBeAg FHYE CHB &, HBV DNA #[¥] (< 300copies/mL) %
N 67%. HBeAg L& #4640 N 21%. ALT 4 H A 68%. MTALIENERA 72% . 1E HBeAg [tk
CHB 3%, HBV DNA %% (< 300copies/mL) %y 90%. ALT & %y 78%. L2424 3% % 4y 0%

ETV 697 5 SEMIBEVIT 5t R, HBeAg M CHB #:i3% HBV DNA #[f] (< 300copies/mL) % 94%,
ALT E % %)y 80%'”. 7£ NAs #1i CHB ¥ (HBeAg FHTEEIRITE) . ETV VAT 5 4E I BRI 265 4
N 1.2%, R, ECKEE LAMIRZKEE T, ETV IAIT 5 4 M BAERE R 25 % £ 2T & 519%'%,
SiH ETV A7 5 R I 424 9T 52 7% » 88% (55/57) KSR LT AL 25035 , 40% (4/10) R0 ™ 109,
7 R R R A LR R AR, N1 .
2. B VEETHBE (tenofovir disoproxil fumarate, TDF)

1 IR IG R B, TDF ¥R77 48 FRF HBeAg FHTE CHB &%+ HBV DNA ¥} (< 400copies/mL)
N 76%. HBeAg M #5309 21%. ALT B3y 68%. 1t HBeAg [ CHB &3 1 HBV DNA %
B (< 400copies/mL) ZA4 93%. ALT &R N 76%"7,

TDF V6T 5 T HIA S8 50N 87%, LT AEA I 5 320y 51%:; FEIR YT Hi 112 W 9 A A4 B 58 v CIshak
N5 6) . & 5AERITE, T4%HE ) Ishak 14y FEZE/> 145 2,

231 8 4F TDF 1577, HBeAg BHTE ¥ 1) HBV DNA ¥ (< 400copies/mL) # A 98%, HBeAg ILi&
SRR 2R 31%, HBSAQ YH 2k 36 13%. HBeAg Y11 3 (1) HBV DNA %% [¥](< 400copies/mL)Z A 99.6%.
FKEIFE] TDF MISEM 2. ERIEITERE . 2.2%0) B8 R AMAULET R =05 mg/dL, 1% HH KAE
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JLEFIEBR 3T 50 mL/min, K30 FH 24 (10 283 02645 B Th e AN A RUIR B VE B 1 R A

TDF G975 NAs 4836 /5 48 Ji 22 168 Ji Wt 7T o, ikt LAM %), ADV 2. ETV iy, it
ADV FIZ&AEE. LAM Fil ADV BT 25 2%, TDF #5E UL i d 5 %, FLiR 52 1 B g 112118,
3. EHRE (telbivudine, LdT)

TG PR IR ER ) 52 J £ 58, LA A3k 2 b0 104 Ji 45 IR, LT FUm RRis R T LAM,
FLI 25 % 42 24% T LAMM M, {8 R pA TR 26 5 T3 98 i - F54% HBV DNA<10°copies/mL 2 ALT=2ULN f{J
HBeAg BHE &3, 5 HBV DNA<10’copies/mL ] HBeAg [J11: 583, 2 LdT 1447 24 JA R ik F] HBV DNA
< 300copies/mL, ¥EIT H 1 4F 2 4Fi AT 5 U BT ORI A inf 24 B 2 10

LdT BN R FEAR A SR LAM AHABL, (HIGRYT 52 JE AT 104 JE B K AE 3~4 ZRREEE (CK) T
HONY A T.5% F112.9%, 1 LAM 21535108 3.1%FH1 4.1%% ™ HANREAENK . BESUILA R A FLER IR+
HAEMHRIE, MEIEE. A5 IPN-a KA NSRS, Mo A,

4. PIEREFEE (ADV)

P ANBE ML E I AR RIS R B, HBeAgRH 4:CHB & # [ IRADV AT B EHIHIHBY DNAE #.  {EdtALT
S SGE AR RIERIEA L 4EAL . ATHBeAgFHME B3 16971, 2. 3M54ERS, HBV DNA<1000 copies/mL
B> 928%. 45%. 56%H158%, HBeAgILiF 25 #3717 912%. 29%. 43%F148%; it 247373 0%,
1.6%. 3.19%F120%"° %, xtHBeAgR 1t #4754, HBV DNA<1000 copies/mL# }967%. ALTH # %A
69%;: ¥ S I F) SRR 24 5 DN S AR A A 3R 299%™

ADVIXHLAM, Xf T LAMIM 2] CHB & # BE A 2 HBY DNA, HIEXA T 24535 X ADV IR 24 4 4=
REAE,

ADV KIVAIT 5 4RI, IMiEWUEF T+ 0.5 mg/dL % 3%, {E i HLEF oA T s Mo 12, K
21 B B B TR AN S AU ME B, RS AT B LR A IEM R A
5. hKKE (LAM)

[ A AR BE L B I S ki 46 S B, TRk LAM 100 mg 1 7k/d, #] B 404 HBV DNA /K°F; HBeAg
L3 272 B R B 7 I 1) SE K T2 18, VAT 1 2. 34 4 A1 5 4RI 3 h 16%. 17%. 23%. 28%71 35% 22,
BEHLACE RIS R B, CHB I B AR AL B 4 LAM VAT 3 R IE it e . &
TRAFIhEE S AREE & HCC IR A . A HERTREAL B2 LAM T6)T G RS GE AT DI RE, ZEK A7

125

BEIETTI (B HEK, 5 REIR 26 59 AR (R R AR R I (56 1. 2+ 3+ 4 E 51N 14%. 38%. 49%711 66%)'%°.
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3 4 HBeAg FH{% CHB & FMIURBLMHTRICE (%)

WA FMRIT (48 ~52 J&) KHRIT (28 48)
2 Peg-IFN-2a | Peg-IFN-2b LAM LdT ETV ADV TDF | Peg-IFN LAM LdT ETV ADV TDF
=#)5 | (54 (24 (54) (54) (84)
34F)
g%xrﬁﬁ 126 127 105, 126, 130 105 131 110 89 117 107 132 111
128-130
HBeAg M4 (%) 32 29 16 - 18 22 21 12-18 21 35 30 / 29 31
HBV DNA #[ (%) 14 7 36-44 60 67 13-21 76 19 56 94 55 98
ALT % (%) 41 32 41-72 77 68 48 - 54 68 / 70 80 77 /
HBsAg # (%) 3 7 0-1 0.5 2 0 3 11 1.3 5 (2 4F) / 13
133
& 5 HBeAg [ CHB BE B FPURBZHWIIIT BOLE (%)
TiH RIIRYT (48 ~52 FD KIHRIT (2~8 4F)
%) Peg-IFN-2a LAM LdT ETV ADV TDF Peg-IFN (& | LAM | LdT (24 ETV ADV(54) | TDF (8 &)
ZjJa 3 4F)
?%Ifﬁk 134 130, 134, 135 130 106 110, 136 110 137 117 121 111
HBV DNA ¥ (%) 19 72-73 88 90 51-63 93 18 NA 82 NA 67 99
ALT 5% (%) 59 71-79 74 78 72-717 76 31 NA 78 NA 69 /
HBsAg #FH (%) 3 0 0 0 0 0 8 NA 0.5 NA 5 11
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(=) NAs#y7 BT ROt Aia 7

B NAs ¥677 CHB, S 5 8 ey 245 5 D5 R B X 2400 W SRSE PRI 265 2 T DR B R 25, I ZadbAT
AT ASR T ORI i 25V 2 A o — TURTREYE 22 O I RIS EFFORT W70 1P 2 445 KM, X+

LdT vay7 IR RT3 (24 ) HBV DNA<<300copies/mL=#k4EF253A7T, VAT 2 4F 88.6% M

S HBV DNA<<300copies/mL, HBeAg IILiFE =¥ #: 3  41.3%, 2554 5.5%;: X T LdT iqy7 F N2

AMER B (24 ) HBV DNA=300copies/mL), A ADV fifbiffy, 2 4 HBV DNA<<300copies/mL # N
71.1%, W23 0.5%. NAMAIETT R, B AR 2 4 HBV DNA<<300copies/mL 3K 76.7%,
M 2425 2.7%. MIE A AMIF S RE , AR YT AT CABR Sy RO D i 25 7= A2, AR SR 25 % AR T v
T ETV #1 TDF (HESkXf Sk EEHD .

(=) NAs BT H MM

1.

T REEARSCHR AR I (L) IR dehR, 124 ALT. AST. HARMAEASE: (2

IR SAAMTE S hr &, F2A HBV DNA. HBeAg. HBeAg fl#ii-HBe; (3) MIEWRIEFE, &
TR IS UE AN CK %5, W EN AT BRI ALRR: (4D TOIVERFLF b, i
PRSI (B) Mgk Auvr, IRITHIE AT 5 R R A

FYPRE BB IRAER S GREERZARE. . REARAGMEATES . BT
B EATREKRZG (BRI T S O, B AR E OE T R R RS A T RE S BN RS, R A RO

=3

DU A RS TRBRIALEE : NASs A2z AR 2 [ AT, (ARG R R i 2> D

FWEEANR R, WEDIREAS (EZERT ADV AT  KBHEEH (ZZIT ADV
M TDFYGIT) « WLge (FEWT LdTVRIT)  BEUIER (BT LdD . ARRSHE TR
T LAM., ETV M LdD) &, Ri5|#RE. @GATT T4 m AR 5, LAgb XU . xHify7
HBLMALEF . CK BRFLRR I SR ) 2 Th i, IR AEAE RO PR R I 2 S G AL 22 . WU WL
TERER R, MEYINEE, —BHISNREAE. DR LU ESALIRIR P 855, I HE
A AR, IR TR AR R VR ST T

MR 24 40 T 24572 NAs KA TT CHB JTTH I i) 1 21 il 2 — o MR 2570 51 A3 2 R Ak
G AR R S R RAE, ADHGEF AT BT IR R AR BT ThRE R, HERET 1.

(IO NAsii 2 i FRs A ab

1.

FEREVAL B I W EPUR R N TP SO AR R . M LABUS R SRR B B (an ALT
IEH . HBeAg FHTERI Sy 211D, 4l I Le E SF ik <30 B I, ANEIFIHURTFIRIT .
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2. NAs ik YHARILEHER ETV 8L TDF (T A).

3. TAITHUE IR HBY DNA LLR R IUEK M TE RIS B 027 98, — BRI 9,
HEAT L DR Y 2 BRI, JFER BLE TR ROETT (FEILER 6). X T NAs KA 257, tH PeglFN-a
TRTT IR R BAR ™ (1A,

% 6.NAs T2 RiG 7
[NESEEES A2
LAMELLATTit 2 #HTDF , =UiIHADV |
ADVIHZ), ZHIAfEHLAM #HETV, E(TDF |
1BYT LAM/LATTi 2515 H B AD Vit 25 #FHTDF, sKETV+ADV |
ETVIHZ] #:HTDF, BiinfHADV |
RAZ U935 (A181T+N236T+M204V) ETVEXATDF, Z{ETV+ADV |

0. FoR BRI Wb
(=) FRBIRTIHEERR
1.HBeAg FH CHB
7E HBV &4 H AR s, #4> ALT THE ) HBeAg BAYE CHB B3 (LR Uy i 12 Hh 5676 FHF A 20 15 31 Rk
B, ATHPLE KK HBeAg i 4648, ALT K IEH 0, Bk, X+ ALT Jh&i HBeAg FHITE CHB &
WS 3~6 MH, WRKA B RN HBeAg MG F 4 H ALT #Fr8tm, BEBITGIURELIT

141

Y

WHEEN5: XN BREFMAEHEFEEH ETV. TDF 5 PeglFN (AL). MTELFEIRA LAM, LdT
X ADV J&IT IR, WERIETT 24 BB B&>300copies/ml, (A TDF s ADV J&57 2812 (AL).

HERRITRE:

BB 6: NAs FEITEENZED 44, 75X HBV DNA KT TR, ALT £%. HBeAg I
HR¥ERE, BABERTED 3FE (BR 6 MAEE 1 0 MERAEE, THREL, HEEKTEIR
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HER M (BD.

HEFEE N 7: IFN-of PeglFN-afFEIEITIEA 1 4E, FE0t 24 FIRIT HBsAg & &4%>20,000 1U/mL,
ByEIEET Y. (B,

2.HBeAg FAf# CHB
HBeAg [k s B d a7 A TREAMIHG, HE2i R T R 8 kR, FIbifrriEa K e,
ik

HERN 8: XW¥NEEEREHELH ETV. TDF B PeglFN (AD). ST ELFFEIRA LAM, LdT
B ADV YRITHERE . RGBT 24 GRS E & >300copies/ml, B TDF BinfH ADV ¥&97 (Al).

HERRITRE:

HEERN 9: NAs EITEVGES] HBsAg Y2k H. HBV DNA KRS, BINEETT 1 4EE (Bd&ED 3
WHEE, BKER6 M) MR, W%EEG Y (B,

HEFEN 10: IFN-afll PeglFN-o BIHERTREN 1 . FEE 12 HIRITARKE HBsAg E BRI TR,
H HBV DNA B4 T I< 2 Logio, BUWE IFN-o', B NAs ¥#IF7. (BL),

AV RACESH Z BT ST REALL
xR DRt R BT B, ERIPURERTT
Y

BRI 11 XN RERAHIEM ETV & TDF (AD. IFN-of ST ThETESH AR AT
fe, DIURZER TRABEFEAEYE, W FREEFELSEEBREA . (AD.
(Z) BERMEEH

184 HBV #EHrEAARESIE HBsAg #E & e TS

& PE HBV 45717 % AL T ooy 523, — M o0 T 838 TN e SO VS s 5l A B anE,  H i 8
PURTREIT BORRAE, —BORHEREPUR AT M, (B0 TARIREEIE 35 . A HCC Sk S M mi ek B i
B REFIEPURTEIOIT . AT B 2 — 5000 S 52 U 2638 75 WA J5 B8 S B 52 (4T A2 U
WEE . ik, XHF HBV #5# RiRE 3~6 ANH BT ML, A, HEE. AFP. B BRI AF
YEALSER A, DENATHER, HRAFEPURERRITIRIE, NN B3GR .

S BNIE HBsAg #1 & AR TUR ERIRYT, (HIR A KRR HBeAg BIE CHB Al g, HK
WIBE VT 5 R A HCC UK ™, DR AR 6 S A HEAT IR M. AEM16. i, AFP. BIlBRILEN
PRI SRR . 5 A DU BHATT AR, UL KB BN T «
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HBV DNA B

HBV DNA FHH#

(EBEZR
BRERAF

|

86-1218: mEM -
b - wmET
AFP . BlBZ

| HBsAg/HBV DNAFA
1 H&E . BE6TA
| R A
1. BB

HBeAg P %7 : HBV DNA > 20 000 IU/mL
HBeaAg B H %% : HBV DNA > 2 000 [U/mL

HE ERALT

B

| 1-2XULN |

s Bl BshiwEaIT

ALTREFEBEHN T
- WEN - FEEED
- FEATE
| HISALTHENE BEEP |
HEweh (12 XuN) « H#E3tA
3fHELE ALT>2 X ULNEL E
‘ll B B mEasr
EEEFANFZRE « i I
5B Wik AE, By
7 Q£ 48 fLip B BB AT
B R SEAETE HAEE
M Bzhim =i
» ERFEMH - EERN

1 WL : @RFRIE R R B LAY s OREFERRT BBV BRI - Bl AR SRR E LB R R E
MERSEFEERREM Hov B BFnsyE-
2 AITASHENENERE: EMmEEEe. 8. 8. 28 BOFE-

B 1 184 HBV R EEHRERE
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PURBR TR K B E Y
PUwRRHA TR E WIRE VT H B0 T IIPUR EHA I TR THERMNE, LR 25 A0S RN

R 7. PUREIRT RS R AT E AR

BWEE IFEN Y697 B & B DU A NAs J&J7 538 B U il i
15 F BT LA AE 12 R 1k, USSR 1 IRE BT 4 56 MHKI 1 KEERITE
LR bR AR 1 IREZRIRITE R & 3~6 MHAMN 1L IRERRITER
HBV DNA & 3NARN L REERITSER £ 3~6 AR 1 KEERITER

HBsAg/HbsAb/HBeAg/HBeADb

B 3 AI 1K

B 6 AR 1 IXE B IRST S

HFGEH (AFP)

B 6 A 1K

g 6 AN 1 IR E R IRITE R

HEAE D E(E (LSMD

B 6 A 1K

g 6 AN 1 IR E R IBITE R

FFCOR R T B A A B 3ANARI 1k, GnvadTT AT CAFCE R IR T B8 = sl 2 B PR, B | MR IR R 1S e
MAFAN F G A IR R T B8 AN IR 7K T

R FOIR S FEYIEL, E HATPARS AORAS . 6 BB B AACRER A B A m i R, | AR B AR I e
A7 BE 1R TY RS D)

& &6 AR 1R, MRS RE 3 A AR 1 k. W BRI, @il | &6 MHMN L IXKEZRIRITS;
1T CT 8 MRI 15 7

HAbA & F 3 BB 22 1 vk e

A LT fE, Ridk 3~6 A B LER
fi: JxA TDF 20 ADV )&% N 3~6 M H
S U UPF A L
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(Z) WBITE G M BEBEDE

TRYT G R e HE 2 B AT DB U G E BOFE T RESS TS TUR S T RO T, I 0 f 3k g DA
Je HCC R A BRI, AN BEESURTTRT R R G IRGNE, 5245 3 N WM AR 1 Kk
JFTRE, HBV LI 45 E4) 2 HBV DNA; 2 J5 4k 34 kil 1 U Dhfe, HBV I #4554 ) HBV DNA,
Z/DREYT ARSI, DA A AL 9 R S IE D RE Ak . LS, XF T4k ALT IEH H HBV DNA KT
Rl T IR, @D AEAEREAT — Ik HBV DNA. L 68 AFP Il 248 & T~ ALT IE%{H HBV DNA
PR, #iEE 6 N H 4T 17k HBV DNA fil ALT, AFP RS G . AT RS, NA& 3 H
Kl AFP MG ELEE AR, AL EN i CT 5 MRI DUR R I HCC. X HHSIL S 38 3B N A 1~2 AR kAT B 4
Rrer, DA T0 B B Rkt 7k A& Hoitk R vt o

TH. RERABRIURERTHEERRL
(=) TBRERMEMMEEE

I NG A B IFN-as Peg IFN-aif 7 O ML ¥ 28, RO FINASEBHATT (AL TEMRMIE REFI1E
BUN, AR 25 S 8 R B AR (INASTAYT i S5 R TE N8 BN B AN (R 32, B R IR 7 7 Rk imy
Y2 (AL ST EHETVETDRAST 5 LS R T & s M A AN R, R o B RA 7 5 2 H i)
ZN 1L
(=) BT MG MBI Ra T I B &

15 PEHBV & G £ 2 1 F2 52 BT (07 B e e MR IR 7 I AR, K075 20%~500611) £8 38 1T LA AN IR R P
M2 BT R S, EH HPLRMEIT IR s B A0, AR TR R A BT R P B i A fE
DRI 153 055 M 70095 B AT LA Sk ARG 2 TR0 T 48 PG 3 I 2t LU FH AR MR 24 FE TV TD R 70

KT A BB A 03 T 52 A7 B G e it 7RV 9T 11 S8, FE AR IR VR YT T AR L% T HBSAg. HtHBC
FIHBV DNA, FEF A2 Gz il 750 RS R o 7ETF R G2 300 S A0y 25 i — J& 4 L FH Bios 75
T . XTHBsAQBIME . HIHBCRHMER, #508 FHIBYIML A e e RSs, w1 L% R (i Fpom 5 2. 0
(AL, EARST R EEAMHIFNATT (215, R4 REENASIETT6 N A L L. NAsEEREITHHELE &, HEm
&AL, BERREVTATEI (AD.
(=) HBV M HCV &HRYBRH HHBIT

HBV % Jf HCV B 254 3% HBV DNA 7KF HCV RNA 7K-FLL K ALT 1560, RECARIGIT 77 &
X HBV DNA X T4l MR, HCV RNA wJ s i # Z 5 HCV ¥4 77 % (AL, HBV DNA H1 HCV RNA
Hyerk i, RS FARAER & PeglFN-afIF 2 F54K7657 3 AN, W HBV DNA R [#<2logy IU/mL B Ft &,
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VU ETV 8 TDF 677 : 8l FH HCV BELEAE FIHUR 225796 I ETV 5 TDF i1 (AL % 198160,
(0> HBV A HIV &3 RGEH MIRIT

XU AN T AT PLIS S #9A )T (antiretroviral therapy, ART) (CDA™T #kEL4H g >500/ul),
54 CHB FUR TR T hrrE 82, 2 UE ] PeglFN-amk ADV $it HBV 597 (C1). Xf—idtEki# i ALT
i (1~2 £ ULND W%, U H SRR B 40 (B2).

CDA4+T kB4R E<500/uL B}, Joit CHB &b Fifi B, SR FF4s ART, Rk TDF in LAM, &
TDF B i (FTC) (AL 2 **41%, s IEFER:A2 ART HIRI7 A 2N E, 45 ART J5 &+ JEH HBV
2%, MITINA NAs B PegIFN-aiiy7 (C2).

YHEMAE ART R, BaAEE S D4R HBeAg MG H4 . H5em 7 2% I E Gy i), A
IS4 1E T RSB AT TR BT BT HBV (K45 24254 (BL).

() ZHRFR BT RETEIR
X HBsAg FHPEEL HBV DNA BH P 1) S E AN S T Dh Bl e vt £ 2 RV R NAs Ui #8907, @
P ETV 5 TDF. P BEIRYT MAFLE 2 K AE HBsAg M5 24 F45:(CL) . XT8N S/ 2 e I Th R 528 1 18
PERTIhAETENE B, N HBV DNA FHESSHUR ERIA)T > 1'%, T ohie 58 g PUR a7 B I
i e AL 7K (C1).
(7)) ZHRFRFHH HCC
XfF HBV MK HCC &3, AMRFTFRYIBR. HFshkbsrie 28, a7 80 Bl 551677 7] S50 HBV
SHER. B2 TR, HCC IFVIERARES HBV DNA /K2 FA G & R el R &2 —, Bt
TEEHIRYT A BB K HCC B ITEE R AP AR s A A 17 26 199170, [Rik, % HBV DNA FH £ HCC
B AWM NAs SR ERIT, TR R ETV 50 TDF ¥R77 (AL).

(B FBHERE

XF T HBV AH S0 16 52 JH R AEL IR S8 38, A R A8 FH A1) HBV AR R it FLf 24 % A2 AR NAS 397
DR R TR s g, B EB TG X TRAEF HBV PR B, R AE AT R
HBVDNA AT, AI{ERAE AT BT ETV 8 TDF 97, ARJEEFHEM HBIG (BL M. X FHHAT HBV
PG AR 8, R EHHS T HBIG, #ME )5 FEHURTETT 2 NAs AT E HBIG, Hrhik#
ETV 5k TDF BA &5 HBIG A8 T 47 MMkl AFRS A AR G BT 4 SR (AL, 3T B 248 FH At NAs
ZiWI B TR A ) W 25 A, TR EEIE ST U7 5 o HBV AHC RS HE 38 TR B4 5 B O 85 254 LA T
Wi Z B R R (AD
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O\ EFRAHRIFIALE
AAFERM CHB 8%, HARITERIE, NIREAZFTNA IFN 2 NAs 1697, PURZEZHT 6 4~ H
SERIATT o TEVRYT WA LA BOR] SE 3 A 45 It (A L) -
XFARYRIIE CHB 4, ALT BETHRATE IS, FHEW AR E S, (65 8 E 0 I 8B
#ef5, AILMEA] TDF 8¢ LdT i EEiR 9T (B1).
X PURRRIA T W B AMEYR G B, N A IFN-ad6)T, @I IR (B2). i FAR NAs 24
Y. NP RIEDR B 259)(LdT 50 TDF)EL LAM, {EF/MAE . BUEFIBAIIE LT, I 4R80T
R ETV Al ADV, fEFE 70408 BUETAIBRITEOL T, F4 M TDF 8¢ LdT 4885677, AT LAk gk
(A1) 175178,
G 52 WA IE R S L3 HBV DNA i8R BE BB 1 s fa B 3 2 —, T4 ) LR ST S Tl &
BEEAT MUOPUR BR16IT AT 535 PR HBV BESMAESE 10 R A 26 AR v 5 3914 S HBV DNA #(#>2x10° 1U/mL,
EHBHARMEE., iR EER b, T UEYRE 24~28 JAFF464 T TDF. LdT 8L LAM (AD. #iF

PR 13 A AL, ISERTT LR (C2), 11T

FBHPURTRIT B E AT RS N IFN-adf 7 B MRS, NG 6 MH A EEEE; N
FH NAs FUREIGIT I B, BT ICIEE R NAs 1697 A FRIAS B 5, AI7E 5 B 78 /0 VAl )
AR THELEF. (CD

O ILERE

JLHE HBV B AT iy 523, W AFEHURTIRIT « T38RI s 8L, B A
I PURERIAIT, (BTSRRI A R 25 I R . H RTS8 [ 24 A B E R (FDA) HEHE T T L
#HEFIRITHAYAREEE IFN - (2~17 £). LAM (2~17 %), ADV (12~17 %), ETV (2~17 %) Fl
TDF (12~17 %), iR IRE R I EE IFN-odG YT L B E KT S RN B E S . IFN -0l TILEBE T
TR N AEE 3K, BHK 3~6 MUIM® (AR IR, BORFIEARE 10 MU/M?. H IFN-oRNEER T 1 % L
TILEIRIT . ER S AE R R ARG B, 2~11 B ATIE A ETV IRYT, 12~17 B[k ETV 8 TDF 697
(Al). FIESHEEE FDA R F T A4 ZU(WHO)HER 7% (& 8)> 1%,
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®8ILEFARE (B RGHHEENE

2 AR (Kg) 71 (mg/d)

ETV (4Fi#=2%, #kfiE=>10Kg. | 10~11 0.15

Wi >30Kg, A& >11~14 0.20
>14~17 0.25
>17~20 0.30
>20~23 0.35
>23~26 0.40
>26~30 0.45
>30 0.5

TDF (4Fi=12 %) =35 300

(+) BImHFERE

NAs HUR T & HBV MK/ NERE 206 7 RIoCHE, HEE (3R (RINZIHI 2510, NAs ZH L2y
PSR RS L TS R, DRI, 24 R AR A A8 A D RE S DR R R AT 4 24 1] R Rl B R, LA R
BT KA SHBMRA MUY . X O e B A s e X CHB 5, N T REilt i ]
ADV B TDF. A7t LdT Al e A oG 5 B /N BRI 2 Cestimated glomerular filtration rate, eGFR)
(Ve (EHALBIRE . X TAE7E 3 R CHB 3, HEFFAEA LT SETV 97 (B1)” 1

HEFR N

HEEN 12: SIMTEHEE IFN-o3f PeglFN-adf 7 BN HEHE, WTRUEH NAs BT . B
MHERIFHIER T, W FERNGEEFRIEN NAs 18975 R K TN E RS E N ER RE, MARN %
BT REGETT . (AD

HEERR 13: NTHAERAARRTIERZATT . SEMEIFNGTKEE, TERIMETT RIH N M
# HBsAg. Hi-HBc M HBV DNA, FEFFUG SR XA T 2inal — RIS LR SURBIGYT, floel#

ETV B TDF. X} HBsAg FAf%. i HBc FHfEZE, FHFH B 4HM L EDLASE, 7L BHp AR E
Y. (AD

HEEN 14: XT HBV &3F HIV RYLE, & CDA+T MELM<500/uL i, F5it CHB 4T
B, BINTF AR 4T 3 B0W T BE A PUR BRI (AR, Hi ek Fi & TDF il LAM, Bk TDF i B #i AR (FTC)
IR (AD.
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RN 15: X HBsAg FHEER HBV DNA FHHERI A tE. W ERB NS ThRs s B4 MR BN
F NAs iR EIRYT, BUGES ETV B TDF (AL,

HEFRN 16: X HBV DNA FHE:H) HCC BERE BN NAs FURTIRST, FHLSedk# ETV BL TDF
18T (AL

HEEN 17 XTHEEZ HBV DNA AR HBY BRIHEX I BE, FIEBHERF ETV 5
TDF 897, REEFEMH HBIG (B1). XTHH#EF HBY BRLEXKEE, HEHEXETRIFR
N NAs BRAEFIE HBIG, Hi#%# ETV Bk TDF BEAKFE HBIG REE il R E A G 2 BT 4
2R (AD.

WERN 18: HRMAIZMFR KIERE, ALT BREF S HNE, FREEREY, £58F
B FHEFIBES, LA TDF 8t LdT $UREFIRIT (AL,

HERN 19: S FHURERITHRIEIMERK B, WRNA IFN-oi8)T, BIZIEER (B2). HMN
FEIRIEYR B KZYI(LAT B¢ TDF)EL LAM, ¥RJTAT4k4E; EMNAKE ETV A ADV, F#f TDF 8( LdT
MkaEvRyT, W ASRSEESR (AL,

HEHEE W 20: NHt—HRED HBY RREBRALIE, 4B ZHER /EH HBV DNA>2x10° IU/mL, 7%
SVEBATE FRER L, AT TR 24~28 T4 F TDF. LAT 8k LAM, B TF7=J5 1~3 MAEH,
1225 5 LREFLIRFE (B1),

HERN 21: F)LEH#BHFRBTELEIL, MENTFURSRT, BF5RKIERTZEMR
2GR . 1 5 DL L JLER %R IFN-aJ8YT . 2 Z LA L3RR ETV 897, 12 Z DL EW[3EH TDF Y877 (AL)

HERN 22: N TFESFETIREARRAEXKY CHB BE, NMRWG#%RNA ADV 5 TDF.
NFFEFHREXKK CHB B, #FEMH ETV B LAT 857 (B1).

TN RV R
1 AEWsebr EAE QB R AR S IRYTHRAE. 7 T K 19 ) W 7 T e s R AN
2. AT T-BAEIRITIERNUE . T7 R0 W K S Bl 17 A i A7 RO 5
3. NAs AlIFN -alfk &/F7 517 S HT7 0N B SA R s
4. FHRITTI NAS 15 25 1) E RBRAE S AL &
5. K NAs /BT 0 G4 . HCC R A F K50 ;

6. K NAs 16T 1% 2 DL AEIRI) NA J6 77 X BRI 22 AR R R,
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7. FEFAIYIRE U BA S B A 2R A AT RO s
8. IRREPRBH AR B, SR B
9. JPREDAZTENIT. WRBRGIINHE . T—EATT AT R IERA 0812

10. RZIGRR HBsAQ T2 I HBsAQ 15 B i I Sl PR #% 15 o

VR Hi ik R mHEFr -
T EMLE R F O 4 O ¥ A 8 F2E &

= A dERE OBRER BT
el BIgkAR B4 WS 2 ow &R W F OB K
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