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KA R RO B % (CHB) HITRG . &
W AT BRI T, ¥ R CHBILAh YA YT 7 vk AR
SV 2 [ AH DG 10 4 F R AL

B B 24 2 JTF 2 43 2 FUBRGL 9 24 4 2 T20054F
HAENGEREZET T (BYELERFR YA 5 )
CELBRD 5 JF 2010455 1IRIET . 54k, EW
A CCHB B SR IG R FCIAF AR K, Ay gk
D AFE F FRRAET .

AFErE B AT B REE A /ECHBS Wr . TR A9t
JREERIT O A BRI AR, A
AT A8 WA o5 B AR P CHBIZ ¥ A B AR [ T A [l . A
Ut, IGPREE AEAE TR B B N, NAE TS5 TR R
A5 ) e G R UIE A DB 18 A FLAA 1 B
JERFERL b, AR B ORI I R 4R 56 R R R
FMBEYT U, T2 ARSI TR, BATER
P AN S R, AR S A TR B REAT A S A
e

AFEFE TSR h AL BRIC=ANR)], HE
TRy ARG (R1, RIEGRADE S &
i)

—. Kif

B MR E (HBV) &%t (chronic HBV

(20154F )

infection) : HBsAgfil (&) HBV DNAFH L6 H LA
o

P4 TAT & (chronic hepatitis B, CHB) :
HBVRF 228 gy 5 | 16 18 PE S IE 2 RE PR . W] 20 2k
HBeAg[H:CHBHIHBeAgl] :CHB.

HBeAgMPEIE M Z R JH % (HBeAg positive
CHB) : IMiEHBsAgPH:. HBeAgfHPE. HBV DNA
FAPE, ALTHrE:EUR ST, B 250 AR

HBeAgl] 12 1% 4 & (HBeAg negative
CHB) : IMiEHBsAgPH:, HBeAgll?:, HBV DNA
FAPE, ALTHrEZEUR BT, B 25042

s tEHBsA g 4i & (inactive HBsAg
carrier) : [fliEHBsAgPHE, HBeAgltt, HBV DNA
TR R R, 14
WIHELLBE VI3, b, BRI RG34, ALTHY
EIEHIGH . HHZ R A o A8VE 3 a4
(HAD PE4r < 4755 B8 Ho At (1) 2 8 20t 7 RGEH
TETR AT o

LIRS (resolved hepatitis B) : BEfEH &
PEELCHBYH 52, HBsAgBI?, HtHBsFHPEERI 1, Bt
-HBcPH %, HBV DNA{G A0~ R, ALT/EIE 0
il o

P RN R 2 & AE Cacute exacerbation or
flare of hepatitis B) = FFERILARIH4 K 2 5 ALT T
FIEHM LR (ULN) 10f5LL L.

LTI R UGS (reactivation of hepatitis B) : £F
HBV DNAFERZE N %, HBV DNATFE = 2 logy,
1U/ml, BRFEEZHBYV DNAR 3 i B B H.=
100 IU/ml, #t=Z FE2EHBV DNA#HBV DNA = 20 000
TU/mlo fEFE PR IRALT T S f T e R S 5 R

F1 HEEFEENAIEEERIEFER

gl EAH UL

UEHG
A TR BE PRI FUANK AT BE AR 20T P AL 4 2R ) £ 0
B &g

it
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T ARG S PEHBs A gl 2 Bl O RH R RS #, HEi
SEAEFEZ AN R TT BT I

HBeAgPl# (HBeAg clearance) : HEfEHBeAgfH
P 1) 5 # HBeAgiH 2k

HBeAglflLif 2~ % #: (HBeAg seroconversion) : Bf
fEHBeAgPHMEM) i HBeAglA%:, I Hi-HBe.

HBeAgi¥i#; (HBeAg reversion) : HEfEHBeAglY]
PE. Hi-HBePH L B R H I HBeAg.

LN % (histological response) JHF 4121 4 hE
WAL= 24y, HIGH 4005 3 s Blid%
Metavir?Fsy, FFEF4EAG PR BRIR = 147

SE4EN % (complete response) @ FFSIRELF VT
HHBsAg #5141 Hi-HBsFH#;

I RYE  (clinical cure)— fF &L 8 2% W 2 H
HBsAgl# ol M4 Ji-HBsPH#% . ALTIEY . TFZHZUR
AR TR AL .

JR & PE TGN 2 (primary nonresponse) : A% T

(%) 2524 (nucleos(t)ide analogs, NAs) VA7 HM
YERAFM R, 19T 12 HBY DNARK L T B4R
JE< 1 log,, TU/mll24 i IFHBV DNARHEEL Bl &
< 2log,, [U/ml,

PN AL B 230 #5252 W% (suboptimal or partial
virological response) : NAsHUR EE AT K ML K 47
(¥, 724 N HBY DNARKIEL N FelE > 2
log,o IU/ml, {HATSR AT ARSI 2]

i AE2F N2 (virological response) : VAJT L FE
i, MEHHBY DNAJK AR P

R M (virological breakthrough) : NAsyf
JTHMVE RUFI i, ERTSURIT NG OL T, HBV
DNAZK LR TT el s BT 1AM ogfE, Bi— B4 (Y]
Joa SCEE B, FEAEIAS 5 LA [R]8 70 = A2 A0 0 0
LAt €, WA BOGALT T .

JEEF R K (viral relapse) : SR EE2F N
REE A, RIS H X IHBY DNAY > 2
000 IU/ml,

IR E K C(clinical relapse) : Wisi & kI H
ALT > 2 X ULN, {HNHEERHALD 5 DR I ALTH
[A] o

FES20 4 2% N % (sustained off-treatment
virological response) : 15 17647 /5 MIEHBV DNA¥F
AR TATIN R B

fif 25 (drug resistance) : Fill 2 FINAsH KK
HB VI 25 3L R AL, FRA SRR 25 (genotypic
resistance) o RANIZEG WO BUR B 24 W UK VE [
ik FFERIBEDRIIN 25405, FrOy &AL 24 (phenotypic
resistance) o FFRF— BP0 T 254 H DL IR 2 58 AR
Ty P LR R BE A BRI 2, FROA AT i
24 (cross resistance) o /DX PIFIAS[FIZE ] N Asiiif

2y, FRAZ A2 (multidrug resistance) o

T AT AR

(—) WATH

HBVE& G £ FVERAT, AR X HBVIE G4
WATHEE 22 FRAR K. Htt A BAR4I8URIE, ABRZ20
N IEGHBY, Hoh2.442 N o8 HEHBVIR Qe &Y,
RHEZAIAT65 7 ANJETHBVIEGL T80T DhREFE38 . AT
WAL RO T 40 i (HCC) P S BRATAE{L AIHCC
W, FHHBVIE 51 1 LLB1 2 51 30%A145% > -
[ AT Ak FTHCC /v, (i HB VIS 51 1 Ee 451 43 531
H60%H180% . W T LM e K, SYEHBV
SR B b, DL R GEHBY A D2, i n bk
PUR BN 2N, T 4EHBeAgHYECHB B 11)
el e T

20065F 4 [ 2R T 4 L35 VAT 90 27 A £ 0,
RE1~59% N FEHBsAgiE 1 2 47.18%", 4
PEHES, FRE A B IEHBVIE Y E 4193007 A, M
CHB 4 £12000 )7 1™, 20144F v =595 1 57 42 o1 b
La (CDC) XA [E1~29%8 NBEL TN % M3 AT I
SOHE AR LR, 1~4% . 5~148 A15~29% \Ft
HBsAgh #5371 0.32% 0.94%F14.38%

HBVEEL M (AL AT %) BE R
fil AL 4% FR TR L 5 S T ™A T HBsAg AITHBV
DNAJRAT, 284 i 55 035 1 i 5 1S T HB V& e O /b
R G ) B R R A 1 A th T R
PR TH BRI BT B, RS T A . AN AT
R S b s 2. g, HLEHAL.
Bge N TAER i o B L I 200 )RR Rl 25 4R
LR, BEBMEE R R AR, KEZEN T
I 2 Al BV A BE S5 () MR R . Bl £ T G
G OB R RERRE A (HBIG) [N, L%
C B SHBVIHTE# KA i v i,
AR 2 AR, LY HBV IR fE R 1 =

HBV AW IE FyE a7, Rk, HE
M. TAESESEAL, WF—IrA=ETA/E (LA
WEHE A « BF . FfE—mEdE. 1
4 T A R o 5 G ML 9 T P R A AN s A
HBV. P47 2% RIS 55 R BLHBYV fig 28 W 1fi. B He
CISURTEL B2 ) A48

() T

1. CHFBEWT TR B2 Pk &9 1t BT HB V
PRI CRF R B Ao % 32 2 2 B 2k
JLM, RO B )L, 158 LR R e NRER 1
NBE (W% NG S i N 5. AL
FITAEN G Bz ds B /. 40 12 52 i it i if.
W . RIEITNREAC T # . HBsAgBHE# 1) 5K BE &
T W RMEEAT N 2 AR R R bR N T

CALEE D
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O A FE TR R34, $ M0, 1R6A HFE
J, BREERPEE LR S, BTN HRI6AN H I 5 22
FUEE3EF BT o B A LR SR 15T 98 i 2 SR AE AR
JE24/NF P, BRI B o BRI IR BT AR ) LN R A
WALP P EL R =AU, LRI
=AW S

BHY & I B B OBH B RE BR AR BR (% BH B R N
87.8%"%. XTHBsAgPHMERE T AR AL, NAEH
24 WRE Cle i fe B JS 12/ D) 735
HBIG, FlEN= 100 IU, [FREAFRZBA 10 pg
FEATELE O, AE1A HRI6AY H I 4 Al e fh 252
Rl SR T, 1T I 3 3 v B 28 A% 75 1% BEL BT i )
AU o ) LA WA 12NN A VE ST HBIG AT 2 P 1
Jii, RS2 HBsAgPH I REE I FL

HBV DNAJK V- 52 M HBV R} B 3 1) 5 < e (K]
%, HBV DNAK V@& (> 10° TU/ml) REERIH
AU 5 R AERPEMAE R . TSR E R, XX E
RESEAEME g b 5 BTN H D IRbUm SR 2454, vl 40
HUILE HHBV DNAZK-BRA,  8F— 20 4 o BEEE FH
PRI FIT ARG S L Rk N BEDUR BRI R
B — AR GRAH S LA

XTHBsAgHIPEREE T A8 AR ) LT I 10 pg B 20 9 BF
P s W AR LI AR A P T 1 ) L3
NEHEAT AN, FHEEN 10 pg AL RE L TR ER20 pg
A RUNEEN M (Chinese hamster ovary, CHO) 4 4
RPN A3 %20 pg 4 B £ BT
20 ug CHOE M LFFRET o« X R hAEMR T 5 M
B, NI BRI (W60 pg) FIEFIR X
SEF R R LN B ] 1560 pngE3%H20 pgdE
YR O, JF TR EM O R ~24
AR T Pi-HBs, WHBIENZ, AR 1460
ngH A WERE ST

PN IR 0I5 AT UK R B (R AR 3R —
FOT RS 124EY, R, A BEAR T BT
-HBs I sl sk ez . AH e ABE AT 2E T Hi-HBs R
W, fnHi-HBs < 10 mIU/ml, W] 45 T I ozt

2. AN ST . AT A I R ksl A R A
TR EEHBVIR G I BRI AR S , T e BBLR Ak
B

O 2F R N AL B M HBY DNA .
HBsAg. $ii-HBs. HBeAg. $i-HBe. Hi-HBcHI
JHohte, BRI HA6MNHNE A,

@EFh A R WEEME OFREE, H
CLANPT-HBsPH M, AT ANHEAT Rk AR B . 0 AR Fh
oE AR, BRI AR, (HPI-HBs <
10 mIU/LEHL-HBs/K AR, WAL RIS HBIG
200~400 TU, Ff [F] i 75 A [F) 5B A7 £ 0 15 92
(20 pg) , FIANHF6A H G o0 ml R 552 F1 55 3

BT (520 pg) s

3. VR AT A B X LA E [ HBsAg
BRI W42 1m) 4 M Ty 4 i b o e s, JF
AU B 1 B R AT 7S HBsAg Hi-HBc AT
-HBsHI, I A (i S E G3Fobs 435 B
B R TR

LTI 98 183 FIHB V5 217 38 1A% e vk v ik 3= 22
YT M T HBY DNAJKSE, HIfiiEALT. ASTEUHAL
FIKP TR o R ST 9 58 5 FO4E iy 4 (W B U5 WA+
M OCHBETBE U R .

XEPEHBVIE G S ARG s EHBsAgH A7 #, R
ANREARIR MR . A 2R3 T S AN = ] 5K I SR PR TR
B TARAN, R TAERI S, (HN S AT S 22 b
Do

4. DIkt KM it CRHRE R
EEED S A P e B G4 B e g Ty s )
MRSATN BT 3 A W B IR, 2 R S 5 S5 2%
HABN A 85 RN AN AR, Fhga 3t 125 ) i
FHEAE . FEEAR A HBsAgRITE#, NI 2
JHFEE T oK e 4 AEVEAK AT A R U AS WA (1) 475 Ol
T, —mBEAEH A, DT LB 5 R A i I
PR AL IR R . XTHBsAgBHME K220, W38k b 2
i, RIS seRErE, RE WA ) LR T
BEMLAIHLE o

WHEBE W MTHBsAgPIEREE AL, NAE
WA 24/ N S (R UFAE AR JG 12/ D 33 23
HBIG, FIEN= 100 IU, [RBAEAFESA#F10 pg
WAFERE SRR, AR H A6 H I 4y 4 Fh 252
FEE3EF O (AD

WEEI2: XHFE L IR BM SR L
N AT AN, R 10 pg T RFER20 pg CHO TR
WO (AD) .

WEFEIL3: Frk LAE B 12/ N VE S HBIGH!
NG, TTHZHBsAgIPEREE T, (B1)

WEEA: Mg PO, N
B R R (160 ng) FIEHTR: W34t i
IG5 v TR A5 60 pgk 34120 ngEAFERE L
W, I TSR0 B Rl AW 5 1~ 24N H RS I 1fn.
WEP-HBs, WA, W FRERNER60 ng M4 %
BEOIFER (AD

= TR

HBV/EEJIFDNA Jii i F} (hepadnaviridae) , J&
R4 K 293.2 kb, Ao MEEFAIRDNA . LI (K 41 4w
idHBsAg. HBeAg. HBcAg. JiiEiDNAZ 5 i FTHBx
. HBVINHRPL 858, H65 °C 10/hI, 210
O3 hEk e IR 2R n] KETHBV . IR O e TR
IR LR AR ST HBV A 3 U (0 KGR R

SR FUARIN,  H 40 A b f B 2 1 - 2 sk JIE g
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-PhlFl #1281 (sodium taurocholate cotransporting
polypeptide, NTCP) sEHBV Y T 75 1) 41 i JI5 52 14
B MHBVR NFAI )G, 385 XWEE A RHBYV DNA
FEAN MR N LA 5 BEDNA A RSEAR AE K 1E B L& #h IE B
RIZABRIX, AN A FIRDNA (cccDNA) 5 4R
Jii PhecccDNA B, e 5 i LM RS FE FRImRNA,

43 MAE 9 AT SE A RN A -4 i HBV 1) 2% Fh B

cccDNA¥-FH (32) WEGEHK, M DANAR PO 1 s

X P R Gk A ] . HBV /A9 M ERR (A~
B IRIELIBRAICH N 3= . HBVIE K R L5 75055 13F
JEFaTHL 5 (IFN-a) JRI7 VA K, 5 CHER Yk
PeF ML, BIERAY G E B D OISR 5. I
AL ATHCC ™, HBeAgBH I 4 X TFN-aif 7 N 2
R, BREFM G FCIEHEM, AFEEA & FDIREFE A,

I SR UER AT AEfEHBe AL i 2# FE e . S edig b LAt
TRERVATT N BT B (T,

MU B8RS R R AL

1. HERY: HBVIRGM AR LB T 16
FRIAREE 2 M EA B AR . HBVIER LI 488 2 5%
Wi P A ) e T BE TR 3R o 7 R A 0T RH B2 4y ) L) 3 Jek e
HBVE 1, 48 BHT90%F125% ~ 30% 4 K & 1 15 1tk Ik
B, M52 LA I8 AU A 5%~ 10% K A 18 1k
el R EHB VYL 2 N [ 7= 10 ol A 4 )L i 3 Jk

B4 JLHTHB VIR G 1 148 52— M aT Ak X4k b
AN, B i A2 . e RS BRI . RS B B
ClE> SR 332,

S B %2 3. M HBsAgAIHBeAgl T, HBV
DNAK -, ALTIEH, M4123000 W5 8l i %
KESRAE,  TCEAN AT A T A0 ) it B

S5 R M HBY DNAJKF->2 000 IU/ml,
ALTRESE 0 BT, T4 402 v 8 Bl ™ % 0 3R
B, FFEFdifbnl Padtdt 2, 5 vl R R A FFRE A0 R
LIt 3 v o

& CIE) ZH. miEHBeAghI . Hi-HBelH
£, HBV DNAZKTAREATIAE], ALTIEH, 4R
TCRAFE B AT T RATE 8K 0 W S 0 2 i H B
HBeAg Ml 5 4 W 8 37, A AL FTHCCHY
S B b

THEEI T 5%~ 15% 1R E 3 BT o] a1k
SRR IT R RAE, R AHBeAgIPE, Hi-HBePHTE,
HBV DNAJK - >2000 TU/ml, ALTHF&:olx E 5%
W, MCAHBeAgMIPECHBRY, AT f kBl HBeAglH
.,

HAEFTHHBVIE Y 4 DL a4t /D 4ER
FAE R R GHBY, 2 TG0 S i 52 9 5 i\ S iz
R

H R EHBeAg Il 2% e 4 = B BLAE S0 52 7 B

W, EREFEN2%~15%. HFR< 40% . ALTTI -
HBVIE [N AR FIB AL % o A4 %85 15 P, HBeAgIfl i
SR, REAT0.5%~1.0% 1) 5 ¥ & A HBsA gl
B, EHEIT R, HBsAgH K104E )G, 2714%[1) &
FHFE AT AR B cceDNAPY, HBsAgi 2k I i
> 50%, BC4KRENIFE, & IFHCVEL
HDVEYL, U R B NHCCHIMERAL, (2] fEk
ﬁz[%]0

CHB & I AL 4R K AE 2% ~10%", fG
s = R R. Btk RA-HBeAglIlL i % #;
B4R > 40 8P RIALTH ST ™) L 6 EE (HBV
DNA > 2 000 IU/ml) , HBeAgFF&LFHMER, CHEp
A, AIFHCV. HDVEGHIVEGE DL K IR EE GRS A e
JPED DO AR A M A AL 33 i g BF 2 i AR B O 4 R
R NI%~5%, KRG G SR N 14%
~350% 1%,

AL HBVIE Y Z IMHCCHE R AEE H10.5%~
1.0%", AL B HCCH K AEF h 3%~ 6%,
RAZHCC R B AL s B DR AR AL o st 4bh, 3 ST
WAL HEIRWE . HAREBAHCCH . MiFHBsAg
KT, DL 8 B S HCC R A A B0,
AR ATHBsAgZK T4 J WA 32 X HBV & il FUs gL 2 A
I s il . AT HBeAgBIYE. HBV DNA{K/K -
(< 2000 TU/mD  BERCHEK M FTHBVEE, miK
FHBsAg (HBsAg = 1000 TU/mD) 5HCCH) & A A 5
[—F‘*ﬁ 9\%[47,48] .

2R WiNLE: CHBIIAIRHLRIE 5 2%, 1241
Koeamu . KEFRERH, HBVA HEZZ A0 T4
JfL, I P S 8 I3 25 FFE A R 40345 % 90 e AR I
PR o 10 JE S S A7 AE 2 CHB i 38 i3k e o PR
PHCCHIHEEFZE,

[ e AEHB VBRI R FEE, 5 S5
SRR S R N A o M VEHB VIR KRR 7
P V2 52 B HBV T [ 4 HBeAg flTHBx
LEZFE S, BT Toll-FE%Z & (Toll-like
receptors, TLRs) FI4E FIRE I (retinoic acid
inducible gene- I , RIG- 1) MBI EA(S 5 Fi&
1, RAEN AR 5 o e N )k . CHBHR 3K
BN BEREM AR (mDc) S 40 AR R SR 40
fl (pDe) {EAME I AR, mDCAFAE AR
pDci=ZEIFN-affI e )y IR PR, M T Bk B Ha
B9 75 A5 P HB VA 53 1 T9bk B 41 i 2 g 7= 26 11 g
TR, ARG R

HBVEE 5 P 9 B 24 7E HB Vi B bkt = 245
BT FEALAMAEERE S (MHC) [ £45 T
B () C D8 4 Mt 75 M Tk 2 40 P T 35 5 40 i 9
T2, WA WATFN-y,  LUAE 40 i 24 i AL 40 o1 3L A
JF A0 A P HBVEE R & A2kt 1@ bhigent, HBV
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PR PETHR AN S PR T, T REAEAE, Jr Wb 4 Ha [l
T I ReFNHY FE e ) 2 25 PR, Tbk O 40 i T B #E ok
HBVHFE A 1,

Fiv SEEEA A

(—) HBVIILi 24

HBV LG % hr S Y)W FiHBsAg. $ii-HBs.
HBeAg. ¥i-HBe. ¥i-HBcAl$i-HBc-IgM. HBsAg
FH & sHBVIEYY; Fi-HBs AR MEbuik, JLHH
PER R HBVAH % )1, WT SRR K
MW & Pi-HBe-IgM I TE£ W T 20k 28 AT
K M CHBAVERAE: Hi-HBe M PR T 5 R 1gG R i
e, HEURPIHBY, JCRH &L B aE b, kbt
A% JgBHYE. fEHBeAgPHPEMICHBE 3, ekt
-HBc & X0 2 & b T30 % (PegIFN) FINAsih
70T 300 — 2 I BN S, S HBsAgE LA
DAY FH 3 P00 05 HE e PR BT R TS 0

(=) HBV DNA. F K7 AAR S A0

1. HBV DNAE s/ F2ZH W2 HEHBY
R B B KT, BT B B VA T S NI (1)
FERTT R o R R B FIORS ff 52 v 1 ST B
SE R AEFEE N, (real-time quantitative PCR) V2.

2. HBV 3 [K 43 BRI 25 58 A8 BRAS I 5 FH 1)
T A O KRR e v 5 1 W 58 & g % ) . (PCR)
s @IERPHIM e @LRMEMEN 1 2458

(=) PR

1. MIGALTHIR [ TA R IR LM (AST) -
M7 ALTATAST /K- — M n S il JH- 40 Mo B 0 A R, e
hi e

2. IMEAHLT 2. i LD KPS E AR
He v 2 B A7 0%, MH 20 25 T vy 3 22 D IR Ok JHE 40 e 4
Fo BT A I B ZE RS I . T 3 i 5l AR I
MRZT 2 A AT IR T A, AR BT = M5 IR E B
(ULND , HA ML %I 5 S ALTHIAST F R
“HRRG B S EIS

3. MM A A MERE A BCFRES S ThRE,
CHB. JHR Ak AT 2 i 32 o 2l A 1l (AR R
B o

4. Bk W R NPT K gk I W R U B
Fz 2 MetaviriEH RFE—FFALRIEFNE TS

LT i

REK NS AP

(histologic activity, A)
0 (I 0 (R 0 B
0 |GED) IEID)
0 2 (FESE) 2 (R
1 (Y 0, 1 1
1 2 2
2 () 0, 1 2
2 2 3 CEE
3CEE 0,1, 2 3

U AT B JE ARG S 9 RN ST SR U S 25 1 5T

(PTA) : PTJ2 S et o PN 145 B B e 1) o 224
b, E B AEAGLLAE (INRD) 3RoR, X A g
R WA A BRME

5. y-BRBE KR (GGT) « 1IEW A& P GGT
FEOR AN SRR B VEI A 18P S PR A
JHREAL RACEE I SR P FE T e 45 s BT S S I
AMIBIRARIN AT LA T

6. MiEHLTEREERNE (ALP) : ALPZATIH R40iE
ATHEME . BT L ALP A0 2 BRI SZ RIS, 35 m] i
M ALPR AR IR A B ALP I 8 & W 5k
FUWTIR G A JE S TR M PRYT 24

7. BEYTER (TBAD = g HE R ) it v v 1M
IR S A, A B 3 s A L AR EHZE
PEHRRACH At L%, TBARS T .

8. NEGMENG: W] S WIS L fie, R T
NG RN & D e 2 % L.

9. HIHEE A (AFP) : i AFP AL A /22
WIHCCI¥ 2 figbr . NVERAFPTF & IR . B
WL ALTAMASTHIE KR AR, JFEE & Il R R I
FFFIESEAR 2R A 4 AT L5 AT

10. 4E/E /KB Z s Hif- 1% 34 A (protein
induced by vitamin K absence or antagonist-1II,
PIVKA-II) : XA Wiy 3 M (des-gamma-
carboxyprothrombin, DCP) , fEiZHHCCIH 5 —/NH
FERR, 5 AFPH b7,

IS~ HET YL B 12

1. APRIZF 4 ASTHIIML/MR (PLT) L2454
(aspartate aminotransferase-to-platelet ratio index,
APRD) : AT THHELAIPPAL . AN APRIVE ;> 2
gy, PR EE AR BN . APRIVFE 2 X N[
(AST/ULN) X 100/PLT (10°/L) 1%,

2. FIB-445%: 3£ TALT. AST. PLTHIE &4
W IR FIB-445 00T F -1 CHB i 25 1T 21 4k AL 11 12 W R 4y
. FIB4 = (4E#E X AST) / CIfiL/IMR X ALTIRF 5
D .

3. BERT 5P %48 (transient elastography, TE) TE
VE R — M A TE B A, AR A AR T A
AIESIPELE, RS LU R AERA L P Un) AR RS ET AL
S e i R 2 S AR R T (R AP | B R =g v B
SN I TE] B R AN DA R A5 A 3 R 056 55 DAL 3R 5
FLI e A 52 B IE RAEIRFE . IR AR LA S IR AR 45 2
FHERIZR M . i 203 W 0 TEZ W AL RE 1) 8. 3% 50

3 MetaviriFs RGE——RFALAF LN S BT

S 2-4E4L 7 1 (Fibrosis, F)
T4k 0
ICE R TYEEY R, ARTCEF4E R T 1k 1
DX AYEY R, DR gERER 2
LA ARG RTC ST 3
JHHfig L, 4
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Wi, N 2E REAEAR LT FR IE W O T AT TER A o TE4S
FH TG &5 A B ALT/AKP & 488, B TES JLAh
PRI A FH T DA 2 W R e

TERIIRIN A . IHZ 25 0E 5 HE A AT b
YBIT F A I (LSM) =17.5 kPaiz W i fifi
%, LSM = 12.4 kPa (ALT < 2 X ULNIN }10.6
kPa) AW R 3k e PE 4T 41k LSM << 10.6 kPan]
AL T RS LSM = 9.4 kPan|i2 Wt i 2 2T 4EAL
LSM < 7.4 kPav] BRI et IF£F4Eft; LSMAET 4~
9.4 kPafhi o] L% R R AL UMK . Bl IR 2T 51y
IEHHLSM = 12.0 kPai2 Wi fiFfifift,, LSM = 9.0 kPa
W YT LT 481k, LSM < 9.0 kPatE[a i1k,
LSM < 6.0 kPaflFBrdt e PE 2R 44k, LSM{E6.0~9.0
kPa Wisfk LA PR 3k, % R AT ZUE A

. AL

SR SR A IR A H A W I CHB I AR
TR CHEAL . RIS A AR RN L R,
JR A2 WHCC .

1. jEEEA (US) K. #AEWME. EW. Lal
PERVY B, USHS £ B R A T AS 25 de i H (0 B 22
o IR T LU B A T R O A PR N RIS
JH N TS O N TG AR AR, RS %
EENE 37 &N A R D & S E s N Y i VS
(A PR o

2. LTSN Z % (CT) = HRT AR AR
WIS W B AR R A T, T
WEEAS, TR O, A IR R B o A7 s 20 A 2
SIILVE T, B 2 B FHCCHE W HAT &
J5E U E R

3. KGR (MRIERMR) : U thdEss, 41
LR s, WUZ A 2P FA%, KR4
CREE R AR N Y TSR G W A P B P 45 4 1 S
ROy HERA T CTRIUS . Bl 23 58 22 W4 1 R 45 ik 38
SRA BARRE S0 BRUGAERT Py AR AR T TR,

I\ WELE S

JHF 4 2R 55 A8 1) B 1 2 PR CHB 28 3 T I s A8
P HERR LA TR0 AT 9o R VR T B

CHBIFJp B2 it ARV B A7 X B L )
BBl S0, I I R 40 M LA AN AR Al i o =, F S
SRR SR R B A 1 O -f St
BV DA, FEn] 51 ST 41 B 8 T AR TR ik
SR, THFRWEEAER GG AN o 40 AR . SR8
KAAT, AT WBBCESFE T4 M, Al i st g
G ROIRIAAE . R SRR A& RN PEAE, T4
JRLRT T RS TN, LI 58 0 AR Vi A 1T R A
RE/DECHBR] AT 44k B 1k, H 2 04141 IR
BERFELIR G« RORE N AR B T B0 M Ah 5 il B
W, RIUASRFE BE IRV X LT e . 21 4k (Rl Bs B

%, Masson— {f G 8 K WK 4T 4 G (0 Bl T BT 45 4
CFREERIVEAN . B W0 (significant fibrosis, Metavir
A= F2) Rk REIHAT 41 41k (advanced fibrosis,
Metavirs 1= F3) #t—20 ke, wI 51 Ff /AN 25 1)
AL, AP S E e, BRI SE R, BIRT
WAL . 09 BV BRI, RAEHARHEIE, 421% 1
JEF£F 4 Ak B PR AT S B AN ) R R 3o 271721

Ho gz A G (L n A I HZH ZA N HBsAg FITHBeAg
MRk . WIGIRTEEE, A R AL IR SR 4228 72 8L PCR
VAT 412 W HBV DNA S cccDNA K™,

CHB 4123 98 5 30 FE 1) 53 G R0 28 Y AL FR B 1) 43
W, HEFE R bR LW H I Metavir VP> R4 (R
2. 3) o MhAh, SRATEE MU B A EAG S ril
€ AL JE A LE ] (collagen proportionate area,
CPA) W] LLH T Il ARAR S 1) IF €7 4 fb s = VP4, HH
BT H T IR AR S

Jus IGRE

MRIFHBVIE YL E MGG . PaE. A 2s LI
A fE R A AR A A 45 K, A AS EHB VIR G 4 «

1. 1@ PEHBVE W& 2 AR BE AL T F i
Z W HBsAg. HBeAgHIHBV DNAFTES, 145 A 4E4E
BEV3UK, BERA/DIEIRE3AN H, B R MG ALTHIAST
EIEH U, HBV DNAME S/KF, A2 A 0
%ﬁﬁ&%ﬁ [9,57,77,78]c

2. HBeAgfH:CHB: IiiFHBsAgH T, HBeAghH
P£, HBV DNAPFIYE, ALTHrEEL % 2 50 B4 234
KA R

3. HBeAg A LCHB Il i HBsAgfH T, HBeAgiisk:
ik, HBV DNAPHTE, ALTHZ:n 554, sS4l
S IR

4. JEiE S PEHBsAgH i . MiEHBsAgPH % .
HBeAgM . Hi-HBelH S BATE, HBV DNAME T4
M RBREE< 200 TU/ml, 14EWNIESREV3KEL L, &
WA DRGNS H, ALTRIASTEI A IE TG HE . HF4H
U oR: AZUGhTRE (HAD VP4 < 4siiils
FLAh 21 BT R G T AR

5. BafEYECHB: IMiEHBsAgBA M, {H I Al
(o) FF4Z HHBYV DNAFHYE, 545 CHBIY I PR %
. BXHBV DNAPHESN, B30/ 47 M5 Pi-HBs. $T
-HBefll (5) Hi-HBcPHE, (H£20%faHE ECHBE
() 0355 27 b 25 0 340 R B 1 . 2 Ik S %23 1 HBV DNA
K, S -HBeHR £ % .

6. ZIURF R ATk H STHBVAH S FHEAL I PR 12
W7 PR 25 A . O 2 BRI PR B /s A7 16 AT A AL
EE s @ BRI 24 W1 O HB VIR S iF 4 o 3 3o s o 8%
AH Y. (RS 77 LA B A sl o A 5 AL 5 1 A PR
ESR/1)S (OAVA &7 NP P S L7/ A

I A L AR A G 32 B RORE R R 23 4 A4
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W e AR o ACREVERTFREAL 5152 . AR Ak 2 al i
VA R A T 40 R A R T R BT R K s R RE IF
W, SR UERE O PR AL IS T, (H G R Ik
TR AL R L IR 7K B A S5 R R B AR 5
AR ME T A A 25 ] DA 0 B TS R Ik e 2
it YRR BRZK A ™ 8 R hES

Sy G A b TR0 P AR RS R R, PR AE
oA, AT T3 0 L VP Al B AL O RS 0L, 1
W JoEMbk ek, JolEAK: 28 AAERkihsk, ol
MR Mg 383 A K, ToHii, A gk ih
gks AWl A, FEECNEIRK: S BERILAE .
1o 2 AR E PR AL, 350 AR B P AL .
1. 20 3. ARISIITAE B LR 08 < 1% 3%~
4% 20%- 50%F1> 60%. A AEM I AT Ag4k,
TG FOBET KRS S DA D82,

T+ BT iR

EIT I E bR S PR S K I HB V & 4,
PR ST 0 R PR SR A0 B T 4T 4k, 48 2% RNk 2D T 3
TV, JFFREAL R AREL . HCC K HiAth IE RIERI R A, M
T 5 AR T A K AR AR ] . FEVR YT IR, X
TR TG A 1 AR N AT BRIE SR CHB IR IR VG &, B
15 IR IT G R B 4 N % . HBsAgiH % e
ALT S 5 FH T2 2309 48 240

TRIT A

1. BEARA 2% 4. HBeAgPHPE L HBeAgll 1k i,
(525G AR A HBs A &, Al fEEAFEHBsAgllL
T AE

2. VR IMA S HBeAgPHIYERE, 1E25 50155
SRR AN, ALTEH, it HBeAgliL il 2 5%
i, HBeAgWIVEREE, 1524 5 IRAGRF L 100 55 27 NV 25
MALTH %

3. RN i SR A G RN, Bt
W EEVRTT A A I 4E R 8552 % (HBV DNAKST
AED

T BUREEVRYT BENAE

U BEVR YT I N UE 3 ZAR Hi 75 HBV DNAJK
S I ALT AR 995 7™ 2 R 8 ok w5084, []
W& BE R . KRR SR R, 260
ity 5B b i AR )5 R T A B PR R R TT - B0
A B PEAS B A A BT LA R R A . XTHBeAglH
PR, RMALT/KVH s, v UEEUE3~64
H, R KR4 R EHBeAgIiLG 74, HALTH4:
THE, % EPUREEIRTT .

HEAE B Z U BB T N TRE 75 R I A2 DA R 4%
1#:[9,80,83,85]:

1. HBV DNAJK: HBeAgPHE&E %, HBV
DNA = 20 000 1U/ml (AT 10°# 0l/ml) ;
HBeAgP 1 #3, HBV DNA = 2000 IU/ml (#3%4F

10 J1/mD)

2. ALT/KF: —ERALTH ST m= 2 X
ULN; WiHTFMERT, —REL FALTN< 10 X
ULN, I RHHLZE N < 2 X ULN,

X FFEEHBYV DNAFH . AR 2] FIR G brdE
BHELUFEE L —#&, FERERREE R, nI%Eg
THUREIRTT :

1. AAAE B IATIEJE (22 LA ) sier4Efk,
FEAERTF AR 4Etb220 LA L (AL

2. ALTHFE4b T1 X ULNZE2 X ULNZ i), $55)
JEAEWE > 3083, BT IFAZUR AT ETC B EAS 2
A5 W1 S JE B AT AL S T HUR EEIRYT (B2) &

3. ALTHFEZIE (B3N HKELIRD , Fik>
308, fEAMEALEBHCCEKIE L, @uUAT A0
Rr s RIS A, 25 W1 0 O 9 0E sl 4 4 fh 25 7
PURTRIRIT (B2)

4. AFAE AL IR 2 AR HE I, EI ALTHIHBeAg
oL, BB PURERRTT (AD .

o BRI PR e, AETFAR VAT il N HERR A 3L
e SRR I L B2 L TR AN A A DR R T B ALT
Thier, R RN B 245 5 ALTHRF IS % 1

. HIMIFN- a fPeglFN- a {57

LECHHE Y BIFN-afIPeglFN-af] T34 7
CHB.

(—) WIBIFN- a FIPegIFN- a V&IT 1T M7 3%

WM IFN-a ¥R 97 CHB & A — & 197 R
PegIFN-o A1 T3 B IFN-afig B A6 5 =i T HBe A g
L7 e 4% . HBV DNAFIH] Je A b 22 2 < 0, &
T[] B 22 w0 B LG B R A 2~ , HBeAgBH T
[(JCHBH %, K/HPeglFN-a-2a 180 ng//& 6774854,
{5 2Bt 15 24 8 I HBe A g I 375 27 5 3 4 32%~36%,
HpFELEALT 2~ SA5ULN R 15 2524 HBe A gl i 2%
LT N 44.8%, ALT 5~ 10f5ULNHE H61.1%; 15
224 JF I HBsA g6 405 12.3~3%"", Wf9¢ s, Xt
THBeAgFHPEICHB, [ H PeglFN-a-2bth i B #5181
fFJHBV DNAFIH]. HBeAgIfL i 2% i FTHBs A giif 4 %
S0, (=234 HBSA GG IR N 119%™,

XHBeAgBECHBEH (60% AW A) H
PeglFN-a-2aify7 484, 1525k 1j24)5 I HBV DNA <
2000 TU/mlff) 55 43%, 1525 )5 R 1548 F I 4142%;
HBsAg 2 R AE A5 25 Bl 24 5 N K 3%, 5 2 Bt 453
FEI AN A 8. 7%, 2 SER N 12%™ . HHIIT
JNFE K Pegl FN-ouf 7 Fi 48 24F AT $E i v 7 M 248 0, {1
IR A R I 2N R R A BE A, 2
MG S, DU B AHERE L KIBTT .

PegIFN-a 5 NAsIE & 87 8697 [F] P PeglFN-a
ENASIEATRTT T e B aete s A vl . [
W T B Pegl FN-a L 25 (¥R JT 45 R I HBe A g%
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%<4 HBeAgPHMECHBEE ZEMIBEAMMTRGLE (%)

PURAEY) HBeAg IMLiE#H:4%  HBV DNA #[f]% ALT 5% HBsAg #: 1% 2% 30k
BT (48 ~ 52 D
PeglFN-2a 32 14 41 3 125
PeglFN-2b 29 7 32 7 126
LAM 16 ~ 18 36 ~ 44 41 ~72 0~1 104, 125, 127-129
LdT 22 60 77 0.5 129
ETV 21 67 68 2 104
ADV 12~ 18 13 ~ 21 48 ~ 54 0 130
TDF 21 76 68 3 109
KT (2 ~ 849
PeglFN (1525 3 4F) 35 19 — 11 88
LAM (5 4£) 22 — 58 — 122
LdT (2 4F) 30 56 70 1.3 116
ETV (54F) — 94 80 5 (24F) 106, 131
ADV (54F) 29 55 77 — 132
TDF (8 %) 31 98 — 13 110

P
fi5; TDF: Bt ALT: WRIREIEH R

“—7 FORTCAKEIN; PeglFN: AR THEE; LAM: FOKIGE; LdT: BHKE; ETV:

BEEH, ADV: FiffiiE=H

5 HBeAgAHCHBE E ZE MM B AWMIITRGLER (%)

bR ] HBV DNA % ALT 5 &% HBsAg ¥ 1% PR

FIHAIRIT (48 ~ 52 FD
PeglFN-2a 19 59 3 133
LAM 72 ~ 173 71 ~ 79 0 129, 133, 134
LdT 88 74 0 129
ETV 90 78 0 105
ADV 51~ 63 72~ 71 0 109, 135
TDF 93 76 0 109

KHIRIT (2~ 84F)
PegIFN (1525 3 4F) 18 31 8 136
LAM — — — —
LdT (2 4F) 82 78 0.5 116
ETV — — — —
ADV (54) 67 69 5 120
TDF (8 4) 99 — 1.1 110

W “—7 RORTAHKESE: PeglFN: R TR TILE: LAM: HoKKE; LdT: Htbkz: ETV:

fif; TDF: #ifimTile; ALT: WRIRZ LB

. HBsAgifFr. Wiz N & . B2 N5y
A7 AE — B, H R B3 S5 24 ) 10 R A
e g U2 A E 9 B R A Peg IFN -adE At F in
B+ (entecavir, ETV) , A EHBeAg
I 375 27 e W R DL K HBs A g iy B %0,

i FIN A s BRI 75 2 & 5 16 A 07 T PeglFN-aff
%, BNAsH 2 7/EHBeAgIiLii # 4 ¥ S, HBsAg | f#
D5 AT — 58 WAL AC T % v BE LT 0T 5T
R, HBeAgPHYECHBE A HETVHZGRY79~36
AN HIFLFIHBV DNA < 1000 # Dl/mILL ZHBeAg <
100 PEIU/mI{ &4, 7 51 PegIFN-a-2aifiJ7 484 (1) i
EAHR AL AR SAT FHHETV IR 259697 8 AR = [ HBeAg
M35 27 e e % (14.9% vs. 6.1%) FIHBsAgi 4 %
(8.5% vs. 0%) P75 T I0 B /s HBe AghH o 3
PEZNAS[PK R E (lamivudine, LAM) . ETVii

BT, ADV: PlflitEss

A lE (adefovir dipivoxil, ADV) VA7 1~3% )5
iXFHBV DNA < 200 IU/ml &, HBeAg#:BH %, FifEsz
PegIFN-a-2a/ 7 BT 1A Y7 48 Ji] [THBs A gl bk 2 I e 4 %4y
BIA16.2%8112.5% . SRifT,  FIRPIIRT I 7 Bl
FHPegIFNYA YT 1] REA7 K1 8T 22 AN [ S B FH B KR 28 5%
i, DT NG br 24 M0 e — S0 VA

() IFN- a HUpEES7 RL T e 25

L VAT RITG TN R 2. FLAT LR R & (1 HBeAgFH
PECHB i # 152 PegI FN-aifi /T HBe Ag IfiL i 24 % e K 1
T

QD)

©))

HBV DNA < 2 x 10° IU/ml;

EALT/K;

(3) FERA Ry ASBA!;

(4) FEZ(KHBsAg/K -

(5) L RIERILG2LL s HBeAglIYECHB
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SR N TE A R RA T AT P R N A R =Y 7
HHURFIRIE S E T, MR EE (BT D
SR L AEITENAE RS W e A
I7 (10 S IR 2 O B R T IR, IRE % IR
PegIFN-aifiy7 o

2. VT R TN X 25 . HBeAgPHYECHB
HIBIT 24 HBsAgAITHBY DNA 1€ 8KV 2 E 97
N 25 1R T DR 2 7Y B2 PeglFN-aifyy, WISR24
HBsAg < 1500 [U/ml, #kEHR257097 2488 3k =
(FTHBeAgIiLi 2 Fe 4R ™, 25250 24 167 HBsA g E
45> 20 000 IU/ml, #HLIE 11-PeglFN-aiffT ",
MHANASIEYT »

HBeAgl 1 CHB & # 67 i B P HBsA gl
. HBV DNAJK-V & {5 24 J5 H7 2L B 27 W 25 16
MRS, R Ll 12867 JFHBsAg AR N R H.
HBV DNAK AL T [ < 2 log,, IU/ml, £ {5
1EPegIFN-a a7 ">, M HINAsIAYTY « B ARG S
W “Hom BT HEEE W .

3. IFN- a [PJA [ S g FLAR 2

(1) FUBFERERAE: RN A kI WU
RZ Jy%%, AlAEMEFTVE S IFN-o, B2 V2 5 1 A i AR
Ffl IR 24

(2) + A 0 ek 2D R A i £
T 0.75 X 10°/LA1 () Ifi/MR<< 50 X 10°/L,
M FEARIFN-offll it 1 ~2f 5 52 A, Wik, WEH
B E R B, PRl 4% A< 0.5 X 10°/LAI
(8 M/ < 25 X 10%/L, ) %8 454 IFN-ao
o R R T T B A R, Ak e 4 e v 3 TR
T (G-CSF) SR 4 i [0 4 o A 9% s A 1 (GM-
CSF) ¥R97.

(3) KM S nRILN AR . = AR F0 = A
F5 RS SR P REIR o RPRER T, N R 4
IFN-q, BN 2 [RDRG ff00 BE 5 T (6 & R T — 25
2.

(4 AGRENG —EE T HIA& ik,
D84y i W I RR I B PR il /N AR sk
DL HRET . B RRIEEITT R RS ML BE
FECEAHESE, N SR EEITILR2, MEE N
52,

(5) HAbD WA RNV : AR E IR E. O
I ACRE A0S0 4% . W D7 A R i) Joig 42 il 46
&5, NS IEIFN-adA )T o

4. IFN- a {697 2R BIF

(1) IFN-aifJ7 I 248500 25 Sk« U 4 B R 19
WA U GRRI ORE A sE CHARS i 23 200E Bl ™ 5
FOARIE ST 52 )« R BRFE I O R AR T 0
o REHIT B G R tEsm . A E R, W
W S o5 5 o g 36 s R0 BHL SR A i O 5 O el

93 o

(2) IFN-a iR J7 A X 25 Uk . HOR IR
BE A P 5, R A A0 Tl PR PR 93 R v i e 95
YEIT TR R4 T B << 1.0 X 10°/LAF (Ek) i
I << 90 X 10°/L.

+ =, NAsyay7 FI LI

(—) SPINAsZYIT R (RARIES)

1. ETV: [HHIGKIRE R HETVIRIT 488 1,
HBeAgPHECHB& & 1, HBV DNA#H (< 300
P& U1/ml) K h67% HBeAgIlL i 22 #5580 21%.
ALTEH HE ) 68% N LU0 A2 ol 36 K 072%™,
7/EHBeAgItECHBH %+, HBV DNA#:[] (< 300
P 0U/ml) FH90%. ALTHE 5 H NT78% T4 LU
AR R A T0%1

ETVIRITSERIBE VI 50K B, HBeAgfHPECHB
HFEHBV DNAKE] (< 300%% Dl/ml) %94%, ALTH
AR N80%!" Y, ENASHIIGCHBHE# ' (HBeAgH I
M), ETVIRITSER BRI 25K EE N1.2%,
SR, AECRAELAMI 2511 &%, ETVIRYTY S
ERIE R 25 R A T S5 1% MHETVIRIT
STEMI IR L2V EEF T W os, 88% (55/57) skAHH
SFYEALE, 40% (4/10) JFREALIN LT, 5w i
Wi B A R FLRIR TR, N RO

2. B4 dilE (tenofovir disoproxil fumarate,
TDF) : TGRS, TDFiAYT48) N HBeAg
FHECHB & # HHBV DNAK B (< 4004% Jl/ml) %
H76%- HBeAgILi F# e #% h21% ALTH %K
68%. fEHBeAglPECHBE # FHBV DNAFB (<
400%% Dl/mD) FH93%. ALTH B H A476%"",

TDFARYT S AL 2 005 5 87%, 4R 4efb i i
HH51%; (EIRIT ATHOS WA AL R 3 - (Tshak
B AS5E6) , ASTIRIT I, T4% 8 1 Ishak v 7
ENC VAT

2L 8ETDFIRYY, HBeAgh % &4 WHBV DNA
BB (<< 40042 D1/ml) # 498%, HBeAgILii 2 4% #i
HN31%, HBsAgi K# N13%. HBeAgl¥l M &3 1)
HBV DNA#:[J] (< 40045 Dl/mD #:499.6%. AA ]
FITDFAHOCI 2. KR Id /e, 2.2% 1838 KA
MAEFTFE = 0.5 mg/dl, 1% g R A UUEFS R %A%
50 ml/min, K 2510 35 N5 B T REA AT
e I e A

TDFIAYT NAsZ VA 548 )5 42 168 A T 47 W,
Tw/RLAMINZ) . ADVIifZy. ETVIif2y, i&/EADV
N A, LAMAMADVERATN 255615 L, TDF#RIL
HE R R B N, LI B2 1 Rt

3. B L E (telbivudine, LdT) : [ NIITHIGK
RS2 85 3, DA A ERZ O i 7i104 )5 45 K3
FW, LATPUREEE D TLAM, HiR 25k ERET
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F6  NASTHZGHRRTATT T

i 242 HEFF W)
LAM 5k LdT fiif 24 /1 TDF, =i/t ADV
ADV §if 2y, ZaiAMH LAM ¥ ETV, B¢ TDF
VA9T LAM/LAT fiif 2455 HY B0 X

# M TDF, 5 ETV +ADV
%} ADV i 24
ETV fif 2y #:H TDF, i ADV
REZ A58 (A181T+N236T  ETV +TDF, #{ ETV +
+ M204V) ADV

LAM!"'SM {H AT 245 26458 i i o FE4GHBV DNA
< 10°# J1/mI X ALT = 2 X ULNHHBeAgPH I %,
SHBV DNA < 10"#% Ul/ml[(JHBeAglI 1k i %7, £4LdT
YBIT 24 AN s F/HBV DNA << 3004% Ul/ml, 497 %1
ey 20N AT AR 1T R AG R iR 24 AR T

LATH SR R F R AR MLAMAL, (HiR
752 I A104 JE I & A3~ A4 LR i (CKD Thi
BN NT. 5% F12.9%, TTLAMZL 551 43.1%F1
4.1%"0 HA KR ANR . RELSUILEE AR PR R
BRAERIRIE, NI . AW SIFN-a28 5 H ]
FORMPEN T, NAIAZES

4. ADV: [EHPNAMHHLAUE IR ALK, HBeAg
FHYECHBE# HIRADV A B S 41HHIHBY DNAK .
PEHFALTS N oGS A RIEIRJER LR 4E 4L . X
HBeAgMH LB #RIT 1. 2. 3FISHR, HBV DNA
< 100035 V1/m13 435 }328% 45% 56%F158%,
HBeAgIfILi 2= 458 73 0 12% 29%- 43%F148%;
M} 25 % 50 5 0% 1.6%+ 3.1%F120%""*'"1, xf
HBeAgBH 1 #9697 54, HBV DNA << 10004% Il /ml
L H6T% ALTH % H H69%: 18IT SIEIN (1) BT 24
FEIRIFEAR K A= 5 H29%!,

ADVEXALAM, X TLAMI 25 ff)CHB & 3% ¢
BANHIHBY DNA, HECS H 2535 X AD VIR 25 K& AE
ALY,

ADV K WA SAERS, il WLEF T+ =880.5 mg/dl
HIK3%, AEIMLIE WL 6 T ok a2 5y
Zili i R (CFDA) ZREY ADV WM A J5 AT fig §
A MRE S A ARG o B ik = SR AR L
FEAL A, Bk, Sr-Edih. gwWE. o
Pra5E— RPN AR TR ARAE . K5 24 11 58 1)
B D ReA RS, Rl e LR B R
"4,

5. LAM: [E py4h Bl AL B R 3056 45 & W,
FIRLAM 100 mg 1iX/K, w W] W 4#HHBV DNAK
V5 HBeAgliL i % ¥ 4 K B yR 7 I [ e K T e =, v
J7P1s 24 3y ARISEERT 230 16% 17% 23%. 28%FH
35%, BEHLAUE ARREG R, CHBME W AT 1 4
A AR A 1 ST AL K B L AMYA YT 3 4F 1 48 2 55 05 13
. BRI IhRE JAREE LHCCHY R AR U2, AUk
AL B L LAMIGYT e RE LG T Dh g,  IE K AEAT

,ﬁﬂ[]24]o
B 6 97 B (A) E K, 95 #5124 58 A8 1R R A R Y
(L. 20 3. 44E I N14% . 38% . 49% Al
66%) ",
(=) NASYGIT TPy o ie sy
N HNASIGI T CHB, 5% Ui 15 1 5 i 24 92 (K] B e 11
s WS N KT 24 36 R bR (R 25, RO HEAT
PeAb G I7 LASR 7 280N D8/ T 24 1 7= A o — T i S
PEZ PG R IR I EFFORTHF ST 24 45 B 36 B, %)
TLATHIT F N R AF )5 (245 HBV DNA <
30045 Dl/ml) 4REL 253097, 1677 24F-88.6% 1 [ 5K
ILHBV DNA < 300%% Jl/ml, HBeAgIiLii % 5 # % N
41.3%, 25 N5.5%; XFLATIRIT 510 N B A
)R (24HBV DNA = 3004% Ul/mD) , M/HADV
AbIG97, 24FHBV DNA < 3004 l/ml& h71.1%,
i} 2% 4 0.5% . NHARERIT F R, BARRE A
FE24EHBV DNA < 30042 Ul/ml# 476.7%, TH25H N
2.7%. M PN B R E, AT AT LA T
Bk i 2 0 e A, AR 24 R AR # AT R T ET VA
TDF CHESkALEED .
(=) NAsRIT I
1. BT FE LA TR bR AT I«
(D) RS TR R, EZAALT. AST. HZ
EAAHEAS;
(2D W3 ML #hs 5, FEAHBV
DNA. HBsAg. HBeAgfl#i-HBe;
(3) RPN TF 2, KD R I UL A
CK&E, WA m ARSI if ol O FLIR 5
(4) TCOPERFEFHELLAS I, Gt FH AT 53 P A0
(5) W4 i, WIS R 2R
2. V)RR B VR TT N I 8. LS FH 245
TR REAIRHZAELAATIES . AT
v FATIERK R 2 R B I () S g L, MR T A T
fift b A5 25 ] e R EUTIARS:, $ v R AR N
3. D W AN RSO R T AAR B NAs &L
e AP RS2 PR RAF, AHAE IR R N A 2 L
FICEARRNARAE, WEIhfEARSE (FELT
ADVISIT) KBS (EZ UL FADVHTDFG
7 L LR (EBTLATHRYY) « BEGOEmM (&
ZOWFLAT)  ARRPE (W W TLAM. ETVAHI
LdT) &5, Mgl . @IUNAsIA YT A A7 41 n) AH
K 5, LAy R o XA 9T A BRI L . CK.
LR it S U S T B T B, SRR A SR R R T
HnAagfEuAR 2z HENUE. DLES . Bk
R, NS, — B b 25 A 1 B it
Foo ARBEILAE . P2, BRSOV e FLIR IR h 7
S, T 2 B AR, T4 TR AR Y,
BIT .

=
L
=
B
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I
HBV DNA BI'H
(HEHEZK

SREREATFITA)

|6-124-A: mEMW Jf -
EPEE mEE HBeAg P 5% : HBV DNA > 20 000 IU/mL B Ezhinmdea sy
AFP~ B2 " DN. i

HBeAg Bl &% : HEVDNA =2 0001U/mL

v

| Himmart |

L 2 \le \

ALTHE FEBRMTT: 1-2XULN | *2 X ULN
- FEL- FEFER
+ FRATE

B

| HIRALTFH B H AL HEP |

! v y
: HEsAg/HEV DNAFA : B (12 XuND - ##E3tR
| HEE, BEETA 1 AU E ALT>2 XULNEL |
| i [ R ! \l’ B BshivmEasT
[ 1
. il% ! EERFAAFRE . EHE I
o -~ 1 2 )53 ik GE. B

7 O F 41 4 L df BBz R ET

- IR MR Y
B mEaT

» WEHEFER - S5

L i QRAFHEFRETEFLFELAER OREFRBEA EBY BRIEE . BERRSEERE FURRSFRE
fHE RS EFECAAED HOV B BENEnE.

1 AITREMENENERE: BitmErGR. o9 EF . 2% BOKE-

E1 [24$HBV B LE EIRRIEE

4. T 25 HEI - T 25 ENAs KA TT W\ HBeAgBHVEMI IR 321D i it i e i
IEM@Z— W25 0] SRR RE S R RS R < 303, ANEIHRYUR REGTT .

B R S ST R A, DB AT B B g 2. NAs[HES: WHANILEHELETVELTDE .
9%4t1f‘ AV R R, HEsEr., 3. 3A9T U IR IIHBY DNA L K I & B i %
(PO NASilit 25 (5 Fi s F0 i 3 ToN 2 B R SR M . — HUR AR R4 50, TRt

1. PRSP B S R REA T . TR ATRERI S 25 A, RS R TR RGRTT GERLER
KA AR A DU A 8 % (ALTIE 60« ATTNASRAM A2, S PeglFN-0if /7 HIN &

R PUREIAT IR DR ED B RIE

[ossRiyE] IFN Y677 &3 d U AT R NAs VA7 B8 BRI =
VIS LA H AR 1~ 2 BRI 1k, BUJS & H R
a7 1 5 64 4 :]-y l\r/ﬂ'-?:zn é,;ln:
L | K R Gk BE 6 AN HALI 1 IR ELEVRTT 450R
Al bR BRI 1 IRE T RIT SR E3N6AﬂﬁW1Mﬁ§ﬁﬁ HR
HBV DNA B 3ANARI 1 IREEBIT SR 3 ~ 6 ANHKI 1 IKERIRIT 4
HBsAg/ i -HBs/HBeAg/ i -HBe B3N AR T IR &6 N ARII 1 REEIRIT SR
FifE M (AFP) B 6 N IR 1 X B 6 A HRII 1 IR EIRIT 4R
JHAEFED € 46 (LSMD B 6 AR 1K B 6 AN HEI 1 IREZIBIT 45K
B 3AHAIM 1, WA TR CAFAE R R e
FRUR B e A0 L SO R R R, BON AN AR A FUR IR B ARIRBEHRE v
AR
IS, s WIVPARS PR A Skt T S A hE
R PRAS PRFAT A AR 53, NS IR T RS I AR A e
e
6 AN TR 1 Wk, FFABAL RS A 3 AN TR 1 IR
WA RO AR | PR FIMLRER S 4 ARM R o 0 ppom 1 wesmmrr ok

W BRI, @UT CT 8 MRI £
W LAT 85, A 3 ~ 6 4 WL R s
Ak A HAi it e HiH] TDF 5% ADV (#5535 A 3 ~ 6 A H W LT
i if 7
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ALY,

TVU BUws EE VR T AR L R i U A B

(—) PURTERITHERE R L

1. HBeAgFH:CHB: 7EHBVIEY RS, #5)
ALTT} i AT HBe AgBH P CHB £ 3 15 Bifi 15 1ol 72 h Bt 5 T Y
RAETE ) kAR, v I R T HBeAg IfiLi 274 4 4t,
ALTIRAE IE#H" . Rk, 6 FALTTF & T HBeAglH M
CHBHEH W LM %3 ~61 H, ik k4 A KRR
HBeAglfilif 7% ¥ HALTHRF Ly, #9288 IF U bui
BRI,

IR

WEEWS: WA EHEEHEIEEHETV. TDF
iPeglFN (A1) o X T O& IR FHLAMELLAT T &
o WA 24 5 R 5> 3004 D/ml, M TDF
SINHADVIRYY ;s ST & IHADVIR R, W
FABTT 24 F IR R 8 IR LR N < 2 log,, TU/ml, X
FHETVERTDE!"*" (A1) &

HEAEYT R

HEZEIL6: NAsH R REE N R DAE, k5]
HBV DNAK TR FER . ALTHR % . HBeAglIiLif 2
Beina, FOLRENGIT 2034 (RERme N H ZE A 170
TORFEAAE S, W% g2y, HERKT R E
71;[142-145] (Bl) .

WFEEILT: IFN-af1PegIlFN-alfJ 477 FE 4 145,
Fr 24 VA T HBsA S E T4 > 20 000 TU/ml, #Hi 5
1E¥AYFM, BHINASIATT (B .

2. HBeAg[f:CHB: HBeAglf 1k & Fism i ity
B A S, BAEZARERREERER, FILGT
JrREE K,

LR

WESIS: WYIAEE N AHEAEIEHETV. TDF
PegIFN (A1) o X+ &Ik HLAMBLLAT ) &
& WA 24 S EE A > 30045 Dl/ml, U TDF
SHHADVIAST: 0T A IHAIRHADVI -
FABTT 24 JE I 55 58 SRR N R < 2 log,, TU/ml, 5
FHETVELTDF)T (A .

A2 T R

EEFENI: NAsHI T #BUA EIHBsAgH K H
HBV DNARLMIAZE], FILEGIT 14} (23
WA, BIREEANH) R FEAARR, 1% S
%[143,148] (Bl) .

WEEM10: IFN-ofPeglFN-alf #1477 FE N
14, #HAEM 125G KR AEHBsAgE ®1 TR,
HHBV DNARHELZ N < 2 logy, IU/ml, #ilf5H
IFN-o"", B INAsVAIT (B1)

3. AREEIARURAREE I T S AL . S T s
a2 ) B, WEKIPURERIT .

WL

WEEII: YIRS E e IE BTV
TDF (A1) . IFN-of7 ‘3 BUH Ih[e % v 55 KA ]
e, RUCAEH T RAREPE AL 2, 6 AR PRI
b g A (AD)

() BFMIMTIEHE (KD

1. 12 VEHBV 5 & MRS 3) P HBs A gty & 11 b
Vi 1@YEHBVHEAY & K Ab T it 52 1, — et ol
RN TR RAETE S BN R e, HUL R
PUWR S0 T7 O R AR, — B PO d a7,
() TAEIR I35 % « ATHCCHR M 50 11 i i 2 4 e 2
BT RPURTRIAIT o IR 0 e
52 R A AT I B A S BE TR 52 (T 2 I 0%
U, Rk, X THBVES & N AR ~6 H BT I
. WA, Wi, AFP. BEEATC AR 2T 4E4k
SR, DBERATIFAZUER, HESPURTERIT R
fE, NI A BhIETT -

s EHBs A g5 4y # A HEE PR EEIRYT, A
R A R RcHBe Ag9 ECHB I T RE,  HAC IR
Vi R AHCCHI R, PR g U 64 H 3047 1
WO AWM. EEE, AFP. BEBAIL AT 4 4k
AR . A PURTERITIRIE, N A E 3k
IT o

2. YU R R R BT (GRT) + PUR
BEVAYT LR Ao WRA U5 (1) H IR T I TR 2R T
7R TGN, DL 25 AN R

3R AR BB T 16T 85 R R 2 AR
HHATE DIV H LE T R VPN PUR FE R YT I K
WG WD ik DL HCC I R 2B BRI, AN
WA YRR R B RANE, )R
34N H N ARE AR LT B RE, HB VLG 2205 &4 &
HBV DNA; ZJa5 34 HE XYy fg, HBVILYG
bR S KMHBV DNA, /DB TR, DUE R
RIUNT 9 E R LI IESh e %At . b5, X TFrSEALT
1IEH HHBV DNAMK A NP, @il a2 it
IT1ZXHBV DNA. HFIhRE. AFPRIME A 4G A . X
TALTIEH{HHBV DNARHMESE, dURR6A HET 1K
HBV DNAFIALT, AFPHUEHSAGHK A T HHl{L
B, AR R AFPRIE A 7 A%, B4
CTERMRILLF IR INHCC . % HFAE AL, £ 38 b Af1~2
AT H B A, DUWEAT Jo & Rk h 7k A
R DL

T REER AR REA YT AR L

1. ENELNEANEES: 2T E
IFN-0BPeglFN-af 7 o N5 IR (8, Wk HINASHHT
BIT (AL o FEMRMME RAFHITESL T, AT 24 55
PEBEARIAINASTR YT i JRUR JC N2 5N B AN BB
I K ISR A8 G T T Rk gin M (A o X
M ETVELTDFIA YT o H IR TG I 2 BN B AN 1 i
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R8 JLEFAZE (B XOMRIHEETIE

1) R (kg) FilhE (mg/d)
10 ~ 11 0.15
> 11~ 14 0.20
> 14~ 17 0.25
> 17~ 20 0.30
ETV (%F#¢=2 %) — 20— 23 035
> 23 ~ 26 0.40
> 26~ 30 0.45
> 30 0.50
TDF (4F#= 12 %) =35 300

R T ERIAYT T H R A R e,

2. N AT R s R T i B B EHBY
TR SR AR 52 IR AT B S B e T R R, K
ZI4520%~ 50% ¥ 55 5 1 DL BAS [R) 72 55 1) & BB 4%
FGg), HEE NS hRem LRI S
ot R QR R TS S N fE R R . i
B Pk B0 R IR T AT LA S A ST R Y Of
A% F R AU 25 I ETVELTDF 1597,

o T it A D] JE At 5 9 T 422 52 A 9 B A 95 400 1) )
BIT IR, RS VAT TR N LT AT HBsA g
PL-HBcHITHBV DNA, JF£ V¥4l 2 52 G 9% 3 11 551 11 X
B AR EE o A8 T4 S s 30461 77 S A0 T7 29 W — JE T 4R
N FUR TG . XTHBsAgMTE. HTHBCB M,
F5 % FH B A o B v B AR &5, ] LA & B A H e
AR (ALY o AEARTT R BE I I6 T 45
1BJG, RNCMAREENASTRIT 240640 Hs 457N HBAN Y
BT REYUAR S, 5 LT R R EENASIR T 2 124
Ho NAstE G HILE Kk, E2piEEL, NER
Bl AR (A1) o

3. HBVAIHCV A &G & 13697 . HBVA I
HCVIE YL H 24 HEHBV DNAJKF-. HCV RNAZK
PLEALTIEDL, RICARTETT )% . XTHBV DNATKT
R, HCV RNAW S H#H S BPTHCVIRIT %
(A1) . HBV DNAMIHCV RNA¥ AR, N2 bR
HEF FPeglPN-o 1A L MRVEYY3/ N H, WHBV DNAR
F% < 2log,, TUMIE T, ESUNMAHETVERTDFGYY; 8%
#HPTHCV HAAE P2 2593 I FHETVEL TDFIR Y7
(Al) [9,56,157-159]0

4. HBVHIHIV A YL B2 G I7 s AT A
T AT UL i #5759T  (antiretroviral therapy,
ART) (CD4'T#k41 > 500/ul) , WIF4CHBHL
JREEIRIT AR EM B, AUl FH PeglFN-a 8 ADV L
HBViAYT (C1) o A PRl ALT = (1~21%
ULN) 18, U 235K 8T B 21 446 prAL
(B2) »

CD4 TR EL 40 L << 500/ulisf, TG CHBAL T F
BB, BN IFURART, fR5EEH TDFJILAM, K TDF
B b EE (FTC) (A1) RIS IE 5%

ARTH AT MR, FFARTH E P EHIHBVZ
Y, T FINAsEEPegIFN-aif)T (C2) .

YW EMAEART BN, BRIERE L RE
HBeAg LG22 4 58 B T /2% I L ] 6 7 B ]
AN AR TG R AT T T BtHB VIR A 254
(B1) »

5. U2 FE D fig vy ATHBsAgBH 5%
HBV DNAPFHVPER SE S aE et A ig v oh
e e R N RN FINASHUR 221697 (A1) P19,
HPGEFETVELTDE (A1) o $URERARIT NS S K
EHBsAgIF 2256 (C1) o FFIhfig s g P
VAT P R A I 2 PR K (CD)

6. LR FEUIWHCC: X THBVAH XK HHCC
B, SRFFEARDIBR. kb 2. a7 Bk
HALEES T T R EHBVE GG K. B2 MWW ER,
HCCH Y] ARINHBY DNA ZK - 2 il Il A J5 42 %% 1 sk
el Rz —, B Easy vl B KHCCE #
(82 A A7 3 AR v e A AR A U0 IR, )
HBV DNAPH % FJHCC 25 2 13U FINAsHURE 21697
HALSCIEBFETVEKTDFIRYT (A .

7. WA 0 THBVAH SR 32 T A A
B, A R I EIHBVAE FH 58 L 24 & A 41T
MINAsYEYT, LORTFR AT RRARIN R4, Bk
R . 6 TR A FHBV R GRXG s3, B
FEHT A ZHBVDNAA T, WAER AT H 3 TETVEL
TDFiGI7, ARJGLFHAEHHBIG (B1) ", X+
JHFHBYV PRI e i WU %, AR e 4 7 HBIG,
e o £ PR B ANAsEC S K B HBIG, M
EPFETVELTDFIE A7 5 HBIG AE T 47 Hu A0 il F 2
RIGCEBF £ E % (A1) W07 bF Bgfd F HoAl
NAsZy Y ) 8 8 T 2 DN 25 % A2, B 3897
% . HBVAHCH RS AE 8 # T5 B4 5 N PR 240
LTS CHF R K (A1) U7,

8. WLURAHSCIE AL EE . 454 B EoRIICHB &,
LA IENAE, N LE AR N IFN BN As /A
37, CUTEZRT6 H 5 AT o AR R T A N R X
CIETS R A CN DI

X UE g WM CHB 3, ALTHFE Ty nl 25 DI
8, W AR E S, 05 B 705010 18 AUl ) ik
o, AT LME FHTDFERLATHURERRTT (AD)

X TP EE A T ) R AN AR AR,
IFN-ai897, @K ILGEIR (B2) o Wiy HRNAs
A HNH BT RBH YY) (LATEHTDF) &
LAM, fE7870 00 RIS IGO0 T, nrgkalib
J7: FNHIZEETVHRIADV, fE78 /07608 Bl Ak
NS H R, I TDFELAT4k 850477, W LAgkL: it
ZZE (Al) [174,175]O

Yo JEE TR 52 W I 0% 5 5 IS HBY DNA 2 B A2 B
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WAL R fE R R 2 —, B Lbnifk £ B 48 S e T
Bl S BESREAT S0 B0 BV 9T TR 3 PR RHBV RE ML
W A2 iR S BT X HBV DNAZ R > 2 X
10° TU/ml, {E5BEFWE . s s L,
A T AR 24 ~28 A P 4fi 45 T TDF. LATE(LAM
(AD) o AT/~ JE4sgy, Femsabdvs M. ™5
ﬂ*u?[_‘ua?% (CZ) . [16,176-178]

FEPUR SR B AR E W N IFN-aif
ST R, NAESEN AT HELEE; M
MANAsHURBERIT I B PR R, B AT v o uE 45 2 B
NAsTHITRRE T AN RS20, Al {E 5 B3 78 /0 VAl 1
M FEEER, (C2D

9. JLEEH: JLEHBVIEYH AT %5 52
W, WA B REIRIT . O Tk R I e El
LR L, N AN PUREIRIY, HFEFEBKIGIT
LA T 2P ) . A58 A 2 R B
Jii (FDA) HEHEF T L3 835 VA 97 1 25 ) B 6 3 i
IFN-o (2~17%) . LAM (2~17%) . ADV (12~
17%) . ETV (2~17%) FITDF (12~17%) . Ik
IR W W IFN-aif 7 L B 197 205 RN 83
Ao TFN-o ] T L3S R 7 0 B 3 IR
W3~6 MUMARITR, e AH R A 10 MU/M’.
{HIFN-o AN BEH T 15 DL JLEIRYT o 76785 5
HEL b, 2~11 8 W IE FHETVIRYY, 12~17% 1]
EHETVINTDFRTT (A1) o FlESIEEEFDARIH:
FBALAL (WHO) #EFRE WL (F8) B,

10. 'Bohfedi B NAsHUR IR ZHBVAH
B /NERE RIQTT IO, HEREAL TG, R 245 1)
2%, NAsZH L2y R i B s ik, Rk,
2 I 5 AR A RE 1Y T R 2 1R P EAT 4 25 1) [ R
(al) FIE R, HARF SRR T SH5 MK
dn B A5 o 6T A AR B AR R I o A KUK 1
CHBE#, N0 fgwt %  HADVETDF. 5T
PERLAT O] R B AT SGE AL S /D Bk B % (estimated
glomerular filtration rate, eGFR) HIfEM], (HILHLHIA
Wlo ST AAE B H AR I CHB A, HEAE FHLAT
WETVIGIY (B1) P78,

HEAE TR

MR W12 L1 M) EIFN- a 5PegIFN- a
BT N B, AT HINASTATT « £EMNYE R IT
IO, T i 245 566 D51 B B I (FIN A YA 7 5 it
RIS AR R, NIRRT T 24k
H6I7. (Al

HEAF R A3 T A PR LAt B 1T B2 52 4097 F
o BEFNEI VAT I R, ARG VA T R AN RO
P HBsAg. i-HBcFHIHBV DNA, 1£ T4 %y 4] 71
J AT i — BT UG N BUs R T, RSBk
ETVE{TDF. XIHBsAgBHHHTtHBcHME, #EH

B M o B AR ST, AT LA & T A H B # 25
(AD) .

et E W14 N THBVAIHFHIVELREE, &
CD4 THRE 4 i< 500/ 1IN, SR CHBAL T {] Ff
By B, 34N T 4R EE 6T 33 9 B A PR RE VR T
(ART) , 1R5CEF &4 TDFIILAM, XTDFNE Hh
flig (FTC) W75 (A1) &

HefE M5 ATHBsAgPHPEEHBY DNA A 1)
At WRAE 18NS Nk I I R Rk R
NN FAINAsPUR B8R 7, B UGEFFETVELTDF
(AD) .

WA IL16: XTHBV DNAPFH M AHCC g il
N HNAsHUE BEIG YT, LB EBHETVEITDF R YT
(AD) .

R I7: X TBMIEZEHBY DNAAAT
W HBV BB RS B #, ATER M TETVEL
TDFiyr, RELTHMHHBIG (B1) . X TRAT
HBV G m A B, B ME FEPURE T &
HNASECA LA HHBIG, LA iEHFETVITDFE A
I HBIG B8 5 4 b4 A A 5 SR 6 2 Kk
(A1) &

HEE R A8 WEYRMI O RBT 2 K AE B, ALT
RS m UM EE, WA E, T EE R
Gy VR I R R B 5, v AE FH TDF LA THU 28R
7 (AD

HEAE R A9: KT Hums 28677 11 1) =AM G g 11 i
H, WM HIFN- a 3597, @il abitik (B2) o #HMW
B R UEB 25 (LATE{TDF) s{LAM, GJ7 ]
sz, F N SEETVHIADY, 54T TDFELA T4k
S3R97, WTRAGRETUR (A1)

HEF R W20: AiE— B OHBVEEE AL, fu
i} 52 S gR b 5 IHBYV DNA > 2 X 10° [U/ml, £ %
SYVEIE AN R LR b, AR UR AR 24~ 28 B TR IR 4
FTDE. LATEH{LAM (A1) . ] Fr=afsgy, I
BT . 7= 5 AT DLRFFLIER SR (C2) o

R W21 X )L 7k i U0 05 Bl A4k iR
JUs NI HURERIRYT, R % B WNATT 2k I
i Z5PE . 2~11% AL HIFN- a BRETViRYY, 12~
174 W[iEAIFN-a . ETVEKTDFVAIT (A1) .

WP 22 N HINAsIEITHBVAL B Nk
%, HEEAT A, R 2i8. ST EafaEs
T e e H e RS IRICHB AR, 3 R TT fit 38 o 1
ADVELTDF. X A7 B 4013 KU CHB A, HERE
fFFHETVELLATI®YY (B1) .

TN By n)

1. Wb e SRR AR WRITHRIE. IT
ST K YU 4 W7 5 T P b R FH 5

2. AP AL TC A2 W T BoAE 18T 18 AR . 97 280
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b S AU B U7 v () A AR H

3. NASFIFN-alk /7 5E7 S 97 U A S sAs
BRI

4. FHITNINAstF 25 (G R BRHE R A b

5. KIINAsIHIT X FREAL s . HCCR AR 15
) ;

6. KHWINASTAYT 12k DL U R FIN AR TT X0 BE
BRI 2 At ) 5

7. BT IR U7 BA A B K B P I R 9T A OE
Tis

8. RE M LR B H i A B A, fEmi
X YIN G

9. JFRE DAEZTFEI . R 2
ERYT AT PR A RO R

10. TRRIERHBsAgH BT 15 M HBsA gl 5 )5 1)
KIIm R 5

fE i KESHF: 5%, L@4, RE,
14, EAE, INE, B2, FA, RRE, RF
K., BAF, ek, Ruk, Ba, 253, ¥
W, BRE, #HE, ok

& % x ok
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