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EHLAENARE K E T (BB RBR
fRE)  CGELRO , IR T20105F /20154 3t
1T T H . LAk, BEWAME RSN LB R
Jji & Chepatitis B virus, HBV) JE&Z% 1 5L fith Al il
PREFFUHELAS 7 BB R, N HE g 1t o
MHF % (chronic hepatitis B, CHB) Wil &
WrRaYT, Bh st AR B A4 (World Health
Organization, WHO) #2H ] “20304 I 5 5
I RAE N R AL DA B EFR, FHREA
EE 1

AT B eSS B R ITECHBIRG « 2 W Al
EIT S S E RS, E ARG AR, AT
ReCLFE B L CHBIZ VR R BT A I /. PRI, IR
R ITAE [ S — B3 B, NAETR 4 T A AT 1)
AR RIESE A% 8 R 1 A L IR ) il
b, R E AT AR IR AN ] ) R
JT YR, HE S mEEI2T R,

A AT P HESE F 2 > NA L BAMIC=A40,
HEESE R NI G0, IR (HR4#EGRADE
TR .

1 K&

T HBVEK G
e~ H UL F.
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HBVH % (HBV reactivation) : HBsAgfH
P/47-HBCH 1, SHBsAgR /3t -HBCPH 1 %
R PERNE VT B IR, HBV DNARHELZL
T = 2 1g IU/ml, 5iE4HBV DNA Y& # 4 [H
4, aRHBsAgH B4 A RH M

HBeAg[H# (HBeAg clearance) : FffEHBeAg
FH P4 1) S35 HBe A gl 2%

HBeAglflliF2F 54t (HBeAg seroconversion) : Ff
FHBeAgPH 14 1] i Z HBeAgiH 2%, Pi-HBeM i,

LI K S (resolved hepatitis B) : ¥ f
SMEBCHB 52, IOWHBsAgRFZ: [ 14 $i-HBs
FH % 5B 1% . $1-HBcBH . HBV DNAAK T #%
A TR, N & R A E % B B (alamine
aminotransferase, ALT) fF1F5% VG [Hl

* | FEEUNIERSERIEFSFR

2.5 it
RS
BRE (A) #—FBR R KT R AT 2 b 45 R 49158

THERE (B) @ FHRATHRAIOHMESE RGE S FAER

"AEE (C) BB RRIRA T YAk it E S R, kit
4ERARTT HE IR
HHFR
EAE (1) RnH BELEB R E . BH T H 69 TE AR
B, iAais i R, HRESRAREL
EEIMESE R T, BHEELAERHEE, K
EHHTITRAFZE LG RAKZILTF, B
&) FREARF B4

B[IEHF (2)




6 i8R *

i B 2F R (virologic breakthrough) . #%iF
(72) Z2fl¥) (nucleoside/nucleotide analogues,
NAs) BTN R 7 I 83, 78R B a 97 1
0L, HBV DNAJK- LR IT S A AE 5 >
1 1g IU/ml, BRIV X NfEYE, FFEINHE

DLAH R B R A A UE, AT BUJCALT I Er

i 7 K (virologic relapse) : 3R759H 75 2
MEREEES S, FEIDH20GMHBV DNA
%> 2 x 10’ TU/Mml.

i %) (drug resistance) : fEPUIH TR IT L FE
o, R IE S HBVI 24 40 50 1 B R RAE, RO HE
AIJiif 24 (genotypic resistance) . AANSZE B, $i
JREE A BURIE RS, FFERERMZAEE, K
ATt 24 (phenotypic resistance) o & %F 1Rk 5
24 0 IR RRT T 245 AR 53 A0 1Rl T LA 510 25 254
W H I 25, FRONAE X2 (cross resistance) o
X2 FRF S B INASTY 25, FRoANZ B 24
(multidrug resistance) .
2 RATREMTARG
2.1 FATHRF HBV G2 HFMERAT, (HAFR M
X HBV g 4t (0 I 47 98 & 72 57 AR K. 8 WHO #
IH, EERZH 2.57 1018 % HBV B, dEHhX
PG R PEHL X 5 68%!". A FREFEL A 88.7 /i
AT HBV 24y, oo J R Ak AR A 4 - 241 B e
(hepatocellular carcinoma, HCC) FJJFEZR 535 A
30% 1 45%. 7R B 0T PG K ST b X — M A B
HBsAg AT 50 58 2% (3900 J541) F16.2% (1.15
251> o W HBV 7 AT R & A, 2
O X b 2= S iRAT I, DB RRAT X .

20144F, (B 50 W 2 6 H 0 (center for
diseases control and prevention, CDC) X4 [E1~29
B NBE ORI R MG RAT R A g R SR, 1~4
B 5~14%F15~29%5 N#HHBsAgHiAT % 737N
0.32%- 0.94%F14.38%, 519924ELLEL, 435 T B
T796.7%-. 91.2%F155.1%, #Efhit, HardE—mKA
FEHBSAIiAT R N5%~6%, 18 IEHBVIEGLE £17000
Jifl, HHrCHBE 200077 ~300075 1,

HBVZ&REEL | Il CELFE BBk AR 1/ )
i) AR AL FE . IR IE DIRE AL N E,
30%~50%", ZRACEEAW, @IEHBVHMEERE
MR AVA AL H . BESRHIHBY DNAZK- 53
A LR GEHBV XU % U1 AH ¢ . HBeAgFHYE . HBV
DNAF K REE I A2 LS 5 kB BB IRD . hk
N FE L M7 . VS EEa s M
GBI AT B, BRI s B2 I

B ) 20194 114 4l

FEATH R, HCVEGLE . HIVIEYL . HBsAgH
PEE B SR BE R T~ A B Ak 0 A Y R A ) T2
AAREN ARA T2 TN, INJE, PARCREE
Folt 2 FFF2 T4 (P00 PRV B 3 S5 X0 5 = THB VB G XL
6%, H xR I £ S S (FTHBsAg ATHBY DNA
A, SRHUZE AsvE S e, 284 i s It v i) b A 47
Ci bR A . HBV AT 451 1 B ik sl A 4
W &, JLERL. ES AR TER RS
RFE. SLHMIUIRF BES, SHBVEH K4
TR ek, R A 2 EE . BBERE
PEASE, HURYLHBVIf fER .

HBV AP E A E AL . Rk, H% 2%
. TARsAEEAL, e FE— A= TIE (B
HHWHENS  BEF. . RAE—ma. FH—
AT A RN A B i 5 T I A R TR B A, AN
JeHBV. AT IR A SZIGHTE F0R K BTHBYV A 20 Il
R (UM SR fL4EY,

2.2 Bk
221 R GIRNEE R AP T 2 TP HB VI e
AT . O R o6 R 3 B B AR
Ly FLUCHBL LS, 158 LR K NBERTR G
j\ﬁ[llo]o

CFRE A FE TR, 080, 1FI64N A 1)
FEF, RUEEMEE 18PN R, 7214 A e H i
WHER 2B NS 35T o Rl £ BT R R AT . B AL
FEh AT Sy L M = LB R R A M A AL P
S JLEAMRAN EE = AALR SRS . &
BRI AL, AR AE AR & L. M E
AskbG. EERE. WIRFIEGAIESE, REAR
RAEFR T, RFER S 15 O

WAL M A R OEHRERECHT
P RRER IR0 ng, AR EEEHBsAgfHIMES T @H
Hp [E A R IS (Chinese hamster ovary, CHO) 4f
Mo B, BEFIRI0 pngal20 ng, HBsAgRPERE
SEWGHT A JLEERI10 png; HBsAgRH M RESEIHNAE )Lz
120 pg.

XN ERAE M3 EF20 g B 2H 19 B 2, 2 1 Bl
20 pgEAACHOM ML £ HF %1 o X e D RE AR T BX
TN, NI R R B (60 pg) FER
W X0, 1FI6AS A RPN 23 il R 14160 ng
B3E20 ng LT, R T2 IRBER QT IS
1~2AN H B 5 9t-HBs, Wil JoRi%gs, wf fids
F1EF60 pgE I RE 2 T . B O FE N A
U2 AR O] — & D AT 304, [
U, — BN T EE AT PU-HBs I8 0 s n o G 7%



(RG] ey fes N B G2 ThRE A T 3 55 1T s I Ht-HBs,
WIPi-HBs < 10 mIU/ml, A E-eR 14 2R,

ARG T HBV ¥ 10 22 78 3 40 1 1R 82 b 2 1 928 1
S AR B RE R R AR AL, i T %
R (0. LR HREF) CHUEH AT AE
R,

BN R T T R R B R 4 Al HBs A g BH 14
BCHBsAg ANV B 1 MR B, Bkl Hovs e %t
LG
2.2.2 EHALYLYR W G2 I HBsAgRH I,
P56 A8 Je i A5 FRAE R, R E [ 4 HCDCHR
o FEEUON K EE R A T IS HBsAg. $i-HBs
FPr-HBeAG I, Xf 5y 8 Befh L HFE 1

HB V& Ge # 44 Gt % 32 B F 1 ik vk

HBV DNAK, HMEALT. ASTHIPHL KK F
Tk BIAEANY RNFE. N2 NER (g e A%
KBRS EE S, B IHBVE IR E4, LA
IEB) RS W . RENEAIT . BRERfEER E .
XF BT 98 R RN I BE U AR <15 181
HBVIE G (IS A BE U 2 385y . 12 EHBVIK
PeH N S NIE A B BT R A
MEFSE, bk, FEMRas & FEmE 7%, JFe
W2 R 2B VT o SR BE A O BT A LR e
L .
223 VI iki@as RpHE 2 avEs CRAEEUL
BFRIEF RETSEET LD, JF RS A 5 B B e A 3
(RIARUETARS (standard precaution) JRN. ARSEAT
AR R RGBS B 25 3% HL v ™
MR, A VERRVHBsAgRH RS, N4 O %
WECRH %428 AR R, B
i 2242, LU HBV R Ath i 5 4 501 4% 4%
PI . XTHBSAgFHYE 220, SR 5 ik o = 5 o
i, PRIERRE e R, Wb B A ) LR T REm
Blzz.

WEEW: B4 L FE N R

OX THBsAgBA LR H A2 )L, fEHAE12 h
MR R M0 ng BB AT, E1H 6 H
WIS 23 | EE b 2B 2 RN 3% 9% (AD)

@X THBsAgPHMERESE 8 A4 L, 12 A&
12 h R Ry 41100 TUZFF 4 EREE 1 (hepatitis B
immunoglobulin, HBIG) , [FIFN7EAFRRFAFEFN10 pg
FEABERE PR, HAELH B AN6 A Wt 4y 5 e fp
SRR TR . U HBs A g 4 B35 F
AL, TR 34T R JE 1 ~24 A kAT
HBsAgflfii-HBstuill. #HBsAgftE. $ii-HBs <

“fEm - 7

10 mIU/ml, Ww[#%0. 1R164H R fe iy B34t
PPN A HBsAgPH M, ARZERM, NE %
M CAD) .

@)X THBsAgA ¥ BE2gE At A2 572 )L (R A4
)L, fEHAE12 h R E M 1E 2 9% 1
HBIG:; il )5, %0, L6 FFLA 58 34t
CIER R (AD

@#r A JLTE HAE12 hiy R0 2 BT % 1 ATHBIG
JG, PIHESZHBsAgBHMREERIM A (B1) .

WEEN2: N TREMBRERETECHZE
M RE L, N AT AN S S AR 24 A
A N, = 28 d, ZB24t 5235 R BRI A B = 60 d
(AD) .

WEEI3: AT 9% DhRRAK T B0 R 25 1 A%
N, NI R R E (W60 ng) FERK; Xt
SEF R T BN A, I EMEN60 ngE3 4t
20 png LM, R T E2REM OHE R1~24
H iR iy $i-HBs, W2, wf R 14
60 ngE IR AT (AD)

WEEN4: EHFEFEHBVE LB LN ik
Ab R

OFEfL 1 B RS, Hed 5 0 A i,
FEXH% E H0.9% NaClAER vk, SR )5 F i # Ak
#HO(AD .

@R EIKMIHBY DNA, HBsAg, 3~64F
JEEA (AD .

@S oY, HOoMmbr-HBsPH M
(P1-HBs = 10 mIU/mD &, AIAHHATACEE, anoks
Fhick P, BB 2T, (HP-HBs <
10 mIU/mls$i-HBs/KFA R, NAZRIF HTHBIG
200~400 1U, [F) B 7EAS [F]ER AL 82 Fh 18 0 92 1
(20 pg) , TN H 57 e 5246 ASE 3%t
IR (20 pg)  (AD) o

WEENS: SiEAY RAFE. NFHANER
() f RE AR A AS 7 v Bl A, 3E{THBsAg. $i-HBc
Myr-HBsii A s Xfmfa N Z2id . By
AR 9T BRUBURNA T D B 5 3% 0 1) 55 B B B2
PIHCVZ iR T &« HIVIRYE, THAHBsAg.
Pr-HBcHHT-HBs, XF¥BAMER, @i o5
(B .

3 mEFE

HBV & " IFDNAYR £} (hepadnaviridae) ,
A EEDNARE, JERAKL3.2 kb, A4
WEEIRIRDNA . H B[R0 4w idHBsAg. HBcAg.
HBeAg. Jiii AW AHBXE 1. HBVIHLIL I
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5, {H65 CH110 hy E W10 minsk & K728 m K
TWHBV. A Ok IR i %0 4 B AR AR %
HBVAA BT B KGR

HB Vil i 4 A FEE 0 B 85 - 2 i IE IR -
[F #5328 H (sodium taurocholate cotransporting
polypeptide, NTCP) ff A=z kit NATF4IR". 12
NG, 385 SUEEAIRHBY DNATE4H A% N
DL BEDNAN RN, %€ IE 4% DUAS #h 1555 A 1)
BRIX, JERILm A RIRDNA (covalently closed
circular DNA, cccDNA) . cccDNAEH () #i
A, A LANAR NI B, % 18 1 B Gkl B 2
fEM . HBVH LIS AN 15 FFE K. HBV EcccDNA
AR, B sk LR A [F K I mRNA . Hod,
3.5 kb K/NIRTHE I ZHRNA (pregenome RNA,
pgRNA) ARSI, MiEHBV RNAKFA]
S R AHZ3 N ccc DNARIE 1, FF 1T g 5 8 3800 5
NG A !, HBVE/DAHIOMEERA (A
RIFEIRD TR AR (8D ™, REBH
RIAVFICHE R Ay 3=, BAYAICAIHB VIR YL 4 (1) Lt
BEFRERSTHMBEREY, CHERAEREN
HCCHIZK . HBVHE R M 5 5 i e AT 2= -ad I7
L&A K2, HBeAgPH M iR H X T R -aiaIT M
MR, BRETCH, ARETDR,
4 BAREREHRH
4.1 B AL HBV BGL H 98 58 32 B T 5 A0
15 EAREAE R, Horh HBV JEGL I ) 4 655 2 52 0 18
MW EER R —. FEIL 1 S LU 2L
HBV B e 18 P40 KUK A 90%Y, ke B 7 5 i 2 i
P2 % F R AT, HBV YL 2 o8 [l A B 22 4
JURT H R Gy HBV BEZLRH B 7E A 3R EUS T B Rk
Ty B, R % HBsAg BH R BE S (¥ 91 46 )L 8 4 1 #E

) ) 20194 114 FH4lH

JTBCE R (LTS HBIG) i, (A7)
H 5% ~ 1% HiE LR A BB AL 1%, Mo HBeAg FH
P Z A o 7% ~ 11%, HBeAg FATEZ24d N 0 ~
1%[26,27]0

12 EHBVIB L (1) H AR SRR B SR FE — T &)
I3 RAA AR RIS ) (18 HEHB VA ARIR
) . RIEER (HBeAgPHPECHB) | iz
# (ARG SHBsAgHE MR MFLEEIH (HBeAg
FHPECHB), &2 (R “9 mRiZW” #9) .
HAEFT A B HEHBV G Mg DL F4 . F D
SER AR WU YHBY, £ it 52 4], Bk
NG R o

Yo Y237 R A 2 T B B R M HBe A g Il i 24 5%
e, FERAEFEN2%~15%. FiE< 40% . ALTTHE.
HBV AZER R FIBIE K (1) & 2B R 5™, HBeAg
MG 2= ¥ )5, BHEA0.5%~1.0% K 4= HBsAgik
BB, BT, HBsAgHRI0MEE, Z)14%H) 8%
FF AR A AT AT R i cceDNARY, > 502, 2k LG il
tk, & FFHCVIHDVEGe, HIf#FHBsAgiH &,
AT RE R AEHCC, B R AR EMRPY,

KAPURFIHITCHBEE WAL E R AT N
2%~10%"", KRN EEREE GERBEA. B
PE. KA-HBeAgIL i F 4y > 40% . ALTHES:
FHEty | E (HBV DNA > 2 x 10° [U/ml) ,
HBeAgfra:pH Y, CHEA, &IFHCV. HDV
BCHIVER Gy, DK A IR AR R R (g i sk
MRS B3, AR T T A Ak 3 8 Dy 2R AR B 0 1) 47
RAERNI%~5%, RARCIHFFEISEAELF RN
14%~35%"", JEHE{LHBVIE YL (THCCAHE kK 4
FN0.5%~1.0%"", FFiifL B FEHCCHEKERN
3%~6%"M, fFEAL . & HREIRE . BASEE S

% 2 181 HBV BB RTFESHA

7 g S EmtZ 8 (12 HHBVE

S5 E RN (HBeAglatt

S Az (AEE S BiEZ 4 (HBeAglh

FRA) CHB) HBsAg## kA ) CHB)

HBV i 7 # 47 & 4

HBsAg >1x10* + <1x10 +

#-HBs

HBeAg + + +/-

#-HBe + +/-

#-HBc + + + +
HBV DNA (IU/ml) >2x 10 >2x10* <2x10° = 2x10°
ALT EF HHeRAIH EF HERRALA R
s gy TR () AKRABLLE, THE AL (5)

E: HBV NZRATREE; HBsAg MM RRIMPUL; Pi-HBs NZRATRERMPLIA; HBeAg NLRATK e fild; $1 -HBe NLH
FF9¢ e Gifks i -HBe NORRFRAZ LU ALT NINARAIEFETEH; CHB 18 O MATK



HRHES . MEHBsAgR /K. i ihETR%E
¥ SHCCH AAIRD . BARAHBSAg/K T R
WL TE X HBV & i A g A B 1) S 45 il /e
7. WHFER, BIffEHBeAgii . HBV DNA{K/K
V., ANRBIERFE L ZCEE T, HBsAg/K VP &
(= 1000 IU/mD # & AHCCH AR 3855 w5
4.2 Z Ak 18 HBV G IR HLE B E 24,
Y& R 5e 4 8 B . HBV AN E A0 400, 5%
B3 9| DI T8 B 2 A EUM AR B 45 10 S R E SR BRI
FEHUR], T RAESFERF A7 R B B H 18 1
HBV Jie i3t e N i 2 HCC [ E EH #

R mtE (FEA) %ZEREEHBVIER Y]
RIFEEEEH, BERENEERRE GENME) 4
PR HBV A ST 1 Y HBeAg. HBxZ5 £ fif
HHEPUSSY, THATollFE 24k (Toll-like receptors,
TLRs) . 4EH P R%EFHEK [ (retinoic acid inducible
gene- [, RIG-1) WMPURERE 5K TFER, M
T A0 1) AR S e e B ) R B . CHB AR 35 3%
LA A0 JE I A BEAE R SRR A (myeloid dendritic
cell, mDC) FIHFEM IR (plasmacytoid
dendritic cell, pDC) AALFEAL, HmDCRLAIERT,
pDCF= AT % -afe JJ B PR, M-S BN E
PG BRI B A S AR HB VR S TAH AR I 68 70 T B,
AR T8 5375 B

HBVHE R % GERYE) Sy N2 1EiGRHBV
Hf BRI, EEALUHAER &Y (major
histo-compatibility complex, MHC) [ 2&%-FBR i
P I CD 8" 4 fif 75 1 Tpk 2L 41 i v] 5 5995 753 B G i 4
MO T, HRrdE TR -y, CAARSH B AL
) T PN AT HBV 35 R 360 A A B 8 K
Jemt, HBVERRMETANM S W T, P2 AR g0+ A0
WVERE I RERRK, ThRekes, wRge FEHBV
Fret e e 2 —C" BT IS M AT 414
177 K EHBsAg, TMHBsAgE: 40 F Tk E
M EsR = A (B3O g A e, &REUEMEHBY
TR R A A P 52 A B R
5 LW EWE
5.1 HBV fifr 40w & 48 HBV IfiLiF ¥ bx E 7
#5 HBsAg. $1 -HBs. HBeAg. #i -HBe. #i -HBc
1 #i -HBc IgM. Il i HBsAg A] 1 cccDNA # 3%
9 mRNA B4, Wn] A& N g 5L R4
HBV DNA J¥ 7| ¥ 5% §# % 1 >k, HBsAg [H 1% % 7R
HBV &4k, it -HBs R PEDIE, FHTER R H &
HBV 477, WT OB 98 B 52 B R b £ 3
& Pi-HBc IgM FHMEZ W T 2V o B, 181

“fEE - 9

HBV & e 2k RAE 2 RINILKFRE T T -HBc
SPUAF E R -HBe IgG, KR Z& 4t HBV, A
WIREE S TG RR, MePtiE 2 NFHME.

ARk, HBsAgiE &R CAE R IK )z
REH K RT S Bk 2 995 73 1 5 95 T 3 R XU
WA HTHESFEAANTREMNR L W TR -
(peginterferon-o, Peg-IFN-a) JA77 .

5.2 HBV J&4 542

HBV DNAE&: FEH TIFTHBVEGLE i i
FHIKN, RPURTEIRIT IESOIEIG 3 &7 R
HEIRbR. EPURTHEIT RS, RIGHRFER TSN
ST I P T A Ak a3 PR PR HC C R A R
HBV DNAE & K H SCi i & KA M = Nk,
DT BEAE BRIAS [F] A 72 T R kR

HBVZER /8. HATA%5E 2 /0ofh (ARI%
1) HBVIE AR FOR €L AR (J) , —uk
FER AT BRI 7Y . RS HBV 2 K A Bh T
TP 2T, FIWm a0

i} 25 SR AFARAG I : HBV & — A1 28 S5 13 55
TE R SRR, RIRNAZRE A B AN S 4 Sk ik
ZRAEDIRE, WA REE E R R R A AN S
MZHBR A S . HBV A LATE 12 1t RF a2 e il
B ERA R, W] BRPURE R IR ST 75 SR AL
S, TS ECT PR R 2 BB R, R i
AT T 245 SR A ARG I AT By T 1 AR 122 T 40 B T 245 4 2 5
REGAERIT 7% HAT, ImpKH B 24 kil 77
EAE [ Bk (reverse transcriptase) [X 41 &
FHLRMEAREY I M 424878 (INNO-LIPARF &) -

5.3 HBV # & A7 & 442 )

Pi-HBehiffm f: B AT Je Oy ml e A
MIEPT-HBe/KF-o £E BRI, S eiB bR AT
TEB B Bi-HBeE f /K 035 iy T S i 52 BAFIG
IO, HBeAgPHECHB B # 34 Hi-HBosE Bk
SFR] N Peg-IFN-o FINAs 7240, HhAh, Hi-HBe
TE /KPP AALT/KSF 2R IEA DG JUHAEALTIE R
B3, Pi-HBeyE /K- PRI 2357 SOE R U E 2
23 IERE,

HBV RNAJE &: 541N cceDNARL 5636 M
AR, 1EPHENAsEE 2 5 5 KK 7 THH{E IR AT
FEIO . H RTAEAE I SR BR A AE T AN [RI W 72 [ AR
AN T VA 4 AH A

L RIREEAZ O AP (hepatitis B core-
related antigen, HBcrAg) : & — & HBcAg.
HBeAg. p22eriE HFME GhnEW, 540N
cccDNARL SRR A ¢, TEX 7 o0, Tl Peg-
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IFN-ofINASHIR #7880, PA S 25 )5 Bk Tl
HCCR AR AR5 77 TH 3576 AH DRAF 7™
5.4 ik A s U

ALTHIAST: W{E— @R b S W fH 20 i 452 47
FEEE, R K B ) 8 ALT b s, BEgE—
R T PSR

SIHZLER: SIHRAER. 3L ARG
A%, THE i SR ROy A . NS IRE
PHZE. MHZLZRACH B A I JH 30 B3 AU IH 2T
FA[> 171 pmol/L, AR _EF+-> 17.1 pmol/L,

MEEEH: REHESSDh6e, HAEAH
v B A MLE AR AR R, BEAKFEE
It 52 38 IR RS 2

BRI RS 8] (prothrombin time, PT) . #Elil
B35 30 % (prothrombin time activity ) A [ Brbr
fLEEfd (international normalized ratio, INR) : &
W P JUE ¢ 1 KL 75 Dl g % S e o o e % T s
HEZEME

MiEy-GT: 1EH A ML y-GT 3 2k H I,
WORETEIT R . 29 PEIe . R 28 IR N SRR
GRS ST

I35 Bek P4 7 PR B (alkaline phosphatase,
ALP) : BRhZ JH RS 5 0%, IHA R R BALP &
B, T A R 7 i y-GTELALP R g /K-
T nCAAIN o i IR E A5 B ALPRI B2 W 5K A
Wrm s K e TUE AT R0TAh .

A C(alpha fetoprotein) J% 3 5 BiAKL3:
S WHCCH B Z e bR Sy & WG 8 B m B0
FE. s, PLAILEALTHIASTHIEK KR,
FHE5E Im R R DA AR 2R B 45 AT 45 5 00
1;5[73]0

YR RKE Z 8t HiA)- 11 R & B (protein
induced by vitamin K absence or antagonist-II,
PIVKA-II) : N AWy RIEEEMES)FE (des-ycarboxy
prothrombin, DCP) , ZiZWilHm 15—/ HELR
b, AT H R E A B AR,
6 FFAYELTEISHR A
6.1 RA R BR 4% 2 Bl Fo o o> F2 bk  F8 20 (aspartate
aminotransferase to platelet ratio index, APRI) %4>
APRI J& 5 180 HCV % G4 2 R 0T & 10 F T VP4l
HCV MR e REBE (b, THE A [AST /
AST ¥ IE 8 FFR Cupper limit of normal, ULN) ] /
IR (< 10°L) x 100, A APRI = 2 #2271
FAAERFHEAL, APRT << I JUHERR AL . (3T 11T
FATR, ZAREH T VRl HBV AH G £F 4E A 2 B2

B ) 20194 114 4l

R PR 777
6.2 I 4 41k 4 B T 48 4k ( fibrosis 4 score, FIB-4)
FIB-4 j& & T 18 % HCV YL H Bt k1, H T
PR HCV A G AR 4EAL R BE 1y 48 b . THE A
S (%) xAST UL / [ /MR (< 10°L) x
JALT (TU/L) 1, FIB-4 = 3.25 & Wi iF£f 4k AL F0 i
I 28 9iE 43 2% Metavir ¥F£4) = F3, FIB-4 < 1.45 HEf&
Metavir 1¥7) = F3. L0 fi87R, 184 HBV &
Y UL FIB-4 = 3.25 121 Metavir iF- % = F3 {14
SN 997%™, > 30 & A\BE FIB-4 << 0.70 R
IR T 98 FPRE AL (0 B P T w38 96%7
6.3 HAbFeAT AHMIANEE TS E B R R . TTTAY i
F SR VAL R 2 RG3%E 8 1 S5 3 o] e e i 41
et R AE L, (H Bk = Al ARG R M. H 14— 12
Wr FE . y- 5 2L K - /MR LU AR [y glutamyl
transpeptidase to platelet ratio, GPR; y-GT/y-GT HJ
ULN / ifii /MG (x 10°/L) x 100]. 2040 A A
G A% B FEE - I /INKR EE AR [red cell distribution width to
platelet ratio, RPR; ZLIMIAAFI A T (%) /
MM 50 (O 10°/L) 1 359 B 5 RIS T 36 A 4 A
Fa s s b FHE A A e % IS R R FER R
73 (Golgi glycoprotein, GP73) Bt & AST J% vy-GT
Al b, BT AORE ®Y. BT 2 pERE 3 FEE
1 1 (chitinase 3-like 1, CH3L1 B¢ YKL-40) 7] fii
M ALT 1E % 8056 BE Ty B 10 A B RS TR 41 4
,f/t [82,83]0
6.4 FFARAR AR M AT S A I 5 0 55 W A e e
H 1% (transient elastography, TE) . & T # /& (¥
75 ik v 58 i /1% (acoustic radiation force impulse,
ARFD) Al #f 3£ % # ¥ 5l 15 (magnetic resonance
elastography, MRE) . ARFI €4 55 85 U] 3 3 1 i
1% (point shear wave elastography, p-SWE) Al —
4 BY Uy 3 VE 1% (2D shear wave elastography,
2D-SWE) 2 Fhi#: AR, ARFI. MRE £ AR5k T1If
PRI FEBT B o
TECEEE, DAAKRIN. ARG X SR A

A, A% LU R i A AT 44k A R
FRFRRE AR 43, B0 5 1 52 WF I S IE R AT . JE IR AR
FE RN AR Z MR e, TEZS KA1 45
A B ALT K IBL E PSR4, TES HoAth it
TSR AR AR A T PR L e . IE £
HROC i AT A B R AL 2 I S 213 kPa

CRESRZN95%, BHPERAAREE N8.5) , i e I
A2 FUE N 12.4 kPa (B 578 995%, [HE
RRLENT11.8) |, BE A 4ELiZ W FHE A9.1 kPa



CRe 5% B2 N95%, FHIERMRLL R6.4) 5 TR AL HE
BB YE )98.2 kPa (RBUE N95%, BHMEMISAEL A
0.07) , e HA 25 4E Ak HEBR SHE 5.8 kPa (R
£ 995%, FHPELSREL90.10) P2 TER) I & 5
T FZ I (BRI 3 B AR AR IS W I 47 40 & 5 4t
W QOI8LEFFHR) ) ¥,
7 ®ARF S

SR SR A ) H A I PEHB VI L)
G PR E RS, ELHE T A T A0 B 1T i ik v e
TER, RIGALER ISR R, @l
I e it oz BLATS rHCCPY,
71 AR EAE AR R SER
B%, @ REHAT, NEEHPFIERAR G A
T3 1% o BT ARSI RN BEAE 1) K/ A E S S [ 75
FEREWE 1R Ik« B FHIORI BT 58 ik PN A2 B I 15 700
PAR A TN K S e ™ AR, M S A TE A AL
J TRk R s BeAA ORI AL AR, X T
WA R BRI HCC B E ., WA G aE T
HS 5 o5 A AR B . LR PR M A SR A
ARG R ERE . B B IE N SRR
FEAR AR R .
72 CT CT ZEHTMERMES, T MA
s BRI AL PRI I S L s A O 2
CT 3454 T HCC 1412 W7 5 A 15 v 11 R 50 Fl R
i
7.3 MRI MRI U RS, @RndeReE, 277
i Z oG, RIEEA IR HA .
— Ny, B IR 22 0 MRI 546 B2 BT 20 B 45
S B SR R AR S R L SRR A MR AR 1)
REJIHR T345% CT.
8 TRIBFISHT

18 PEHBV B YL HFIG 2R 25 1 32 2 H A2 VP
MR 2 RESR A Je T A FERE . MRS TC T Ag AL I
HeBr H A AT, AT ARG i2 . WS
Ja SETT AT R BRI -

CHB ) = Z2975 B 45y A2 FF IV 8 X R L
AN TEI R FE ) R RE IR FE AN T 44k o V4 DX 3 ) 28
YU LA A 32, R 2 0 4 A A
Js 9% RE 4 i SR A 51 S SRR BR 1T R R S T R
CIHFRBEERERBE) o /NI 4R AR . SR%E
CEFE s M. BhEYERZE) AT, FHrr i
VBB 35 B A 00 B S % T I 4 B B R T M, HL
B 4% S 98 A8V B T N B2 . A8 AT AORE SR AE AT
5| FEL T A 40 I 5 R a1 R TR ) R TR B £ 44k
RN FIFLRE (I X P4t k. 2R 4k ia) b 1

- 5@ - 11

F, Masson =t Jutf 17 AR £ 2 Ge t A BT 0 I i
RUEALRREE R T /N 250 o 5 TRI8 H BT 4F 44k 1 JE
fit B, — ELAT4H M 455 M AR TR N, RIRR A
FEREAL . S34b, s L 402 e o mT A T 2 21 Y
HBsAgHIHBcAgHI I ; %R AT 2% 282 8 PCRYZ:
A A2 2 YHBV DNA B cccDNA .

X T2 HEHBV I G i T 20 2L JRE R B0 5 G RN £4F
A4k oy B, E BroCEk g K FdKnodell. Scheuer.
Metavirgi IshakiF 4 24 °°", Laennec/[F A1k 4
AR 4 T AR 457 KN RN 2T 4k 8] B 58 R, K TR AL
(Metavir 4) 44y H4A. 4BFI4AC=24"", R [H 2
F AR TR T A S L o S % Gy W R
HEN R R oy W R G LR LR 3 R 4.

FI AL EAE 4 B AT CAD 5 2 20 J e
YA R JE AL (collagen proportional area,
CPA) . HETXUETF BN FE AR K 41k 2 B 5
AR (qFibrosis) A] LAYEARZ G ¥ FFL 2] Fr ot
Ji S T AR B HL TR SRR AEREAT B sk e o #fr, TTE
MR HER R O IRIE A E bR B
R T BFEF4EALP-1-R 4325, MR U £F 4 5] B 1) 5 P
KU, Hlshak 3] LL_ERAFLF4Edb oy itk g ol A
(P) « HEA (D fiF 1M (R, AT
I FFET Ak ARt R A1,

9 RIS HET

RYEIEHEHB VYL M IME S %, £
. G, REEAHAG B AR, il
PR B0 43 R PL R J LR 2 .

9.1 1% 1 HBV ##KkE XFK HBeAg fHPEEME HBV
JE e UV ORI R AT T A2, R R
%, HBV DNA & &/KF GEH > 2 x 10" TUmD ¥,
I3 HBsAg (i@ % > 1 x 10* TU/mD #i 5. HBeAg
FH %, {HIf3E ALT 1 AST #42 1E & (1 48 P 3 42
BEVT 3 IR, BRRZE/DERE 3 AH) . AR
2GR ERSE B AT ek . FE RAT AL SR B
ERENELT, MEAGFER. HE/K . HBsAg
KPS FFEAF Al To O 7 RS A G A S5 45 5 e
9.2 HBeAg A4 CHB A% ] & 35 Ab T 9 58 35 i 3,
H IfiL % HBsAg [H 1%, HBeAg FH 4, HBV DNA &
K G > 2 x 10 TUml) #5, ALT 7488
S B R A B B RRE IR BB (B0
Yl (= G2/S2) .

9.3 dEiE 3 M HBsAg 45 4k & 11 SFx HBeAg
PEMZME HBV B, AHAEE AT istilfy, R
Jy 7% HBsAg [H ¥, HBeAg B 1. ¥t -HBe [FH 1%,
HBV DNA < 2 x 10’ TU/ml, HBsAg < 1 x 10’ IU/ml,



12«7 - ) ) 20194 551145 54l
3 TERFIEREES FinExTiEE
Knodell##4 £ 4t Scheueri o & %4 ERX XS IshakiF 4 £ 46
WP LERK DTAE LERX Ry LERA NTAFE R LER A WP LERIGE CERAE MR aREHIR
(o) EHERR WEIEHE 2 () ICERE A () BZAR (o) BRE KIE b, AT
AR L &S EXSTC3S
72 JE
0 x £ % 0 A K 0 RKIE R 0 £ % x x
1 2EPN REF (%8 2F (V1 ULER A KEm 1 LER THA VK | HAORITAIL 82E (B 1044 Bt
BV, EXgEm RKIE feiz 8 4e KE R ERBERE XV MNFT
AR EFe JRiZIA< Fi ) LER) < IAR
W AAF o 1/307% 15 EA
Mo E X)
A< 1/3
;j\u-f— )
3 FEPN  FE (13 FE (£ 2 2EPN  JEIRE 2 BEPNILARER 2 HaRITAIL BYE H104248 0t
($#IC ~2/3 et JE miRsg EREL SFoib, o ERPERE (BHIHR MHFTF2 RT3
ERAE WER) S~ BRMAK Y 1@ A%, VHILE  ~4  EIRRE
BA< 2/3L% aet gE AR %)
50%) %) @ 3 FIAEERY PE (X H10445 KE et
FEKE LB < AIETFS AT
50%C%  ~104~ IR
X &S
ke
4 FEPN FH (R £E (£ 3 FEPN FEMM 3 PN ¢4 fate s 4 PIALERE EH (X H10430 3% 3R+
(3% B>2/3 Emb% 4 AR wHEMFE JEKE FELE> FFT> BLILE
EREAER Jet)  £>23 % L, RAFEE 50%C% 104~ - s X
ZR> LER) 1 X & JHa i 3732
50% ) F B
5 % PN - 4 EEPN dHoaks 4 FZPN 44k 5 - 3% s+
HaEIRI E78712 EEILE
R-# R R
IR
10 & EPNFH 6 et 2
IR ERNS N
EX AN &
789
#: PN ABEEFEIRGE; -7 REAR
< 4 ERIMNTALEL D ERfRERTIRSE
Knodell##4- % % Scheuerif 4 £ 4 Metavirit 4 4 4. FABITEN A% Ishakif 4~ % %
0 T YAt 0 T YAt 0% PR 219 045 PR 2ia 0% T LA
I LERFLRT K 15 LEFRAFERT K 14 ILERFLET X, 19 LERY K, 4 14 FHH9LEREHRT KR R4
18 18 Y1k, el
24> KEARGILE R4y KAFRFAE
42 4 4 14 1%
24 20 ILERABESE 20 LERGET K+V 3 29 LERABSYE 35 KL ERFHBT X, 1BILICE
1, JLER-LE a] 1% i, FHEH RSC% R4 408 15
R 4F 4 ) Ko et gtk
‘g
35 A, ILER- 35 AREAgL, 0 35 KFNRR, FLEHF 30 HFgRFD TS 40 REILERSGENRT K, 2HILE
LERRILE R-F ot M AL, AT 2, RAFREAL MFEA, R R-LE R SRILE R g Stk 4t 4 1]
S KT Y 18] AEAL 1t 1%
4% FARAL A% THIFRIRMA 4% FFEAL 4% FIRFEAL 55 REUAGA, BLLT (FRhH
B HAFARAL )
64 FPARAL

e NERE

ALT Fl AST RREEIEH (1 SENIESLREYT 3 bL L,

BRI 3N, R E LIRS,
R A WoR 205 34820 Chistological activity
index, HAD 1F4r < 4 BUiR¥E H Al &1t R4t

HIE AR

9.4 HBeAg /At CHB ¥ N F G s, H i
HBsAg [H1E. HBeAg #F2ERAM:, £ RN A $t -HBe
FH4:, HBV DNA & /K% = 2 x 10° TU/ml, ALT



Frotal i B R, a2 R SOERSER (50
Itk (= G2/S2) .

9.5 P&t HBV 2% (occult hepatitis B virus infection,
OBD "7 £H A iMiE HBsAg BT, (HiMiEH (80
FF4H 487 HBV DNA FH¥E. 78 OBI &+, 80% A
A IMEHT -HBs. 1 -HBe Al (2%) #i -HBc fATE, X
L35 B 7 OBI; {HA 1% ~ 20% [#] OBI & 2 fr
A I FFeAR N, SRR N & B 7 OBL.
RN A TS, —Fl a2t (Rt
21 HBV &KL 5 HBsAg 11 2%, 1 H I3 sl
‘421 HBV DNA JKFIRAK, TCHHEHFHARS M 57
—MZ& HBV S XE:HNE R, T3 HBsAg ARedi Il
ARG s 2, HifliE HBV DNA /K@
W, ATRERE A B IR AR B A . R
B A i B A B AR HBV R 2,
HH SR MHRES Sl k4 HBV FHEOE.
9.6 TR AT K ATAEAL U1 7 R 58 FAE AL ()12
MG THIOM@ FRE2ZED , OME i
Rz .

O HATHBsAgPHYE, BiHBsAgRAM: . $i-HBckH
P B A RIS HEHBVE e s (REfEHBsAgRH M >
6N A, FRBRANHARE R . @ BTG H LU A
JRER A A AL R I . @FF A DL ST 112300
JUL b, FEBRAMERFREAME B K m R a B
KA SR FFREAL AT (B 1E kR EIE R b NBE
R s B B KK 5K o IR B B 7 A
FFEAL s A A0 2AA8 7 BoR R P RRIG (<
35 g/L) Ml () PTHEK: (BHIRZEK> 3s) ; B
I RS A B /G 8 << 100 x 10°/L4%,

I PR R AR R 2 75 0 LG K . B3 B R K
i A 2 S LR s 5 7 B O RO, K REAL
I NARREER e AR . ORI . s E 2%
selERIZ WA AL, EMNCKRHEIUIEK. &5 BIK
e ik ot s e 2 S i P O A P E R R E R, T
CW AL I EAL s FLRF )8 £ 9 Child-Pugh A
o QRAAZWINTIEAL . AT AL B3 — B H LS
K B R K i A 2R ) oo B o S T e
FHARIEE, BSWN AT AR ALY AT hAg
% J& T-Child-Pugh Bz 5§C%% .

T AR, Ay T b TN P A R R R e gk
JEs TR ER T RUR, A E VORI AL
NSHEAMY, AL, 28R AT RE AL, 3~SHN
RAEEFARAEAL . VA ToR Ik 7k, TolEK; 23
NA KK, JoHIMEEK; 3N EREK, &
W, fEECR RSB SK; 4808 A i, RO

- igE - 13

FEREAKs SHEASN HH BLIREHE

BEEPURB AR, V2 KAV AL
BE BRI o LA N A AL . SR
Y1 P Th e oG an A B A KPR T, PTHREHT 4
o, ANEHIUIEK FFERE SE E IERORE, ANTR
BT RS AR ] KA . X OB R AR N AT R AL
R (re-compensation) , {H H A 4 IS HERA & X
AGE— 12 Wikr vk
10 ;&7 B#R

e R BR B M KB A HBV A )1, AR A
Y B AREINFE S AT IR LF 4R 2 S8 A, 2 22 Ak 2D BT
TIREEvR . FFREAL oA . HCCHI HoAh I ARE )
A, BB AMRE, EKILAFRE. X1
SHIEA R RS, MOESRIGIRIA

I R VA A (ERThAEEyh ) &I s
7 e R HBsAg P CPEEASREST-HBs HEHL)
HBV DNAKIAE] . AE A Y04k 22 48 b 1E 5 .
E A B 2 B 20 B % P ccc DNA R B IS B, TR AE7E
HBV FL30E A1 AR AZHCC AR o
11 fRETIATTRYIE ROIE

WA M IEHBY DNAL ALT 7K ¥l IE 3 0 7™
B, [FNFREEFER. LA BE & R
=, SETHE R R AR, e RER
FPURERRIT S BTG b A S B A I

M. WKL,

MiFHBYV DNAH P2 HEHBV & Yess, #75H
ALTHrZE R (> ULN) HHERR HAh R K5 801
ALTH&E, BINPURTIRIT .

SEALT T & () HoAth S R LS - oAy g Jid A &
oo ZHUIEITER G . A VERE 2 . ARTRE PR AR
% BB REEIR. &8 R85 0H50R 2 E
o [FRE, Ry R HERR N H B R 29 5 ALT I
I TE 3

AFE AL I 22 MAKHE . AR ALTATHBeAgiR
A, HETKIEHBY DNA, ¥R AT 4t
REFIRIT X T RALE WAL, A HBV DNA
KA 2 EHBsA g, iR EIETT .

MiEHBV DNARHM: . ALTIEH B, WHLLT
Bz —, W R ECR, #ATPURER
J7: OMHAZEAEH BRI RE (= G2) 5
A4k (= S2) 3 QALTEZER (B3 HE
LR, FRER124HD , ABA AL/ e 200 s HAF
%> 30%; GALTHFLIER (F3AMHIEELR, #F
SL12ANHD TR/ R % S HAER > 3055,
BT A e T a2 W R R & SO R 2k
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) ) 20194 114 FH4lH

1 181 HBV BRI EIGTT IS MIERIEERIZE
¥: HBsAg NZRIF#RMPUR, HBV HLBIFRTITE, ALT NNHARALEBEE, HCC NITF4iMuE, NAs izt () i,
Peg-TFN-o. N R Z “FALTINEK -o; * NEEVTH, AARERAARN . AR . PR, 44 R K e 85 imis S

BRI, BEHGEA R, FERERERE (I ° A HBV MISCHIF SRR, BB /NERE 4
# NAs JRIT IR A BE Vi bR tE, HAONEE 3 ANH 1k, SEMEM. FFIEEYAEIRRRE hae.

M 555 © 9 HBV AHICSRAREE AL /&
MmE. Pz, PREA. FEER KR

ZEFEPIAGEFEO, TEBA R, BB E SR SRR RBRE: O ALT TR, By HAb
JR ARG 29RO S RS IR S MR AU ERAL . 8 S R A S A R . A AU DhReS . SR
GMEPpiSE; N NAs, BACARE RS, B HRBWHEENE. B SRARE RS

AEAE B 2 IE 28 SE BR A 44k ;. @A HBVAH KB4
KL CEANERE R MER. W2 sika. H
FIHEREE) .

HEEENWG6: IMiEHBYV DNAFHM:. ALTHiE: R
W (> ULN) HHFBR AR praics, @il
BT (B o

WEHER7: AT IEHBYV DNAFHPE K4S £ 3
R 28 R A, £ 5 FTHBs A g A 1t 2 AR A% 1 2. 704 T
R G, PR ERIT (AD .

WE=MS: IMEHBV DNAPHM . ALTIFE
W, A FIIEN e —FEENUPURERITT . OF4A
SULAG B PR B2 RIEA (80 4 4EL[G = 240
(8) S =2] (AD) . @F LA AL 2,7
B % P o sh HAE#S > 304 (B1) . G@ALTH4:
B FR> 3085, @UUHA4h otz A
K A B P2 A, R IAFAE B S U 4 i B 2T
4t (A1) . @WHBVAHKMANRIL (WHHBVAH X
PN %5 (BD) .
12 NAs 3897
12.1 NAs 254p 6497 e e

12.1.1 B#-E3F (entecavir, ETV) KEF I EHE

BoR, SREETVIRIT Al amscmslmes S, SeEt
JE 0, ARt T, KA T R s LAY
JF 26 HFRAL B 3 F AL 4 g AR L2021 G 28 BRI AT
AL I RAEFTHCCI R AR SR, FRAK AT I AE 26 Fn 4 A
ﬁ%z[ﬁ,lﬂ]o
FEXIVACHBEZ h, ETVIAYT S B AR 2
KAZFNL2%; fEHKRE (lamivudine, LAM)
it 25 (ICHB & 1, ETVIAYT SAE 1) B RN 25 K A4
I ES51%",
12.1.2 & SR 48+l (tenofovir disoproxil
fumarate, TDF) A TDF5 7y CHB &K1 s
I PRI ST 45 B, Al s@cmslm s &, WK
AR, SR H TDFIR T 84E HIE 78 34 B
AR EE =R, FHA2961k (70%) )5
DRI A M ) R, 59% & A5 97 7 2 S ) 78 3 Ak 48
TDFIRIT RS- R B N, i3 — 20 IR 7 41
W€ A& & BLTDF A S 251, TDFK 67 5.3
BE AT 212, FRHCC K A4 P,
ETViiiyZj H 1fL i+ HBV DNA > 60 IU/mlf{90
BICHBH %, %181 © 1L BEHLI% 2 TDF #ph ak
BEAETVIRIT48), TDFHME X SETVIBIT41H)



HBV DNAPH# (< 151U/ml) Z4535H73%F171%,
HBV DNA#IEZE 551 T F#3.66413.74 1g 1U/ml, 45l
6B A3 B F A REE TR LM 25, P24
PR, ZITDFEITNASE IR B 1148 ~168
JAWIHFSC R~ , TDFA TLAMIMN 5. B {848 5 g
(adefovir dipivoxil, ADV) fif24§. ETVIiiiZjai % 24
i 25 J 35 IR TT . $0] 3R1570% ~ 98% ¥ 55 2 M.
%, HBEEBRITI AR, 9 8 2 N A R
—"%—[129-139]O
12.1.3 E5MAEMmBLEHE T H (tenofovir
alafenamide fumarate tablets, TAF) @ FRITEAIG IR
I, 5814HBeAgHECHBEE (G RAR
WAL ) 22 TAFIRIT48)E, 64%I1) EFEHBV
DNA < 29 IU/ml, ALTHE % FE N72%; 10%Kk%E
HBeAglfil i 2= 7 4:, HBsAgiH RE N1%; 4k4Lih
JTE96JE, 73%H)HEHBV DNA < 29 IU/ml, ALT
B NT5%, HBeAgILiF 71 R 1 £ 18%,
HBsAgW 2k Z% 1%. 285|HBeAgh] I CHB
(AEFERAEE AL ) B2 TAFIRIT48)H,
94% 1 H# HBV DNA < 29 IU/ml, ALTE ¥ %N
83%, HBsAgIliEHkFE N0 RELIHIT E 964,
90%H % HBV DNA < 29 1U/ml, ALTH ¥ %N
81%, HBsAgILiEH I3 < 1%,

96JE VAT HIE], kIl (12%) « & (6%) A
W57 (6%) RBH WA REMH ", TAFHIT96/H
JafiooTs . EMER S N RE (-0.33%. -0.75%)
X FTDF (2.51%. -2.57%) , WiEMZERE G
B (P <0.001) ; TAFIRST G Al 5K B /NERE T
% (estimated glomerular filtration rate, eGFR) | [#
()P AL BT TDF (1.2 mg/dl vs -4.8 mg/dl, P <
0.001) "+,
12.1.4 HAbZ4%) #tbkE (telbivudine, LdT) #J
M3 eGFR, {H AN 25 R m " e LdT7E LI
REEBAL 3G B RIFHIRCR A 222 (FEDL “16 FF
PRABEDURBIRITHERE B #9) .
12.2 NAs 988 Y1VA B35 N1 1 R UK 25 259
(ETV. TDF. TAF) j5J7. AL ADV fl LAM
T HBV BG4 PR ERIRTT -

IETEN AR IR 296 T R, d G A5
BRI 25254, DAt — 0 FRAKIY 25 KU . S ADV
&, BWIHHETV. TDFE{TAF; N LAMBLLAT

¥, B TDF. TAFEETV; % ELAMBELIT
M #j %, #HTDFETAF; % H ADVIlf )& ¥ H

ETV. TDFE{TAF""); A ADVAILAM/LATIAST
%, H I TDFETAF.

< 48R ¢ 15

12.3 NAs At 25 ¢ T 5 Ao 0 32 QOHIURIGIT . o
PP R UK 25259, #EFE ETV. TDF. TAF,
@¥GI7H: E KT HBV DNA E &, LME & &
PUR BB, JFRFPL THRBUEIT (K5 o X
T NAs KAEMZHE, SHTFRE o BRARITH
N 25 ZE K

12.4 NAs 7% 7 ¢4 J5 )

12.4.1 JRIT AT FRARFE LA Ok 2 Fa 45
FEAHALT. AST. HLAHR. AEASE; Q¥
FIMLE F b EY) 3 EHHBV DNAE & F1HBsAg.
HBeAg. $i-HBe; OMRHE1E T E, Al 5 AL
M35 WLEF K 8K B NS IhRES; @AF
JIFE TG A0 T 24 A0 ARG W0 2 T A P 5 ;. B {ETV AN
TDEH T WLEFE % < 50 ml/min 2 15 75 557
i TAFH TSR % < 15 mU/min B &85
(P I T HEE AR R R & .
12.4.2 BYIHE BRI T MO 0 & G038 FH 245771
B AT REARAAYES AT EE
B, HiREE OR T MR RS 2] B S EUN KUK,
PE AR A

12.4.3 /b WLBLFE WA BB P AL 2 NAs &4k
AR 2 R A, BLEIGPR N a2 0.
FHEARRMNBES, WEREAE (RA
TDF. ADV) . {ktEEH (JRHTDF. ADV) .
WK MES VAR IRFILAT) « AR HF%E R
METV. LdT) , MAlRXKE. @UE0ATT AT 411
] A DG S, DARARAR KBS o 6HVA T H H I LT
JULTR 8 ity o L TR it i /KT B SR T v, AR A D I
KRBT A B E AR ZE . PUFR. LS. B
WrEE, NEUIWEE, — B2 N BTN 4.
LS BESUUVERR . FLERFR 5555, NI 25K
R AR ZG W, IR TR A ROE YT T
12.4.4 7 24 W Je AR BE - [ 355 500 R AR it 24 245 40 1
F, NAsKIRIETT H N 24 K A2 R R IE AR . an i
1EI6 7 R R HILHBY DNAE & 847 T ARl

®S BHEH (B XU EHRRETTHES

GETES W55
LAMSLAT# 2% # /) TDF X TAF
ADV#h, Z A7 k48 H LAMSKLAT #MAETV. TDFRXTAF
ADV# 25, HAFLAM/LAT# 24 #: I TDF 3, TAF
ETVt 24 # ) TDFX TAF
ETVA=ADV# 25 ETVEA4-TDF, SETVEA4-TAF

T LAMONHAR K E; LAT B HRGE; ADV N R84 5 s
ETV NREEBR4H; TDF NELRBIARFR: TAF NE SR
Brifs T+ i
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> 2 1g IU/ml, B MEREG, & &BS%
THRRORITT, AT 2RI
13 F#%E -o a7

FE &t UEPeg-IFN-of1T-#1 Z-0H TVRIT -
13.1 Peg-IFN-a 74 77 49 75 S BJ7 3L
13.1.1 Peg-IFN-aWJiG L5767 ZWZ i, Bl
Bl X RRIG R 58 57~ , HBeAgBH T CHB & #
K H Peg-IFN-o-2a 8\ [H /“Peg-IFN-a-2by5 748 Ji
(180 ng/f) , {E=Z4lfiti24, HBV DNA < 2 x
10° TU/mlff R 4 % H30%, HBeAgIL 1 2 i i %
N30.75%~36.3% (FLAFELLALT > 2 x ULN AR
J7 125 HBsAg < 1500 TU/ml# 7] ik 68.4%)
HBSAg#E R N2.3%~3%, {522434EFHBsAgiE %
11%!3H1419) 0 peg TFN-0-2a4 7 HBe Ag B 1418 14
HBVE Y3 (60% MW N) 48JF, {5Zjkti124
J&l, HBV DNA < 2 x 10° TU/mIf{) KA 5 43%, 15
2y Ja b1 48 i i 42%; HBsAgiH kR IEE 25 [t 15
248, 34FE. SN HIN3%. 8.7%A112%!> 1,

Peg-IFN-aj4J724 I it, HBV DNA R[4 <
2 1g IU/ml HHBsAgE &> 2 x 10" ITU/ml (HBeAgfH
M) BUR < 1 1g TU/ml (HBeAgfftE%) , #
WE FPeg-IFN-0ifi7, BMUANAsRyT! >,
13.1.2 Peg-IFN-a 5NAsELGIGIT XNAs&JACHB
T RF A SR AR F NBEBE A Peg-TFN-o 1] ff 43
BHPAFIRARE @Y, VR RTHBsAgIRKF (<
1500 TU/ml) J23497 T HBsAgHuE T % (128 5244
ITHBsAg < 200 IU/mlE F %> 11g IU/mD) 5%,
BEA BT ST HBsAgBA 8% (F R B S i Y, (HEK
BVRIT IR BT AN RE, M
B A .
13.1.3 Peg-IFN-aif — L [#{KHBVAH KRHCCHI A A= %
1195%} Bl 37 F Peg-IFN-a 8 ETV VA7 FICHB & 3,
BEVTSER I, KM Peg-IFN-aj&dT 1 B SEEN R
RAEHCC; MRHETVIRIT ETEREVI 554 SEER4)>
W26, 1B RAEHCC, SHEAITN & A 2 (0 = F
TGt m Y (P=036) ", H—Tia %6824 %
FANAs. 43011 % F Peg-IFN-o 500 55 E- A NAsVA T 1
(5] PR E 9 S 7R, E A B U B )54 14F B 2L 31451
REHCC, #3%ZPeg-IFN-aify7 & 104 2l HCC
RARP BT NASIHT B#H (2.7% vs 8.0%, P <
0.001) M5 peg IFN-afE [EICHBV A XHCC K 4
7T R RMEAR 2 — B IR 5T
13.2 Peg-IFN-0 37 % 2 55 2 69 TR B & 1697 BT (10
MK Z: HBV DNA < 2 x 10° IU/ml, ALT /&K
S (2 x ULN ~ 10 x ULN) 8T 2H 21 % SE SR AE G2

B ) 20194 114 4l

A E, ABBAER A, B4 AL HBsAg K- (<
25000 IU/ml) [6,112,113,146,154,155], %?}%*Z‘B‘Tﬁﬁi%%ﬁ
M (qAnti-HBe) & & & /K %, BL (55T
MHEFBISE A 4 (signal transducer and activator of
transcription, STAT4) Jy rs7574865"°, & # /T
P IT RHF  FFE kR . Peg-IFN-a 1677 12 F I}
() HBV DNA /K-, HBsAg 72 & &L ah&2 1k, wf
FHF- 10 - 297 28 s

13.3 Peg-IFN-a 84 R B RS A 4k 38 (112103

WEFELEAIE: R kM. DURA=Z 1%,
A W HIT VR S P02 - om0 H 24 1 R FH 3E B A T %
%,

HREMG . PRI < 0.75 x 10°/LA1
(0 M/MRIE< 50 x 10°/L, BT
i 12 EEE, wikENEnEREE. Pk
APt %<< 0.5 x 107LF1 (80 If/MRIH< 25 x
107/, W RBP4 -4
PR, AT AR A vE IR T (granulocyte
colony stimulating factor, G-CSF) ¥4 i) B
N BE V& R B A T~ (granulocyte macrophage colony
stimulating factor, GM-CSF) 77 .

FERR ST AR, ZAH. BRSSO
fERTIER, B 2 [RPRGR 0 B T ) & R T
B2

H & ieh: #oo B tile sk, Db
B> B IR . B IRI L IR 2k
AL BRJER . BB RRIB R RN RGIELLTE
RIGFELE GRS, BB AHICR = EIMai2ILF 2
B, PEEERNFY.

Fopt > WA RS AN A2 L[] 5 28 il
R WTAITRRE. BRSO IR RS, RS
IEFIRIBIT
13.4 Peg-IFN-a74 57 44 22 842 121 43t 4% Sk
SEUR BT IA N A IR TR RS sE (A RS 4
SUNE B EAPAE S S« R ARSI R . K
AEEAEAL . RIEHI B S e, PG
PRIR L O Sy 22 v 15 1P BH S P i s S5 B it
P . QX EERAE: FURERSR, BEAEHIACAE 52,
R IR PRI . SR O

HEHFEB N9 : HBeAgH k18 I & gL & kA
ETV. TDFE(TAFIGYT . JHJ7 14F4HBV DNA{K T
Rl RBR . ALTH % fMIHBeAg I i e He )5, 7
WEYEIT B34 (6N HEZEE 1O I IRFEA
A, AIEEATY, ERITEEAE R (AD .

WHEZ=10: HBeAgPl P CHBE % X ] Peg-



IEN-oF R ERVETT » TRIT24JE I, #HBV DNA R <
2 1g IU/ml HHBsAgfE &> 2 x 10* IU/ml, Zi¥4% A
Peg-IFN-ai&¥7, UANAsYEST (A1) . Peg-IFN-a
ARUEFRITITRE A8, AT LR 15 7 Bt K
SRR, (HAEBE96HE (B .

WHEEN11: HBeAglHI V18 M 4L ¥ % A
ETV. TDFTAFI;J7, #HiXHBsAgiHk HHBV
DNAKIA 2 5= ZiBET5 (AD .

HWHEEN12: HBeAgPiECHBE & K HPeg-
IFN-o7UR EEYAYT - JRI7 12, #HBV DNATFRE<
2 1g IU/ml, B{HBsAgE & FFE< 1 1g [U/ml, Zil
15 FPeg-IFN-aiG T, HUCANASIEIT (B1) o B
BFIRITITRE A8, W LAARYE i Il 7% EE KT
&, HEAEBEII6H (B .

WEE W13 X TV 2 BT 9 w4k &
%, HEFKMETV. TDFETAF#HT KA
57, BRI Peg-IFN-aiGy 7, {H T 2 U)W AH S
RN (AD .

WEER14: X T RAVEI BT 2 WAL &
., WHERHETVETDFK G, 2l TR
J7 (A , FHWLER LN HTAFRIT (CD .

14 BEfiafr

PLHBVIA YT 1] FEARHBV AL 6 I & 0E 1 R AR,
FEACHBVAH KXHCCI R AR, mEHEEAE,
B EHBVE G # i BRI i SANEE BT
% PUAM. CRIF. BLerditb. AT RaESiRIT .
14.1 LK. B, RIS F HBV B )5 S3UT
YA 28 SE PR A0 2 e b R I S B B A e R . H
FRRHI A K KA Z AT 2 AR G g 1 77 A0
ROARESE BA PR . PUEMAGRY 20 S 1EH
A YRR T RAEIR G . X HFH 2 JE B S B ALT
AR E B, TS, EAE SR
A
14.2 FeFefqRis 77 2 NP4 257722444k,
P OB PRIEWIR A5, TESSEN:
HIG PR FE o 340 B — 8 BB AR Ak AR T 7Y, 5t
B S0 AT A B AT R AL B 3 T AR . (HRR 2
CoBEH LT HEAIF 70330 — 25 BT R e K 7 %%

15 181 HBV REeE py Mom Fnpsis B3 o1

15.1 21 HBV 45 # 4K A& 4= 4k 7 3) 1+ HBsAg 4%
KRAEEBFWETE B HBV 4IRS KH A T R
M 5207, BRI N T 2V A A R, B
BCHA B B B VR IT R R AR, BT DA H AN HER i3
ITHUREHARYT . EFREMRIE, 30 R 2 &
T RE S HEN G % s R A T B 25 Bh . JEVE B0

- Y

£ HBsAg # #7 IR b T e = 6 8, B0A &g
i HBeAg B4 CHB HImTRE, HKIABEUITIH K E
HCC H R

Klt, 181 HBV #5440 R A 1 HEVE 3 1 HBsAg
HEHPIR S B @R 6 ~ 12 AN H 347 M .
AP RESY . RS NEEE S AU A4
WA Wi E AR SR 2, DB AT VS A 4G 7,
LA PURBHRITIRAE, KB BhIRIT .
15.2 #ism g7 A2 b ey o U ER VR YT I A
) A U T R I B R T T AR A K
A, BLR T 25 15 U AIAN BB

N Peg-IFN-aff) . M MEE GRITEH
INMHBI~2B 1R, BREREALRD , HFIEED
A A CRE A 1IRD ,  FUR AR Th a6 A0 0% {2 AR Il
(434 H1%) , HBV DNA., HBsAg. HBeAgHl
Pi-HBerZ AT (R3S H 10, AR E )
CREOAS A 1R, B0 P K 2 R i B 1 A ) 25
(Rt e H 1k, MRtk &3 10
DA SR C T 3 MR DL & BHCC

N NAsK 29 . fH . BT A1k
3645, HBV DNAE & FMHBVIILE # b EW. AT
IR 2 AR S 4, B3 ~6 N H Ik, IEEREE S
MEMFREALS (CHEEENH LK, I
WERINHALIRO 5 BRI ECTEE MR
FIRIHCC. RHATDFE, &6~124 A 17K
MBS FIIRE, A 22 vl Wil B N 95
Rl
15.3 M6 I7 4 RE QI RTS8 R G xHEZy
BEIATEYIBE VI B I PSS PR RER T K
7%, MR R DL HCC k. BRIk, A
WEEEIUREIRIT LR R BIRENE, FEFY
JEHT 3 AN H A RLEE AR 1O IR A A S AR AR
HBV [ }% % br % A1 HBV DNA & &; 2 543
AT K, 1ERESR 6 AN AR 1 k. TEATE
) B TR 6 N HAT 1 IRIEHHE AR & A IR &R
ERCIAE, AL R TR 3 AN AR 1 IR, B
INHHE 58 CT Bii45% MRI LLF- 1% 31 HCC.
16 5k ABMREATTHNEEER
16.1 F & T4 &% (OCHB #E¥: X ETV. TDF
8y TAF 597 48 J&, #; HBV DNA > 2 x 10’ IU/ml, HEfR
e MPE FURE I 3% 22 J5, RT3 NAs AT T & CK
FH ETV # 4 /| TDF 8 TAF"*'®, % FJ TDF &
TAF Z e ETV, BRMZGMEAEHD « rfbL
B4 Peg-IFN-0 VA JT . @ LT 4 AHAEfL . K
Fl ETV. TDF ik TAF 577 24 J&, # HBV DNA >



18« 5 *

2 x 10° TU/ml, HEBRAK AIEFIRG IR 22 J5 , iR 4
NAs VAT 7% CEM ETV % 7 ¢ TDF 5 TAF,
K F TDF 8k TAF & v & ETV) , 5 259 Bk
AEH (ETV Bt A TDF 8¢ TAF)

16.2 KL AL 4 97 Fo S T A &I F 6 7 00 B4 1B
HBV JE L35 252 IR AL 246 T B B P a7 A
Al RE T2 HBV HE, S=E TS s L2
TZ. 20% ~ 50% F¥) HBsAg FHYE. 4% -HBc BH: it 9
B, 8% ~ 18% [t HBsAg [ 14, #i -HBc FH % it
B, EPUMRIIGIT G &4 HBV s Ul
TR DU B 1R 97 AT DA BH SR B A 2 B B 28 BB R
Az g U g {3 Y 5 R R 25 /) ETV. TDF 5%
TAF ?ﬁﬁ [168-170]a

P 2 32 A 290 T B 3 ARG o7 1 B
ECURTATT 7T N LI AT HBsAg. $i-HBc.

HBsAgPH P B R F7E T 46 4 FH G 28 401 77 %
iR 2w CEE N 8RR 5 2 [\
B FINAsHOR a8 a7

HBsAgFH . $i-HBcPHMEE ¥, #FHBV DNA
BH P, 5 BT W v om a2y U iR
HBV DNAMM:, wI&1~34 H EIWALTK.
HBV DNAFIHBsAg, — HHBV DNAE{HBsAg#: /Ny
BEE, 7B R ShPum ER iR,

HBsAgRi . $i-HBcBHMEE, 2 B4
B BE PR AT M T4l A, HBVH
T RO R T, T B A O EE A A
9—?[112,165,168,176,177]o

I FH AR 2526 7 R0 G2 J0 i) 751 (1) CHB SR i

H, NASHURERMITRE . Bl U5 W IR {52 24 JE ) 5 3
TECHBEL TREAL B AR . AT S i 52 A0 40 5 4%
PRS2 HEHBVE YL, S(HBsAg[fIP£. $THBc
FEPE . 75 2R FINASTRBT G IT 1B, R
I AR B MR 4R f, RI4RZEETV. TDFE|
TAFVARTT 6~ 124 A1 5ok N I B2 ifd B e g
PR BT LT 40 R RS AR R, R R R TT
LERE 184 H JG 5 il % e FINAST ™, NAsfs
HET R HIHBVE K&, H &N, NMEET
124 A, Hiaa1~340H BHBV DNA,
16.3 UTHRAE AW AL B W3 e v & U OR Lo M4
N7 A HBsAg, *FT HBsAg FHM: % 55 544 HBV
DNA"™Y, X 45 PO 26 J7 & NAE B, AR
YR AT N Peg-IFN-a V697, PAHATELEURAT 6 AN H 58
FRIATT o TEIRYT AR R B AT SE R 2 4 e . 5 AN
i& & B A Peg-IFN-a 876 97 5 W, 1] K H TDF $it
JREEIRIT » X T AL URIAR] B X2 W CHB 1) 3,

B ) 20194 114 4l

HYRYT IE NAIE [ 38 CHB #3%, 7 {#i B TDF Hi
BRVAYT o WEUR AU B G 3 1B) T 46 A o 25 25 P 1
CHB Z7=4H, 7= g N AkSEPUREEIRTT, JARYER 5
NG, RE R FIRIT TR, B
f NAs Y Peg-IFN-a 4k ZEV477 .

PURTEIR T W R AME IR B, & IETERA
TDF, #W4kS4tik; 7 E/ERAETV, AIAZKIE
YR, HICERCNTDF4ERIA)T ;s 5 B2 T
F-JAIT, WA ZE R KR 7 S AR, i
PRTE SR T IR AT R, 45 Y E 4k S 4T 4k U 246 F TDF
BT

I7EHBV DNA = K-V BEEME I fa R 2=
UFUR S B0 SEHBY DNAE &> 2 x 10° TU/ml™,
BWAESBHE R WIE, FH R 0L
b, TUHERE24~28F T WHPURFIRIT, NMH
TDFS(LAT"*"™ ., N TDFI, BEFMEIRAREE
,EmiiIE[lgs’lgs]o

Yo LT 52 30 O RN AsHI 224, v F 77 ) B ) 2%
MR 1~3/H a5 2. 15240/517.2%~62% 1) 8%
W RE R AR £i55h, HERAM4FN, R
INaE = Jg W . AT F PR R4~ 6 A I A AT A Yk 2
fabr JLHBV DNA, W AEL 248 bR IE R, 43
MHEBEIREROANH, MR RIES), &
WHUREEIRIT -

BHEBRFPUREIRITAHECEF IS M
R-lRT MBS, NESAEAN A % E
AH: MHANAshURE R BHEE, Btk
IEHE R ANASIEIT TR T IR B2, nf 5 EE 7R
SIVEERIN AT B REAEE .
164 L& EF JLE HBV YL I RAL T oz i 52
W, BAZEIHREIRIT. X T CHB sk &
L, BRI PR VR YT . LI CHB B E HUw &G
J7 W] B WA HBV DNA &4, 340 ALT &% %
K HBeAg 4 5 (BT % K MAIT 2 4k
&ﬁﬂ%‘fﬁk I‘Eﬂ@ [112,191,192]Q

HarEE &Mz B85 (food and drug
administration, FDA) #t#EH T JL#E BE BT
VAR E TN R-a (= 1%) . ETV (=2%) fl
TDF (= 2%, HAEFE= 10 kg) ©™, RECH
ETAFH TH/DE (= 12%, HIEFRE= 35ke) .
Peg-IFN-0-2an[ N F§-= 5% CHBJL.#".

ALTT} = I HBeAgfH P CHB & 2% 7] i ] 4 R
JT R 8 T K -ami Peg-IFN-a-2aj5 J7 LA S
HBeAg#t "% W w[ % FHETV. TDFE{TAFIA
J7. B TIMER-oH T ILEEE NIEER &N



JA3YR, BR300 ~60077 Bpr/m* A R AR, ok
FHEAHELL 100077 B A7 /m* AR H AN, HEFITFEN
24~48JH; Peg-IFN-a-2af3 k75180 pg/1.73 m*fk
LA, TR N48EMY . ETV. TDFELTAFH| &
Z 3£ EFDA. WHOHMERE Z WA FH IC 254 1t B 15
(ﬁ6) [8,190,193]

Hof T 58 T Z -ami Peg-IFN-0-2a74 J7 A S8
HBeAg#: #t siHBe Ag[J] 1% 1Y) CHB &t J L S 1AL, i
JL, AR FANAsIRIT!™,

16.5 Bohfeanth B4 W = o R EFELL T 14
HEZAR R KAWL, eGFR < 60 ml /min.
BHIARMEME. EAKR. REHIHERFE.
BN NERE 98 A BE A A B 1 25 B 52 S Ak
EBES M MRS R KGR, AT

*o JLEFRAZRE (B KAPEETE

$Hhih whE (kg) & (mg/d)
10~11 0.15
> 11~14 0.20
> 14~17 0.25
ETV (##> 2%, i > 17~20 0.30
i) ig di)ﬁsfi “;ff > > 20~23 0.35
> 23~26 0.40
> 26~30 045
> 30 0.50
TDF
17~<22 150
AE=0%, AKREE = 2~<28 200
17kg, =T R RK FH 28~ < 35 250
=35 300
10~< 12 80 (2.049)
12~< 14 100 (2.549 )
14~< 17 120 (3.047)
17~< 19 140 (3.549)
19~< 22 160 (4.04 )
Fib= 2%, HikRgE=
10 ke, LTI ALK, 20~<24 180 (4.54)
TR, R A 24~<27 200 (5.047)
4], 40mg/4)
27~<29 220 (5.547)
29~< 32 240 (6.047)
32~< 34 260 (6.547)
34~< 35 280 (7.047)
=35 300 (7.547)
TAF (6= 12%) =35 25

: ETV NREER5; TDF AE DR e 45 1
LR B i AR S A

TAF NE

<5 - 19

Al NAs HU7 B FE Fp 25 75 WS I B ThRE ARk . 45 .
ADV 8¢ TDF J&J7, Joib B &M e B i e
PR, 3417 wE R I It LB Bk 1O,

BV I B B R A B B B AR
BITI RS, EFEETVELTAFIE N —2HiHBVIGYT 24
Y, BOATARYE B E S OUE FLATEHM TR EE YT, A
BN FHADVEKTDF "™, Hii LT NAsH, TAF
FEARE FFHIVIE YL % eGFR = 15 ml /minfs AN 75 14
B, HAMNAsTEeGFR < 50 ml /minf ) 52 7 %2 45
iR, HARE R 7 R 0] 235 M 5 4 i 1
i,

T THBsAgPHPE R B Bt 3%, Wik HETVEL
TAFVE TR BG 7 258 . T A7 e 38 Ik R & B
RS, A 3 e A 0 T R E ok
Peg-IFN-aj597 .

HBVAH B /NER'E % 0] N FINASHUW B2 1677,
W28 FHETVEL TAF™Y,

O N ADVELTDFHUR 89697 B3, kA
P B8 i AT A L Ath = i RS,
ETVE{TAF"",

HEEN15: CHBEH N HETV. TDFI{TAF
JAIT48)E, #HHBV DNA > 2 x 10° IU/ml, HEFRMK
M FIASE IR 22 J5 , AT EENASTYR Y (M HETV
¥ FI TDFEX TAF, % TDFE{TAF# #:HETV,
BRI S D) (C2) o WA LAE S Peg-
IFN-oy97 (B1) &

IR AL B35 R HETV. TDFE{TAFIG
J724JE, #HHBV DNA > 2 x 10° TU/ml, HEBRAR M
PRI R 22 J5 , B UURENASYRYT (MHETVEH
#H TDFE{ TAF, & FTDFE{TAF##:HETV, B
PRGBS ERD  (C2) &

WEEW16: TAEZAEIRIT . S5
BIT RIS, RURIR YT R AR S ML A HBsA g
Pi-HBc (A1) . % THBsAgFHMEE, fEIF4E %%
IR KAk 26 97 245 W0 A 1 A B8 B B 347 B B A
Jj7 (A1) , MHETV. TDFETAF (B1) . X T
HBsAgFYE. Pi-HBcPHYER, 2515 FI BN o o
PUREGE T IE M4l e, @M HETV. TDF
WTAFHUREIRIT (B1)

WEZRA7: BYEHBVIE Y &7 B IR,
YR IA A A PR FFIRIERS,  7E 78 209038 I 20 1 [
EJa, AILMETDFAIY (Bl .

WHEE18: Puw a7 M 8 & 4 4 Uk 19
B, HHTDFGYTY, B4k 8iriR; A
ETV, Al AZIbEMEgR, @A TDFRYT (B .



20 - $57

LN HTIMERGIT, SmAE MK 7855 JOX
K, mH e e RS R, 4k S0 Uk B 3
TDFE97 (C2) .

EEER19: FiRkY/5HHBY DNAE &> 2 x
10° TU/ml, 7784376 38 A1 F & i sk ah L, T
T AR UR 2524 ~ 28 Ji JF 46 S FHH TDF B LA THUIH #:6 J7
(AD) o S 2 4200 T 7= fa B %) 81 ~ 34 A4
%, NFHTDFIRYT, BFALMEFRAEERIE (C2)
15 24 )5 L 2 /B 34 H R D JHE JUE A= P 4 - FTHB V
DNAZ:Fehr, HEFRE6MNH, KA KIEshE M
SERB BPURERIRYT (A2) .

WEEE 20 XT3t I O A 2L
N B AT OB ERIRTT . (R B R KA %A
PRI 250 1) . 1% J LA b L EE W] 25 8l
F-aifyT, 2% MU EREHETVETDERYT, 5%
S UL b L ] % H Peg-1FN-a-2a, 12% K& DL Ew]ik
HTAFGYT (AD) .

WEEL21: BEEIREE . T4
B BEESEMRIBITEE, HHEETVITAFE N —
LLPIHBVIRYT 259, BUAT AR 83 1 Dk FH Ld Tk
ITPREIRYT, AR HADVE(TDF (B1) .
X F AR B A = fE R I CHB R, N AT
AINAsHUE EE L R 38 75 IS 0 B Shae 8tk . 8
ADV S TDF (1) 8 3 kA= B W 8 #0505 A7 78 & fE
K, WS ETVELTAF (B1)
16.6 HBV #= HCV 4 F & % # {5 HBsAg [ 1%
HHRLGHE AT -HCV, Qo BAYE, R — A
HCV RNA & &. HCV RNA & & FH %% % 75 N H
H 1 PUe 55 25 (direct acting agents, DAA) ¥4
57 . LK S KA HBV FLSOE AR, e
NPT HCV 387 R A 25 )5 3 N A W, # I
4 ETV. TDF 5k TAF $fUfiaEiA 7 33 o 12,

HBsAg[fIP. $i-HBcPHPE# N FHDAAR YT A
JF 93 72 A A5 HB VR0 B RS, i s A
MEHBV DNAE &AM HBsAg, 75 HIIMHEE, 72l
SRR LR D N

WHEEN22: HCVHHBV & I &g MW H
DAAJGITHCVE, ZHBsAgfAME, F4 TNASIATT
PLTBHBV B 0E, DAAVRIT SR8 G, W#%
FEfEIENASIEYT (B2) 5 HBsAgRitE. Hi-HBcPHTE
E N HDAAE, % VI IIHBY DNAIHBsAg
ERL, WPHEE, @IS FHNASIHIT (B2) .
16.7 HBV #= HIV 43t & % % A& CD4" T ik B2
gl M A, R HIV 8 223897 R 1L,
Py WO LR PR W #96JT (anti retroviral

B ) 20194 114 4l

therapy, ART) . HIV £l HBV & I J&k 4 & N [ i
BT AR TGy, BAEWAET HBV IG TR 2597,
ART J5 % NAs & %4 #% TDF 5 TAF +LAM 5{ &
7 fih 32 (emtricitabine, FTC) ( H 7 TDF + FTC
J TAF + FTC 5 & /I A 8D o 097 i #2 A 7 X
HBV #H5:48#5, W1 HBV DNA. FFUEZEAL 2246 F5
FFHES2AR S F8 AR S5 3 AT IE 00 . XFF HIV 1 HBV &
R, ABVCEFEA | X HBV 7%
] NAs (TDF. LAM. ETV. LdT. ADV) fj ;&
BT M98, DL S HIV X NAs fif 259 1)
F/EE [199,200]O

TR, BUA sl OWlEERR<
60 ml /min, AEEIEIFTDFE A TDFHE. @ L
FFEFR R < 50 ml /min|fj > 30 ml/min, 7]% &k
A A TAF +FTC (B{LAM) [T %. TAFM A
HEHE R T-eGFR < 30 ml /minfE 3% . @A pefd A
TDF/TAFR}, fEARTJT EMEAE ENIMHETV. U
URBATE 4. WIHIVATHBV A FF B YL 3 4 41 4k B 10
I, BEHAASLAM (B{FTC) + TDFZE N )
%ﬁ%[ml]o

HHEE23: HBVAIHIVEA HE gL, @ik
FEXNTHIVAIHBVISH AR PUR B ADHE (AD .
16.8 HBV #8 X AT % 38 %4 HBV IR WS
8N S A I 2 0 B LR =, 45 HBsAg
BE P UOS FHPUR B IR T

PLHB VIR YT 7] 32 HBV AH 8 I 2 ik i 52 98
(acute-on-chronic liver failure, ACLF) [+
5 202, LG RBFFIESE, ETVHILAMS AT
1 3G BEARACLF [ JE P2 B R R, YA
JTHBVAH L JACLFR, ETVIETLAMP??, tif
INFEARIG R 58 B, LATAITDFIAY7HBVAH & (K
ACLFA 3£35S TDFMI LG, TAFZE{RFEPUR
TEIT R I [RI AT O I T, (H R TAF IR YT AT
T (I AR UE R A 2 o R ERE P2 {CHBYV DNA
SE BT R IRIT ISR, 5 HBV DNAE 2K
FAE2~4J NRE T B2 1g TU/ml, g A A7 R AT
[T 5= 5L /) bviok: = 2 7 U SNy G (1 2]
f[(JNAs (ETV. TDFE{TAF) B, Jf55ul sk &
Je s PURBERIT MR EE

HWEEN24: HBVME XA, T2k, 18
SRS, A HBsAgRH M E N A
ETV. TDFs(TAFHUREIGIT (AD) .
16.9 HBV #8 % HCC ## HBV DNA [H4: ) HCC
BEPZ P HBV VYT Al kb HCC REME K, #2
A A R PO B R 2 Nk R .



) NAs (ETV. TDF 8% TAF) . T2 TIFEEH
AT HTFHEER -a.

HBsAg[HPEMHBY DNARH M iIHCC 2 1252 BT
PEDIBR . ISR 20T AR ZER L BRI Bl A &
{BEVRIT I, HBATBE L ILHBY FLEOE Y, i
FHETV. TDF{TAFHHTHURERIAIT

HEEEN25: HBVAHCHCCHEE, #HBsAg
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