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HBVH #% 7% (HBV reactivation) : HBsAg[H
Me/45-HBCFH 1, SHBsAgY M /47-HBCl 14 & 3 £
Z H I BT AL F BT B, HBV DNAZ# 4
FE= 2 1glU/ml, &% HBV DNA M 45 4 [H
P, BUHBsAgH [ 4% 4 FH .

HBeAg[f 4% (HBeAg clearance) : BE7E
HBeAg[H 4t B # HBeAg¥ % .

HBeAgi 7 % % % (HBeAg
seroconversion ) : EL{EHBeAg[H 4t £ # HBeAg
M %, Hi-HBei .

7R RF R E (resolved hepatitis B) : & # &
MR CHBE 3, I AHBsAgF S A M. 4i-HBs[M
PEE A . Hi-HBClE . HBV DNAfK T 5 i 4
TIR. ALTEIE % L.

% = XA (virologic breakthrough) : #%¥#
(B2 ) X4 (nucleoside/nucleotide analogues, NAs)
BN RFH B, EREWENAEILT,
HBV DNAZK-F L ig47 & & AE A5 > 1 1glU/ml, 5
HAME S, HEINAREUMEERAEL
M HIE, AR EALTA &,

W& A K& (virologic relapse) : Fh{FH &
P R 5, B RN 2K MHBYV DNA
#> 2% 10’ IU/ml,

fit 25 (drug resistance ) : FEHUK & 1677 W2
B, BME EHBVE 254 X 9 EERE, BA
R EATM 25 (genotypic resistance) . fRAN LI
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Z0 TEEH UL

UEHE S 4%
R (A
R (B)

HBE— BB K AT RS R 2 PP A S5 RS O
BE— BB FOR RN Z VAL 45 R 5 07 A B

L& (O BB HEIURE AT RE I PG AR, HAZUPAG S5 SRR AT e e
HEFF 2
HRIESE (D T F BB R BE T RERITIUS AT SWRNGTT ROR, ARG R A RS L

LR (2)

WS NMES ZEATE, MR WAREAHE M, BT LT RE 2 A I R A R 2E LSS, S TR AR A e

B, MAEHYHERMEREE, F5EEM A4
>, MAXAMZ (phenotypic resistance) . 4t
1R AL & 2 4 I w25 R R XY R AN AR B L
MymEA M AW, BRARX@Z (cross
resistance ) . E D &2/ | £ A HINAsTF 25, &
K% EM# (multidrug resistance )

. WATRE AW

(—) WATRE

HBVE 4 ¥ R 47, {24 XKHBVEE
PHRATEREZRRA. EWHORE, 23K
H2.5TLE HMHBV R S5, dF i 3 X fo 7 K7 3%
H X 5 68%!, A k444 488.7 4 At THBVR
g, Hp AR R L MR R % (hepatocellular
carcinoma ) HJ% 7t % 5 5 30%F045%. ZR g Ao
7 KT 3 X — i A BF BN HBsA I AT % 27 H2%
(390054 ) #16.2% (1.1542.4 ) . T MHBVH
T MRATREESHE, ZHEMNME A+ Z &R
TR, DEAERATR,

20144, FECDCX2EL~29% A# A
FFRMERATRFZHAEERE T, 1~4%5. 5~14
% #1115 ~29% ABHBsAgii AT % 745 40.32%.
0.94%%14.38%", 519924 b4, 28 TH T
96.7%- 91.2%#%155.1%. #FEfit, B A&RE—HKA
FEHBSAGIRATH X 5% ~ 6%, BMHHBVR Jez 47
0007 i, FHCHBHE# %42 0007 ~3 0007 4",

HBVZ &R . Mk (A4 5 Ik fo 4 AU N
) etk mie . EREUFEEHELE, &
30%~ 50%", %k EFEEAEN, @IHBVEME
5 R AR AL # . B BYHBYV DNAK T 5 %
A LR FCHBV XU % Y140 5. HBeAg[H % . HBV
DNAB AT B EN#H £ L E S &k £ FREHED. K
ATEZ MR FoEmEE. AERERE. A
FEMEAETHNEE, REARD Y. B2 0K
FEITNEE, HCVE 4. HIVE L4 . HBsAgM

MHEHFKEKRR . AERDARERRLERY T
ERBEARFNAEZATHEAR. B, UEXK
MO R ERE A SN ARG HNHBVE
F R, f T xd i RS A4 #y HBsAg fnHBV
DNAff 2, RIZaE 50, 241 K
mEHE TR KA. HBVA T 28040 09 5 ik 2 4k
B, wB R, 5. LEHFRIL. EFARIIE
I ESNEE. EAAF AT ALY SHBVR
ReHREXGFOEER, FZHZANDEHFE
#. BRREMESY, HEEHBVE AR,

HBVA G fnf fh i te 3%, Bk, B %
3. TAERAEEM, wER—-AAETE (&
HERATENSE) . BF. . AE—F4. H
— BT RARERANFE TR EBENER, T2
& ZHBV. AT % f0 L3 #F 5k X FLHBV i &
W B (e S ) .

(=) #b

1R 7 AR BM LIRS EFHHBY
RPFAMM T iE. LIFRENEM R EERH
A, BERABGILD, 158 U TREREABIE
fE AT,

LIF G 2R FEEM34, B0, 1f064 A
MRERF, HEMEIEIEEE, EIANAfeAN A B
AR F 2 A E 34, B O R R, A
JLAE R B 4 BB MR = A AL KRR BT AN R AL
WiEST; LERRAN L& = AL EALAE 4.
BERERRNIAIL, wlEEERREL. mF
WA, EEER. TREVELME, NEE
A ETRE, REEME 14 CIFRE.

FEL G EEREMNNE: OFE4ABE
FF vt 4T K10 ng, A EHBsAgfI 5 &;
QEAFEARIIE (Chinese hamster ovary,
CHO) %10 ZIF &, H4T K10 ng#20 pg,
HBsAg[ % B 5% 89 37 4 JL#A10 ng; HBsAgfE %
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R BT A L3 20 pg.

RN W M3420 ngEA BB RS
820 pgF A CHOM M Z AT ¥ . At %Iz b6 T
AR AR, N AmEEHEMAE (060 pg)
Fagt ok xH0. 1Rn6AN I A2 5 6 LS o] B AR 14t
60 pgB 3420 pg LI, H TR 2R LTS
o 1~ 2/ F i U v 4i-HBs, 2o{fh TR 48, 7 B
BAMI460 ng AR LR, BMOFRER
RN A H R P RR — L E D T FHE3045",
o, — M ABEF T E 24T H0-HBs Wl 22 pw 58
ok, EXTE AR R R T # 55
$t-HBs, ww#i-HBs<< 10 mIU/ml, 7] Bk 314
TR,

KRS I HBV By 43 < 7 48 4k 31 ) B A 2 9%
R AN R AR BN, ik
BEARF (0. 1F2NARF) BEHOGEAR T4TH
e,

BN A A Rk B A A HBs AgH
M2 HBsAg A 1% B 2 i Ml s ol B p 005 e ey
KRG .

2. F AL LR X E KA E K HBsAgMH %
H, WREELERBETEN, NI EE Y
WCDCH#R 4, HAEWERERKR # 47T I F
HBsAg. #i-HBsfudi-HBeill, xt5 R ## M7
iR &

HBV R e 2 6 th et 5 i £ F BUA T 1t 7
HBV DNAK-F, 5imi&EALT. ASTHifE4r & A F
k. BRESRH RN NF. NBRhfE EEE
EAEFES T, BRENHBVRE L4r &9,
WAE|ZMD W, FHET. BIORRAEENE
0. xt AR R B i 0 AR B %
PMEHBV R Je 2 6y I I An [ V7 & B2 . 1§ MEHBV
Ry S AL TR, I EHABR
B4t S, Zabwkin. HMEE MRS TS, I
T EFMY . ERPERR BB LR
M.

3. MW RAE: AHES DAER (£
B AT fodt AT S4H R ), T AAEEE LY
FE o B AR VE T (standard precaution) JEN|. A%
TV RmEE . BB, B, FRlfs s SR E
BL=#H % . & MBS HBsAgP M2, Jr 4
LI RE BRI ZA2%; B NERIRIUTH
B, NERZAZE, B HBV fo 3t R M 5%

Peth ¥R . *THBsAgE My 2243, B R & # % F
JERE R, RIERAN TEYE, BOHAENEET
B LS.

WEER: HA)LTHEE R

Xt THBsAgA M B3 42 )L, EHA12 hy
REZEMI0 pgEABE AR E, E1HFf6F
BB 0 A R 24 F B34 LR (AL)

Xt THBsAgFH M BF 37 42 )L, ZEH A 12 hy
REIE 4100 IUZ A AT K #.0% 3k & (hepatitis B
immunoglobulin, HBIG) , [ &7 A & #BAL # F
10 pgEBA B LA vd, 1A o6 Fl i i o
R AR F 240 F 34 LT E . W XTHBsAgIH
MEEAENE, TEMEMSCEEREL~ 20
F Bt #4THBsAgfa 3 -HBs# M|, & HBsAgH I .
#-HBs<< 10 mIU/ml, ##0. 106/ F % &%
FHM34 LR, EHBsAgMEM, A&k
W, REHAMEM (AL .

* FHBsAg R F B FEAF ™)L RAER
)L, EHAEI2 hWRFEME 14 LI R E M
HBIG; 1A #E, %0, 1f164F 27 T i34t
R # % (A1)

A JLEW A 12 hy M 7 % v fHBIG
&, W HZHBsAglH B FEHHIL (B1) .

EEEN2: X TREMIKTRLE LIE
WRELE, NRBHATH. 1405 H 24t
Fe et El = 28 d, 24t 5 %34t A R et E iz = 60 d
(A1) .

HEFERE 3 T %% o ab 1% T 30 R & 4 ok
N> RLEE M AE (fm60ug) ftik; 13
S RERT LA, W EEME60 ngsi3420 pg
U, FFTHE2REM TR E B~ 2 A B
W o 7 5-HBs, 4ol TR A, # B3 M 1460 ng®
WEE TR (AL

WESN4: BEONEFHBVE THE LT H %
P

EGORERESGE, HEG0 AR,
FF x4 1 F10.9%NaClIA B . K5 & AL
(A1) .

R 5L BRA2MHBYV DNA. HBsAg, 3~6/MH B
g4 (A1),

MO EE, AEmii-HBsH ¥
(#-HBs= 10 mIU/ml) #, # A#ATHAE. w0
KEMRTOHZYE, REERICHFEY,
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#i-HBs<< 10 mIU/mlz #i-HBs A F-F ¥, Ji 3 B
7 4THBIG 200 ~ 400 1U, [7] fH 2 F 6] 30 2 144
CRFvE (20 pg) . FIMNAAOANF 5 o5l 3
F24 A E 34 LT (20 ug) (AD) .

WEBLS: BHESY RN NFRA
IR AR A & A B sk B BE, #HATHBsAg.
#-HBcfu4i-HBs i &; i@ AR, 2. #%
T E (fZFIRIT RBATIEIT ) &M A R E
HEHMHCVH YT # . HIVR ¥, £ HBsAg.
#-HBcAu4i-HBs, x4 MM, #EMN A&
# (B1) .

HBVJE * FFDNAJ% & £+ (hepadnaviridae ) ,
RAEEGDNAR &, EEAKL3.2 kb, KL
WA IADNA, H A H 4 4 A HBsAg. HBcAg.
HBeAg. & X &8 HBx& H. HBVIHH A
0%, {865 CH 10 h. Z# 10 minsk &k KA 57
KIEHBV. KA LK. K. TR KRR
XTHBV 0, A 4 1 K& BUR

HBV i I T 40 g 5 - 09 49 8 5 -4 5 B B - 1
[ 41z & B (sodium taurocholate cotransporting
polypeptide, NTCP) 1E4 Z it N F @ ™. 12
NAFafefE, #0 WaE I RHBV DNATE 41 fiiZ W
DA S DNA K AR, JE K IE 4% DS 3D IE 4 e 3
X, B RIENHEIFIRDNA (covalently closed
circular DNA, cccDNA) . cccDNA¥ % (%) #
BK, UNKAHNRER, TEHEREREE
fERl. HBVH LS Nf £ F, HBVLlcccDNA
NI, 4 TR UM S B K AmRNA, H 4,
3.5 kb K/N#y AT 25 H ZERNA ( pregenome RNA,

pgRNA) T B ANSNE M, MfFHEHBV RNAKF
R BT 4 A WeccDNAW 7E M, k5 B3
REYNEMTEAX"". HBVED HINEH
A (AR EIA) P R E B FA fnCH HA
*. BAMCAHBVR 34 R H L A X5 TH
EREA, CALSRTIHENFHMEMX. HBV
F AR5 R R AT 3 F -aib T R A A K
HBeAg[H Pt & 3 # T3 F-aig /T L& %, BHEK
AEHTFCHAAA, AZXFA T FTDHREA.

. B R KL

(—) BAE

HBVE W B AR F EBR TR & g T4
HAEA, HPFHBVE S B #8027 18 MLy
FEHREFZ—. MA)LKLE LT 24 )LHHBVE
e g Ak KU 4 90%%Y, R EHBVRC R £ 4 B &£
HA B 4 )L BT RE Se. HBV BRI P W 7E 4 3R LS
TE AT, REHBsAgl M & F W3 £ L
EAWE BKE 2% (LIFEHEKAHBIG) 4
W, ABAT A 45% ~ T%H £ )LK & B BAE, K
HBeAg[H M Z24a % k7% ~ 11%, HBeAgl M 244
B A 0% ~ 1%,

& HHBVR L0y B A B ARYE B R 2 — i 7T
Rl h a0, e (1B HBVH
WIRA) « FIERE (HBeAgMCHB) . #
B H M (EEHBsAgHE FRA) fFiE 20 #
(HBeAg ¥ CHB), W#&2 (# W “WE KL or”
ﬁM) AP AEEHBVE S5 A £ 4 L B4

. B FAR AR REHBY, £ K& Em %

ﬂﬂ HHEH#NGIIFERL.

S iE bR B AT B & M HBeAg I iE ¥ 4%

% 2 181 HBV YL A R FE S A

S 2 (g EHBV

G iR (HBeAg

st (ARES)EHBsAg PSS (HBeAgl 1

A BARE) I CHB) WAERA) CHB)
HBsAg + + + +
$i-HBs — — - —
%Bf\;;u i HBeAg + + - +/—
Hi-HBe - - + =
$i-HBc + + + +
HBV DNA (IU/ml) >2x10 >2x 10" <2000 = 2000
ALT EH FrE R G EH R G
VE: HBV: ZHBFFR#iITE; HBsAg: ZHFREMPUR: Bi-HBs: BT EMPifE; HBeAg: ZBUHF# e HUi: Hi-HBe: ZAFR e hifk;

Pt -HBc: LT A% OPifE: ALT: NWEBRALELHM: CHB: 1M L8 5%



rhAHL SIS TG PRIBEGL 4 5 (FBTFAR) 20194E 12 451345 4561] Chin J Exp Clin Infect Dis (Electronic Edition), December 2019, Vol.13, No.6 . 445 .

Mo, FERAERHN K%~ 15%, Fi< 40%. ALTH
B+ HBV AJL R fuB L AL th & A s d g™,
HBeAgi & ¥ ## 5, 54 40.5% ~ 1.0%% 4 HBsAg
ER R B R, HBsAgH k10488, 414%H &
2 FFBE 475 W AR I i cccDNAPY, > 502, = EAAT
Ak, HAIHHCVHHDVESH, BIfFHBsAgH &,
AT 7T R & A TR, (B8 A SRR DY,

KAVFEFIRITTCHBAE H T L F L £ F
H2%~ 100%™, ERMEELFERE (FRRK.
B, K AHBeAgM EF 450t > 40% . ALTH 4
#&P) , %%E (HBV DNA> 2 000 IU/ml) ,
HBeAg# 4 fH P, CHHEA, 43FHCV. HDVE
HIVEE S, DUREHA MG ERGHE (gl
SAEME) L REZHFE AR N R H R
KEEN3IY% ~5%, RREMFENSEAETEN
14% ~ 35%"", ¢ FFEE AL HBV RE 3e 2 1 AT 40 0 S5 4
K AR K0.5% ~ 1.0%, AT 1k B & AT 48 o 8 48
KR H3%~ 6%, FFEA. SHERE. B
RERBTAMEA. MIFHBsAgE /K. Bl 3 i
EHFEHE5HER AP BKNHBsAg
A FH R E £ X HBV A & fn R 3 LA 85U 19
. R E R, B{EHBeAg . HBV
DNAfE AT, FHBEFEA L ZCEAREA, HBsAg
ATEE (= 1000 IU/ml) # % 4 BFE o R eAn
&%[45-4610

(=) &mHLH

& HHBVRE 0y K mALB 3 b B A, 164w
kEAEY., HBVAHE R4, KE5l 8
Hy .7 LA 5 BRHF 48 B AR A5 B SR IR FE B AL
#, T RIERRFEFERR L AZEMEHBY
REHZHBEANFENEZFBENEEZRZE,

EHFE (BF) AENEEHBVRE A
WMEABEERER, vEEEERME (ERME)
B, 9% f A& HBVH K45 B 4 HBeAg. HBx
EZMEARAS, THTollZ K (Toll-like
receptors, TLRs) . £ F B iFFHEFE 1 (retinoic
acid inducible gene- I, RIG-1 ) B M I S
G R®RA, ATIH RN R R AR
. CHBE # % k34 4N E o o i B4 5208 40 FE
( myeloid dendritic cell, mDC ) Fn 3¢ #EA% 2k 48 it
( plasmacytoid dendritic cell, pDC) #f%k 1%, H
mDC& A&7, pDCH 4 T % -afkh 11 ¥ B F# 1K,
M BRI & i A HBVAF R T4

FLHI R T T, A FREER.

HBV 4 7 M %0z b & £ F RHBV 1 & £
ZHEHAY. TEALHMEEE S (major
histocompatibility complex, MHC ) T 27T & #|
P B9 CD8” 40 it 35 M Tk B2 40 L VT 3% 5 0 35 )X e T 4
MR, WAty FHE-y, DLIEEEBEEL
40 %) IF 40 B 9 B HBV 38 B R 3k fo 2 6. 1B
Rgent, HBVHEFMTHR S AT, FEERET
FM TG B EE, A, THRERR
HBV#H 4 R L& = —PY. B #TA K fwiF fo iF
M P K EHBsAg, THBsAghs M 20 i & [
THhEEEHERZ o () IRFZ, Z5HE
MHBVEE e & A& %95 Wit %t & 2R 7,

. EREHE

(—) HBV L F A

B HHBV ML i ¥ i &M A #EHBsAg.
#-HBs. HBeAg. #i-HBe. #i-HBc#u14i-HBc
IgM. 11 7&HBsAg¥ BicccDNA#L 3k mRNAE %
A, H EEASAE EXFLHHBY DNAF
B 4 F W F T Rk, HBsAglH & AHBV R 4.
Fi-HBs A R # ik, MM EkTEEHBV & &
N, DT CLARREEMEEM CFREH;
Hi-HBc IgMa M £ LT A K R RF3%, B HHBV
RPZBMENEL XA NBATHYE; H-HBcK
R EEZ-HBe 1gG, R ERFEHBV, FibF
FREWHER, HERS M.

WE K, HBsAgE EM M B 7 G R P32
BLR, KT R MR 5 RO R R
WA THFEAATHEMR L _BATHEF-0
( peginterferon-o, PegIFN-a) 7577 .

(=) HBVH & 4

1. HBV DNAZ &: FZH TiFEHBVR L3
KT, RYURFEERITE NS T LA
Wi E B A, RS RTREY, REHFER
N E ] 3 1 | TR G A T A B K
A MY, HBV DNAE & K ] Lt € 8 R4 4
FORLiE, AT FRAE B A 6] 4 72 ) W1 AR 1T

2.HBVERE A BRI X EHEDOMN (A
AZIR) HBVEARFRA fiIfh k2 XA HA (JA) ,
—WHEA T AL E A, HNHBVHE KA
HETHMFHRET K, HERm D,

3. W25 A AN : HBVE —/N& & 7t
#F, ER¥EFAHTAEF, FHRNARASE o)X 4
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KB Z AR EG, AHERSEAR IR L E—
AR EANMEBR N TR, HBVT DB S LM
REJABFERL R, BATHTKRELWETHR
RET R, B FRYREE A MERRME TR,
Bk FEAT T 25 28 7% A U AT BY Tk PR B U 3B WY il 24
KAEFRBFEBTFE. B, RS HGmZ
Aol 77 i E AL ¥ R 4% kB (reverse transcriptase ) X
o 5 I E Fu 2 AR 4 R 42 2855  (INNO-LIPATR 7|
&) .

( =) HBVH A 7 E 440

1. fi-HBeHuth & H A Wi E K0 E 7 &
ER N EH-HBoKF. EEHREREF, ®EF
WA EE S B E-HBcE BT B2 & T 4%
miﬁﬁﬁﬁﬁﬁmmommmm&amﬁﬁﬁ%
Fi-HBe & & KT 7 M| PeglFN-0fnNAsH) 77 3,

W4, i-HBeE B AKFAALTAKF 2T FAH X,
AHEALTE ¥ B3, Fi-HBcE &K T o i ik 4 4

#%E%%ﬁﬁiiﬁﬁw%mo

2.HBVRNAE &: 5 /if 40} W cccDNA%E ik
WA K, EITFENAsE B E X RGT BEEREN
BRSO R A AR Y R PR A TR A AR
R AU 7 o A S A ]

3. LA R a0 A X PUE (hepatitis B core-
related antigen, HBcrAg) : = —#4 2 HBcAg.
HBeAg. p22crk (RN A&k, R4 A
cccDNA# FEM AKX, EXpRFA. Fll
PeglFN-afuNAsHi i H7 K, UWREFEHEE L.
T JFF 40 P K A LR 45 7 BT 347 AR R A T,

(V) tfu % A& Hr b ah &Y

1. ALTAAST: ¥ 7 — & 12 FL bR B AT 4 g 45t
HRE, RAZKMAENHEFALTA S, N#t
— % ATtk R

2. BB E: GREaFAK. TR Rtfod
HK, FEWEEEF I ARGG. A SNEE [
E. BORREREMEL, i EgEEEa
7> 171 mmol/L, =% X k7> 17.1 mmol/L.

3. mEEEE: RBAFEA Kbk, FFEA
MR EEE A LEE R KT TR, A%
B KT ] B % 2 B SR

4. PT. PTAKINR: J% B JT JiE 4 fn & F & Bk 2
A, W R FUE A E R

5. M iEy-GT: E% AME+y-GTEE R B AF
BE, FEAEHRTRG . MR, BBE RIFFAINE

TR A B A

6. M0 VE B M B B B (alkaline phosphatase,
ALP) : S Z FFREAERM, JBIHR AR BALPA
o ﬁ%%%%ﬁ&%ﬁiﬂnimmﬁlﬁm$
T UAFE A I R B B ALP#Y 25 A8 JLE ok A
%%ak%\ﬁfﬁfﬁﬁﬁe

7. ?’EA/%E (alpha fetoprotein) & X 7 itk
L3: RU WA ENEZMr. NEEF A
B EEEE. AL, UREEALTAASTH
M%%% HEEERLAFER EFRELER

e,

8. 4 A& FKHZ HEFHA-1FF%& A (protein
induced by vitamin K absence or antagonist-II,
PIVKA-T ) : X4 By&R G iR (des-
ycarboxy prothrombin, DCP) , R W AFEH 7 —
4?%%ﬁ,75$#§éﬁﬁﬂ%mo

- A4 TR BT ER
(/)iH%* R AR 4 55 B Ao /N AR L
F 454 (aspartate aminotransferase to platelet ratio
index, APRI) ifF4~

APRIZ 2 T 18 S HCV R 3o 2 SR 45T & 09 ) T
WRAHCVA X IF A EHREZ IR, i E AR
[AST/IE % {8 LR (upper limit of normal, ULN) x
100/ /MR AT % (x 10°/L) , B AAPRI = 24 5%
AP AL, APRI < L HERRATAE 4L, {33147
ReT, G H TIHEHBVA XA & 2%
AN o 8 R

(=) FF&F44h4 T35 % (fibrosis 4 score,
FIB-4)

FIB-4,2 3 T 18 M HCV R %t # $ 18 #F & th,
A FPEHCVAE LA 4 RENEIF. THEA
K: ¥ (%) x AST (IU/L) /[fe /MR $ (%
10°/L) x JALT (TU/L) 1, FIB-4= 325% Wi T 4F
o AL A0 B B 3R JE 2 B MetaviriF 2 = F3, FIB-4<
1.45# R MetaviriF 4= F3. A RER, B4
HBVE 3 # DIFIB-4 = 3.25% #Metavirif 4= F3
WA H97%, > 304 ABEFFIB-4 < 0.703
Bh 702 FF 3K P Ak, A M MU 18 596%™,

(=) Hfuderr

4 Mo b FE R o A i A U BR . T AL B R
Jko VAR . EX#EEA FH T RBAFAF 4%
b & AL, A8 R Bk Z W Bl KRR B G —
Wi 8. y-A & Bt 4% KB -t /N AR EL (B [y glutamyl
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transpeptidase to platelet ratio, GPR; y-GT/ULN/
MR (x 10°/0) x 100]. 4148 Ho AR AR A 5
JE - /MR E B [red cell distribution width to platelet
ratio, RPR; Z#MAEMR A EE (%) /im/MR
H# (x 10°/L) 13 8% A M A8 AR 4 ik, R E
05 W R e 2. mEEHAREREETS
( Golgi glycoprotein, GP73) BX&ASTXy-GTH X
B, EEAERED. mMERSEEmIEEEI]
( chitinase 3-like 1, CH3L13 YKL-40) ¥ FMALT
ERBRBEATES N R EEAFRELF LAY,

(9 ) FFREAE Z A 2

JHF B P AF 9N 2 0, 45 % B % 0 R (transient
elastography, TE) . X F# F 1 & kot 48 1 4
% (acoustic radiation force impulse, ARFI) Fu#
YR ¥ M 1% (magnetic resonance elastography,
MRE) . ARFI,3E & 8 4] 35 % 4% (point shear
wave elastography, p-SWE ) Fo = % 87 47 J 5% 1 K,
1% (2D shear wave elastography, 2D-SWE) 2/
A, ARFI. MREZLAA A ATl KA 50 0 .

TEEEXE. BT KEHK 5 E KKEHM
ERLA, Ee4% BRI RS SR A A LR R
BRFAE A, A A % RFRE K AE SR 30 R R
MBI RS LMERY, TEERAEFS
A BHALT KB £ KT SN, TES H
WA TR E DR, RE L+
OB A R AR ALY B RAE 921.3 kPa (4%
FEA95%, FEHAALY8.5) , 2RI 44k
YT RN 124 kPa (FFRJELH95%, THMEMAL N
11.8) , BEFFEND B REN.1 kPa (4557 E
H95%, MR H6.4) ; AFAFEALHER R4
482 kPa ( ZHE H95%, FMMAL 40.07) ,
HEHIT A ECHIR R AS8 kPa (RBEN
95%, MMM H0.10) ®2. TE# Ik K 5 A 48 5
SN BT R AR HR WA L& KRR
(20184F E 3 i) » ™.

. BREDW

PREMENETEENZ HENEEHBVE S
Wyl KRR P, 38 T MR IR AL K] A Bk =
AR, RIEHR LR, #Adzhs
W B mt & I A bR R Y.

(—) EHEFEHE

e E e Rl . LR B, EF
REMHAT, ARERANFRERRFMETE. TN

PUERT REAu ARG KN SN SERTE N, JFaedll
TRk BB T B Bk W42 RO 1 9L, ALK
ALEAKBREFTERE, IN0H A LEAKT]
MikEE; RARKIASCERE, T EN
TR IAFHTaEE R ER. BFEY T
R G ER. R REZERTERSE

BRZHZRERE. RHEEMEANABRIRERH
AKFEREDH.
(Z)CT

CTEER TURMBERS, THALKE
fh, KA EEREFLERN LB, ARSI
CTH 3 xt T JF 40 fe & 09 4 7 BL A 08 19 R U fo
R,

(=) MRI

MRILH AR 4T, AEHEE, £ HL.
ZEP R, REFARNFRSGFAE, —&
K, ARG TR £ HIMRISE 4 KT B 20 fo 4 2 P 1
B BAR KR B T AT o T A
THECT,

I\ IR W

BMHBVR S TR AL MENETEHN R
VAN JE SR E 3530 B A 4 A A2 I e B 20t i R
W, WA HELET. W FE. B by fa il
7 R E IR

CHBH £ BRI ¥4 A ZFIEILE X K HA
B A [ 12 B 0 SR JE R sbfn r e fh. L KR IE B R
SEAR AME AR E, A AR A E g
e RE AR &% 5 R TR R SE R

(H#RBEEAELR) . NHAAEFAREE. 5T
(B A FEE. Bemm) BT, H L
JE 90 35 A I 40 R RO T R 4 Y R R R, H
W R E R R i 2 WA B 3. 08 R R E SRS AT
51 7 40 e 0 25 AR A = R B 3 B AR B A A,

FANFERERILE RFERY K. FEERY
k., Masson= & 3 K PR 4 4 4o 6 4 B T A
FEA 402 B ROAF /Nt S5 4 FE 908 T AT AP 4R 1Y
Hab b, —BAFspEE N E AR KRBT, B
HEFEA. B, FIRA B R T AR AT 4L A
WHBsAgfiHBcAgt & ik ; 4% B AL 42 2 ik 5 PCR
V£ T #0141 22 )WHBV DNAH cccDNA.,

Xt T 1EHEHBV R B 0 i 48 R IE 30 &
fod Ao 1, B BFSCER % & Bl Knodell.
Scheuer, Metavirs [shakif 2 % 45 ©*°. Laennec/iF
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BAD PR £ & KN A LR REL, KA
ik (Metavir 4) 40 H4A. 4BF4C=4™. KE
FAE R T R T R 0 AR o o R B
TR, R B I F SR k350 k4.

F R 1+ EAL B AR AT 7T DL E R 4L 2R R
8,91 |t R 8 ARt (collagen proportional area,
CPA) . XFRATF R BHBEANTFENEE

A (qgFibrosis) # AFE A& Jo 8 09 FF AL 490 b op x¢
IR AR R EH SFALHATE S BN, T E
auREREEE". RAKEYFEER LY
KW TR EP-I-RY £, ARIEL 4 H 5%
R, ¥lshak 3# L EIF AL AR A £
A (P) . FEA (1) fodshER (R), HH
T W7 AT 45 4 A 1 fh e 30,

2 3 AT SO 7 Fbn e Xt IR

Knodelli¥4r &4t Scheuerit 4 2 4% ERIBIEY RS Ishak}P4> &R 45
e e v e FEVER
v LE X RIELE - o LXK PN . L
P oo AN R IDEXR W DR I LEX K& W ICEXEE 3. 3
SR A R C X \ T X 43 RS
SRR T g CEEE LT Tam B TCERRIE g o BEEIIE
4 FRl VG Bl - g
b 6
0 % F *0 FEEM £ 0 KAE KRR 0 X % % x
B (BRI BE (D N
3 ) HIJAEM . W E10f%
e ARASFT ARG e nr g e g TR B R
Lo mmeN e i< o LT RIERES, CRROR S o mbgare T e
FER< 130 13CE 7o i . P %) et
o X) 1 1
N w10f%
R S R 7 R
R (% IR IX R 2 X R e ,’:%4 A 3R
PPN (CEHC o R HESRBE SFotl, oF RIE B x 5
3 OLEKEEZR W 2 BEPN BUNBIE 2 BEPN AR, e
RN RO - - R CRIE REI065
J < 50%) 1/3~2/33 [N NI GERGR A 3 MM %\ B
pe g g FPICIR WA<so% smmr T
a R R DR F5~10 “;
wEE A
W (K A AT AT N W OCRRE . SHRAEHE
PN (28 x e 5 A1 5 e wrofs ST
e 1o HE (RE> R P AT FraILE X JEE> 50% , IICE X —
4 @ﬁfs’(if% wipipy s omr 0 TEPN ’H'%@h 3OTEPN ke Y mprdon yr%lzazﬁ””hﬁﬁﬁwmﬁ
’ X)) 1k W 3L
3T IR HEAE
s REPNIRbE: S FILEX —
WRBE — . — e X
4  HEEPN W;E” 4 PN RUIFARE(L 74
PN PN
10 SRAESRZ NI 6 i
HIE /NHSRBE
VE: PN ORREESRGE: “—” NEAHKNE
R4 [E N AT A Ao TPRAE X R SR
KnodelliF4> 24t Scheuerif 4> 24t MetaviriF-4r R4t ERWEVES ARG IshakiF4> R 46
0% FLF4EAL, 0% TLTEf 0% FLF ek, 0% TLTif 0% TLTEf
Ly FOITE KR KR
R s e st L RS RSt Lo 4 2T A 1
Uy CEREMT R 1y CERGMESR 1 T 15 LXK, FhE 1y KRR KR
7 AP 48 £F 4 1)
VA X JE B £ 44k, NN . .
s B vy R, TRy LI ity . @
X I X £ 4 6 ] - mﬁ;{%é - WACAS X — I X £F A1
IR LK - e . o J N xR (=2
3 CERKSICER-h 34 *ﬁﬁ%‘t“%gﬁggé 3% ﬁgﬁ”%ﬁgf 3% ﬂzﬁm{%ﬁﬂf? My BRI KX —
S K 1 Sk AL ’ o e k2T 445
5y BRI WA CR5
4% JF AL, 4% WHYEEITEL 4% JF AL, 4% R A AR
6% HERBLL,

E: 7 ATHKRNE
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e s R BT

WRFEEEHBVREREHWILESY. WEF. &
Y. BRY¥. REFMEGERESR, &£
e AR £ 7T 29~ DA JL A

(—) BHHBVE#IR S

X R HBeAgH 418 EHBV R 31" A H &
HATREMZH, E&FHEx%E, HBV DNAKE
EATE (B¥>2x10 1U/ml) #&, MiEHBsAg
(#H>1x10"1U/ml) % %. HBeAgla %, {21
HALTHASTHRAEY (15 NELEHT3R, R
ZHOEEINA) , FHRASREXSHELHE X
FETFBR AN, ERTALREFRLENF I
T, MESF. KHEAKT. HBsAgKT. 4%
hRA M EF R FREFEE .

( =) HBeAg[H |+ CHB

A EHAL TR ERS, HiEHBsAgk
P, HBeAg[H M, HBV DNAZ BKT (%> 2 x
10" IUMml) 87, ALTHE SRR AR % R4 5 F 4
EAHWBIESIA () F44 (= G2/S2) .

( =) 4 7E s HBsAgH Ak A1

S #HBeAg[H 18 HHBVR B, A B 4
T E . KAy fmIFHBsAglH M. HBeAg
M. #i-HBelH ¥, HBV DNA< 2 000 IU/ml,
HBsAg<< 1000 IU/ml, ALTFIASTHEE% (14
WHEZMEPFIRU L, BREDERIANAA) , B
FHAETIENAS, FASMED FHALEDE
%% (histological activity index, HAI) 4 < 48 4R
W H A € BT R AH R TR

(M) HBeAg[f M CHB

W OhBEESN, X FHBsAgH M.
HBeAg# 4 [, £ [ B f£A y1-HBefA t, HBV
DNA Z B /KF# % = 2 000 IU/ml, ALTF4 5 K
A%, RFHAEFAARRKESILA () F4
(= G2/S2) .

(f) BEMHEHBVREZE (occult hepatitis B
virus infection, OBI) !'%"

FI A mIEHBsAgA M, EfvEf (5) A
21 P HBV DNA[H%. ZOBIE#+F, 80% &
1 H-HBs. #i-HBefn () #i-HBclH, A
10 3 FHEOBI; 184 1% ~ 20% 87 OBI & 2 fir A 1 7%
FARA A N A, EOR Oy iE A EOBI, H K A
Vel ik T2EA, —MHTHEEZEE (2HRE
M) HBVE /G HBsAgH 4, i % $L 0% = AT 41

L HBV DNAK-FRAE&, THEFARS A, 75—
MZHBV SR & 7, FHHBsAgT s A B
SR A M B, H A EHBYV DNAK @ % 4
B, TRAHHEEARASRESRE. hEEHK
R B S EEIBVEE LT H, LA
HERFIHERE T T X AHBVE K.

(7%) TR 3K AR AR ARl

LA RFENGLEAAETII152 (F
HEBW ), 3143 (ERDE) .

1. B fTHBsAg[H ¥, #HBsAg[f 4. #i-HBc
FE P FLAT A 4 B 18 EHBVRR 4 8 ( BL7EHBsAglH
P> 6MNF ), BRI Ef R E .

2. B A L EREFFEFFENEIL
#.

3. A USSR 2 K WL b, FFER 4N ERT
AN THEAEEY: OBGFHED FITFE L
(R) MERkEELEER, OARLEETEY BR
Rl sk, OFFIEEEHENEFEFEL, O
A FRET R EEAKFBRMK (<35gL)
() PTEK (BRXEEK>3s); OMFEHML
2 B R /N $< 100 x 10714,

R EFEREZTE BIAEA. &% FRH
Jok K A% 2 o o E 0 R R E R R IE, IR
b AR R kR 8. ORI AT L, R
S KD W oh AL, (EAKRHIEA. REE
Ji B Fik o KA 2t s M R S E R R E
5 WO R A B IFAE AL HFoh a6 £ 4 Child-Pugh
AR. OQKNRIZHIFE: FFENEHF B HIE
A BRIk R S S AT R S E
FERIEH, EIY W KA AR H A
& % J& T Child-Pugh B& sk C4.

VAR, O B M TN AT AR Ak B el ok it
B, T ARG RR, AFHEVEHENS
ASEUY, el 2N REHIATEA, 3HIESH
HRRZHAFEAN. I8 Rdkd 5k, TRA; 2
Hoh ARk, T©EmRBEA 3HAFEK,
T, PSRk gk, 4N A, fEER
TR SHIN RS IE .

MERRELHNHRY, FERREBFE
B A i)Y o U O REB AR, RN
Freaap stk E B & aKFRITAE, PTRH
4, FEHIABEAK. FHERRE™EFLE, T
FERBEAT KIFE, X LI KPR N A AL
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BR12H (re-compensation) , {EEH H ¥ LEH Z
XA — LW AT A

+. BT EMR

BN TR E H K B I HBV & &' 1, i i
SRR IE NI K T RE ST S S R 8 A, I AR D AT
kg, FFREALRARAE. P4 % fo it oF KO
MEE, REBEEGHE, EKHAFRE. X
THrEESFUNESE, MEKERIER.

I JRIE & (BRh ey ) (12 O gz
BB R FHBsAg M (304 £ 41-HBs i
I.) . HBV DNAM A B, AFRE A J L F AR E
W . (BB AT AL W cceDNAK BB IR, B b
HEHBV B s fo & A I 20 i o LT

+—. HURE ST E N

& ¥ 1 HBV DNA. ALT /K Fu A Bt /& 75 ™
ERE, ANEEE6F0. Kok EtEHkRE A
%, BHEIMERERRHAENG, AEREFER
PR ERTC T AT B RSN EA
REX; BHHBVR G HUH & 16 77 3 M IE B 28

HREEELAL

1% HBV DNAFH £ 4918 S HBV R Je 4, # 3
ALTHEZ 7% (> ULN) HHR M E H S 5%
ALTH &, HRFETBIRFIET .

FERALTH & 0 At B HAh e AR R
ge. HYERFHAE. ERRMEAT R ARG A A M
K. B HFEWR. 24 22 5km & &I
4. B, AR E R HEFR SR MR R 25 4 5 ALT Y %
B IE

HHERBEANEINKSE, T HRALTfiHBeAg
KA, RETHNZEHBY DNA, #HEY TR
MImEET. X TAREHRFFE/AE, FHBV
DNA# M F 2| B HBsAglH M, AT H R & 8
7.

1 7EHBV DNAFH . ALTIE S B3, ALl
THEHZ—, WEFHENREA, ZVTHARE
B OFALFHFAENENFERE (= G2)
B (= S2); QALTHEEY (F3/MH
BAEIR, HFERANH) , BAFF /IR Rk

TE: HBsAg: ZMFFREZMPULR; HBV: LBIFRMBE; ALT: WRRZAEERE; HCC: F4UE; NAs: ZH (KR KE;
PeglFN-0: RZ “REAL TR -0 “WEVTTIH : PmARN. AR IR WARE A 4R RKSZ i sR s S EARN, 18
MR AL, FPIERE LRI SHBVAGIIFAMRIL: BRI . M 255 . NAs: BHFH. B OMBWRTEE. & SmEm i
W ALTFFRE AR B Ffbms A RS . 2 el IR s . WORE IR S . JRDTARIZERL. B B 2eaL. I ool i P
Wi AT RER D . A BRGSO . HBVHI SR RAVEIIHT AL BB NASIR T IR B D bt R34 1K, R E M H L

JHEREAED A S4B hR AT ThRE . ME. AR
JZ S AR B R R R A

ThaEA. fERKRZ RAETFERER, TIEMEA R, L ENAT R 5 T L

B 12 PEHBVE RT3 07 8 MAE AL PR
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B HERH> 30%; QALTHESEY (F3/MNA#H
FLR, 12N, BT/ IE Kk w8
EH>30%, ZVATIHAELEA DAL E
SAFARFERE, KAFEVDIEXRERS %
ft; @ALTHEER (E3NMNARELR, FH12H
H) ., AHBVM <@ AF/ &I (FAERE R,
R, YL FE. AEMERETE) .

WEE6: MmIFHBV DNA[HME. ALTH 4 R
% (> ULN) H#rH R EprgE, EVATH
FE iRy (B1)

WHEBN7: x T EHBV DNAFE i 1842 1
OB FF 3R T AR A R 3 FrHBsA g 1 & R 42 H1 7, AL AT
RIFFEAEE, BVATIAEEN (A1) .

EZENS: M EHBV DNAFAM. ALTIE ¥,
HTHERZ —FHEVRFFET. OFELAL
FRMERTEZEREM () FEMLG= 240
(K ) S=2] (Al) . QK LARAFKAFENK LA
FEE PR K ik & BLE#H>30% (Bl) . OALT#
GER. FR>305F, BUTHAEMNLTLY
WA ERFALFNE, KAFEN DR
RIEH A4 (A1) . @HBVA X 4RI (4o
HBV#E x BNk E K% ) (B1) .

+ . NAs&IY

(—) NAsZy ¥ Iy e &2k

1. BE#&+F% (entecavir) : KEHXHEL
T, RABEFFHTIBEMEFETES, KE
FEREKAE, Zatdig! ™™, KBTI %ET
RRF X FPAE b B I R w120, B AR
JAERE AV FF K E Fo FF 20 B 9 K AR 2, PRI ARl X
ﬁé@%%$[53,122]0

EAIECHBE ZH, BEFFIETSFHER
AT 25 & & % 41.2%; KK E (lamivudine )
fif 2 (9CHBE & o, B FFH IS AR
KA EFES1%,

2. B LA #1E F B (tenofovir disoproxil
fumarate, TDF) : [ F TDFi&JyCHBE & £ .10
EARFRERE R, TRAMEFEES, WHL
A A R F TDF G T 84 th B 53 3K 48 B R
EHANGIRFEFF R, EH2960K (70%) HE
ERAK MR R, 59%K AR &S RN BEH AL
TDFig Y AR BEREF AL, #—FOZBRT T
M 7 & & HTDFA X #2511 TDFK 67 8%
REFREA L, BARAT 40 s & 4 1,

B H it 25 EL % #HBV DNA> 60 [U/ml#
90|CHBE &, %P1 . 1th{|FEA 3 % TDF3$ 4 &,
BEBEAKHIEIT48E, TDFEME KA ESLE TS
167 4LEYHBY DNATK FAN TR (< 1510/ml)
B K 73%F071%, HBV DNA$ 34 45 T 143.66
#13.74 1glU/ml, 75! 643 Fu3 (5] B A7 4% 7 3 %
BT s, WA BT, £ B TDFETNAsE
B REHA8~ 168 % B, TDFA FHiRKE
fit25. F4Z4% H B (adefovir dipivoxil, ADV) fi
%, BARFFMARLAWHBRHNHET, HTK
1370% ~ 98%th 7 & o R4, ELFEA J6 77 B 9] #y 1
¥, WEFNEZZEHAF

3. B BMABMAEERFH (tenofovir
alafenamide fumarate tablets, TAF) : 4 kI # &
JRiXIEH, 581 HBeAgfA M CHBE # (&K
RAL B FFAE AL, ) 3 Z TAFIAITA8)E . 64%Hy B
HBV DNA< 29 IU/ml, ALTE % & %72%; 10%%
4 HBeAg i 7 4545, HBsAgH k3 h1%; #4ik
T E96JE, 73%H % FHBV DNA< 29 IU/ml, ALT
S EENT5%; HBeAgin 7% 5 4 % £ 3 £18%,
HBsAg¥ % % % 1%. 285(| HBeAg[H £ CHB & #
(FEFERREHFEAL) #XTAFBT48),
94%Hy . % HBV DNA< 29 [U/ml, ALTE % &% %
83%, HBsAgILiFiH k& H0; #5177 FI6),
90% % F#HBV DNA< 29 IU/ml, ALTE ¥ £ 4
81%, HBsAgI & i %k % < 1%,

96JE &Y H A, kM (12%) « T (6%)
fE % (6%) &% LHFREHE". TAFET
96 JE Bk T . B EEE TEME (-0.33%.
-0.75%) 1% FTDF ( -2.51%. -2.57%) , ¥
HHEEZRASZITFEL (P < 0.001); TAF#
TWREAGEZEN T/ NkjEit % (estimated glomerular
filtration rate, eGFR) T [ AL {E 4k TTDF
( - 1.2mg/dlvs. —4.8 mg/dl, P < 0.001) ",

4. Hfhzh4: K E (telbivudine) ¥ K &
eGFR, {8 EARTm 25 A7 &Y. # bh K 7 LB
HOEHF Y LA RIFHRRZ 2N (3 LRk
ANBREENEEENLE D) .

( =) NAsHy % #

MieBH N EHBIEM GG (BEF
%. TDF. TAF) i677. FZEWADVAH K kK € F
THBVE G H Wik & 677 .

EENAFEGHRAGMEITNES, BUHRA
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BB , Udt— PHEME AR, KA
ADV#, B BEF%. TDFRTAF; J 4T
KA ER AR EH, #WHFATDF. TAFS B4
£F; UHIKKRTRAE KT H, #)FHTDF
S TAF; Y HADVIif 2 # 4% fl B4 FF. TDFs
TAF'"™; BXA&ADVAnd K K 8 /% th K 2 3697 4
# ) TDF, TAF,

( =) NAsifit 25 #9 3 [ fn 4L 22

1. MBI EE: BHAAERBEAKAEL
Y, ##%F B +F+H. TDF. TAF.

2. BT H: EHHNMHBYV DNAT &, UUE
et ZIFmEF R, ARELETHIBT (%
5) . XTNAsKAEMHH, WA THE- kTS
T8 TY B RLA R AR

(/9 ) NAsiEIT & Wl

L WRIT A R A8 R AN O & ML 1847
FTEHALT. AST. B4 . AEEE, OFRE¥
o F AR 5 4 £ EHHBV DNA E B fiHBsAg.
HBeAg. #i-HBe; QAR &% &, AN & AL,
LB ACE . Mg AKT. B/NERESE; QAT
TRl F el R AN, OYBEFF
FaTDF A T ALEF 7% Ff % < 50 ml/min & 2 Bt 35 % 7
B &; TAFA TAEFERE < 15 mVmin & # %
FNHRE B ERERE; EREAHEFE FHEA
.

2. BV REBHBITRABRE A BERAY
FE. FRAE. EEHRAGHRETELER
W, BEREHCE T REEE RS RRARG,
BB B H RN

3. DB FENA B R R T fr AL FE: NAs
RARZ AN fofit M R, EEGKRNAFH#E
P BERTELARRNNLE, WEHESL
(/R ATDF. ADV) . f&# M &% (RFTDF.
ADV) . MUR/MAESUINER (RAZLKEZE) « 3L

=S5 A (R KU 253 Ra )T HERE

[EESELES HEH 259
LAMBKLATii 24 ¥ TDFELTAF
ADVIi%5, ZHiARfEHLAMELIT #HIETV. TDFB{TAF
ADVifit%j, HXLAM/LATHi % ¥ I TDFELTAF
ETVIif e TDFE{TAF
ETVAHIADVIi 24 ETVELATDF, S{ETVELATAF

If LAM: {TL*}\E. LdT: %Lt)\ﬁ. ADV: Bq{%ﬁizﬁ'ﬁﬁv
ETV: B&45; TDF: ®OMEWRTE: TAF: &SN SR
R

BRBRyEE (RAEBAEFF. BhAE), Mol
KIE. EVIEIT AT 498 B KR s, DL
K. *TI677 o Fm ALET . AILER R B LR B AT
KW B AT, FEMHENERER 2 EFLE
=, Mm. WEAL. BEREERGER, NEIA
B, —BHp TR A MK BEEULEME.
IBmTES, NREEARAALMGY, H%
TARR G AE LG ST T

4. W25 WM KA. MEE AT 2 25 4 i
RLA, NAs #7677 B I 25 & 4 F KgAK, 4
B 7397 AR B HIHBV DNAE 8 5697 9+ & 1%
EF 5> 2 1glU/ml, HREAEER)E, TR
BT HBOIBTY, HHATHAGRN.

T=. THE-wET

& [E E # v PeglFN-afn T 3 & -afl TI677 .

( —) PegIFN-03& 7 1 1 % BT %

1. PeglFN-o#Tig 2 2 f7: Z L HN0.
FEAL. *t B RiX 3% B =~ , HBeAgli ¥ CHB&
# % il PeglFN-a-2a2k & * PeglFN-0-2b ik /7 48 &
(180 mg/JE ) , #2724/, HBV DNA <
2 000 TU/mlty %k 4 & 30%, HBeAgli i ¥ #% 4k &
430.75% ~ 36.3% (HHFHELALT> 2 x ULNH i
7128 BfHBsAg<< 1 500 IU/ml# 7 &35 68.4%) ,
HBsAg#% 4 & %2.3% ~ 3.0%, 12534 HBsAgiE
A 11%"> 1419 peglFN-0-2a74 7Y HBeAg [ 14 12
PHBVR R (60% K4 M A ) 4808, 1251 524
J&, HBV DNA < 2 000 IU/mlty X 4 & 443%, 1=
% 5 W 17 A8 B Bt A142%; HBsAgiH k A 25 M 1
24)F . 34, SEEBA B 3%, 8.7%H12%" 4,

PeglFN-ai& /7248 Bt, HBV DNAT 4 <
2 1gIU/ml HHBsAg/< & > 20 000 IU/ml ( HBeAg[H
M) K TH< 11gIlU/ml (HBeAglAM %) , #
AT F PeglFN-0i6 77, TR NAsig 7211,

2. PeglFN-0 5 NAsE 47677 : xtNAs% 6 CHB
B AF A A 1 AR e A BEEK & Pegl FN-o 7] {# 3 7~
B kA R et M 5T T HBsAg KA (<
1 500 IU/ml) J 3477 FHBsAghiE T (12)8 %24
J& BfHBsAg<< 200 IU/mlz, T &> 1 1glU/ml) # &
#, BKAIB)7 EHBsAgA #1 & = Himt T, e
BREBTNEL S RETEFANLRSE,
W — SR

3. PeglFN-at — # M HBVAE % Fg 0 & &
K. 119434 57 JF PeglFN-02, B % & % 7477 #yCHB
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B, MSELIL, RAPeglFN-ait /7 iy BHS54E N
BARK R, TRAESEFFHET & E-T
F4. SER RG] 16 K AERFAE, HSHEA
ML EREZFEATFEEL (P=036) . &
— I 40,45:68247] & AINAs. 4304 i A F % -0 4 3
BKENAsTafY 0 B B AR 58 B R, 7 H L P 1 B [8]
SAUF B 316 K A T 4IRS, X THEF-0ETE
H 104 2 AR T 40 B K A 5 B B TNASIETY B
(2.7% vs. 8.0%, P << 0.001) "' PegIFN-ofE 4
fRHBVAE X FFJE & & % 07 | W 1E 15 2 — P K
NFR .

( =) PegIFN-odi7 % 77 3% o B0 ] &

BT ATAYFON E % HBV DNA< 2 x 10° [U/M,
ALTEAF[ (2~10) x ULN]= A4 4 3% JE 30 3T
G2 b, ABBREREAR, XLMHBsAgKT (<
25 OOO IU/ml ) [6, 112-113, 146, 154-155]’ %éﬁ*z‘t\\ %ﬁ%i%
i (qAnti-HBc) & BEHAF Y, L&z 54
5 K 4 S E & B4 (signal transducer and activator
of transcription, STAT4) #rs7574865", R4 71
T FIT BT B TN AR, PegIFN-ads /7 128 Bt
tWHBV DNAKF. HBsAgZ B K A%k, 7
BT T3 F 7 %

( =) PegIFN-afyF K J i K 4 g8l 11

1 RAERA: A#. LR, WRAZ A
&, [ FEEERE 5T F oS8R 25 B ROA 6 R
K%,

2. BRI R AR I << 0.75 x 10°/LAn
(8) f/MRIHE < 50 x 10°/L, B T3k & A
®;, 1-2AERE, wkANEmZERE. FikE
ST 0.5 x 10°/LAn (2) fo/MRiT# < 25 x
10°/L, DU R 5 (] T % . xbep Mk 4a e it 2k A
WA, R R4 i S BRI E T (granulocyte
colony stimulating factor, G-CSF) = fr 4 Jifl E "
4 ff %8 % R A ¥ ( granulocyte macrophage colony
stimulating factor, GM-CSF) 577 .

3. fEmoRE: WA, XH. EEERE. N
Rt I T3, Bt o B w00 B 7 i & #
E it —F s,

4. B H S WaoRBRFETHIAE H UK,
D H o B B F R AR R ROR . /MR
B, BER. AR, EREXF K MA RN
NAMBAHFEEMSF, NEHAREERSVL LR
Vi, PEHNIFYH.

5. H D WA R R R M ERE . B R
PERER . W T B RETIER ARG . N RE
&, pNfFIETHERT.

() PeglFN-aif 7 #y 2k g 1)

1 X34 RO ERSEH N A EIRIT L]
TR R (B A  BUE 3™ E A ALIE
#) . REBEREER. AREHFEN. K2
tE & RER, FERLE. URERRF. CHEEE
9% % T NELEE R S Al RO .

2. MR RGE: FREKAR,. BARIAE
¥, REHAERR. BE. 8RR,

HEEN9: HBeAg M1 M & Je 4 X F B &
+3%. TDF&TAF#&IY. 165714 FHBV DNA{K T
el TR . ALTE ¥ frHBeAgin 7§ ¥ 4 5, #
HE BT EDIFE (FRNAEZELR) HRFEFF
B, AFEEY, EKTERYBDEL (AD) .

HEZFEZMN10: HBeAglH - CHBE # X A
PeglFN-ad/Li & 1677 . 177248 1, #FHBV DNA
T < 2 1glU/ml EHBsAg® & > 20 000 IU/ml, #
W AF I PeglFN-ai6 7, HANAsiEY (A1) . A
BEFIRITITAE A48, FAUREREEELKT
2, [EFHEAAI6HE (B1) .

HWEEN11: HBeAgl M 18 M R F 4 X A B
#%+%. TDFRTAF&JY, 2 HBsAgH %k FLHBV
DNA I A 2| 55 25 17 (AL) .

WESN12: HBeAgHH CHB & # X A
PeglFN-a4fii% & 16797 . 187128 Bf, #ZHBV DNA
T < 2I1glU/ml, ®HBsAgE & &< 1 IglU/ml,
AT I PeglFN-038 /7, A ANAsESY (B1) . A
HEHIBITITAZ A48, FTUREREEELKT
2, BAHAIIH (Bl)

HWEEN13: X TREH A RIFFEAE
#, WHERHEAFH. TDFH TAFH#HATK B 45
H597, BRI PeglFN-aiB 77, 18F 547 5 Al %
TRRER (AL) .

WEEL14: X TRREHN AT RF A
B, #BEXAEAFFRTDFKHET, A
THEERT (A1), FLET N FATAFER
(C1) .

T, HiEesy

FHBVEIY R MHBVA X R FE W & &
F, BEKHBVHE X BN A AR, REELLER
2, TEMHEHBVE L H K EEZWIET#HM. Wi
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THFE . WAL, RIF. HF%b. BAYREE
BT

(—) IX. AN RKIFET

HBVE S 5 5 BT 40 8 3K OE 31 38 2 ko 3t &
%i%ﬁﬁiﬁi% HEBRE . A CEEH

< Z A A0 IRk e R o OB S LA ALK
h%%%%%ﬂ%%%ﬁm H B IE R E
Fih. AL KIE R B RALTAF W T A5 H &
#, WABIEER, B S HIKE.

(=) eFsefhigry

ENTAENPE TR T EMTA. BF
BRI REARR %, Ea0 4 L folg KT
TR TR — ENT AR, A
BB FENEETURGRA. EHES F 0
ML BE A R 3 — F AR T R R KT A

+ R (B EHBVRE G o il Ffi 7 g 2

(—) EHHBVH Ik & fode & 20 HHBsAg
BHRAEHMEE

EHHBVEH RS HL T REMZ Y, &
JIF B RAE 76 20 AU R IE . ELSL B i
FHENRRRE, FULE WA EEH# TR S G
. BEERE, —HorEm X EE TRLH
NG IR IERR BT O B R E S . BE Uk, X THBV
HBWRSRLF6~ 2MNA#THEN. £HHF.
FEY. FhEa. JEHEF o fF 444100 8
BAEHE, %%ﬁﬁﬂé@m%§ FERETR
FIRTAAE, KB EFIET .

#é#ﬁmmm%%%&%%ﬁ&ﬁ%%,@
14 % J& i HBeAg ¥l - CHB#Y ¥ &6, ELK #1F8 i1
K AT R, E b, 26~ 1240 A
HATMER. EMNF. FEF. FhER. EH
A f A B BRI D W BR S L, SLERIAT
Héﬁm%§ ERETAF IRV, KER
BT

(:)%%amfk&*%wﬁ

MAFRTIBEFHEHENE LT BN
ﬁamf%fﬁ RN, VLR 2 LA A
B R

1. i i PeglFN-afy & #: M & AMmE (igfy
FINAFL~2A1K, REEFALKR) , KL
vitFRE (ALK, IR 6k fof A A
n (%3/\):]10\) , HBV DNA. HBsAg. HBeAg
fudi-HBe B4 (B3INALK) , LR EMA

ME (B6MNALR) , BHBFAERTKES
wE (EFENEFONFALR, HENEFIA
1R, L E R SR CTE 3 B MRIVLE & AT
Eail b

2NAsKZG 4. ¥ M. FFIEA WA,
HBV DNAE & frHBV R L 5T 45 47 . AT e A2 5 (&
MEF, F3~6MAMMIK; BEHREEREMF
EESE (RFEMAHFENF LK, FFENEES
MNALR) ;5 B8 3 CTH 3 MR F 1 &
P4 . RFATDFH, &6~ 124 A 1K
AT BIhEk, AT NG N RS
AT

(Z) MM EIBTE RGN

THEREXNEAEFH#ATEHE W E
0y WRETURE IR KT, IR 2R L
KT k. A, FEFEINREET
REFREREGNE, EELHEWINANLE A
o U1K FF BE A H14b % 28 47« HBV RE JL535 48 47 fo
HBV DNAE &; ZEH3NMNABRNMIK, 1FEH6
MNARMIR. TR EE FHENATIRE
HWHEmERREEaRNE, FELESFES
ANARIMLK, 5B bt HE 3% CTER 3 EMRIDLF
& ILRT L i g

TN BHRABREETHEEENL

(—) RESEAH

1. CHBE #: % B#&%F%. TDFKTAF&/Y
48, #HBV DNA> 2 x 10° IU/ml, HBEK M
FkbME Z G, THENASHT £ (XA BEF
* % % F TDF R TAF''*, X I TDF TAF# #: A
BEFH, AAMGUHKREER) . T UKE
PegIFN-0/5 77 .

2. LRFR AL B XA B FF. TDF
HTAFIEJ7 245, ZFHBV DNA> 2 x 10°IU/ml,
HREAEASNEZE, ZUFHENASHET T
% (XA E# %4 W TDFHTAF, X FTDF
RTAFH W LH B FF) , MG YA
( B Ak Bl TDFs TAF ) .

(=) BRI IT o o 30 6] ] 36 97 19 &
#

& MEHBV R % & 3 % B G b 5 i8 7Y 3 % 4
HAERT AT S HHABVERE, EX7 S &%F
e B EZ T, 420% ~ 50%H HBsAgH P .
Yi-HBCFH M 8 B, 8% ~ 18%HyHBsAg [ M
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Fi-HBCH M BB B2, EJUMIE IR B K £HBV
R ST L W ST AC ORI A 3
AR 3K P vl & s VOO B TR R T 2
B % . TDFH TAF&T!™™,

B A 4 Z A I 7 B i R AT I R
#, i%mfmf%ﬁ“émm%%%Hm

HBsAgH M 2 B2 R 7 72 FF 46 8 i % 9% 30 1 )
B iz (@% 418 ) kR E 2 [H
H‘fﬁ}ﬂNAS%ﬂJPE%/A [6171172]

HBsAg[f M. #i-HBclH 4 #+, #FHBV DNA
M, bEEHTTGRERFEFETY, oR
HBV DNA[A M, T4 ~34NH BAALTAFE.
HBV DNA#HBsAg, — E HBV DNA HBsAg#t
FEME, R SCER B Bh s eyt

HBsAg[A M. #i-HBCFR M4, #{# I B4 57,
B ST T A A, HBVERIE RGE™
175], 339(%]%@{%)%%}117%@%%1 [112, 165, 168, 176-177]

RL Ak % 36 97 A0 5, 7 340 % ) B9 CHB B2 BT 2 4k,
B, NAsHUR&F T E. My Wil foiz 2 7N 5
LHCHBR AR HHE. XA TREWZ MR
T E R A B HHBVR e, K HBsAgH 4.
HHBCH . ﬁ%%)ﬂNAs%ﬁFﬁf NHEH, B
TR RN EA BT ERE, NALEEEF
% . TDFHTAFIEIT6 ~ 12/ f 18165781 g4 Ry Al
B 40 g 2 57 iR S HE ATt T A R A A R
ERBEMNENETEREDI8NA B A% EFHA
NAs"”™ NAst A E T & B AHBVA X, #
ERESA, MEFI2ANA, HEF1~340H BN
HBV DNA.

(=) MRt K 1F LA

BRI RO &I IRk & 2 B A HBsAg, Xt

—'J"—HBsAgBE] W H#EEMHINHBY DNA", ot F 547

FAEIRITE R, W AR A A A PeglFN-aif
37, UM IRATOAN A STAIET . 1697 #18 fr
RET M B4 M. & A& & 5L F PeglFN-a% i
YR, ¥k TDFHLE & 1677 . ﬁ?ﬁ%%@ﬁ
KV WTCHBY) B, HibJ7 3% b [F %@ CHB &
#, W{#F TDFHRHIEI7. M IR A0 a9k 4 -

E&)ﬂ%ﬁfi%%é’JCHB@Fﬁﬂ 7= J5 L 4k S A0
FIAN, AREFEFFNEEN, RERHEFE
NH%E, BREHA ﬁf’@NAs’}‘cPegIFN ok 677

YR E BT I MR A, EEEEE\
JITDF, #W48dk; HEERAEEFF, 7

FHE SR, BN EHAYTDFALIET; FEE
B THE-aiely, BWEZEREE T E 5N
Ry, HHKEREREEYR, FRERSEEIRN E
#: I TDFI&JY .

1 ¥ HBV DNAB AT R EFNH AR E,
YR 5 #1402 HBV DNAE & >2x10° [U/mI"™, 2
VWEEEH R WE, EHpERENES L, T
YR H24~28 B FF a4 & 9677, N FI TDFB thok
f—)—-[183 184] E}ﬂTDFHﬂ’ EI?L 3’:{;{%?% E[IXS 186]0

Sk Z 8 0 RNAsHy 2243, F T B 43
H&)ﬂh%\f])ﬁ%é’fﬁc 1225 17.2% ~ 62%H B &

AR AR RES, HEKER24F N, R
iw?ﬁfﬁ)ﬁ”*m HFE R4~ 6 B2 B M F
1847 X HBV DNA, twfif &ML Z 4 Ed, M43
MNAEEIVREFREONA, WRCARED, #
WL & I8TY .

BHEHFMFERTHERET A AT
HE- 0BT EREE, NEFRAGREONATTH
EAEE; MANAsHURH BT BREE, BRW
TR & FAINASIE Y JAE T A R, o584
T BN ARTERET.

(M) L&E&BH

JLUEHBVRE e # tn RA Tz < 8, B4
FRIFEFEN . ITEREFRSFELEL, &
KEHimERIT. LECHBEF K H L7 W
B iF#HBV DNAZ #|, 3 mALTE % % X HBeAg
e (EFHEKYRT TN KM
]"ﬂ gﬁ[112 191-192]

B 2E &R & EEEHESE (food and drug
administration, FDA) #ikyEH T )L & B H BT AY
BELTRTHEZo (= 1%) . BEFF (=25)
FTDF (=2%, HERE= 10kg) ©™, #HECH#
BTAFR THEDVE (= 124, HIKFE=35ke) .
PegIFN-a-2a7 i fl = 5% CHB)L ",

ALTH & #yHBeAg[H M CHB & # ¥ 4% | A [k
YR T T 3k & -a3 PeglFN-0-2ai8 77 DL 5L 3
HBeAg# %! "), @ # B4 F%. TDF
TAF# 7. ﬁz@ﬂt%—‘ ol FILE B #H WEFEA
EHERE3K, K (300~600) 5 #fr/mkk
EA, &AFEFHLL 0005 #4r/m Kk,
W H T2 K24 ~ 48)8; PeglFN-a-2a%F K 7| 180
ng/1.73 mMRREAR, A HSEY. B fH.
TDFs TAF#| & % /8 £ EIFDA. WHO3f #% & .
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m%%%%m%<%mwmm1
Xt F %38 T 3 &K -a PeglFN-a-2a75 /7 & £ 3
HBeAg# #: 3 HBeAg [f] 1 # CHB & )L X FF 7% 1t &
JL, TR FANAsiE T,
(7)) B EH
B RER A A L TIANR S ANE £
SR FTAE AL . eGFR< 60 ml/ (min-1.73 m*&k
FER) . BHARNFLE. ZEK. REHH
e JR I é%%%b%“* PEEER G FHED
REZIRBEHEE. LEEEHGEAEN
B, AR ETNAsHUR & A2 o 34 F M B oh ek
A, &R FADVE TDF&YY, ThBEFETH
W RES A B AR, TR 8 N LB,
Ejgzk_‘l-;[l% 196]
b R B, B e B R

Fo JLEMAKE (B HK2MHEIERI&E
R

i) (ke) 7l (mg/d)
10~11 0.15
> 11~14 0.20
> 14~17 0.25
ETV (4E#=2%, HiERE=> ~ 1720 030
10 kg;
IR > 30 kg, FBAGED > 20~23 0.35
> 23~26 0.40
> 26~30 0.45
> 30 0.50
TDF
17~< 22 150
Fh=28, HEFRE= 17ke, 22~<128 200
CINsyi9awilE 28~< 35 250
=35 300
10~< 12 80 (241)
12~< 14 100 (2.5%])
14~<17 120 (3~])
17~< 19 140 (3.5%))
19~< 22 160 (47))
F =24, HAERE= 10kg, e 24 180 (4.547)
AR MRF &, WA R,
FUEE A, 40 mg/h) 24~< 27 200 (54))
27~<29 220 (5.5%))
29~< 32 240 (6.0%))
32~< 34 260 (6.5%))
34~< 35 280 (7.0%3)
=35 300 (7.5%))
TAF (4= 12%) =35 25

7E: ETV: B#E£S; TDF: ®LMBERTFE; TAF: ¥98R
A& R A

B E, BEESFFHRTAFE § — % HBV
BV, BCTARYE B UL A R AT
&Y, AV AADVETDF ™™, H#f £
tINAsH, TAFEFEHHIVE £ eGFR= 15 ml/
(min-1.73 m* Kk @R ) HAFHENE, LM
NAs#EeGFR<< 50 ml/ (min-1.73 m*&EK @A) BN
FRELHNE, BAANERETETS5FEHMLY
uuﬁﬂm%o

Xt THBsAgE MM B HEEHE, WHAELE
FFRTAFE N T Gy 4. i FHEgmdE
J& BRORLE Ry, W 648 R G R R T 3
Z -2 PeglFN-0i& 77 .

HBVAE X B /N 2Rk B 3% 7T A NAsHLR 2 1697
A B AR FH R TAF™,

BN ADVERTDFHURH BT EH, Yk
W RESCH B R R B E S E AR, R
A B+ FHHTAF",

HEFEN15: CHBEH A B A& % . TDFs
TAFi£7748E, #ZHBV DNA> 2 x 10°TU/ml, # %R
RN FAe IR £ 5, ¥R ENAsIETY (5 F Bt
+ % # 4 I TDF % TAF, Ji fl TDF= TAF# 4 f B

BEFERBMAGMEKAFER) (C2) . H7 DB
4 -PeglFN-ai677 (B1) .
CAFF R IFREAL B B B A+ % . TDF3

TAFi4 5724/, #HBV DNA> 2 x 10° IU/ml, #
PR AT R R £ J5 . B VORI ENAsIEST (N
E & £ % ¥ F TDF K TAF, ji fl TDF= TAF# #%
FAEHFF, RFEMGYIREAHER) (C2) .
WEEN16: FTHEZ TR K06
FIEIT B R, ATAR BT AR L E HLIF ZEHBsAg.
#i-HBc (A1) . xf THBsAgMH#, EF¥ %
T 1 & ) B 29697 25 AT LA Sk E D R B HEAT
mEFET (Al) , MABE#HF+F. TDFRTAF
(Bl) ., xtFHBsAg[AM. #i-HBcfHBE#, #H#
FAIBZE s R R AT T A A, 2L
B B % . TDFS TAFH K& 477 (B1) .
WHEE17: BHHBVR L2 8 & #H &
¥R, BALYR A E A LR F AR R, T o v O 4
WE&EE, TUMFEATDFET (Bl) .
WEEN18: JmEFIENT M ESN TR
B, HHEATDF®RTY, #WSEdlk, HHA
N%+% A AL YR, #W AR A TDF#E T
(Bl) . HFRATHELT, ZUAEEARKE
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Tt AR, mEREREREMER, EHEHE
¥R B # FI TDFIG Y (C2) .

HEEN19: AR+ 5 HIHBV DNAE &> 2 x
10° 1U/ml, 7@t fn A ey &a £, TF
W YR %24 ~ 288 FF 4 o il TDF 2 4 th K % 0% & 6
Y (A1) . BERSE R Z I Z2AT a1 ~3
MNAEY. MFATDFET, BB AFREERIE
(C2) . FHJa & DEIN AN EYF A
HBV DNA%#1r, HEFEO6NA, KAEMFKED)
#H N SLEL B B F IR (A2) .

HEFEI20: XT3 8 AT 3 AR AL L,
NEEHFAATTEEFET, EFFRKBETNE
MR HAERA. 15 KU E)LETHELET
HE-aiBY, 25 KU 3% F B4 FRTDFiE
5V, 5% KULEJLE 7 # i PeglFN-a-2a, 12% K DL
A #% FTAFESY (A1) .

WEEN21: EHEREREL. BOdRlse
REZERERBTOES, #FEHFFHTAF
B8 —L&IHBVIET 254, BTAREEHF S
F &tk BT E BN, FEVMNFAADVEH
TDF (B1) . T & B BT s 347 & X
CHBE#, N A E{TNAsHUR & T2 34 F Wil
ek A . BN FADVE TDF# B3 & & B AT 2
RO B A AR R, B BUR B RRE
TAF (BI1) .

() HBVAHCV &I & e

Fir /T HBsA gl 14 # #) Ji 7 & 471-HCV, 4m} [H
M, M E#H—FHNHCV RNAZE E. HCV RNAE
EMRMHHFNAAETRE %Y (direct acting
agents, DAA) J677. WA EHH XK AHBVEKE
ty R, I M FE BB ARHC VG 7 3 8] fnfe 24 J5 34
AW, #WIKAELEFF. TDFRTAFfH F G
FEE 1 A,

HBsAg[f ¥ . Fi-HBclH M2 i FIDAABITT A
RIRF % A2 o & HBVERE R, & H
W % HBV DNAE B f1HBsAg, # i JLIH 4,
YU A PUE BT

WHEEM22: HCVRHBV A Jf & 4L 2 5 A
DAA&THCVHE, EHBsAgMH M, %% FNAsk
YL HBVE &, DAABN &RI12EE, ¥
# 42 FNAsiE/Y (B2) ; HBsAglt. #i-HBc
FE M B FIDAAR 8], % 4]l NHBV DNAfn
HBsAg/E &, #nfH%%, #Y R FANAsET (B2) .

(+) HBVATHIV &3 & e

F#HCD4" THE AR AT, RELHR
HIV#H %87 W 4E, HEVRF R IR 4%
J% #1877 (anti retroviral therapy, ART) . HIV#fn
HBV & R Qe b/ B ie /Y I MR R g, B
A HBVIE W 25 4, & A R 4k TR & 18 Y
(highly active anti retroviral therapy, HAART) 4 %
NAs# #3¢ Z TDFsk TAF + $i K k& 2 304K th 79 fb 3%
(‘emtricitabine, FTC) (X ¥ TDF + FTCXKTAF +
FTICH &R AA ) . 877 AR+ FAXHBVH X 3
. #"HBV DNA. R &b 8ein. HEZR Y
FARFHATHN. x4 THIVAHBV&JF R e, £
N F S A LM X HBVA 1 8y NAs (TDF,
FrkkE. BELE. HhAE. ADV) 7 £
BIT CARER, DLBE % F S HIVAINAST 25 0% oy =
é‘[ZOO»ZOI]c

FEEE, BYRIT2EE: OwilBF
MER< 60ml/ (min'1.73 m A XTH ) , Tk
#TDF A #TDF# . Q@ ILEF &K ZE < 50 ml/
(min-1.73 m*&F @A ) > 30 ml/ (min-1.73 m*
HWERER) , THRAFEETAF + (FTCH AL
KK E) B %, TAF¥ AR ME A FeGFR<
30 ml/ (min'1.73 m*R K\ ) E#. OFGMEA
TDF/TAFH, 7EHAART %ty F5ak b 5 m B &
£%., HERHE L WHIVATHBY & 3 & Je 4 b 4F
Y da 4, EWEAEERKKE (FTC) + TDF
TE R 2 07 2,

WEFEEMN23: HBVAHIVA R 4, #
W X HIVAIHBY ) # K 8 ik & 254 4 6
(A1) .

(/\) HBVAH X i o 6 3% 98 B &

HBVA X &M, EAME. Bin S EAmEHAT
TR EE W EE, EHBsAgM M W F
PR FIEN .

HFHBV &7 ¥ K HB VA X 18 fn 20 BT 35 88
% 3% (acute-on-chronic liver failure, ACLF) ¥
PR, 2 W s KA RIEE, BAFF M
K K T 3 T A R AK ACLF g7 37,5 2020, X257y
B, JB/YHBVAE X WACLFEf, BAFFHRT
Bk K PN, A NBER G R R K, At
K AuTDFig/THBVAE X #yACLF ¥ 3k 7. &
TDFAH L, TAFZE R 4007 57 2K 49 6] I =180
fE g Y, (8 R TAF 97 B 2 #6 32 98 49 I R IE 48
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WA, BB B HBV DNAE & K T2 857
Hy 402", FHBV DNAE B K FHE2~4A K
6 T2 1glU/ml, B & HFETRE Y. 5
FHY N EFERE. B KA HNAs (BHEF
%. TDFHTAF) ", o Zm i Fhka)E,.
B IR 9T R K B

HHFEN24: HBVAE X ZHE. A, B
R g M T T B 0B B, FHBsAgH T YA
il E& K%, TDFHTAFH A & 677 (A1)

(L) HBVAE X A 40 i i 4

HBV DNA[H 4 8 AT 40 i % B # # % $1HBV
BN HRDFARBEREHNELR, RELAKLER
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