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[Abstract] In order to update the prevention, diagnosis and treatment of chronic hepatitis B, and
to achieve the goal of "eliminating viral hepatitis as a major public health threat by 2030" set by World
Health Organization, Chinese Society of Hepatology and Chinese Society of Infectious Diseases, Chinese
Medical Association, organized experts in 2022 to update and the guidelines for prevention and treatment
of chronic hepatitis B in China (version 2022). Under the idea of more extensive screening, more active
prevention and antiviral treatment, we provide latest evidence and recommendations in the prevention,
diagnosis and treatment of chronic hepatitis B in China.

[Key words]  Chronic hepatitis B; Treatment; Prevention; Guideline

-

4

1309 -

4B B 2F 2 YL 27 & FUITFR 2540 & T 2005 £ 44 Dk 2> 90% , FE T2k 2D 65% . 12 W Z 1A 5] 90% FG T ZR A 5|
HE NG X EZHIT T OB RBFIGTEEEY, I 5 80%™, MHE HfHLARYE CHB Wi Bl 2 W AG YT , I KR
F20104F 2015 4 F1 2019 b7 T8 #r, L34 %, B W #2E CHB py2 W R 697 % (H ar 3k

& {7 31 g 22% Fl

SN K2 VE SRR 4R 9% B (hepatitis B virus, HBV ) J& 4t 15%"") , AT Bk 2D A SR BB T3, TR F A H5 7

A R A 25 pF oS BV EUAS T E B, R A D AT FE B Bl AR A B N AR A AR A 2 T I PR
A4 2H 21 (World Health Organization, WHO) £ i 19 Ya B Y A AR Y, BRI & R IR R BRI b e (297
“20304FJH BRI RETERF RAE A AKX A GEHE "8 H br, Ja it A RE A VRS ), 456 2 3t AR (FRA T 4H A0 {2

21t LB 2 (chronic hepatitis B, CHB)# & AL % [R1G E %) DA DA &5 (1297 1RSSR AU T
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) F MBI 5, B A 1 S UL AT WK Bk s 2 0! A
7798 FE I A e A R, RF T 5E 2L gk = J2 08 lm PR AJF 53 k3% A1
i) A 38 B TR Y R, AN R AR HE T

A Y8 B B TERS BhlG R B2 I AE CHB 19 Fiily . 2 W fliG oy 7
SE B P A R R, BT 5||5§$‘ﬂ?f PR , A AT fig B 5 5K
ke CHB 2GR I Mt , IR I , e R = Ui 7 T % B4
%%’fﬁ,Eﬁ?ﬁﬁf?ﬁﬁﬁ%ﬂifﬁﬂﬂ%fillﬁf?EﬁJT‘.’:"‘t"EE‘E\,F?EH
% (0 E e B A A B RE B CRY R AE
PR 22 56 A0 a] A1 89 By w8, i i i S FR 29T T &R

ARIRFE P RIESE S A BRI C 340205, #HEXF m
FEA R LA 2 A0, W% 1(HR$E GRADE 741217 ).,

A5 FPE M A R AE , WL SRR 1,

*:‘ﬁiﬁﬁ%%ﬂ?ﬁﬁﬁ

. AT A HBV gL 2 i B i fr . # WHO iz
18, 2019 4 4 Bk — g A #F HBsAg it 478 h 3.8%, 29 F
150 J7 % & HBV B, 2. 96 {2 [8 B e &, 82 77 AAET
HBV @ 3t fr 28t i iF = 35 . JF 6F 1k 20 1 40 B9 9%
(hepatocellular carcinoma, HCC) & #f 5 95" . 7 F|
HBV JE 3t 2 A= 4 1% 55 IR 23R B 52 W), AS [] 3l X HBV g3t 1)
AT Z RN, PR EHL X i dT X, 2019 4 —
% AHE HBSAg MiAT3 8 5.9%, 296 14 1 # & HBV Bl
F 116 218 Y, 47 77 NFET HBV B AH 5% If
RAEY

2014 4F v [E] 5 9y 7 By 325 1] A0 (Center for Disease
Control, CDC) &L R i, K E 1 ~29 % Affi) HBsAg
FHE %R 2.94%, 5 % DL JLE 8 0.32%", R4 Polaris [E
PR = G EH 2R, 2016 4 FK [H — ik A #E HBsAg i
750 6. 1%, 181 HBV &Y %4 8 600 17 ',

2. fBikEte - HBV 6L 5L | I (B 45 B2 TR A 2 B £k
/NI ) AR Al A 4 . ATk = AR ZMR SR 3, T A K
L) 40%~50% ", 2 R A AR A 2 HBV PHE B 2R Y
MG/ SR AL . TF351 HBV DNA /K58 A ) LJEK
g HBV XU % UIFH % , £F5% HBeAg [HE . HBV DNA 7K~
SRy e RS AN

i N T B 258 L0 R 422 ik % 398 , L3388 7™ 4% Ui
B ARG 00 1 L 9 AR L 7 L A BT Y I 154 L AN A
G ERE (AR S . TR e O ERHZ Y7 8246 5E ) F T B 9P g 4
1 05% ., HBV 0] 2855 40t 1 B2 Ik 503 IR A% 4% , an BRIk 2%
e (B2 SCE FLEIRFL LA B TR 2

HBV Az GE MR EE . Nk, HEE L
VEBR A 36 e fi, anAE R — A B LAE(S 3 T ELEE) |
1T W90 B — T & L[| — &7 & AL 0 By & O I
WA, A SR YEHBV, ATIHR S ML 58 R &
B HBV 8 £ I B2 AL (Igfn 2 B 26 ) 5451

3. ik

(1) PRIP 5 B B . 32 Fh O BY T R 95 v 2 7 P HBV 8%
Qe A R ITIA

O RPE T B AT g 208 A L, HR 240
JL S B AR R e NEER AR s e ABE .

CHIFRIEH T ZEMIA L, KO0, 1.6 H I
Fr, B R s 1A m , 7E 56 1A H M S 6 4 H B 535 56
2555 350 . B O AL R B v RS . o AR )L
AL Sy R AN = A JUL B R R w2 00 o AL N S 5 JLEE
N = 5 IS S IR E

A LSBT 2wy WY RN T i A B B S AL %
FEW AR 10 png, AMEeHEE HBsAg FHMES /™,

HBsAg FHPERE 2GR # A4 L, WAEE R A JE 12 h AR
A OB R 22 52 9% Bk 4 H (hepatitis B immunoglobulin,
HBIG) , HAEAR A T 35 Fp C BUF e e i, B diEfT &
o) FN W Bh 5, 5 A 2 5%~ 10% HBeAg B #E H HBV
DNA /= 7K P2 fr A2 22 L% A& HBV 3L, 115 [ [ 2 &
i £F2% HBeAg PHYE: . HBV DNA & #3 | fEFh 74k F1 HBx
FERFRAE", HBeAg BHPEHEEEL 7 H W BHE 4T -HBs /K
Y JLEE , N AE 2 27 B SIS g G e 31 5, 1 AN 22 55 21 FL AT
-HBs FF 5% Pl o e s T 5

AN & BY T 98 95 e ) 22 R < 6] BN S 9% v 3 )
20 pg B EEEE OB IR v 8 20 g = 2H A [E] AT R O SR
(Chinese hamster ovary, CHO)4IE Z AU FF 98P . AT
T 9% D RE AR K B Jo BV 5 35, I 38 0 g5 e B A2 FhoR (A
60 wg) B U X0, 1,64 H AR Jo by 25 4 ] F-3 Fi 1 5]
60 pg B 371 20 pg SR , I T 58 0 2 IFEFIAE
Frla 1~ 24> A BRI G $i-HBs., ani o & , o] H-52 f
15760 wg HAIMER CRIRF 29T . AT HBV i iH%
TEME ORI R QB RIS =L ar . BRikE R F
TR IR A7 (0, 1.2 HAE ) Egiuk B 2 n]
A",

(2) & HRAL TR O i 2 1) HBsAg PR, AT &
e g 0  Am E 1Y, B 4% FLE ] 24 Hb CDC 4iR45 , J & 13O0

|4

T EFER AU SRR

gl I A
WETE =5
e A (A) RE— WA KA HE SRR WS Z5 R A O
hEfE(B) BE— W 50 AT REXT R PG 25 R B (5 O = AL H 2 52
R (C) PE— 2B WHHCARAT AT HE RS W2 PG 5 R , Hoaz PP AR 45 R AR R HERIZ
AR5
s (1) Fer % R RN IR HY O | B n] RE R T S TR 2 W AR 7 ROR , 43 5 e B AR 2 LB
SRR (2) WERE I S Z AT, e R WA TE AN 8 P, sl B0 R fE 2 822 YRR O 5 , 500 1) T 3 AR S5 A 177
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H R BRE R 1 EAT 1L HBsAg , $it-HBs #l4t-HBc /] , X}
@%EWZ@W%&E‘EH&

HBV B 8% 35 1y 4% Y4 e I 35 22 B T 1 i HBV
DNA 7K, 5 175 TN & %8 5% 2 li# (alanine aminotransferase,
ALT) . K & & R ¥ 4 % (aspartate aminotransferase,
AST)FIHLL K To K,

WAZTEA I T AFE A TR B R FR A A S A H By
o, AR A I HBV B brasdy , AR 2 52 8
WGIT PRI S H R H B, 120 HBV R [k 7
NALR B 00 J] 5 g S B ET 5% EJJ:%JUﬂl TH A AY
‘B MIEER 5F, H @€ B3 e vy s 282 I i B MEAF
1B R BB R ORI R PEW

(3) VW% f i A2 KT 22 2 5 (60 3% B £ A
IR EMEETH ) I ™A% 81 Be Bre JRee & 78 A i A o 191 B i
1L o o A S N OB el ol i = vl R 1=
BRI R . B e 1R N HBsAg FHYE R, IV 32 Fh 2 BURT 48
9% 1 2R H A s TEPRE AR YR BRAR B0 AN BH I, I (88 H] 2
22, VAT B HBV R At 1 5 14 8P4 %2 &R . X
HBsAg AR 2209, R &k e 3 5 i 28 ), AR AIE G &%
1 Se B, Do A LR R TR 2 .

HERR 1: X7 HBsAg A2 i g A L, oA A s
12 h R B3R 10 pg BB OB REW,7E1.6 1
HBEF M as 2 B 3R LSBT Ry (Al), fBE
ek L, WA i JL (<1 000 g) ™ H AR i |
5 W HE AR, AR fr iR E PR s, S R4
BRI CBUF 2 9% (AL)

HERN 2. % HBsAg [HMERUATEEESZ 008 A4 )L, W7
HAE e 12 h WR B —#1K 100 TU HBIG, [A] B 7E A
[ FERA R 10 pg BB ORI REEH . £ 1.6 H I
o A e AR 2 /50 30 OB R BE T (A1) . BEON HBsAg
PH P B A TERE R A L, THEMEE 3 A BT RIE T f5
| ~24~ A1 HBsAg fl$t-HBs ki, 77 HBsAg P4 |
fr-HBs<10 mIU/ml, ] # 0. 1.6 1~ H 9% % ¢ H- 2 fp
357 CBURT R 5 v HBsAg PHAE , s R L, b 7 1 i
i (AL),

HEFERB N 3: HBsAg [HTESUATEREE B = L AR i
w7 JL(<2 500 g)t )W FE A A 12 h R B35 HBIG
5 1A O R . Foro JLelfiiic = L | Hilid e, B
70, 1.6 HERFZM 3R AT RAEEm Rk (AL),

WHERN 404 JLFEH 12 h R T HBIG 1 4
MR Ja , Al %52 HBsAg FHYE BRI 7L (B1)

HFER I S X TR 2P BOR 7€ A OB AR P2 1 %
My JLEE, I SR T AR, 5 150 5 58 2 50 [A] [ B Ta] R >
28 d, 55 27 55 378 kg =60 d(A1),

HHFERDI6: X 3| AR F o &3, ol B 17
60 pg =k 3 7] 20 Mgi_ﬁéﬂjﬁ,}aﬁuﬂ T 5 R 2 IR AR
Fe a1~ 24 A B 3G $i-HBs, 45 J6 . &, o] F-422 A
157 60 pg HAHEEE LA R (A),

mm [

WEBWT: S/ 2T HBV F Al fE DA A3 .

(1) 7ED5 O Ja Bl B de 57 e, HE 5 0 A 9 L, F3-X% 19
Ok, A )Ja HiEER A (AL,

(2) WS B HBsAg, HBV DNA,3~6 1 H e &
#(AL),

BT LM REZEEHITFANEE, HEH
fi-HBs P ($1-HBs>10 mIU/ml) ¥ , W] AF-H 4 HBIG
B BT RPEHT . WIARZE R B R RIE T, B At
AT 49, (EP1-HBs<10 mIU/ml 5% $ii-HBs 7K F- A
3, WAL HIE ST HBIG 200~400 TU , [A] B E A [A] 357 2%
P 1A CBIRF 22 B/ (20 wg) . T 1A H M6 4~ H Jm 40 7l 4%
Fes 2 57 A5 37 S AL R A2 R (20 pug) (A1),

WERBI8: A R AFE A A B 18 B AR AS T
2oy gt B B, V4T HBsAg i #r . X — i NBEY W i F7
HBsAg fifi & , %F 7l 2 AN & 2 % &t fg #%§ 5 (human
immunodeficiency virus, HIV ) f&3s & B BT HE  H
ik 25  HBV B 0 4 A8 A0 2K e 22 i o | 322 52 9%
P 57 = P i R 25 0 L Bl TN AL 4R i B (hepatitis C
virus, HCV) 2593697 & <5, DA R B TEMF R 8 &2 &
H(B1),

L ARIREE

HBV J& & DNA 2R, H AL R 2H SRy 30 XUaE PR AR
DNA, %% HBsAg . HBcAg HBeAg 7 &8 2 A if A1 HBx
HH ., HBV BT 858, {165 'CH 10 h,## 10 min
B R 72 IR R] KGE HBV, R O I T i | O
FIBLARXT HBV A 4 HY K G ROR

HBV i@ o -4 A R Y 0 2 - 25 hed B B2 - 1y [F] 3% 12 4R
I (sodium taurocholate cotransporting polypeptide,
NTCP) 1E R Z Akt A FFZmE ™, 7540 Az 1 DA s DN A
A A 2 R 3 O H] & F AR DNA (covalently  closed
circular DNA,cccDNA ), cccDNA M A EE R, 2 52
e PR GL ) FE AL 22—, PAcceDN A SRy A5 % 53¢ 17 AL A
g 5 4 RNA (pregenome RNA, pgRNA ) 7] B fit A4
I, ML7E HBV RNA %A R 5 A4 N cccDNA %% 5% 35 1
Ax, HBV AR & 218 EH A E FH D, HBV B &8
N5 HBsAg R4l HCC KA DIHE 1,

HBV 2/F 9Rp (AR 2 TAY) B AR 1 oK g AL (1 Y
(JA)PY, FeEAB AR AL C ERE Ay, HBV ALK A
SERERATICE aiGIT VEA K. HBV B,
WA SR X YR AL 2 588 (FR ) £ {04 [nucleos (t) ide
analogues, NAs 254 %, 81 S/SIX  HA O R FIX .
I C/C XWyalr 2842 nl e 5 & 4L SR e s A HCC
AR,

N = PN N N

1. HI S HBV ERYLE) H I8 81 2 BT w5 il AE
FAHBAER , A B HBV B B9 4 1% 2 2 s kA gty 3 22
NERZ—. MAEJLI1%Z A NES) LAY HBV By g 4 ik
AU A 90% ", 11 il N HBV JERGR 184: Ak XU <5%*Y,
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121k HBV & H 28 s iy R 4> E BB D
b A2 Fr i SS HAT SO R . N TR, — i
K02 HBV B K] 4 ok 4 4~ 3170, Bl HBeAg BH P12 14
HBV B3t (08 F5 5o 22 i 52 38 12 4 HBV #4745 |
HBeAg [H 4 CHB ( th 7 o 52 36 B ¥ . S 2 16 2 1 ) |
HBeAg {412 1 HBV 23t (W ARAETE 20 31 | SR 445 0 41
AETE 2 v HBsAg #47IR& ) A1 HBeAg FH I CHB (1 H
Wmahil), W2,

(B2, AT =R EEEE. —2 B A ok A
TR ek R A B> H %H’J%F%IE%FE%’?FH%
FEEEFR AR, H BT K H s s A U b ae R 412045
bt E LA BT A B R F R T AR 3 . R AR Y
HBV Bt H 7 S R HIX 4 8, Blan, & /D 4F 50 AF B
HHIRGY HBV, 2 JoBEAE Fr bR e ief 52 H3 ™, i B 4% 2 A PR
AR s 15 FR W™ s HBeAg A% CHB 7] DAM HBeAg FH
P CHB iRk, Mt A —ELd " EFHan"., =2
184 HBV YL iy 5 28 273 HH 24 7R 5 s K2 22 F% . CHB
U EEIR T B3 W R A 58 22— 3

HBeAg [H1 CHB & % 7] 3 H % 1% HBeAg IMLi5 5%
G, A e e R R 2% ~ 15%, AEIR <40 %  ALT JH & .
HBV EFH A B4A B 3% &4 % 8m" ., HBeAg I i2F ¥
Wilg , B4 0.5%~1.0% &4 HBsAg G, R iEn,
HBsAg 7 FH 10 4F 5 , 29 17.8% 19 3 135 HBV DNA 1/}
FEMED, >50% s A FELL ., A HCV 50T AL
45995 7 (hepatitis D virus, HDV ) & 4x % | Bl {#i HBsAg JJ
4o AT KA HCC ] e

KAYUREFEIGTT CHB B E 1 I8 AL 4F % A 3R 2% ~
10%, f& B PR 2= A0 36 g 3 (AR K L B Mk L & 4= HBeAg Ifil
HFE R >40 %  ALT 7271 & ) , & (HBV DNA>
2 000 TU/ml.HBeAg £4E M  CH P M), &I HCV.
HDV 8 HIV gy, DA KA HAth 453 4 PR 3= (40 16 v =3 A
PR ) AR A I R AL P R R R R AR R A RN
3%~ 5%, RACEEHIF AL 5 4E A F 2R 14% ~ 35%"",

IF 4 b HBV B 2 1) HCC 4 & A 2 5 0.2% ~
1.0%*, JFfEfb B HCC AR K43 3% ~ 6%, 4F >
40% FB1E R4 A HCC Kigs: \HBV w7k P& il L ik
W AT IR RE R R i SR R Y 5 HCC

T A B

(EASF RN 2, #0 R AR g HBV B34 15
1 4, 7% H HBV DNA ALT /K- Sz 2HZR == ¥ DA B 5 T
VAL 4 3, 76 SCRR AR o0 AN 72 01718 HBV gL 2,
215 28% ~ 55%°M il “ANEA E #1T REE HER 2 FE AbAT]
Ab T —AF0 S 3, T 2 A A THE AR B o B, B
15 A ge W X 7> HBeAg [H4:12 M HBV Beift 35 5 HBeAg
PHM: CHB i, PA AN GE B A X 4> HBeAg [HME HBV B
+ - HBeAg [H4 CHB &3, MR T HIEAY |24 HBeAg
PP R gy (AR SR 52 3] ) B HBeAg FHPER) HBV gt
F (WARAETE BN A ) | X5 0 8 35 95 e o e XU PG AH AT 388 v, K
Ml RE TG BRI, AR G, A H R 8
vl ot i 1L R I = R N B O s A T SN )
kb, A F T RPUR G I ABE.

2. FHREHLE A2 HBV BRGLr) ZIm L AN 2%, 12
SR SEa R, HBV AEZBIA A, %5 E i
P2 . 2 T BU Al BB 351 4% S 9 RE TR FE Y F= AL , 10 9 AE
INBE R 247 70 8 B B2 12 4 HBV B 35 1 Ji Sk JF i
EZEHCCHEERZE,

R4 S PR (1B A ) Sy by 57 HBV B 9] 1 % 4% 5 %
YER , I 13 2h J5 224 M G B ) Sz vy 25, HBV 7]
It B & HBeAg HBx F Z FpE L i, TILZFE S
g te , NP dl SRR e e e . A By sR . CHB i34
w2 I oAb R I A e AR B 28 0k 48 MY (myeloid  dendritic
cell, mDC) F1 3 =8 28 Ak 41 2 (plasmacytoid dendritic
cell, pDC ) #i % A%, H mDC i3S, pDC 724 FHEE «
HE 77 HA S BRI, AT 5 ML AR B2 0 s 22 RS AR HBV &F
S T Wk I BE 1 R I A FI T s

HBV 5P e 52 W B 7E 1 [ HBV H e 32 24 ',
CD8 4 fid &1 T ik L 40 HE ] i35 552 HBV B 11 248 1t
=, ] o D0 y 0 A0 AE g HBV B R Rk
A, 18R Yer, HBV fr Rt Tk B4 ) 1,
WS FE fig 7 AN A A N 1 fig 0 3 e R, AR R e
FEIE , X W] BE 2 S B HBV FR 22 B (1 dL ] 2 —"', HuErA
b, HBsAg 5 40 ff 504 T ok B2 40 it & e = A1/ 58 3
BEA A2, 2 FEUE M HBV B 35 & A o P i 52 B e 9 . 25
ANFE oY R A

T2 2EHBVELLH IR0

HBeAg [H{¥: M2 HBV & HBeAg P g HBV G
5 (%aﬁﬂgﬁﬁﬁﬁﬁgﬁ uw§ e CHp (ﬂEfﬂ';ﬁgﬁ%zSEﬁﬁsﬁ ié Hpene L EHE
e ) (e il TRl e il sh i) £ 2 B Ag B (P51 sh 1)

HBsAg(IU/ml) >1x 10 + <1 x 10 +

HBeAg + - - -

HBV DNA(IU/ml) >2x 10 + — +

ALT <IE#{E LR RFEE a2 T <IEHE LR FrEL s K Z T

FF U B = T B RAEAFER A4 A B 2 RAESLIE A/ A el {fNARERIE, \TA A A B8 %2 5 36 58 Fl /50 2

i

[ B2 L) £ 44 it

WHHBV. 28 %298 ; HBsAg: Z U %2 sPL)e ;s HBeAg: L 4

e PR ; CHB 8P A BIRF 52 s ALT . TN & iR 5% = 1
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—

JU S5 R A

. HBV IfiL & 27 &5 0 . 4% 42 HBV I35 27 1 25 9 6 35
HBsAg.#i-HBs HBeAg Jii-HBe #i-HBc fi1$1-HBc IgM,
I 5 HBsAg 1] Hf cccDNA 5% 1) mRNA B3¢ 7= A4, ]
HEEA AT FEFAR HBV DNA FF 5 &% 5% 813 1 5 .
HBsAg PFHM: %7~ HBV B4y, $Hii-HBs AR HEPLiE, HFH
HFRRNESEHBV g ), W OB RER I gz L2
R w # s Pi-HBe 1gM FHEZ LT 2 S B4, 1 12
PE HBV gt SV AR a] 24K 7KF-PH M s $it-HBe S ik
QBT HBY, NMe i a2 B s

FE 2 $i-HBc 1gG,}
b5, BEHOA 8 5 o8 PETE

HBsAg & sl CAE lm PR 8 2 A, H K1l
WP I 7 B S B e KU, T ] T S EAH AN TR
M L T E+ L& alpeginterferon-a, Peg-IFN-a ) 1697 .

2. HBV j5 &7 s il

(1)HBV DNA E#& : % Tl HBV J& & 7 55
B KA, 2 PR R IR T A8 Y IR AT ACH WY BB
. HBV DNA JE 5t R H 35 i & & R 1 B 5F [ W K&
(polymerase chain reaction,PCR ), i & & M7 72 80 &
des, HAlE & FRAA10~20 TU/ml & 2 AL, X
iy HBsAg PHM 3, DA E & H ihditm 516971 CHB
B R & R SE T € & PCR A4l HBV DNA,
A BT A AR R E i B, AR R R PUE =R T
gl S B IR YT T &

(2)HBV ZFH 8. H i, o] %7€ H 2 /0 9 Fp i B 3L AT
| PR e B, — U B B n] o BOPp EL I AY , K HBV &
AU B F 100 T4 27 30, I m 7is

(3) 1 25 2 22 BRAG | . HBV n] DATE 18 M 155 S B gy 1ot
PR A A HORNAE S, AT R P a2 25 W6 T 185 3 1 7= A
AR N S BTN EE 2 Y BURE TR,

HFHFR N 9: X HBsAg FHME# , (4% IEFE R Z VU 7816
Sy CHB 883, I A BE >R H 15 2R S0 ELAG ) 28 14 71 [ R 1Y
HBV DNAfEI HiE(E&E FRA10~20 TU/ml) (A1),

3. HBV B AR S Y e

(1)HBV RNA E& : 0A N5 AN cccDNA §% 5%
mERE K, AT 7 HS5 HBV DNA 58 48 & #%
Lo FH 95 $it J7 (hepatitis B core-related antigen, HBcrAg)
PRATAETIN NAs {524 J5 5 & AR i B2 H 5 2 75 0] PAYE A%
LB HR SO N As IR Ol == 4l ) 5 HBsAg 78 25 Ja i
PN B B B SR TR TR FHR R,

(2)HBcrAg: 22— & HBcAg . HBeAg . p22 i H i
B SRS, 5 A M N cceDNA 85 iAo . G
FEARV T HAE XX 439500 70 8 Je 1 Peg-1FN-o 9% B2 7
W NAsHE 2 5 i M HBsAg JH & \HCC A& A KU S5 7 T
[ty J87 i 15

(3)$t-HBc & = : A W77 o, £ R 2 iEIr g2 HBV
YL R E R, ALT IE R <80 TU /L #F FFH 4 RIAEFEE
fHi-HBc & 87K F 2 12 3% EAH 5% 5 1697 J5 $i-HBce & & 7K

T RS BT R AERR B R A (R AR AR Y, Pi-HBe &
7K R R 47 4 AR EAH 21, e Ah , A FFE B
I HAE K 59 o3 81 T Peg-TFN-o 11 N As 4095 5897 %L
(&= 2y Ja & & . w42 o &P i 3= 9k (acute-on-chronic
liver failure, ACLF)Ilf PR/ %5 0 i B9 B

4. MiEEYCFER D

(1) ALT 1 AST: ] ¥E — & B B I 52 W T 41 i 453 45 2
T K R R B ALT FH &3, Bk — 2540 b7

K

o NI
PRI

(2) B HHZLER : 5 AHZL 3= A B, 3 B A AT HE A ¢,
T v B 32 2 g R el 3 4R M 45475 L B P A IEAE FH 28 H 2T 3R
R A L, = R B AHZL R W >171 pmol/L,
aaE H EJF>17.1 pmol/L, W 55 % !l HoAth i [ B EUH
LE 8 T2 Gilbert Z GRS R IS A IHA R TS
1 Dubin-Johnson Zi 5 fE 5[ BRI A5 G IHLZL R T 5

(3) I3 H 2 H « SO A L2 68 , I A0 F0 A 38 05
BA A MLEFHEB K ME, BEBKFFEBHEZ2]E
FRAROLEFE R R B2 M), BEob, b W i B 25 & 1 & K ArE
1 B8 HK-FRRAR, S W s e E H E R .

(4)%E 1M B )7 B (prothrombin time, PT) | ¥ 1M1 i )5
i 2l 5 (prothrombin activity, PTA) &z [E B %5 #E 18 FCAE
(international normalized ratio,INR) . Jz B4 JT i 358 I0L &
T B RE , 0 FI W s 12 e e 1 J5 A S A E

(5) MLJE v-4r & Mk ¥ #% Bl (y-glutamyl transferase,
GGT) : 1IE# ANMLiEH GGT 22k A FFIE, 8RS T . 24
Yo 9 REAE 498 1 I MR IR AR B o] 2 5

(6) IfiL. 7% Bl 12 W 2 Bt (alkaline phosphatase, ALP) ; fift
Z e e, RE I AR 3 ALP & Rk, TS 2 B N I
W22 GGT ek ALP [7] TEg7K-F- T} &5 Il PABAIA

(7)HsE B & H 7 g L3 212 i HCC iy #= £ 15
e WMEBHREAITSOEE . ShIEZML, LEHE
ALT M AST WTH < K &R, 45 6 lhm R 2R DA IE 5218 4
A RIITLR AT,

(8) 4 4= & K @ik = B 45 $t 7/ - I 5 7 & H (protein
induced by vitamin K absence or antagonist- II ,
PIVKA- 11 ) . X 24 Wi v #& 4 ¢ I & ) (des- ycarboxy
prothrombin, DCP), 2128 HCC 1)/ — 1~ E=m E 5815, 1]
SHBEBE N,

T 4 4 T BN 150 R

L. M Ar )

(1) AST #0117 #z b % 5 %% (aspartate aminotransferase
to platelet ratio index, APRI) 34 : APRI & B T 18 1
HCV e # Bm it & 09 i T1FAl HCV #H K 2 4E (b A2 FE
WaPr. T/ 23 APRI=[AST /K /AST 1E & 18 IR
(upper limit of normal, ULN) x 100] /I /> #z 31 %% ( %
10°/L) , i N\ APRIZ2 $2 /R A7 7E FF 4k , APRI<1 DU B JiF
fiEft. APRIImIRE Z 28 B, B4 R 8 S8 <80 (B
PE7 , AR T PG HBV #H 3 JH 25 4 AL FE B2 1) VE R 1 3%

s

LY
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{7, APRIZE SR 3 52840 M A GEERR S, CHB [
YU BRI 5 0 JE 41 A 100 5% DA S IR 5 T

(2) AT 21 4E 1. 4 [H 1 48 £ (fibrosis 4 score, FIB-4) .
FIB-4 & T2t HCV BauE 2s it &2 0, T H4h HCV
MR AR fabr, TR A L FIB-4=4F#% (%) x
AST (U/L) /[ 1/ it % ( x 10°/L) x ALT (U /L) "],
FIB-423.25 0] 12 Wr BT £F 4 1k 1 Metavir 71 53 =2F3, FIB-4<
1.45 HEW: Metavir iF4r=F3", FIB-4 [A#£ B A i . 55 H
R BB SR A e i Y. CHB BUE JUm sEIR YT
Joi W JFE 21 A A 0 55 1 100 A S I PR 25 Fey ' ™

(3) HABTEF1 - 4 A A0 Jox 5l o0 a0 75 B Jo % L T AY | i
JRAK IV AL IR | JE 2 0 & H S 3 A] SO 2 4EAL K AR
OL s GGT-IL/ AR FEAE | 21 40 FE AR R 4311 B B2 - /Al FE AR
P IR 0 4 b A R i v e R B R R H 73 (golgi
glycoprotein, GP73)§:& AST & GGT u] e v & FF BT i
RGEY I A L2 FERG 3 FE 7 1 1 (chitinase 3-like 1,
CHI3L1 8¢ YKL-40) o] il ALT 1E & 8¢ % BE & & & 1Y
B AR AR R AL (E DA B A8 A 3 = ] AL PR R A
g8 —12 W FHE.

2. JHF B B JEE AR I 5E (liver stiffness measurements,
LSM) : LSM = % 4 5 B T 88 75 5 AR 19 5 I 55 P 818
(transient elastography, TE) . & 57 ) 7 844 i A2 (point
shear wave elastography, p-SWE )1 — 2 5§ 7] J57 58 'k gl
1% (2D shear wave elastography,2D-SWE), PA fz g 3t 3R
il PE Bl 1% (magnetic resonance elastography, MRE) .
MRE ] 5 4= R 3 0P A8 I A 4E AR BT, (H b T H 75 RN
LA, PTG, I PR A LT R

TE W &5 h) iz, Ae 1% LR A b - 1 F 8 B - 21 4
T AN R4, (B0 5 (8 52 I R AE PR A6 HH - TR AR AN
JEREWT 22 F 2 M A =2, TE 45 R AERR 45 5 35 ALT
KRR 2L 2K V44548, TE T CHB AT £F4E4b 43 8512 W a]
22 (B S AR TRS W T 4R 41 & IR (2018 4F B
BN

[ 2 10 Il R AF 75 % B, CHB B & B 296 97 26 J4
TE %35 T %, 0] 22 H £ 4 1k 200 %% F1 98 0E 1 1B 1y 3L 8] /F
H L, TEZi RIS ESZEER Ik CHB & Yimsi697)a
%) £ 2 Al 30 3 A G R 45 R A1 35 S8 B2 WP uESE ™, Bb Ak,
YUREEIRYT Ja TE 192 B $HME S 16T BIA Fr A Al B B 6t
R

it 4F 3k, TE | 58 /Y B4 AIE 7 B {8 (spleen  stiffness
measurements, SSM ) #i\ A ] DA K FrHM (<21 kPa)s(is
Wy (>50 kPa)llm A& 5235 11 #8 ks =™, 18 T AR Ry 4 B B
BE— 2R B R B ik KR B . AR R,
7 38 2w = = W A B & B R AR AL B, LSMI
20 kPa I /Pt £e>150 % 10’ /L H.SSM<46 kPa nJ [ 4
e XURG: & A i ikt 5, e R B R TR A

N BN

s g R A py £ 2 H a2 h g vk HBV g 1 Il R

I

P R S TR TR AL S T ER RS RIS BB
{7 P 95 A8 S5 3 PR o, G o B A e A s A B AN S
HCC!H*!

1. MG ERE 7o K A« IR R PR G A n 4 U2 e L B
ST RAR BT R EHT, MEE RS S
o AT DA ZE T A AR LA B /0N L AMIE | 56 i [B] 7S, - RE
S [T DK L R RTFF Bk N 42 S i 175 0 , DA R A el 7K
R FE s R BE , AT WA TC BT R 1k B ] k5 1 5 BE A &%
B P o5 PR AR 6T N A BE R HCC 22 K

B, R I 5 HE AR AR A AP . KR BRE 2
B A8 o AR, A 465 OR 2y 32 i e PR HE L A8 A i iE P AR A
BAER ORISR A

2. Bt &AL E A d (computed tomography,
CT):CTEEMHTUWEMEELS, TEA T, %I 5
(LG 22 T 2 A A o B S s 2 W CT 5 X HCC |y
W B A BOm B RIEEAEFR R E

3. Wk 4L B %8 (magnetic resonance image, MRI) .
MRI JE R SRS , H R iR aE , Z T L. 2 P59 R, 2
FEERARNFREZBEFERE, — AN, SR 8
MR 4= S JH A 248 M9 45r S R 18 5 57 S A 0 26 0l R LR PR
WS AR AE e 1L T3 CT,

SRR SpL koY g

184 HBV e & i H 236 & 0 2 H 82 PF 0 I IE
RIEINIE S A HEAL AL BE , BHA A Jo T8 46 F HE B 5 At fF e
P, AT A 7€ 12 W F T 70 /S L Sl V6 7 A0 07 242
fEZAKHE . CHB [9 3= 2295 3 5 4% 502 T8 X R
Jii] B AS [R] R B B9 RAERFE 21 4E 1L

L DX B 2 E 40 A A 2400 o8 &, ] f 22K
o 20 B AT g 2 A = 5 o) iE A8 i 3R SR 4 | AR TR T T
FSFE TR (IHAR IR JE AR BE ) o /DN N A 40 22 44 PR Ak
(RUCKEAR B2 L B A TR IR ZE ) AR T, W DL P 38 3 4 T 411 A
FARTZ/MA, HLBE 98 500 722 5 21 1 A0 2%

B P JHF I 2% E PR A ] 5 | S 57708 4 241 i A2 ol | o R
FREI AR 4EAL , R AN R RE BE BT XA i1 4 22k 4]
B 2 B, Masson & (0 Je R £ 4k 9 (a8 B 4] Wy i 27 4k
SN 2R AL . TE T A 4E fb ny AL L, 4
A28 P A (IR 2854 ), A AN (] 72 32 I 7 it , B i
WIE B, oo e 2H 234k == g 8 ] K I - 2H 25 9 HBsAg il
HBcAg 13235 s 1% BR R 6 2% 22 35 5 PCR ¥4 ] A6 I 2H 21
HBV DNA mf,cccDNA,

X T80 HBV g # i AT 21 23 RAE IR FE 7 FAN £ 4k
14339, [ B b3 5% 3T Knodell , Scheuer #43 £ 4t 5 fil
A4k i) Metavir 5¢ Ishak #7420 R 487, UL B 55 2% 2 F1Fff
SRR 3, H i =2F2 A% & (significant) £ 4E1b , =F3 2 8
Jie H] (advanced ) 21 4k b s 3 Bl v B9 P 32 50 9 1 1 JH
RGP (G 0~4) (S 0~4)F 45", Laennec JiF i fk
o3 FHAR T P 25710 RN 21 2 (8] g 6 3 22 i =5 1 D0, RFJHF
ik (Metavir F4) 41524 4A 4B F14C =H1"",

IILl*

"'\1_I|
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F T AL 5 43 B vl LA 2 T 2H 28 e i e 2, V) ) i
i FH B (collagen proportional area, CPA), X%
T R R AR W 2F 4L € B R (gFibrosis) i PAEAR 48
g o 1) JHF2H ZR0) e r ke s D e AR B HOTE A FFAE 24T B Bh 4
ERASH, REER B IS4 P-IR 53, %
Ishak F3 LA ERFEF4Efb 7 ikl 80 (P) | v [a] 3L (1)
e Sy = A (R) , A B 4 W BT 25 4 1 i) 2H 21 =28 {E
5N

N R 12 W

l. 2P HBV #4004 B 20T i 52 /1, 4 %
4, HBV DNA E&/KF(i#HHF>2x10" TU/ml) K&, I
i HBsAg /K-F(GEH>1 % 10* TU/ml)#¢ 5 . HBeAg [HE,
(BIME ALT FMIAST#:221E 5 (1 IR SLFE VT 3 IR, Bk E
D TE] R 3 AN H ), R 2H 2395 B 22 4G A o B R 9 RE PR SE B 4F
ik, TERTTHLERHE ARG ERE OU T, A5G 6 5
IK-F- HBsAg 7K F | i £ 4 AL Jo il e 25 A 52 15 5 fa 2 25 45
HFHE

2. HBeAg fH4: CHB. i3 Ifil 35 HBsAg [H{: . HBeAg
HE . HBV DNA FH%:, A ALT 7 28 50 i &2 7 8 54
2z A A B 2 R AEIAAE , s 212 / ot deinie o~ A B
WA L (ZF2),

3. AE{E B HBsAg #5 5 Ik 4 35 13 HBsAg [H
P . HBeAg PHYE . ii-HBe fHE , HBV DNA FHPE(REEH ),
HBsAg<1 000 1U/ml, ALT 1 AST $p4E 1F 4 (1 4F [N i 45
BT 3R AL, IR B /DA 3 ) s 252 A o AT iE 4L
it %, A%k & B s 4 210 3 45 % (histological
activity index, HAI) P43 <4 BUARSE HA 8 =110 RS0
H| 5 I 72 R

4. HBeAg 1% CHB: 13 15 HBsAg [H{}: . HBeAg
FPZEFA I, Z AN fEA $T-HBe fHY4: ,HBV DNA fH{%, fFA
ALT FZiol 2 75 s H A e ke & A B 2 R IEIRAE , 5%
R 2R/ eI 38 inde A B B A ik (3F2)

5. 2 B M HBV B 3t (occult hepatitis B virus
infection, OBI) : B 3 I 3% HBsAg B4, {H 1M 35 1 /5% BT 41
21t HBV DNA PHE, 76 OBLE &, 80% A A I i i -
HBs. #ii-HBe #1/8¢ T-HBc [HY: , #7413 PH 1% OBI; (HA
1% ~ 20% (1) OBI & 3 Fr A HBV ML 245 & 3 R A M, ik
PR A UL A4 OBI,

6. LA RIFIEAL : SRR A2 W Y. A7 5 T
SUCL)FN(2) CESZ W), 58 (1) A (3) (IR IZ W)

(1) H Al HBsAg PHY% , 8 HBsAg FAE  #i-HBc FHYE H
A W Y18 P HBV g 52 (BE1E HBsAg FHYE>61~H ),
[ 7 A R 3

(2) JFF R 3% 2H 2 A B e 177 O AL R L

(3)FFE LA STy 2 35 Jz UA L, H Bx AhE A8 A 4%
T K e R

1) 5o A s JHBE AL AL/ B T ER DK = B S

2) Nk s B8 i ik ok

3) LSM 7 & H ## b (ALT<1 x ULNHK} , LSM=
12.0 kPa;1 x ULN<ALT<S5 x ULN i},LSM=17.0 kPa)™;

4) M A P =a 1 A eos B & B KRR (<35 g/L)
/8 PT IEAC (AT HRAE K>3 s) 5

5) ILES AR 2 27 L/ 71 £8<100 x 10”7 /L 4

Il PR AR A 2 5 8t PR K L BB RS i Kl S
S 0L A ok 55 7™ B O i, R IR AL o S AR K
KA,

(1) AR = HH -0 AL« 95 B 2 B0 TR 12 Wk A A, {EL A
A IR K B K i o 2 H I Bl i S5 ™
HERIEH , AW AREHFEAL, EFT 2N
Child-Pugh A %%,

(2) RACZIA AL . A S8 3 — B K B4
T TG 1 I e Ik AR 2 ) L B B i 5 7™ B 9 A, B2
MRAREI IR AT DI GE£ )8 T Child-Pugh B (5L
CZ,

Shy S VR R et 0 A AR R SR R R R ST XU B
TGITRCR B & BUCR AL 2 R S ™ R 1~ 23R
REDEI, 3~ 5 BN RAEFE, 138 Toi ik
gL JoE 7K 5 2 B L A R K 51, Jo i I El R K s 3 B A K,
Jo H I, A B A £ B KO 5 4 30 A W, AR s A REIE K
SHA . IR EEAE .

7. FAL £ (re-compensation ) ; #5453 5< A4 2 15 2 B BF 46
PR At 8 3 20 1 PO B TR T AT DA % SR AR A A TR Ak, B
FHFREE A 1) PR 2, 0 SO AE s BBV B s il A BR il B, &2
D VAR NS BRE K CAS R R R ) LB Bk (A R 2L 2R
P A AR e B ) B R K 5K H 0 S O R E, AR AR
ER T aErE" ", FRIE 2 E T I AU R R A
JHRE AL PEAT T 2 A 120 J& 1 Bl 35, $i 2 2R B0 g 15 2R 3°F
4+ <10 Fl/8% Child-Pugh A 2% ( B & F>35 g/L.INR<
1.5 R SAHZL <34 wmol /L) a]AE 4 1 Wy FEAR £ B i 1)
FeE MR bR,

LRI HAR

i FPR B ) HBV & ], 955 AT 41 At 98 fE SR 4
o S HIE£T- 4 2H 2305 A, Gk 2 A /0 BiF ) R 5l | A Ak 2k AR
7 HCC M HAL I ZRER & 4, s R g A G i, K H
A R] o X T80 00 @ A5 A 1 1 8, 3 SR I R 3R T (X
FrohetEig @),

L PO EE IR Y 3 IR

{KHE M35 HBV DNA ($EZE6E H & REBUZE R AR ) |
ALT 7KF-F0 5 98 ™ AR BT, [A) B 465 5 4 iy L 28 ik 52 Al
fERE G 5 A &R, 28 A VP B R T AU, O B R e
EESIETIR GE R =E g W B

Pt 2 LA ALT ULN W fE2UE 8 B s i 51097 1Y
ALTIRITEIE. ZIFR RN, B ALT<ULN B9
BE R, ALT KA1 5 s B 27 52 35 S RE SR8 (=G2) il
A YEqb (F2) A0 M B 5 AL R AR 2 S0 (K
PRI 55 ) A HCC iy A A 2, HART RN 2, BT
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{ HBsAgH% ]

L. FFEEE. HCC. FFR

NAs?, &3~ 6/~ H i1k

AT, WA
, M i L (fEEHARTRE (L A% fEPeg-
! AT PRI [FN-a, {77 H5)
{ HBYV DNA ] .
S ME (FIH) \ AR ()
| ——
| v | v
56~ 124 A Hi 1K ALT<ULN ‘ ALT>ULN ‘
B THINER 2 —. HEFE ALTH & a) H A R HP

2. EB>S30%

4. HBVHXFIMRI:

x5 |

v

/6~ 121HHEH—IK

. A ZBIRFRATE AL EHCC IR &

3. TOfEtrsFHAFRE, R |
FEHBRIE (G=2) RE4 (F=2) | ™=

l

N As s Peg-IFN- o J&7F, |
F3~61 AREIT1IK

- S

{4 :HBV: CHF 4 i%Es s HBsAg: CRIFFR R EPUT  HCC AU s DAA . EREVUNEEZ Y s NAS: 28 (BR) 20 s ALT . IR R 20 s
ULN: IE#{EH_F PR ;Peg-IFN-o: B & “FETHE o5 . HBV A AT SR B B/ DER Y 92 L I 20 45 5  HER: ALT v 8 Al D PR« JH A g JE 4
Y 2ol EE IR 5 AR A S BRI AR EREL . B s ZEEL R I I S I A B S AR L & B R G 4
“NAs: A% R+ . E DBREERE T . SR EEREF SO ERS O NAs: B R4 . B SRR BN E RN GRS
B @Y HBV U B AT 18 Y IR A S B AR

PRz W5 ANHE OO PR AR o & 4 PR 98 <5 52 ) ALT 7K~
A28 45 i 55 ) E 50 5 1 Ol W T F 50 = BA A A 90 ) L ALT
€ A58 2 25, SR ALT ULN A4,
H AR i H . Afrm MY RKIGTr R miRIrE s
A R, BN ALT 3697 B , PAE— 25 80/ 1
K HYRFRE S AE | £F 4ifk T e fe . HCC Rt K AET-, [E
br 2 # T8 B fF ALT iR B {E € 8 %5 30 U/L, &%
19 U/LM"™™ {HiZ ALT B 7P REE G T4 E CHB &
FH M AFE— P UESE

R 5 AR ) A e 1 e AU B IR R R T . DR
Z Wit 57 F L & B [ A1 B T 3 4 H A HBV AH K -6 1
g HCC Kk s A #5>30 %7, i mil@ et g5 HCC &4
RO AN S fE R R R, FE— KA CHB B &1 A
SURESE R, A 205 2y AR AR AL B8 3 & A HCC gy FUAE LY
(odds ratio,OR) A 32.9 5", — I35 T HH £k e
) E IF 7 HE A, A I >30 5 AR &4 HCC AT HCC A %
FETZ Y AR IR A T e

R 5 A ) T8 AL B8 B PR REIR YT . AESEEE N, B
{2 HBV DNA PH4: a9 A 2 80 6 Ak 582, a0 SR AN B0 &
iadT , HCC R A R 5 | T 2P 516 77 B Fofth /&
F L E R 22 AR B A 3 R X S R A B R
R XU T B SO AR PO B R, R, R R B

FEAE S 9 AL B 2 AR 3 , e AR B A R A1
o ALT #1 HBV DNA 7K} HBeAg Jk &, ¥ 0] 2 EHT
TR EEIAIT , (B[R] IS B 3 S 4 1097 A kﬁ’ﬂﬁmﬁhn

WFEER 04T M7% HBV DNA fH¥E, ALT 4 %
H (>ULN) , HoAF B 5 At 5 R By 2038, 8 340 55
Jr(B1),

WHFEEN 110717 HBY DNA [H{%:%, Joie ALT
KRR, REMSFG B —, B TUnaEiaIT: (1)A
R R AR A K0 s 5 HCC 2K % 52 (B1) 5 (2) 4R 62 >
30 %/ (B1) 5 (3) FL BB bR B AT 4 2446 4, 357 T HIE 77 7 B
WARAE(G22) B 21 4E4 (F22) (B1) 5 (4) HBV #H X it 7h 2= 2L
(1 HBV #H K /NERE %55 ) (B1) .

WER 2[5 R 52 A UEI MR AAEN QBT R
RaEfk B, Ioie JE ALT #1 HBV DNA 7K & HBeAg fH
W5 &, EWIUREIRIT . A N RS 5 G 77 6l
AR At g PR (AT A | AE FRE O PR . I B P95 B A% A i
M sE) (B1),

+— NAs 547

(—)NAs 25 a0I7 WO a1k

1. Bk (entecavir, ETV) : ETV n] g %531 i 94 5
S | G T IE 2 0E , I VR AT O T AL R
A7, W E AR AR AL AE R HCC 1) 2 A= 32, PRI R AH
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e Al R pE e PR D E G CHB i W, ETV 5 4F
ERU 25 A F K 1.2%", ETV &2, 76 1
10 4F 1) &3k 2 L A5, X 0.2% MW ETV /Y [ 3
H ™ N )R

2. B SR EHE TS (tenofovir disoproxil fumarate,
TDF) : TDF RJ 5 380410 o 5 52 ] , <30 VE T 235 PIGE AT
HL BEALHCC &A™ TDF it 25 AR , 7E I R
WF5EH 8 - R AR 25 & %8 0, TDF 2284, TRk IR
ISP A R WAL, (HMREE 5, 1 TDF 19 &
7L, OUHX S e ek a2 BB 3E A T R s E T DR d %
B S B RCREY, HE oK R I 2y PA) 4R AR B R
(adefovir dipivoxil, ADV)if2y ETV iff 245 8 £ 21} 25 i
& 1, TDF {90 8 5 b & A =18 70% ~ 98%, HBE&H G
s () B E K, o 3 2 B B R A T e
> 5 i AN P b X R I A S A 5 s, B Y
i TDF 97 CHB 7 A% HCC X & 4 w1 ETV!
{EL =] P A1 5 At R B BA 1 AF 98 £ i 7w, TDF 5 ETV B %
HCC %& A KB B R AR, BT A EFR M Z A4
AT R BE S — B BB 45 1, T 5T [R] Al m | BE A
NAs H 255  E Sl im o B e 2= 5, PA S AN [a] 25 2H [A] BA
A i 7 A AR Bl 1 I5F TR R 1) 22 57, ] RE AR A2 55 M) 2= 25 41
?ﬁ‘f’—’*%?f‘ﬂ SIS IR R R

B LR AN Eﬁ“ e EI: (tenofovir alafenamide
fumarate, TAF) : TAF R[] 5& 231 i 95 25 & il , < Y H
TAF {67 8097 205 TDF A L =g 52 W 2 2 A0, AR 1k
LR TAF PR, 78 A B &
4P W LT TDF, {25 0] G884 5wy A5 51 A8 g XU,
TAF W[ 7E ETV 3439 8 27 b 25 19 8 2 v i1, 3k =
— T FIRE MM T s 8 TAF 69T 24 [ )5 52 &0 828 W
B ALT B8R ETV iR B & THE",

4. W AF MR TS (tenofovir amibufenamide, TME) .
TME J-20 it 38 g P e v, TR PR R\ s, 468 96 JliR 7
J&, TMF B9 a7 25 235 TDF ML, ALT B2 H R0 T
TDF (43518 74.4% 5 64.9%, P=0.002) , TMF “& 4= 8¢
b, 3097 96 Ji J5 A AR L O AR A 0 BE T R (E P AR
T TDF, B/ EKiE L 2R R /N TDF, TMF{GY7
48 & 5 MLAE 78 K 2w T TDF (43510 11.4% 5 3.0%,
P<0.001) , {H 96 J& #5f 2236 97 7~ I A 72 48 & & & T
faE!,

(=) N As i 24 B 79 By 1 Ak 2

L. FIURIG T /R B s 25 2597

23R T R R E L E IR HBY DNA & &, DATE K Bt
& I BRSO B NUAE S . B AEH R R 45T 4
FHATT, W SkFR 4, NAsT 255 MU Peg-IFN-a Bk iRY97
HA Y. 2B R B

(= )NAsYTHE

KEP BB R EZ K NASIHIT 1= e B KR
EUe % HBeAg BH M CHB, HBV DNA £ il A #|

HBeAg IG5, %] HBsAg<100 TU/ml 1] PA
PR A 2 )5 5 AU, X HBeAg B4 CHB, —fik T5 2
HACHIGYT , HBYV DNA f&iill A %], HBsAg jiH 2k F1/ 81 H B
Pi-HBs, It HE SN ERTT 2064 H G A W EEZ,
T TR GIT
3% FE O i Peg-IFN-a fil T-91 Z o T CHB1&Y7.
(— ) Peg-IFN-o 1697 I & R I7 3L
1.Peg-IFN-a L2777 : X T#]if CHB £ 3 , Peg-IFN-«
TRTT Rl AR B RIS R N 2 (HBeAg FHYE | BAME B E
¥J <50%) #1 HBsAg i P (16 97 3 4F J5 HBsAg if IR % ik
8.7%~11.0%) . &7 HI HBV DNA<2x10° IU/ml, ALT
7K (2~10x ULN) 8¢ 20 21 RAEIRAE G2 2 AL L A 85X
B A AL 4T HBsAg /KF (<25 000 TU,/ml) "™ gk
#i-HBc & & K $2 7R T30 Y78 -
2.Peg-IFN-a 5 NASEHIGIT A NAs £ s CHB B3
PR AT E NEE RS Peg-IFN-mT{%%B%%%i’JE
e ARG A e Z WS Bos , T HE IR T Bl HBsAg
7K FE (<1 500 TU/ml) H HBeAg BH 1 i 3 it #5527
J¥ 5 Peg-IFN-o 357 A W] RS BLIG IR IG @ J697
a0 0L (3697 24 JBIB HBsAg<200 1U/ml 8¢
% >1 log,, TU/ml) "] PAFS B 71 0 ¢ 5 36 J7 48 ~ 96 J& J5 1]
AE PRk Y SR O IR YT 25 R BT K F HBerAg Fl
JK -4t -HBs o] #i il Peg-IFN-a 15 2 J5 G K15 FF A B Il IR
TRE
3. Peg-IFN-a 7] fEF&L HBV # & HCC & 4 % .
35 N, W Peg-IFN-a &7 7] P& CHB M & KW FE 17
HCC i & A RN 10 B e — RSk,
(—)Peg-IFN-a [FJAS [ [ . fe 2% 2k
Peg-TFN-a [ = 24 K 52 B35 .
1. JURAERERA: - A S UM = 7058, AT e
%ﬁi—ﬂ,% o Fif B A 25 B R AR A PT R 24
A READ ] P PR AN AR T £X<0.75 x 10° /L F1/ B i
waJI‘w%MSO x10°/L, BTN ERE: 1 -2 FEE,
W2 ] B & A, PR T £ <0.5 x 10°/L A1/
By LR T EL<25 % 10° /L, WIS 845 ] 303 . % A ik
v O A T < [ WA e OSB3l B v e R
24 HfS 5 s 241 B 3 v R R Y6 9T
3. HAth. B B (I E SPuik D50 B HR AR
P %%Jfaﬁ I /IR B/ BRE L 1 B | 23S X %
TR ARG TIRICHE GRS ) A 55 (AR =48 .
AR IRSE ), A /D LA B s (PR ) SEps A% | Ta] Jo P i
R W IR CE RS O M I RRESE ), WA ZE T
PLRIGTT, BB 2L RH 26,
Peg-IFN-a {597 B 2 Sl 645
1. #4857 &8 2k - 4 O 550CkG 3 PN A G R T Rl L ORS # g s
(E A K 43 Z40E B30O™ S P ARRE S50 52 ) L R RE 4 il 1) 1500
KAEHIELL RIS ) B B e, M™ sy AL M
BRI O ) T2 08 | P8 PH ZE P i 25 L A e 0

TR
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2. FHXEE SR HUR BRI , BEAE TN ARAE 5, 2K 4455 1)
W R I e L O

EHE S 13. HBeAg fHE: CHB & 51 NAs(ETV .
TDF,TAF 5{ TMF) {577 (Al), KRZEEEFEZLKIM
2y, e 2 HBsAg JH R P25 . WA 45 Fh it [ A BB 45 2
1697 1 4F HBV DNA R T# 0~ FR . ALT & % #1 HBeAg
MyE5 i, BILERRY 7 20 34 (B o~ H Z & 1 YO
RI¥F A, H HBsAg<100 1U/ml, A] 245 2 , {H i ™%
He ), e TR Al /D A (B2)

HEEE N 4. HBeAg fH . CHB & & t 7] >k H
Peg-IFN-«a 697 . 1697 24 JE i}, 7 HBV DNA F % <
2 log,, IU/’mlELHBSAg EmAh>2x 10" TU/ml, 728 &
] Peg-IFN-a 597 , A NAsIH T (A1), Peg-IFN-a A %Y
BEITRE N 48 J] , AT PAAR w5 1 75 22 1R (TP AR, {HN B
F96 JE (B1),

WHFEER15: HBeAg FATE CHB B ik NAS(ETV,
TDF.TAF 5 TMF) 477 (A1), 21 HBsAg i 2f1/ 5 1
M HT-HBs, H HBV DNA 60 A 21, L& 657 6 4~ H AT
A2 2, s 2y Ft 5 (B1)

#F = N 16: HBeAg FH 4 CHB i & L 0] R H
Peg-IFN-a i 97 . 1697 12 I i, % HBV DNA T [#<
2 log,, IU/ml,:EHBSAg;E%_FIE%{I log,, TU/ml, #1¥
{5 M Peg-IFN-a 1897, BN NASTRIT (BL) . ARCEITFE N
48 J& , A] DARR SR 1 75 2 e 197 , (AN HRE L 96 & (B1) o

WEBRNT A EG&EEEY W NASIRYTY
J7 HBV DNA E & <Al MR HBeAg FH%% , H HBsAg<
1 500 TU/ml i, 256 B =8 0] % Bl H Peg-IFN-a j&
7, PAIESKIE RIG T, 1697 24 Ji )5, # HBsAg<200 TU /ml
oy FFE>1 log, 1U/ml, i 4k % NAs Ik 5 Peg-IFN-a i
FT 4 48 ~ 96 J& 5 1697 24 JE )5 , % HBsAg 4132200 1U /ml, 7]
% & {5 F Peg-IFN-a, 444 NAS Y7 (B2),

HER 8. 2 & B & A Ak B, R H
ETV, TDF, TAF #fr KW =By s WRXH
Peg-IFN-o 3697, 75 % VI I AH A R W (A1),

HERR9: RO BT R AL B, R
ETV i TDF K- #1477 , 2% ff Peg-IFN-a 3697 (A1), Fr b B
AN TAF 3697 (B1) .,

+ = HAthiGTT

fit HBV G977 n B Ik CHB #H 3¢ 3 % i 1Y) & A 32, [ AI%
HBV Ak HCC iy &4 & it = B H 7%, 28 HBV
ARG H B B AIRIT R, AN, A B R L PLEA L  RAT
TLEFHEAL T I SR TT

. PLR . LA . RIFIRYT  HBV Bl 5 5 ZUH 41 i
RAEIRFE &g R ) B B P AR AR . H R ER I 7
KR 22 0 7 L 22 AT RTER B A R RO EE S BAT PR |
AL AN R I A B SR A B R T R R AE A . X
2 28 92 E B S 8 ALT 71 B 2 T v 0 A8 3, mT AR
H BEAEZMBA.

2. PLAHEAIRTT : 2 DPler 4 25 77 R 22 25 4 21
U BT E W A R IR, T B S5 B AN PR 5
H 35 e R — E B PUEF 4E AL AR 0T X6 B e 41 4 Ak BT A
b S8 T DA R 2 H

09 12 HBV JBel 35 i) i 0 A0 Bl 177 & 3

(—)=tE HBV #54IRSF % sh 1 HBsAg #5 74IR 3
k=gl

B 6~ 124 A #E7 IH AL AR Ak 2 | 9 B2
LSM &5 #r , B T IR R A, B 6 H kel
FREE MEREEREHCC, SMaTUREEIRITIBIE, X
SR EP N

()P Eeia T oL A2 Ay e i

PUIR EEIG Y7 A2 ) A 2 o T e ER T
7 20 25 MM LT 25 1 AT AN B e B, PA & HCC
2

L. 3697 Bl AH 9C 45 b 2 G A il < (1) 2= 9 4k 5= 47 4
ALT AST JHZLZ HEH 5 (2) 9885 MG Fn 54 -
HBV DNA ‘£ HBsAg.HBeAg . $ii-HBe; (3) 4 #2955 1%
o2, R a7 R I ATLA KT L B AK T L B/ INE D RE FE A
565 (4) e TC B 21 4E A Aa ), 40 LSM; (5) 24 ETV 1 TDF
T LB B3 2 <50 ml/min (& i85 758 %55 & ; TAF
T WL %2 <15 ml/min H 38525 000 5 3% B i 70
PR 5 AR 03 o T AR5 =

2. FYI R BRI M R . 55 2570 & L H
HE REARBAE B ITEAEEL, WMREECE T
fidt Pl B 455 2 n] B S 2y RUGE , B2 = R B IR

3. NAs 22259y . il & FAG & . IE A )tk 22 F8 4
HBV DNA E &M OHRNF R TG W e E i &) LSM 5%,
BE3~6 ARG 1 i H0EE A A 2 T RR 28 A 0 55, T
& B 6~ H LIk, L E &34 A 1R, M E i
9 CT B 1% 58 MRI DAR B & L HCC, [ JH n] G852 1 5 3
REEE I 2 &, B 6~ 12/ H ARG 1 Y IR 7K F | '
YIREFR IR , A A& vl I SN R A5 r

4. V7 H Peg-IFN-a B S 3& VG755 — 1 H ILHE FLRG A
B 1~ 218 10 R0E g U R L AR P Ab s e pr ks 2 R 4>
A 1R HAR BRI RE 48 A5 A1 ML 4% . HBV DNA | HBsAg.
HBeAg fIPi-HBe & il & 31~ H 1 I LSM & 61~ H 11K I
S e A A ARG A R &5, C AL = = 6 AN H IR,
JFEEAC A 3 A IR, D RHEOE o8 CT 53 58 MRI PLR
%ZzﬂLHCC

DL B 5 LA RO 1) T B AN AR 3 « N As BA 22 42

‘%ﬂﬂﬁl&ﬁﬁ]’-,-ﬂﬁllﬁfﬁﬁﬁ FAE DI FELEAR
RV &4, t'E SRR 42 (JLHZ R TDF,ADV) X #k
PEE e (JLH 2l H TDF  ADV) LR /B8 s L i i | LR
Ry FE(CHEZRMETV) ., H 2580 RN ATF 48 7] A1 X0
50, PABRAR ARG . X6 A o B0 AL | AL ity ol L /% e
ﬁ@ﬁﬂ(%@%ﬁiﬂm A A W7 Il PR 2 B Y AR %5 )
g2, — B2 R LR BV, 25 40 HAth 2
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Y, [ B 25 7 AH BB 9T

6. AR FEIRYT L2 F B HBV DNA & & iR J7
w KT & >1 log,, TU/ml, &2 25 6 TA - HEBR AR M A 7] 2
J& , T M 25T 3R BG6 T, R4 T I 2546 0

(=) PR BRI 45 1 JE W B i

{RTT 45 o g st 2y BB kAT s UTBE U 89 HJ 1 < A
TR IAY R I R LA e HCC iy & A4, [R
I, e B ETEPUR IR AR P R IR Y 2 TR 2 e
B 3N H N AR 1R A i =45 hR . QB R I
BiREFE LY M HBV DNAE & Z Jaa 31 H il
LR VB A HEM 1R, Ttk BEFzE6™H
7 1 YRR 8 75 A 2 ARG B AR ) 55 5 PR iR 7R &
3AS AN 1, BRI 58 CT a3 58 MRT DA HA % #i
HCC,
(I9)HCC Ry i £ 5 i il

M2 HBV Bt 2 38 E HCC Wi = E [, F 1 i 2
A 0 A B T4 8 HCC L2 38 AR AE R, Sk i 1
R HCC & AU i, LA 24 HCC R PRA LA R 3R
Hoh F6 [H 2 F WF & 1Y aMAP ¥ 4> (age-Male-ALBI-
Platelets score) , nJ {8 HiE  HEBHHEF M2k HBV BLyLE 73N
HCC i . " . & KU 2, HCC 4E % AR A4 512 0~0.2%.
0.4%~1.0% F11.6%~4.0% ", Frf e HBV &L &
(A2 IETEREZIRY7 )N 6 4 Hd B iR E E Al
P R A AR AT HCC i A 5 4 17 KUBSE B, B 2
D3~ 6 A A LI, B i 5 CT s g 55 MRI,

T h R AR PUR REIR T

1. I ANAE R AR s 35 ALE A8 A - RV S A i 24 11
YU BEIR YT BEA HBV &2 il 32 3 58 J7 4l , (23584 I E A 1
W S AE LR EINLE, #52 ETV TDF TAF 8{ TMF
HAR M 79 CHB i 2, 36 97 48 J&| )t DAL, # HBV
DNA>2 000 IU/ml3& & R W2 AE, A4 a] fa i 2]
HBV DNA,{H<2 000 IU/ml# 5 S MR 85
= N A2 5T 25 SR B R, DU REVR Y e A 7 ILE
5 CHB IF - difb it e | & A R AR AP Ak 1z HC C U,
DA B S A A7 2R AR DA o1

WEER20. CHB W ETV.TDF.TAF & TMF
VGYT 48 JE , HBV DNA aJ# 4% (HBV DNA>20 1U/ml),
HEB AL FIRE M 152 2 )5, T EE NASIRYT (W H ETV &
# ] TDF & TAF, i i} TDF & TAF % ETV, &% ¥
PG ) (B1) ., A ARG Peg-IFN-a 7797 (B1)

HERR 21 ZHFR AR EE W H ETV , TDF &
TAF J497 24 J& , % HBV DNA {5 7] # & (HBV DNA>
20 TU /ml) , HEBRHC ML RIS 5% 22 5, B U RE N AsiRYY
(N ETV &4 i TDF 8 TAF, )% f§ TDF & TAF & ¥ ff
ETV, si A2y P ) (C2) .

2. W ARG TT AR AR ST AN S R R G T R
120 HBV B 32 32 b 223097 S0 In] 25900 K S B 0 i 55036
YA T RE S ECHBY HE0E , EE A KA EE ., HBsAg

—

BH % 8B & HBV 85 353 KUE: Oy HBsAg FH % & & /Y
5~8£5F",

Pi-HBs I35 /K5 HBV H-30E A K , ft-HBs [HEH
B B HBV B0E XUBS: 20 51 A 5% 114%™, Fi B Mt
W REIAIT AT PARH A HBV FR0E & A4 R,

AT A 12 2 AL 2007 L B 1) 285 4 B Ay 410 i) 50RO B AR
&, B ARIRTT |l w0 & HBsAg ., #ii-HBs 2 #1-HBc;
HBsAg FHM: A1/ 80 Bi-HBc PH M &8 3, v #E— 2k i HBV
DNA, HBsAg#1/8{ HBV DNA [H¥E# VA 154252 1k
R T7 R R 259 M G e A B . H NASHUREIRIT 2
1R DAL, 2R IGT & T EIE . NAs HUmEinRsTr ™.
a1 HBV DNA [HY:, v & 1~3 4 H il HBV DNA
HBsAg 1l ALT 7k *F-, — H HBV DNA = HBsAg % 4 [H
Ve, AT Bl SR sh T R0 Y7T . 1252 B Ik B 41 MY B ve [ A
AT iE 10T 240 B A% A B4 2 R T 2 ZE b/ BT R A /Y
HBsAg BV, t-HBc FHYE B &, W F b PE U &R T .

PURREIRIT 29 EVGEH ETV TDF 3¢ TAF!™ ool
HOPP e | Bl i A 452 2 i ) 55338 CHB alH-A 1k 8 35 A
7] o XF Tt HBV #5471 &S A JE i 2 P4 HBsAg 7% 7 IR
A, 8 HBsAg [HY: . Pi-HBc FHM: H R H NAs Tl i iG 7 #
FEALZEIRYT B 0] 25 90) R S e 0 ) 5003697 45 o )i, W AR B2 47T
WEEIRIT 6~ 120 H o X T W A B bk B 40 A o v B e R 55
AT E M A AR ARG IT 4 R 2D 18N H g
Al % B4 NAs, NAs{EH J5A Al ge< 1 I HBV & il )z
G RN AL, BT 124, HeE a1~ 3 4
HBV DNA KAFIEA: ¥ fb2F 8 Rt

WemFmR W 22 i 82 221607 A0 ) 2590 I e e A
ANGIT B G, G IR YT a3 o FL TG A HBsAg , $it-HBc
/8 HBV DNA (A1), % T HBsAg #il/58{ HBV DNA
FHE 2, AR S 10Y7 L BE 1] 259 K S e I i 5903697 Bl 2
D1 FRIRE O AT [ BF R ETV , TDF 8¢ TAF 3096 716
77 (A1), XIT HBsAg [AVE . $i-HBc P B3, 75 A B ik
E% 20 A, B e P Ak B 2 Ay o 0 T 40 Pt A A, e 0 R A T
ef A Ak /RF A AL, B ETV , TDF 8 TAF 4175 8 74
Jr(B1),

3. WEURAH AT DAL . F IS A R A A LR I B 0
HBsAg, X} T HBsAg BH M # 75 ZAG 0 HBV DNA"™ | X
TR WIR] B/ K2 st CHB 1y & 35, G y7 16 Mk [A] 35 8
CHB 35, n] i il TDF $itsi677 . f i vy 50 & Ul 347 1)
UE IR Ao s 25 9 ) CHB Z2 7= 14, 7= 5 W 4% L4099 B R
77, AR IR B Y B O, e R AR B2 RIR T T &R, b2
{5 F HoAt N As B¢ Peg-IFN-a 48421677 .

M7E HBV DNA @mK- P22 # & E H &, ik
R R A5 HBV DNASEE>2 % 10° TU/ml'"™, i 5
BE T, E A F E AL, TEIRS 24~
28 JEFF AR P #E T 70, I B TDF! - 72 R ] TDF B
RN RS,

HBeAg [HIEZ2 A%, HBV DNA 7K °F Fl HBsAg 7k
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VA HBeAg 7K~F-3 B EAH 3¢, 1 HL2Y9 85% KA PUIR FEIR YT
) HBeAg P22 13 HBV DNA 7K FE>2 % 10° TU /ml, [
I, FE A 43 HL T FE HBV DNA & 846 1 i 3 X, £
>k HBeAg A% nI/E A Him & 1097 TP HBV £ 2% 55 1) &
fRFghs""",

A DEARIR R BoR , 0k 5 I B TAF
B T B B SR AE &SR S5 TDE ML, B R EL 2R
Gt (H T AF XA JL A i B B 82 e DA Bk B 2L
W E e, WA PG . WAEARH TAF P E
MR , 2 B 24 ]l TDF b 75 5 2 ks, TMF XTHG JL %
BrAE L2 2 i kS .

S P I 52 H0 1 Al NAs #9223, v F 7= J5 B Z1 B¢ Al A
| ~3 P HJGEZ, B25)517.2%~62.0% [¥) B & 1 fE &k &4
FF 9363, B2 & AR TE 24 R ™ g r= Js i, wl
T77 G 4~ 6 BB 2 & A REAE P i35 s & HBV DNA, 11
MR Tabn I, W H3 MHEE LR, B2 G
6™ H s AR LB RIE S, BTN EEIRTT .

BHEEEVURETFIRITHXREFTN S VHTFME oif
TR MEEE  VEELFEONTHA T ZELAT; VH
NAs U BRI 09 B4 B3, H 857w Jo k#8321 NAs iR
SR R, o] 5 B & e 0 E W ar e %

EEBN 23120 HBV B & 25 1 MR AR IR, sl 4T Uk
SHIRIA U R T Ak B, 78 780 V8 38 AU R 33 s, AT PARE A
TDF iay7 (B1) ., &I B IREA 4, Al Z B H TAF A
Jr(B2).

EEBE N 24 HUiw a6 77 B8] & Ak 1 (8 2, 75 (8 A
TDFGY7 , B IR LG IR A ETV, ] A& R G IR , 2
W TDF G (B1) . & H RG22 G
K@ Fe o A, e R Ak it ik, A AR S ik ik
WS FHEE, % TDF 897 (C2),

W HFEE 25 4T 0F I HBV DNA E & >2 x
10° TU/ml, 7& 7¢ 43 V8 i FF R [F) 2 ey B2 al B, T k28
24~28 Jal 45 . H TDF i s2iR 97 (Al) . @i HBeAg
FHE 1= M HBV et 2 (e iinf 52 3 ) Bk o5 1 7= J5 v % & )
ZIE 1~ 34> HEHE 2y 5 25 J5 1 2 /08 3 H R Ik A=
Pib2E A HBYV DNA 84645, 27776 ™ H , KA R i
ol & L S5 B S 3 s 28 15 97 (A2) s HBeAg PH % 55 B 4
CHB £ 3% , 7F 7043 14 38 FUAS [F) = Y BL il b, 7~ 5 o] 4K 22
iRI7. NMH TDFIRIr &, BFLRFAZIERIE(C2),

4. JLERBHE DX TE 3 CHB sUMF A6 & L, B S B
iR . ALT A& 1) HBeAg [HYE CHB JLE &35 W]
126 F A PRI A B9l T & a B Peg-IFN-a-2a J577, PASE
BRI R 6 1 (HBsAg B PE SR PEHT-HBs 81 ™5
i ETV TDF 58 TAF {&y7 . Hi# +40% o Hl T JLE &
FIHER R =R 3 IR BR300 77 ~600 77 U/m* R %
RS, e KA A 1 000 5 U/m* (&, fEfT7 72
F1 24 ~ 48 ] ; Peg-IFN-a-2a &K & 180 wg /1.73 m*{&

T ITRE A 48 '™, ETV TDF 8¢ TAF 7| &2 I8 £ %]
£ 2 i B A R WHO #E 77 72 UL A1 A 2¢ 25 9 3 B
U DU SRR S, X T E T 4L K o 5 Peg-IFN-a-2aif
77 A SE B HBeAg Il 57 5% #: 5 HBeAg A4/ CHB & JL
FRFEEAL 8L, AT W NAs gy ™,

X AL T 2 R JLEE , 215 7 2R Y7 M A A [
B, AR RN Im K2 W o s i Az B B L, &
F 27 4 224 A 2 e R 90% 1Y BB LFERT 44 B — E R
B RAE i s AN/ B AF Ak, Fovp i B 21 4E A0 A Ak R] R
10.9%'"™, A R JLE HBV B bR EIRIT %4 A
2, H1~T7% 89" il e i 52 17 L3z 523697 Ja vl e 2%
fem HBV DNA [H5 2 HBeAg Il iF 7 5% 1 32 Hl HBsAg
BRI A A TR KA TT 1 & A St 2y
] R I 6 e B T A7 30 AR LRI R YA YT B SR T
,Llléﬁﬁ?fﬁ,@ﬁéEE%*&% /el 32 41 R 9 ) i
AFENeETEMT 2, JLHWERE, ALTSULN HAH A2 E R
TNATTERFE 9 GE /Y B8 L, B, S B 32 32 U B 1R T o

WEE R 26 X T 78 e W - el i e 1k 8 L, Joie i
KN, BN i AT iR s IR YT, (B F B R INGIr &4
P 25 a8, 1% K& PAF)L#E ] % Bl TR « 1677
2% KA JLE e H ETV 8{ TDF i697 55 % ) VA b JL3E
n] 7% i Peg-IFN-a-2a; 12 % J PA b JL# vl 3% ] TAF if
Ir(Al),

WFEEDN 27 4T HBV DNA fH4%, ALT<ULN #y &
JUHEHEAT FFR R 204 W BRI A 2R 2 0 9 G211, Mz U
BRI (BL) s X T4E W 1 ~7 2 B9 8L, REE 20 J1 i g 2
FRE AR, TR Fe o a8 OAVE R AY I R, ] 2 [E T
WERIT. BHIIWEAYM T 2 8L 38 EREH
CHB(C1),

5. B UIRE T B B AR 7 0 v A8 KU B FE - R AR
HA IR AL | 425 0 A R 78 0L | A 958 ) 1 0 PR 9 |, B {5
B RETEZY W B 2 SR AR B AR S . M AEAE B s i K
B Bsf, B AR AT N As $U9p 7 2082 B 359 75 i B o g 22 1k
7 . ADV B¢ TDF & 47, ¥ 75 22 39t 0 oo JUL A& | O #s
?J(_IEHE‘J]Q

Tk B S B IR AN A e A IR AT I
BEVHEFETV 8l TAF/E N —& P HBV iRy 259, A
W ADV & TDF!"* "™ TAF T A &3 HIV B
=B 'Y /NEKE of 2 (estimated glomerular filtration
rate, eGFR ) =15 ml/min B} A 75 U8 5 58] & , HoAth NAs 7&
eGFR<50 ml/min i} U 75 & 8 57 & , B AR ] 2% 25 il
4

X[ HBsAg PHPERY B A M, nl e ETV 5 TAF
YERTBTaGIT 259 . ERAE R Wk S BTl R «
iy Peg-IFN-o 1597

HBV #H &/ NERE 22 v] W NAsHUs 851097 , 0
F ETV 5t TAF" ., &% ] ADV &% TDF %45 58 G 97 1Y &
o 2 KA B BB R A BT At S 18 AU I, 3 TR
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H ETV & TAF"™

WHEER 2812 ML Bk E AN IEZ BT
BRIGy) CHB B &, #EZFETV 8l TAF )t HBV 597, A
I H ADV 8 TDF (B1) , X 1748 5 A 45 405 1 13 KU BG:
) CHB &2, I AR N As Hips 5 0 A% o 29 75 U B 2 g
Ak, B F ADV 2 TDF 1Y 83 &A= B BIE 58358 05 0 1k
e m B AR, 21 ETV 8 TAF (B1),

6. HBV #I HCV &I 4L . fr 5 HBsAg PH 1 & #F
Wi & H-HCV, an A BHAE , W75t — 282l HCV RNA &
&, HCV RNA EEHMEE YTV HEZIIHEEAY
(direct acting agents,DAA)JRYY., M HE A %4 HBV
PO B OB, BRI, #E AT P HCV 3R 97 B[R] A 4E 25 )
3AHAWN, @A ETV , TDF 5f TAF $iU9% 2097 H % V)
e

HBsAg A1 . $i-HBc FHPEE . H DAAGIT N BT %
LR H A HBV FR30E A AR, 2 1CRE A ) I 3% HBV
DNA & & fl HBsAg, #r HBsAg H ¥l PH %% , B W ) NAs
b E T

HEFEER 29=Hcv M HBV 53 BYe 5 W H DAARYY
HCV i, 7% HBsAg fHYE , 545 F NAsii 7 AT B HBV H-
G DAAJRITESE R 12 Jm , v % E(E IE NAsIR YT (B2) ;
HBsAg A4 . Pi-HBc P . H DAA #i 6], 75 % U) H il
HBV DNA #1HBsAg & &, Wl HBsAg PHE; , Z W H NAs
iHI7(B2),

7. HBV A1 HIV & I8t 3 . A8 CD4 T ik 41 g 7K
ey, HEJeht HIV B &6 R 1R, 2 B UUS 5 )E sh 4t
WAL SR EEA YT (anti-retroviral therapy, ART). HIV Al
HBV & B35 [ [[] B 3697 2 fpoi 2, 645 2 Fhbi HBV %
P ) 25 9, = AP 5% Sk o B IR 97 (highly  active
anti-retroviral therapy, HAART) 77 & NAs it £ f 7#
TDF B TAF+ i K 5k & 5 4K h 74 fth € (emtricitabine,
FTC) (A TDF+FTC & TAF+FTCAH G H /), 1897
AR TR 6 HBV A X 4545, W HBV DNA A 97 b 2
fabn  FES AR S fabr AT I, X3 HIV A1 HBV &9
YL H RN BRI E A 1 Fhxr HBY A 3% ¥ ) NAs
(TDF . fik k& ETV EH K E . ADV) H Rigir OB
%%, PAEES 75 S HBV X N As i 25 P i p= A=

HETE, BURAEEE .

(1) W LR %% <60 ml/min, A FEESE TDF af i 5
TDF 7 &,

(2)30 ml/min<JLHEFiE &% <50 ml/min, 7] % [& ik
FEALE TAF+(FTC B{hi K K E ) A 5. TAF i Rt
i T L 22 <30 ml/min B,

(3)AREM F TDF/TAF B, ZE HAART J5 £ W) HE R I
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