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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 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.
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H AR R S P s MR = o & T
2005 AEHAENA KL ZEIT 1 (8P L BT 2B
TATE ) , IR BIF 2010 4R 2015 4E A1 2019 41k
77508, 33 A4k, B N AME A8 1 S AU
5 (Hepatitis B virus, HBV ) J8 ) St I AR BT 24
WFSEERIUS 1 2 . ARAE A DA 42 (World
Health Organization, WHO ) 32 H ) “2030 4F-JH R 52

SIS PARE R R &, AR E RSN A 2.
WPk R R B 6 46 #E (2022 4R i) [T]. ARG KRR UK 2% 38,
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PERFRAE R A3 A e 37 19 B bR, Ji gt £ 3
AT4¢ ( Chronic hepatitis B, CHB) ¥ & Ji 4y R 35 )i />
90% FET-FI /D 65% 12 Wi %k 5 90% FRIT %
KE 80% 2 Ay S AP LT CHB {1y K5 32 Wi Al
IRIT IR $E = CHB (2 Wi R AG 97 3 ( Bl
TR A3 50k 229% F115% 1) | WATHT U6k 20 A 5 1 BE
T3, PR BT A R -

AHE P BAE RO A [ PN AU 2 AR 2H 2 7
VTG IRTE FE AR R T, = 2K © & R0y R
FEUENE (297 IR A SR k%) R85 a4
T A= (95 B HH R 15 35 55 ) L M AR 2 355
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(BT 7L B AS BOBARICR HU A5 ) 4507 T 9 25 4t
o R A A T UL TR A E 0 B R 50 BE AN ¢
AR, X TR L8 i = 2 A8l PRV FE 4 70 04 R ik
SRR ()R, AR ARHER

AR R B 7EHE Byl PR BV /e CHB i H B 32 W
FIRAYT 2B PSS & B SR (ER AR s il Vs v, e
AT RERLAR B CHB 2R A T, At
s DA P DT TR X LR S 3 I, B TE FE 40 1 AT oA
T 14 s A I PR FE R4 | -0 % e SR 1 S
JE LR L, RS B O Ml AR I R 5 Al A
PRI, W T 2w B T T %

ARG R EIEESE R A B AL C 3 NG,
MEAE SR B2y g 1A 2 A, Wk 1 (AR B
GRADE 7} AEIT)

R 1 e S LA UEYE S AN HE SR

il T
UL 2R 5]
FE(A) PR K AT BB AR A5 R A 5
AT (B)  BE— P TTAT AT REAHZITAG 5 2R i 5 0 AR
eS|
ik (C)  HE— PRI AT RES IRZ A 25 21, Hi%iT
fl g RAR T AR
HETESR L
SRIERE (L) FRAr IR BIUEYE A SR A AT RE RO TS M B

Bl AW AR YRR A R AR L
LGOS ZE A5 A2 AT LA 1, 5
HEFE A T LT BE 2 A B2 A A LU 4, B
15 i) T AR S PR R

SIETR(2)

AR R KAIASATE, IR 2 1,
1 RITRRZFINTREA

L1 JiArsss  HBV B 2 A nifr. 4
WHO #{18 ,2019 4E 42 BR— M AT HBsAg JidT3H
3.8% , 294 150 T3 & HBV L3, 2. 96 {418 1%
YL ,82 J7 NFET HBV JB% fir 800 T 5 oty | i
Ak 5% T 48 ff 9 ( Hepatocellular carcinoma, HCC) 28 4H
KB o ZH) HBV YL A AR 48 P 3R 50
ANEIH X HBV &Gy 1) A 75 26 S8R 78 K
P X R AT X, 2019 4E—f AT HBsAg 15 %
H'5.9% 294 14 J1E k& HBV J&geds 1. 16 {¢ 181
&Y F 4T JT NFETF HBY RYLMISIE R AE

2014 4 v [ % ik 1B 45 il oG ( Center for
Disease Control,CDC) & ZE R B /R, FHE 1 ~29 %

NHE) HBsAg LS 2.94% ,5 % LLH LE R
0.32% ), ML Polaris [ Pr i 47 2% & 1F 4 4 4k
95,2016 4R FR [E — A HE HBsAg JiiA 74 6. 1%,
81 HBV JBije# 4 8 600 Ji 5" .

1.2 8% HBV SR I (4045 B Ik A Zh
JEE NG ) TR S fil AL 4 . 7T DARE 2L 4K
F, R 40% ~50% "7, 2 g AR AR
3 HBV PR B 1 MR A s ARG 7 . BRI
HBV DNA 7K -5 3 4= JLIEGs HBV XU % U1 AH ¢,
T}5% HBeAg FHH: \HBV DNA /K- 15 35 8 5 & AE B
BERES

BN 3 28 M AR B AL 4, AR T R &
RS G A ARRG: 0 ) I Y8R L S AN BT ) I R v
b AHFERA QR AE (a5 FAR & RS
BRAESE) PP BIVEAT A% . HBV LAl 245t i)
FE IR AL 4, il R B R 0 HLER
FL SR AN LA

HBV AN TE R G EL#E . B, B &2
> AR A E i, AnAE [ — I A = TAE (L dg 4k
FFENLEE) 4B F P RE—1E & W —& T
A8 R R P N T A TG I VR SR Rk, R S A g
HBV., Jifri2= I sL it 58 & & 81 HBV & 28 W ifi.
FE iR (ISR R 2 14
1.3 Fipj
131 (RIPGEEE  $eFh & BT R 9 1 2 Tl iy
HBV YL i A 800 i s o

ST R B RIS G T2 A L, Il
B L1522 LR R ABERUAE S e AR

CRIFRPE AT HAN 3 7], # MR 01,6 4>
HWRRy , RZAes 1 Rl 5 7258 1 S A S 6
AN A BTS2 FURGE 3 R, 470 L B9 92 i i
KU, A LRI A o LR M = £ LR KR
FIAMI A LA TR 55 L R A A BB = A L
N RE -

AR L R 98 R v 4 Fh o o . AR £
TURT 58 52 v B0 K 10 g, A8 BE 2% HBsAg FH
H,

HBsAg [HM:REE T AL, NAE AR S5 12 h (Y
RO 2 B R 5 9% Bk 8 1 ( Hepatitis B
immunoglobulin, HBIG) , Ff: 7E A [6] F8 v 2 Fh & BT
RPEVE o R HE AT I B0 B S g, A 4
5% ~10% HBeAg FH{E: H HBV DNA & /K- 2% B
ALK A HBV gy HAG RS A R 46 815 HBeAg
FH-P4: . HBV DNA 5 2% & | M Fh A7 E Al HBx i [R5
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fiE"*, HBeAg PHYEEEEEE 7 A i HHKH-HBs 7k
SR LEE, NETE 2 27 Tl S IR B v I, AN A
B HAT-HBs FIEF s e v gt e

BN & BY T 98 P52 ¥ 1 F 70 6 - %of N S 1L
it 3 57 20 pg L ERE CRUFR B8 20 g H2H
[ L P 8 ( Chinese hamster ovary, CHO) ZHififi 2,
RUFRRPERT o X Sy P REAR T B0 22, 1 4 A
FEVE AR (40 60 pg) BRI X5 0.1.6 A
PP O & AT FEEERT 1 70) 60 g 53 711 20 wg &
RUFR PR, JF T 58 R 2 MR TR 1 ~2 DA
IS I 3 0-HBs o Q4T3 0 1 2, FT PRl 15
60 wgd IR CRIFRIERT . ARG HBV 19 1H
LA R YRR 4 Bl TR e e i e e et B
PR URR PR A, i B AP AR (0.1 .2
) TR rT AT R 2
1.3.2 LY X K E Y HBsAg B
L WA B A e s A A ME Y, N T 2
CDC 4, FF A U0 G RE B 51 AT 1LV HBsAg
Pt-HBs FlHr-HBe £ I, X B J&& 3 42 b & B R
PEH

HBV 2 i) 4% G v v AR 32 S0 7 1 i o
HBV DNA JK ¥, 5 Ifil 3 N & AR 5% 28 B ( Alanine
aminotransferase , ALT) | K 2& & ik 5% & [iff ( Aspartate
aminotransferase , AST) FIIIHZL 2 /K TC K.

PEZAEATE BAFE A AT g R A4 A6 A
MRS S, B A HBV B epn &4, DLk 3|
N3 I M= P NN A2 [ -4 SN E P4 2
HBV &y & Ny sk e 5 s 3L 28 B2 B )
i SOBUMER 45, A% (BRI 45w B AR O 5,
I B2 BE A BT 5 G0 I 5% BOHE R AR R R
Fefh CHIIF R PET o
1.3.3 YIWrfeikmis KO L s (G
WO AT FEE 2 A1 S5 5H ) | IR ™A% G BR B R e
PR AR E TR S o AR 55 A7l i T B 3 R |
I 2 AN S B A5 8% ELW M T . A PEREE
HBsAg BH P, I 4 & B 98 95 1 5Ok 2 4
B TEE PR R AR AN B I, A 22 22, D)
TRy HBV FUHAh il J5 H: si M AL 7 B . X HBsAg
FEV: 8 27 4 RS e 0, = S Js 2 ], LADRAIE NI B 1Y
SERNE T A LR R T BRI ARl ZS

WFE 1 xF HBsAg MM F 947 AL, B
BAJE 12 h MR T4 10 ng TR A SR X
JE L6 AR ANEAE 2 % 3 F TR
KES (A1), EEmAAIL, mRBKKFFIL( <

1000 g) EEARR ELEL FREFHELES
AES, WA AR ARG TR R A TR
K (Al),

WL 2: 2F HBsAg Fa bk X, R 354 3 69 47 A&
L, mfE R A)E 12 h RAF 4 — 7k 100 IU
HBIG, B b £ R B SR A 10 wg & 4884 LA
KaEG, £1ONMANABERE2FF 3 A
FE X % (A1), #3sF HBsAg M 3, R348 5 Fr
AILE, TEMNEIMNCRTFREYE1~2 /A
# 47 HBsAg #= #-HBs #& |, # HBsAg A 14 3t-
HBs <10 mIU/mL, 7T #: 0.1.6 A~ A %% 42 5 B A
3 % LRV K JE W ;2 HBsAg [, A 98 k%, B2
ZH L (A1),

WFEE M 3: HBsAg Fab % R #8369 F 7~ )L,
TR TZIL( <2500 g) A fe kA )5 12 h WAF
#AY HBIG Ao fs 1 7 SR KR . F 7 LRI
Jie Ui 1| A#b)e, B3 0.1.6 ARG Z R 3 A
R TERT R R (AL

WEEN4:# 4 )LAE S A 12 h AF T HBIG
Fo CRRF X 953G )5, 7T 4% HBsAg APk 3% 44 v 5L
(B1).

EEERLS: T REFRNKATRAEETAN
RFE G A ILE, AR FATA, H 1 A55
25 g =28 d, %2 A5 %3 FRfEE=
60 d(Al) .

WHEENG: 43 N rBr L mEH, TR
1 7160 wg &3 7120 ng THAI XEWS,F T 2R
%2 REBAEFIE 1 ~2 A A AR i 43-HBs, 4o
A T L2, T BAEAr 1 A 60 wg T4 A AR £
B (Al),

WA 7. & RE T HBY %48 T 5
AP

(DA e ARz E, #8440 b e hig,
B RELEE R R, RERH R4 R
(A1),

(2) B 5 Bp#em) HBsAg . HBV DNA,3 ~6 A~ A
JE A& (Al),

Bl CRARFXEGHFAREH, LT
4n30-HBs fAM (#-HBs=10 mIU/mL) %, 7T R Fi%
At HBIG R AT X &Y, KRBT TR KA
W, X BRENTTAEN K EZEG, 12 -HBs <
10 mIU/mL & #-HBs /K F R 3% %, & 5 B 32 4
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HBIG 200 ~400 U, ] &+ /£ R R SR 4245 4F 1 7] T A
R EE (20 pg), T1IANAF6 AR B EHF
2 FlFesh 3 H TR X (20 pg) (A1),

EEEN 8: AR F AN NF ARG
WA & B E R, 24T HBsAg 3 &0 2 —fA
BEY Bt AT HBsAg J5 & , 4 3 & A K 0% B 14 Jm
(Human immunodeficiency virus, HIV) & & % 5
AT A Rk S CHBV gy AR AR A R
JE B ik 2 o R AR ) R RAUIY G 25 4 AR BT
% 9% 7 (Hepatitis C virus, HCV) 25 478 577 25, VA &
Fda B A& 3K (Bl)

2 ®mRF

HBV J& W& T DNA J55 5 B, HEE K 41 ¥ 53 X0
HEFOIR DNA, 4iif3 HBsAg \HBcAg HBeAg JiT: R &
fitg#1 HBx 4 1., HBV BYHLHT S 400k, 1B 65 C th
10 h &3k 10 min 55 EZE753 ] KIE HBV, M4
Lt % i S LR AR XS HBY A B Y
KRR

HBV 3 i JH- 41 M5 i B 25 -4 fis /1B R - P ]
¥ iz H B ( Sodium
polypeptide, NTCP) 11 J 32 VA i A AN . #2410
JfiAZ N LA S DNA S RARIE B 3E 0 P15 B4R DNA
( Covalently closed circular DNA , cccDNA ) , cccDNA
MELIIIIRE B, & S B0 MR e iy AL 2 —
DL cccDNA b 55 A %% 5% 1 B 1% A 3% I 41 RNA
(Pregenome RNA, pgRNA) ] B A S A 1ML, 1L 35
HBV RNA BN 5 JFF 41 cccDNA 56 5% 3 1
Ko HBV Al 215 F MRS R 2 rh  HBY 3% 5
oAy 5 HBsAg £5 2k & 15 Ml HCC & 7 4 1)
L0

HBV Z/DAF 9 Fir (A B Z T H8Y) SLRIAN 1 F
AR () A Y FRE DL B BEHEA C A
Ry, HBV RSP RMTIRER o 1670
BAK, HBV JAZREL R, Wi kB X L 2
A (12) 25| Nucleos(t)ide analogues, NAs | fif 2
A7, BT S/S X FEAAZ LA 3 11X HT C/C DX HE
SYRAF R RE S KA A VAT REREB A HCC A5 56,

3 BREREHFIE

3.1 HAR HBV SR A AR s 2Ok TR
FE EAREAE, Hoh 2y HBV I AR I e 52 0
YL EENRZ — BrE )Lk 1 2 DUN 4L

taurocholate  cotransporting

HBV Y8 PEAL K A 90% ) T A\ HBV gk
ALK <5%

12 HBV JEyt [ AR 5 1R 43 B BRI B 27
Wb S A BRI S T e S % 1. S TR
fife ,— BB 18 P HBV SR 23 o 4 A7 B
HBeAg BHYEE P HBV 8 (LK S it 3230 | 18 vk
HBV #5447 4R35 ) \HBeAg FHM: CHB (1 H5 f0 22 1 B
W PTG SN (HBeAg FIPEME M HBV 2% (AR
e S ey AETE Sh Pk HBsAg #EH7IRA)
F1 HBeAg [ CHB(tRRFGSI) , L& 2,

{2, AR =S AR — R AR
RE SR FH B e 2 SR A, (HL ) e = B Y T i
R SRR e 2 4a b A, BRI R H e 857
He WAk e 2 FE A AME AT BT AT B SR e A T
IR . R IFAE T A 1) HBV R E & 7 5
PN 4 W1, A, T AR B B R HBY,
2 TOWRAE T FR - S e i 32 HA 7, 1 B E A BE A U AR
“YaPEIE RN s HBeAg BE CHB AT LA\ HBeAg [H
P CHB L # & & i &, i A — & Zad “ B3 3l
7o —E2 % HBV B B 4R s A W A FR Sl
PRIZWi 44 % . CHB $0 95 55 1A 7 1938 I 3iE I A 578 4
—3,

HBeAg [HY: CHB £ Al 3 B & Pk HBeAg Ifil
TR AR R R 2% ~15% , APk <40 % |
ALT JHi& HBV JEPR A BUFN B 1% A Hdgegg ™
HBeAg L4244 5 , FRAEL A 0.5% ~1.0% K/
HBsAg % Ko F 5% 7R, HBsAg 54 [ 10 4E )5, 2
17.8% 1 3% I3 HBV DNA {5 4 FHAEPS . >
50 % B A AL B JF HOV BT B0 55
(Hepatitis D virus, HDV ) &34t 2%, Rl {ffi HBsAg 2%,
5 %A HCC R r] P

RAVUIRFRIRYT CHB B E B PR fL4F & R
H2% ~10% , fa s 2R A5 1 5 (AR AR VB
KM HBeAg Il 2% % 4 if > 40 % | ALT 7 4Lt
), %% 8 (HBV DNA >2 000 1U/mL HBeAg :4% fH
P .C P A3 HCV HDV 8 HIV j&ife, LK%
A A B 55 PR 2% (s g s e 25 ) B AR
P TR A F i ol R AR B iR 4 R AR 3 3% ~
5% ,JARBIFRELL S AEAA7 RN 14% ~35% ",

e 4 HBV 8 UL 3 (1) HCC 48 kR Rk
0.2% ~1.0% """ | JFfifL % HCC 4E LA N
3% ~6% . AW >40 ¥ BIE L A HCC R
J . HBV 7K &5 O W A 50 s e
JHE B 2 i v 1 B 7 KA 5 HCC @ A e
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w2

2 1 HBV JikjL A 4k s 4311

HBeAg PR 11 HBV jfij

HBeAg [H1% CHB

HBeAg [IPEIS M HBV iy
s BAEtRtE - HBeAg [J1#£ CHB

i H (BRI 2 15 8Pk (TRPBEVE BRI CAEVE B I sl | )
HBV #47IR75) PG B 1) LG PE HBsAg 7R )

HBsAg(1U/mL) >1 x10* + <1x10° +

HBeAg + + - -

HBV DNA (IU/mL) >2 x107 + - +

ALT < IEFE LR IS b <IEFE IR Fgai R Z =

TR H JCHA B A AEIRAE A AEIRAE TCEAA 8 RAE W AAE RS
MeF4ift /B ik AL AN R AR B 1 47 Ak /s ifk

T HBV. ZRIRF 5557 s HBsAg. ZRUIFRAZIAHLI ; HBeAg. ZTUATHR e Pilit; CHB. 482 L TUNF5 ; ALT. TN SRR A

EAREE I, A R I8 P HBV Jfe
F WGV 1 4E, $iH HBV DNA (ALT /K 2 4141241
MELLAERIE F AL 4 W, 8 SCHR PRk o AN
W19 HBV R, 249 15 28% ~55% ) fifiE
CREE T B AR AT T — kS
W, TR A THME LA I A . S AR
i X > HBeAg FHYE 12 4 HBV J& YL ¥ 5 HBeAg [H
P CHB 5, DL S AN RE B A X 4> HBeAg B4 HBV
J&YLF 5 HBeAg [F1 CHB 3%, FHEF 2LIF 1918
P HBeAg PR & (R 52 19] ) 5 HBeAg
BAPERY HBV JEye 3 (L RRAETE s |, X34 i
PRI O R IS A ) 5 w8, DR i T g BT B P R A
J7U0 L ARUIERIEIT IS, X [ 4R s R S v 5 A B
T, TS B E 7 R Y B2 R b,
ARTFY R RERIT A B
3.2 RHUE 1Tk HBV YL R LR
2 YoM AR TE A M, HBV AN B0 30 1T 40 i,
5B 5 |2 ) A8 IO 25 S T SO 400 M 0345 K A E R B
4 2 EHL , T 9 E IR AU 45 S A7 76 R S 2 B S8
£ HBV Jgk Yy 3 ik J§& hy i A fb H: & HCC ) 5 %2

R (AT ) S BE LA e HBY Byt &
FEE AR, 900 o J5 S S vk GGE M) e B
00 HBV HIKAT 1 B HBeAg HBx % 2 Fi K 1
RSy, T ZFE5H Sak e, i il SRR 5 v
aE I A 3 5 . CHB SR 5 6 BN A0 A 1, Hh i
FERS 2R 40 M ( Myeloid dendritic cell, mDC ) 3¢ 4%
W2 IR 20 M2 ( Plasmacytoid dendritic cell, pDC ) %5 %k
REAK, H mDC BT , pDC 2R TR o AEJI W]
B REAIG , AT S B3O AR B 4267 B 85 R84 HBV 4
SR T R EL AN RE SR, AR TR R .

HBV F5 5P 502 N B AEVE B HBV e 32 244
FI . CD8 ™ 4 EE kT itk B 40 e Al 3% F 52 HBV

SR 14 S0 L 8 T, T 0 0 TR 2 y SR
AN HBV L ik A 41 L 18 kg,
HBV F5 0 T R EL 20 5 U T, S4B RE ) = A 24
i PR 7B 1 24 S 5 WA, M T J S RERE S, 3 7T R
LS HBY 2R bl = — . ARTIA R,
HBsAg 44 Sk 40 a4tk T 9k 02 40 i i ke = L/
IREA L , = S HUS ME HBV Je & % 1 S s i % o
FORERI R T EEL PR

4 ZLBEWE

4.1 HBV Akl 248 HBV Il 45 &9
45 HBsAg . #i-HBs ,HBeAg . #ii-HBe . #7i-HBc Fl47-
HBc IgM, [fiLi HBsAg 7] i cccDNA #% 5% 1) mRNA
B, ] A AfE 410 HBV DNA
PO 5 S BTk . HBsAg FHMER7R HBV 2,
HU-HBs i T ik, H MR8 B4 HBV
71, WT SR 58 Ffe 52 0 Je Hed SR IF R 2 v
Pt-HBe IgM [ Z W T 2k S RN g 1 HBV
SR SV AW AT K B s HT-HBe SHiik 3
BUEPU-HBe 1gG, HE YL HBV R iB #E 2 19X
THBR , BT 5 A P

HBsAg 5 fA il O 78 I R P52 e, Hok
SR S o3 1A -5 e R XURR: , s ] TR
HHATFMEMR L ZFHETIZE o (Peginterferon-
o, Peg-IFN-o ) /67 o
4.2 HBV JiaE 6

(1)HBV DNA 7t : 32 ] TiFAli HBV Ji&k
B TE K, S PUR R IR T N IE e ST R
FIRr Y EEAE AR, HBV DNA ¢ &R H] SE i E B 2R
A Bt I W 15 (Polymerase chain reaction, PCR) | ifi
&R R R U A, H EE B R ATIA 10 ~
20 TU/mL B AL, X5 i A 0 (%) HBsAg [H % 2,
LR ESIHRHURERAYT Y CHB B R & R A
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fSEm € & PCR J7 &4l HBV DNA A B T4 H
A BB IR, LRI A6 PO TR IR 7 2l %
BRI I3

(2) HBV [0 7 . HAT, n] %5E i 270 9 Fhdk
PRURLFI 1 FofroR g B, — L5 PR 7Y W] 50 5 PR I R
il HBV & [RAYA B F 100 0 RS 738, FIWrhin
g

(3) TR 255 A REAG I - HBV A DL7E 18 M Rtk
G R P A B RS S, T YU RE 25 WA 7
5T AR A 7, 249 T O 75 24 ) SRR
HERRE .

WEE 9: % HBsAg Mk, 6,46 E £ 4%
Jadrig I 69 CHB &4, B AT sk R A & R4 B AR
S B K 89 HBV DNA # ] 75 ik (£ 2 TR A
10 ~20 IU/mL) (A1),

4.3 HBV Fiidprs s

(1) HBV RNA JE & : # N 5 i 40 i N
cceDNA 5 i M ¢, ARG 7 H 5 HBV
DNA 8¢ 2 AU I 48 #% .0 A 5 $1 5L ( Hepatitis B core-
related antigen, HBerAg) BX-& 7ETA I NAs {525 5 &
R AR B 5 2 A5 1] LAAE S B AR A S i NAs 6
7 BRI ) B0 HBsAg 1 2K J5 I P s 7 1O 5%
ST PEE R

(2)HBcrAg: J&—Fhf1 & HBcAg . HBeAg .p22 45
HBEMEGIREY, SIFAMIN cceDNA 5% 5575 1
A Ko AUTETR T HAE X 70905 73 1 S Al Peg-
IFN-a ST REI TR NAs 15255 52 4 Fl HBsAg 2k |
HCC A IR 26 5 T o o 29

(3)#i-HBe E & : AW s, fE REIRIT1E
£ HBV JBRYe iy 35 vh, ALT TEH 8} <80 TU/L 35 )i
L RAEFLE FPL-HBe & f/KV-2 B3 EA 0
T IR HL-HBe 5E f 7K1 19 B 15 T A G5 0E 72 B il
RRIRAAAL Y, Hi-HBe &2 /K F AT 21 41 47 4
R IEAE ™ o Mo A B ST T HAE X 53R
T3 39 B Peg-IFN-ou il NAs 00 #5740 15 25 )5
B TIE i 2V BT %2 95 ( Acute-on-chronic liver
failure , ACLF ) I A T & 45 5 1 A 0 R
4.4 IMIE AP A A

(1) ALT 1 AST . ] 75— & #2 B2 b ST 4 i
PRERE o XTI SEA A ALT JhE,
WL FE— 2 o A A

(2) BBZL R 5 RHLL 2 AR B A AR A HE
WA O, e i) 322 JE R 455 JH At e 5 P A IR

EPHIE JBLLR AU 5 AV I, o g B
ZIZ0] > 171 pmol/L, 8 H H EFF >17. 1 pwmol/L,
JOF T T A ) A DR B BB AL R R RN 2
Gilbert ZEG Ak 512 A9 AE 455 IHLZL R Tt 5 H1 Dubin-
Johnson ZES MRS EEHILE S IR R T E .

(3) MLVE A - S TEIE & S BE , I Ak
JHF gl J8 2 WA TS R UK TR, FERKE
[ s .52 38 FR AR DL S R R S e WG, 38 1 T
A B AR TR AR KPR, A e 25
A AEAE R R AEA .

(4 ) ¥ 1M & )5 1) 8] ( Prothrombin time, PT)  BE ML
fiff 775 31 & ( Prothrombin activity, PTA ) & [ Brbr 1
AL LV A ( International normalized ratio, INR) ; JZ It T
FFESSE I PR 55 S BE , Xof S W s a0t e e T8I A5 T
B

(5) I 3E v-& & Bt &% % B ( y-glutamyl
transferase , GGT) : 1IE % A ML ' GGT EE 3k g JT
JUE , TP P I 24 W P TE A8 2 T N AR I T
TR AT 25 T o

(6) ML ¥& Bk M #% 2 B§ ( Alkaline phosphatase,
ALP) 2 JF I RE S, BEVH IR BRI ALP & A,
HIbE R N IFEMET 2% GGT 5 ALP [A) LK
I AR A

(7) WG B R BT iA 13 2 212 1k HCC &
BEbR . WTEE R IR B TR R R R ShAE A, LA
L ALT F1AST BT KR, IS5 Gk R R I
PR AR A S AT 5 B b 7

(8) AR K Bt = s #5HM-1 FFEH
( Protein induced by vitamin K absence or antagonist-
II,PIVKA-TT ) - X 24 B v 2 & %€ Il i It ( Des-y
carboxy prothrombin, DCP) , 22 HCC {5 — 4 HE
FLAE bR, 7T 5 H R oA T

5 HAELTEIRERA

5.1 M FhREY

(1) AST A ifi /s #iz be 8 48 % ( Aspartate
aminotransferase to platelet ratio index, APRI) 47 :
APRI JEHE T8 E HOV L L wt & 1 HI TPl
HCV R LF 4EALFEE R HE bR . T34 APRI =
[ AST 7K/ AST 1E % {H_E FR ( Upper limit of normal,
ULN) x 100 ]/1fi/MRi15c( x10°/L) , i\ APRI=2
FERTFTETREAL , APRT <1 WIHERRAFAE 1L . APRI Ilfs
IREL G AR, BAT TR 5 S A0 A BRSO %
TEEOH TV HBV AH G 2F 4 40 A5 B2 00 ME A 14 45
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IR APRI 25 5L 1) 30 25 48 4k W A B v 1 S
CHB BP0 8167 J5 19 JF 27 4 A 100 % LA e im R
gE

(2) Frer4t4L 4 A T35 % ( Fibrosis 4 score , FIB-
4) . FIB4 I3 T8k HCV SR F 50 & 1,
TPHAl HOV AL e AR B i 4an . A
FIB4 = 4F 4% (%) x AST(U/L) /[ /M4 x
10°/L) x ALT(U/L)"?],FIB4 =3. 25 Al {2 Wi i £F
44k F1 Metavir FE43=F3 ,FIB4 < 1. 45 HEFE Metavir
WAr=F3'" . FIBA [lREEA o S2 4G, 1B
HEh A REMERS Sk CHB B PUR TR YT 5
F9 FFET i At e 15 00 LA S R4 ey ™

(3) HABFEAR - 4l 0 S0 JE BT 80 ands WY BT R | 1L
BRI UK IV B i | J2 %6 3% £ 11 55 28 m] B B T2
YEAL A O s GOT-IfL/INKR LU AE L 21 40 A4 B 43 A
T JEE - ML /IR B (R R R RS IR AR 4L 7 5 i 3
E/RIEARE [ 73 (Golgi glycoprotein, GP73) Bt &
AST J% GGT n] J Werfr 7 S FAE 0 AE ™ o i 3 5
ZHEHF 3 #2485 4 1 ( Chitinase 3-like 1, CHI3L1 ®Y
YKL-40) ] F0 ALT 1 S8 5 T g i b (i
JE RPMELT A HRL 38 bR e = m] {3kl R 1
MG —12 k7 .
5.2 HFIEREEEAE I E (Liver stiffness measurements,
LSM)  LSM = %A 475 KL 8 75 5 A A I o 5 P g
% (Transient elastography, TE) | & 5 ] 5 58 14 5 4%
(Point shear wave elastography, p-SWE ) il — 4 57 1]
P 34% (2D shear wave elastography,2D-SWE) |
VL R mg A 4R 9 M k1% ( Magnetic  resonance
elastography , MRE) , MRE A 55 4 Tiij b - fifi fiT 2T 4
PRESE AH T EARR DY e, A B L Ife
PR H BT

TE W )12 , BES HOACHER 3 01 2 Je 3
JHEF AEAL R R REAY, , (B0 5 {832 JHFIE A e SR AE |
B IR R T P R D5 2 5 22 b PR 3R 2, TE 25 518H)]
P4 A A ALT IR 2K F-4E46r. TE HF
CHB AT£F4EAb 7012 Wl 225 (B v iR HeoR
LWL 46 L (2018 AR HTAR ) )1

K Z TG RWFIE R, CHB BE U IR TT
26 Jil TE 255 &, a] BE 2 h 21 4k 1 3790 e F1 48 0 T
IRAYAL[EVE T, TE 25 R /Y 3h 2852 L RE S S ik CHB
BEPUREEIRIT IS LT YR30t 5 Al PRES Ry A o B
ZWFFEIESE L A HUOR R AT R TE M2
FHUE SRS HITA BT, H G Bz gE—pRifE

A, TE I 58 ) 5 AT B (i ( Spleen stiffness

measurements,, SSM ) #% T\ S 7] DL FH 2R B& 4F ( <
21 kPa) 212 Bt ( > 50 kPa) Il JR 2 1] i Bk &=
JET 3 A R Ay B T B — 2 YA e XU 1
KT SR AR o A BIESE R B, TR IR B B 2 S
i) CTIRFR FFAE AL B8 v, LSM <20 kPa il /it
B >150 x 10° /L H SSM <46 kPa A] [§4h 55 KUG &
Bkl ok, g2 BB A

6 BEFRE

AR R T8 H A2 Mg M HBY

(R R T i , A4 1 M A TG IR Ak B 1] Bk v
JEAEGR , A B i (M 22 I S ) HAE o, di it Sl 2
W e i R BUAIZ I HOCT™
6.1 JEFREARE AR R A R AT
W B SE AR T ST, Ry i TR I 52
BER A T o AT RO IE AN LR i R/ AME |
SEI LR M [T w K SRR K A AR A
MO, VAR A oK S ™ R, A WA
TCIHREA B T Ik e Hs 5 BT RO BRE N o (o
AR T WA g B ] HCC G E, M i
FE T 47 b S 031 o s A8 R T o ey B A2 A o
AR AT ZR D) 2 B PERE R 18 il N AT
BB PR E R R
6.2 B TIEYLWZE 4 (Computed tomography,
CT) CT FZEMTUWHEINFIEILA, T A JCH
A, B L 1 9 7 T 2 ) LA I 5 Bl 2 ik 22 )]
CT H 4 % HCC 1912 Wy B A7 % 19 R 8088
A
6.3  REI:AR 4% ( Magnetic resonance image, MRI)

MRI JEU AR S, S e i, Z 07 60 2 7
FIAG AR WA IR R . — s,
SIS R 22 ) MRT 494 K2 T 40 A5 S P 1 5 5]
TAGRT S R ST P o M A B RE I T
5% CT,

7 REFHRE

18 1 HBV e AL U A 4 2 28 H /9 2
YR HER AESRAE S 2T AR , WA B A7 JC ST A AL I
FRERHCAB IS , T 80 7 12 I8 AW S S
AT AT R (I AR . CHB 1) 32 25k
PP R A DX J] BN R R B 14 R AE IR
FEFNEF4EAL

A8 DXCIR I B4 0 A 40 i L bk L 4 i o 3=, ]
AT AR A RV 40 i 25 5 A 200 0 R 4R 5
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PRI T B 5 1 2% (THFRBEJE AR IRIE ) o /it
A A0 A2 1 IRFE (kAR W e (RS IR )
R, T D0 B B A SR 240 B B2 M T/ MR, LB A9
o 73 TG S T AR 2

PP FF I S R PR B8 ] 5 RS R 12 1 240 i D 35 o )
1t FETUARBD LT AEAL, , 230 0y AN [ 72 B8 V178 IX 21 4
PEY R LT 4E 8] B JE 8, Masson e 40 7 ) AR £ 4k e
A B TR W 27 4E AL FE B SO/ NS5 A Z5L . 78
JFEFAEA Y it B, b0 BTE 400 M 45 1 1k A (/D
2L ) PR R F I o, B RE AL TE . e
2 U2 G AT A TN 2 20N HBsAg Fl HBeAg
AR 35 5 B R I 2% 58 vk B PCR 325 ] A6 T 4 41
HBV DNA =% cccDNA,

XFT 2 E HBV JEge & 1 20 298 0 IR B8 73 G
et 4t 40, B bR I F R A2 F Knodell , Scheuer
Wor R E LAY Metavir B Ishak 173 £
Go0 DM SRR 2 MR 3, P =R
(Significant) FF£F 4k 4k, = F3 SNyt 2 ] ( Advanced )
FTEF 4l s Fe I P2 RGNS PERT R 7344 (G
0~4) SHUI(S0~4)F5 ™, Laennec JFififh 1]
R P A 8515 /N2 4 (1) B 3 B i % 155 L,
JFRE AL ( Metavir F4) 4173y 4A 4B F14C =371

FATFSEHLEG A3 B AT LA 20 2 S e e, 4]
B4 B8 I T AR L ( Collagen proportional area, CPA)
T RO T UG BRI £ 4E 4L E B R
(qFibrosis ) A] IFEAR 2 Y4 (01 P ZUD) R rhod e it
TR AR AE AT 1 Bk B A . TR
FHIPEL LT EL P-I-R 7328, ¥ Ishak F3 1)
e Aoy Ryt ey L (P) (R [E]BL (D) Fhadid
R ER(R) A BT R W25 4 b n 2 2L 28 4k
S5 T

8 IKRISHR

8.1 121k HBV #547 IRE  BE A T RIEWZ
W, 4 18 5 %%, HBV DNA g 5K F (il > 2 x
107 IU/mL) % &, Il 3 HBsAg /K F (Gl # > 1 x
10" TU/mL) & &5 . HBeAg [H 1, {H I3 ALT F1 AST
FREIE R (1 AR NESEREYT 3 K, Bk 2 /0 [a]fg 3 4
H) I 2H 225 B2 A6 A 0 W) 2 AR G IR S B &1 4
o TERITASURILER A IO T W A5 5 AR
Y7 KT HBsAg 7K T 41 4 A 0 A1) 46 A s 1%
FREAE LG HE

8.2 HBeAg [H{: CHB ¥ 174 HBsAg [H M.
HBeAg [H14: .HBV DNA BH:, £ ALT #2282 &

S BUTFH LR A A W] AR AEIRAE , s H e/
ToREbR RS AU R4 (=F2)

8.3 ARiEZhPE HBsAg #5RAS B IMLIE HBsAg
FAPE . HBeAg [ 4k $t-HBe FH 4k, HBV DNA [ %
(KK H ) ,HBsAg <1 000 IU/mL, ALT 1 AST #§%¢
IEH (AR N ESERYT 3 LA b, Bk &0 [E]fE 3 A
) s8R TR AE S, I 212K A R
20 2115 3l 75 44 ( Histological activity index, HAI) 3
g3 <4 SO HAB R 8 BT RGHFE M LR
8.4 HBeAg [tk CHB M35 Ifil 7% HBsAg PH
HBeAg +F 2L [ 1, Z [ i 1 4 $it-HBe [ 4%, HBV
DNA [P, A ALT $F20 85 2 7 W s 4Lk
A W RAE RS, s A 212/ ToRFR bR s A W
BEYE(=F2),

8.5 [E E HBV J& YL ( Occult hepatitis B virus
infection, OBI) 3% Ifil 7 HBsAg FHM:, (B 1L 75 A1/
SUF41Z 9 HBV DNA fH . 78 OBI 35 1,80%
A LT $0-HBs  Ht-HBe F1/8#1-HBe FHE, #74
Iy FH% OBL HA 1% ~20% 1) OBI &3 fif &
HBV [fil ¥ 2 b5 75 W 25 O B 1%, # PRy i s 9]
14 OBI,

8.6 CLBUNFRINAEIL LR 5 A A 12 B L
FFETHIC) F1(2) (B2 ) L 580(1) A(3) (i
RZWT)

(1) Bl HBsAg P, 8¢ HBsAg Bt 4i-HBc
PHPE HLA BIA4 Y92 1 HBV Jge s (BE1E HBsAg FH
PE>6 ) FFERIMHABRE R &

(2) T W 7% 2H 23K A5 9 BE 22 A5 B TF B Ak 3%
b:/1E

G)FFE LT 5 Wity 2 I & LA b, IFERAME
JHREAPET Tk e 5

(a) AR R A R A A0 /s 1] ik v
fiES
(b) WA AT o B B ik ok ;

(¢) LSM 754 IFf#{L (ALT < 1 x ULN i, LSM =
12.0 kPa; 1 x ULN < ALT <5 x ULN ff, LSM =
17.0 kPa) '/,

(d) APt A wos R EHAKCEREIR( <
35 g/L) Fl/8 PT FE (R RESER >3 ) ;

(e) I F A & R I /> A 3 % < 100 x
10°/14%,

I R b AR AR 2 A5 5 e B K B I K
ot b e 3 L A i s 25 7 R O A A4
o3 A B R A
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(1) AR 300 8 A - G B2 B PR 32 W Ay 1T
b E AR S BB K B 1 R Ak it im0 1
JHPE R 45 ™ T I B, A2 R AU R AL
HIFThREZ A Child-Pugh A 2%,

(2) JAR I JF A Ak - A Ak 8 — H B
KB T R o e e 2 ot o S 7
IS, B2 W7 N e ARSI T A AL s LT 2 i
J&F Child-Pugh B %% 5% C %%,

Sy E o b YT PR A B R BRe E J BE T
W R IR I7 SR, ¥ U Ik R 5
T 1 ~2 OB EAL 3 ~ 5 IR At
WAL, 1 0. JC kil otk  JCRE K 52 19 A
Jik 5K, JC s i s K 53 30 A K, TG i, B e
AP iR 4 0 i, PEEOS PEREK 5 3
ILMETEIE
8.7 P (Re-compensation)  #R4r KACEEW &
TR AT Ak £ A e HUR R YT AT DA S A
WAL, B R AL FRAR RS, e SCAENR R T B
SRR L B TN B BLE K (A H
FIRF) JEPERRE (A F LR sf e B )

RSk vkt ot S 7 R O ROIE , PR E 1Y S RE
gt 10 TR 2 O R 2R R S AR
WAL EAT 1 90 120 J A BEDT , 4 ) 2 AR T 16
HIPESy <10 F1/8% Child-Pugh A & ( HEH >35 ¢/
LNR <1.5 K S AHZLE <34 pmol/L) ATy I
FHACEEE T S RERe R et odm e

9 &TEHIR

R BRI i HBV A2, i 4 i 42
iEIRFE B ST £T A8 2H 2388 A, 3 2 F sl 2 I S R 5
U5y AL SACES JHCC FIHAD I KA 1 K A, Bl
biE 2ge SR TLYD a1 SN SR S [F) DG I i S SRS N
PR B8 &, BB SR I PR IR & ( PR 2 RE 1A
@) [1,9,102] .

10 HfREiRTTHIERIE

A M HBY DNA (H 77 45 FH g 2R A2 A
FAR) CALT JKF- AT B s ™ F A L [ b 28 4
B G L APEBER S N 2R, 2R B PG o
JEIKURS: , JRE 35 B dgiay T ™ L L 1,

NAs®, 83 ~61H K1)
(AT 4k o] % [ Peg-
IFN-a, {H5™8#1HN)

v

| HBsAgPt: | JFFEE{k, JFEEs®, HCC, i
i, Gy, Wit
> | R mAAST, BERn

IFRDAAWIT
HBV DNA
[ oWl () | [ WS () J
1 N 2 v
o

HETFAER S —. [ ﬁFl&%J\LTﬂiﬁE@ﬁf&lﬁflﬁ"]
1. H B J ALl HCCH Ik S
2. SEIE>304 l

HFHERRRIE (G=2) Sk (F=2)

4. HBVHIXFshH" 3 ~6-HH 1

3. TOlfEtrel e eaidr, R
= [ NAs‘5;Peg-IFN- o ?Bﬁ‘]

&l

46~ 124 A Bfiihi—ik J

T HBV. ZRUT 955 s HBsAg. ZRUAFHR KM HL)E; HCC. TN ; DAA. FEDUR 2540 NAs. 15 (1R 2445 ALT.
PR % S s ULN. IE (B 5 Peg-TFN-o. | “ BT o3 HBV MICHIAFAM I : B /NER W 42 (L% 96 555" HEBR ALT
T e i A i PR < H g S AR 25 s R IR s\ SRR s R AR AL | B B S ZERL T 9 P R |
A PEAT 007 | 2 S M RGP AE; . NAs. R R V8 SRR TR 118 & S IR N B4R 5 BOOR B il iR 65
CONAs B R B SRR R R B A T

B 1 187 HBV LU REA )T I8 MR A e R ]
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A2 DL ALT ULN A5 800E 0 3 shdim 2830
ST ALT 3597 BI{H. 2058 45 1 R, BRI 7E
ALT < ULN Y HF i, ALT 7K AT 5 0 s P 2% i
EJIEIRIE(=G2) ML etk (=F2) A |
5 R AL 2 A A2 0 (RE K M Mo 45 ) it HCC
i AR AL AR R, o TR BT
NHE OB 5T i BB PRI S5 520 ALT K- &R
M 4 ) 9 i R I8 T AF 5 sl BA B F 5 )
ALT M5 ikl £ 24 5, S W9 AR ALT ULN
ARAHIE, H AT A AL, AHR B KR
7 BRI SR A R, EREAR ALT 3G
YT B, DARE— 25 Uk 20 A 56 1) JEF E R | £F 246 I
ik HCC KAFRRAHICHET: . [E bR 25546 Bifs ALT
W7 I R R P 30 U/L 4k 19 UL e
% ALT 3697 B2 & T E CHB 35 i 5 it
— RS

IO 5 X A O RS R I PR FE TR YT o
AR 22 BF 5T AN E & A 1 B AN R R dE L A
HBV #CHFREfb sk HCC R RIS > 30 %, 73l
P 5 HCC & A ) P Ak or fa [
Z N e TR CHB R 3 1 A8 BT 5T
A FIE L AL R 3 & 2 HCC (1) EH E (Odds
ratio, OR) g 32. 9 A5 . — 0 3 55 0 1 B3
R BRI EER, AF Y > 30 2 AHE & 4 HCC i
HCC AHSEFET A XU B B T e

IO SR AX FRE AL £ PR R . AP ot
7N, R HBV DNA BF (0422 101 R AL 2 3, an
BARPURRIRIT  HCC REUE AR B &S T2
RGO R ET  E PR 2 s H A
DR 30 48 £ 3 R 2 e 3 A e IR T s AR B
AT R, RO R AR AR O RIS
AR B IR , oIS A AR AR, e ALT
F1 HBV DNA JK-F-Jz HBeAg ARAS, 4 1) % & 40K 55
TR AR R VR SRR YT Ak v g R

HEFEEIL 10 2+ F 7% HBV DNA a4 ALT #
g% (> ULN), B3R 4 )5 B AT 8, 24t
JmavE 97 (Bl)

WESZI 15T 35 HBV DNA fai%, £
ALT KF 4K, REHFA T NLZ—, IR+
B (1) H TR R E % £ % HCC Rk &
(B1);(2) F# >30 % (B1);(3) RAI 3545 ST 22
RFEEE RTITEALERNLXE(C=2) REF 4L
(F=2) (B1);(4)HBV 48X A 98 & I (4= HBV #8

KB DHRELF)(BL),

WREERA2: 0 RA5 ARZER R REZHT
AT K AT AL B, Lib L ALT = HBV DNA K -F
% HBeAg Falt 5 % 3 M6 97 . R RE
B F ARG T ARG AR B (S IB A IERE R
Fegi B & SR KRR IESE) (BL)

11 NAs &7

1.1 NAs 25957 o 41

(1) BE+F (Entecavir, ETV) . ETV AJ SR04
il A ] A P ARAE , (IR Y7 AT s A AL
BH LR, W2 AR R AT & AE A HCC /Y
Je AR WA AT R AR S 4 R g o6 oot
WG CHB B3 v, ETV 5 4 R 25 & 4 N
1.2% "™ ETV 4 PE 54, 7EHE 1T 10 4R 1) 2Bk
Z L BAFIFFE AL 0. 2% N ETV #8824 B
FEE AN LR

(2) & SR 3% 1% 75 T8 ( Tenofovir disoproxil
fumarate , TDF') : TDF 7] 5 24 410 il 7 &2 1l , K< IR
JT 5RO 4L 202, B AIR HCC & A k2T
TDF i 25 5401, 72 i RBIF 72 v 8 48 SR AR 24 % A
N0, TDF 2248, 1l R 5 b AN B
i AHMERPE B 53878, (1] TDF /Y 82, JUHR
IR B A 0 8 AR R SO S Th e i
JRBHA B XU o FE LR I R T 24 . ] 4 5 Tl
( Adefovir dipivoxil, ADV) fif 25 \ETV T 24 5% 22 24 ffi
2y b, TDF /Y 55 o 25 A0 & ik 70%  ~
98% , HLFifi % 167 Il 18] B S 4, 93 B =7 I 25 2R 14 ¥
FHE e,

S 1 e ] R ] A s DX 7 3 A 47 BE 5 S
7N, KN TDF 3595 CHB 7E[EAIR HCC XU J7 T
i BTV (R Py S H A KR BA S BF 5 4
/8, TDF 5 ETV BEAR HCC % A= XK 9 %50 2R Al
R T LA B A RS BT R Rl
SR B 2508, TS E] e BEAE NAs I 2)
S BRI A N 25 5, DA RAN ) FH 245 20 1] BA S
ST AR AORI B D ] (] 4 8 1) 22 5, 7T RE AR A2 5 e 25
RO R B HR I &

(3) B SR 21575 ( Tenofovir alafenamide
fumarate, TAF) : TAF 0] 55 20400 i 5 2 52 1], 1< B0
I TAF 697 W7 505 TDF A BE < 75 27 2 3 A
UL, A A2 B A R S TAF 22 A PR
FEA QBRI e 22 2V L T TDF, {H /] BB A 52
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M A% FEAR A KUY L TAF B gE ETV 36405 #2%
i 285 B4 B e Ak — T S 5
N TAF AT 24 8 I 58 40 1 2 2 5
ALT 52 % R4k 52 BTV iy7 B E A&

(4) K ¥ %5 18 F ( Tenofovir amibufenamide,
TMF) : TMF JH- 240 Jfa S i) 4 265 e, T 30 0 DR 38 30t
7N, 2296 JETRYT G , TMF [0 522 W 248 5 TDF A
oL, ALT 5 % 2 8% L T TDF (43 5y 74.4% 5
64.9% ,P =0.002) , TMF % 4 PE# 4T, 3677 96 J
Ja R O A 0% B T FRE W] R AIK T TDF,
B /NBRUE b T BRI B2 B S8/ F TDF, TMF 397
48 JH J5 AR 5 KA %05 T TDF (435 0 11.4% 5
3.0% ,P <0.001) ,{H 96 JHFEG97 Won MAGFE 48
BT RE ",

11.2 NAs fiif 25 () 5 iy i ik 34

(D) WIURIRYTT B « 1 s Ikt 25 259

(2) 3BT & IR HBV DNA ¢ &, DA
A6 B ) R R 72 S AV 7 IMUE B ML
HRBLETHEARST, WHE R 4, NAs i 255 ek
FH Peg-TFN-o BXGRYT I N2 281K
11.3 NAsy7R Ko B 2 K NAs 1697,
e R R R KR . X HBeAg fH{E CHB,
HBV DNA KA E] HBeAg Il “## #)5 , Wik
#] HBsAg < 100 1U/mL 0] DA R AR 45 25 i 2 & X
R Xt HBeAg BYE CHB, — B 22 8 K U134
J7,HBV DNA £l A 5], HBsAg ¥ 2k A1/ 5 ) BL47L-
HBs, I HZ WLENG T 240 6 DA G A A % 52y,

12 FHE «iBIT

FKECHEHE Peg-IFN-a F1 T# % o AT CHB
BITo
12.1  Peg-IFN-a 3657 B 5 2 I7 5K

(1) Peg-IFN-oe BLZ5YRYT : X T4)iH CHB 4%,
Peg-TFN- ¥ J7 AI i 3 70 &6 5 3145 9% B o I &
(HBeAg FH % | 7 & # 1 <50% ) Fl HBsAg 1 Bk
(BT 3 4FJ5 HBsAg 518 %358.7% ~11.0% ), A
J7HiT HBV DNA <2 x 10° IU/mL  ALT & /K- (2 ~
10 x ULN) S H R RAEIRIE G2 LA | (A B B J
R 7 JLZR A% HBsAg /K ( <25 000 TU/mL) ') 3&
ZAt-HBe s KT 48R T3 3 AT

(2) Peg-IFN-a 5 NAs BR A i877: X NAs 2843
CHB B hAF 6 R R L3 AHE, 8K Peg-IFN-a
AR 4 S8 AR I R e Y 2R oY
N, THRIRYTHT HBsAg Il/KF-( <1 500 1U/mL)

H HBeAg B 0 {0 4 S8 35 4552 )5 51 Peg-IFN-a i
I HA T RESCBUIG PRIA A L Iy R
NG BL (JRYT 24 JEBF HBsAg < 200 TU/mL 5%
[ > 1 log,, TU/mL) A L3S B BUI B 56 97 48 ~ 96
JEJG AT RESR AR I B O IR S ARG K T
HBcrAg FlE 7K F-4t-HBs AT #l Peg-TFN-o 4524 J5
BEATFF ARG R IE A

(3) Peg-IFN-o A BEFEAR HBV AH ¢ HCC & 4=
F AW R, W] Peg-IFN-o 357 A FE L CHB
RFE R  H HCC i S g 10130 A A7 35
— IS,
12.2  Peg-IFN-o [AS B2 o7 R 28 S qiF ') Peg-
IFN-o [} A RSOV ALEE : (1) AR A &
SR U AN Z 004 ATTEE S TR o BTEH
I IR AE S AP R 25 (2) B BRIl vk
M < 0. 75 x 10°/L Fiv/s i /4 i50 < 50 x
10°/L, R TR A 1 ~2 5 &8, k&
R A JEE, Hr R A <0. 5 x 10°/L F/ Bk
M/ <25 x 10°/L, R 4l T3 8 . X
Hh P 4 TR e BT, RT F r 4  R  of
R ORI A B Wk 20 A 7 R IR 9T . (3)
Hofth: B B fsens (B A BP0 IR IR
PRI E R | /NGB VR B e L B 2
KT R RGENELL BRI LR GRS ) K =
W CINER 2 A HE AR R AT ), SO A WA RSO0
AP B A ) o P i 48 T g e B T3 4 L0
M I ARAEEE ) B ZME IR TR IATT , L 2
LR H1208

Peg-IFN-o 397 I 25 RUE 46 : (1) 45X 25 =
UE « 4 YR e 30 P9 A 4 R R RS s s (LA R
53 0E B EAPARAE S50 5 ) A BEAA T A BB L 2R
P IREAL AR Y B B e g, o™ s Jke e |
PRI BB 0> 7 3 08 02 P EL S P it g 5 5 il 9
o (2) FHXIER SR : AR AR S , BEAE A ARAE 82
AR ] AR PRSI O T o

HEFFE D 13: HBeAg Fa bk CHB & # % ik NAs
(ETV.TDF TAF & TMF) %477 (A1), X 3 & &%
KBNS, RAFE HBsAg 4 % Fi2%h, A&
R B A EAF 2,597 1 5 HBV DNA 4K T 480 F
P ALT % #o HBeAg o 7 5 453, BB 697 £
YIF(HERONALEL R)MBRFRE, B
HBsAg <100 1U/mL, 7T 23X 4% 25 {2 & = 55 o), 3t
KT RTRY EA(B2),
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HEFFE I 14 HBeAg A/ CHB & # 4T R A
Peg-IFN-o 3875 . %77 24 F i}, 2 HBV DNA F I <
2 log,, TU/mL H HBsAg & %43 >2 x 10" [U/mL, #
42 B Peg-IFN-o 7897, 2% 4 NAs 7697 (A1), Peg-
IFN-oa 2% J7 424 48 B, T AR R & &3t
K742 2R w At 96 Bl (B1),

¥EFZF= 0 15: HBeAg A 1+ CHB % 3 5 it NAs
(ETV.TDF TAF =% TMF) & 77 (A1), 33 HBsAg
H % A/ K B BLw-HBs, B HBV DNA 4| R 3], 31
B &7 6 AN At R3] %, TI5 k5 (B1)

WEFFE I 16: HBeAg M CHB & # 4T R A
Peg-TIFN-au 7697 . %97 12 J B, 35 HBV DNA T <
2 log,, IU/mL, % HBsAg € & F 4 <1 log,, IU/mL, &
42 A Peg-IFN-a 7897, % 4 NAs 3697 (Bl) . A&
HRARA A8 B, T AR R RERKITRE 2R
TABiE 96 J{ (B1)

BEER17: - LFE 540 EF T, 4o
NAs 7477 /& HBV DNA Z & < #&a T Fk  HBeAg [
4 H HBsAg <1500 IU/mL B, 266 5% ERTH
fem A Peg-IFN- 78 55 , Vi Kl KGR, 877 24
B )& , % HBsAg <200 1U/mL 3% F % >1 log,, IU/mL,
4k 4 NAs BE4- Peg-IFN-q 7697 £ 48 ~96 J& ;3%
53 24 JAJs , % HBsAg 45 =200 IU/mL, 7T # & 4% A
Peg-IFN-a, 2% 4 NAs 577 (B2) .,

HESN18: RN LA LR &S,
# kA ETV.TDF \TAF # 47 K B m 58 77 ;o R
AN Peg-IFN-a0 3% 77, &% Fld 48 X R R R B
(A1),

WEEN19: A RZH TR XAFEALEF,
e #E R ETV 3 TDF ¥ #13& 55, 2 B Peg-IFN-q 7%
7 (A1), b2 T vl w B TAF ;457 (B1)

13 HAtigfr

PL HBV & 97 I REAK CHB AH 3G It &I 19 K A=
AR HBV AHC HCC 1y & 5% 3 8 [ A A7
TR YE HBV UL i i 2R T i . BEAh,
A HLR BUAAL DR AT BT LR i AL L T8 S A
P
13.1 HiR SrAMRITGST  HBV LS 2
JTF2 IS 98 AE DR AE 2 3 J 12 JEE 1) T g B A L A
H R ) KGR 5 22 AN AR R i 77 A
ROAEESF A PR PUE R I A 5 A

IR AT 475 0 BT 2 SR AE W] 8 5 ALT
KPR T g B S, l DU A (HAS B2 Rl
S

13.2 P deibinsy 2 Pierdete b 2550 s
ZRALET I S5 B PO R AR IEARIE R, RS 5k
5 PR B 5T P X R — 8 1Y B 2R 4k 1k 1
FAVSET 3 W K T 2k Al SR A 1k 28 AT LY A
B

14 1815 HBV BLF R BN RE 7 E 2

14.1 121 HBV #EH7 R FETE 3t HBsAg #5717
RSBEWEE  #WU 6 ~ 12 AT ST 10 H #IL
YL R EE N LSM 546 4y | WA I R4 T T
HKGA . A6 A H KRR EE 1 MR 7 O
HCC, #AFEHURTEERITIRAE, X E 3hRTT7 .
14.2  PURBRIT BRI brmERIT R
Hh e B I T I BRI YT AR 2
W i 2515 LRI BN, A & HCC KA
14.2.1 JRITATHICTRAREL A (1) A= fk2#
BhR: ALT AST JHZLZ | 8 5 (2) 5 8 2% AL
bR & % HBV DNA ¢ &, HBsAg, HBeAg . Jii-
HBe ; (3) AR 175 75 B2, K6 00 a3 A0 | I JUL I 7K SF
MK B/ INE D REFR AR 55 5 (4) I TC AN £ 44k
K, 4 LSM; (5) 24 ETV #1 TDF FH F AL EF 35 4%
R <50 mL/min f§ & B ¥ R ) 5 TAF H 0L
B FR R <15 mL/min HAR$ESZB T 0 B E I 0
PR i FEAR I DL S8 JO 5 DR 59 o

14.2.2  #Y)IEBEBITRMNPERI 25512
Gl RN SR A S R ) B 7/ A =R R P
O BRI O 2 T M bl 05 2 P RE S S50 XU, 48
e AR O

14.2.3  NAs 5254 I HURS A A A 1k 2
Fehr  HBV DNA & 5 F 2 BT 58 1ML 775 9 B 2 b s
Y1 LSM %5 53 ~6 AN H RGN 1 k5 IR 7 A A A
G B (R I 4, JC IR B 6 A 1 Ik, IFREAL
HE3AH 1R, E G CT S35 MRI L
LB HCC, [ FH AT B 52 i ' o) e o8 1Y
4WE 6 ~ 12 A AR 1 IR B T RETE
b, A AR R W B /N S R A F b o

14.2.4 N Peg-IFN-a [ RIS —A A Il
AR 1 ~2 JA 1R, ARUE T I E B R AE
feaFgabrk g R 0 1 O HUARIR D BEHE b5 AR |
HBV DNA .HBsAg . HBeAg Flifi-HBe ¥ & 3 > A
1 UCGLSM 4 6 A4S 1 U JE B A A A A IR 2
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R 25 JoHRE AL B 6 ST 1k, IFREAEE 5 3 4>
A 1R, g s CT sl 5% MRI DL &
P HCC,
14.2.5 DI WA R VAR5 FALEE NAs
SR VRN 32 P R AT, BAE I R A A 20
UL DL E AN RO A I T e 4 (UL
SN A TDF (ADV) K@ B9 (JC 2 i A TDF
ADV) WA/ BSOS i LR IR Hh #4555 (JU 2 ik
FHETV) o FH 25T 0 AT 40 360 ) A5 S& 9 58, DARE IR X
WS o REYEYT H S B LT | UL 5 it B8 L 1R I S
TRV B T e, IR AR I R R B 83, % UL
g2, — BN IR R RN, K2 3745 ]
HAh 254 , R R 25 T A VLR YT -
14.2.6  WIRTEIGYT LA i B HBV DNA ¢ 545
BIT IR ARAE TR > 1 log,, TU/mlL, 52 A5 4 A -+
BRAK IR [T |, 75 St 45 TG 97 , IE T 2
i
143 PURTERITE ARG IRETT  JAYT 45 A XHa:
2 BT RVIRE YT 0 H B PP U B IRIT IS
BT RG, Wi v e LA ) HCC Ry kA4, I, A
WREEIURERIT B R RS N 52
JE T3 A PR RE R 1R R A A AR A
SR MG % B8 7 bR 5 9 F HBV DNA g 55 Z
JE B3 AR 1,1 A fER6 AN 1 R, Tt
JHAE AR ) S B 6 S AT 1 WO S e P A i
A R I 45 5 R0 A8 R B 3 S ARSI 1 K,
B sE CT sidss MRI LIk 3 HCC,
14.4 HCC pyifigs 540 12 HBV By 23K =
HCC 115 32 2295 PR, e 0 i 4 0 WS D0 B 1 42 &
HCC B BRI 0K . i) HCC &
A B, BT 24 HCC RFS AR & 3%, Horp
RE 2% & W& B aMAP F 4> ( age-Male-ALBI-
Platelets score) , A] {3  ERH MO8 1 HBV By &
430 HCC AR o KBS 4, HCC A 2 A2 3R 433l oy
0~0.2% .0.4% ~1.0% f1 1.6% ~4.0% " fr
AEE HBV Beds (NS 2R IETEHE 26T ) S0
B 6 AN i H IR & R IE 8O AR R A DL AT
HCC §ifidy ; X5 T KU AHE, g2 =0 3 ~6 4>
A it 1k, R TSR CT a5 MRI,

15 $HRABHRSIEIT

15.1 B AERARGREMAL B A SR I
25 HUIRGUARERY T REME HBV S 32 258 J1 3], (2
#7358 AT AE L B AN R T AR B IMLAE . 45 %

ETV TDF \TAF s TMF HAK M40 CHB B35 iR
57 48 JE 2 L4 |, HBV DNA >2 000 IU/mL & 5& X
FINLEAAE, A AT v A ] HBV DNA, {H <2 000
1U/mL % & SO R ™

(=] N A 2 T 58 25 R 487, U BE VR YT IS AR
B AMAES CHB JFF4efbitt e | & AR AR A AL
Ko HCC AR, VA K& 3 A 77 R B AR % 1)
*H%Ué]-lﬁﬂ .

HEFEM 20:CHB %% & A ETV . TDF TAF &,
TMF 7% 57 48 & ,HBV DNA 7T # % % (HBV DNA >
20 1U/mL) , HeFRAR MM Fo i i) 3% 2 J5 , 7T 8 5 NAs
%97 (&R ETV %3 A TDF 3%, TAF, 5 )i TDF 3,
TAF %38 ETV, X/ # 25 h Be 64200 ) (B1) . &
T VAR A Peg-IFN-a 78 77 (B1) ,,

WEEN 21: LA XA EH 2R ETV,
TDF 2%, TAF 34 77 24 B, & HBV DNA 4% 7T 4
(HBV DNA >20 [U/mL) , HE B AR A Fo 4o 0] 32 2
J& , I % NAs %697 (& A ETV % 4 A TDF 2,
TAF, 5 | TDF 2 TAF % & A ETV, & % #F 25 45 B
A1A) (C2),

15.2 N HARZIETT R IR YT A e i 7R oy
M 18 HBY R E 2 b2y e 254
K REIN R AT A v RE B HBY PR , F4 ]
RANT W . HBsAg [FHE £ % HBV FREGE KUK A
HBsAg FPERF S ~8 £,

Pi-HBs Il 15 7K -5 HBV FR3%3E A ¢, $it-HBs
BHE A9 5 2 HBY FE30E KU 43 531 5% il
149 "1 F; PEHTR BE VA T T LA B R R HBY
TG R

I 42 52 AR T R 1) 25 ) S S e ikl 73R
ITI RS, R IR IR TT 1IN H BT A HBsAg . $ii-HBs
Fe4i-HBe; HBsAg BHPEFI/ adc-HBe FHYESR %, 1k
—5 ¥ HBV DNA HBsAg Fi1/8 HBV DNA [H
B AE R Z A BT R ) 245 40 S S i 4 i) 741
HIRFH NAs P iiddr 20 1 B b, 2567 &
] [l AR ] NAs $ips AT o Wi HBV DNA
A, 0745 1 ~3 4~ 3 Wil HBV DNA HBsAg F1 ALT
JK3F-,—H. HBV DNA uf HBsAg % Jy FH: , )i 57 B
SIPURTFERIT . % B R E YA s s PR AT
1 I T 40 B R A B A TR B 2 4 b/ AR Y
HBsAg [i1 Ho-HBe P £ 25, 17 391 B 1 0 s 2
EEage

PUiR BRI AW Wt | ETV, TDF 1§



. 414 - i AE I R IYR 2435 2022 4E 12 A48 15 %5 6 ] Chin J Clin Infect Dis, December 2022, Vol. 15,No. 6

TAF T O BT W A4 24 50 5 %
CHB sfFAEfL B M ] o XS T2 1k HBV #E0R S
ARG B HBsAg #5747 IR 25, 2 HBsAg BAE | -
HBc P H R F NAs BB IG5 # , 14k 767 48
[6) 24590 K S A i 390 3607 45 A, I AR SE BT R
Jr6 ~12 A o XTI B ik At e B pT A el
PEATIE I A MRS AR R, AT IR P A R D 18 A
HIETi I %1815 NAs, NAs (& a4l fig & L
HBV &2 il i, B 2= i fe Ak, i RE Vs 12 A 3
4 1 ~3 4> H W HBV DNA e i ik A= 9y 4k o
?51:/%[169—170: .

WEEL 22 T A B2 F %7 Fem i &
F T AIPR) KN & IT 00 B, TG T AT B LR B
HBsAg . #.-HBc #2/ 3, HBV DNA (A1), *FF HBsAg
Fa/ 3% HBV DNA Fabk 46405807 ewm sl
MBS IR NG T E D LB AFSR LT R B
A ETV,TDF % TAF % &% 57 (A1), 5T
HBsAg M # #-HBc Fab: & %, 248 A B # & 28 i
5 MR R AT 1 o T 20 RO AS AR, SR AR 2R AT
Y e A/ BFARAL 32U B ETV TDF 3%, TAF 3% &
%97 (Bl),

15.3  GLYRAHCASOUAL TR B IR & A Ao 2y
N A HBsAg, Xf T HBsAg BH 1 & 75 2K il HBV
DNA'Y 3o T4 4R 1 1) 1 U2 W CHB B i, 1
IGYTIE N IE A% CHB 3%, nl i i TDF Uk %
1GYT o AR BT B 0 18] FF 46 I B0 75 25 ) 1Y
CHB Z271d, 7 J5 W 4k SE P08 3697 , FF AR 48 % 2
2N B O, e SRR JRRYTY O 58, i 2 FH At
NAs 5%, Peg-IFN-a ZkZEI697 .

I3 HBV DNA 5 7K - 2 B B 46 1 & 18 A
2, WER T g B 40 S HBV DNA 48 >2 x 10° TU/
mL Y R T A, A LR [ e
fili b, FAEURES 24 ~ 28 JA I hbiw 8 T 10, I
TDF' 4 P Fi TDF i, B 7R R A R Ak
SIENTT

HBeAg FH P22 19, HBV DNA 7K 5 F1 HBsAg
JKAF-LA K HBeAg 7K ¥ 52 1EAA S, Ifif .24 85% A4
PUREEIAYT Y HBeAg BHM:42{d HBV DNA /KF- >2 x
10° IU/mL, [Nt , 763847 254 % HLJF e HBV DNA &
SRR, BE2R HBeAg BHYE AT N HUR RE IR YT
Wi HBV - BLUER A B Hghs 7T,

A /INVEEA G RATF ST B , AR URE b B 30
FH TAF {1 B 2MERE R 5 TDF AL, HAEEE %

SV RAF ) (H TAF XEETAE L AR B 1
DL RO BE LR SR 1 2 4 B e itt— 2 Ak . o
FEMR A TAF 3 A8 b B AME IR , & 5575 24/ TDF ik
T ZUE . TMF XAG L S A4 L% 4 M 1w
TR

T BE i 2 11 TR NAs (2200, n] F 7= )5 B %)
M1 ~3 A H a2y, 15 245)5 17.2% ~62.0% Ity
BEWNREER RS, HE2 k4K 24 M
P R S W, T TS 4 ~ 6 A
FFIEA Y1k 2# 4545 % HBV DNA Tk A= 91k 2
RFRIEHR W3 MHEE 1R, HE™E 6
MR ARG 3, R RERYT

T BB YU R IR T AR G A B Il TR
R RIT I BPERE NG 6 S H T % &
A W NAs Ui #9097 19 B PR, B AT
WEHEFE B NAs J3Y70PRS RS R, il 7E 5 R
FATIEAETEE TS EEE

WD 2312 HBV & 4 %/ & i Bk
SAEIR I 18) AT A% AR A5 A B, fE A58 38 S St R
BJG, T A TDF 657 (Bl), 4m& i B R
A T H Ak A TAF 3557 (B2)

RN 24 F k06 77 B & ek od &
#, 24# 8 TDF 38 97, 32 3 4k 8 44k ; 242 A ETV,
RSO SR, F A TDF 3877 (B1), 2 0 A
TFkZ &I, ENE Tt TG AR, i
RE AT .Gk, Eo Sk, AR T E B
A TDF 3847 (C2) .,

HEFER DL 25 424k 7 4 HBY DNA 52 % >2 x
10° 1U/mL, £2 5 474 48 5 Sty ) 5 89 S b, T
YR 24 ~ 28 45 F A TDF 4 44 75 (A1),
#3 HBeAg [ /M 1% 1 HBV R % & ( %05 7t % 40) 5
FTBTH BRI ASN <3 AAUE AR5
£V 4E3 A R AR IE A& 4 105 42 HBV DNA 4 35
WL EE GO ANA R AN K ESH SRR
o3t 77 (A2) s HBeAg RS B4 CHB A, 42 %
SiRiB A B B A b TG TR BT, B
JATDF & 77 4 S JLR A R A RBIE(C2)

15.4 JL#HEE  XFTIGaME CHB s Rk 8L,
I B IR 99497 . ALT JH5 i) HBeAg FfI T CHB
LB E T A FRYT R0 T2 o 3 Peg-
IFN-a-2a 3497, LASE BRI 34 AT (HBsAg B A 5%
APE4T-HBs H B M A e A ETV, TDF 5§
TAF 3897 . il T E o FIF LB E A
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AR 3 KK 300 J5 ~ 600 7 U/m’ {4 2K T
IR H AT 1000 7 U/m* R w75
JTFE N 24 ~ 48 J&] ; Peg-IFN-a-2a A5 & 180 wg/
1.73 m* R 2 AL, 57 f ok 48 J&1'™ . ETV TDF 1§
TAF 5|52 B3 [ & 25 0 B LR  WHO 7
ELAAR 2GBTS 5. X T
THE o 5 Peg-IFN-a-2a G577 AR LB HBeAg Il 1
G el HBeAg BH LY CHB HRL K AR fL B L,
Al NAs 3897,

XiF FAb T G B 52 W L, 6 T AT
AAREN ., BT ER, GRS W R G it 52 1
(B LH , Zeadt I 2R il 2 204 A6 2 R 3 90% 1) iR L
FEFEL LR 1A — BB 1) R AE 1 sl L/ k4T 4 Ak, H
P LT AL AT R AL AT 3% 10.9% 1 A 5
7R LI HBV BRHURRE IR &4 AR, H 1 ~7
A TS S 2 B L 2R YT R T B R
5 HBV DNA [f] &% 2% HBeAg Il 1 2% &% 4t 2 Al
HBsAg i BRRS1 peabh, i 75 % B K WG T Y
A e T 2 P )R PR e, A R S R T 7
WL RIA YT PR 75 4o 4 A, [ i 41 21
28k WU )i R A N B0 8 1 1 S
HRN B, ALT < ULN {H 20 212246 4y @R 7776 AT
RAE MBI, B B I Z B0 BEIR YT o

HEFE 26 xF T it & 41 AT I ST A2 4G %L,
T Ko, 3 o BT AT R 206 9T AL E F R
KEgE TR, 1 %R EILETT
FREBTHRE « 857;2 FRAEILETLA
ETV & TDF & 57 ;5 % B vA E)L& T ik B Peg-IFN-
a-2a;12 % &L EI)LEF T A TAF 3897 (A1)

HEEE D 27 . 3 T HBV DNA a4, ALT < ULN
4 BILEHATIF LR F 3346, AT IR LR 5 5% G =
1, BiZaimarg 7 (BL) ;2 T8 1 ~7 569 &L,
Ppig sk VAT IER I A B R E A9 A BRIt
REWIRT, LT ERBFST, EARRE
B Ae iy EARILEHEN CHB(CL)

15.5 'BOiRedi i F RS A e AU £
7 RACEYIIFAE AL P A B g I AR 32 i Y
BEDRIT B FH ' 35 1 25 W) sl 52 S (A A B A A
SFo AR R R e XU, B2 AT AT NAs $TH
TR R E A DN DI RE AR L. ] ADV 5
TDF 3657 , 45795 2 39 W 000 1t LIS . if g K 57
PG B B I RE A i sz IR AR
JYREF R ETV 5 TAF 128 —2kbt HBV A7 2y

Y1, ASEEBSUN ] ADV 5 TDF ™ TAF T A A3
HIV & e (1 58 2, Al 30 /N BRUE i 2 (Estimated
glomerular filtration rate, eGFR) =15 mL/min i} AN i
PR &, HAth NAs 7£ eGFR <50 mL/min B 5578
BRI BAR T S 2 Ui

XFF HBsAg PHE MBS BAE S, Al e ETV 5§
TAF VR BB s30T 254 o B R A R0 8 1 sl e fift 1]
Tl TR o B Peg-IFN-a Y757,

HBV A1 B /NERE 2 W NAs B EEIRYT
HEAE ] ETV 8 TAF' . €3 ADV 5 TDF 5%
BEVAYT ISR, X R A B 1 5 e A A At
G R, EE Bk ETV 8 TAF™

TR 28 1% 1 H Ik & 4 K 2 R 43
B2 BEEHAR LT CHB &%, 3% ETV & TAF
# HBV 3857 , R & A ADV & TDF(B1), s+
B A B IR ARG & A R kg CHB % %, & 44T NAs
HmFdAPHFERMNE ST, S EA ADV
R TDF 49 8 % & A B I B 3% % % R A £ 5 LR
KB, 32 )R ETV &, TAF(B1)

15.6 HBV #l HCV & fi&4e#  Jird HBsAg A
AR L O A PL-HCV, 40 oy BH 4, 75 1 — 25 46
HCV RNA g #t, HCV RNA g & AV & 55 W E
BEYUREEZY Y ( Direct acting agents, DAA) J3¥7 . I
FREBE A KA HBV FR30E R, L, ZEE1 7T
HCV G I A 2505 3 AN I, @ iUk A ETV
TDF = TAF HifiaEiay7 I8 wm ™

HBsAg [ Fi-HBe FH% & W H DAA 597 N
R R A A7 HBV PR30S i KU , i g H I
M1 yE HBV DNA 72 &l HBsAg, #7 HBsAg Hi i fH
i EBUN F NAs HoRaEAIT Y .

WFEEZ M 29: HCV 4= HBV &3 B & % 5 A
DAA &7 HCV B, 3% HBsAg fa b, & % F NAs &
FVATRE HBV %  DAA 367 4 & 12 Ak, T
# 4% 1k NAs 7457 (B2) ;HBsAg M 4u-HBe bk
% 5 B DAA #ia) , & % b9 % HBV DNA #= HBsAg
£ 2,4 HBsAg %%, 300 ) NAs %57 (B2)

15.7 HBV Hl HIV §IF@EHE A CD4” T ik
K anfar, RETCht HIV B 28077 96 1L, 5
HAUR B 3l BT % 5% #1847 (Anti-retroviral
therapy, ART) . HIV F1 HBV & Jf- 8 Yx & v/ [7] i34
J7 2 Pl R, A4S 2 AP HBV IR 259, msidit
Wi e SR K B VB YT ( Highly active anti-retroviral
therapy , HAART) J72& NAs ik $&4fE#F TDF af, TAF +
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Rk 5 SR i 7 {35 ( Emtricitabine , FTC) ( Hrp
TDF + FTC J TAF + FTC 5 &K FN ) o (97 2
Hh 4t HBV M35 45, 4 HBV DNA FAEA: 91k
FEBR L E AR 27 48 bR S5 64T I . X HIV A0
HBV &Y , AN Ik P A 1 Fpxt HBV
AIEVER NAs (TDF | 72K K g ETV B bR E
ADV) 267 CRIF R, LAkES 5 S HBV X NAs
iR 24 g 7 1

TR, B R

(1) GnILEFEBR % < 60 mL/min, ANREIESE TDF
sREE TDF Fi 6,

(2)30 ml/min < JLEFE R ER <50 ml/min, A]
FEEPEEL A TAF + (FTC 5K K AE) 19I5 %o
TAF e A B At HE B2 T LB S BR % < 30 mL/min
e

(3) ANREfdFH TDF/TAF B, ¥£ HAART J5 %11
Al BN A ETV, 44 442 . i HIV #1 HBV
B IR dH AL hiok R e (8 FTC) + TDF
TERIRIZG I .

W 30:HBV F= HIV & 5f B % &, ik
#xt HIV 4= HBV )4 o9 420 & 5 4 24, F) ot
A% 2 fhd HBV iEHag 254 (AL)

15.8 HBV MGl EHE  HBV MHX2ME T2
PR N8 S RN M T O 0 B E N AR R A
HBsAg [HME BN FAYUREERYT o

Ht HBV J&Y7 7]t 3% HBV #f5¢ ACLF [ K A 15
Jt o ik R PFSE R, ETV TDF & TAF A
MTFI697 HBV M3 ACLEY™"™ 5 TDF # I,
TAF 7€ £f 3¢ 50 5 75 97 2009 [5) B A] ek 2 5 Ik 3
PEIOT L A HBY DNA & KF 23677
(1) G5, # HBV DNA SE 7 /KF7E 2 ~4 AN RE T B
2 log,, TU/mL, BF R A7 e 0 i aE 2y
Wy P T 5 A AT 25 11 NAs (ETV | TDF &%,
TAF) 2% P80 s 5K 2 )5, O 94 7 K 3]
IR HF o

WEENST.HBY A% 40 T AW 1% mEH
Ao1Z PERT % 38 % %, % HBsAg Mt DU E A ETV,
TDF 2, TAF #iym a8 77 (Al)
15.9 HBV #H3& HCC £ 3% HBV DNA [HER
HCC B F #3290 HBV 597 vl jsi /> HCC RE &
Ko, AR A A A BT 25 W R e B R |
SEALH NAs(ETV TDF 5 TAF) . JoA% 2iiF i 4
AR TR o

HBsAg B 17 HBV DNA [ 4 HCC 3% 42
SAFHEDIER Sk R 7 R 28R SR T a4
B Ab2EIR T I #E AT RE B0 HBY P , AR fil
ETV TDF = TAF #A7H0R TR

HEFEE N 32: HBV 48 % HCC & #, #% HBsAg
FEE, 3 BUS  ETV TDF &, TAF #4745 &8 77
(A1),

15.10 JFBhiEE B HBY M55 (4G
J sl JHCC) (1 TR T, b & Bk FHT HBV J7
% /DR IR HBY py XU . A &=
BT P ) R K 2 BV RS AR R ) HBV
DNA £ 57K

WA HE AT HBYV DNA 52 5 B, T 28 vk 25 i Jek
e RIS, AT AEA Fi R0 AR AL 24 119 NAs , B
ETV TDF 5 TAF, i HBV FR#0E , A J5 J6 7 i
HBIG™®' , 4 Hi it HBV DNA FH Y, ) 35 vk 25 74
TR IRV 3 o A TSR ol o 5 A i 25 19 NAs A
B#A% HBV DNA 7K 3 AR o JC JHF 300 0 i ik 7 o
HBIG ; AR J5 B 7 WI0 F NAs i by 56 g AR5
i HBIG $F4k 0.5 ~ 1.0 4, b5 4k 22 2 H
NAs®, UTARR A BF9E & B, 76 BT ETV 3677 1
BB P4 HBIG JF R R A R . R RED
20 F T HoAth NAs 254, 75 4% V) il HBV DNA %
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