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[ Abstract]
the goal of " eliminating viral hepatitis as a major public health threat by 2030" set by World Health Organization, Chinese Society of

Objective In order to update the prevention, diagnosis and treatment of chronic hepatitis B, and to achieve
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.
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AP G TEH B R E VRLE CHB (TR 32 B Fia 7 S8
B ABOE A BRPCSR  (H IR AR SR PR ARE , AN T R GG X A
CHB 1236 B9 BT AT R A8, X 0k, I S 8 Wi 7 i %o LA 28
B, BEFEFE A T A AR 1 B FE I PRIF T I (74025 it /B
FRE R RIS LRSS H A&l R I R 256
AIFI R 78, il S A BT &

TG REE SRS A B Al C 3 U, HEFR SR
SR 1 A2 BIAGN, ILEE 1 (ARG GRADE 434 4&17)

AFEFE VS B AHIEARTE W3R 1,

IRATIREFITR |

1. WATHRZF HBV B 2 F PR AT, 8 WHO HiE,
2019 4EEBR— ABE HBsAg FifT3R N 3.8% , 2494 150 JiHh
& HBV B 2,96 1412 1YL 34,82 J7 ASEF HBV B
PR e v A AL B 4l i 9 ( hepatocellular carcinoma,
HCC) Z5AH 5% Y . 23] HBV B & A AF 1 25 £ 1 5%
i, SR MK HBV RGBT 22 e K. PR IX
K HRFATIX, 2019 4F— B A B HBsAg ATHR N 5.9% , 4K
14 Ji#ik HBV YL 1. 16 {218 MRy E 47 T AT
HBV JRYAMISEIE LA

2014 4F o [ ¥ 9% T B #52  HF 0 ( Center for Disease
Control, CDC) &L R /R, FRE 1 ~29 % AR HBsAg [H
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PERN 2.94% ,5 B LU ILE R 0.32% ), M4 Polaris FH PR
FATIR ARG 2016 43 [ — B AR HBsAg AT
H6.1% 181k HBV B 8 600 J1 '),

2. fEIBIRE HBV &8 B MW (A4 5 JBR 0 3 B B
B ) e il A 76 . e 3R DARE SR A48 0 2, o o A IR
f140% ~50% 7', 2 kA A AR, it HBV FH P RE 55 14 1
WM/ BAR W A5 3% . B 3£ A9 HBV DNA 7K 5 3 4 LR e
HBV KU B IAASE , £ 55 HBeAg FH%: HBV DNA /KP4 o
5 R AR BRSO 35 B S R A A A | £ 4
T A 28 A G 2 ARG T 4 i Y0 I ) 8 AN BT A I YA
ARG A BHRAE (ST TR K 0 PRSP RS ) A
Bl AT %, HBY o AT 2Bl dt i i SR B B A4 3% | i
AT R S FLE AL G A0 R o B
HBV REMIGE MR, Bk, B 2% TAESUE
TEE L, AR R — A TAE (AT ELEE) BT 9
F0 | [ — 7 A | [ — 28 77 FH 2 R D o 55 10 Y0 2 8 ) 4
fil, N 2xf& 4 BV, JATHE 2 MSCH A 5T & & B HBV et

W 1 . R, (SR B o 2 ) A

3. Wik

() PRI T BN 3Rk 2 R e B8 1 R B HBV g
AT, SRR B MR X G R B R AR L, 3
TN L 15 % DL R Gfe NBER AR & fe A

ISP AR TN 3 X, 7R 0.1 .6 A RF,
RIERR ey 1 RS 7568 1 A H RIS 6 A H i 346 2 7
I 3, b QU R P R A B JLEEFR A
R AN = A LS KR i A0 R AL P s LB R A
L= L T, B L B 46 R 1 I 2 7
it WA EE R O R EER IR 10 ng, AN EESE HBsAg [H
PE | HBsAg FAVERESE Mg 2L, BiAE B TR 12 h Y
R B R % 2 3R B 1 (hepatitis B immunoglobulin,
HBIG) , JFAEARIFR A R 2 RIRF R g i 1) Bl kA7 32 3
FRk s e a4 5% ~10% HBeAg FHYEH HBV DNA &
JKBE 27 i A2 SR Lk A= HBV %Yy, 16 I R 2 (0 45 B 5%
HBeAg [H M HBV DNA 5 # & | 1 il FR 1E F0 HBx JE [H 4F
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FENBT HBeAg FAVERESE B 7 H W KT - HBs 7K 1Y L
T NIFE 2 A S R e v I 1N 22 45 3 Hoht - HBs B
BEF IR GRS AT BN SR AR S I A b R X B
NEBIERN 3 71 20 pg FEABER: L RTF R EEH K 20 pg HAH
G B0 & ( Chinese hamster ovary, CHO) 20} 2 %4 fF 58 2%
Hi o X GE D) RE AR T B TC I A4 3, I 1 e T A $E R R i
(4060 pg) BRI XF 01,6 A H R 7P JC I 2 % n] 3 1
60 pg 553 7120 pg LBFRIEE , I T 78 U 2 P i
FFIE 1 ~2 A H B E BT-HBs,, WA ICRIE , n] FE R 1
60 g HAHFERE CRIFRPBET . ARG HBY B IH £ 78
TEYRI AL Rl 2 BT e 2 W S e Ayt WA BB
Foh B AR Y (0.1 .2 D AT ) CHIEIIE 17
TR, (2) 8 B YL U 0 15 R B AE 1) HBsAg FHYER
TR A5 Yo i b v 1Y, B Fe RS 0] 24 b CDC i35, 2
WO HE G BE ) 3 AT I HBsAg  $i-HBs FHT-HBe £,
Xof Gy IR AN ORI R P . HBV SR A% etk s IR
B P T L HBV DNA JKF, 51 7 N & B2 5 & il
(alanine aminotransferase, ALT) | K 2 % R % % [ ( aspartate
aminotransferase , AST) FIIHET KK To o6, BZAEAR W KA
Fo AR AR fg B A R AN R Y7 I sl v, BRI HBV
BRYAREY), LA B RIS W BRYT BRILR a0 B
Ho 18 HBV YL Ik o 5 i A 2L 1 28 B 9045000 | i 4
i B AT S AR Rk AR R A B AR EOR T4, O e i
2 E A BT FLGERE B 5L AR R R R R L R R
(3) VI #1842 . K e %8 S it (LG B & A& e &
SRR IR A 1 e Rk Y A v B s o TR D U IR
G54 ST A R R R AB T 25 0 R S B S 2 LI A T
B, ATEMEB R HBsAg BHIER | N 3EFh 2 BT R P20 BR
L AR MEARB A R HER S A B I, B A 2 & LATR Bl
HBV A JE LS ARG B0 . X HBsAg BHMERY 221,
JR G 2 s 2, DAGRAIE NG 45 i s b il Do b LR
FHREM AL,

WEENL 1. % HBsAg FAMEEEE R B E L, NifE 2B R
12 h WS AR 10 pg AR CRIFRPE 5 1.6 1 H
B RN ER 2 TS 3 R AU RV (AL) . fEEREH 4
U, TR B R L (<1 000 g) J™ ok il AR Gl T i s | I
W 0 S5 A TR A DA A e R AE SRR, R RS 1 5 2 3
JF 4 BEW (AL) o

HEFER 2.4 HBsAg BFHMESARTERE R AOHTAE L, W 76 1
A5 12 h RIS —FIYK 100 TU HBIG, [F] B 76 A [5] 3 for
R 10 wg EHMEEECTUFREEW . 76 1.6 A B 43 3 Ah
552 M 3 FICBIFRPERT (A1), B HBsAg FHEBUAR
VERESE TR LR, THEFPER 3 R AU RE NG 1 ~2 AR
HEAT HBsAg FI4T-HBs £, # HBsAg Bl T -HBs <10
mlU/ml, AT4% 0.1 .6 4~ H e 72 )5 i 3 7] & BT 4 9
i 5#7 HBsAg BHVE, Sy S SR 00, 1 S0 il ( A1)

HEREN 3. HBsAg BAPEBA TEAE 2 1 FL 7= L AR A B
JL(<2 500 g) RifE AR ST 12 h PIRELER HBIG FI45 1 31
CHVFAPE . = ) LSRR i LW 1 )5, FF% 0.1,
6 ™ HFRF e 3 TR AU 5 BT S (AL) .

HEEN 4.5/ LE A 12 h WEEF T HBIG f1Z Y
JF9PEVE 5, T3 HBsAg BAMEREE IHFL(B1) ,

EREEL S W FAREMICR BN ST RN R
Flrrty JUEE 7 B AT AR 55 1 500 5550 2 5] ) B ek )
28 d, 5 2 7555 3 FMFEAL =60 d (A1),

WFEENL 6. X1 3 FI BRI TN #H 7T FEHEEFR 1 5] 60
pg 3% 3 20 pg LB RBE , I T S8 ALK 2 MR T 5
1 ~2 AN BRI T —HBs , W45 JC B 285, T BERE A 1 71 60
wg TR ORI R PEM (AL)

WEEER 7. E/MEET HBV F 4L a3,

(1) e PR R R B HE 45 B P i il i, P vt 43 B
FHAFB K Pk, SR )5 FHIH SRR HE (AL) .

(2) Wi 5z B A HBsAg, HBV DNA,3 ~6 ™~H G R &
(A1),

(3) tnfiid B JHF 4 Wi T i8R, H O B -HBs
PR (5 -HBs =10 mIU/ml) &, 7] A H-7E 5 HBIG 87 Z A4 AT
RPEW . WAREFN S ORI SR, SR B R 2o 2 BT 52 92
Hi,{AHL-HBs<10 mIU/ml ZLHi-HBs K ARTEH, B 57 B
S5 HBIG 200 ~ 400 TU , [A] W75 A [R] B A7 #2270 1 57 £ BYJIF 4 9%
(20 pg), T L A-AF6 A~ 5 4 3IEF R 2 FIAEE 3 7l 2
RIS PEHT (20 ng) (Al).

HEEEL 8. 1EARW IAFL A FA LAY fif B A s 4G A
WL EE Y, W T HBsAg ffidr, X —M AN 1T HBsAg
iy, e A2 B 7 (human immunodeficiency vi-
rus, HIV) &Y% BB MEATHE BRIk 250 HBV B E 1Y
MEAEAR R G BE B il 45 52 G e M i R S Mg 25 B
RURT 975 (hepatitis C virus, HCV ) 25077 # %5, LA e 2214
FE Y &MWL (BL)

R

HBV JE g T DNA 75 35 8}, H 3k B 241 o 36 43 WLk 2 4k
DNA , 4% HBsAg HBcAg HBeAg 7 3¢ 4 i F1 HBx & [,
HBV KT 15558 15 65 °C 1 10 h E ¥l 10 min 28 KA
YW G HBV,, A CbE T i 4 C IR AR X HBY
WA B R TG RO . HBY i 40 I b 4 s 7 - 2R ik
JRMR - ¥l [F] % 32 25 H ( sodium taurocholate cotransporting poly-
peptide , NTCP) VE N Z (4 0E AFFANMES' 76 40 % P LA 6 4
DNA AT A4 1 & 2R DNA (covalently closed circular
DNA,cceDNA) . cceDNA X AR i 5%, 2 5 35018 MRk gL A9
BEEHLHIZ —. LA cceDNA SR % 55 1 A9 i i PRI 41 RNA
(pregenome RNA, pgRNA) A B A SR JE I, 1M 7% HBV RNA
kA S HFAMIPY cccDNA 251 PEA OC, HBV Al & 215
FHFANHIIE R 41, HBY A BN 5 HBsAg 5252 R 15 Al

#
=
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HCC RA VIR, HBV /045 9 (A RIE T AY) 3t
PRI 1 FiAE BRI A () A80) P FRIE L B P ALA C Bk
KAA . HBV FEPIAL 55 P A TR o 10T N AH
K, HBV S8 REL my Wi SR IX 1 9878 2 547 (1R ) 26 18)
Y[ nucleos (t)ideanalogues,NAs | THZ5H 3¢, B S/S X FEAK
LREEHT X AT C/C XA AL T BE 5 &k kI Th e =
YA HCC A X2
| BRE R A FEHLH

1. B#AE HBV BLiy A28 38 ER B T aEfAE 40

HAER, HEke HBV I (4RI R g ML FE R R Z

R DR =S AR — R4 A AR s 4 RS R
PEFME SO (E Y B BLRE A0 S8 2 UE B SRR R s A
TebR e, B Al ITR R R R AW S SR bt o
DAXS BT B 5 AT T8 40 . — R ITHETA (1) HBV &%
YeBHR o B BLX 4 01, BN, AR Bl AT B S e g
HBV , 2 JCREA: Bk S ie s 32 07 | T B4 0 A BEAE T fR  fie
PEE IS, HBeAg B CHB A LA M HBeAg BH1E: CHB 4%
KB WA —E it < ARG s, = 2184 HBV &
Y A R S A B S I RIZ W 44 Bk CHB PR 221697 1938
MAEH AN 58 4 — %, HBeAg FHIE CHB 3 Al 31 [ & 1
HBeAg IMiFF5E AE R IERAN 2% ~15% , 4Fb<40 % |
ALT FHi5 HBV JE[H A BUAN B L% & 4 R B R . HBeAg
MLIEF UG  BAEAH 0.5% ~1.0% K4 HBsAg W5 FR ., BF
5N, HBsAg 56 FH 10 4EJ5, 2 17. 8% B # & 1L HBV
DNA 5 BEPEY S 550 % sl B AFREAL s 4336 HOV 50T
U 98955 B (hepatitis D virus, HDV) /B Yt 3% | B {ff HBsAg 74
& AV KA HCC BT REVE™ . K&K EIAYT CHB
FITFREAGAE B A2 2% ~ 10% |, fa i 2550 F (AR
R BM KA HBeAg Il 22 it >40 % ALT H72L T+
) W (HBV DNA>2 000 IU/ml HBeAg 3£z HPE .C A
) A9F HCV HDV 8¢ HIV &, LR A I Al B 405 &
@/ T D R AW =221l R T i L PR AW =8 ]
RN 3% ~5% , KAWL 5 LN 14% ~
35% ' ARJFEML HBV J&YE 1Y HCC F R AR R 0.2%
~1.0% " AL R E HCC AERER N 3% ~6% , 4F
W%>40 2 S AFEE(L A HCC RS HBV Bk 6l 1k
I A FERERIA IR M BRSNS HeC &

— BB 1 LU AL HBV B8 P KU
90% > 1 L HBV Y18 AL KU <5% ' 184 HBY
SRR [ 88 0 R o) BRI R R Wbt S SRR
EATER A RS, TR, — B2 1 HBV J&RYLR] 4R
4 N0 B HBeAg FHYEMEPE HBV SR ( AR Fupe i 52
] 18t HBV #54IRA) HBeAg FAM: CHB( WFR s 1E B
W AREIESI )  HBeAg FHMEAS PE HBV B (tHFRIEIE 3
1 A pE 0] ARG Sh ik HBsAg #EAIRZS) A HBeAg BA 1
CHB( AR P& shIN) , W& 2,

RARZED AR T R ZIEYT 18 M HBV gk
YeH BT 1 4E, #eH HBV DNA (ALT 7K 5 Kz 2H 24 2 Y uf L B
AT LA 4 B, FESCRR PR < AR E 7 18 HBY By
205 28% ~55% N O FRIEC R E W B IR AR
b T — A ST B T AT LA B S 30, R
AFEARREIIHG X 4> HBeAg FHYEIE M HBV J&YL#H 5 HBeAg [H
P CHB B, LLECORBEIIHA X 4 HBeAg B HBV BRIt # 5
HBeAg M1 CHB 3%, MHETF I IEAY M2 HBeAg BH P B YL
H (WFR S PETH 2 19) ) 5 HBeAg F11E (10 HBV J& YL (WFRIE
TSI ) | BT S R IR K 5 s DAL T T R 7
BHORAIAIT Y ARRIERGIETTIG , % AR s R 3 r e n
B, T < AN A U1 R I L 81 2 K s /D, T R T
P RBUREIRIT AR

2. ZRRHLE 2V HBV B LR HLH R E 2% 164
WA SE A B HBV R E IR IR 40, 55 55 5 1 14 e 8 1
A& S T BUTF 40 M43 95 B 98 S SR B 1 = BEHLH , 17 2 RE SR BEHE
SEAFAE R S B8 P HBV SR YL 3 1k o T A AL B =
HCC MHEZERER , AEFr 57k (R ) %% N & E HBV L)
Wk ¥ AR A, IR )0 S5 SR 4 S GE R ) S B8
01 HBV IRFE M B HBeAg HBx %5 £ R K [ ALY,
TR PG5 TR AR DT A5 S e G 7 22 P i
CHB B 35 & 22 308 AF A i 36 46 44 28 R 41 i ( myeloid
dendritic cell, mDC) FIHEAER 2R 40 Bl ( plasmacytoid dendritic
cell,pDC) SR, H mDC SRR, pDC P4 T K o 8
718 5 BEAIS , DT S B LAR L E R B AN AL HBV Rk
T HRELANMLAY BE J1 B, AR TR SRR . HBV $5 4
FERIEAET bR HBV HPilg EE/E . CD8 " 4 dEdE T ik
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ELAN AR AT 532 HBV S8 B AT AN P8 T, th P i i 40
2y IO IT 40 PN Y HBY RE D23k A 1700 18 gk g
i, HBV FR50E T Wk B A0 M 55 08 1T, 358 58 1 Fn = A 410 Al A
TFRE S 1) WA R, DT K D) REFE M | 3 1] A 5 3 HBV
FRELIBY O BLH 22— ERTIAR , HBsAg 5 5314 40 it 2 4
T Ik EL 40 AR o i = A/ s RS 2, 2 53018 M HBY g
B R A RE T 32 B S A AR FE A R B RN
| X EREI

1. HBV IiEZ4M . /245 HBV ML 4S9 45 HB-
sAg i-HBs HBeAg $ii-HBe $i-HBc FlHi—HBc IgM, IV
HBsAg T cccDNA 54549 mRNA BHPE=8 il A A
i EFEF AL HBV DNA JP5 5 ROk . HBsAg FHMESR
7~ HBV /B4 . Hi-HBs AR DA, LR B4 HBV
BaPES) UL 2 BT 5 B 02 B 4 T R R P 5 B -
HBc TgM BHM:Z WL TF 2tk 2 BIRE 4 | 148 o HBV ERe 2tk &
Vet AT KK PR ; T -HBe Sk 2 R Hi-HBe IgG, R
FURGL T HBV, AN 1808 B A2 16 45 75 B, P 1A 5 Sk B4
HBsAg 72 f R I A I R Hhpk 32 i, KO 1 e B2 95
Ay W05 R ik R KUK ] T S EAAN T IRBE MR
T4 E o peginterferon—a , Peg—IFN-a ) 1677 .

2.HBV fFHF# M. (1) HBV DNA & . T8 f T iEfh
HBV J&YL 955 15 5 /K, 2 B0 TR IR YT 18 N UE BE B ST 4L
FIWTEEZE bR, HBV DNA & 5 R 920 1 3 A Wi )
J.3% ( polymerase chain reaction, PCR) , Fifi & 6 il 4 57 R 3
FIAE T, HETE R FRRATA 10 ~ 20 TU/ml B2 EAK, X
1 HBsAg PR, DL B ST IR BTm TR T 9 CHB &%,
SR R A 52T 2 B PCR J7vA K00 HBV DNA, A B T4
A B 8 1 R, DU R IR ARP 00 85 9A 07 B A 2
RIS, (2)HBV S48, BT, AT %5 & /0 9 Fit (A
RUFN 1 FhoAE Y, —SEJE R R 0] 2 HORP 3L AL, 4600 HBV
S DRRS A B B e BTk, IR TS T (3) i 24
SAFKRMEIN  HBV 7] LATE M PR S B AR i R A A AR
5 AT YU R 20 YA S AR S AR 5 T RO
Piws e 25 W USRI

WERNL 9.4 HBsAg BHMER , 46 IETE L ZPUREIRIT
1 CHB FR 2, N AT R FH i 8 FLRSHI v v FE K 1) HBY
DNA #6052 (B = FRRM 10 ~20 1U/ml) (Al),

3.HBV FEIREWIEA (1) HBV RNA EE.#A N5
TN cccDNA ¥ 5EVEHER G, AU HIT T H 5 HBY
DNA T Z i 48 #% 0> #H 3¢ BT B (hepatitis B core — related
antigen , HBerAg ) BE A 7E WM NAs 15: 245 J5 &2 & KURS: 19 B A 5 02
0] LAARE hy 25 AR G b R NAs 3697 P (6 B 2 i) B
HBsAg 11425 FF P 9% 25 10 5% SR PR A R R R 1 L (2)
HBerAg: &—F il % HBcAg HBeAg,p22 1Y & G hr ik
W, SN cccDNA B SR HEAA 5¢, ARSI T HAE
XM A0 S B Peg—IFN-o HUWGEES T2 NAs 15225 )5 45

S M HBsAg T2k HCC %A= XU 45 07 T B B2 (3)
Pi-HBe & AW W  FERZIRIF B TE HBV JEYL i) B
H ALT IR 5 <80 TU/L T 24H 415 AE 72 2 AT - HBe JE fit
IR 2 5 2 IEAH G5 ¥R YT SR Bt - HBe 8 1 KT 1 T B 5 T 4
YURAERE BRI A AL Bi-HBe 5 /KPR F 2140
LFYAL R TEAISE'™)  eAh A BT IE T A X A0 o
W T Peg—IFN-o Fl NAs FURBRIT 8L (5252 & Hi
P8 2 BT 9 ( acute—on—chronic liver failure , ACLF) Ilfi FS T
Je S T R T

4. & LY RN (1) ALT 70 AST . 7] — & 2% b
S WRAT A0 O AR B2 . X T B R A A ALT T
FH R RN, (2) BHL &R, HIE AR R B
SR ARIBERIHRME A G , T a5 A 2 D5 R4 20 B 43 0 L 9
HMIBAERHIE ML R A o Fvs L, s R E BB R
Al>171 wmol/L, 845 H FF7F>17.1 pmol/L, J ¥ 5 4 51| HoAth
SRR TN LT R 7% R BIJE Gilbert ZEA1E S AYAESS A AR
Z1Z T = H1 Dubin-Johnson ZEAIES LS AR R T .

(3) M3 AR« SO ITFINE G 2 B T A6 R I 02 38 28
H A ME A FRE, U F7KOF R 52 205 R R
W PRl iU A I 0 N7 YRGB 571 i e & B S G A B
FIACT AR, 0 B s 2 G AR AR 110 R R e . (4) BE ML
JL i} 1] ( prothrombin time, PT) | % Ifil f Ji % 31 & ( prothrombin
activity, PTA ) X [ bR #n #E 1L H {H (international normalized
ratio, INR ) « JZ BRJFEJIE I, BBl 75 BT B, Xof S 9T 5 s ke B
BURAEEMAE, (5) MLV v— A 2B H 7 1 (y - glutamyl
transferase , GGT) : 1E 5 A MLTE ' GGT FEEK A L, 185 45 14
JIT9 VTR B4 58 36T N S IE T IR AR 7T 825 T &
(6) I 775 B Wi 2 A ( alkaline phosphatase , ALP ) . it = JIF 4%
et VIR BURS ALP & 5, HoTH i 2 5 W IR & %
GGT = ALP [F] TBiE/KF- I Ak . (7) UGS P R H 5+
FAR 13212 W HCC W E B br, NOERH IR E E THE
IR AR, LIRS ALT A AST fUTH K C R, H 454 Ik
PRI BE AR A6 A 45 R AT L5 B 7 (8) 4k
# K ez s 30 - 1528 1 (protein induced by vitamin K
absence or antagonist— Il ,PIVKA-1I ) X4 Y FR L B 1 i
Jii ( des—ycarboxy prothrombin, DCP) , 722 W HCC )5 —/ &
B, T SR RE A E AN

|FF AL eI ER R

1. MEFHREY (1) AST #0107 # B 2 $5 % ( aspartate
aminotransferaseto platelet ratio index, APRI) 4y : APRI 2
BT HOV SR H B AT 4 1) TP HOV A DG 27 4k
WA IEAR . 505 APRI= [ AST 7K/ AST IE# fH L
FR (upper limit of normal, ULN) x 100 /1L /Miz 34k (x10 ° /
L) N APRI=2 48R A7 1 JFRE AL , APRI< 1 DU HERR A 1L
APRI Il FREE 53 AR, HAT 1 B S AR (EE T4 7R |, %
SHUTTIPAY HBV AH G I £F 4 (B2 1 0 PRSI 7
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APRI 451 19 sh 27254k R REHERG N CHB BB DU EEIRIT
Je BIRFEF Al i U RO RS =7 (2) IFEF 4tk 4 I
$5 %X (fibrosis 4 score,FIB—4) . FIB—4 J& 3L T8 HCV &Y
B & 0, TG HOV MIDCHTEF 4 AL RE RS B F6 4, 118
AR FIB-4 =418 (%) xAST(U/L) /[ M/ % (x10° /L)
XALT(U/L) "] ,FIB-4 =3.25 T[i2WiiF£F 4 1L Al Metavir ¥
4y =F3,FIB-4<1.45 HER Metavir 1£43 = F31! | FIB-4 [F]kE
AR SRS B s 2R (AN BEMER )2 i CHB A&
HYUR BRI IT )5 0 BF 45 4 1k 336 5 155 0 LA B s PR 45 )R
(3) HoAbFE AR - 40 M 1 56 57 A 432025 B Joi 2 | TIT 282 e S K
IV AR 2 285 14 R 1 A5 24 T & e Ak & A 1% 0L ; GG T -
IL/NER AR T 240 B A4 FR 4340 S B — 17N LE A8 349 P 8 A
T AR AL 5 i 3 R /R I AR 73 (golgi glycoprotein,
GP73) B4 AST K GGT nf e 5 B A 4 5E 7 . I 35
SEZ WG 3 AL 1 (chitinase 3-like 1,CHI3LI &} YKL-40)
AITM ALT OF % 80482 5 I & 0 b 5 AT I £ 4
AT AR, L8 bR e = al R R B S — 2 W R

2. BT Bk #F E {E M £ (liver stiffness measurements,
LSM) . LSM = % 4 & 3t F W 7 £ AR 09 W i 58 Bl 1%
(transient elastography, TE) | s, 55 Y1 3 3P 514 (point shear
wave elastography ,p—SWE) 0 4 55 7] I 5P A% (2D shear
wave elastography ,2D-SWE) , DL B fiff H: 4% 554 545 ( magnetic
resonance elastography , MRE) , MRE 7] 5 4> [ 3 P-4k fiF 4F 4
FERERE (R T T B R A DL 14 M I R 5 31
FERE, TE W TR 2, G L4 o o iR 328 Jre 0 T 21 4
AR JFRE AL, (F 0 {32 P R AEIRFE IR IR R A0 o
NEIAAE S22 b K 0, TE 45 R P 454 | ALT & JH
L FK P45 4R, TE JHT CHB IT4F 44k /> 8w al & %
R I S 15 B AR 12 T T 4T 4 Ak % 3R (2018 4E 5B
R ) FRIE IR PRI T W], CHB BB 3 HUAG #7597 26
J& TE .25 T, PT REJE: B 21 4 Ak 30 5 0 90 RE T 3R 1Y) 3% [F] 1B
H,TE 855109 2h B2 fLRE 5 Bt CHB B H VTR T IRIT )5 19
LR RN PR GG S T BB 22 9l 5217 Ak 3
BIRYTIE TE M2 Wi FHE 5897 A G BT AR, B BT M2 5
— i

ITAER [ TE I 5E A% 505 6 2 {8 (spleen stiffnessmeasure-
ments, SSM) # A 4 7T DL FH R BR 4F (<21 kPa) 512 Wi (>50
kPa) I B S 25 1T ks 00 38 T/ Ry il B T B sk — 25 R 1
A e KU BRI TR B . AR R, TR IR B 2
B 2 B 58 A Ak 8 38 v LSM <20 kPa I /MR 4>
150x10°/1. H SSM<46 kPa W] [ &1 i KBS £ 8 8 Dk i 7k, 42
ZEEAE

| R ERE

SARSFAAT 1 2 H 2 IS HBY BRI 11 R
SR AUAE T i JCIF A B I Bk R FRAE 4, 2 B0 o
95 AR IF SO0 HL MR B, G 3h A MO e B &k B RN 2

Wi HCC™*)

1. [RAEB AT . 0 7 KA 055 SR To ) O B L 52
A @A T E AT, iR AR sk & ik, v
DANLEE I IEFORIE B R/ AN SE BT IRT7S , IR 185k |
L ok R0 P Jk R A S I 1 0, DL B TG K S ™ A
JE AT FN WA T AR Ak B 1T ik e 5 e AR BT P o o2
PR AR T WA R B HCC BXRTEEL, Wi s
b S 50 o S e AR M, R BR 2 PR B e ARG A 25
By WA e R B I N AR HRAE B R AR KSR 2R
SN

2. BFITEHEEf# ( computed tomography, CT) .
CT EEAFWEMNIEE, T A AL, &35 67 s
AFJF Y A BT 5 B A AR 2 ) CT H34i%T HCC iz B A
T 1 1 R R

3. R LR A% ( magnetic resonance image, MRI) : MRI
TEHOR PR R PR, 20760 2P R BB A
R IFRE R ek s, — A, S HE TR 22 101 MRI 34t &
JEF IV 240 MR S P 1 B R0 S AR B ) R R T N o P A
M RE 1L TG 58R CT,

REFREI

121 HBV JEYLE A Uk A 1 £ 2 H B9 2 TF 0 AR &
FEMRIE R LT AL AR 5 | ARG JC IR A0 -HE 53k EL At S P22 97
AT R8s 12 W BTG L a sia s AL T &R A2 R
i, CHB B 3= 2005 38 27 R 2 T R VA DX 8 ) R OAS [
JEE R RAEIRFCRNZT AL, TAS XIS 114 90 200 LA 9k 1 240 i
3 WA DB AN B AN I AE ; R AE AN R F B
TR Y B 48 (IBFREE S REIRBE) o /NIt N A7 4
MIAE P IRFE (AR B e Rl A PESRIE ) RN T, AT LS g
FEREIT A B B T/, LB 28 0E i 28 08 3 ifi w3 12
TSI 98 RE PRAE AT 5 | 3 R VP 240 e /56 5 g 2o P DT R R & 4
1k, B AN [6) 72 B B0 X SR ZE e K L 45 4k 18] @ T2 B,
Masson Yet Jz AR £ 4k Yo fa 45 Bl T ) W J- 41 4k AL 72 3 22 i
INEEERZETL . E LT Ak i SRRt b o 30T A M 25 1
A (BZNIE 254 ), A1 T R B A el gt , RV JFF R AR TR B, e
JEL AU Y o m] K2 2119 HBsAg 1 HBcAg 33X ;
KRR AN 2238 5% PCR 5 AT 2 21 P9 HBV DNA 5% ceceD-
NA,

X8 HBV JEYL 3 1 T 2 2L 48 RE SR B8 43 G RN 2T 4 AL
G301, B bR B SR HIE T Knodell , Scheuer P43 28 8 3Rt - 40
L4 Metavir 5% Ishak PP G0, WLRHE S 2 FIBESRE 3,
Hrr=F2 J i 3 (significant) IF£F 44k, = F3 Sk I (ad-
vanced ) FFEF4EAk, 3R E W AP RGEEPERF R 39 (G 0

~4) (S0 ~4) RS Laennec T Ak 73 WIAR 35 72k
G575 KINFIER HE 1B 56 1 B 2 1% O, K A8 4k ( Meetavir F4)
53k 4A AB F4C =

FAFSR MBS 3B T DL AT 202U SR 4% (90 Fr e I


lenovo

lenovo

lenovo
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T AL LE (collagen proportional area, CPA) , 3T XOEF kil
W AR B 4L 2 & H R (gFibrosis ) 7 PAFE R 248 5% (4 14 141
U1 et e Jit i AR R O SR HESEA T 1 B Ak s B i)
RN L 44 P-1-R 4325, %% Ishak F3 B0 AT
YA IR R (P) P B (1) FsgEE S ERI(R),
A B TR AL B 82 A A 37
|G RIZHT |

1. 1844 HBV IR B F 200 TR 2, i
% HBV DNA E &2 /K GEHF >2x10 7 IU/ml) 3 &, ML
HBsAg 7K GEH>1x10 * IU/ml) 355 . HBeAg FHE {EL 1L 35
ALT Fl AST £ 0EH (1 4 NELLREDT 3 I, Bk 2 /0 W] 1% 3
O DI RSPl R R TS 118 N A B X A
AT YL LI B AF G A B LR, RN 45 A AR IS R K
HBsAg /K JFEF 2 b TC O A IS (G A R AR 58 A I

2. HBeAg PHE CHB. 34 L7 HBsAg FHE  HBeAg FH
P HBV DNA FHYE, fE ALT $R22ek & 5 % ok JF 41 21468

A WA S RAEIRE , ol T 2122/ TCANFE b s 8 B R 4T 4k
(=F2),

3. JEiEShME HBsAg R4 B E MG HBsAg MM,
HBeAg 114 $i—HBe FHE, HBV DNA B4 (R4 H) , HBsAg
<1 000 IU/ml, ALT H1 AST H£21E % (1 4F N LLREVT 3 LA
L B EDEE3 AR AR RS Tl
LKA 7 2H 233 338 %X (histological activity index, HAI)
oY <4 SARSEH ALY i R E R AR R

4. HBeAg FB'% CHB. 83 Il {5 HBsAg FHM: HBeAg +F
SEFAME: , Z FnHEA i -HBe B, HBV DNA FfH: fEG ALT
FRE e N B W ST SR A A W B SRS, s 412
2/ TR RS A B B AL ( =F2)

5. FREME HBV B (occult hepatitis B virusinfection,
OBI) ;& IiL7E HBsAg BAPE, {5 1ML 38 f/2% iF 41414 HBV
DNA BA#4:. £ OBI & ,80% WA MLiEHi-HBs  i—HBe
Fl/8Pt - HBe BHME, #1417 FHAE OBL B 1% ~20% 11
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OBI BT HBV I 15 5% 4r & W) 3 2 [V, SORR S 1 385 B
4 OBI,

6. ZEIFFRAFREL . LU 45 IR A A 12 W B 45 5 F 31
(D)FI(2) (RBE=A2WT) 8 (1) F1(3) (IRiZHr) . (1) H
T HBsAg PR, 5% HBsAg B Hi-HBe FHPE HAT I 1918 1
HBV /&3 o (BEfE HBsAg BHM:>6 4~ ), IEBRIMNLAR H %
(2) FFBETG ARk A B A AT G AL R B . (3) AU
NS I 2 W LA b FEBRAMEIFRE AR R R 1)
AR AR W T RE AL AN/ o) 8 DK R PR AR 42 52) N Bk A
WoREE Bk ;3) LSM £F & JF 4 L (ALT<1XULN ff
,LSM =12. 0 kPa; 1 x ULN<ALT <5 x ULN i}, LSM = 17. 0
kPa) 127 ;4 ) I 3% WAL A A 0 /R (3R K PR (<35 o/
L) Fl/8¢ PT 3EK: (B BRAEK >3 s) 35) I3 ALK A 7 I/
M4<100x10° /L 55, Wi PR _ L8 ARYE =G 8 H B K &
U 7 K Y 0 A 2 s ot R s A ™ O R K TR AL
G3 R B R AR (1) ARAZE S0 TR Ak - o B 2% i1 PR
WA ITFREAL (BN R H BRAE K % T ik sl 2 o iy
JEPERGIR S B A RER |, TS W AR 6 Ak HF o)
fE£ M Child—Pugh A %,

(2) RAEARFREA . AT IE A R 3 — B K B
VS o e P e 284 4 ot A o 56 7™ B O B , B2 Wk 2
OB T AR AL S DI EL )& T Child—Pugh B 248§ C 4%,
h B Y 1 TR0 58 A S8 B 2 R T XUR BRI A
FOAEHAUCKATEEAL >R 5 910 o 1~ 2 AR REY

FFEAL 3 ~5 W AR AT RE AL, 1 3. e kil ok C IR
K2 A Rk R, T i s K 3 30 A EK, JE i i, £
BONEERBK K 4 300 A i, BE BN BRI K 5 I8 S B
BEAE

7. PR ( re—compensation ) TR SR ARAZ I 2 R R T
T4k B 3 2 ad BUR EEIR YT T LA S A3 B Ak, R
AR RS o SO TR DA T BR e Rl A 2R b 2z 1 48
PSS U K (S TR BRA) ) TP B g (A 2L R )
EE) 2 Bkl k o 45 7 5 IR AR, PERRE 1T
R 1 FRIE AR T W 2 BT 5 4 AR R0 AR Ak E
AT T 8 120 FARBEDT , 32 2R AR AR T 43 < 10 Fl/ak;
Child-Pugh A % ( AEH>35 ¢/L.INR<1.5 K SIHL E <34
pemol/ L) AT 1k S e AR Rk S i A3 i 1

1iafr BERI

e KB b A I HBV &2 3], 96k JHT 4 L 4 i A 3
JIFIE£T At 20 200 2 | S 2% Rk 20 T D fig e v R B Ak 2R AR £
HCC FFAbIF R AE 19 & A, MOE B R i, BRI A A7
Afal, X PR AaE A A R 0 SR B SR I PRIE 8 ( LFRT)
AerEIA @)

| LR E R ITHIERIE |

AR 1 HBV DNA (HEFE {8 F i RBUE R IR ) (ALT
AP F B ™ R, RIS &4 8% | 500 s R Bl s
G Z R TIAN RE BRIR R R XU, DR B 16 7 I B 7
VRIFL103], A 1,

BT 8 1E HBY PR 25078 R A P i 1]
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FEfEZ DL ALT ULN M550 0 3 3h Pk 8896 97 19 ALT
RITIME, Z2TFFEEs R s, R E7E ALT<ULN M 8E T,
ALT 7K AT 55 IR 3 i 25 R AE IR AL ( = G2) A 4ifb (=
F2) M50 H S A A A (K A 5 5 )
1 HCC B9 & A A 511 B A B A, R T RO B 9
NHE AR A BT i PR S S5 52 ) ALT 7K B 22 A 9 il
25 BT T (R T A 5E ok BA BRI ST ) ALT DU J7 1% 56 i
L5 BHFSHEFEN ALT ULN ASRAAIR, B A4 4 5 5
P, ARG RIRIT SR E R RN R #i
FAAR ALT 3697 BIE , LAaE—25 /0 M0 5 B A 08 L 47 24k
S HCC KX FRAHSCHE T, EFRZ et ALT 1657
{2 R B 30 U/L P 19 U/LI ) (Hi% ALT 3697 BIE
ST E CHB B3 W R — 2B Ess, N3 Tt A 52
g i TR XU R B PTIR FER YT . IR SRR AT KA 1
HMER IS A HBY M5 FEE (Ll HCC M5 S ARk >
30 %, o Bl kB 5 HCC & A4 09 WA ST fE 16 X
Z N0 A R CHB B NP5 P B R
FE SRR (L 35 & /E HCC (% L {E L (odds ratio, OR) A 32.9
) IR b AR SR ORI AR R L AR IS >
30 4 ABERIRTERIEAT 48 HCC Rt v P B 5 28 T 1k XU B
BIE R AL S PR EEIRTT . A PRI
/R, B2 HBV DNA BRI PR A A8 &, W R A B
BIRYT ,HCC REURAEF 25 T HZ HUR TR IRYT I Al 8
U R S e AN DR 3 R AT A A T R
JR RS T R SRR TR 2 3Ry O R, R e A
AT RS0 A 20 , T A AR AR, Te e
ALT 1 HBV DNA 7KF & HBeAg K%, Y97] % JEHURIRAIT,
L[ Bk o R T 4R IR YT I RE AL g A

WFFE I 10 %0 T4 HBV DNA A, ALT #5854 (>
ULN) , FLHERR HAth S 8 i 3850, B #:9R97 (BL) .

WFE R 114 T I0L75 HBV DNA BHYE , Joit ALT /K F
B, R A TSN 2 —, @R #IRIT: (1) 1 23
JHE AR IR Ak K 1 sl 5k HCC F s (B1) 5 (2) 4Rk >30 %
(BL) ; (3) AFEIRBUF A LU 2 | $27m I NEA7 76 B i R
(GC=2) B4k (F=2) (B1);(4)HBV AHHTFAM R (M
HBV MHEPE /MR B R E) (BL),

HEERL 126 R#02 W AEH AR AU 2 BT R
itk L ALT F1 HBV DNA /K & HBeAg FH 15

A PR EEIRYT . TR R R T4 IR T I Ak 1
Ao R CAPEAS | IC e OB PR L 18 B A i sl gt 4% A 3l v T s
%) (B1),
INAs j&7r|

(—)NAs BB A2 &t

1. B& %3 (entecavir, ETV) . ETV 1] i gk 3 #9575 &2
il A IR S | K YA T AT S A AL AR 2 A 2122 AR
B EREARAFAEILIT A RE FN HCC A & AR 3R AR I AH 5 T 4
PR AE 0202 AR if CHB B3 BTV 5 4R BB 25
RHEFRN1.2% " | ETV %V FEREDT 10 4E A 4Bk
Z b BSIIFTE R AL 0. 2% BT ETV BB ™ E A R
AN

2. & OB & 1& 18 & B8 ( tenofovir disoproxil fumarate,
TDF ) : TDF A] 5is8CH il 8 88 52 1, VA T 10 38 s A 4
Y12 FEAK HCC KA RIPT) 0 TDF i 25 AR, 76 I R
gEh 8 AE BT 25 & 2N 0, TDF AR, 76 I R
BN R NG, [ESE N IRR i TDF M8, G
X 1oy s A 25 ) FR A T R SN B T R A0 B B B
PRS2 ZERIK R AE TR 25 | BT #5455 1B ( adefovir dipiv-
oxil , ADV) 245 \ETV it 25 51 £ 25Tf 25 8 35 v, TDF B9 3 %7
I AT 3K T0% ~ 98% , LB A 3 7 B ) A S 4, 9 i 27
SRR R 2T R e R D s i X1 1 3 A
FNWFSE s KR TDF ¥397 CHB 7ERRR HCC XU /5 TH
P BTV 8 Py A0 At 78 A 8 6 55 B0 @R, TDF
5 ETV FAIE HCC %A KU (8GR AL 20 S0 1
FEIW A ZE TR REAS H — 200 BB 4538, AT 5% [ b
B WRTE NAs FHZ5 0 BRERe 40 22 5, DL MO [ T 2
ZH [ A B) g 3 A AT Bl 1 T () 4 6 19 22 55, T R T A2 5 il 2%
FEMTEE R REHE IR R R

3. EZ BV BB EE E
alafenamidefumarate, TAF) : TAF 7] 555030655 25 & il , 13
L TAF JRY7 7 A0S TDF A1 LG -5 35 2% R & R AR, A=)
L2 R R I V. O 7y (R s S L = AW IR = g1
WA WAL T TOR, {8 A] fg A 52 i i 51 Qe KU
TAF I 7E ETV 35509 827 W25 (1) #8 rh g 100 3k —
TETREEDFSE BoR , e H TAF JRYT 24 JH )G 58 00 824 B &
AN ALT &% R ARSE BTV 69T BT,

4. ¥ KEi1E1E T+ ( tenofovir amibufenamide, TMF) . TMF

( tenofovir
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ST LA A v, TR PR B, 48 96 JRIIR YT ), TMF
HIREE AN 2 5 TDF AL, ALT &% 2288 T TDF (4351
HT4.4% 5 64.9% , P =0.002) , TMF Z¢ & VE484  1697 96
JEJEEAE MG R B B0 T R AR TDF, B /hek
P AT WRIE B /N T TDF, TMF 597 48 J& )5 Mg 5 %
KA T TDF (4510 11.4% 5 3. 0% , P <0.001) ,{H 96
JAFR AT BN UARTE 48 B TRz |

( Z) NAs Tt 25 By 7 By Fn b 32

1. MIERTRIT B  H LRI 25259

2.4 EE  E WA HBV DNA & &, LIE K it & 3L
PR SR S MRS B IMLAE B N B AN IR R T HRUA
57, LR SRR 4, NAs T 258 BUH Peg—1FN-a BEA 1R YT I 1
BRTR,

(=)NAs Jrfg

K B T BRI NAs JAIT IR R s 2 A %
#1ST X HBeAg FHIE CHB, HBV DNA # A%  HBeAg
M5BT |, AnSRIAF] HBsAg<100 TU/ml 7] LAREAG (524 5
SR X% HBeAg I ME CHB, — i 75 2 0 K 0116
J7 ,HBV DNA AR %] HBsAg i 5 fl/ 8¢ H BB -HBs , If H.
it ERIT 20 6 A A TG A T % (52,

| FHE o iBIT]

B EEAHHE Peg-TFN-a FITFHZE o AT CHB IAYT,

(—)Peg—IFN-a JRIFBIH B RIFH 1. Peg—-IFN-o B2
iBIT

SHFHIE CHB B Peg—IFN—a VAT Al 70 82 4 K15
FRREAIE (HBeAg BAME BAME# & 9 <50% ) Fl HBsAg 1% B
(IRYT 3 4EJ5 HBsAg WHBRZFIE 8.7% ~ 11.0% ), JRIT Tl
HBV DNA<2x10°* IU/ml \ALT 157K (2 ~ 10XULN) B¢ if 21 41
RAEIRFE G2 S LA b A B B ZEH R JELR R HBsAg 7K (<25
000 TU/ml) ") JEZE 41 -HBe & it &K P 38R T %97
BT, 2. Peg-IFN-a 5 NAs BEA VAT A} NAs 234 CHB
B PRGN WG Peg—IFN—o RIS 4> B H
PAFIGARIGE O ZIHESE WoR, TR IAITRT HBsAg
IR7KF (<1 500 1U/ml) H HBeAg BT B9 L 340 i35 42 52 Fr 5
Peg—IFN-a {37 B A AT fESCBUIG RIG @7 )7 Fm
TP BB (16T 24 JE I HBsAg<200 TU/ml B F f&> 1
log,, TU/ml) B LAFE BYBUMBE 5 VA T 48 ~ 96 J& 5 Al RE 3R 35 1Y
FRg 0 b PR R K HBerAg A5 /K P41 -HBs
AT Peg—IFN—a 15 24 Ji B KA H5 A M AR IG AL 3.
Peg—IFN-« 7] BEREAIE HBV #H2¢ HCC &L AR BN,
JH Peg—IFN-o Y& 77 AT F&AIL CHB 823K WIFE5 h HCC /Y &L
BRI AT E— AR ST

(Z)Peg-IFN-a BJR R RN R 25 BIE"

Peg-IFN-a I FBEA R SR AL4E 1. FBFEREGERE . &
S WURAZ A AR TR o 50 H 250 I
ESARPTRZ, 2. BREPIH] . PRI B <0. 75%10°/L

A/l i /T A <50x10° /L, REFEA TP Rl 1 ~2 Ji )5S
AT WWRE B & e, PRI 4L < 0. 5% 10°/L
Fl/ B/ IR B <25 % 10° /L, W B85l 30 28, b
b1V o VG R T 2 (N B R WS v o 2 s b S Rl |
e 5 2 B AR TR R FYR 97, 3. At B B S e (B
B BB 8 IR R BB PR R D> R
JE9 BRI R R GBI HE LB IESE) |
KPS (IAB A B AR AE ) | KO D WK R R
COLD LR AR TRl 28 T 0 T e B IR 405 0 T A8 9 &
FESE) N7 2 Ik TR AT B B R R 120

Peg-IFN-o J&J7 55 RIUEALHE .

1. fa3HEE RAE - AT R A N A AT R ) RS R s (R
FORG A 3 AE Bl HAIARAE S50 52 ) | A RE AR M (18 00 | R AR
PR AL AT A 1 B S, K™ o Jk g 0 Do FEE 5 5 |
0> I FEE 18 1 BH ZE P I A R

2. HEEEERAE ; HUIRBRBE , BE A IIHIAE sk, A 45 1
PRI R ML OIS .

HEHEE N 13 HBeAg [H1E CHB 3 B % NAs (ETV,
TDF TAF & TMF)IRY7 (Al) , REFEREFTERKBMNE, &
U7 & HUBsAg RS2, NSRRI A B 69T 1 4F
HBV DNA fIi-FAM T BR  ALT 5 % F1 HBeAg Il i 2% 54 , 15
JERIT D3 F (R e MAEE 1 W) REE R4, B
HBsAg<100 TU/ml, AJ 22345 24, (F R ™ %% Waill | 4 < 77 2 ]
Wk (B2) .

HEEHEEN 14 . HBeAg FAYE CHB L7 S ] Peg—IFN-
o JBIT . BT 24 JHIE, ¥ HBV DNA T FE<2 log, TU/ml H.
HBsAg 5E&A5>2x10" 1U/ml, # I {5 H Peg—IFN-a JAI7, B
9 NAs VAT (A1) o Peg—IFN-o A R0 7 FE R 48 J4, AT L
MR AR 17 T L 7R (RN B 3 96 JE1 (B1)

HEE N 15, HBeAg M1k CHB 5 15 1% NAs (ETV,
TDF \TAF =% TMF) 697 (Al) . # HBsAg W < Fl/ sl H 3T
-HBs, H HBV DNA il A 2, LA YT 6 A~ F 560 A 3]
&, 2R (BL) .

WEFE I 16 . HBeAg [P CHB {17 R JH Peg—IFN-
o JAYT . BT 12 FNF, % HBV DNA F <2 log,, IU/ml, 5
HBsAg & <1 log,, 1U/ml, # {5 ] Peg—IFN-a YA JT,
BUH NAs VRYT (BL) o ARCGEYTFE R 48 JA, o] LIAR Y 17 75
B SFRR  FOREE S 96 JE(B1)

EREE 17 .4 S5 50 EH P W NAs 697 5
HBV DNA & &<kl N R . HBeAg BA%% , H HBsAg<1 500 TU/
ml [, 254 B8 BT % A Peg—1FN-a J8Y7, LB SR I
KIGRT, 1AIT 24 S, 45 HBsAg<200 1U/ml B, F[&>1 log,,
1U/ml, B AEESE NAs BEA Peg—IFN-« 16T 2 48 ~ 96 JA ;14
J7 24 JEJE ,# HBsAg 175=200 1U/ml, Al % J& {5 Ff] Peg—IFN—
o, k8L NAs JRYT (B2)

EFE W 18 AL 2 B 96 1 5 1k B 3, 72 R H
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ETV TDF \TAF #E47T K APUIR IR TT s AR R Peg—IFN-a
TRYT, T U WA OCAS R R (A1) o

R 19, KA 2 R R AR Ak (B &, e R
ETV 3§ TDF KIEIT , 25 Peg-IFN-a 1697 (A1) , %5 Wb Bn]
DA FH TAF 1897 (B1) .

| H Aty

B HBV JRYT A FE 1K CHB AH 3¢ I K 1) & A= 38, BEAIK
HBV % HCC MR AR P8 M R P 28 Pk HBV Bt
HIEEMRITI . AN EH LR LR I PLLE 4
b R GRBESFIRIT o

1. \iR AEN RIFETT  HBV BR S BT 4
IFE S it e A T S G BE AR B R, H B R R 50 L K TR
F A 22 A FN B G B3R A SR AR BT B BLE LA
PRy AR, A SR I E R0 05 . WA 2R
B ALT K B S B, T UBIE M, EA T2
FERA

2. RN . Z AP di b b 25 07 M 02 4L £F
B ER BT R R IEARI R, 78 3 1 55 56 Al PR 53 o
) @R — 2 (PR A FR T X 0 4 2l A A
BAE LIRS A

|21 HBV BeE H i AnBE i &g |

(—) 181 HBV IR AR IEE 3 HBsAg B IREE
EHER

WA 6 ~ 12 A H A TIH L A2 a2l LSM
SR A WERT AT IR A UG A . B 6 AR lRE G
SRR P iR A HCC, A4 A HUIR 8 IR IT I8 1k, Mt )3 30
BIT

(D) PR EIR T R o B Bl

PR AT AR P B IR SR T TR BRI
IPRE HERE TR 2GR BL AR RS, A& HCC &4,

1. SEFFETHEXIBRELRN. (1) EW I F#ihs. ALT,
AST JBELER | AR AF 5 (2) 9 35 2 BTG 2745 & 9 - HBV
DNA fEh HBsAg HBeAg 3i—HBe; (3) MR ¥ 1% 5 2, 46 I
M FL MUK 85 ASE B NE T REFR AR AR ; (4) IFIE
TCRNAFEALAGIN , 40 LSM; (5) 24 ETV #1 TDF FH T WLEF35 B
R <50 ml/min FB B 57 AL & TAF T ULEF 775 BR 2 <
15 ml/min H A Z BT BB I v THEE R & AR
o PR

2. BRI B E TR AN 8] A HE 25 ) i O
2 R A ALY S QAT SR, TR RS O & T
B LGP RE S O RURS: 42 R IR

3. NAs ZEZ5 4. 1% MUK A | A I A2 90 1k 2 38 4  HBV
DNA & 5l Z U R I3 9 2 24 b i ) LSML 46, 48 3 ~ 6 1>
ARG 1 YR 5 WE R 75 A A 0 VP 2 AR 452 | TG e Ak 2
6 ™H VIR &R 3 N H 1R, SE R CT ol
3% MRI LRI R HCC, N7 FH AT e i ' 2 e sl 1R

Y 6 ~ 12 A H RN 1 WK B T RER bR, A A%
R AT W N R IR HR AR

4. K F Peg—IFN-o I BE JAY7 55— 7 I3 BLAS 2 4
1~2 81 RoE R IE H AR b ae bk A f i H 1
B LR 2 BE4E AR LIRS HBV DNA  HBsAg HBeAg FIi -
HBe #:4E 3 A H 1 U LSM A 6 4~ H 1 ¥R HE 7 K A5 A1l
H G R AR A (L B 6 A 1 W FREfL 45 3 A
A1k, HERHEEER CT SigsR MRI DU A 3L HCC,

5. R FERAR KR A TR FI 4L . NAs Bk et
NS 520 R4 (B PR T TS 20 L 52 L™ S AN R
HIRAE A TR N4 (JU 2 IR TDF ,ADV) R85 B
(JLIZMRFH TDF \ADV) WL/ 88 SO WL i | FL R IR h 7 55
(UHERA ETV) . F 200 R A7 408 70 A S s, AR AR X
Wr o XFIRYT A R B AL | LR J5 e 2L e S Al K T B
Fhw  FEAEAR R G R R I B3 N IR, — Bzl L
WA RN, e 52 40 A 250, [0 B R 265 T A iz
RIT .

6. ARG b B B HBV DNA & I8 h B A%
fETFR>1 log,, TU/ml, Z AT BN -HEBRAR P RIS |, 75 22 i
BT WBORYT  FEIEAT I 2R

() RBIRIT SR HIRE T

TRIT S RGN 2y B AT VIRV E 0 A DU
BRIGYT BRI AL, W p e ot J A B HCC i kA, BRIk,
N B ETEYUR TR YT i AR PR R AR N A 7R 2 5 AT 3
A PR R 1 U EAE P A8 b | 2 RN 58 1T 3
FEAEPR AR HBV DNA st 258 3 AR 1k, 1 48
JERE6 AR 1 R, T BEF 6 MAT 1 IR
TR P ARG A R I 2 P R D A% 5 BT AL AR A 3 R
1R, RIS CT S5 MRI DL & 81 HCC,

(I9)HCC WY I & 5 bl

8P HBV B R [ HCC By B N, 2 W1 0% A5 A
WA B T4 8 HCC F2 3, B sE R S 51
HCC & R 3 A 24~ HCC RS iTAh#im & 35 . Hhag
[E 2 E WA B aMAP 143 (age—Male— ALBI-Platelets score) ,
R ER S HBV YL 4ok HCC K, XU
20 HCC 4ER A3 0 ~0.2% 0.4% ~1.0% H1 1.6%
~4.0% " FrAEME HBYV B (RS EE IETEHEZA
97 ) BN A 6 A G AR ORI R AR R AT LA AT HCC
i 5 X T e KU AR N 0 3 ~ 6 AN A i 1 1k, b
BEITATIE R CT 5358 MRI,

|45k NBEIIR SIRTT |

1. MENMERRR S MERE . E WK 26 0 Rt
FRBETRYT B BV &2 %152 25 1], (E58 5 B e R
BAMESARSRHE IMIE . #5752 ETV [ TDF \TAF 5 TMF HAR MM
WY CHB B3 JRYT 48 JE I I, 45 HBVDNA>2 000 1U/ml
e SCRH N ERAE AT AT R E] HBV DNA |, {H<2 000 1U/ml
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R SCHARG R ILRE '

AP Z IR ST 45 SR s BU B VAT R N0 B IE S
CHB FF&r4ifb ik J& | & AL R AT 1L B HCC KU, DL R
KA AR AR DA

HFEM 20.CHB & W FH ETV TDF .\ TAF 5 TMF 357
48 J&| ,HBV DNA R[4 # (HBV DNA>20 IU/ml) , HEBRAK M
PRI R 2 5 , v A NAs JAI7 (BRI ETV &4 TDF 2§
TAF, i ] TDF % TAF F#H ETV, s Fh 25 6 & 6 )
(B1), WATLABES Peg—IFN-a JAYT (B1) o

W 21. & BT R AT 54k B & B ETV  TDF 5§
TAF 497 24 J8, % HBV DNA {F5F 4 Hi (HBV DNA>20 1U/
ml) , HEBRAR M PE AR I 35R 22 )5, B UL 3E NAs 397 (1 H
ETV &4 TDF 5% TAF, 3 H] TDF 5% TAF ##H ETV , 54
Tt &) (C2).

2. AN EET ST REINHEFETHNEE B
P HBV B H 2 AL IRTT R 1) 25 B G il A 7
AT RS E HBV PR30, A v R AR08 . HBsAg FHPERH
HBV FR805 KU 9 HBsAg BAME B E Y 5 ~ 8 £,

Pi-HBs 17 K5 HBV FR#IG A 5, Hi-HBs FHPERIA
PEBRFE HBV FEBE K50 5% #1149 ) B UG
FEIAIT AT LU AR HBY R0 & A 1

TR B ASEIRTT A0 259 B IR TR T i R
FLARIE YT IR BT A HBsAg Hi-HBs M4i-HBc; HBsAg FH
PR/ B HT-HBe VR E | N —2P K0 HBV DNA, HBsAg
F1/5% HBV DNA PP BT IR 32 A 2F R 9T 8 1) 254 2
GIEID IR FH NAs FURBEIR T 240 1 AL L, 8T AT
& TR NAs FUp aE7A Y70 . WA HBV DNA FA#E, w)
41 ~3 4 H WM HBV DNA HBsAg Al ALT /KF,—H HBV
DNA 5% HBsAg A BHE, I 37 BIUA shPUe &iaIT. %% B
I ECL 200 R S B AR | AT I 20 RS A £ 0 SR AT AT
Aefb/ FFIE AL AY HBsAg B 50— HBe FHMH: B 3, o o 390 B 1
PUREEIRTT .

VORI T 25 a LR ETV TDF 5 TAF 710 3L
STAR BTN A 2 i ) 5 CHB B Ak 8 AR [
X8 HBV AR S MAETE 3 HBsAg #54H7 IR, ¢
HBsAg 1 $1-HBc FHPE R NAs TBHIRYT &, 74k 2=iR
57 B 1) 2 S S B I G SE R B4R SEBURFRIRT 6
~12 4 H SEFRA Bk E 20 B SR v e A ol A7 o it T
BB R, BB TRIT 4 R E A 18 AN A Ja 5 Wl 5 18 H
NAs, NAs {&HJE4A AT AES I EE HBV &2 6l 52 5| B 2= 0 15
b, REBETT 12 A~ Homl% 1 ~3 A7 %0 HBYV DNA KTk
EEL /M7 =it T

EER 22 T H 2 AR T 80 ) 254 B 5 95 300 )
FNGIT IR JF IR IR I 1 ¥ N E ML 0E AT HBsAg ., 1 - HBc
A8 HBV DNA (A1), % F HBsAg Fil/zk HBV DNA FH:
H LRI A2EIR T ) 25 B e e M KR T R 2= A 1

JE RRBA AT 0 FT RIS F ETV TDF 3% TAF HUR 81697 (Al) .
XFF HBsAg FIYE HT-HBe PHYER S, 25 H B kE 401 20 5
REHTIARTRIEA T 3 i 20 MRS A, sl fF a0 e U0 I 2T 4 Ak i 6
b, @S A ETV TDF 8¢ TAF HU%RE697 (B1) .

3. IEIRIAEIE AL IR . A I B A 2 ) L 3 O A
HBsAg, Xt T HBsAg [ 75 240 HBV DNAU ) it F 4
YRIAE) B2l CHB (1 R 3, HOIRYT 6 N iE[R] 3%538 CHB &
&, AI#H TDF HURFRIRYY . ALUR AT S A B HA 9] 5 4 iR FH Bt
FRREZGYING CHB Z07= 13, 7= I b 4k Se b 82 1R 9T, JF R I8
BRI B, 8 R AR SR IF IR YT 48, i SR 4 H LA NAs
5 Peg—IFN-a 4KZ2I897 .

IM7% HBV DNA Bk P& b AL G = fa B 2 ik ik vh
W AR HBV DNA E&>2x10° [U/ml"" @i fE 58 H %
Sy TE HE R B SRR b TR 24 ~ 28 EIT LRI
JREE T, B TDR[ 714 750 i ] TDF W, RE 7L 3R R
S SAEN™T D HBeAg BHPE 22 40, HBV DNA 7K 3 il
HBsAg 7KL K HBeAg /K352 IEAHE , T H 2 85% KR E&Ht
JRTEIBIT 0 HBeAg FHIEZ21H HBV DNA /KF>2x10° TU/ml,
PRI 76 A 443 AT FE HBV DNA & A A 3B 1X. | £ 36
HBeAg FHM: FIVE N BT B VAT BB HBV 1R 2L % 19 148
FRETOT B AINEEAR I R T R AR UR AR I 30 R
TAF (TG 1 B AL 3SR 5 TDF AL, HAFEd &R
BpHTST B TAF S5 A L AR S AR LA B LR
WA A TG, WTEIRIT TAF i B b S et
Ik, BT E ] TDF BFH W LUEYE . TMF XI5 JLAGH A4 L
YAV TCUEH , JRETH Z W AR NAs BYZ20d, af 7 5 )
ZIERA 1 ~3 AR, B25/5 17.2% ~62.0% &
FIRER A PR IG B, H 2 & A A 24 JE NS RN sE =I5
WEW, AT TS 4 ~ 6 JEI I 52 A T IUE A ) Ak 2 48 bk & HBV
DNA, WP AE LA FE bR IEH W4 3 M HEA 1 R, HE
FEIE 6 AN A IR G RIE S, B PUR R IR . B RE
PO BEIRIT AR AE T AL, N TR o« WGIT I B B,
RETEEZG)R 6 A H Il %845 B NAs HURRRIRYT H 5
YRR BT TCIEE 22 W NAs 1697 04 T- IO BLS% M, 7]
e BEFTINE AT T 5 RAT .

HEFE 23181 HBV B 3 25 1 T Uik, Bl 4T Uk 1A
[ LR REFR AL, 45 38 43V -0 1 W 25 , oT LA A TDF
WIT(Bl), WG HBUREAS, l %IEM ] TAF I6J7 (B2) ,

WER 24 . YUK BRI I R AME IR0 B, A
TDF JA97 , IR S AT AR 5 BTV, nRZ R R | B
F TDF 3897 (B1) . &R THRZERST , B F AR E 5
AyRE SIS, e e SR TR AR SR A R, A AR SRR R A5 A T
P2, ¥ TDF 3877 (C2)

M= M 25 fF RG] HBV DNA E & >2x10° TU/ml,
FEFEAT VR T8 I W B A ERE b TR 24 ~ 28 AR
FH TDF FiIREIAIT (A1), L HBeAg FHM:ME M HBV B
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H (R Z W) B TR AT R RIS 1 ~ 3 A H EHE
25 2R R A 3 AN A R AT IR AR 9 46 2% F1 HBV DNA
PR, HER 6 A BN IE s N L AR shii s
JBIT (A2) ;HBeAg FHPEEBAM: CHB £:3% , 76 78 43 16 18 A1 %0 5
WM SR b, 77 5 w4k 83897 . N TDF JRY7 &, B
FEARREEBIUE(C2)

4. L B FH TR S CHB SUFREAL AL, B K i Ht
SREEIAYT . ALT JHiE Y HBeAg FHIE CHB JL# 8B Al kA
FRITFERY L T E o 8 Peg—IFN-a—2a JAJT, L SZFR I R
YA AT (HBsAg FARE (L s A REHi —HBs Hi B %) o AT 3%

Xt T4 T g 2 W A L S T EAYT A A R
W, AU NN, G RIZWR B i 52 0 L, G 2
AL 2E KA R I 90% B B LAEIF AR A —E BB R
i 1 Bl A/ B 4 Ak, v E R A 4 Ak R R4k RT 3A 10,
9% "™ | H¥E B R LE HBV RPEPUR IR Z 2 AL,
F 1 ~7 20 Bl s et sz 3597 iR L2697 5 vl i 2 4t v
HBV DNA [ % % HBeAg I 7 2% %% 4. SR F HBsAg & Ik
UL AN T K WA T Y A R 24 1 )
FLLSTISS) DR I X TR S 300 B LAY I R IR T B R T 42
P 0 I T oA E A28 g S W L VIR X A Y s s By 1
BEPEMY & JUFLN R, ALT < ULN {H4H 81346 A iR 1A AE

ETV TDF 5, TAF #697 . il TP E o AT ILEEE W
Fld R 3 R Y300 JT ~ 600 77 U/m 2 ARFTE A, i K
FIEA T 1000 77 U/m > RFRIE B AT R 24 ~ 48 JAl;
Peg—TFN-a—2a SR 180 wg/1.73 m > KRR, 7R N
48 JAM' | ETV TDF 87 TAF 7 2 I8 56 (563 5 24 & B4
HJR) WHO HE7E 5 W AHSE 25 i W45 DLBRF SR 5. %t
TEETIE o 38 Peg—IFN-a—2a JGIT A2 HBeAg I %
2piEMEY HBeAg BAMER) CHB UL AFREAL 8L, 7l W FH NAs
B,

JHERE S 8 UL, B S B 252 BT B 1R T

YEFR I 26 . 0 T R M 5 sl RE AL BUL, TCiB AR
TN, BN e B A THUREEIR YT (H 5 25 IR T 1 2 2tk
B2, 1% K AL 0] % el TR o A7 2 %
R UL FJLERT YR ETV 8 TDF 387755 % LA L # A 1
Peg-TFN-a-2a;12 % X Ui I JLEE A3 TAF 3697 (AL) .

HEFEE M 27 . %5 F HBV DNA PH%, ALT<ULN A9 58 LT
HEAT ISV TEAR  UFIE A 2245y 9 G = 1, BTN BEIA
J7(BL) s XFAREY 1 ~7 2 A RRJL, BV i/ JiF 955 R 27 K6 2
S5 TEFEAN 0 W A [F R A TR R, R 2 IR B0 B A
57, HHYUREBAYA S LIS R CHB(CL) .
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5. GIhBEIRMG B B VAR 10 5 fE KURS AL 4 « S AR
JHFRE A Fa AN B0 1 I P | oA F2 il (0 4 RS £ B 1 FH ' 7
PRl 57 SEARAS BB A S . M A B A v e R B
N FHATART NAs H0 88 20 7 v ¥ 75 W00 B Th s ARk, 45 0 H
ADV 5 TDF 3457, 3575 5 309 W 0l ot VLI | it g K ™0 8
PR IR R TIRE A s 2 B IR ARIAY T R MRS
ETV 8¢ TAF /55— H1 HBV JRIT 254, A& F ADV 5§
TDF 100 TAF TG I HIV B i 2, A6 3B /N ek
JE1d # (estimated glomerular filtration rate, eGFR) =15 ml/min
AT HoAl NAs 7F eGFR<50 ml/min i U 75 14 %
ik, AR 2220 Wi W5, % T HBsAg BHME Y B B8 41 18
L ATEE A ETV 8¢ TAF fE N TR s8R T 2459 . B AR B N
w3 TR o 3 Peg—IFN-a 3597, HBV #HCE /D
BREF A W] N NAs BUWG 823697, #EFEME ] ETV 2k TAF™ |
N ADV B¢ TDF $UR BEVAYT B AR, 2 & A W5 R sl %
PRI A b e KU S, I ETV 51 TAF

HFEE 28 121 B A B B U RE R o
BAIRITHY CHB B3 HEFE ETV 8¢ TAF $t HBV JRJ7, AN
W ADV 8 TDF (BL) . X T 77 46 B E 3453 =5 78 XU 19
CHB &, N FAT A NAs B 25 1 A2 v 359 75 W il ' 2 g AR
1k, BN ADV % TDF [958 8 & A 5 I ok i s sl A7 7
1 fE AU B, R COR ETV 8% TAF(BL)

6. HBV Al HCV IR . T HBsAg BH 2 # B i
EHL-HCV, 40 Ky R, W75 #F — 25 Kl HCV RNA S i,
HCV RNA 7 12 BH M35 35 75 B FH B PO 22 254 (direct acting
agents, DAA)IAYT . BB EH &L HBV HEIE A9 XU, X
I, EHEATHL HOV SRyr I S 2 )5 3 4~ A N, B S
ETV TDF 5 TAF $UK 814 7@ v

HBsAg AP $ii-HBe B N DAA 397 N BYR R 2
A HBV TR0 09 XU, @280 AE A Wi 7% HBV DNA
FE A HBsAg, &5 HBsAg HiHLFH A, @0 H NAs Bl 5
HEL T

HEEM 29, HCV Al HBV & 143 W FH DAA 3877
HCV B, #5 HBsAg FAM:, & 47T NAs 1697 AT B HBV #
T, DAARIT &5 R 12 JH 5, W % 5 1k NAs JR Y7 (B2);
HBsAg Bk T - HBe FHE & I DAA AR, 75 2% U1 W I
HBV DNA Fl HBsAg 5& &, 1l HBsAg BH%% , #80% 1 NAs V497
(B2),

7. HBV 1 HIV & & N CD4™ T itk I 48 MK P
], REIGHT HIV B 23897 A8 AE , 3 3 BUL R 3 shi i
T SR FEIRYT (anti—retroviral therapy, ART) . HIV Al HBV &
FRER YL 1 [FEFVRYY 2 PR EE , AU 2 FhoT HBY 1 TR
,%?ﬁlfmﬂiﬁ SRR FEIRYT ( highly active anti—retroviral therapy,
HAART) J7% NAs YE8EHESF TDF 8 TAF+Hi KK 2 sk it 75
i1 ( emtricitabine, FTC) (HH TDF+FTC K& TAF+FTC B4
FIFIR) , yayr it B P %t HBV #5645 4%, 4 HBV DNA AT

WEAE YL FAEBR PR AR bR S5 A T HE . X F HIV 0
HBV & IF Y  ANEBGERE A 1 Fixt HBV A7 M09
NAs(TDF Bk R 5E ETV B LR E  ADV) 7 Ei097 O R
%, LLRERES: HBY X NAs fif 250 102198

TWEEE, BIRASEE . (1) IE R ZE <60 ml/
min, A ELERE TDF B4% TDF F& . (2)30 ml/min<JLEFE
B <50 ml/min, 7] % LR & TAF+(FTC sihik &) 1Y
5% TAF W AP R A T LA BR 2 <30 ml/min &,

(3) RNREfH Fl TDF/TAF B}, 78 HAART J5 28 0 2 fift I 17
JA BTV, R Ze . I HIV A HBY & JF 2% | 23U 1
B8 RK e 5E (5% FTC) +TDF ZEPY I FHZG 1™ |

HEFEE L 30 . HBV Ml HIV &1L # Gk 5+ ATV
A HBV ¥ PUR R 2541 &, B e 8 2 it HBV 7%
PEEIZ5Y) (AL) .

8. HBV HXBF =i & . HBV M C &t 2 180
SOV RS P IR R AR AE R 1, 75 HBsAg PHE R0
PURERIRYT o

Bt HBV 1697 W] ¥ ¥ HBV i & ACLF &9 K 3 #i
f 11951000 I PRAFFSY o , ETV TDF 8% TAF W] JT T-1497
HBV M1y ACLF™™"™ | 55 TDF #fl Lt , TAF 7E A& HFP0% %
IR A [ B AT Ol B U A R HGE B )X HBY DNA
FE TP RIAYT I G HE , # HBV DNA /K P7E 2 ~4 AN
AETFE 2 log,, TU/ml, SF 7R 0BG #2519
VR B AR 259 NAs (ETV TDF = TAF) ™,
JF Sy fB R I, DU BT T LRI I

HEFE 31 . 1BV MSC2ME W2 12 Sop: Fre vk i
TR 4 HBsAg BHPEE BN H ETV TDF 5§ TAF $ijk #
JBIT(AL) .

9. HBV 183 HCC £ . HBV DNA [A£1 HCC ¥
ZHL HBV JRJ7 i[> HCC RIGME &, #5 B4 77
RO BT 25 N e B RO SR ALY NAs (ETV TDF 8§,
TAF) , T2 IEBHE W H TR o,

HBsAg FH k1] HBV DNA BIE ) HCC B35 #:2 T EY)
B SR IEI T M 2R U IR YT A B AR R T
Al A I HBV TR0 , @3 ETV TDF i TAF #4750
FIRIT

HEHEEN 32, HBV M5 HCC B3, 4 HBsAg B, @Y
R ETV TDF B TAF #EATHRERIRIT (A1),

10. FFR#E B E . B E N HBY M SEE % (AL 45 T 5538 |
HCC) #EAT IR AR R, A& BRE P HBV &, /> B AE T
JRYL HBV AR, HEAR T 58 2 B T AR i 2 X
KD & ED RS M AT AY HBYV DNA € ® K F., WA AT HBV
DNA 5t B, 07 e 25 P g XU I, T AR i S 4
SRR 25 19 NAs, Bl ETV | TDF & TAF, T 7 HBV i 7%,
ARJG I HBIG™™ , WA AERT HBV DNA BHE:, 03 ik
R XU o AR LR SR KT 25 1 NAs DA FEAIG
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HBV DNA 7K ; AR v JE T 397 # ik i3 48 HBIG ; RS B T K34
N7 FH NAs , 16 N7 B A I FIE SR & HBIG #5542 0.5 ~ 1.0 45, b5
TRARLE ] NASTY | SEARR A58 R B, 7E 1 ETV 3697
B PR JE HBIG 7 R AR A AL % L A E 2
T HA NAs 254, 75 % U0 Wil HBV DNA |, 41515 25 | KA i 3%
F%, WA, B IFBAE AR G 25 BT R BT TR &R & 1
3H , (E I PR A il

WEEW 33K HBV MK IFR M A, &
HBsAg FHE , B I B 48 11 HF 4G 15 B ETV | TDF X TAF iF
TFHURTRRIT (AL) .

| 5 2 A 5T AR R 4 I R i) R |

1. BREFIE & REMER I W2 P HBV SR YL [ 4K s sy
R B B B AR TR

2. TR A I H AP NG I ARG ST HBV R
PR BEIGIT SR B HCC B AR IS0

3. RRIEABEPIT B KM HBV 4610 A & ££ 3h 51 Al
LU=, LR BRI R BEL M ELAE HBV B,

4. BER RIS H B« 23677 HBV YL H Ay I 17
P RARL GG L, s 3 B A PR AR R 2R

5. MRS R ETFIR R PR AR EAR S TRRERE
A HTIES, DA AT BT PR AR A | I B0 e 5 5 1k
R HCC,

6. PRRE WA %50F) FH 20 52 Sl PR B2y Fn 4 B | LA
PEM B L 25 0K 0 2k s AR AL ER L

7. R R HIA W E BN (R 290 A8 h
SEPRIG PRYA A AR AR A SR T

8. B HBV YL 824 M S L, & i Bh
SR RVA R AT A

9. YEZRF AT AIG AR S gl 4L it e IR L
S IT R HBV B 2410 RIS, B 6 PR3 A 2 iy R e it o
AL,

HEER A (HHERRAMRI R AEER) ; £
A (G RS A 5 B 38 R 2 Pty ) 5 2R KR (B
PIREBEBE ) s PMIEJE (B AR 2= M 8 At s A R B ) 5 70y
JE(AbEUREE—ERR) AR (R ER R MR L 5tk
THEEBE) ;B H B (AL ERF RS 58 = B ) ; T atig (b stk
BB ) MR (R ER R F M ER) ; Bk (TR
REEMRAL B R BEBE B ) 5 Bedh 7 (E AR R M R
FAREBERT)  FERE (JL RAEEERT)

REBEER(HEREEHT) . TAAE (LR R¥EE—
BB ) s TS (B BRI IR AR 1L B 5% ) 5 T 0 (B 15838 R
PR E I A B ) s T & (IR KFHE &R ) ; BH
(FREZE B RV RE B B ) 5 FLIR IR (B #P B B R B @ b 2T
RAHEEBE) A7 (P A 36 XCRERE ) ; T35 (P Rk K
ARG B~ e b [R) D 2 B ) 5 A 07 48 (LI ZR 55 — R 27 Ff
JEAE SEEERE) s RIEED (AL PRI = B ) 5 X3 (AL Al s

Bt ) s XI5 F (R BER R I BE B ) 5 2 22 05 (WK

RGeS — BB ) 2% (P At R R R 7 2 — B i = B

(LHBENRERE) ) s ZEAR (AU RSB s ZR50W (L8

BRI R 2 — BB ) s 28 (b B B R R B i it B

Bt ) s 4% x5 (HE TP RHE R 2[RI B2 2 B B J PR R B ) 5 1 7k

LLOHTTT P B2 e B T 5 — B Bt ) 5 7K SCR (S LR [

I BERR ) 5 HRIR (E A2 30 K5 2 22 B B s i 4 B2 B ) 5 7K

BRAT CRramE R R 25— B R BT ) 5 iR (AL st B ATEE B )

i AR (I Sl R 27 B R 2 — AR BEBE ) 5 BRELAR (bt K

FNREERE) s R (AR R B AL Uh 2 R B ) 5 i A

(T NREERE) ; PR (5N NREE Bt ) 5 ARk (K

HET AR NRBRBE) ; da AR (B8 BE R R 27 i b A 2 B2

Bt ) s XA (P22 S R 5 — MR BEBE ) s R = (L B2

BERAAHE = BEBe ) 5 B0 (AL RURA 5 —BE B ) 5 B R (R

N BRI BB B o T B 2 vty ) s B 2N (B LR i v

HIBERE ) 5 SIS (F PR EE AR R B E 268 BB ) 5 AT o # (i

KPR BE M s R R R PR Bt ) 5 GE R BE (LRt R AR EEBE) 5

B (PHLEASIE K250 M m BB ) 5 FE /N (M s

NBREERE) s FELL (PR AR PY B B ) 5 B3 (V1 g R i A

B ; BES (JLRTHR AN ER B ) 5 8 5 i (LRt R I T AR

Bt) s 8 (R BERE RS I BE B ) 5 bk (25 ZEZE B K2R

— B BB ) s (RS =P O BER) s EROC (T EE

R 272 e st B2 Bt )

Bk RITAAEE S FARELF BN R
EMTREFRNRFLSAABRERFSRNEERER

TRT EF AR R T E A ARG E LA,

%4 Bl A=At AR A a4 B T R T e 2, A s A S0

[ &% k]
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