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AR R 2 o R E S IR & T
2005 AR ZUE N A KL AT T (18 2 B R B
AR, 943 51T 2010 4F 2015 48 F1 2019 48 i
1788 . i 3 40k, [ oG L1284 HBV B 1)
SLAl I DA R B 25 BF oY AR AT T R SR R, AR A
WHO $2 H 11 “ 2030 4F 71 B 9 25 P AT R AE 0 2 35 T
AfEET I B bR, R CHB 7 A& e B2 /0 90%,
WAL F W D 65%, 12 Wi F 3k B 90% |, iR IT Gk
80% ' M LF M ML CHB [ F By 12 W #1367,
JERME 242 = CHB 2 W AR YT 2 (H Ak B AL
SR 22% 1 15% ) BT U 20 KT 5 % E K
PR B AR TS

ARG T 1 1 53 A A [ P ISR 2 AR 4 4L
VT R3S B A S A TR 7, £ SR IR © & & A0 I R F
FEUEYE (297 ik A st f& 2 58 IR a5 4
ST A (B AR R R 1S ) M AR A (12
IT 7 15 A BOSAR RO b 45 ) S50 T (1 % .
S T 0 FIT A4 B0 0 A 4% 3 R 2 5 B DR AN R 4
FR ], X6 F 5 e e = & 08 11 PR BIF 5% 30 48 A1 i A 35 AR
AU P B, A LA HE R

A B B R Wil R B i AE CHB R BBy 12 Wi
TR T 52 B A A B DR SR (FL A ot o P A o, o
AT BEAL A B e CHB 238 TR R Br A R, PR,
s I 1 U0 7 v %o 5 A 6 255 IF L N TR 8 43 T AR AT R
T B S AR I R OF ST UE 38 | A1 20 2% 2 (8 H s LB
FE A BEA b AR B YT b R Il PR 22 56 AT A
FHRYBESF BT IR, T 2 1h A FA 2T T R

AR ARG A VB AL C 3 AN,
HEAFIR LY N 1AL 2 AN, W 1 (MR 4l GRADE
DRIEIT) o

F 1 A LT S5 ORI 7 5
5 eI
T35 5
B (A) HE— 25 BT AS KT BE B X2l 2 R 5 0
PERUR(B) MBI R AT A S R £ O AR
R
fER T (C) HE— B WP TEARA 1T RE S WAL 45 R, HOx T
fili 225 AR AT R
77 5
SEHERE (L) T4 75 1 BIUL I 9 D | B R RE Y TS K
Bi7 2 W7 AIYG T 2OR A HR A A B L
$HERE(2) TEYE 2 22 A 5%, 445 3 AR AE AT 52 T, o

7 1) T DL AT RE 25 0 25 1 AR 280 4 LU A TR
b 1) AR 4 2 B A 77
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AAG T W B AR AR IE W R % 1,

— AT R

(—) AT

HBV Jfe 2 it AP AT 6 WHO 4238 ,2019 4
EER— i NBf HBsAg Jif7% 4 3. 8%, 2144 150 71
5 % HBV J&Ye % ,2. 96 124118 Pk R ye ¥ 82 T3 fil
ST HBV JE e BT 5 00 1T 52 58 T B8 1L 58 HCC 2840
B . ZF HBV R K AR A I 45 R R
IR X HBY e 1 AT 38 % 25 PR . 75 K7
HEHLIX R R AT X, 2019 4F— i AHE HBsAg Jii 7%
N 5.9%, 294 14 73 Bl & HBV J&Ye# 1. 16 124
18 VR YL # 47 JTBIFET HBV Y M K FH Lo .

2014 4EH[E CDC JE £ 25 5 BoR , R[5 1 ~29 %
AHEN) HBsAg YLK 2.94%,5 % LI F IL3E N
0.32% ', MLH& Polaris [¥ br 3 17 5 2 & 11 4 4L 4
B, 2016 AEFRE — B A B#E HBsAg W17 RN 6. 1%,
f& Pk HBV &Ly 8 600 J7 ',

(=) fedig iz

HBV Z8BF 32 i 3 (4475 5% Bk R 66 RS/ 61 47 )
FPERE A HE . 70 F0 1 LB BB 56 R 32, o5 0 &Rk
YL 40% ~50% 7, 2 S AE LR 0, 8 i HBV
P A S5 A IR ( B MR YR A% #E . B3R HBV DNA
K5 37 4 LR Y HBV KUK %5 ) M1 56 , £ 5% HBeAg
FHPE \HBV DNA /K55 3 o 5 & A BESAE R

JN T B I R A A L A AR R R &
T 5 7% ARG D00 P I Y R L S 5 S R S Y I 9 v
b A HLIE A A B A Cn i 5T TR K O R S T
PR S ) MG B 3 VAT o 28 . HBV 3 ] 22 45 Y
B T B B B 15 4%, R B8R L R S0 B FLH R
L 3 F 020 70 o LA

HBV R 2 0 38 A9 Ak 1 1 . I, H 3 2
3 LA BRI i, e R — I A 3 AR (R 3
HTENLSE) B F 40 R4 —m & W —&TH
RN SR TR T 4 G L WS BR AY HE fih, OR 4
HBV . #4792 1 52 5 0F 58 K & B HBV RE £ 0% 1M
ENE G N S T

(=) HiBi

L AR AP S O TE - 12 B 2 B0 T 46 38 17 S 91 s
HBV &Y fie A 3000 7

Z TR JFF 46 2 1 1) 1 b ook 4 2 B AR L, Hik
A IL S B LUF R AR AR B e AR

IR PEW WM 3 5, %o, 1.6 4
AR BN ES 1 R e 7258 1 A H FE
6 A~ H IS ES 2 FIRAIEE 3 R, R BB
LT B A LR O R A = LR

RSO0 PP LA 3 G, LB AR Sy B = A L
HES LN TE S o

Az LSBT 5 5 B 0 4 b 7R k- A I ) £ Y
JFRBEVEEEFIR 10 g, AEHEE HBsAg B8,

HBsAg FIPEBRERAEAE L, WA A J5 12 h SR
TEST T T 4 Yo Bk 26 1 (hepatitis B immunoglobulin,
HBIG ) , I 76 A [F) i 42 0 R e e 0o B
HEAT T B IR B e i A5 29 5% ~ 10% HBeAg FH %
H HBV DNA m/K P85 7 A4 2L & 2B HBV Jg,
S P % 045 B % HBeAg FIHE  HBV DNA 75 4%
L E R GE A HBx SEPSAE " HBeAg B £
FRECT A WHRYT-HBs JKF#9 L, NAE 2 2 i
IR0 558 B VS, A 2 4 B FL BT -HBs [ % B ik
RS

TN S BY T 58 2 B 18 2 b R0 A 2 ook BN A
il 3 7 20 g HAH EERE S B R 2 B B 20 g EAH
A [ 6 L DR & ( Chinese hamster ovary, CHO) 48 ifu &
RUJFRPERT o X o 2 DI BEAIR T B TC L 25 4, I 19
P AR A (U 60 pg) R U X 0. 1.6 4 A
TR 7 JC N5 AT R 4R 1 77) 60 g 5% 3 ) 20 weg &
RIFF A BE w8, IE T 58 AR 2 WHEMBE PG 1 ~2 1 A
WA 0 BE-HBs . A0 ATS T8 N &, AT PR A1 5
60 wg 54 MR SRR P . Rk HBV #Y
U A A R S0 4 B 2 TR e R AT
B F22 5 LR P 2 o A0, in g2 v B R AR (0 1.2 A
ARF) T e W a7 R 20

2. 48 PRAL YL PR X1 T E 19 HBsAg FHAEF,
UNAF G 1 G 4 S5 bm HE Y, 4% ML E 15] 24 3 CDC 4
M, IO HE G RE B Y BE AT 1MW HBsAg, $T-HBs
AL -HBe £ 0 , % 5y [ Hedh S BUIF S P2 W o

HBV G 25 1 A4 e o v A% 3 2 IOk 1 1 v
HBV DNA /K-, 5 ALT AST FIHLT K F IG5,

PLZTEA W PG A AU A AR A 4G A
BT 6 s b, BRI HBV JE L bR 5 4, LIk 3
RIZ W R T BRSO fE I H 5. e
HBV L i gk 5 At AL HT A B B 25T i 4
i MBI AT A5 AR (kR 48 R B R RS TS
I W 4 A2 15 2 B U 5 G 5 8 I B s A A S R
e ORI R o

3. VWA 3 ik At ROTHE) 22 4 TR AT (AL 45 1R
MUBE R Zo 41 25 BE HL) |, I 7™ M B4 2R B Jgk e A8 P
H B R TR S o AR 55 A M T R B R B
JAD 2 R ST B A g BN AR R, A MERER
HBsAg [H V&, N 4% Fl & B R 5 B B8R %% 42
B TR AR AR 0 £l BRI D0 A B B 0y i e, DA
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Wi HBV F1 I i U8 M 5 M AL 3% 5. X T
HBsAg PH P 9 22 10, B R L 3k G 2 B 28 0, DA AR
TIERR 35 10 5E 2k b A LR R TR L2

HEHEEN 1:XTF HBsAg (A EFEHNIHEIL,
NEHER12h IREEM 10 pg EARZZE
FFRES, 1.6 NARSAEME 2 FIFE 3
ZERFRBE(Al), BEEHMEIL, MBRMER
E)L(<1000¢g) mFEHERB.EEZE.FR
FEGAUREE N EEGEFEFRE, REEME
1FIZBIFFREBEE(AL),

WESN 2.3 F HBsAg A S R it HEH
#MAEJL, HEHERF 12 h RREES 1 F)k 100 TU
HBIG, F B ZE AR E FB A £ 10 pg EHARFZE
FFRkE®. 1.6 NARSANEME 2 FME
37 ZEBRFRBE(AL), EilX HBsAg PH Y
AEBFEREILE, TEMEIFNZCEFREER
1~2 4 H Bt # 1T HBsAg #0#1-HBs & i, &
HBsAg B . 57-HBs <10 mIU/mL, 8532 0.1.6 4
BRRREFBEM3IFNZEFAEH;H HBsAg
BEE, 4 G o T, B2 E HA MA 3l (A1)

HHFEN 3:HBsAg (A AN FBEHN R
JILARMEREIL( <2500 g) B AEHEF 12 h §
REZMHBIC ME 17 ZHFREE., EFIL
FEEREILFEL ARG, BR01.6 MEEFE
B3FRZEFRESRRE(AL),

HEERL 4 FEIILEHE 12 h REMT
HBIG flIZ B FF KB &5, 7l 5 = HBsAg [HE &
FEHMEIL(B1),

HEELS XM FREMGLRTREREZERF
REBEWILE, NRAHTHM, F1F552 7@
FRETIEI A =28 d, 55 2 I 558 3 F B R =60 d(Al) ,

HEELGMNIANEREFLINES, AR
EM1F60 pgei 3720 pg ZEFREE,FHTF
EHE2REMERE1~2 ) ARKENN0ER-
HBs, WAL &, AT E#EM 1 5 60 pg EART
ZEFFREHE(AL),

HERL7T:-ENNRET HBV HERZHRUT
FiERIE .

O EGOREREFE, i OF MR,
B ORSE Sk, A RAESRLE(AL),

2 Rrsz B4 HBsAg HBV DNA,3 ~6 4 H
BEE(A1),

QuEMmtZERREEHFELESE,BC
4N#i-HBs PAME (#-HBs=10 mIU/mL) &, Af A B
FEHHBIGE ZE R EH MAEM T ZEHF

REH, ABEMIZEFXREHE, EH-HBs <
10 mLU/ml =5 #i-HBs 7k £ ¥ &, Rz 37 B i 4
HBIG 200 ~400 IU, B R £ R B #BA#EFH 1 7 2
BIFFRE®E (20 pg), T11RAF6 NRARESZA#E
FEE 2 FIFE 3 FZRARZEE (20 pg) (A1),

HEELS: ERATRAENFEMNRGE
REEEENHER, KT HBsAg fF &, X —
A& N BE X9 M 31T HBsAg T &, $F 3  HIV B¢
& MSM . ##ikZ5EE HBV BEE R H AR
EEME EZEBRMEFSRMELY. L HCV
HMaTES, URZANMEIRE &2 LME(BL),

.

HBV J& W& i DNA g 7 B}, H AL D4 35 73 XX
fEIRAR DNA, % i HBsAg \HBcAg HBeAg Jii 5 1+
fitg 1 HBx 2 1. HBV [ #K40 J) 9k, {H 65 °C rf
10 h, 2k 10 min B & 28780 K6 HBV,, R4
HE SR A LR FTBUR X HBV s A 4T 1Y)
TR

HBV 3l iz 740 M A58 1 60 64 2 1~ - 4 s JIEL R - 1 1)
¥z 85 H (sodium taurocholate cotransporting polypeptide,
NTCP) Vi hy 52 fA ik A BF 40 M "™ 7 40 2% A DL
% DNA SAREHIE B cceDNA, ceceDNA i DL 41 %
THER, & BUE IR EEALH Z— . Lh cceDNA
Ay AN B S T 1K) B 3 IR 40 RNA ( pregenome RNA,
pgRNA) ul BET AL A UL, L7 HBV RNA $A 8 5
JFARAE N cccDNA B 36 MEA . HBV Al B4 2 1
T AL A rh  HBY B S9N 5 HBsAg Ff4k
FIEH HCC RAEF YA

HBV /DA 9 Fpr(A Bz T 89) BLPIBYFN 1 Fif
KA FEA R (] A P, RE LB EHE A A C A
By 3o HBV BE PN Y 5 50 o e Al o THLRIG YT
P& Ko HBV JEARFRE R, 30045 Sl X i) AL %
5 NAs fif 2564 %, 5 S/S X A .08 3 T X AT
C/C X3l 7 28 72 vl 68 5 e AR e T 2 8 2 3 A
HCC 4 5,

= H SRS R AL

(—)ARL

HBV &L i B 4K s 32 2 B0k 79 5 A1 1E 32 AH
HAEM, A B HBV B i) 4F 0% 2 5% ma 48 1 1k 1) 3
BHRNEZ—, #AaJL& 1 LI 24% L HBV J&
YA AL XUBE D 90% T A HBY g3 1 44 fk
R <5% ™

18 HBV J&Je [ 98 s 1930 43 3 SR8 9 75 2
W R A AR R AT SRR . AT R
fift,— FBCKE 18 Pk HBV e R 43 O 4 A 3070200




— 6 —

hAEAE e 2 5 2023 4E 1 H 55 41 %5 1 ] Chin J Infect Dis, January 2023 ,Vol.41, No. 1

HBeAg [H 12 1 HBV B YL (o FR fo 28 it 32 B9 12 1
HBV #47IR &) (HBeAg FH ¥ CHB (43 FK %0 5% ¥ i
W e RETE S )) HBeAg BIVE1E PE HBV B YL (LR
AETE I S e 0] VAR TS Sk HBsAg #E47IR )
1 HBeAg PAPE CHB (AR FIG s ) , W3 2,
AR LR 3 SEM TR — RS ARl
BE SR FH G 28 A A ok 1 3R (HL 1) i = L Y e e
TR SR A S e 7 A8 bR A, H i Ir R 009 B8 5
He WAk 2 T 2 22 R st e DA BT AT R SR e 3 i A T
B oy . R IR AR PT A 1 HBV JBYL 35 # & )7 B
X 4 W, BN, 7 AR B0 AR B HBY
2 ToRRAE P BR - S e it 22 B, i B 2 E A R A r A
“HBETE BRI s HBeAg B CHB 1] L A HBeAg [H
P CHB B 4% & J& i ok, 1 i A — % &4 “ 4E 75 30
W7o SR8 HBV YLy 3 4R s o A 44 FR S Il IR
Z W4 PR CHB HU% B 1R YT 1Y 38 BRI A 78 42— 2
HBeAg BHPH: CHB H35 nl i Bl B & 7 HBeAg Ifil
R AR RN 2% ~ 15%, Fih <40 4 |
ALT Jhi& JHBV JER A BUF1 B 8% K f a7
HBeAg IM{G # 5 # )5 , B HFEYH 0.5% ~ 1. 0% k4
HBsAg 35 B . #F 58 .71, HBsAg #% [J] 10 4F J5, 4y
17.8% [¥) #.4 1fi. 3% HBV DNA {54 FH#E™ . >50 %,
s C A R4k, 24 JF HCV 8¢ HDV Jg& e # , B fil
HBsAg 1 2% {34 &t HCC iy al Ak .
RAPUHREEIRYT CHB B 1Y 6 A0 47 & 2 R
R 2% ~10%, fa 5 R R A 46 1 £ (AR EOR V8 1
K 'E HBeAg Ifil ¥ 24 % # 5 > 40 %  ALT # 4: Jf
) ,WiEE (HBV DNA >2 000 IU/mL HBeAg $:4% [
PE.C AL A FF HCV HDV 5 HIV J& 4 L K&
A I A F 451 005 PR 25 (g e I ) L AR
P 30 R Ak E R Oy R AR R I Y A R ARl 3% ~
5%, JACELII N REAL 5 4E A AE R Ny 14% ~35% 1,
e Ak HBV 8 UL & ) HCC 4F & 4 R R
0.2%~1.0% """ JIF 4 fk i % HCC 4E K A4 R Ny
3% ~6%, FHy >40 % B L A HCC ZK%
1 HBV &5 K& O R A IR R R R
JE A o RS S HCC @ kA DY

EHARE B R, T R &R YT 18 M HBV g
HWEVT 1 AR #iH HBV DNA ALT /K1 J 20 2127 1
MELLIRR A T LA b 4 39, 78 SCHR 8RR Oy A W
W7 AR HBY YL, 29 1 28% ~55% 7, i
CARHRE T B IER R AT T — A S
W07 2 1 AT LB B . 32 A S S BE W
WX 7> HBeAg FAVEE I HBV B4 & 5 HBeAg [
Pt CHB 85, UL S AN RE W X 7> HBeAg B £ HBV
YL 5 HBeAg BIE CHB & . ME T HIEMWIE
PE HBeAg FH LB UL (AR S B2 it 52 1 ) B¢ HBeAg
FIvERY HBV e (WARAETE sh ) , X &8 70 &
P2 E e IR, AR NS 8¢ ey, PR T AT B L 5 B U FE A
J7 0 ARWAE B IBIT S, %k 4R s R0 2 o S
B, T3 AN B 7 R A LG ) 2 RO RE ek /b, B
AR T RIUEFRIT AN o

(=) KAt

18 ¥ HBV JEEL i Ko ML B B 9% , 324 R
SEA ] . HBV AR 40 1, 5 8 51 & 1 5
P22 VL 25 5 BURT 200 L A6 1 e S8 RE IR BE Y FE AL
M7 & 0 YR FE A7 S8 A7 72 50 52 B2 18 1% HBV gk
i AL EL 2= HCC S 2

FEFr S 1 (VA ) S 2 B2 A HBV B3 4) 1
FEEEAE R, IF 8 9 )5 24 S v Ol BT ) S 2 B
0, HBV AIKEE H & HBeAg HBx 4 £ Fi i 11
By, T2 MG 58 S A, Tl JE R 5 1
G g2 I AE 1 Bk BE . CHB JR % 5 3¢ 30 Oy A1 8 1 v 46
FER 28 IR 40 M ( myeloid dendritic cell, mDC ) F1 3¢ ££
2K 40 M ( plasmacytoid dendritic cell, pDC ) 4 4%
A%, B mDC RS, pDC ™ 4 o THLRBETT B
T REAR AT BOUL A BN B 25 A5 42 HBV 4
Stk T A0 A A B T R R R TR R R

HBV R 5 1 50 2 25 76 7 B HBV Aol 3 24
JH™ . CD8” CTL AT/ HBV g JiF- 40 I U 7=,
A I S A y TR R A TR A0 P R HBY P R
S M R B HBY R S T 9 L A
JiL 5 A T G FELRE 0 P A A L DR e ) 4t 3 AR
MY 2 RE#E 35 , 1X T BEJ& 3 L HBV FR2L gLy

F2 M2 YE HBV Y B4R 550 )

HBeAg [H 18 HBV

HBeAg 4 CHB

HBeAg [ 1% P HBV iy
eAg [HPEE R HBeAg [ CHB

iH TR (G e T 32 440 (H e B (EIRCFHIE GIRCREZ LGN CFIE )
1% M HBV #Ea7R 4 G 235 2 1) LG B HBsAg # R A) i
HBsAg(TU/mL) >1x10* <1x10° +
HBeAg + - -
HBV DNA(IU/mL) >2 x10’ - +
ALT <IEFE ERR R R E Tt <IEHEH LR Y-S
T 95 3 2 T B 5 R A SR SE TN AT 2 AL H U] ST IR SR To s A B RAE W] R AE SRS
AL/ Bk AT 44k A R [ R B Y 47 44k Fl/ B AT 4E 4L

1 HBY 25 B R i 75 s HBsAg 29 LT 98 R 0 s HBeAg 2y L BUIF AR e 505 ALT Sy 74 201 e 2B 5 CHB Dy 1 1 & B 2%
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BLil =z —"" . E RTINS, HBsAg 45 51 CTL %
Bz A(E) REA R, &3 EUE P HBY R H &
e A E T 2 B P I S AN S I B BN

1LY IS e e

(— ) HBV [l i 2 46

1248 HBV il 1% “# br ) 42 45 HBsAg $ii-HBs |
HBeAg., #i-HBe. $i-HBc #1 #i-HBc IgM, Ifil iF
HBsAg ] i cccDNA $%5% B) mRNA #1377 4, L n]
B 5 ATE F AR 4109 HBY DNA J7 51 % 5 #1361
K. HBsAg FHPEZR /R HBV &Yy, $1-HBs N {R 3 P
boik, IR FoR B4 HBV %y )y, LT SRR
RS S He i L RU T A8 ¥ 7  i-HBe IgM fH 2
T2t SR 5 12 M HBV e 2ok A AR o mT
EARAKE B 5 Bt-HBe SPt ik 32 22 $1-HBe 1gG,
BRI HBV, AN IR0 35 02 5 800 B, b ik @
H O RPE

HBsAg & & K il & 78 b R P 4 ) iz g JT, HoK
-] Bz B 23 A 5 e e AU ) T 4R
HHATEMEB L ZFET IR o peginterferon-a,
Peg-IFN-a ) J&77 o

(=) HBV Jijg 55 2 A5 I

1. HBV DNA & & : £ T AL HBV J& v &
I B A2 M KV, =P BE IR T 38 D TIE I 4 BT RICH
Wr i E 245 bR . HBV DNA J¢ 5 5% ] SE I i & PCR,
Wi A AR 22 BORE i B, H R R BR AT A 10 ~
20 TU/mL $& 2 AL, X 28 th 19 HBsAg BH % 3,
LR A HGPURREIRIT ) CHB B R ] s R
) SE 8 it PCR 5 & I HBV DNA A7 B T4
s 1 B 1Y AR, DU S BRI B B 3 96 97 5%
I IR T T &

2. HBV EER43AY . H T, ] 45 th 20 9 Al 1 Fif
R e R R, — s B PR R ] 0P R DR AR A
HBV &K A Bl T B0 T 48 2 97 &%, 0 W 952 i il
a1

3. 25 28 AR R A I . HBV 1] L) 7E 18 M 45 5 1 Ja%
Juid B A B AR AR S, A ] T B WA T
ST A A S, X AT O P 25 ) U
TR

HEEEN X HBsAg fREH , B EHEES
MRS RITHCHB 2& , MRAHXASRER
M &ML E KR HBY DNA BN AE(EET
FR% 10 ~20 TU/mL) (A1),

( =) HBV 5 BUbR 2 P 46 )

1. HBV RNA & & : 9\ iy 5 JF 4 fE N cccDNA
BSRIGTEA . ARV T35 HBV DNA 5 2

AT 46 4% O AH 2 P i (hepatitis B core-related antigen,
HBerAg) 4575 T NAs 452 24 )5 52 4 KU 9 1 1 5
S AT LR R B AR AR S B NAs 3677 Hh (5 2 2= 1)
i) 5 HBsAg 11 2% J5 JIF PR B A9 5 55 0 PE AT A 1 IR
S

2. HBerAg: J& — Ff3 & HBcAg,HBeAg . p22 %
HIRME G EY), 5T AN cceDNA § 335
AR AT T HAE X 735 73 ) K Bl Peg-
IFN-o HU T )7 2L NAs 1525 )5 2K Fl HBsAg 11 % |
HCC % XU 45 5 i f JH

3. $1-HBe JE it : A WFIE Bos , 76 R 29097 118
P HBV &Y 8, ALT 1E % 8% <80 TU/L &)
JFEH R GAEFE L 550 -HBe & & /K- 12 8 35 1R A5G
1RYT G BL-HBe E 5 7K1 19 T K 5 I 20 4L 58 0 7 &
W ARG Hi-HBe & K 5 A4 4
Aefb R E ARG AN, A BF S T HAE X
SR 4 ) T Peg-1FN- FI NAs $0 897 5% 15
255 5 . TIN 12 2 P T % 98 (acute-on-chronic
liver failure , ACLF) I i il J5 25 5 1 fit i i 2%

(PY) I3 A= 1 A 2 A

1. ALT Il AST . w] £ — & # & b S i JHF 41 i 46
DRE o X F KPR M GEAI A ALT Tk 3,
=2 A LR A

2. SVHZLE 5 I ZL 3R AR A B B A A HE i
AR, T e Y T D DR A5 TR AN 4 1 B P S A
BH 28 ME 2T 5 o A0S M. T il B 3 U AL
%1 >171 pmol/L,5iAH FF >17.1 pmol/L, f
T 7 S ) At J R i 550 1H 20 3% S, R 2 T R A
i (Gilbert) 5 5 1L 515 B9 AF 45 & I L0 3% Tt 5 A AL
B -24 8 b ( Dubin-Johnson ) £ & 4iF 5| 2 1Y) 45 & H 4
EPiNC

3. ML A S IE S B RE , T A AL F
v SR AT IV VAR UK T R B E K]
N 52 3 5 SRR O A R AR W . A, 0 0
SO R R TR B KRR, IE e 4R S
AL F 2R

4. PT PTA [ INR: S e i JUE &€ i P55 B 3
AE , X ) W7 g 0F Joe e LI AT L AN B

5. M0 y-GT: 1 A MLV o g y-GT F 2k
FITFIUE , 0585 V0 L 25 9 1 B LA 98 OF BT 9 4b
JIELF 9 AR AT 2 T

6. I 7% #% 14 % B2 B ( alkaline phosphatase,
ALP) {5 = JiF I 4 S M, JIELVE A BRI ALP &,
HoTb w5 9 B Ik il i y-GT 8 ALP [6] T K
SETE I LARR N o R B A B ALP Y 3 25 WL 5%
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O W o 1 & B TS AT RCVEA

7. AFP J HR Bk L3 J&2i2 W HCC /) 8 % 45
bro BLVERD AFP TR g 0E B s 52 M, KL
ALT I AST BJIH K&, JF 45 5 i PR 3% BL A0 I ik 52
1240 2 4 R AT LR A AT

8. /LR K Bk Z B H5Hi5- I ¥5 5 & H (protein
induced by vitamin K absence or antagonist-][,PIVKA-T ) .
N4 Wy ¥ HE BE I G IR ( des-ycarboxy prothrombin,
DCP) , ZiZWr HCC 1955 — D H Z 4545, 7 5 AFP B
b FE T

T AT AL TT A A R

(—) I3 AR S

1. R 2 S IR e 2 Tt I /DN L 8 46 %8 (aspartate
aminotransferase to platelet ratio index, APRT) 3 4 .
APRI 2k T8 1 HCV BG5Sk 0 & 19 T 37 A
HCV AH AT AR B i 8 b5 o 113 A0 (APRI =
[ AST JKF-/AST 1E 4% {H _EFR (upper limit of normal,
ULN) x 100 /1L /MR 315k ( x 10°/L) , i A APRI=2
PERAFAENTAEAL , APRT < 1 U HERRIFRE AL . APRT I
IREE G AR I, BA ) o S AR 0 (BB TS/ i
6 BT T VEAl HBV A ¢ T 25 2 4l 72 32 110 v ) 14 4
77, APRI 45 A4 3l 75 725 4k i AN RE 6 )L bk CHB
BB YIREEIAIT G T LT JEAL 05 R RS 5™

2. i £ 44k 4 R 148 %X (fibrosis 4 score,FIB-4) .
FIB-4 JE T8 1 HCV B e 2 Bl oF & 19, i T 3%
fili HCV MG 4EAL fE BE A9 48 b5 o 3152 X FIB-
4 =4EJ () x AST(U/L) /[ /MR8 ( x10°/L) x
ALT(U/L) ],FIB-4 =3. 25 12 W JIF 21 4 1k F I JE 58
SE 2% Metavir P43 = F3 ,FIB4 < 1. 45 HEfR Metavir
PEAr=F3'7 FIB-4 [l EELA ] 8 50 4 AR A AR
H AR BE T S Bt CHB (B H P R IR IT 5
(1) JFF 27 2 10390 5 15 00 B R4 0

3. HAUBFE bR - 40 0 bk S5 o3 4 iz B B | T Y
BT IR BRIV 2R g It 2 G 1 2 1 45 249 AT S e T £ 4
P A=A O, y-GT-IfIL /N A L B 1 400 J 44 B2 0 A 5
JE - I /N LR 240 Eh RS 0 B BT L
IRFEIRTE 1 73 (golgi glycoprotein, GP73) Bt & AST
Fe y-GT ] J e v Hi 3 R UE 6 7 I3 A 20
fif 3 #£ 45 H 1 (chitinase 3-like 1,CHI3LI B{ YKL-40)
AT ALT 1E B0 T R R b R AT
AeAL R A AR A e 2 AT I I PR R A 4 —
LW AHE .

() B A B B0 52 (liver stiffness measurements,
LSM)

LSM = % 4 4% JE T 75 50 7Y B i 3 il A%

(transient elastography, TE ) | s 87 Y] I # £ W &
(point shear wave elastography, p-SWE ) F1 — 4E 57 1]
R HPE % (2D shear wave elastography,2D-SWE) ,
VI B AL yR 0 M i 14 (magnetic resonance elastography ,
MRE) . MRE A 58 4 Ti] i PF Al T 27 4 46 #2532, 5 il
THA R RN G B MRS B0 I R R 2

TE N5 iz, RER Lo A v o 1 2 53] 0 Je 391
JHF 2T 4 A0 0 70 I RE Ak, R0 7 852 JHF I 4 JE R 3
JIEL - 958 RRFN R I D17 7 45 22 b R R R, TE 25 21 1)
PR A B ALT ML RKF- 554865, TE A1 T
CHB JIF 21 4E AL 43 112 W7 i 1 DR 1 FH 48 52 0] 2 WLk
IF AP AR B AR 2 W 21 4 AE & LR (2018 4R
B )

Fe I 2 il ROF 5T R B, CHB (B & HUWR #5167
26 Jil TE & 3% K, 7T BB A& £F 4t Ak 30 5% 50 T IR
3L [F VR T, TE 85 R 19 3 285 28 1L RE 75 fe Bt CHB i
PO REIR T IG 0 £ 2 A0 300 5 Rl R 45 R 1 75 3 %
BFFEIESE ™ AN Hi R 3A 9T A TE 192 I 7
(EAG T B A BT AR, FAD i 8 2 58— bR

A Ok, TE I AE B AL IE A8 B {H I %€ ( spleen
stiffness measurements, SSM ) #% 1A 2y 7] DA FH 3 [ &b
( <21 kPa) 52 W ( > 50 kPa) Il K . 2 1] Ik 5
Fi 5 3 T A g B T B — A U A R R 1 A
HDk sk p B . AW R, TR R IR R £
TYIF A AT R A 22 2 b, LSM < 20 kPa ift /M i £k >
150 x 10°/L H. SSM <46 kPa A [ 4 i KUK 12 4%
Bk i ok , e 2k B Baii

IS AR R A

MARE R AR T H R g HBV kg
A Wk DR o 1 &, G 1 ik AT JC TR A S 1) ok v
JEAESR, K B A0 PR 728 I 4 01 vk o, e o 3l 2 i
W K b 2 BURS B HCC ™

(— ) MR AR 7 A 2

P R A TR A B S AR T R R
PEAT b TR I 2 AR 2k A J7 ik ol AR
JHF R A0 LR 79 RIS LA 52 B 1T 7S, - RE I S 1)
Jok T Ik AR DK P AR B L i 1 O, DA AT TSR K
L G A AR B, DT ) W A G A A B 1) e ok o s 5
AEAT SR BTN o5 B2V 728, %0 T 1 0 0 & B0 38
HCC ZICH L, /75 57 BE S A 1 0] o5 0 722 119 1
Jit o HCJR R 2 P15 o ARG i 45 R ) 2 e A PR fE
B il NSRRI 2 BRI S5 R R 52

(Z)cCT

CT FEM T IEIE A, 1 A 1k,
S B o A7 P AR I ) A JB 5 Bl A 0 i 2 ) CT
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FA HCC (12 18 B AT 8 o 1Y 2B TS 5 2

( =)MRI

MRI JC Ve s f , Ll e, Z 05 i . %
Fe o g, kW A S I IE AR ek Ay . — A
N, B A H R 22 1 MRT 45 415 K JHF I 40 A 5 4 4 o
FR)EAG O M0 R M T P o R S B RE G T
#hag CT,

L i B A A A

1 HBV JR YL & JTF2H 20K A i 32 %8 B i 237
i B 58 90 IR 58 S 21 i A 78 %, BH o A7 G AT i Ak JF
HERBR A BT 2 55 , DT A 4 5 12 W 4D W BUS L )8
SR YT A I A SR AR WK I . CHB By 3 2
B2 R R SR IR A8 X R RG] L AS ) R B ) A& SE IR
FERET 41k

T8 DR 1 A8 AE 200 i LA T2 4 i o 3, dm)
A DB 20 I A B A0 A 5 ST AN 2R AR R L
SR SR T A R CTHFR B JE FEIRAE ) o /it
A JIF A S P IR AE (kbR OB 422 (RS PR IR AE )
AR T, T U B 3 R T A4 L A O T /N, HLBE AE
o 72 1 gy T A 2

A5 T JIE 2 RE IR BT FT 5| 2 37k 182 M A4 A/ 5 I3 7Y
it BE TR BT 4E4k | 3R B0 AN [a) 72 32 9178 X 21 4
PE" R AT 4 1] B 2 B, Masson Bt 8, 7 W AR 2T 4 5t
B TR I 2F 4R A AR BE SO/ 25 M ZE L. TE
JH-ET 4EA Y Bt b, Hh BT 20 M 25 0 1 R A (AR
S5 ) RS R AR 0 A ke, RO RE AR TR . fe
£ 20 LU 27 g 6 ] K I 2H 28 ) HBsAg Al HBeAg
R Ik, B R I AL A 52 vk B PCR ik ml AR 4 41
HBV DNA &f cccDNA,

X T2 e HBV J& s 35 1 JHF 20 20 R i 0 58 41 9%
FLFdefb 7 W, H Bs B 5 ok 1 3E F Knodell | Scheuer
P> R GEANAL (1 Metavir 5§ Ishak 743 247, 0L
Bf SR 2% 2 MR S35 3. o =F2 Jy 1 3% (significant)
WFET4EAL, = F3 o I Cadvanced ) T £F 4 1t T
FE P RGN EYE T R 02 (G 0 ~4) 711
(S0 ~4)F %" . Laennec T 1k 4 WIAR e P25 45
TR/ T 4 ) B o B K I OO, R I RE L
(Metavir F4) 4143y 4A 4B F14C =11,

FHTHEEHLEAZR 23 A 7T LA & AT 2H 28 It g 5,51
B W e SR T AR B ( collagen proportional area, CPA)
BT BOE 7 WO SR Y AR 4E b E B R
(qFibrosis ) AT LLTE A 28 G& 48 1) T 2H 2380 Fr v % Je )it
TR I SR AE AT A Bl A
FHE R AT LT 4E 4 P-T-R 2338 Tshak F3 ] L)
e YAl o3 Ry itk i D TR (P) (] B (1) b B oy

FH(R) G BT R IT 4L I G2 A pe e s

I\ R 2 1B

(—) 121 HBV #47R 2

BE Z AT R 52 ], AE IR B, HBY DNA
SERKFGEE >2 x 107 TU/mL) % 55, 1% HBsAg
Kl > 1 x 10" TU/mL) %575  HBeAg FH 1, (A
M ALT Fl AST FEEEIEHR (1 ENELLHE U 3 1K,
B EBENE 3 A H ), 4 2% 37 K 2 Wl
BARIEINFE B LT 4E AL . TEARAT A LU0 B K 2 1 1
LT, N 45 A A 9 7 7K O L HBsAg 7K P I £F 4k
L TC B & M AR 2R B S 25 B K E .

(—.)HBeAg [ CHB

B I HBsAg FH 1 \HBeAg FHYE \HBV DNA
FRE, FEA ALT FR2e sl 52 5 i U 4LV B
B2 R AT IR FE , 520 2122/ To B 98 A 4 s A B Sk 2F
Atk (=F2),

(=) AEiE stk HBsAg #5417 IR

B 1M 7 HBsAg FHYE \HBeAg [ 14 . Hi-HBe [
P, HBV DNA BHPE (K #H ), HBsAg <1 000 1U/
mL, ALT #l AST 2 1E# (1 4N EZEFEYT 3 WL
EL R E AT 3 ) s AR R A T A AE
o, 2= K A B oR 4 2035 30 45 2 (histological
activity index, HAT) PE4p <4 8RR 45 H At 2 & & 1T 47
F A E N R R

(V9)HBeAg B4% CHB

IV HBsAg % HBeAg 3 2L B4, 2 [H]
WP AE A r-HBe fH 4, HBV DNA FH:, A ALT
S al A S O 2 2R R A A W] B A E R B, B
AR 2=/ TR s A U B 4Efb (=F2) .

(L) B &% HBV &% (occult hepatitis B virus
infection , OBI)

BT I s HBsAg B, B 1M 1 (87 412
HBV DNA [H:., 7E OBI &%t ,80% nl A I i #i-
HBs  #-HBe F1/85¢ Hi-HBe [H 1, FK 1M 3 FH
OBI;{HA 1% ~20% 1) OBI 35 ir &5 HBV [fLi5 %4
AR B SRR S 1L 7 44 OBI,

(73) CBIH 5 A AL

RV AL 132 W A& R 8 1 2 (i
AW ) 801 A 3 (IR ) o

1. HH HBsAg B, 5¢ HBsAg B . #i-HBc [
PE HA W ny 18P HBV gy st (BR1: HBsAg [k >
6 ) IR AN A K 3 o

2. JFF IR A1 2R Ao B AE A A T A AL R

3HFEUT S mih iy 2 mi k& DL E, F BRAME BT
B AP 1 K o s

O FAQER A o R AL A (sl 1T Ik = e
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@ WEKA BN E H koK

@ LSM 254 7k (ALT <1 x ULN B} ,LSM =
12.0 kPa;1 x ULN < ALT <5 x ULN H}, LSM =
17.0 kPa) '/,

@ I A LA A s R KRR AR (<
35 g/L) fil (k) PT K (E X RAEK >3 ) ;

© 1 BT 7 /ML <100 x 107 /L %5,

I G MR A5 2 75 0 BRI K A IS T K
K A0k 28 s ot R B o 45 7 B O R AE K I A AR
o AR B AR

1. AR 2 30 JHF B AL - B 2% BRI R 32 W7 R JHF s 4L
TESR H BAE K B A8 T I i kot 5k ol 24 ot s
P i 5 45 7 T IR RRE &, T2 WA AR B A A 5 3
JFZife £ Child-Pugh A 2%,

2. G AR AT RE AL « TR b J 2 — B B K
13 R Ik i I 2 ot A o S 7 R O
SE L BN T N AR T RE AL T ShfE Z 8 T
Child-Pugh B 28§ C %

Shy S b I R Ak £ A B o 0 R BB T
XU A YT AR A 2 % B WO TR A 4 5 391
Hobr 1 ~2 W R IFAE AL ,3 ~ 5 1ok e AR
JEREA . 1 351 TG ik il ik JCHE K 52 199 A i ik
iy sk, JC s i s K 53 393 A R K, TG I, £ SOR

P Kl ok 54 B0 L, PEBOR R K S IR
Hh BB R AE

(&) FAL £ (re-compensation )

TR O3 RACEE I BT 58 R AL S8 o 2 B 2
TR TT AT L3 e Ay A I IR A, R As A i) AR
TE SCOR AR T BR R i A At -, =D AR A
P B K CAS T BRSR) ) B4 i (AN P 2L 2R b
SRR ) VB kO sk i A T R R E
PERaE MO T Zh RE e 1 TR A o 2 R
JIF 2 AT T BE AL 4T 1 O 301 120 JA A9 Rt 7, 42
R 2RI T BB I 43 < 10 A1 (2K Child-Pugh A 2%
(M >35 /L INR <1.5 K EAHL 2 <34 pmol/L)
AL AR Sy T AR Bt O R A e 3 A o

JUGETr A

die JCBIREE 3 A 4 k) HBV A ], 805 T 40 i R
iE IR AE ST HE 2T 4 20 23 3% A, 4 9% Rk /0 JiT 2 g
vy A AL AR CHCC Fn At &0 1 & A=, el
B A A T AR FLAE AT ] o X T8 A S A A
9 5 I 36 SR AR 3 Al SURR T REPE R )

U EE IR T B E R

MR ML HBYV DNA (il 75 4l 1 i R 8803 A
TOR)  ALT SR IE B 7™ B R 3 [) b 45 5
By (SR SR BB 5 IR R, 255 VA AR B ik
JEE R, b s S A o RS shaom g iy K 1

HBsAgPH M

HBV DNA T

JHRELL . JF3EE, HCC. JHFSH. d AN E BT Ve
MHFNGTT, EZREAFRDAA

IFN-a, {H 7 /™% )

| !

[ kmmsa |

EEETTEE

v

v

[ ALT<ULN ]

}

RGN —:

1. LB R AL ERHCC % 52
2. FF#E>30%

3. EOIFEARBRATH L B, R

[ 6~ 124 ABav %

FEREAZE 9 . 200 (G=2) BRAF4E | 2| NASSER Peg-TFN-if57,

t (F=2)
4. HBVH KA R

ol

[ e~ 120 ABI% |

ALT>ULN

Y

(s ALTT B SR

Y

F3~64 AR 1R

T HBV Jy L BUT 589 75 s HBsAg O BT 58 140 S s HCC O T 20 M Ji s DAA Dy BU3E DTN 75 25 9 s NAs 94 (BR) KUY ; ALT A&
s 8 s ULN g IE 3 (L EFR s Peg-TFN-o 3R Z BT E oo "HBY MISCHUMFSM 20 : B /N BRI 8 45 " HEBR ALT JHas i JLAb RN, £
A g S A G | 2 W e RE ) AT S B T s N AR ER AL | B S G AL TR B0 P A 3 A A0 L 4 B T R G
P NAs BT B IR T 6 8 IR AR T SO AR NAs B R IR A e E SIS R

1 {84k HBY RS GU R5 16 7 18 I UL A 26 45 3 A 1



AL Yeg e 5 2023 4E 1 HEE 41 55 1 ] Chin J Infect Dis, January 2023, Vol.41, No. 1

BEAEZ L ALT ULN 8965 5078 0 18 3 5o 44
JEI ALT 697 B, 2 TRT 55 45 S o, B i 76
ALT < ULN ffj 2 & v, ALT 7K SEAT5 5 0T 0 o B 2%
FHRIEIRIE (= G2) ML 4efl ( = F2) A5 B
5 PR AL 2 A A% 35 1 (IR T IO 45 ) i HCC
9 S FE AR SO (AR B R, i TR ST
KR UM R S B SR 45 5 M ALT /KO- P %
(4 0 45 ) TF 98 05 v Rk T T TF 5 2 A 7 F 5 )
ALT W& 7 ¥ ik £ 2% 5, % DFFE 75 /9 ALT ULN
ARFR, HET E ik I, A4S BT Kb
T AR A R R AR R, AR ALT 3
7 B, D3k — 28 0 /0 AR 5 9 T J0E 48 5 | 27 41k BT
B AL HCC B P A G BE T . [ B £ B0 45 ool ALT
AT A E Bk 30 U/L, 4ok 19 U/ fH
% ALT W7 B2 7535 Fl T [ CHB (B 3% % 77
— AL,

IS 3 P T A o R XU R B BT TR IR T
L 22 BF 58 A0 T & A 1 [ b 16 T R 3 AR L A
HBV #IFA b sk HCC K AR > 30 %, 43 5
SRR HE R S OHCC R A 1A b T fE R
FZ 0 e kR CHB R 1 A 3 BF 5T
A S AR AT RE AL 8 % 42 A HCC 19 OR 932,910,
— T 5 T PR RO A Y F S AR R AR > 30 %
ABE & A HCC F1 HCC A 56 26 T2 1 RS BH & T

2 [116]
1= o

N7 iR AL X TR AL A8 B U #EIR T . A DE SR 4R
N, B2 HBV DNA B i A A2 100 8 A0 58 2,
RAPUREEIRIT  HCC B A 4 1 25 5 T2
PORSIR T Al s L [ b 2 R4S A LR
A, DR 3 2 £ 3 A 7 A v o e DAL i A 1AL AR e
FEREA T e, RO R BULAE AR 2 R 4
JH R AR 00 72 AR i, TC 1o AR 0 A e AR 0, it
ALT il HBV DNA /K- K& HBeAg AR 25, 4 7] % &1
WFEIRYT B [F] B R v B 4R IR IR T T A Ak % A
i A o

FERE(>ULN) BHBREMRERSE, 2
mmEIRIT(B1),

HFEN 113 FfiE HBV DNA [HE, &
WALT kPSR, REFATIERZ—, BIR
mEET. D BZENFARBEASE HCC RKkE
(B1) ;2 £ >30 % (B1) ;3 LeligtrsiFFAR
FRERTHBEEHERE(G=2) T 4K
(F=2)(B1);@ & HBV X5 R (0 HBV
HEMEEMKERE) (B1),

EEER 12: GKTHIZSAREH N KLEE
ZEIFFRFFEHEE, TR H ALT 1 HBV DNA
KFER HBeAg FHIE S H , B WHRK T RIT. B
RMEEFEIRAETHELCHEMBE(NBERS.
ABRE MEER S B S SR sE R EFFES) (B1),

+— NAs J/JT

(— ) NAs 2591 1y ¥7 2 4

1. B R (entecavir) : B R 5 7] 5 5030
9o 2 S, IO JEE I AR AE , A BTG 9T 7T S TR A iR
H A GUENR AL, 3 [ IR 8 AL T i A1 HCC #Yy
S B AR WA VT MR M 5 0 A DR AR SR OO A
#Iih CHB B, B R 5 4F R 25 K AR R0y
1.2% " BB R FH 2B, R 10 4F 1
AR Z L BRI BIESE T, AL 0. 2% R B R Y
E B R RN

2. B DR 4% 75 s (tenofovir disoproxil fumarate,
TDF) : TDF w] sif &4 #0095 75 52 11, < 010 07 2 35 2
HRFIEA LU, BT HCC K A2 TDF fii 25
AR, 7E I RBE ST b 8 4F R BRI 25 % 4 % 0,
TDF % 4 P8, 7 m R 36 th A R, H 0
ST FEAR R, ] TDF /Y58 &, 0 H X v i 4
SRR AR UM TR T RE 5 1 M B BT A 1Y
UG 12 K I A T 24 | BT 7 4 5 16 (adefovir
dipivoxil , ADV) it 2 | J8U5 = 5 iiif 25 5l 22 245 1iif 25 S
W, TDF B 75 o7 N2 R A3 i ik 70% ~ 98%, H &
AT IR A 0 JE K, 955 B 2 L SR R T v

Sk 1 5 R e ] A s b DX T 5 BA 8 F 5T
/N, KA TDF 3497 CHB X (4% HCC XU 18 T
BB R {ELE S0 At K T A B 5 )
7/~ TDF 5 B8 R 56 B AR HCC % A= XU B9 &4 A1
U ST L RS A 2 AN AR S R RE 1S
H — E0 B 48, T IE 5 ) M BETE NAs I 24
S REZR P 23 9T R 22 5, DL R A [ 245 2 ) BA 31
S S A AROR B 7 I TR 1 22 57, AT RE R 5 e 25
FEOHT LS R AGEIE IR AL

3. % SN & i /8 35 (tenofovir alafenamide
fumarate, TAF) : TAF 7] 5 24 10 1 95 5 52 61, 4 391 07
I TAF G 97 Y7 &5 TDF AH LL, ik 55 o I 2% R A
o0, A A B 25 SR LAY TAF % A E BT
e AR B E 22 4 1 5 T A8 T TDF, {H AT B A 5%
i A B AR A KU T, TAF AT 7E JUEE R B EE
B NN A R PR 3 — T S
FUN e TAF R 9T 24 J8 )5 58 420 B o I 2
FIALT &3 REARSE BB R R ir B tm ™.
4. Y A% 8 T (tenofovir amibufenamide , TMF) ;
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TMF JF 20 o #8124 v, T30 i R I 3 s, &8
96 JHIG YT Ja , TMF (195 8 % b 2 3 5 TDF A fl,
ALT & % W LT TDF (435K 74. 4% 5 64. 9%,
P =0.002) ., TMF % 4 P45, 697 96 JA 5 4k .
DG T F i 0% B2 T B (A W AR T TDF, ' /N ER
U8 2R BEIR EE W] /T TDF, TMF {397 48 Ji )5
I RE 55 A A= %5 T TDF (435 11.4% 5 3. 0%,
P <0.001),{H 96 JE #2236 97 WoR ML AR AE 48 M E
faTFRaE

(=) NAs ifis 245 By 352 Bj5 1 4k 21

L W IRIR YT Al R R A AT 25 259

2.3B7H  E AR HBYV DNA ¢ &, DUE 2 i)
R BRI B S AR B IMLAE S B AR IR R
ST WBIEIT, WH S 4, NAs it 2535 B Peg-
IFN-o B VA T 10 0 22 R B

(=)NAsJ7 2

KRG (B35 5 BRI NAs Y07 15 245 5 0k 15 2
kAR 4 HBeAg [l {E CHB, HBV DNA £
MA%], HBeAg Il 152 5 )5 , HBsAg <100 1U/mL
Al AR AR 45 25 )5 2 kKU X HBeAg [
CHB, — i i 2 A W3R 77, HBV DNA 5 I A 2],
HBsAg Ji 25 F1 (&) 1 B Ht-HBs, I H 28 18 JL G 7
206 N H AW FZ R,

T = o THRBT

P H 2 At i Peg-IFN-a Al « T4 £ Ji] T CHB
1BIT o

(—) Peg-TFN-a I YT 1 7 58 JIT 3L

1. Peg-TFN-o L2530 97 : Xt T 9] 36 CHB /& 3,
Peg-TFN-o Jf2 J7 W] fff 5 73 f8 5 3K 15 9k 3 5 DL &
(HBeAg FH 1 B 8 & ) <50% ) Al HBsAg i B
(1697 3 4 )5 HBsAg IR %A 8. 7% ~11.0% ) , if
FFHT HBV DNA <2 x 10° [U/ml ALT & /K[ (2 ~
10) x ULN ] & i 2H 2 R AE R 8 G2 LA | A 8 B
JE LR HBsAg /K F-( <25 000 TU/mL) ' |
L PT-HBe 52 B KR 38 T BT U I

2. Peg-IFN-a 5 NAs I 51697 : X NAs &34
CHB & P& AL ANHE, K G Peg-IFN-a
AL 4y H AR A I R A Y 2R B
AN, THFRIBITHT HBsAg kK F ( <1 500 1U/mlL)
H HBeAg B4 0 A # &8 ¥ 45 %2 )7 BT Peg-IFN-a 1§
IT A AT RESCBLIG A T L T R R
NGB (IGY7 24 JEB HBsAg <200 TU/mL g T[4 >
1 1g 1U/mL) /] LLAS B S0 B 5 36 97 48 ~ 96 J& J5 w]
RE K 45 10 NN R UT 45 R IR K R
HBerAg 5 7K V- $it-HBs 0] Fii ] Peg-TFN-a 5 2 J5

REDAFHE A MY I IR

3. Peg-IFN-a A GEFEAIL HBV AH5¢ HCC KA %
HWF9E Gn , b Peg-TFN-o JA 47 ] P& Ik CHB (3%
KB o HCC [ A 310150 BT ik — 4
UESE

( =) Peg-TFN-a AN BRI M 2% i diE '™

Peg-IFN-o [ 32 1N L35

L. AR LR AL k3 SR LR Fn = ) 5% T
FEFEST o T 2 Fr el H 25 85 I AR S ARt 2 25 .

2. BB I HR R 40 BT Ak < 0. 75 x 10°/L
FCER) I /N T H < 50 x 10° /L, i B AR T 38 % 7
1 ~2 J8 S5 B A, Ak A 0BG & e e, P kL
A4 <0.5 x 10°/L I ( 5) If /B % < 25 x
10° /L, W) R 87 450 P 38 o o w4 e 3 4]
A AT R A0 i 4 s R R Ok 40 i B
Wik 21 i 46 v R TR T .

3. HAh: B B (BB A B Pk g0 Bt
HCR B 98 B PRI I /N AR T 55k 20 VR T o L 1 B
KRR X R AREEARMRERLERIESE) .
Ko (AR 2248 FE R AR R AR ), DL S At /D T
AN BN (A 5 g 742 | TR] B P il 4 W ) B L
JIEA 47 o0 L O A RE 4 ) L 7 2048 IR TR R
7, BN B LR 220,

Peg-IFN-a R 7 25 Bl £ 45

1. 26508 A8 SR OUE < 4 R B8 3 N A A AR TR RS A
g Bl (CEAORG 43 Z40E B3 ™ AR AE S50 s ) R g
T 0 BB LR AR IR AL R 0 A B
g, LA B R AL B L0 ) R v 18 P BH 2E
P it o 55 Al 5

2. A AR R OUE : HUAR B9 , B AR $0 A AE sk, ok
25 0 B W PR | e Il s Lo IR o

W =M 13: HBeAg fA1E CHB £ & & it
NAs(E# +F. TDF,TAF 5 TMF) jg47 (Al),
AEHEEFEKPAA, RTFE HBsAg HXKH
=g, MEEMERFEESR, KT 1 £ HBV
DNA {E F# il FBR.ALT £ % #1 HBeAg I i& %
i, BREBRTEDIE(ERONAEETLR)
R4 A%, B HBsAg <100 IU/mL, 7] 2 if 1=
G, ERmZEN, ERKTEATRDEL(B2),

HEFE M 14: HBeAg [H%E CHB 2 & 1 7] %
F Peg-IFN-a i& 97, & ¥r 24 BB, & HBV DNA
TB& <2 1g IU/mL B HBsAg & >2 x10* IU/mL,
EWIZE A Peg-IFN-a 897, Bl A NAs i&47 (A1),
Peg-IFN-a B EEHTEH 48 B, AT IAIRIERE
SELEKTRE,EREEIT 96 F(B1),
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#FEN 15: HBeAg B 1f CHB & & B it
NAs(B#+F. TDF.TAF 5 TMF) ja77 (Al),
iy HBsAg jE % 1 (=) H W #1-HBs, H HBV
DNA ® A, JLEET 6 NAMENAEE, 7T
=Z5kEA (B1)

HEFZ N 16 : HBeAg [ CHB EE AR A
Peg-IFN-« 3457 477 12 /Y, % HBV DNA T[4 <
21g IU/mL, = HBsAg 2 T/ <1 Ig IU/mL, &
WIEF Peg-IFN-a i&77 , B A NAs j&97 (Bl), &
HEETEABE, TURBREEZEZLEKTE,
EREBIT 96 F(B1),

EEERLI7T.E—LHFEEZGNEES, W
NAs {847 /& HBY DNA E 2| T & M T R,
HBeAg [B%5, B HBsAg <1 500 IU/mL B, & & &
EEETZEMA Peg-IFN-a 3877, LB K IG K&
B, 477 24 FJ5,% HBsAg <200 IU/mL = & >
11g TU/ml, i 4% % NAs BE & Peg-IFN-o 857 &
48 ~96 ;3477 24 FJ5,% HBsAg {1 =200 IU/mL,
T £ [81= A Peg-IFN-a, 4% 4 NAs j847 (B2)

BEERLIS.REHZEFRFELERE,E
FRABEFF.TDF. TAF # 1T KERHESE
J7 R KX A Peg-IFN-a 87 , EZFM B MAE X R
RER(AL),

EFEFERLIAREHZERXFAELESE,
HEEXAEEFF5 TDF K EIT, £ H Peg-
IFN-o i&47 (A1) , EH B ER AR A TAF i§97 (B1) o

= HAR YT

Pt HBV G 47 ] B I CHB AH 5C I & 4E 19 & 4=
F AR HBV #H2¢ HCC () & A & 4 @ B A 77
N8 HBV SR i 8 IR TR . LA,
WHPLR A ST P4l T RS IRTT o

(—) IR Pl SRR

HBV JE % J5 5 350 48 M 58 0 R B8 I 95 0 0F e
0 FE L B A P AR . BRI R K = R
22 N R R A I o R0 RO B A B PR (AL
AR AP JH- 20 M 55 4 T, A B2 a2 HE U 9 hE P 1 o %
JIF L 20 496 RE W f2 8 ALT 7K S B S T & i JR 3, T LA
W B EZREG

() YLer4etbigyy

AP g rh 25 07 M W2 AL e L B T
HER | (R AR R, 78 3l S5 50 A PR B 52 h 1
SR BIBLLT 4 Ak 1 T % I 2T A AL I
T Ak, B AT LA 3% FH
0 12 PE HBV R i W R b s R
(—) 18k HBV #ERIRAS ARG 31 HBsAg $#747

RSB H

R 6 ~ 12 A H A7 1w A W A o w5
SR LSM SRR Ay BT HEAT G ik Ay . B 6
FRGI AFP I 8 8 75 i & HCC, 25 4% & P 55
IRITIRAE , I T 3R YT .

() BUR IR YT 2 78 v % 1

PO BE TR T o A v 00 5 0 M S S T M M
BEVRYT B9IT R0 T 254 D Tt 245 4 0 B RN,
DL K HCC K4,

L JRYT AT A DG 6 bR S A i . O 2 W 4k 2% 48
b, ALT (AST JHZL K | 18K 155 Q) W 5 5 LT
245, HBV DNA 5 HBsAg HBeAg $i-HBe;
) AR5 15 T 2L A I B | I L KT | i 7K
- VBN DR BR A 5 @) FIE TG A £ 2 Ak AR I, 4n
LSM; & 4 B &+ 5 f1 TDF T WLEF I BR 2% <
50 mL/min f§ ¥ I 34 75 95 & 50) & ; TAF 1] T WLEF S
B <15 mL/min H AR 4% 52 3% By 19 55 35 I JCHE 7 51
it LR 0 38 JC T TR R R o

2. BV TE BB YT RN A 18] 30 A0 45 FH 24 57
LN R e S B DT A S E R T RV
T OR B T2 1 ik Bl A5 24 7T B S B AU, 2 1
BEARMAE

3. NAs K259 il i FUAS & O IE A= P 1k 27 48
Fr . HBV DNA 3¢ & Fl 2 B 5 I35 90 55 24 b & 4
LSM 4§ & 3 ~6 /> H kil 1 3k ; 7 &6 88 7 A 2 il
AFP 600 %, TC A8 AL 35 5 6 AN 13k AL 4
3AH W, LB 98 CT Bihg 98 MRT LR &
BHCC, N A RS 2 Ae s B G i 25 ) &
6 ~ 12 A H I 1 Bk B DhRedatn, A 5%
5 AT I N R AR AR A

4. i ] Peg-TFN-au 11 8 & VAT 50 1 T 1L
AR 1 ~2 i 1, R I s 0 I 2R 01k
AR A AT 1K HUR IR 2 B8 48 A ALY
HBV DNA HBsAg. HBeAg Fl#ii-HBe & f 4 3 4~
A 1T UGLSM B 6 A4S H 13k, 5 &8 A K A G &
F R I S5 TC AL S B 6 N 1k JFREAL 1 3 A
AW, w2 m g 5 CT 53 5% MRT LR I9 & 3
HCC,

5. /0 DR DL AN R A B FR AL 3 NAs B
A2 A R A2 P BT B I DR I AT A 20
LN BRI A A, T S REAS 4 (G H 2
ik 11 TDF [ ADV ) I @ 7 & 9k (G H 2 ik 1] TDF
ADV) LR /8 SCILE % FLER IR Hh 7 55 (L 2 R
R R ) o FH 24 i 0 A 20 3 5] AH G sk, DA RE
FRRURS: o XF 9697 HR H B I AL UL R 38K it s 7L R
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UK S BT TR O PR I PR R B R T
DI, —H 2 Bk AN KRR &, S it 2 9
e FAH A 259, [9) B B 25 7 AR R TR T

6. AR AEIRYT b FE b 1 B HBV DNA & 5 A
PR AR T > 1 1g 1U/mlL, 52 45 6 DA O HEBR K
MRS T KB 25 T ROR YT, H AT 254680 .

(=) VR I6I7 45 G 1 bt T

TRYT S R G R 2 B AT R DI BT 0 B Y
PEANPUIE BE TR 97 A9 T L, W e 0 R, DL K
HCC My &4 I, ANie B EEYOW R IT L rh
e ARAT A TS AR R 3 A T N R g AR
1 AT MEZE Ak 2445 5 L 2 BT 5 100355 9 75 2 A o
Y HBV DNA JE i ZJ5 8 3 AN AR 1 3k, 1 4F
Ja B 6 AN AR 1k, TR L B E R 6 N H
71 YR R 75 4G A AL ARP ARG ) 455 5 JIT 6 Ak R 2 5
3R LR, 2w fig 3 5 CT 3% 5% MRI
PL & B HCC,,

(P4)HCC (i A 5 Wl

18P HBV J& Y & T B HCC 1o i I, &
9 A R0 W A B F 4R m HCC KL 2 3 R IR At
ARy e i LN HCC w5 MU M, LA 24
HCC RUR 1 Al 55 80 & 3%, v 38 [ 2% 35 0F R 1Y
aMAP B4y (age-Male-ALBI-Platelets score) , AJ {8 £ |
YEA 1K 18 M HBY J& e 2 43 o HCC G L e KU
41 HCC AR R HE R 0 ~0.2% . 0.4% ~1.0%
1.6%~4.0%"", A8 HBY B (FiE
S IETERZIRIT ) YN 6 4~ H i AFP FE
R KA DAEAT HCC i 45 5 % 3 KU A B, g2 i
B3 ~6 A 1R, BT 5R CT 5
5% MR,

+ o REBR BRI S IRYT

(—) 28 AN R ARG 2 I A 6

S BRI 25 1 PR #9687 RE 6 HBV &2
il 32 S 58 3 ) AEFB 43 B A A7 AR B AN AR
i TF MLRE o %252 BB 5 . TDF | TAF g, TMF H {K
MAELFIY) CHB fB3% 3577 48 Ji JZ LA I, 47 HBV DNA >
2 000 TU/mL 3 7 S0 & AN A, 25 47 T A ) 2]
HBV DNA, {H <2 000 1U/mL % 5& X K {i% % % I
FE ., X 5 TDF 8 TAF 9 1 2 A £ 341
5 7 LT , 75 A& NAs 3697 . X TMF 25 A (£ s ik
I3 BE IMLAE 7 , A 0T 2% A s A B R (R R
ZAEHE .

[ P A1 Z 350 5% 45 R 4R, PO B IR 9T ) IO

BEIAE 5 CHB JFEF4Efb i e | AR 2 AR 30 I A Ak
K HCC UK, LR 1 AR 77 SR AR B ik o1

HFEN 20:CHB 2E N A B &35 .TDF,
TAF = TMF 3445 48 &, HBV DNA m #& H &
(HBV DNA >20 IU/mL ), HEBR 4k M 15 #0 46 3R
ZE,.ATABNAS BT (EABREFFEBRAE
TDF = TAF, ] TDF = TAF E# A B & FF,
FEAMGYWESER) (B1), WA LB S Peg-
IFN-a 3897 (B1),

BEEN2.ZERARAELERELARE
£ 3 .TDF = TAF ;447 24 &, % HBV DNA {1
¥ H (HBV DNA >20 TU/mL) , HE B& 4k M 1 F1 46
MRER,BUWAZ NAS BT (KAREFFER
F TDF = TAF,[; f] TDF = TAF HiHE &+
F AAMAMEKSER) (C2),

(=) B AR AR 9T R 1038 97 000 9 0 i 590G
g

181 HBV &gy 35 4552 A 43R 97 B 1 259 )
PEMHI G YT A T RE T3 HBV 30 , 138 KA
Wiy, HBsAg FIVEL 2 HBV FR0E KUK S HBsAg
Bk E S ~8 £,

$t-HBs IfLE /K F- 5 HBV #3806 A ¢, $1-HBs
FHAE F0 B P 8 2 HBY B 300E XU 53 51 o 5% AN
14% ' B Pk B0 7 187 7T LA B R HBY
PR e A R

FIT A e S A IR 9T VB 1) 245 ) B S i 4 i AR
7B, R UG IR T A R KLU A HBsAg  $71-HBs
KeH4it-HBe, HBsAg FHEAI(E0) Hii-HBe FHPEE S, N
#t—4 K HBV DNA, HBsAg HIl (5% ) HBV DNA
BRI 55 0 AE T IR B2 52 A 22 R o7 BB 1) 25 W) B A g 41
AT NAs U sEia 7 240 1 FMU B, 2098
J7 % nf [F i NAs HOs s Ay . st HBV
DNA BA#:, w45 1 ~3 4~ A Wil HBV DNA | HBsAg
FlALT /K7, — H HBV DNA a{ HBsAg % % BH 1,
NESERVE S HUR FEIR T o HE 52 BRI 0 i 5 v PR
UK (AT 3 LT 200 1 B A P 2 e S0 I 1 41k T
WAk HBsAg BHE (Hi-HBe AV A8 & o h 33 By
PURBEIRIT o

PO FE IR T 25 ) ik B R 5 L TDF 5
TAF 11O O R W 0 45 24 S0 5 3 5
CHB s T fb iR F A R . XF F 1% 4 HBV $# a7k &
AR ) P HBsAg #5747 4R 25, 50 HBsAg B | $i-
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HBe FHYE H R NAs BB iR 97 # , fE L1097 4
[6] 245 49 T G s 3046 90 96 97 45 RIS, I 4k 2 U #E A
J7 6 ~12 /A F o xb 5 A B ik B 48 5 v B A
HEAT 3 1T 20 W A% AR AR BRI 4 R /D 18 A
JVJG J7 ) 2% 1845 NAs, NAs 4 1] )5 vl g < th 3t
HBV & il S, e 2 0 1 %Ak, R BE 17 12 S, 3L
B4 1 ~3 A~ F W0 HBV DNA J& I BE 4 9 1k 2%
T 7R

BEEN22:FEEZUFRT . BERAYR
REIMEFETNES, BRGTIHNERRE
HBsAg. #i-HBc #1 (=) HBV DNA (A1), X} F
HBsAg # (= ) HBV DNA PR E , EF iR FiE
T HEAYRERMNEHFTETHED 1 B 5%
BRAIE A A B & 35 .TDF 5 TAF fifm &8
f7 (A1), XfF HBsAg B . fi-HBc RIS B2 &, &
FHBKEHMERERERHETELTHERS
W, SRR/ TR, BN AR+
¥ .TDF = TAF HifmFigqr (B1),

(=) 4T R AH 1 Bl AL 2

T T M 25 4 1 A 1k 4 0 i A5 HBsAg, X T
HBsAg BHYE % 75 240 I HBV DNA'™ X F 4 R
W E W2 ke CHB [ 835, IR 97 318 ik [ 3 5a
CHB 3% , v il TDF $H6FEVRYT o LR UR T 84T Uk
180 F 4 i FH DS 52 25 90 1) CHB 28 7= 1 7= J5 I 4
SLPUNTEIR YT , AR IR B 2 NG O, TRE R Ak AL
JRVRIT I 5, i S 3 A NAs 5 Peg-IFN-o 4k 4%
B97

I35 HBV DNA 57K f& B AL R 1 5 fE [ &
TR B G SR HBV DNA 2 & >2 x10° TU/mL'"7" |
AR B 05 TR 38, 7E A ] B Al |, T AT
URSHS 24 ~28 A JF U O 5 T30, B JHY TDF T
[ FH TDF i, B 30 S5 A A8 2 ™7

HBeAg {4 Z2 43 v, HBV DNA 7K 3%l HBsAg
JKF e HBeAg /K F- 34 52 IEAH G, 1 H 2 85% R 44t
i #EIAYT ) HBeAg FHAE %2 10 HBYV DNA /K- >2 x
10° 1U/mL, [H B, 76 3% 45 £ 1 % ML JF & HBV DNA
JE BRI Y 3 X, B) 2 HBeAg [ A] AR S 500 #1A
JTHIRT HBV B BAL 3% B A0 4R 77

A ANREA G IR WF I8 7, A Bk 5 i 00
Fl TAF B 8 B & %R 5 TDF AL, B BE5E
B4k ATV (0 TAF XA L H AR B i
e S % BE FLME 57 1 e Ak, ¥ itk — 2 1A .

FENR ] TAF 3o B o 3 AN E UF , 2 75 75 4 ] TDF if
T A . TMF X6 JL BB AR L% 4k i T e

GORETI 32 39 MR NAs f9 2200, 0T F 7 i B %) =,
A 1~3DHEEH 152055 17.2% ~62.0% 1)
BE AR R T RS, H 2k EE 24
Py IS RN P S W, W TS 4 ~ 6 A R
25 BE I 2E W) 4k 2535 45 S HBYV DNA 40 i 2 9 4k 2
FEFRIE® W3 AN AREE | K, EEME 6 A
WA ZRIF R G S, IR IR IT o

PR E PR GIT M T R T o T
MR BB E, AL S 6 4 H )5l % &
AR H NAs JUR IR I M BB, Har
T 22 W] NAs 3G T7 60K T 10 R B2, 1] 76 45 1
TP WBIGHTHE T HI8ET .

WBEEN 23184 HBV B E RS EHE
I, SR A R SIS, ER S ABEHA
fEEEE, TER TDF 3477 (B1), W& H S0
BE R4, W B {E A TAF 477 (B2),

BEEN 24 ARSERFPEENMEIRN S
&, EEA TDF &7, BN A4S TR, £ E AR
+ 3%, A R &I $FIR, il B TDF 457 (B1),
ERNAFRERT,BENA2AMKBRSEMR
B oHEREETHEE IR, BHREER, NS
FH &, A TDF 457 (C2),

WeEE I 25 3F IR g H HBV DNA £ 8 >2 x
10° IU/mL, EX S AEFABEREHEML, F
SEYR E 24 ~ 28 A F WS A TDF ik 514 FF
(A1), #iY HBeAg [H{121E HBV L& (&
MEH)BEF~ETEENZH1~3 ) ARE
wEHEREDE 3 A BN BT E Y
HBV DNA %3545, HE~E 6 M A, REHXIE
BE NI B BB H% B4 (A2) ; HBeAg PR =
B CHB B, EXSABMAERZHERM
L+, EEAe%EET. KA TDF 457 &, S EH
ARERIE(C2),

(1Y) JL3E B

X TIE B0k CHB s T A Ak 8L, B K% 16 509 75
19T . ALT Jh#5f HBeAg P4k CHB JL 3 i % 7] 2%
FA BRI A2 2% 58 T 3 % o B Peg-IFN-a-2a 7T,
LhSSB G A IA A (HBsAg B %% £ 3R £1 Hi-HBs 1
B ET B B B L TDF B TAF JA 57 .
il TR o HTILERENEERE NG 3K,
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B 300 J7~600 J7 U/m” {3 17 AR, 55 K70 B At
i3 1000 J7 U/m’ {RFETEBL, HEAET7 7N 24 ~ 48 J;
Peg-IFN-q-2a 4 ) & 180 pg/1.73 m’ {KF M,
JTREN 48 JH BB R TDF 8f TAF 4 5
5 B B 2 B FR)  WHO 35 1) 7 L AR O
I B T RS S TRl TR o 5k
Peg-TFN-a-2a I §7 A& 52 B HBeAg Il 15 % %% 4t 5{
HBeAg B[ CHB L & JH 4k £ L, T 1 F NAs
HTED

XF A T i Z WA JLE, R B BRI
AAFEEW ., AR, G IKRIE Wk 552 it 52 1)
f LR, Zead BF 28 3 21 20 2 46 A5 & BE 90% 1 HR L
FERFAL LY AT — 8 B B 1) 28 RE 16 sh A (5R) 2F 4k 1k,
AT BT 4T AL R RE AL AT 15 10.9% L A R
/R JLE HBV BRbURfiRIr &4 AR H 1 ~7 %
(0 BT G B T 2 01 BB LI Z 69T )G T o R
HBV DNA [ %, 3 HBeAg Il 1 7 %% #t 3 Al HBsAg
BRI A, B I K AT Y 2 ek
T 24 1 1e) LT PR I, B X e g T A2 AR L
(416 PR YA 7 P 3 75 28k A T PP A , (4G AL 1 22 R 4
B i 2 A e N O BT < 7 O 8 = W [
B, ALT < ULN fH 41 21 2% ki 2 0 R 17 76 J0E 5 9 (1
L, B B B 3 52 BUR TR IR YT o

HEEER 26X FHREPFRIAFELEIL,
TRERK/NMN VN EHHATRFESET,.EEX
RKPETHREERMHRE, 1 SRALEIL
BERAEELTETME o872 3 R EJLEFIE
FABEFFs TDF j877;5 5 RIA EJLEIEFA Peg-
IFN-a-2a;12 5 R L E)LEREH TAF i§97 (Al)

W= 27 % F HBV DNA PR, ALT <
ULN B I)LEHITHEALFE M, WFREARFE
DR G=1,MiZMRE R (Bl) ;XN FER1~7 5
HELAERDIFREFEFRELER, EXDE
BRAMERAENIET, BT EERRBESET. &
AMFESHYMARSRILEH#HEY CHB(C1),

() B ThRER e

A 5 1 o s KRS B4+ e AR 0 R AL
A B e I A o W RO A B R
Y AR B R AR . A B B fE X
W B, 07 FH AR AT NAs 07 55 0 B b 275 Wa 0 o) i
Ak, AW ADV 5 TDF 3597, ¥ 5 I Wa I ifi
JULRF | @ K

(R T = Y s e N o = B | R~ A
BT IR MR B R 5 8 TAF 1y —Z4t HBV
WBIT 2, AR BN ADV 8 TDF ™ TAF H
TAG I HIV @Y iy 82, Al 555 /D BkE o &
(estimated glomerular filtration rate ,eGFR) =15 mL/min
iR T P8 4L 5] &, Hofh NAs 78 eGFR <50 mL/min I}
D)5 R R ), BAR AT 2% 25 i

X T HBsAg FHVE 1 B B4 58 2, vl ik T R R
T8 TAF 1Eh BB 800G 7 259 o B B8 AF A8 3 0
B ffi S TR o 8 Peg-TFN-a 167,

HBV FHOCH /NER ' 48 7] i NAs HU0 2EIR YT
e B % R s TAF' . © B ADV & TDF
UIR BEIR T IR, 2 AR I B 0 B A7 A
A 25 1 RO B, 7 DS BB R T Bk TAF™

HEEEN28:BEEHREREE . BHEREK
BESERERETH CHB 25, EEZEEFF K
TAF #1 HBV i&fr, N E ik F ADV & TDF (B1),
WFEESHRGSEMKE CHB 25, HE
A NAs iR S BRI FURNE BT, EX
FADV = TDF B2 E X EBHEXN T HKEFRKE
EERRKER, EWSMAREFFHx TAF(B1),

(75)HBV 1 HCV & 1&g &

Jii A HBsAg BH 7 2 #K 1 5 & Hr-HCV, 41y B
P, 75— 2P ) HCV RNA 7 &, HCV RNA &
i BH Pk A X N B 0 25 W) ((direct acting
agents, DAA)JRYT . A LK 4E HBV FREUE Y
MUK, B, 72 647 Bt HOV 3G y7 I | i 25 f5 3 A4
AW, #BK A B K5 (TDF 8 TAF 415 516 97
Iyt

HBsAg AT Hi-HBe FHPEZE N DAA IR 97 N
RURF 5 3 R vt Ay HBV P300S A XU, g il A
1Ly HBV DNA € & fl HBsAg,# HBsAg H ¥ fH
B A0 NAs HUm AT .

HHFEW 29:HCV fn HBY §H B EN A
DAA &7 HCV R}, % HBsAg PR, £ 44 F NAs
BITLATRS HBY B#iE , DAA BT &R 12 AT,
A [R121E NAs ja7 (B2) ; HBsAg BA't%. $1-HBc FH
14 57 Fl DAA HiiE], £ % 1] % HBV DNA 71 HBsAg
FEE,4 HBsAg PAF: , UK A NAs JA¥7 (B2),

(-£)HBV F1 HIV & Jf &Y &

A8 CD4 " T ik B2 40 i /K- an e, R et HIV
B IRIT AR IE , ¥ 8 BURS L 3§05 %0 2R
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¥7 (anti-retroviral therapy, ART) , HIV I HBV & 3f
SR I R A YT 2 RO EE 4G 2 Fhbt HBV 16 P
(254, HAART J7 % NAs i #4f # TDF s TAF +
P A I 8 B PG A ¥ (emtricitabine, FTC) (H
TDF + FTC % TAF + FTC H & FIFH#) . 1597 o F2
di 4T HBV A 564845, 41 HBV DNA i il A= 14k 2
FEAS S AR 2 A8 bn SF R AT I I . X7 HIV A
HBV G e , AW BE B A& A 1 Fxk HBV
AIEPER) NAs (TDF (FioKk K@ BB R+ B xR
EADV) 75 RIGIT S BT R, DL L5 5 HBV Xf
NAs T 26 P 1) 72 A 2

TR, AR A SR

1. G LI % BR %8 < 60 mL/min, AN GE & £ TDF
s % TDF 7 & .

2.30 mL/min < JJLEF 15 B2 <50 mL/min, A] %
B PEAL S TAF + (FTC SR K E ) 7% . TAF
I A B A T I T LIV R 38 <30 mL/min JR 55,

3. ANBEfd ] TDF/TAF B, 76 HAART J5 %8 ) 3t
filf BRI RE R F5 . @RI . 4n HIV F1 HBV
B I IR O W Ui A 4 A, Ol A oK R
(8 FTC) + TDF fE Ny AZ R ™ .

W= 30 HBV #1 HIV & B &, @iy
%X HIV f1 HBY MW MBESHWES,H
FHi%$E 2 #HT HBV & ERIZEY (AL) ,

(/\)HBV FH G520 i &

HBV FHC 20 20k 18 i 2k g v 52
U B R AL R 5 A HBsAg B i 300 I BT 7
1BIT o

Pt HBV R 77 Al 3% HBV ¢ ACLF 1y K it
JE T I R Y Bk, BF R F5 L TDF 5
TAF o] I F35 97 HBV #26(% ACLF """ 5 TDF
FHLG, TAF FECRFF B0 75 97 200 [ I ] 9 42 ' O 2
PEUE R PR IR HBY DNA ¢ f K F AT
(9 G5, # HBV DNA & fE K FA1E 2 ~4 AN RE T [
2 lg TU/mL, BF R AF R AT BUR S 24
o7 3 P PR L 5 K AR 25 19 NAs (LR 5 L TDF
sk TAF) " iF 5238 % W R, BUWR 25 3807 B K
R EE

HHEEN3:HBY HXA M. T2 BMA
HFEUEFRIBEEE, S HBsAg [HERZWE AR
¥+ % .TDF = TAF HiEH IR (Al),

(JU)HBV f13¢ HCC &
HBV DNA [HYE R HCC (3% 3% 2 bt HBV BJ7

A HCC ARG MR & 8 MR R $i
95 7 24 1) 0L 1B B PR T SR AL ) NAs (BB R~ 55 . TDF
8¢ TAF) , AR ZIERE WA o THHE.

HBsAg 4k 1 HBV DNA [ 419 HCC % %
Z NEVI B S kb 2236 7 18 JER A YT B4
Ak 2FIR 97 i AR ] RE B HBV P30, iU B
B R TDF 8¢ TAF #4790 #8697 o

HEFEZZ M 32:HBV 3 HCC £3&,% HBsAg
PR, iR A B % + % . TDF s TAF #1THi %
FiRIT (A1),

() BB

B N HBY A B0 (AL 45 T 2238 (HCC)
1T IF R AR I, W A 3k BT HBV 5 28, 3l B8 A )1
PRI HBV (1 KU o H B D7 58 2 S0 T Pk
ey E TR N Z, RIS HERTH HBV DNA ¢ HK

W AR AT HBV DNA & & B %, ) 3k 2 7 J%
L RS AIG , AT HE AR RS A0 T SR R 25 7Y NAs, B
PR TDF 5 TAF, Hilji HBV FRs , RJ5 L
i HBIG ™', i #8 Al AT HBV DNA BH 4, JU) 75
B RS o A TSR A SR AR 25 19 NAs
PABE AR HBV. DNA 7K -5 AR o JC JH 3 7 # k3 5
HBIG; RJ5 R 7K W0 FH NAs, i8I 156 A B AGF
i HBIG 4E 0.5 ~ 1.0 4%, M5 P4k SE 5] NAs™
AR A BFSE B FE N S R iR B
%8 HBIG J7 BAD AR A 40" . R B H B 48
TH A NAs 259, 7 % U) Wil HBV DNA, % 1) fiif
25, oA DT . A WA AT RS R ARG B R 2 B
JHF R R v T B &2 & W AR GE  H LI R B A S
W

WHEEN 33 E HBY XL HTHBESR
#,% HBsAg Al , B ENBENAKERR
#+% . TDF = TAF #1THFB SR (A1),

7N TR 5 R A R B I R ) A

L R R B A Re HE A S Bt v HBV e 5 4K
o ol R B )R TR A

2. BRE A IF LA g 40 IR 7 T OBE R O A X
HBV YL E PO B IR IT AR I HCC B A 12 m .

3 RBEAENBE R IT B HBV 600 o 2 1%
) B RS =X, DA R IR iR )Y R T e 2 1 B0
f£ HBV J&RIL

4. FRERHBR T H 2R HBV JR g
H I ATAT M B A B 4 b, o 8 S T AR e SR PR AR AL
AR o




(G YL s 2023 45 1 HEE 41 %55 1 ] Chin J Infect Dis, January 2023, Vol. 41, No. 1

5. RRAEAT R ST AR A BB AR S AT R
o AR A B AR AR S, AR R TR ML A R M
I U0 s DB R, LT B HCC

6. PR A U] A S8OR) FH I 52 1 5 A B A 2
B, L © i 259 i A 00 4 Atk oy RO A
B o
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ko> OE

MERE1l ARif
K5 ARG 2 17 fiek
1 &k HBY HBsAg Al () HBV DNA 4t 6 4~ LI E
2 CHB 1 HBV iF 22 R 51k £ T AR A% V58 5 P 5
3 HBV 3 HBsAg FTE/4-HBe BH Ak 8 32 2 G i 36 77 5 Ak 2 1R Y7 I, HBV DNA BeIEZ T} &5 =2 1g 1U/mlL, 5 4E
(HBV reactivation) 2 HBV DNA [0 2 % o FH %, 5% HBsAg el B8 5% S BH P
4 HBeAg %% WETE HBeAg PHYERY 87 HBeAg i 2K
(HBeAg clearance)
5 HBeAg LI 224640 BEFE HBeAg FIPEMY 4 HBeAg V45, $T-HBe th B
(HBeAg seroconversion)
6 HBsAg B 4% WEAE HBsAg FHPE /Y 8 3 HBsAg TH 2k
(HBsAg clearance)
7 HBsAg Il {5568 BETE HBsAg FHPERY B H HBsAg 14 2%, HT-HBs 13 3
(HBsAg seroconversion )
8 2 G

(virologic breakthrough)
M WAL, WA BTG ALT T

9 Wt R
(virologic relapse)
10 fiif 24
(drug resistance)
11 Il R ¥ A

(clinical cure)
12 SERVA M
( complete cure)

(R 254 ( nucleoside/nucleotide analogues, NAs) BITIKMAE R IR E , ERTERBITHRER T,
HBV DNA JKV- LR Y7 R ARE TT & > 1 1g TU/mL, B8 (4 )G S S BRPE IR AR 1A A g LA TR 3l & &2

AR B H 2505 IR 1A 2 YR HBY DNA 29 >2 x 107 1U/ml.

FEURTHE AT AR R KW E0 5 HBY 25 48 10 M BR %6 8 , Bk o 3 L7 25 ( genotypic resistance ) ; {41 92
o i, B 25 25 40 R W 6 OF 5 98 D1 24 41 56 , B 805 25 ( phenotypic resistance)

BRI B HE A A B 1E3A T IR HBsAg FRLEBIRE , fE SR FE-40-HBs h 8L, HBV DNA T 5% 05 &0 F B, HF i
{24 I FAR IR 3 7T 4 7 £ cecDNA

SRR T AL, B AL AT HBsAg RESEBIME , s fE-50-HBs B, HBV DNA 6 F i 0§ 4690 T B, IF
2 bR A T B T B2 Y 9 cecDNA B

T HBV Jy L BT 59 75 s CHB Dy de kL BT 5% s HBeAg N LBUAIT R e HUJR ; HBsAg Oy £ BUAT R R 40 55 H-HBe D L BN AL OBk
Pi-HBe g LHINFR e HilA s HT-HBs Jy LHIRF R R EHUIA 5 ALT Sy N R 5% & 5 cceDNA S 3L P 45 BFoHR DNA
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PR3 2 P ONE TS I R A 402 0 2 B F 4 IR
hEE YRR R S Ishak PE4r R 58 Metavir PE4> 2R 45
I A AT ; P
M R L pagk SR weww wn o omms LIAE
GO LRI TR AE 0 X J J G 0 GHm/  FERE/ANT
PN W JHEIRIE
Gl CAFRASE WA M 2t 1 R, B BEECAMEELOL 10 R RIEAWIE 1 RERmE b gk
T A A ARAW L BROBICEK  WF<1Ap J/PN 96 5 IR BT
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X 7 4 ) L)
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SRR AL
6 F - . Y EE /LN=0,1-A=2

T 36 IR T PN=2-LN=2
PN=3-LN=0,1,2-A=3

MY AE SRR HAL B = 18 7

T PN g S 58/ T8 B RE IR B 5 BN W BFHR R BE ; LN /N IRBE 3 A S RAE; ° - " AN A
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S0 TG £ 44k 0 43 TG I £ 44k 04 Ta T 21 4 4k,
S1 L X4y K 143 LR LFLEEY K B4R 15 AL KA 4EvE Y K, A
[ P58 2T 4 18] B
S2 LA X 4T 4k, R g mE e, 2 4 CERLF gD K+ DRET4 25 ZROLE XA g K, A
AL/ I 55 1 % BR [i5] R P 27 2k 7] PR
S3 Y E bR eSS ZE AL AT 3 48 WELd g, /A EmE 35 ZHOE KLY K8 W P-
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ADV iiif 25, Z B Al T LAM B0 e R & i} ETV TDF & TAF
ADV 7t 25 FLxt LAM 2§85 b 5 & it 25 #JH TDF = TAF
ETV i} 24§ # ] TDF 5, TAF
ETV A1 ADV fif 2 ETV 64 TDF, % ETV B4 TAF, i #t il TDF s TAFL126:127.136-158)
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RER+H 10 ~11 0.15
=2 %, HARBUR =10 ke >11~14 0.20
(PRFEHE >30 kg, A ) >14 ~17 0.25
>17 ~20 0.30
>20 ~23 0.35
>23 ~26 0.40
>26 ~30 0.45
>30 0.50
B TR VA A S e
=2 %, HARBR =17 kg, W H R 7% 17 ~ <22 150
22 ~ <28 200
28 ~ <35 250
=35 300
=2 4 HIR B =10 ke, ANBEH RT3, 7T 68 R, 4248 % /AT 40 me/A) 10 ~ <12 80(2.04])
12 ~ <14 100(2.5 ~))
14 ~ <17 120(3.0 ~))
17 ~ <19 140(3.5 %))
19 ~ <22 160(4.0 ~))
22 ~ <24 180(4.5 %))
24 ~ <27 200(5.0 A~))
27 ~ <29 220(5.5 %))
29 ~ <32 240(6.0 ~))
32~ <34 260(6.5 %))
34 ~ <35 280(7.04))
=35 300(7.5 %))
5 3 -
(FER =12 %)
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