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Hh A DR 2 2 TR 24 70 2 IR 27 73 22 T 2005
R E N R L KT T (A LR R B 6 45
FE ) (55 1R , 320 51 F 2010 4F A 2015 447 1 8
o 4K, [ AN KR R HBY B i S Ak A
i RATF SR A 1 o 2 Joe , by S 3t AL 1 1k £ 7Y
JF %% (chronic hepatitis B, CHB) B Tl [ .2 W7 A6 T,
B 3528 WHO $2 192030 45 B 2 PEITF R AR N
ORI DA B 9 FAR , PR BT A5 ¥ o

AFE W 5 1A Bl R BRI 7E CHB FUB)y |12 1B Al
07 A A R SR (E AR 5i P AR v, A T RE
A5 iR TR CHB 238 F BT A [l IR 1 A =
i T A R — B IR, AR TR O TR A SR AN Y B
A PR DA 075 08 R 5 1 S HL T o B iy L
AR B 2l AR |l PR 22 56 A0 R AT Y B 7 B
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ASE P ISR SE G A B A C =AU,
W SEH oy LA 2 A, Wk T ORI
GRADE 7} &iT) .
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25 AU
UEF5 45 ¢
T (A) HE— 2 BIFFEA I AT E AL X IR P S5 R 0 15 O

AR (B) BB A RE XTI AN AR AR O AR

A

R (C) PE— BB FEARA T RE 52 e i AT il 45 2R, %I
S5 RAR T RE A

HEFEAF S
SRAfESE (1) FE 7 P BIUE A 10 S5 A8 AT RE A TS K BT
WA TR A B AR A L
SHERE(2) HEE (B 2 22 A 55, HEFE R0 DL A7 A6 AW 5 1k, sl

7 B0 LT BB B 2 B AR B A L S B A )
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1. 181t HBV j8&%s . HBsAg #1( &%) HBV DNA [
6 MU E,

2. CHB: iy HBV 5228 5] & 19 1T I 12 1 R
i T 0

3. HBV FJi# % ( HBV reactivation ) ; HBsAg [
PE/pt-HBe B, 8 HBsAg B 1/ Hi-HBe BH 1 & ¥
Fe Z S M HNIA T B IR T I, HBY DNA $AE 4L
FHE =2 1g TU/mL, 5348 HBV DNA [H4: %5 4 FH
P, 8 HBsAg i BIPESE 9 B AE

4. HBeAg [H#%; (HBeAg clearance) : £ HBeAg
FHPER) 22 HBeAg T Ko

5. HBeAg Ifil 75 % %5 ( HBeAg seroconversion ) :
WEH: HBeAg [H 1Y 35 HBeAg 192K, H-HBe H B,

6. LI R EE (resolved hepatitis B) ;B8 A &
FES CHB i | BLY HBsAg 528HIHE Hit-HBs FitE
s PE HT-HBe [ HBV DNA I T & AR I T
BR CALT 75 1E % 5 i

7. 9% B Rk (virologic breakthrough ) : #%
(#2) 25121 ¥ ( nucleoside/nucleotide analogues, NAs)
RITHONYE RGP 8 TER B ORI LT,
HBV DNA K- o697 H e IR E T > 1 1g TU/mlL,
s MRS SR D B AR, ORAE T A A e LA [ a5
AR E, WA B ALT JHs

8. SN EEF & & (virologic relapse) : 3K 15 95 B 2%
NLE R B EAE 2 S AR 1A 2 R HBV DNA
¥ >2 x10* IU/mL,

9. M2y (drug resistance ) : fEHUIN TG e o
K2 5 HBV i 25 AH G HE P 2 7Z | FR Ak PR Y i 24
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(genotypic resistance ) , RSN HG 75, PG 55 245 )
B B IG, OF 5 BRI 245 A OG, BR O 3R B T 2
(phenotypic resistance ) o Ft X% 1 Fd s 5 2459 B
i 24 5 22 %% 75 A0 1 B s JLFPHT 0 75 25 9 ot BT 24,
PR M AE ST 24 (cross resistance ) o 2270 5%} 2 FiAS[E] 25 5]
At NAs T 2, #7222 B it 26 ( multidrug resistance)

L URAT RSB

(—) AT 7

HBV Jg& e & i AP 3 47, (H A 7] 3 X HBV 2%
Qe AT o B 2 AR R, i WHO iR 18, 23R4 F7
2.57 A¢ g Ve HBV J& L &, 3 YN by DRI PG R 7 M
X 68% ', AEREAELA 88.7 T AT HBV
e RH G ¥R e, I RE A AR R PR I A0 B
(‘hepatocellular carcinoma, HCC) B % H i HBV 13K
FHI3HI N 30% Fl 45% . T [ AT 8 AL F HCC &
Hi, BT HBY JF 805 535 77% Fl 84% o AR Al
PG ATV 3 X — M A BE I HBsAg 37353 51 hy 2%
(3900 J3 ) 1 6.2% (1. 15 {Z4i]) o .91 HBV 75
PEVRAT R BE 25 AN ), 22 B0 N 3 X o 28 g AT
X, DBORTAT X

2014 4, Hh[E CDC X4 1 ~29 % AHEC T4
MIBFATRFIELIRE R, 1 ~4 %5 ~14 ZH1S ~
29 % NHF HBsAg Ui 17 % 43 5l 4 0. 32% ,0.94% Al
4.38% % 5 1992 AELLEL, M FIE T 96.7% | 91.2%
55 1% o Hafltivt, FH A E— B RE HBsAg 3173
K 5% ~6% 8 HBV J&YLE 257 000 J7 4], H b CHB
218 2 000 7 ~3 000 74

HBV 28 BE2L I (A 65 B PR AR B /N6 49 )
AR 3 Sl A 4 o e 1) S 37 AR L B S8 5 v e
ERUR AT HBV DURE AL % 4 2, 117 30% ~50%
Z kA B AE W, i HBV BH A 55 9 I 78R 4
&4 . BESE ) HBV DNA JK-F 55 4 L& G HBV
KU %5 I AH G : HBeAg FHME (HBV DNA (557K - £ 2%
(A U 5 % A B AL G RN 2 I
APE S AL 4 o A3 T 0k 2 o s L 0 P A 3 1 o R0
S, R AT s R A2 R E AT B AR
HCV YL HIV Bt 2  HBsAg BHVE# 9 K E )
S A A i R A4 I B A I Y T A PR A N BN
SRR TTAE NG (N, DA B AR 45 il & RY I 8 2
F W DR £ 2 S 34T e 1) HBY R R o
TRk ML 53 St 7 A% Y HBsAg F1 HBV DNA i £x
SR IS A R S R i, 28 ot 0 VR A o 1 B A
KA. HBV L] 28 i 45 1 B TR 5 B 1% 1, g
S SCE FLHER AL BRSO AR R B A R s 2
FBIZ5 IR A B4 5 HBV e & A TG i

AR i, e ol R A 2 PR B S R AT
# RS HBY mfa it s

HBV 28090 8 M AL A # . Ik, H o
A EAE SR TR $E i, e W) — I 4 = TAE (46 4t
MIRNLSE) A2 T P A — 18 & T — T
AR 3R R0 Py S G I VR R R ik, A o 1R
HBV . JAT 0 7 A1 SE B F 58 R & B HBV RE 22 W IfiL
B St (IO B %) (L4

(=) ki

Lo PR Gy N T« HE b & BT 58 92 1 2 T BT
HBV J& YL i A R J7 o & BY I 58 2 1 1Y) 35 b Xof
ZEFEBH AL, R B ILT 15 B RUT R R
PE N RERI S fE AT

CHINF R P R 3 41 # IR 0.1 F6 > H
AORRFE , BIEEAP 2R 1 BT s 7E 1 D 6 AT mfig:
SPPER 2 BEANGR 3 BF. HeRh ST A g% v R BT . BT
Az JUAZFPER AL Ry E R AN = A AL A R i 0] v 3 L
WSS LB RS B = A L S LA 4. R
HORESI T A2 L, AR AR 1 A A B L ™ o Y A
W R VP G0 255 AR A AR AR i PR RSP AR
J& SRR 1B QB R

Wi )L SR 5 9 i 4 Fp ) o - D 20 W B
TV RPEM B EF R 10 wg, ANie Bk ok HBsAg FH
5% @ EmHPEE FIPE (Chinese hamster ovary,
CHO) 411 2. B JF 4 #2147 , 4561 UK 10 g 5% 20 pe,
HBsAg [F14 B 26 19 8 48 JL#E A 10 wg; HBsAg FH M
BE 2R BT AR LR 20 peg.

X BNIE AR 3 £ 20 pg T RERE LRI AP
HiE 20 ng 4 CHO 40 CBIFRPE v . R ye Dne
RN BTC R 2, LA IEE v AR AR R (40 60 g ) Al
FEUCGXE 0.1 F106 A4S F B Y T 24 AT AR 15 60
pg 53 5120 wg ZHUAFRPBEET, IE T4 2 IREEFh O B
JFRFE G 1 ~2 4> F I AG I 1M 6 HT-HBs , 4475 7 b
P FERD 1 5T 60 g SELFERE A F AR T . HERD
CHRIT AP B J5 A DU E 3 B R AP ROR — e 22 T
ik 30 4 PG, — IR BE AR T HEA T HE-HBs 0l
BUINGR G , (E D0 iR S AHE B A e Zh REAIR R & 25 ] i
WHT-HBs , 4147-HBs < 10 mIU/mL, A] R #5015 &
RUAF SR

ARG HBV A 10 2 78 i Ik 01 1) 2 Fh 2 BT
RPEW L2 A5 B MR Y 4 R A, ik
PER R F (0.1 12 D HE)Y) CHUE & 1T
R et

KON R 45 LR I B I 2 ik HBsAg [
PEEL HBsAg AT A 14 IR sl A T, sl bl G35 e 1y
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BRI
2. R PRAL YL IR X U E Y HBsAg BHE %,
WNAF A AL G 95 125 b U 1, o7 4% B 1] 24 i CDC i
i, RO H G BE A 0 #E AT I HBsAg  $i-HBs
FBt-HBe ki, Xof 5 Jl& 3 #2 0 £ T JHF 9 28 1 o

HBV Ja& gL 25 19 % G M i A% 3 2 I T il v
HBV DNA /K, 51134 ALT  AST FlJH 41 2 K F 76
Koo HEWAEARYE L AFE LA AR i BRE 1A G A5
BT % s of, BUBRAS I HBV JR YL bR 54, LA 35 2]
RIS W RGBT BRIRE R fa F R H . XA
JH R B8 RS & A BE DT L 1 18 HBV R
4V M0 R B A T R 4y o 1% M HBV YL 3
i RN NG o5 7 = NN T IR o8 . a1 1 e
A LRI AR R R O A O Wz R
BE T o G EE B O3 Bk A R NS B Rl 2 B 4R
REW o

3. VIR 1% R OJHET 4 4 1 0 (A0 4% Bl
FERER R AT EE L) I A% A I e B A T A
HETP)) (standard precaution) 5], AR 45 47 MV fifr FH i) 2
SR MR 2 o RN SC B A A H N AR T . AT
P16 HBsAg BHYER | I He Flt & 70 JFF 48 9% 1 sl R %2
S LEPE AR M A HEIR LA B s, 7 (e a2, D
T HBV A i 51 25 P AL 46 925 . % HBsAg FH
PERYZE LA, R B 0 5 5 28 ), PRI iR 2 19 o0 B
P 0B A LR R T RE AL S o

EEELLFEILZEFREET

@ F HBsAg A B EM I EIL, EHE
2hHAREEMI0 pe EARBZREFRES,E
16 AH SR ZEME2 HFEI S ZE
FrRZ&E(AL),

@3 F HBsAg FHMEB EM I E L, EHE
RhHREBETH 100 IU ZEPF X EREKEA
( hepatitis B immunoglobulin, HBIG ) , [5] B} £ A~ [5
EALER 10 pe EABREBZEFRES,HELA
w6 ARSET A EEFEE 2 $TANE 3 St ZBUBF K
B, B3t HBsAg FHEBEREILE, THEM
EISHZEFREER1~2 AR #1T HBsAg
#n#-HBs # M, ¥ HBsAg A %, #1-HBs <
10 mIU/mL,f[#% 0,16 MR REEFBHEM
3StZBIRF R B ;% HBsAg PR, AR B KM,
BIEHA M (AT)

3t F HBsAg NiF B FEMAE R~ )L RE R
ELAZHE R ARBEEMHEIHZEFRE
EMHBIG;# 1 AR/, Bk o016 NARERF
ERIFZEFREERE(AL),

— 713 —

@EFEILAEHE 12 h REEFMHZ BB R B E
HBIG J5,7[#5 HBsAg PR ERMEEL (B1),

EEEL 2. M FAREMIKRTRER Z AR
RKEERENILE, N EHETIHMH, £1555F
24t PERt AR =28 d, & 2 ¢+ 5% 3 $tE A E
=60 d(Al),

WHEEL I XN TREEEMR T T EZENK
N R s M E (0 60 pg) FAstik; 3t 3
SRR EFLTNES,AIHEML $ 60 pg = 3 £t
20 e Z BT REHE, HFTE2 REMZERRE
BE1~2 ARG MNFER-HBs, 045 X &, 7]
BEMIST e EEABBZEFREE(AL),

EEFEN4.ZEF HBY EFRBUTH
EA R

VOEGORABRRRFE, B O T MM,
BXHEOM0.9%NaCl Z ik, AGHESR
AIE (A1),

@Rz Bl 7 HBV DNA .HBsAg,3 ~6 4 8
BFEE&E (A1),

QiniEHid Z BT X% &, B 2 & #i-HBs A
% ($H1-HBs=10 mIU/mL) & , A R #H TR E, W
AEMIZERREH, KEEMTZRIFRE
#H ,18 $1-HBs < 10 mIU/mL = $1-HBs 7k E R i¥
& , Bz 57 B iE 5 HBIG 200 ~ 400 1U, [5] B 7£ A~ [5) B
M1 ZREPFXAEE (20 pg), FT11AFG6
NMAESANEFHE2 HINE 3 S ZEFFRER (20
pg) (Al),

EEELS:BMERTRANENFETNNERY
B AR Z R Bt E /Y, # 1T HBsAg.#i-HBc
Pi-HBs & ;NS BAH. 2R BEZHME(KE
BTSSR ) N R RMH TS EER HCV &
Wig T & HIV B3 &, §f & HBsAg, $i-HBc 0
#1-HBs, X E , @ IEMZ BT RIEE (B1),

= R

HBV J& % it DNA 5 7 #} ( hepadnaviridae ) , J&
AR DNA i 8g , SR 4K 2y 3.2 kb, R 43 %
BE AR DNA, 3 H 4 4% 9 HBsAg, HBcAg,
HBeAg 5 %5 5 4 fifi #1 HBx & [1., HBV [HESL f1 4%
58 ,{H 65 CHr 10 h Z ¥ 10 min 55 K zE <A K
i HBV . R 2B % 8 3 4 2 1 R LR 45 kit
HBV A 347 1) KGO8

HBV 8 i JH- 4 B A5 b %) 8 8 - 28 Bl IH |2 - B [
¥ iz % M ( sodium
polypeptide ,NTCP) {f Jy 57 fA ik A JF40ML " . 2 A
JHE4H L J L 356 43 AUEE FRok HBV DNA 76 41 fifg A% P LA

taurocholate  cotransporting
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TUEE DNA AR, 26 4 TF 6 D& #b 1E B b iy 24
X, & i 2 4y 11 & 2 Ik DNA ( covalently closed
circular DNA ,cccDNA) , cccDNA 7 ( 3) B K,
HMELL AR P A8 RS 3 B, R 18 1 e e R B S AR
HBV AT LI 5 A i E 5. HBV L cceDNA Jhy #
W, e R UL A A RS BE Y mRNA . Horpr 3.5 kb R
/NEYET R 4H RNA ( pregenome RNA | pgRNA ) A] B
AP L, 17 HBV RNA 7K - 1] fz i JH 24 21
cceDNA Y35 P, IF Al 8 5 58 3 ik 2 5% I 285 7
A1 HBY Z AT 9 FRE AL (A BLE TR
AL RO B R () R FRIE DL B R R
CHFEANE, B AR C A HBV &L 1 £ 2L 4%
& R i A S A, C R g L E R Oy HCC
FHOG . HBV K& R 5 959 9F J5 AT 30 3R -0 167 0
PSP HBeAg FHPE M H M T Ko BITHY
R, B AE T CRLA R F DALY

VO | AR s K A B

(—)BHRYL

HBV ALt [ 4K 50 32 B0 70 5 A A 3240
YER, Horb HBV 2Ly A AR 1% J2 52 w12 1k A 1) 2 A
RZ—o BFHEILI 1 2 LI 24 LI HBV J& gy g 4
IRy 90% ' 3 [ 7452 it 2 R JHF 6 28 17 S e HL Kl
Hi, HBV YL 22 Oy il A 3 i 2 4y LI ke . HBV
BE BT 76 2RI T B RS ™ . & [E X HBsAg
FRPERE R AH A L E AT B e ( S BT 92 9%
HIS HBIG) S48t (BATI A 29 5% ~ 7% #i A= )Lk A=
RRE AL B, Hoth HBeAg FHE 2 102 7% ~ 1%,
HBeAg PITEARIAH 4 0 ~ 19 7

& PE HBV YLy H R s AR I8 A 2R F — T
153 g 4 A0 B S e T A2 4T (hE 0 HBY 45
RAE) BT BRI (HBeAg FHE CHB) | 4 32 44 1l
B (BTG 3 HBsAg #5747 AR A8 ) 1535 ) ] ( HBeAg
Bt CHB) , WL 2 (BRI U m R 2 " ¥ 51) o IF
LT A 18 HBY e g i P 4 M. F 0

x®2

AF I AT N 391 I e HBV, 22 G 9 8 Tt 52 400, 11 95
AP G BRI .

ORI BRI AR AT B B R M HBeAg I 3 2
e AERARN 2% ~15% . A <40 % ALT Ft
B HBV A KK A B O3RN R E A kR R
w2 HBeAg Ifil i 2§ )5, [R4E A 0. 5% ~
1.0% %/ HBsAg iK™ . #F9¢ oR , HBsAg i &
10 4E J5, 29 14% W 8 BT Mk o 05 Al K I
cceDNAYY | 550 %, a8k © & F A4k, 5 4 9F HCV
st HDV J@& e 35, B {fF HBsAg JH 25, 15 A Al iE & 4=
HCC, {H & R

KA EEIRYT CHB BE WAL AR R AR h
2% ~10% ) fE ks N R A4 16 £ CRIREOR VB 1 &
A= HBeAg Ifl 15 27 %% #t BF > 40 % ALT Ff 2% F
=Y % (HBV DNA >2 x 10° TU/mL) , HBeAg
Frgr v, ¢ LA, 4 9 HCV HDV = HIV &
e, AR F A AR 5 P9 2% (o s B e )
AR 101 T B A i Jre Sy 2 AR S I A e A2 3y 3% ~
5% AAE W RE AL S 4R A7 RN 14% ~35% ™,
JERFAE Ak HBV J& Y % 1) HCC 4 & 4R 0. 5% ~
1.0% ™, JF 6 fk 8 % HCC 4 & £ F H 3% ~
6% M o NFRE AL A IR IR G R R R A I
F M HBsAg /K V- 2 fil 2% i 25 75 Z 444 15 HCC
BRSO R HBsAg KPR e g
HBV 42 il S Y B A 5 0 0 i bl 6 o A9
&, BVl HBeAg BT \HBV DNA {/KF, Rig B 4K
IR 2 C L HBsAg /K P38 3 (=1 000 1U/mL)
F s e HCC XU AT s

(=) B

P HBV L 1 2 ML B B 2% 124 i oK
SEATIEI M . HBV RS BB 105 I 40 I, 5 7% 51 kS 119 4
P IO 255 G BN A0 T 953 40 B 8 A R BE 1) 32 B AL
11T 8 i IR B35 45 17 45 o S 42 HH B 48 vk HBV Jiij
Hk R AR AL 2 HCC B E N &,

184 HBV & § R o 0

AL ]

A (134 HBY HEAF )

(HBeAg fH 1% CHB)

G BE 7 39
(A3 3 Tk HBsAg #E7IR7E)

-1 3
(HBeAg % CHB)

HBYV [fiL i 2= bR &)

HBsAg(TU/mL) >1x10* + <1x10° +
$Hr-HBs - - - -
HBeAg + + - +/ =
#i-HBe - - + +/ -
$i-HBc + + + +
HBV DNA (IU/mL) >2 x10’ >2 x10* <2 x10° =2 x10°
ALT 154 Fre s BT R g R E T
JHF 0 75 3 2 JC B 1 R AE SR FE A W AR AR IR A T s ALH B EERAE, A W ST IR SR
FEr 4 fk F(ER) £ 4k A N B BE A 4T 44k F(ER) 274 ik

I HBV Jy L BT 529 75 s HBsAg O L BT 58 Rl HL S s 5T -HBs O Z BT RZ MBI ; HBeAg H L BT R e LR HT-HBe g Z BT e 41
5 Pi-HBe S ZRIAF S RO B s ALT Sy N B R e & i s CHB Ay 18 4k £ RUAT 9¢
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FERr Sk (A ) e B TE HBV I 4] 1 &k
HEBEAEN, © 8 85 200 S vk (il RLPE) S
T HBY RIKSE 5 HBeAg HBx 45 2 i 2 [
R4, T3 TLR (4 iR 5 S 3 1 (retinoic acid
inducible gene-1 , RIG-1) PiF Pk 515 5% S &
A8, AT 00 ) = A S P 0 8 007 2K B SR BE . CHB JR
AR By b A I b B R R R 4R i ( myeloid
mDC ) I J # B K R 4
( plasmacytoid dendritic cell,pDC) ##i £ F&4I% , H mDC
JLARERS , pDC 77 AR T30 R - BE 7 WY 2 AR, AT
WA E HE BRI 54 HBV RSk T 40 i
FIBE TR B, A A T T T B o

HBV 5 54 (3 W ) S i 25 123 Bk HBV o
REEAER . EEA YU A ML G Y (major
histocompatibility complex, MHC) T 2& /43 1 KR il 14 89
CD8 " 2 fg 7P T 9k U2 40 g AT 35 5 5 75 12 4 1T 40 i
PR T, R S s T Y0 y , DI 20 i 3 A L o
{HAF 200 M P9 B HBY i DR 6k R 18 R g
W, HBV Ff S 1 T 240 M 5 4 T, 77 A= 40 i A 5 i 4
SEAE ¥ W FRAR, T REAE S , ol AE 2 T 2L HBV ff
SRG P 2 — " . BRI 1003 R 4141
FAAE R HBsAg, T HBsAg F5 5 V40 M 2 1E T ik 12
20 R B 2 A0 (B0 IREN R, 2 T BUE I HBV
T Y K S T A2 ) R

TSR A A

(—)HBV {5 2% k)

48 HBV Il % %% b5 & 9 £ 4§ HBsAg $Hi-HBs
HBeAg  #ii-HBe , i-HBc Fl$i-HBe IgM, Il HBsAg
A HT cccDNA #5355 mRNA 967 A4, Wi g 5 A
T A HBV DNA J7 9156 S B ik , HBsAg [
PEFIR HBV J@&Z, . HT-HBs o, SRR B
# HBV Hgiz Jy , WT C B 58 FE 52 9] S 3 S R 48
PER# s Di-HBe 1gM M2 WL 2tk O RUMTF R 18 1%
HBV 80 2 KA 22 8 B MARK P B s H1-HBe St
R FZEHT-HBe 1gG, R HBY N B e 7
BEER , B A2 B

UTAEA  HBsAg 5t Al © 7E I R iz i
FORA- AT S e 73 1 -5 8 0 0 o XIS, -t mT T 4
SEHATIMEMERE L BT E -o( peginterferon-a,
Peg-IFN-a ) if¥7

(=) HBV J55 5 27 o )

1. HBV DNA &t : F 2] TPl HBV J& e 3
o B 2 KPP0 RE R 9T 38 N IE Ve £ KT AL
Wi EAR AR . LR DU TG T i R b AR AR S
BE 27 LA AT I 2 4 ) A A i e AN IR HCC & A

dendritic  cell,

MU HBY DNA 2 5 5% FH 52 i 2 k3R 4 T4
SN, R T R B AN [m) AE 77 ) R a5 i 5 o

2. HBV K& [H 4y BL. HFj A %8 & ) 2= /2 9 Ff
(ARIZ T #) HBV 3 BRI 1 Rl R 2 36 A
(J BY) ,— S L IR0 AT 43 %5 Fp 56 R 7Y, A5 HBV
FE R R B T B T R R U7 Ak, A W R R T
Jg T

3. 1t 24 98 AR BRI HBV & — > i85 48 5 (1 9%
B, M6 RUEE s o FE b, P RNA 545 it 0390 5% 5%
ity Gk = AL AE DI RE , v {8 BE AR S G B P kAR — A
AL R A8 5. HBV A] D) 78 18 1 47 2 Mk
Peid B b B AR AR S, L AT B B 25 MR IT
A AT OB 25 O R R
F AT 245 5 728 R S I A By T I RS 12 U 14 DR Tif 245
AT R LRI IT 52 HR, I R B T 0% it 245 A
T 7 0 A 455 305 e Sy Tl DX 47 T R Pk A IS 1) 4%
P (INNO-LIPA X% £5) o

(=) HBV g AUbR 75 4 A6

1. Hi-HBe HL 4 A 1t < 37 B L I e 0 76 7T o
Rl & Pi-HBe /K- 78 B AR s BF 5, S0 1 B
AN Bl ) A8 A P-HBe & BOKF B35 T R
it 2 R A2 60301 . HBeAg BHYE CHB fi % %t
L Pi-HBe & 7 KV 7] Fi Il Peg-IFN-o I NAs 957
B Ak Hi-HBe i K F AT ALT /K S 5 1
SIEAH G JUHAE ALT 1E % B &, Hi-HBe & 1 K-
IR HE 20 27 2 48 S IR PR 1 (B 3 IE AR 5600

2. HBV RNA i : 540N cccDNA 5 5% 3%
PEA O TE VRS NAs 1524 J5 52 J AU 5 ThI(E A3 IR A
WL R AETE Y JR IR A £ T R [ WF 5 14T BA
K ARSI 75 s AN 58 4 A TR

3. & R % B 0 M E B R (hepatitis B
core-related antigen, HBerAg) : &% — £ & HBcAg.
HBeAg.p22 EH M E G &Y, 5HFH A
cceDNA 5 5535 PR 56, 76 DX 43 B0 43 91 Bl Peg-
IFN-o Fl NAs HUI 897 20, UL A5 25 )5 &2 % 7
HCC % 1 AR 45 07 [T 445 A e Bk g7

(DY) I 385 7 4y fl o e

L. ALT 1 AST . nJ £ — %€ F& J& I S R T 40 Jig 5
PR B, o il o 1 JA 5 2 40 A AR ALT Ty, o gk
— BRI

2. BB ZLER 5 2L 3R A i 16 A HE
A, T i 3 B R DR R B A A A P9 A IR BE
S€ MR KA S8 A L. Rl R B R
7] > 171 wmol/L, 8% K EF+ >17.1 pmol/L,

3. IMLVE E A E SR G B RE R AL A
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T B H A M FUKCE TR, FLE A K [E
IR 52 B 5 IR R DL A5 R

4. PT PTA I INR: S e JIF JUE %€ 1 R 7 & 6 2h
RE , X 4 T s 0 Joe M LIS A E B

5.3 y-GT:E % AL o y-GT F 2k B A
JUE 0905 VE I 245 W Ve I L IE A8 58 5 O I I A IE
TR AT T

6. I ¥ H8 1 % BR B ( alkaline phosphatase,
ALP) - i Z ST JIE 7 S 1, IE I 9 BUR) B ALP & i,
FETH v 1 BT R T d 3 y-GT 5 ALP [R] g K F- Tt
M AR A o IR A B ALP 1 3l 25 WL 5% ok A
Wi 1 A e TS AT ROEAR

7. F G 1 (alpha fetoprotein) Kz 55 & L3,
e HCC W B E 445, WIEERRER TR
)5 Bh ALk, AL S ALT Rl AST YIH KR &,
45 B Wi PR 3 BUFN I JE 52 18 22 4G A 45 R AT 45 00
B

8. 44 & K B = sl 5§70 51-11i7 3 5 B (protein
induced by
PIVKA-I) : 3L 44 it v #& K& BE 1l B Jit (des-y-carboxy
prothrombin ,DCP) , &2 W7 988 1Y 73 — 4> B 2248 b, 7]
SHRREALD T

AR X RO N

(—) K& &R ¥ A B A I/ Al be 2 48 %L
(‘aspartate aminotransferase to platelet ratio index,
APRI) $£43

APRI 25 F18 M HCV B ye 3 548 01 & 1) A
WAL HCV A 5 T £F 4k A0 19 48 b o 35 2 5K
AST/AST 19 1F % {8 E FR (upper limit of normal,
ULN) J/1f /M it % ( x10°/L) x 100, i A\ APRI =
2 RNAEAENTAE AL, APRT <1 W HRRR T AE AL . {H 3
WIS OR %48 BOH T PEAl HBV A DG 2F 4k 1k 72
JEE I o B PE AT

(=) &4k 4 7488 (fibrosis 4 score ,FIB-4)

FIB-4 J& 3 18 1 HCV B & 4Rt & v,
TIRAG HCV AHSCAT LR dEAL R L i 4 AR . TR A5
AERE () x AST(TU/L) /[ /it % ( x 10°/L) x
VALT(TU/L) ], FIB-4=3. 25 2 I T £F 4 46 R I fE
RAE 47 K Metavir ¥ 43 = F3, FIB4 < 1. 45 HE &
Metavir J-70 = F3 . AT 5248 75, 18 P HBV J& e
# LA FIB-4=3.25 2 Wi Metavir P4 = F3 [ 45 5 i
F97% ", >30 2 ARET FIB4<0.70 HE: 2 BT
98 FFBE Ak A 7 1 000 46 9 3% 96%

(=) HAtb 4545

20 10 AR 5T R 3 T 2 B R L L Y R K

vitamin K absence or antagonist-I[,

IV B 5L )2 26 i £ 1 5 24 AT B W JE 2T 4 Ak A 2R 1
O A ¥ Bl = T A R T R 5 — 2 W B, yv-A
SR 5G R G - /AR LE 1B [ v glutamyl transpeptidase to
platelet ratio, GPR ; y-GT/~y-GT % ULN/IfiL /> B 31 %%
( x10°/L) x 100 2T 4i }fg ¢ 53 A 5 B¢ -1 /AR L
{H [ red cell distribution width to platelet ratio, RPR ; £T.
AL AR B3 A BB (% ) / i /AR E( < 10°/1) T8
H LA DU A8 bR AR, AR E /Y 12 I B D 1
S L R B AR SR 11 73 (Golgi glycoprotein,
GP73) k& AST f -GT o] e vp | # B2 AT JIE R
iE I E 5 2 BERE 3 FEE 11 1 (chitinase 3-like 1 ,
CHI3LI 5 YKL-40) o] Hiilll ALT 1E & sl 2 B 7 & i
F AT e AL

() U A e 0

JHF I A8 P58 00 5 6, 975 M I 55 BB ( transient
elastography , TE ) | Jt F # 7 (19 75 Pk np 8 4 71 2%
(acoustic radiation force impulse, ARFI) F1 i 1L 3§ 5
P B 1% ( magnetic resonance elastography, MRE ) ,
ARFT f5 45 5 87 Y) % #8512 ( point shear wave
elastography , p-SWE ) H1 — 4 55 1] i 5 ¥ & & (2D
shear wave elastography,2D-SWE )2 # 4% R, ARFI,
MRE £ ARATSIRAL T 1l AR5 B B o

TE & 78 36 [ | BRI K 45 4R 75 416 1 1T, 58
% L A ME o 3R ) F e 01T 4T 4E Ak B R0 i
A AR A A2 I U S8 AE A BE LIBT3 B
JE NG W5 72 55 Z2 Bl R R R e, TE 25 ) 35 45 5 %
ALT BRLTFK -S4 b5 ™ o TE 5 5 At i 3§ 2
FERRIE A 0 AT 4R s WAk pE L RE Z
F 5282 80 BT 2% B R AL 16 7 A 213 kPa (4
SRE R 95%  FHPEALAR ey 8.5) , 2k Ji& M I £F 4k 1k
W AHE N 12.4 kPa (55 5 R 95% , PR L
H1L.8)  WENE LALLM Ay 9.1 kPa(Ff 57
FE3 95% , FHYERLIR LE g 6. 4) 5 T B AL HEBR 51 {6
8.2 kPa( RAFSE N 95% , FHYEALSA L 0.07) , if &
W27 AE AL HERR FHE N 5.8 kPa( REE N 95% , FH
PEARLZR HR 0.10) ™2, TE fy i BR 1% FH 45 5 2 I
CHE I 531 LA 5 AR 12 W AT 27 4k & 22 31 (2018
AR )

Lt Ehreh

AR F KA E B H B2 12k HBV kg
FIRT s R 95 9 0 o , 0 455 1 gk AT T T A8 K 1 Tk o
FEAES, ¢ B o5 A M 74 0 45 S0 O Jo, e 3 3 25 Wi
KB % BURIZ T HEC

(— ) AR P A 2

T P A A G A B L AR T R A
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HEAT , Ry e LA R SAR 27 f 2 O e o AT DAL &%
JHF I R RELIIFE 1) /I VAN L S B [l R S R E ]
Jok  JEL T B R R IOk PN A B i T L, DA SR TG K
S CHL R B, DT S W A G A A B 1] ik v T
REA R0 U o A7 M 742, % 7 M 00 0 ¢ B 30
HCC 2 OCH %, 88 7 i 52 B8 0 47 M %8 01 o o7 i 28
AOVE BT o LR FRPE 2 R T i FAS A 45 2R oy 2 i
PERE EE H B N R FMERAE S R AKFER R
AL

(Z)CT

CT FZEM T UEMNIEA, T A T, &
IR o S P 72 I S LR I 5 Bl 54 5 2 3 CT 4%
T HCC W12 B HA 3w i R B R 2

(=)MRI

MRI LS R i, A e &, 2 i 2
FEAN G, AR A S AR R A . — A
g, B A EE 9 22 ) MRT 49 4 S JH U 240 e A S 1 1 i
R AGRE S0 B P o e S B BE I T
MR CT,

NN B

MM HBV B F A R A ) 2 B 21T
Wi I JUE 58 i IR 58 2 21 4 A 75 B2 WY A I A 6 O
o HC A R 2 9, DTG A A A 12 T 0 B IS L
SIIR YT RN I A AR A AR A o

CHB 1y 3 2 5 JI 27 R 2 M IV A8 X B L A
Bl A [ R B 11 90 IR 2T Ak . YA X323 1 R
S 240 L A 9 5 4 B D o AT A /D RO A RN B
20 0 5 8 200 L 2R 4R 5 | RS S AR UR T O i B T R
CIRFR e T FESR AL ) o /NI I A I 40 i 22 M 3R 48
CELHE UL A RS PR IR ST ) AR T, 9 n] WL Bk
T A T 40 L O T 4 BT B O TN, ELBE R
i 8 T SN R o A8 P I S RE IR AR ] 5] R
240 L 471 T ) A D 1 o JRE AR P 2F A Ak, R
AN TR BE A A8 X 2R R PR KL £ 4 8] BR OB A%,
Masson = €& Jt A, [z [0 AR £F 4 4 45 4 Bl T 4] W T 21
AEACFRFE S /N 2548 o FE DR 18 PR 2F 451k 1Y) S il
b — B0 M 45 AR TR RN BV A A
o 3 oh, s A1 Ak 2E g o m] R I 2 R
HBsAg Fl HBcAg 1) 33k ; #% R J5i i 44 52 ¥ 5 PCR
BT R 241 21 P HBV DNA & cccDNA

XFF 18 HBV J8 e 35 1) i 21 21 9 0 35 B8 43 )
FEFAEAL 53 39, 16 bR SCHR SR H Knodell  Scheuer,
Metavir & Ishak 74> & 45" . Laennec JT#f k43
MR I T A 45 4 K /N R0 2T 4k Ta) B e R, 6 I R AL
(Metavir 4) 41435 4A 4B F14C =", K EH¥%

AR T B T 4% 1 2 2 B2 o G % G W b
PN BRI R ARG WK 3 Ik 4,

FHTE S ML BG40 B AT LA i 21 27 0 Ji e £
Y R/ IR T FR H ( collagen proportional area,
CPA) o TR F U I B AR 19 £F 4 b 52
AR (qFibrosis) 7] L7 R 28 YL 4, 14 T 20 2R 1) | v Xt Jise
JE AR SO SRR AT A sh ke it o b, T A
P R e o R I R [ 2 A I B R
PR T LR 4E AL P-1-R 4325 AR 40 £F 4 W) B 1Y) 5 B2
JIEAS  H4 Ishak 3 H DL_E JF2F 4 4k 43 by F & Sy 5 Y
(P) HRE]EL(T) A 5% Sy 89 (R) A By F A8 AT
ALy e,

Ju i R 2 W

HEHE2 1 HBV J&R YL 35 1) Il W 2% i 75 2% B
Tl FEAR A o B2 0 b Sl B A A 2 R AR I R
BRI R PR LA 2

(—) 18P HBV 4R &

B HBeAg PH VLM P HBV g 7 1]
SBH AL T it 52 19, BB A 8, HBY DNA &
K (@ >2 x 107 TU/mL) % &, Il 75 HBsAg
GGE¥ >1 x 10" 1U/mL) %7, HBeAg BH 1, {8 1fi 7
ALT Fl AST 52215 (1 FNELLRETT 3 K, BIkE
ATRIRE 3 A ) R 2 2 B2 G A T B R R E
AR difl . 1 RATHLUR B ER A LT,
N2 AR G BE 7K T HBsAg 7K P H£T 44k T
B s T AR F R A S5 25 B I

( —)HBeAg [ CHB

A A A T G 0 R, I W HBsAg BH
P, HBeAg FH M, HBV DNA E & /K (G#H >2 x
10" TU/mL) % %85 , ALT #p42ok ) & 5 ol T 41 812
o A W0 R AE SR SE RN (8 R ik (= G2/S2)

(=) BTG Sk HBsAg #EH7 R A1

Nk HBeAg FATEMEE HBV Bl A< % 4b T
o, R B M5 HBsAg BHYE \HBeAg F]H: dit-
HBe FH %, HBV DNA < 2 x 10° IU/mL, HBsAg <
1 x 10° TU/mL,ALT F1 AST #5452 1E % (1 4E N & 22 b6 1)
3L ERRE AR 3 A A AR A TC Ak
fIESE, i 41 234 A W 7R 41 2035 3l 45 %L (histological
activity index, HAT) ¥4 <4 R A2 #1150 &
R R R E

(P4)HBeAg B CHB

UE R P05 2 0, FL I 7 HBsAg FHH: HBeAg $F
B, ZFE A $0-HBe BHPE, HBV DNA 2 f /K -
WH =2 x10° 1U/mL, ALT $545E8% 52 52 5%, sk P41 41
FA U RAERFEFN (B £F 41k (= G2/92)
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X X B
A X - e ik
21 4t ] i

47y MFEEfE

INEE R L,
E iR

44y IRE/HE L

L, JOIFRE AL

A Ak

HZEHL, IR AL

44y BRI

— 718 —
=3 ASIENFWE R AE 53 b 1 X HE 3R
Knodell $£43 & 4t Scheuer PE43 R 4t ERBED AR Ishak PE4> R 4t

WA LK MENE DEIK WA DK RN P DK NN S K DK MR matE
RAEFE  PERAEME RAE RALE  WEEhE X JH RAE K s ETS IR
A 774 X J& [l FHESRAE  Skk 1
LifE=37974 % Bl RAE

0 g g Jo 0 JouFk Jc 0 TRIE — TCRAE 0 G e 7 g

1 BREPN RECE REM 1 g ARE 1 TEX A& 1 W  RBE(R 1045 Rk

MR/ANME . RRAE KRIE 4l RAE PEOR B e B
SEREEAE AR i {H G FE AL FXE O HE F<1 4
FMBLFENF W <1/3 JHF 40 i FERAE XARIE)  BA
I ILEX) LV

2 <1/3

NI

3 HEEPN (173~ WEF(R 2 REEPN ARYEXR 2 REFPN X 2 @4 RE B0/ #Hah
(ZHOL 2/3 /NTgE FEANE HEEL JE B £F Frail (JRils  GEREr  mppn]
FXEHE 2K L2 I R 4k, £F BEXp Sor T2~ .3

I <50% ) 1/3~2/3 NS 4 1] FERIE  BXE 44 Wt
LX) TR, /N SiE)
-4t 4
s
3 FFRIL O HE(R H10£F KD
BXH AR < BEAE bl
R 0RLE F S5 ~ W3
hE X a5 10 4 /N
M JE )

4 HEPN O EE(R EERE 3 HEPN UE4 3 PEPN F4iE 4 AL EE(R 1065 3L +
(Z¥0C F>2/3 sk > P40 (RN FXE  EEE > W ER
FXEE ) 2308 K) Hati A e BERIE 0% >104  EHX-h

R >50% ) EEL, L [X s St g X
iiRE214 W D BRI

5 HEE PN - - 4 EEPN  HB@ 4 EEPN O RHHK S - - - KN
FEHi 1 BRI f#ifk B+

T I
X - sk
XA 2
HIE

10 WY PN - - 6 - - - PN
M 1% EEZN
ek OS5
EZiNs

AL
TE PN ONREBAEIRSE, “ - " N IN%
x4 WA S0 JH 48 2t Ak 53 B A o X e 3R
Knodell 343 2 4% Scheuer T3 2 4t Metavir TE4> 2 40 FREBIES RS Ishak $F45> 2 48

045 KLU 045 KLU 04 KLl 045 KLU 0 5 P

Uy CERLFRYE 15 IDERFENE 15 DERFEES 15 LEX L 1 BONLE KPR A
PN PN K T el Yk LT Ak 1]

20y K E XL e kY R ALk
TP K T 4k 18] B
24 - 24y ILERXBEESY4 24 ICEXSFHET K+ 240 CEXMEBES4 3545 KL EXFHEET K, M
1 XL DRI 1k, £F 4t 8] bg % DA A DX VA4 DX 27 2 [ Bl
[X &1 2k [ b S, /NS5 R R B
34y WBMEEE LA 34 WL 4edk, B 34 KEME, G 340 FgEmETS 40 KA EXF4EY K, B

LA BT X S
DX+ o Ik 27 4 )

LT AAL A ILEETT (A58
@Iy FIVERT AL )
iR

V- WEMR
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(L) B & % HBV @& %% (occult hepatitis B virus
infection, OBT) /"""

RN MG HBsAg [, {H 1L 18 F1 (B5) 4 21
HBV DNA fH ., 7& OBI & %%, 80% nl 47 Ifi. I $7i-
HBs Ji-HBe H1(8l) $i-HBe FHE, #% 4y ML i FHAE OBI;
B4 1% ~20% 1) OBL B3 T A ML 3 bR 24 o B,
WOPR A L35 B OBL, A AR ML 14 A 58 42 PR Y, — il
AT A (PSR ) HBY IS HBsAg 12K i
VS 34140 HBV DNA AKCEARAK , To ] B 414
i35 5 —FhJE HBV S X EE[R 28 57, ‘2 B HBsAg g
A B i AR G AN 3, H M s HBV DNA K58
W, AT RERE A W I D2 2 AR O, 2R R
AL S L B AL HBY LRk s A B
TESPEIM RS T ] A HBV HEE0E

(73) B 98 BP0 4,0

TN R RE AL 592 Wi BLAT 5 T 51 1A 2 (i
HAEs W) 801 3 (I RIZ I8 .

L. H AT HBsAg P, 2 HBsAg BT $T-HBe FH
PEH A W iR A 98 P HBV R o (BE7E HBsAg FH
P >6 AN, IF BRI A R 3

2. JHFWIE 35 2H RS A g AR A 5 R AL R L

3RE VAT S Ik 2 WL E IR BRAME AT
AL T K o T D AR A R A o JHE A AL A
(E0) TTE Ik RS s @ N B A s (24 B R
ik ity K 5 B MR B 00 2 A5 A AL s @ it A= )
o A s B 8 K P REAR (<35 ¢/L) M (E)
PT JE K (B0 BRAE K >3 s) ;B ML MRS # 2 7R 1M
/N < 100 x 10° /L %5

I PR b i AR 40 2 A5 0 BRI K B R Dk
i A 22 I P i g 5 ™ R O A R AR AL
Oy AR R AR . D AR B8 Ak . 5 22
s R A2 Wi o I RE AL, (B AR H B K 1248 18 IS
Jok H K A 28 ot ST I S O R AE &, T2
Wi g ACE IR AL s FUF DI BEZ O Child-Pugh A %,
Q@ AT RE AL - AE AL R — B UK ']
T R o e e 2R Y i s A A T O
F RIS AR A AL A S e 2 R T
Child-Pugh B 25§ C 2%

T AE, Ay T At 000 T A8 Al S 0 5 e
FET R 53R 7 RO, A 2 5 BOK T BE Ak 43 A
S IR 1 2 WA TR AL 3 W1 E S 0
FACEI AL o 1 300 0 I i Tk ot ok, JC R K 52 )
A bk gk, T B K 53 W A K, TG
11§ R N v 9 I QP et S S e A S N
7K 35 Wk B R AE

W 2 B0 B 245 W 1 i 5 1 22 O AR I A Ak
BHE G IRTT AT DL R AR A . R
A g D BE ek A B A KO BT T, PTOBHIT 4
i, AN TR B K LM s A T O R, N
JHE RS R A AT K A 06 o 3 S0 B Bk I T Ak FEAR
221 (re-compensation ) , {H H 1 14 JC #E #1 & L A48
— 2 Wibr i

T RIT BiR

SR BR S A B0 A HBY A2 R
JHF 200 8 98 A TR AE B B U £ 4k 41 2038 A= | SiE 2% Findi /b
JF )R v A AL 26 A A% L HCC 0 H: Ath I & 9E 1Y
KA UGE B E A T, K A AR ]

X T A3 IE A AR A I 3B SR I IR YA .

i PR3 AT (s D Rk ) o T kA
ST IR OR 7 HBsAg B M (PR A fEdT-HBs 3 |
HBV DNA il A 2] | kA= 9 16 27 48 b 1 5 I
AU AR s o (F PR T AN I AZ Y cceDNA SR 4
B, B LAEE HBY R30S AR 4 HCC i KURE

b O IR YT 3 N IR

KA M3 HBV DNA (ALT 7K SF- 1 JHF I 6 7% 7
FREE, ) B 5 45 A1 % L 50 06 o A Bl o 55 TR 2%
SRG VP AL R AR G T TR AU, TR R A T A Bl Bt
TRFEVAIT O S A VA H B R I B A i R
SCL WL T,

M3 HBV DNA FHYEM 2 % HBV Jge 3 #5 H
ALT 722 5% ( > ULN) HHEBR Ho A )5 R 5 800 ALT
Tk, BPUREIRIT

FECALT T35 04 Ho A B A 5 - At g i R R
e PRI IR R A AR IR 1 B DS P
R8BS REEIF N A R G R A
[ B, A 7 3 3 HE B L FH B Bl 25 ) 5 ALT 1) 8 1
EH#

AEAE T RE AL 1 % AR 4 , AN 18 ALT I HBeAg AR
A, REATRI E) HBYV DNA 34 57 3E 47 B 18 40 0%
BEVAIT o X T RACEE I T 1 fk & , %5 HBV DNA £
A E{H HBsAg PR, #E TR BEIA T o

I ¥ HBV DNA BEE ALT 1E% B F , A UT
T 22—, WU a0 e JRU I 5 K, A UL F9R T
O 22 8o 0 B IFIE R AE (=G 2) i 2F 41k
(=S2);@ ALT :pZ2IEH (B3 MHARAL IR,
S212 AN ) ARG R Ak /B 9 5% % s B AR % > 30
% ;@ ALT 522 1E % (B 3 AR A 1R, Rrg 12
R TCIERE A/ B R L AEAR S > 30 &, gl
JH£F 4 4k TG ] 12 Wi £ R K A 5 4 4 R
A7 AE W T IE R AE B 41 21k ; @45 HBV AH 56 1 JiF
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HBsAgBH %

HBVAH R RA A
JHFEEAE, JHF 29, HCC-
ZHFJFRML, S| LEINASHIT* |

MFFIRE . AR

¥ DAARYT
FRIE] TRE]
v
b o v HEALTH =
T 1 Yra ALz, . R =
BV 19K ALTIE¥ i R
Fr TSI — DI IEASVEG 2R >2] e ——
et T LT LR T T e
G e [ ¥>30% DHEI>308, FFEFAEL T RIAIBTEA JIFN-a)
L ST LR £, S W) S BT R A T A fHPeg IFN-o)
OHBV ARSI, GAC LR L

T - HBsAg y CRUT R R HLIE s HBY g £ RUNF 5 A 8 5 ALT 29 79 24 B2 e 4 Wi s HCC 29 T 40 I8 s DAA 9 BLHE 500 25 25 9 5 NAs Sh &% 1
(BR) AW s Peg-1FN-a R Z “BE T H -oco” BEVTIH 5 3 2 K00 I HE A WAL 27 S8 bR A0l IR 1 B R K B Z i R E AR
T, B0 A P A A P U AR I LA I O HBY AR G B A R B - N BR B IR 48 25 HBY M 56 2 AU B2 01 B8 1 £ 8 NAs 3R 97 01 18] 9 I D 4
AR 3N LU A IE L AT AR WA 2 SR AR R B DI RE L R R IR AR R K BT s BURIE S AT I TR R e
AT 18 38R T S AL AR R R AR A A AT 120 1 D8 DR < JEC At 5 D A R 25 0 A A M P S RS IR S B DRI R AL L
B G B2 2L MR D58 L s A 0 B g A AR AT R L 2 B M RSB S O NAs U R IR T R SN AT

1 184k HBV L PO 85 16 75 18 I ik i 16 P i 72 1

SRR CE /R 58 I R AT 2 S ik R
Fl M 2 28 55 ) o

HEFEN 6:I7F HBV DNA PR (ALT ¥ 4L
SE(>ULN) BHBREMEERFAZE, EUNB
HFiRIT(B1),

HHFEEN 7.3 FMiE HBV DNA PR K2
HZBIFF X AFRE{L B0 HBsAg A X R{EH
BIFFRBRELBE ,ZWHRERIT (A1),

HEFEN 8 M5 HBV DNA [H% ALT E%,
BTIERZ—BEZWRKFET. O AR
RERTHEBREM () FLEHLIG=2F(5)S
=2](A1);Q2 BZEFKFEN N Z BBF K BTE
KixEEE#R >30 3 (B1) ;3 ALT HEEE &
W >30 5F , BWHALENLLNICHRAKES
FEARFERE , FEPBIFERENFLEML(AL);
@ HBV #HxBF5M R I (30 HBV X HE B /NEKE
®K%)(B1),

+ = \NAs JBJ7

(—) NAs 2591 17 RO 42 4

L. B R (entecavir, ETV ) « K4 A 58 %3l 2
718 2K ETV I8 97 ] s A4 il Jos 7 52 ], o508 I 48
I, AR K AT AT s 2 R 5 A
LB I L2 A 2| 2 R AP B AL 3 2 i
HCC % 25, FRAR I IIE AR S A 4x PR sE 2 2

FEXIIA CHB (& BTV 3897 5 4R 1 BTt 25 %
He ol 1. 2% 5 78 Fi >k ¢ 52 (lamivudine , LAM) ifif 25 /9

CHB % i ETV 3897 5 4E00 B 1 25 %tk % 7 5
5191,

2. B SR 5 T M (tenofovir disoproxil
fumarate , TDF) : i | TDF J597 CHB H & 19 £ & .0
Il PRAJE S 45 2R 75, AT i R0 s 2 52 11 0 24 % 2
AL, R TDF YR 9T 8 4R 1 B 58O B
AT 41 B B o MW, o 29 BT (70% ) B I
PRS2 MNP ) 8, 59 % e A= 9 75 2 9 M 11 A8 35 4k 2
TDF 657 598 FA5 9 B 7 2%, 0 — 20 A 1R 7 )
W2 A & B TDF A G AR 25 . TDF K 13477 B
HUCE PR S R AR HCC K

ETV it 24 H ifit %5 #* HBV DNA > 60 IU/mL [ 90
i) CHB 882 4% 18 1: L LL (B AL 52 TDF 5o sl i
4 ETV a7 48 i, TDF Bl sk & ETV {Gy7 41
HBV DNA [H#%: ( <15 TU/mL) 5351k 73% F1 711% ,
HBV DNA 3£k 70 ] [ 3. 66 F1 3.74 1g 1U/mL, 4y
HAT 6 BN 3 AT IR T AL BT 25, 4L % 42
PERAF™ . 2300 TDF 657 NAs 237 11948 ~ 168)H]
AIRTSE s, TDF T LAM i 24 Bl 7548 5 7 (adefovir
dipivoxil ,ADV) iiif 25 \ETV i 24 5% 2 24 i 25 [ & 196
7 YR RAS 70% ~ 98% 1) 177 L%, HLKEAE 16 7 I
[, 2 2 I 2 i T e

3. B SN Wik MR T (tenofovir alafenamide
fumarate , TAF) ; 2RI Il PR IR 56 7,581 £ HBeAg FH
PE CHB B8 (A5 R AL $:52 TAF 167
48 J& ,64% 11 i 3% HBV DNA <29 TU/mL,ALT & % %
h 72% 310% %/ HBeAg Il 1§ “7 % 4t , HBsAg i 2k ¢
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K 1% s HEB23E 97 2 96 &, 73% 1Y 2 3% HBV DNA <
29 TU/mL,ALT & % %} 75% ; HBeAg [ 75 2% 5% i %
2 18% ,HBsAg T2 K 1% , 285 f4i] HBeAg BH
CHB (A4 45 2 A A2 A AL ) B8 35 42 52 TAF IR 97
48 J,94% () % HBV DNA <29 1U/mL,ALT & % %
h 83% ,HBsAg IfilLiF 14 < %l 0; 4k 826 9T 2 96 JH,
90% . HBV DNA <29 IU/mL,ALT & # %% 81% ,
HBsAg I35 <1% ",

96 Ji 6 97 W a), Sk R (12% ) % (6% ) F% 55
(6% ) A H WA R . TAF 3497 96 JJE i
W JEMHER BB FIEE( —0.33% . —0.75% ) {XF TDF
(=2.51% . -2.57%) , & [0 25 S5 B Gt 5 L (P <
0.001) ; TAF 3597 J5 4 5 (%) B /N B3R U8 3 28 (estimated
glomerular filtration rate ,eGFR) T [&A0 F (v {H BAIK T TDF
(-1.2 mg/dL . —4.8 mg/dL,P <0.001)"**

4. HAhzZE5Yy . & 1k 5E (telbivudine, LdT) 0] B¢
% eGFR HLE AT 25 247 f &5 ' 0 LdT 16 B W £
AR AT R AT R RCR A b (L TS Ry
RO BRI B HERE R W) o

(=) NAs [}iL ¢

WG W e 5 AL 25 25 9 (ETV [ TDF |
TAF) {697 . AEB ADV Fl LAM Ji] T HBV J& e &
IR BEIR T o

TEAE R AR B 1R 25 iR 9T 1Y R, A U R
RO 25 259 , LA ik — 0 B I T 25 XURS: . 1 JH ADV
@ ETV  TDF 5% TAF; i A} LAM & LdT
FEU ] TDF TAF 5 ETV ;%45 LAM &% LdT fif
2555, #: 1] TDF 5{ TAF; ¥ A ADV Tif 25 & 4 H
ETV TDF 5 TAF''®', Bt 4 ADV f1 LAM/LAT J&4 97
% ¥ A TDF 5 TAF,

( =) NAs ifis 245 i) 151 BJ5 1 4k 21

L. W16 YR IT A - TR R R B ALK i 245 25 49, 4
7% ETV [TDF \TAF,

2.3R7 B WA HBY DNA S &, DURE Az i)
RIUIE B =, PR TR (R 5) o Xt
T NAs KM 253, T HR -o KIS BT BN

RSB R) KU 25 ROR )T HEE

[GESRIES HHFZY
LAM % LdT it 25 ¥ ] TDF o, TAF
ADV it 2y, Z FiiAfdi ] LAM 5§ LAT ] ETV \TDF &} TAF
ADV i 2y, H X LAM/LAT iiif 25 6 fl TDF 5§ TAF
ETV iiif 2§ ¥ Fl TDF 5§ TAF

ETV F1 ADV fiif 24§ ETV B4 TDF, 5 ETV ¢4 TAF
HLAM SRR R s LAT S8 e e g s ADV i BT84 F5 R ETV
B TOF s B EE T IR TAF s SN2 s e+

(1Y) NAs 3657 ity W i

L. JRYT HIAHCHE AR L LA : D A= Wy fk 2 46 A
FEA ALT AST HZL 2 (& 5% ;@ i 5 F FlL
ARG E2A HBV DNA JE & #il HBsAg \HBeAg
Pi-HBe ;B R4 175 7 B2, 46 00 oL % B | oM ¥ JUL ST 7K
- MUK BN DI RESE s @ T IIE TG 61 £F 2 1k K
T G P S B8 (E 52 5 B 24 ETV R TDF JIF LRI
FR# <50 mL/min (8 0], 3 55 0/ 4 50 & ; TAF ] T
LEFI BR 2% <15 mL/min H A% 32 3% 07 09 8835 0, 6
EAE T o 5 LA 17 100 35 0 5 TR R 3

2. BYIRE B EIRIT RN R . A 45 T 24
e DT A e 25 e B AT 2 AR
DL, DR B & T R E R 24 ] B8 T B KUK, 42
SN

3. A ULECFE DR RN Y T B RN AL B NAs B
Atz A VR 2 Ve R 4F AR I R N AT A 0 L
T E AR RN R AR, A 4 (i A
TDF (ADV) AR#5PE& 9 (R TDF ADV) LR /##
SUILE R (IR AT LAT) (3L R IR b 3¢ % (IR ETV .
LdT) , i 518 56 T . @ W0IR J7 Al AT 4i 3 1) AH ¢
S, DAREAR AR o XA ST o B LT L JUL IR I8 5
LR I K 7 I S T e, OBl AR I I R 2 B G 4
SE LA 22 WU ILTE ) H R SRR 0 B N
YIWLEE , — B2 0 B e 2 LR SOV g
FLIR IR T 75 55, N b 58 24 3 O A 245 9, [ B 45
TR B A R IE T T

4. TR 24 W I % Ak B - il A e SO AI T 24 24 4 1) g
FH O NAs KHIIE 9Tt B 245 & 2E SRR AR, an2i
TEIRYT L B B HBV DNA JE & B8 97 1 e I E
FhiEs >2 1g IU/mL, HEBRAR PR 08U, 75 MBS 45 7
WRORYT I AT 25460

T = TR - 0T

FeE EHLUE Peg-TFN-o FIEE T4 -a FH TR S

(—) Peg-TFN-o YR T 1 T 58 ST 3L

1. Peg-IFN-a ¥13A B 257597 : Z2 30 2 .0 BEHL T
B R U5 7R , HBeAg % CHB ff 35 R Peg-IFN-
a-2a B [F ** Peg-IFN-a-2b J6J7 48 Ji] (180 pg/Jid),
225617 24 J& HBV DNA <2 x 10° 1U/mL [ % H: 2% H
30% ,HBeAg [ % 30.75% ~36.3% (FH.rh
F 28 ALT > 2 x ULN H 3 J7 12 Ji i HBsAg <
1 500 TU/mL% A 551k 68.4% ) ,HBsAg #5408 2. 3%
~3% 52 3 4F HBsAg BN 1% 0 Peg-
IFN-a-2a & 7 HBeAg [H 14 18 4 HBV J& 4 &
(60% JWYNIN) 48 Jd, 45 25 B U5 24 J,
HBV DNA <2 x10° IU/mL [ % H %k 43% (225 )5
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BE1T 48 JEI I 2 42% ; HBsAg JH 2k S AE 45 2 B 17 24
JH 3 4F 5 AR Bh 3% (8. 7% F1129% 1

Peg-IFN-o I J7 24 J& BF, HBV DNA T [& <
2 lg IU/mLH HBsAg 54t >2 x 10* IU/mL( HBeAg [
P )BT FE <1 lg TU/mL(HBeAg BI4E#) , g {5
JHi Peg-IFN-a 3477, By NAs Jh 571 10 1),

2. Peg-IFN-a 5 NAs B A IA97: X} NAs &R
CHB & 76 KM HNFEE A Peg-TFN-o 7]
34 B AR A IR R A A . JA YT AT HBsAg
AP ( <1500 TU/mL) K ia 97 o HBsAg PRt T [
(12 J& 8% 24 J& Bt HBsAg < 200 1U/mL 5 F f& >
1 lg TU/mL) iy 835 BB IR YT IG5 HBsAg [I15% 1) & A=
REE TN AR IR T IS R B T R
FRE AN 2 845 i il i — DT

3. Peg-IFN-a it — 25 AKX HBV 43¢ HCC ) &
A #0119 X Bl B B Peg-TFN-a 8¢ ETV 3597 1
CHB 835 ,BEV5 5 &, R Peg-IFN-a 1597 1Y i1
H S FENBIR KA HCC TR ETV 3697 3 7E i
5545 AERF A 2 L1 B R A HCC, 58 i
KR RIS EE (P = 0.36)" 55—
T 4% 682 {5l K I NAs 430 1] )i Ff] Peg-IFN-o FfL7
A NAs JRYT B U BF 58 2, 7 A7 B 15 i
[4] 5.41 4FBf 3t 31 6 % 4 HCC, # 3% Peg-IFN-a 4
J7 EE Y 10 4E B3t HCC K4 R KT NAs 697
BHE(2.7% H.8.0% ,P < 0.001) " ") Peg-IFN-
o TE[EAR HBV #1356 HCC % A= 3R Jy 1 14 /5 F A #5 it
— B RAMFIE o

(=) Peg-TFN-« HL55 7 24 100000 (R 2%

YRYT R A TR 2 . HBV DNA <2 x 10° 1U/mL,
ALT @&7KF[ (2 ~10) x ULN ]8I 2H U AE SR FE G2 LA
b, A BB R A, KR 2R I HBsAg K P (<
25 000 TU/mL) ‘&30S0 R ot o it 4 S A
(qAnti-HBe) % g K- R4 (s 5 4% S B4 2
WE A 4 (
transcription ,STAT4) Jy rs7574865 > | B4R FHL 297
BT T 45 #% . Peg-TFN-ou YR 47 12 JE B B9 HBV
DNA 7KV HBsAg 7& i S H 3828 4k, /T 730 141
E N G

(=) FHE WA BB S b e 12

L ERFEZE G AR R SRR VR A = ) %, ]
W VR S T 028 o0 5 25 0 R R S5 R4 R 24

2. B BEAD ] b PRI T A < 0. 75 x 10°/L
(B i /MR T < 50 x 10° /L, i B AR T 3t 2%
il ~2 JEUE S A A, W = R R
A0 M3 %0 <0.5 x 10° /L 1 (5) /MR %k <25 x

signal transducer and activator of

10° /1L, D] Jo7 87 458 P 4 38 o o vl ko 4 A 3 5
R, Al i ORL 40 1 4 v 038 R (granulocyte
colony stimulating factor, G-CSF ) B¢ ki 41 iy B I 41 i
4E VK R % ¥ ( granulocyte macrophage colony
stimulating factor, GM-CSF) &7 .

3OKG RS IR A E RS N I
TR, 0 B 25 AR pfr 0 B D7 T Y % B2
B2k

4. B B S o A T B A B Pk, U
T3 R T B R R B PR LS A R
A R B BRE 2 XU DG T 48 R Gk AL B AR
JERELEBAESE , W AR OCRE = BRIl 2512 L W] 1236 , 7™
O NAEL

5. HA D WA BB A0 9 595 72 | [8] J5i 4 fi
2 W 3R B VBB 0 LA IR AORE S, A IR T
LRI

(1) FHE Z R T I AE BaE e e

L. 4 %58 SR« 4 R 5 3 N A A AR TR K
P s (AR Bl 7 2L0E 230 3 VAR AE 450 5 ) R
A3 1 0 R AR I A Ak R B B S
o, T SRR R OO SR L g R v Y L ZE e i
95 55 Bl 2 o

2. FHRER SAIE s HUIR IR , BEAE AR AE 5, R
) AW PR g L H O HE R o

HEEN 9: HBeAg fHiE CHB 2 & X A
ETV.TDF 5 TAF i, i&4r 1 £3 HBV DNA
KT TRALT £ % %0 HBeAg Ml /& F # #
B, BRERTELIFE(BR6NMNRAEELXR)MN
REAZ,AEZEEH, EKFEATBILER
(A1),

HEE=M 10. HBeAg fHE CHB 2 & X% A
Peg-IFN-o i % HF & 77, 1677 24 AR, & HBV
DNA T4 < 2 Ig IU/mL B HBsAg £ > 20 000
IU/mL, &= B Peg-IFN-a 3857, %A NAs ;87
(A1), Peg-IFN-a BEREER TN 48 F, AT L
REBEFRFEECEKTRE,EFAEET 6 F(B1),

#EF S 11: HBeAg Atk CHB £ & X
ETV.TDF 5 TAF ig 77,2 HBsAg ik B HBV
DNA A B RIS 2R (AL),

HFE W 12: HBeAg (it CHB 2 & X A
Peg-IFN-o fi % {F & 77, & 77 12 A A, & HBV
DNA Tp% <2 Ig IU/mL, 5 HBsAg & T & <
11g IU/mL,# i 1 f Peg-IFN-a 3477, 504 NAs
BIT(Bl), BREZFRTITEA 48 F, AT AR
REEELEKTE,EFRTEBE 96 F(B1),
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EEELB.REPZERXFIEL RS, #
#X M ETV.TDF = TAF # T KRB HIEIT,
5% ] Peg-IFN-a 877 , EFZMMUNEXAR K
Bz (A1),

EEEL 4. AKEHZEFRFELESE,
H#F R A ETV 5 TDF KEiGf7 , 2R TR KRBT
(A1) , ZHEF UM A TAF 897 (C1),

+ o H AR YT

Pt HBV &7 AT FEAR HBV FHOCTHF S i 1) & 2E 22
A HBV #1356 HCC iy kA% R m B A fr %, &
0k HBV UL I F 2 IR I 15 . ULk, i A bt
% PUAA RRT PUE AL R R SEIRYT .

(—) PR Pl SRR

HBV &L Ji5 5 350 41 M 58 0 IR B8 I 95 0 0F e
10 T L B P A . R R R K T R R
22 AR RN B i i) 700 FOBL R B A 2L AT B R P A
FERIP T 40 M 45 VR T, A SR80 T DR e E 40 45 0 %
JHF 20 29 5 i B ik . ALT 7K S B 3 T i 0 J 3, al LA
g B Z RS .

() P 4t iayr

ZAPULF YEAL b 25 07 R 2 28 A 2R AL B T
R i (R AR R 55, 76 ) 49 55 35 Rl R 0T 52 o
PSR — R BT 4E A A T % U R 2T Ak
B4 8 AT LA 2 o 1B 5 22 b B AL
MR 58 F — 20 W] it L7 7 A 07 205

M8 M HBY O G S g U I A B U5
I@M, 112-113]

(—) 181 HBV $#47RASMAETE ot HBsAg 4
RS B A

12 HBV 445 A B Ak F e e i 32 1A, 25 i
PTG A AE 1 3N SR AN A e R E , HL L I AR 3 B B
IEIT RO R AE, B LA B A AS HE 7 2517 P00 IR 9T
(AT R ], — AR 43 f 5 T A2 00 A0 5 W RE 2 i A B
PE U BRI L B R S B o AR 3P HBsAg 45 4
AR AL T s 5 L B AT A & R i HBeAg B
CHB 17l fig, H K WIRE UG5 A & £ HCC [ U .

L, 18 HBV #5417 R 25 1l 16 3 HBsAg 4%
HORAS W B F B H WA 6 ~ 12 A4S H 347 1% L A=
WAk i EEsE WG R S R R R 2R 4 Ak
IS Wi H AR S A Ar , 5 B AT F TG SR 2, 5 4
B YUREEIRIT IR AL, R 3hiR YT o

() PURBEIRST 72 b Ay e D

PO VA YT A AR A 02 SR T W D A
BEVAYT BIT A FH 24 MM, LA R Tt 25 155 O AR R
S o

1. N F Peg-IFN-o [ [« 15 BLKS 25 (VA7
FIAAEL~2 8 1R BEEEES 1 IR) A
Pofk sz ks (BT 1 00) , R IR Ty B R i b (4G I
(% 3 /~H 1 X ), HBV DNA, HBsAg, HBeAg #l
Pi-HBesE HERTI (BE 3 A H 1), IEAE B2 I
(B 6 S 1) JE R 75 A A AR iR 2 A 45
(THaEfe & & 6 A~ H 1k, iFfk# 4 3 1~ H
1yR) b BEm i 58 CT B3 3% MRI LR & i
HCC.,

2. i FH NAs ZE25 9 9 5 - I H R0 E 2R )
fk2#35 48 (HBV DNA % & f1 HBV [l i 2445 59 T
JUE RS R I 5L B 3 ~ 6 A H R 1K IE R R
R A H R 8 % (TSP b A 6 S H 1k Al
B E3AH 1K) LEROE 5 CT s 5k MRI
LR R B HCC, SR TDF 3,5 6 ~ 12 A4~ H K Il
IR S N = i =i S B R A R R = AN =
148 7

(=) PUIR B IR YT 45 5 1 Bl U

BT 45 G RS 2 R E AT S U BE VT H Y
PEAG T 75 36 97 0 K07 280, M D 9 i 3 TR DA R
HCC iy kA . B, ANIe B3 fE B0 2R 7 o v
ST ARAR DB AEAF 2505 w0 3 A AN R A R
1 YRATHEAE B A 24 45 b5 CHBV L1 24 AR 25 4 F1 HBV
DNA €& Z J5 5 3 AN AR 1,1 F)E5 6 A~ H
Rl 1k, TR B F R 6 S AT 1 IRIE AR
P G A R PP G AR R D A I RE AR R 3 A
JUREI 1Y, b ZE B A 58 CT sl 1 3 MR D) 5L 1)
% ¥ HCC,

TS VR N HEDUN TR VR YT IR

(—) BB H

1. CHB f& % . % i ETV,TDF 5 TAF 4’7
48 J& ,# HBV DNA >2 x 10° IU/mL, HEBE # M1 i
R i3 22 5 , AT 8 B NAs 3697 I %8 CR A ETV 35 4
Fil TDF #% TAF''®) sz B TDF 5 TAF # # Fi
ETV, s{ PR 25906 &) o W n] DLEK A Peg-IFN-
a IR o

2. LRVBF R AL R A R A ETV  TDF 5§
TAF 3497 24 J# ,% HBV DNA >2 x 10° IU/mL, HE:
MR RS I 352 22 5, A LR 3% NAs BT T 8 R
Fi ETV % 0] 2 F TDF s TAF, % ] TDF =% TAF %
AT ETV) s Wi 25 i 4 1 (ETV BXH] TDF
5 TAF) .

() N A 2438 7 R0 G2 0 il 550 3R 97 1) fB

18 1 HBV 8 gy 3 43 52 IiIgg Ak 22 6 97 s s e )
il A Y7 A AT AR S B0 HBY RS, HE v S BUF
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L BT, 29 20% ~50% 1) HBsAg 1 . 4i-HBe
PH A i 963 J8 38, 8% ~ 18% 1) HBsAg B \$i-HBe [H
PEM R B PR IR YT 5 K A HBV HE Y
TS G B T IR T AT L R 2
RS S 2k AR e R A T 24 Y
ETV .TDF 5§ TAF 3557 """,

A #2160 9T B S 2 I RIR 9T 1 R,
G VA YT HIT L ML A HBsAg Hit-HBe,

HBsAg A R S 578 T 1h 55 S 92 40 4 591
LA 25 Z wi Gl oy 1) ik B 5 Z JA
iR NAs sz iayr 7

HBsAg [H 14 . $i-HBe FH 1 8 %, 47 HBV DNA
BEPE 7 B AT B M B 2 367 5 S HBY
DNA B, Al & 1 ~3 A~ JJ W ALT /K °F, HBV
DNA #l HBsAg, — H. HBV DNA 5§ HBsAg % [H
P8 S B RS shom AT

HBsAg 1% $i-HBe PHME T, # (F F1 B 4f jif 52
S BT B AT 6 1T 40 B B8 AE , HBY PR30S KU
TR <3 O 5 B R TN A ol R

ﬁ;[nz, 165, 168, 176-177]
[}

NE AR 2736 97 A0 G i ] R 9 CHB B A 4k
FBE L NAs DU R BT AR L B 1 00 R 4% 2 D ) 5 3
i CHB s A £k B & AR oAb T fe 53 it 52 0 G
PR A 42 M HBV By /2 35, 5 HBsAg B 4 |
Hi-HBe B4 7 ER Bl NAs Wi B 897 10 B %, 7E 4L
SRIT MR IR RIR T 45 RS, W 4k 2k ETV [ TDF
8 TAF 3597 6 ~12 A~ F 15 7 St ] B 40 i
B yE BEPUAR SR AT 3 i T 40 MRS R R AR e e
WBEITERED I8 ANA K ZEEH
NAs"1 0 NAs 45 FJ5 7l B4 B HBY & &, 3t
N A, N R T 12 S LR AR 1~ 3 A
HBV DNA,

(=) GE W AR G 17 0 Ak 2

B I e o A U R L R 34 0% A HBsAg, X
HBsAg [Pk % 75 2K HBV DNA'™™" 0 b F 4 #t
3 BEVR YT 38 N UE AR A, AT AE UE IR FT W Peg-IFN-a
RIT, AR YR AT 6 D SRR YT o TEIR YT B H
7 SR BB AT 4 1 B 2 1 i . 5 ANl 4 B ] Peg-TFN-a
BRI R, "] R A TDF HU EEIR YT o X T4k Uk 1
(BB 2 B CHB () (8 &, 3G 97 36 N ik [A] 3% 38
CHB £ , v ffi Fl TDF HUWEEIRYT o 4 UR T 51 4F Uik
W) I 46 IR BT #2590 1 CHB 2827719, 7™ 5 I 4k
LEPUI TR IR, I ARG B 2 W B O, TR S R A
JEIGIT R, i R 4 FH A NAs 5 Peg-IFN-a 4k 2%
BT o

PURERIG IT B ) B AN T OR 1 R, A7 1B 7E IR
TDF, # 3 4k 22 U4F Ui #5 1E A6 I A BTV, AR 28 1 4T
O, I Ry TDF QR S23097 s A IE A2 T R -«
TRIT U A A RN R 8 78 A 5 A XU pl R
YRS AT IR , 5 DR 8 AR 25 AT R U 2240 F TDF 3697 .

1% HBV DNA /K2 BB AL/ m i &,
WEUR S U5 HBV DNA & >2 x10° [U/mL"™ |
BEAES BB AR S0 A VR, 78 R [R) B A il b, T4
UR%E 24 ~ 28 Ji JF W P F G 97, M A TDF &%
LAT"™ ™ i TDF i, fFFUME SR AR SR AR Bl

G RE T 52 0 1k NAs 1922149, m] 37 J5 B 20 5
M 1 ~3 A H G2, (#2505 17.2% ~ 62% 1 &
B R ENT R IE S, H 2 kA e 24 WY
o s S W . AT 4 ~ 6 S I A A A
Yk 245 ¥5 X HBV DNA |, 10 i JIE A= ) 1k 22 48 45 1E
HLOWNE3AMAEELRE™E 6 AH R R
RGN, EWPURFIRIT

TPk B YU B IR T M OCAE B ) b H T
R BT MBI RE NG 6 AN H A H IR
A N NAs B 830 97 B9 B 1R B A, H A
UEPEF B NAs J6 97 XS T AR B2, il 6 5 3
FEOTIEE I N B EA T .

() JLEBH

JLEE HBV B & QR ab T e i 52 91, B A%
JEPURTEIRIT o AT CHB SHRE AR L, 0 A I 4t
JNEREIRYT o JLE CHB B35 P 236 97 T B 2 41 41
HBV DNA &, 30 ALT & & % & HBeAg 1ML 3% =
BRI IR KA T 0 2 A T 2
Jia] g 2R

H A2 B & o 25 ah B4 B R (food and drug
administration, FDA)#tUE I T IILE B ZEIGIF 24 Y)
AFEEE TR R-a(=1 %) ETV(=2 %) fl TDF
(=2 %, HIRFH =10 kg) '™ & [E T4t TAF
HTHELHE(=12 %, HiRf 5 =35 kg) . Peg-IFN-
a-2a A[ L F =5 % CHB JL# ',

ALT F & B9 HBeAg fHM: CHB JL 3 & v 3E
A RT3l T 4 R -o 8L Peg-TFN-a-2a {597 LA
SCBL HBeAg Ifil i 2464 " 7] %€ F ETV | TDF
¢ TAF 3697 . il T &R -o T ILE B H 1T
F R A 3 Rk, B 300 T ~ 600 5 B /m” {3
AR, B R A B 4 1 000 J7 BA i /m® fR A,
fEF7 97 #2 O 24 ~ 48 Ji; Peg-IFN-a-2a 4 X | &
180 pg/1.73 m* (R F AL, J7 F2 g 48 JH' ™, ETV |
TDF s, TAF 7 2 W 5% [{ FDA  WHO #i 7% & WL
R UL B (F6) 7
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R 6 JLEMTZH () K2 I 4750 i
2571 Rt (kg) 4 (mg/d)

ETV (4 =2 %, HIK R 10 ~ 11 0.15
g7 =10 kg KT > >11~14 0.20
30 ke, & B AR ) >14 ~17 0.25
>17 ~20 0.30
>20 ~23 0.35
>23 ~26 0.40
>26 ~30 0.45
>30 0.50
TDF
=20 A FE = 17 ~ <22 150
17 kg, AT H A 390 % 22 ~ <28 200
28 ~ <35 250
=35 300
=2 % Bk R = 10~ <12 80(2 A7)
10 kg, ANRE F IR A5 12~ <14 100(2.5 A7)
&L AR B 14~ <17 120(3 4])
% /AT ,40 mg/ 4] 17~ <19 140(3.5 ~])
19~ <22 160(4 A7)
22 ~ <24 180(4.5 ~])
24 ~ <27 200(5 %)
27 ~ <29 220(5.5 %))
29 ~ <32 240(6.0 4])
32 ~ <34 260(6.5 %))
34 ~ <35 280(7.0 4])
=35 300(7.5 %))
TAF (4 =12 %) =35 25

YECETV B K 55 TDF Oy af WM W5 4 5 B TAF b 5 g

P B AR B

Xf Tl TR - 2 Peg-IFN-a-2a 57 AR 5K
B HBeAg Ifil 15 % 5 4. 50 HBeAg 1R CHB L &
JITA AL 8L, BT 8 AT NAs 3977

(1) B iaemith i &

B HE A543 s fe R LG AR 1T A2 A&
e R A2 HF A fk . eGFR <60 mL /(min - 1.73 m” {&
Fem L) BN BRI B R AR A
BRI TG SV /N ER B 58 R B A T o P 2 W i 4
TR E R AR B AR v 1 KU
IF, B HIAEATT NAs HU 8 2 # b 7 100 2 g A8
fbo # N ADV B TDF 397, it 8 & & & A7 78
A58 7 e A1 DRI, 49 5 s 300 A T i 37 L i 8 7K
At

(- T o N = Y 1 N o R S = | = A
B I S ETV 50 TAF 4R — &40 HBV iR
ST 25, BT AR A I OO 1E D LAT AT PO FE A
7, A EWREH ADV 8 TDF ™7 0 H R b 1l i
NAs 1, TAF 7 A 4 JF HIV & YL () % eGFR =
15 mL /(min + 1.73 m*f& & 1 BL) B AR 7 98 4% 57
&, Hifth NAs 7 eGFR <50 mL /(min - 1.73 m® {&
U FR) B U] T R R 4 24 50 o, HLUR R o R AR 7 &
Qe =2 (P N R TR

XfF HBsAg BH P B B 48 83, al 18 ETV B
TAF AE R W5 86T 2590 o B0 T AA 2635 I HE+ B i
9 IRV, ' A AR A A R A T T R - BR
Peg-TFN-a 1877 o

HBV G H /NER ' 48 v] i FH NAs $U0 216 YT,
HEAE BTV 8 TAF™

C Al ADV 8¢ TDF Hip 9k #1097 9 B &, 4 &
Az B IR e B TE At e XU I, A I R
Fi ETV 8 TAF'"7) |

HEEN 15: CHB 2H A ETV,TDF &
TAF 3547 48 A ,% HBV DNA >2 x10° IU/mL,
HERR Rk A PEFR 4 TR 2 /5 , FTVH # NAs 3847 ( B2
ETV # & TDF = TAF, iz F§ TDF s TAF &
RETV, i MMAWEKSER) (C2), WA LB
& Peg-IFN-a 897 (B1) .

ZEIBT K BFRE/L B & B F ETV . TDF = TAF
897 24 [F,% HBV DNA >2 x10° IU/mL, #HE & &
MEFEMIREF, EINEE NAs 897 (K A
ETV ## A TDF = TAF, i F TDF s TAF %
RETV,simMZGMEEER)(C2) ,

EEER 1. EEIAERT . 2R
FlaErFWEE ERBITHBEEMNRE
HBsAg . #i-HBc(Al), 3 F HBsAg PHE &, 7
FERERMEHFEHFERTAYR 1 B E R
TR ERIT (A1), X A ETV,TDF 5 TAF
(B1), Xf-F HBsAg A%, Hi-HBc fHIEE , & &
ABHAMERERGANHITELTHEEE, &
WA A ETV . TDF % TAF fifFHFiE47 (B1),

EEEN 171214 HBV BLEESLHE
IR, ERABE B SELER, EX S EAEHHM
BEE G, AT LERA TDF j&97 (B1) .

HEEL IS NImSRITHBEEMNTRNE
B, 5ERA TDF 897, B W BT TR HER
ETV, AT R 1E3E 8, i A TDF j&47 (B1),
HERNRATHRRT,.EWNEZAMKERZSIEMX
B EHEAESTHERER, EHETIRNKRHA
TDF j&77 (C2),

BHEEN 19: 3P fFH HBV DNA E £ >
2x10° IU/mL, EZSHBHFANERENERM L,
Al FIEYREE 24 ~ 28 FF 3/ KL A TDF = LdT ik
FiaT(Al), aEMZHZAEATF~RAZIH 1
~341BE%, B TDFi&8f , B BFLREE
RIE(C2), BHEHEELESINAKRNFEED
=% HBV DNA 545, HEZ7F 6 A, %%
X EHER I EHRRSEIRT(A2),
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HEFEER 20X THRERPMARIFELEBIL,
MR B HITHRSRT , EEXEKPETHNZE
MRMAENDE, 1 5RUAEIILETMEELEET
ME-«iBIT,2 5 RIALJLEFIEHA ETV 5 TDF
i8I5S RN EJLEF LA Peg-IFN--22a,12 %
B LEJLETRIE M TAF 597 (A1),

EEEL 2 EBHEERREE. EEREN
BRIBHEERGTHES,EF ETV 5 TAF /E4
—%&i HBY B A4y, AT RIBEEEFRIEA
LdT #1TH & S8, A E W A ADV = TDF
(B1), X FHFEEBRERGSEMNKEHN CHB £5&,
N A NAs i S Eh I FE RN ShaETH,
25 ADV = TDF )£ & & 4 SR B B R m K
FESEXKAE,ZWS A ETV 5 TAF(B1),

(75)HBV Hl HCV & &Y i %

Jii G HBsAg BH £ 2 #5 1 5 & Ht-HCV, 40 2y FH
£, W7 — 245 HCV RNA 2 i, HCV RNA &
i PP 385 N B B BE 25 ) (direct acting
agents, DAA)JRYT o MR E A K E HBV P0G 1Y
SRS, B A R T BT HCV 397 WAl s 25 )5 3 A~ H
WL # WS ETV TDF 2 TAF 105 516 97 I % V)
e

HBsAg [ . $T-HBe PH 1 N DAA JR97 N
RUF St FE b A5 HBV F30E 09 KURS: , e i 4 H
W i 7% HBV DNA & i il HBsAg, #7 ML BH #% , &
W BRI

WEEIN 22:HCV #1 HBV & B E N A
DAA &9 HCV B, & HBsAg PH1E, E 44 F NAs
BT LTRSS HBY B#UE , DAA BT &R 12 AT,
AT ZR1=1E NAs i 47 (B2) ; HBsAg FA 4 $1-HBe
PREE S i DAA HijE, EZ 11 & HBV DNA #1
HBsAg £ £, fPA% , B A NAs i847 (B2)

(&) HBV 1 HIV 4 Jf & e s %

AN CD4 " T ik B 40 Hf 7K S anfuf , HZE T Ht HIV
FOIRIT MARIE , 3 @ BUS F 8 3h P S e 5% 8 9A
JT (anti retroviral therapy, ART), HIV #l HBV & Jf
SRR 2 0[] B Y T T o 7 R, LG PR 4T HBY
TEPEM 259, ART J5 %8 NAs JE$54fE7F TDF 5 TAF +
LAM B4 i 75 fth % ( emtricitabine , FTC) ( F:tf TDF
+FTC & TAF + FTC A G HH ) o 67 o 2 h &%
Xf HBV A 3648 ¥, i HBV DNA T I 2E W) 1k 2% 45
br SRS AR A AR AR S AT I . X F HIV Fil HBV
BIFRE AR BGERCE A 1 Fhx HBV A 36 4%
() NAs( TDF .LAM .ETV LAT .ADV) [ J5 47 Z
RUIF %, LA RE 9 35 5 HIV X NAs fif 25 ¥ (4 7=

He 0

TR, ERA 2B O WILEFE R <
60 mL/(min - 1.73 m* {AE @A) , Afigk £ TDF =
JH# TDF 7| 5 @ WUEF 3 Bk % < 50 mL/(min -
1.73 m* (& F WA T > 30 mL/(min + 1.73 m* {k3%
) 0] % R E PR AL & TAF + FTC (=K LAM) ¥ J5
2= TAF AR HL #ER FH T eGFR <30 mL /( min -
1.73 m* (R FEB) ;@ KRG TDE/TAF B,
FE ART J5 S (1 S 6t b Jim A ETV 4T 910 4 - o
HIV 1 HBV £ 5 &Y & 4 ik 9 10 4, @
% LAM( 5 FTC) + TDF ZEp9 A2 7 56",

WHEEN 23:HBV 1 HIV §H B H, Bl
®HEx HIV 71 HBY 5 H MM ESHYAS
(A1),

(/\) HBV HH5C T 5 v /B

HBV 56 200 0 20 02 2k A v 5
VE HE I BE R, 4 HBsAg PHME, 821 B
TIRIT

Pt HBV {397 7] 203 HBV HHSC 18 I Sk I 3 0
(‘acute-on-chronic liver failure, ACLF ) f%y & H i
Ja PR TG R SEUE S, ETV fl LAM A
BEAR ACLF [ S8R 2920 301 BRI 9T
HBV #2%1#% ACLF B}, ETV ftF LAMP”> )
INREA I R 5T % BE, LAT 1 TDF 3497 HBV K26 1)
ACLF f[ 345 " . 5 TDF &, TAF fERF5 B
T %0 [R) BN T R U LR TAF 39T
JHF 362 B 19 I DR TIE 9% 1 S 2 o R0 PR T R I HBY
DNA £ K ¥ &4 7 i S g0 > 2% HBV DNA
SEHKTAE 2 ~4 JRE T FE 2 1g 1U/mL, (B35 A A
AL O B T 25 W I DR B 5k IR
it 24 1) NAs(ETV TDF 8§ TAF) " JiF 5838 i % i
S5 BURE BEVR YT A R R

HEEEN24:HBY X 2. T2k . EBma
MMIBHFRIBEE, & HBsAg [HMEE K A
ETV . TDF = TAF i Hi877 (Al),

(JU)HBV #H3¢ HCC ¥

HBV DNA FPER) HCC % 3% % 41 HBV 677
AT/ HCC ARG 1R %, 3w S A g 20l
PO 75 25 P N %k B SR A NAs (ETV TDF 5§,
TAF) . JoAE SUE R #H WA B T ER -,

HBsAg P41 HBV DNA B (1) HCC 3
32 HFWEVI B T 3h Bk Ak 436 97 48 ZER SR T B4
A 23 97 I, #00T fE B0 HBY FE s 2 gk
WA ETV TDF 5 TAF 474005 #9A 77
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HHEER25.HBV 3£ HCC £ ,% HBsAg
PR, A A ETV.TDF 5 TAF #{THEF 8
7 (A1),

() IFBmHEE

B HBY AH G0 (L35 T 32 0 \HCC) i 47
JHRS AR, A5 BERE FI4T HBV J7 28, 9l B A T P Jak
Pe HBV [ R o HEAR Ty 58 20k T FHE L Y &
TR 2 BIEBS ML ET ) HBV DNA 3 5K,

WAL A AT HBV DNA & it B 0 & ok 4 P J%
e AR ARG , mT A A RIS LA i AR TR 245 ) N As, B
ETV TDF 5¢ TAF, il HBV FR80E , R J5 Jo 75 i A
HBIG™* | g 4 i HBV DNA FH ¥, W 3% ok %
TR U 5 o A IS B A ARG 245 19 NAs
PLREAR HBV DNA 7K F-5 R v JC 31 7 # Ik v 5
HBIG ; R J5 B T K 30 F NAs, i J 5k A W AR
i HBIG $F %L 0.5 ~ 1. 0 4F, M5 4k 2 5 H
NAsH22 242280 A o WF 98 % BLAE L ETV i
IT 1 T 4 4 HBIG J7 BT SR A 3 . R R
HFO AN T H Al NAs 254, 5 % 40 W I HBV
DNA 5T 245, Je i R HE  58 o WAMB A AF RS AR
S HE T SR AR P 1 T A2 R ARE AH I IR B
F A 4l

HEEFEEN26:F HBV AL HITHBES
H,% HBsAg [, BEWENBEMAHBNEA
ETV.TDF = TAF #{TH R ERT (A1),

F-b T 5 g D B4 I A i) R

L. RIAVEAN BT F %0012 ¥ HBV & A 4%
S AN ] s B AR A A
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3. L4 AL TCRI2 Wi 48 AR TE IR SR YT RN IT
SN T 0 A 051 ) A

4. A NAs K IPIE 97 0 A Ak i 5% Je HCC &
A B

5. 185 % EF NAs B PRAS B 2B 902 b
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