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Guidelines for the prevention and treatment of chronic hepatitis B ( version 2019)
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Abstract ; In order to achieve the goal of “eliminating viral hepatitis as a major public health threat by 2030” established by the World
Health Organization, Chinese Society of Infectious Diseases and Chinese Society of Hepatology, Chinese Medical Association, organized re-
lated experts in 2019 to update and develop Guidelines for the prevention and treatment of chronic hepatitis B ( version 2019) , with reference

to the advances in the basic and clinical research on chronic hepatitis B virus infection in China and foreign countries and the actual condi-

tions in China, in order to provide an important basis for the prevention, diagnosis, and treatment of chronic hepatitis B.
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HhAE BR 2R S R 2R o S MR 2% 4 2 F 2005 AR 41 [E
WA T RE T (e R R B IATE ) (5 1 RR) , 45051
F 2010 4EH1 2015 4FAT T BB, 3 4 45k, BN AME G 18 H:
HBV J3e i FE Ak AN PRI 78 RIS T B B0k, B G s Ve
181 CHUIFR (chronic hepatitis B, CHB) fHip)j .i2 Wi FIIR YT
B 71553 WHO #2119 42030 AF3H B 3 M I R AR B R 3t
TEB B B AR, R E AT

A5 r B TER B G R fi7E CHB H B .12 W AG Y7 H i
AR B AR AR M, R PT GRS B fig ok CHB 12
BRI A8, BB, I AR = i 7 T X S — BB E B, REFE 7
T FRAT RAIE I B ARG AR TE R TN T 25 T8 R B 1 M R
PR L AR B O Tl R I R 2 56 R AT R A Y BT R
NI T e ALY .

ASE R UEE S5 A B A1 C =AU SR
Sy 12 BIANGON], ILER 1 (MR 4 GRADE 43+ 4&17) .
1 Kig
(1) 184 HBV g :HBsAg FI( =) HBV DNA 6 S LA E,
(2)CHB: iy HBV $F2L e 5 | (4 12 1 48 S T 530 o
(3)HBV 1.3 7% (HBV reactivation ) : HBsAg JH /T — HBe [H
P, 8¢ HBsAg B/ 9t — HBe BH 1 f8 35 156 32 S e M B 97 5k
2EVRYT B, HBV DNA Zr 328 7t 5 =2 1g TU/ml, 5 FE 4k HBV
DNA BHPEE 5 4 FRPE , B HBsAg iy BAPESR A PR
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) PEATLY)
W4
REMCRE(A) b DA AT RS X 6B £ 5 1
fEi>
AETRRE(B) BRI TR VA R (.0 726
e
TRFRE(C) e BRTEAT T RERE WP A4 1, FLi%
DA AT A
et 5t
SR A IEEIER 09 B A TR HUR &
Bl IR PR, A B A H
FHEIE(2) RIS, MR AT A A B

SHERE 1Y DL AT BE 2 A R 25 I AR AR L
&5, i TR A HERE
(4)HBeAg [ %% (HBeAg clearance) : Bf 1+ HBeAg FHH: i) B &
HBeAg 7%
(5) HBeAg Ifi.i% %%z ( HBeAg seroconversion) ; B HBeAg [H
PER)HH HBeAg JH%, bt - HBe B,
(6) ZHUiT ¢ e & (resolved hepatitis B) - ¥ 47 2P 58 CHB
s, B HBsAg FZ BIPE 4T - HBs FHE s BIPE 4T - HBe FH
£ \HBV DNA Ik TaReARAG I T BR (ALT 72 1 53 H
(7) JRFEF 220 (virologic breakthrough) : &2 H (8 ) F5 {14 ( nu-
cleoside/nucleotide analogues,NAs) J&J7 /& M 1E B I 10 /B8 &, 78
RE YR YT BB T, HBV DNA 7K 3 HE YA I7 Hh d5 A (8 T
> 1 1g TU/ml, S B IS SR FRE, JR2E 1A A S DU ]
R H S A AAIE , FT AT B8 ALT T .
(8) JRE=2 5 K (virologic relapse ) : JRAGINTEE I 25 ) L 1524
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J5, ERE 1A H 2 ks HBV DNA # >2 x10° 1TU/ml,
(9) it 2 ( drug resistance ) : 7€ 5T 9 B 77 J7 3 B2 o, o D 1) &5
HBYV it 24 48 2 1) 25k F 58 A , FR Jy 22k FH U T 245 ( genotypic resist-
ance) o PRAMNIZEG 7N , B 7 240 W0 BB A1, 5 5 SR R it 24
A, FR O 2 BLTMTS 25 ( phenotypic resistance) o £ %) 1 R4 5
25 BRI 25 28 A8 X 5 1 1 Fp ek JL AT 75 24 4t ) Bt
245 R N AE Xt 25 (eross resistance ) , /DX 2 Fh A [R] 2 I Y
NAs Tt 24 , B 22 FE i 24 ( multidrug resistance) ,
2 RITIREMTR
2.1 #AT#HE  HBV RPEHFPERAT, HEAFMIX HBV 2
PP RATIREE ZFAR K i WHO i, & 3RAF 2. 57 {0181
HBV JEe 5 , Al X0 P R PR IX 7 68% ', A BRAGAE
2947 88.7 J5 ANSEF HBV BRUL A SCH0% , Horh IFRE AL 5 30% ,
JE R T 40 i385 ( hepatocellular carcinoma, HCC) /5 45% , F[H
JFREAEF HCC B3 op, th HBV FR3CE 405100 77% F1 84% ., 7R
T A PG R b DX — B A HE (Y HBsAg 1T 34000 R 2%
(3900 J7 ) #16.2% (1. 15 42.61) o W3 HBV HuJ5 PEHATREEE
BARMINR , ZH0W R R EERATIX, DB RRAT X

2014 4%, Hp [ CDC XF 4 1 ~29 2 A B2 BT 52 1003
RS RE R, 1 ~4 8 5 ~14 B F1 15 ~29 5 A\ B HB-
sAg TRATHRAY MR 0.32% 0. 94% F1 4. 38% | 15 1992 4F [t
BLARITRET 96.7% 91.2% F155. 1% . #afhiit, HATFRE—
ML NE HBsAg A T30 5% ~ 6% , 1% HBV By 24 7000 J7
], Herp CHB 2524 2000 J7 ~3000 5]

HBV ZREBL My (ALFE B RN A/ MR 55 ) 01 422 A%
o EFRETRHTA L T 98 B8 1 e e AL T, HBV DIBE 4L
fEq M, 1 30% ~50% " L R AE R, it HBY FHA%E R
SRR IR AV AE 4% . T 32 (19 HBV DNA 7K % 537 A L
HBV UK YIHH 56 : HBeAg FHYE \HBV DNA 15 7K SF-5F 55 18 2E
LT 5 R AR o RN E B M A . AT
SRR S N G A T Y AR, BRAE AT i s B Az I
OB HTH R HCV B HIV B HBsAgPH M 1 5 i
G B Al R R AR R S B ) DR R R A e & T
FENGL NAR, DA R AR BT 48 26 T W W3 PR 2 3 S5 35 1%
I HBY e R o fl T 6 ik I 51 S ™ % 1 HBsAg Al
HBV DNA Gy , SREUZE 420 5 56 0 , 268 1 s i v il i 1% 4 2
B R, HBV AT A 40 A Bz JEk sl B A% 4, & 2 B0 &
HLEARL ES AR TAEP W EIREZE JCHATIMT A
410055 HBV JEYLH s A TR ik B A, 4 A P
1B% B BIEMENEAT N, HUYe HBY [fakatkms .

HBV RZNIE FUE AL AL R . Bk, B R 22 AR
AT AR L, IR [F]— A T AR (AR RIS ) BT 9
I A — 1A R — 48 T A8 R R Dol T S I I Y R R 1
filk, N&f& Y% HBV . AT F1 S5 3 B 98 R & B HBV BE& IR
i (AR B ) 4
2.2 Tk
2.2.1 AP HBAF R ORI R Z TP HBV i
BAYRIIT . CRFRZEW MR G 2258 E L, Hak

HBLIL 15 % LU R s AR fa A BE

CRIFRPE T AR M 3 41 4% IR 0.1 F1 6 4 H FEFF,
BUEERRSE 1 SHBEni e, 26 1 DA 6 A B 4956 2 $HsE 3
B Rt QU 2 S T LB o B A JLEERN R O B A
= AR WL R AT S 8 LD T2 s JLZE RIS 8 = £
JUURFR LD I S o A8 T B 4 A L, AR AR AR S A A o
U A R S VPR A 2R A SE, N TE AR A ik
RS R ARG 1 5F QBT 2R .

BE LT R BT RN R &L . (1) T e b 2 R 4R
PEMAFETK 10 g, A EEE HBsAg BHYES 75 (2) AL E G
X P £ ( Chinese hamster ovary, CHO) 4l Jifd £ B i % 52 1 , B3 41
W10 pg 5720 pg, HBsAg BAPEEER I A JLHEEFD 10 pg; HBsAg
PR B R I BT A JLEERD 20 pgs

BN RN 3 4 20 g TR BE B R T ak 20
pg E4L CHO 4l Z BUPT RBEHT o W G sie T REAR T B TC L&
I B RN R = (A0 60 pg) AT X 01 F1 6 A4S H
FRIT IO 2 5 7] PR 141 60 ng 5% 3 #F 20 pg S48 9%
B IET50 2 YRR CBURT RPE 5 1 ~2 A JT i A 0 i 35 47t
- HBs, A3 TCR %, W] FEHEERD 1 5 60 g HZHEERE C RUIT S8 9%
Hio FAh CHIFRPE M J5 A PRI & B IR RO — i 2 /0
ALRESE 30 4E Y R, — AR T BELHEATHL - HBs 00 =
SRR, (HXT 5 fi N sl S B SRR IR 35 S5 W] 40 - HBs, 40
Hi - HBs <10 mlU/ml, AT FERUCHERN | 6F ZRUIF T

ARG HBV [ I 207 A Y 1 (6] 45 o 2 BT 28 W %
At R R R R R AN 0 R R (0.1 12
AR ) CHAE AT AT R R

RN R R IR B R I B i HBsAg [R5 HBsAg
ANTE R 0 IR A, RIS e BT SR 2
2.2.2 FEEFER XEH IR E R HBsAg FAER , 45 & 1%
e S PR TER , BEHE 0] 4 H CDC R4, IF e FL K B
JRLRHEAT ML HBsAg Bt — HBs FI47 - HBe Al , X 5 Jk & 4
T S BT AR o

HBV 85 (14 4% G 1 8 % 32 Z B T 1 HBV DNA
K-, 5 Mg ALT AST FIHLLE KT Tk, BIAERT KA
Fo A AR f R A% i s A0 BT G Bl b, FRAR A HBY
AR, LA B RIS W R R YT R fE S W B
Mo X SRUFHE B H FHEH7 35 A RV 0L 15 18 2F HBV e
B W R T A B S 4. 1Bk HBY YL N ke 5 il A 3L
FAZE R BIB0T G350 S B AT 5, AR Rk L 8 ek B AR
MRS 755, e IR Z DR Bl o FHE G 10 M BB S
FERN QTR APV o
2.2.3 WWirdEEa KO R e vES (A4S B A
REFSEEE) I A 12 e g 4 J b (AR HE TR ( stand-
ard precaution) N o NS5l it A& B AE T 2800 F0
SRR N AR RE . A PEFEIR D HBsAg BHYESE , N 3R 2
RIS v BOR 42 48 s TEVEAEAR A FR R DL AS B I, o £
A% LT HBV A i 5 P sl #55i . XTHBsAg
PRV (2R3, 7 3 e~ JRE 2, A i 488 1) 6 1k, il 2>
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B LB TR ML .
R 184 LSBT AR b
(1) X5 T HBsAg BIPERERAYHTAE L, ZE AR 12 h PR LR 10
pg EARERE BRI SPE 76 1 WA 6 W mh J3 i H A efs 2
EHRISE 3 S SR RBET (AD) .
(2)XF T HBsAg B RE 2R 0987 A2 L, 78t A= 12 h R R 5
100 TU & %Y JF 4K f 9% Bk 3 H ( hepatitis B immunoglobulin,
HBIG) , [FIWHEA R TR AL RN 10 ng TEALRERF CBIF RN, IF
TE 1 U6 JT IS J3 i e R 45 2 BT RIS 3 BF SRR P o
HEUOH HBsAg PHPERE R AE JL3E , FHFN S 3 41 B 2 5 1
JG 1 ~2 A4 BT HBsAg Rt — HBs &, #5 HBsAg Bk
Pt - HBs <10 mIU/ml, 735 0 1 F1 6 > G fitF Fi4 b 3 41
CHVFRIEH 4 HBsAg P, S Sosie SR, s ST I (AT ) o
(3) X T HBsAg ATERE R AT AR L™ )L AR BT L, FEH A4 12 h
R LA 1 5 QR REE AT HBIG 3l 1 )5, #14% 0.,
1R 6 AN AT 80 3 5 QT R g (AT) .
(4) FiA LA AR 12 h N EERD C BUJIT 58 9% AN HBIG )5, W] 43
% HBsAg P BLEMFL(B1) .
HERFEI 20 TARER BR 58 AR £ BT 48 92 1 S 2 1 )L
L, VAT AN SR 1 BT S5 2 BRI BRI =28 d, 5 2
555 3 S RIFERT ] =60 d(AL)
R 3: X T OB DR s TTIY R 1 U , o7 4 92 1 4
st (4 60 ) FEFU; X 3 B o le B Jo R 244, vl FE A
1EF 60 g 5% 3 £ 20 pg SRS, T T4 2 R O BT
RIEWG 1 ~2 A H WA M 5T - HBs, Q475 JC I 20, vl F 4
il 1 51 60 wg FEATEEE QTR BT (AL) .
WFEW 4: ZHMEREE HBY F i LT Iy kAL B
() FE4 170 Bl & 5 s, 1R 8 A 1 o g 1t 98, #4530 95
0. 9% NaCl ¥R e , 285 FHTH RRIRAL B (AL)
(2) BiS7 B HBV DNA (HBsAg,3 ~6 N JEE A (AL
(3) Wndefiod ZTUF AR 17, HLE BT - HBs FHPE (HT - HBs =
10 mIU/ml) 35, AR HEATAL B, A AR F2 bt £ B I 4 % 1, 5
R ST S PE T BT — HBs <10 mIU/ml 5470 - HBs 7K
SEANEERS , LS BN SR HBIG 200 ~ 400 U, [6] B 75 A [6] #8403
it 1 & ZRUFREER (20 pg) , T 1A A6 A G 73 R ER
2 BFHIER 3 BT CBYFRIE T (20 pg) (A1),
WEER S SUNTEA W BAFE AFFAT i FEAA RS A6
SR, #E4T HBsAg $iT — HBe FIHT — HBs §ifi £ 5 X i /e A
BE 2 2 PO (236 7 BURCRA T ) 35 72 490 i) 57) 51
HIEPT HCV 25938974 HIV YL | i ¢ HBsAg $T — HBc I
Bt — HBs, X BRI ME 2, A% R S R4 52 1 (B1) 6
3 RERF
HBV J&FE T DNA J%5 8 F} (hepadnaviridae ) , /&4 £9 i i) DNA
BRI ZY 3.2 kb, S 4 AUEEERAR DNA, JHCHE PR 21 25 i)
HBsAg HBeAg HBeAg 534071 HBx 211, HBV f0HEH
58, (H 65 “CH1 10 h Z&Hk 10 min R A8 WK% HBV . 34
LIt ST G R SRR AEXT HBY WA H A KGR o
HBV ja ik AFANMIR E s e 7 - ZFRIERER - Phlnl i iz e

(sodium taurocholate cotransporting polypeptide , NTCP) 1 37 {43k
AR o 2 AFANHL S 3055 AU FRIR HBV DNA 7541
B LA DNA AAAR , JEK IE4E LB M E i B S4B X T A
ety 1414 #IR DNA (covalently closed circular DNA, cccDNA)
cceDNA 75 (35) B, e LR N BIIRTE B, X 18 1 ik e e
TEAEH., HBV 0] LG A 75 EHH ., HBV DL cccDNA Sy
MR, 5 SR UL RIHC B2 A mRNA, 3.5 kb R/ i 5L
2H RNA ( pregenome RNA, pgRNA ) A] B A F1 & I, I3 HBV
RNA K1) S B2 P cceDNA [5G, FE AT RE-S B3 B2
PAFITGA " HBV Z /047 9 FhREpR R (A B2 | 1)
FIL RS () B Y FRE DL B BE RN C Rl
Fo BRI C Y HBV JEye 25 i R WL 3% & A 5 T Hh 22
#I,C HI SRR HCC A5G, HBV SLP AL gt e T
WE - WITRIEA R, HBeAg FPEREX TIME - o i
JTHINIE R B BT C B, A B F D A
4 BEHRBREFIH
4.1 ARk HBVEYLN AR FERY TR TG EAHE
YRR, Hor HBV JBRYL i i AR IR e s g b i) F R R Z —.
BAEILK L % LR B4l LI HBY e84 (b KUK oy 90% 4
FR 7R S it 2 A 9 B 1 e R 11T, HBY B 2 220 [l AE 10
s LB R e . HBV BEBLBH Wi 7 2 3RS T B KR
P, FREX HBsAg PR3 A0 A2 L B AT e 6 A fa s
(P RFEW WG HBIG) F45 i, (HA5 G 5% ~ 7% ik Lk
Az BEBLAE b HBeAg BHEZ2 A28 7% ~ 11% , HBeAg [f]
PR R 0 ~ 19 2077

1% PEHBV S L (1) B SR s AR B 4R 03 72— ik w] R 43 R4
91750 EI G 52 ) (MR HBY EARIRZS) | s 5 K
(HBeAg FH: CHB) ffe ¥ il 3 (45 1 3 HBsAg #5774k )
PGS (HBeAg B3 CHB) , W38 2 (3£ 009 I IR 2 7 3
93 o JFHERTE 1M HBY BYLE A& T L - 4 M, A4
FSAFE B B YL HBV | 2 0 Gt iiif 52 BA , 00 A G i IR .

SRV R0 R T I B R PR HBeAg I 2540, 4R K A=
KR 2% ~15% , 4Fi# <40 % ALT F+75 .HBV A JLHEIF1 B
LR R A Y HBeAg LIS HEHG , 1 4E AT
0.5% ~1.0% %K/ HBsAg 314", #1575, HBsAg W52k
10 4FJ5 , 29 14% 1) (835 I WE rp AT AT A6 i cceDNA, - > 50 %7,
SOV IFREAL, 5G9 HCV 8 HDV g3, Bl HBsAg 57k,
5 AT BE A HOC  {H % A RS

RAPUREIRYT CHB B FH W AFE L K AERN 2% ~
109% ) fEle N ZAaE1E £ CRIREK Bk R /E HBeAg 352
BRI >40 % ALT 322 FH 50" 5 # (HBV DNA >2 x 10°
1U/ml) ,HBeAg $#R4EA MY, C B H A, 4 3 HCV HDV & HIV
TR | L A 3 A JEF A5 405 PR 36 (A s A o ) 0 AR
W IRE ALt JR A AR I A R AR R 3% ~ 5% , RAVEEIA T
AL S 4EAAF RN 14% ~35% 7, AERFREAL HBV e ¥ i
HCC 4ERHEHRH0.5% ~1.0% >, JFRifL 8 HCC 4 K/
BN 3% ~6% N AL A IR | B R R oA
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&2 1B HBY BREBERFESE

TH Yozt 572 1] TR ket TGS

: (P21 HBV #EHPIRES) (HBeAg FIPE CHB)  (JETfahi%: HBsAg #5H0RAS)  (HBeAg [ CHB)
HBV [I{E2#hrE

HBsAg(1U/ml) >1x10* + <1x10° +

Pt —HBs - - - -

HBeAg + + - +/ -

$t - HBe - - + +/ -

#t — HBc + + + +
HBV DNA(IU/ml) >2 %10 >2 x10* <2x10° =2 x10’
ALT 1EH Rl R E EH Rl R E
TR R ToW A TC AT 44 L AU AAEARFEA (5K) TS A REERAE, AU AT (5)

4k Al G FIFR B AR 4L el

£ HBV Sy Z AT RN 55 s HBsAg Sy ZRUTRF MBI BT — HBs hy LEUTFR R IAHUIK; HBeAg Sy ZTINT AR e HLI ;3T — HBe S ZTUNTR e $iT
18340 - HBe 2 LRUIF S A OB s ALT TN S BR%% 2 s CHB S M LRI 4%
LTS HBsAg KV 45 fih 8 85 7 R AF 159 HCC @ kA HBV @Y. 4T - HBs A LREGTIR, B /R H 4% HBV i
R IR HBsAg /KF- % M AE E X HBY B HI AU 1, W LR HEAE 0 S 3R 2 RUIT 4 38 1 4 3 30 — HBc TgM
e RATRIF I S e PRI RE Iy 0 DR R, B HBeAg B FPEZ W F Sk 2 BT &, 12 #E HBV gt bk R 1E 2 £ 3N
i \HBV DNA fI/KF-, A g B B ALL R C LAY, HBsAg K fIR/KFBHE BT - HBe SHUA L ZR T - HBe 156, HE YLt

P45 (21000 1U/ml) 2% % 4 HCC 9 XU AT 55 o HBV , AR aE I R H0A BR , BT 2 o R
4.2 FZmpuE 18 HBY B i R HLII A B 2%, i UTAER , HBsAg & i A6 I C 78 Il IR vh gl )32 1 i, oK

AWM RSERWN], HBY R EHAGITAN a5 A BN, A W /015 B e U, o F P S mAAA T E
B BT A M S S AESRFE ) AL, M RAEIRFEHFE: MR R TIRE - a(peginterferon — o, Peg — IFN — o) JAYT .
FEAEE A B E HBY JBfe & EJE NI E % HCC 1 5.2 HBV sAd 5 4em)
EHENE. (1)HBV DNA 5 it EZHF AL HBV By 59 1 & Hl K,
AEFERE(EA ) e N fE HBY B R EEAE BPURERIGYT I8 DL UE S 8 K7 850 B ) A8 b5 . 7E DU BF
LB a2 S GEBLYE) S 25~ . HBV AMRHE Wy R rh , AR5 Se aii o L 25 AT 0 3542 ol ST S A 8 A e
H £ HBeAg HBx % ZFh & (T4, T4 TLR ZEH BRiA S0 % HCC RA AR . HBV DNA & 5% FI 52 8 R 4 i
I (retinoic acid inducible gene — I ,RIG - 1) BFHURaEE RN A0 BRAE DR [ A 7 ) R ek i 5
SIS, NI SRR R e N A R B . CHB S (2)HBV BRI HATw] 4 &=/ 9 Fh (A 7% [ ) HBV
FEB N S I AR 2R 41 (myeloid dendritic cell, mDC) — FEPIFRURN 1 Ffi A 2 JE PR (J 50) | — B6E [R5 0] 3 $0Rf L [H 7
AR 2R 40 ( plasmacytoid dendritic cell, pDC) SHEFEAR, %, Kl HBV 5 B8 81 B+ W00 8 28 97 8%, J0 187 95 i T
H mDC SEARERS, pDC 7= A THE 2 - o REJT W BFRAG, MTS 5
HHUAEEERR R ML HBY £ 5% T AR TR, (3) M 2558k R I : HBV & — & 28 S B8, 7E G SR A
AHFIREE R AL P RNA 54 A 5 3% ik = 52 1 SR, 7 85 3
HBV F¢ 54 GE N 1) S A 2 1E bk HBY il 2 204E ARGl R 2 A — 82 MmN AR, HBV 0] LI7E1g
Y. EE AU AR A Y (major histocompatibility com-  PEFFSEME YL R P [ 4878 5, AT B 3 2590367 V5 0%
plex, MHC) 1 244> FFRHIPEMY CD8 * ZHA 750 T 40N AT 5 S #5785 , 20T SECHHUR 5 25 W Uik FIE o Bt HEA 7T 25
FRERY AR T, el I T -y, VARG AL SRR DA B T I A 15 0 ) T it 2 e A o R TR #3897
00 SR A0 i P ) HBY 3 D R R0 R, R R, K PR P AT 240k 0 e SR X B
HBV 4550 T 41 5 U8 v, R A0 R 7 AU At Al 1 19 00 RIARIERRET I 1R 238 3 (INNO — LIPA X7 ) .
1%, DUREREDS , T B2 S50 HBV Rz iobli = —"" . HAT 5.3 HBV #&in & i)
PRI AP S A7 e K HBsAg, 1l HBsAg #RRPE4IMIE (1) 30 - HBe Hibos it i JiJe 0ovk il BS54t —
PE T 4UH0BCR S (50 SHREAR 2, 2 S BB ME HBY % HBe /KF. 76 EARSE BRSO b, Gl 5 Bk S0 R P06 3h 00 h

R e 2 A T P~ HBe 5 /K- B35 T e i 2 I AR 8. HBeAg FH
5 XBERE P CHB 8% BT — HBce & B/KF- Al Hil] Peg — IFN — o il NAs

5.1 HBV seigspaeml  fE4: HBV MW Fhr ST HBsAg, PR ™ % BbAh, Bt — HBe B RKEA ALT /K5 0] 8 1E AR
Pt — HBs \HBeAg . $ii — HBe . $iL — HBc FI$i — HBc IgM, I O&;JUHAE ALT IEH & i — HBe & KA AE L 215 58 58
HBsAg 7] i cccDNA #5535 mRNA B84, Wil s & AfG  MOERE R B IEMXE ™,

FHE41Y HBV DNA J¥ 51 5% 5 BH % 1 o, HBsAg BAPE KR (2) HBV RNA & #t: 5 F4IMIA coceDNA 3 S P 5% 7E PR
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NAs {524 )5 52 % B 7 T EAF IR ARG . H A7 78 1 =)
PR AE T AN RIS P BA SR A A 124N 58 4 A I o

(3) ZBI TR B A% O AH P IR ( hepatitis B core — related anti-
gen, HBerAg) o J&—Fi {1 3% HBcAg HBeAg p22cr 3 H A &
PRa&EY), SHFAIMI N cceDNA B SR MEAT 56, 78 X B 70 39 |
T Peg — IFN — o A1 NAs $9 597 85, LA K A5 24 )5 52 & T
HCC % AU 2505 T A Mg 7

5.4 sk Apfegies

(1) ALT #1 AST . AT #E— @ PR EE 1 S WeJF 4t Hia 3 A P2 2, e i) 2
KRR S8 ALT Thg , B — 2 W PEAs I A 7

(2) BUHLLR : SIBLLR A i A AN HEM AR 3¢, TH iy 2
S R AR A3 S PSS B 2 IRET AR R i i, I
TOBBF MR ZE ] > 171 wmol/L, 4G K FFF>17.1 umol/L,
(3) M3 AR - S & B RE , AR Ak R 5 98 S8 5 T A
MTE AR EAT T E &R A KR B 52 3038 700k 00 % 1)
R

(4)PT PTA J INR: i B JH k58 1 Bl & B fig , %o 40 Wi o
PR K TS A AN

(5) ML v - GT-IEH AMLIEH v - GT F 2ok [ AFIE, RGP AT
9 Z I JIEAE S8 TR N S IB T A RRI 7T 2 T

(6) IfiLIF AP R 1  alkaline phosphatase , ALP) - it = JFFAIE 4 57
P, HVHR RN ALP 50, HTH s A I IR T i i y — GT 5l
ALP [F] TEEACEF- & AT N . I IR b8 i B ALP 325 00
SRS W I & R TS R T RCEAL

(7) H R (alpha fetoprotein) Kz H 5 Fi{Ak 13 : 212K HCC £y
HEARbr . MOTEE W IRE AT AR iE L ShA e, DS
ALT 1 AST IS R FR A5 & I R IR R SR 7 K A 4G
RAATLEE T

(8) 4 & K k= a5 Prswl - 111558 1 (protein induced by
vitamin K absence or antagonist — II ,PIVKA - 11 ) : X % i v 35
HE 1ML Fif )5 ( des — yearboxy prothrombin, DCP) , /212 i HCC )5
—ANEEERR, 0 G H R E A TN

6 FFHLELTONSHRA

6.1 R AR Z B Ao o) A PE B 35 44 (aspartate aminotrans-
ferase to platelet ratio index, APRI) 3% 4> APRI 23X T & HCV
JRYLE BT A 19 F T VEAh HCV ARG T 21 E AL 72 B A 48 AR o
THEA K [ AST/IE % H _F FE (upper limit of normal, ULN) x
100]/1fi /MR ( x 10°/L) , B APRI=2 R 77 46 JIF 4k,
APRL <1 JUHFBRIFBEAL . (HATHIBFsE ™7 428, AR BUR F
VAl HBV AHOC 2T 4E AL R BE R HER PR

6.2 A4 44 4 B F 45 3 (fibrosis 4 score, FIB -4) FIB -4
SRR TR E HOV RO FBAR AT & 1Y, I T17Al HCV HCHIT£F
AALFRE 6 bR . T AR AFR (S ) x AST(IU/L) /[ 1 /PR
¥ ( x10°/L) x /ALT(IU/L) ],FIB -4 =3.25 i2 Wi JF- 4 44k,
FFIE R GE 432 Metavir P43 =F3,FIB -4 < 1. 45 HEBR Metavir
P =3, SRR, 18k HBV Y& L) FIB -4 =3.25
LT Metavir 143 =F3 (U5 0 97% 7, >30 % A#EH FIB -4
<0. 70 HEBR 2 T 5 FFREAL i B 2 T 00061 725 i 96% 7

6.3 HAbIEAT  ANNEANE S i B SR | IR AR D K
VIR I 2 24 1 1 45 24 AT S e 7 4 Ak & A= 155 00, 1EL o
Z ki PRI I GE— 2 W T .y — A 2B IR — /MR
A [ v glutamyl transpeptidase to platelet ratio, GPR;y — GT/y —
GT ) ULN/ ML/ ( x 10°/L) x 100 ] 2141 g (A F 431 55
B — I/ FG{E [ red cell distribution width to platelet ratio, RPR;
2T AT A A FE T (% ) /1L /NGB (% 10°/L) ] 29 H 3 41
R ARAL L, B (932 WE R R it o ™ ™ o I i 2R 3
1R 73 (Golgi glycoprotein, GP73) B4 AST & v — GT 1] J ik
o H RGO . 5SS E 3 AL 1 1 chitinase 3 -
like 1,CH3L1 5% YKL —40) o] Tl ALT 1E# s 8 7 & A 1
v A AL
6.4 AT REAR AR AR A (T A A R N S AR
(transient elastography, TE) | 3t F #8 7 19 7 Jk vp 48 45 51 2%
(acoustic radiation force impulse, ARFI) F1 f% 3L $g 58 4 5 1%
( magnetic resonance elastography, MRE) , ARFT f3f 55 5T 1) i 7
P 5i1% (point shear wave elastography,p — SWE) F1 4 57 11) i it
P B% (2D shear wave elastography ,2D — SWE)2 Flid A& , ARFI,
MRE HEARAIERAE Tl RIFTE B B

TE 7636 [ BRI AR 55 b X 5 [ R ARG A E N, fig
138 L 5 YA 3t R 0 R S0 T 2F A A S S S0 AT A fE )
FEAB 2 JHHE 5 A PR A8 RE T YR FRURI TR 32 i 1y 72 45 22 b [ 3% 5
Wi, TE £5 R T 45 4 8% ALT JIBLL R KPS 4545 ™,
TE 5 H A3 A5 bR 68 A T 42 s s kg = L R
LR L Z T SRR A 2 7 21,3 kPa (¥
SHRER 95%  FHPERUSA L 8.5 ) , SR I 2F e 4k 12 Wi S8l
12.4 kPa(HE5 20 95% , FAMERIAR Lo 11.8) , BE 4T 4E 1k
BWIFHESN 9.1 kPa(CREF 24 95% , BHPE RIS LK 6. 4) 5 JFFAE
AEHEBR B 8.2 kPa( RABE N 95% , FIHEAUSA 2 0.07) ,
BEFRIANTLT AEALHERR BB 5. 8 kPa( REUE K 95% , BAMEALSR
e 0.10) o TE {1l PR B 48 5 2 WL R 30 iR 5 AR 12 e
JIFEF Al 4 R IEUL(2018 4T HRR) )
7 BBFISH

G SR 1 T2 A G 1 M HBV RS 1 I PR
PRI ALHE T A O RE AR B T T K R B e 5%, R I o A M
A M B ECAE R 38 3o S S W R Bt & BLAIS i HCC!
7.1 MEERAEAE AR A TR R L R,
TIREHAT , ik FI IR AR 22 A vk . T LA T IiE
FMBE Y /N SN SE BT IR RS, I BB AE ) # bk JAL s Bk T
HITKN AR B A 1 0, LA KA TC I K B FE™ S AR B, DT 4
A TCIREAR B I K 8 5 BB A RO I P o o M s 22, X T
WEI AN R PR HCC oG E S, 75 16 52 RETE 47 2 1) 5 o7
R I o R BRI G i i ARG A 25 2R ) S B A PR R
B B I SRR E B BRI S R RS
7.2 b SALE Eas(CT)  CT FEM TSNS, T
A TCIFREAY, , 2 I A P 728 I S ) L o5 Sh S B wi 2 3 CT
FHF HCC Y2 W LA 50w 0 - 3 RIS 5 BE
7.3 REEIRARA(MRI)  MRI JCHUR 565, 4H 0 B,
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ZIE Z PG, AR WA BN IE AR A . — A
N, Bl SR 22 0] MRT 1438 BT 2 B A S P 49 5 ) S 0T
BB BRI AL AL B RE I AT 58 CT.
8 JRIZZFISHT

&1 HBV S T GG A 1) 3248 H 52 PP T 2 4
INBE R 2T YA R BE W8 A7 TG AT B A I HE R LA AT AEE 205 , A
T R 5 12 Wi PR UG S ST A I 7k f 2 LR

CHB ) 3= B A2 iU I A DX R HE ] 1Bl A [ e
I RAESRIE RN LT i AL o JAE DXIREI A 28 A 2 M LA AR 22 40 i oy
o n] A AR 20 R i 5 S A0 SR TS S AR
IR JC 5 11 5 CIHFRRE JEREIRAE) o /N A F A A 1 |
IRPE (LA L Hr % RS PESRIE ) R 1, JF AT LB B B A AT
240 L T AR TR S R T /N, LB 98 A A 45 8l T A

B ST IIE 58 AE SR FE T 4 | e 20 i A 3 o e ol e M S 1 5k
JEUURRBNET AL, RN A TR R B2 AT A8 IX AP 4R PE D R 4T 4k
[ FRATE I, Masson = (1 Y (1, K AR 2 4 Gt (A7 By 1 W 21 4
PCRLRE S/ INH-2548 . TEVRIVENT T 4EAL A9 REAilt T, — ELAT- 40
LS5 AR TR BB /N, BRI RE AL . 55 0, e e H 4k
Y@ TR 4 U HBsAg Hl HBeAg 1) 3308 s X R A3 2%
ZEE PCR AR ZH 2 ) HBV DNA B cccDNA,

X T8 PE HBV e 14 T 2H 2L 58 i IR B8 43 SR 2T 44k )
1, EBR SCRk A E K Knodell ,Scheuer, Metavir 8%, Ishak 343 %
G517, Laennec R4k 43 2 MR 405 72 45 45 /N 2T 4 1] i
FEHE  FIFREAL (Metavir 4) 46153 4A 4B 1 4C =5,
S AR TR 4041 S 07 53 9T W™
BRI RGN 3 T4,

R3  AERFAERES RIRERRE

Knodell 33245 Scheuer T/} R5¢ FRTHRE Ishak 74> 245
W CEX R AFRE CEX W CERKE  AWE Ty CERK AR Py ILEX IDEXE SR, sa
FEPEEOAR PRk RIE CEXJA i Jl ®E BRAW WUk WIE
PR 7974 B RIE PERAE
774
0 o P X 0 JoEift x 0 BRI ERE O b s b 9
1 REEPN AR RECHE 1 ULERX BREM 1 TEX BNES 1 Basi BRECEER 810 55 Rk
MEVRER JRE A RIE IR EE RIE BURSUAL FILEX dubBel T <1
A FIHUE 3 <173 il RERE  BX)  ADUEE
AR EAEX) it
B R <
1/3 /i)

3 HEEPN BB (1/3 WEE(RIE 2 REEPN  AMIME 2 RPN JLEXE 2 #amEr BRE(R BI1I06458
(B0 ~ 23 /N dipes sih P A4k, HIEX  #af WEFF2 A
XJEHZ Bk 713~ [7UNES 74 4 FERE LEKX) ~44 B3
Te <50% ) 2330 /N4 7714

FX) HRER
3 FRILE  HEE(RIE ®MI0fH Kb
K < WETS e
RIE - 0%IE ~104 W3
X FR b7¥74
JHI

4 FEPN HE(REK EERIE 3 PEPN TEAME 3 EPN F4EmEE 4 FFAILE BIECRIE B0M50 3
(ZHU% >3 44k iggaifich AND R XEE > B>+l
XJAEE /) >2/330 it AL O RIE 0%ICEX 104 LK
J>50%) HIX) Ttk R -k

il X W%
5t

5 HE PN - - 4  FEEPN H¥REA 4 EEPN O REF S - - - 3 AR

b b7¥ 14 f#tk +
I X
-
XHF 4%
ST

10 T PN - - 6 - - - A/NH:
FHHFHAR KL/
M EZIN K5

B

TE:PN WREIERERAE -7 A
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x4 EWSMTAEL S PIRERR

Knodell 1432 4¢ Scheuer P43 2258 Metavir TE/ 2258 ERBED RS Ishak $E43 R 4%
04y ToL4ift 04y Joer4Efe 04y Tt difk 04y Joer4edk 04y oL 4ift
143 ICEXEErE 14 IDEXE4EME 1o LXMDY 14 LERY K, 149 S8 R4ty Kk
LN /N N[ EaRZiig BN LT YERIR
24y KEBIMILE XY K
PRSP LT 4RI bR
24y - 25 EXEBAE 25 WERGHEYK 24 IDEXEBS% 350 KEEMTEXT4EMY
U CEX - + /DR Al b, FYEFRIE AL, KOAAIICEX —ILE

DX ZF 4[] b
37 HEHERGLEX

35> BrRerdede, ff/h 35y KddlElbs, fEasty 3 5y

/NI R X 2T 4wl
LPYERRE/ S 45y RERIMLAE X 27 e 4

—LERSELE mHEs L, TOT ZAL, THFE{E MIZEHL, ToAThEAL KEBELEX -LEX
X - e ker L, SRR — T
el el
45 R 4%y TTRE/ IR 44 FFRE{L 4% RWIHEEL 54y BELYEL EIL
(RS2 A5 EIERFRELL)
6 4% FFREAL,
VL = RN

F T EALEAR 23 B 7T LA 2 ST 2H R8T s 66,00 1 1) IS
JE T AR HE (collagen proportional area, CPA) , F&F XMUEF W
BB B YL E BHOR (qFibrosis ) AT LATEAR £ 9 (5 1Y T 4121
Y1 R rpow] g B AR B R A ARAE 64T B B Jt oA, i E A
P R Rt R o BoR Ak E R A E bR R AR T
JFeFdede P - 1 - R 4028, AR 45 2F 4 A B 19 58 8 OB 38, 8%
Ishak 3 JLA EJHEF 4tk o Ak e ERI(P) (h R B (1) A
R ET(R) A T4 r
9 &K

IRAEMEE HBV Bu3 1) G2 i vi e CEYELS: 180
A A B R 2 25 51 26 R 1 AT 4 LU LRSI -
9.1 &M HBV #H4kE& XFF HBeAg FH M1 M HBV Jg&
Yel10 10 A B A TR B T A%, AR S B, HBY
DNA 5 B7KF Gl E >2 x 107 TU/ml) £, L35 HBsAg Gl %
>1 x10* IU/ml) &5 55 . HBeAg [HYE B I35 ALT F1 AST $r421F
WV AENFESEREYS 3 I, BIR RG34~ H) IR 2 5
2R A O S RAE IR FE s 2T 4k Ak, 78 R AT A 400 27 4o A5 1Y
TEOLN , A5 4R8O 7 K7 (HBsAg K7 4 4k o ik
TG FREFLGEHE,
9.2 HBeAg fatt CHB A 8 25 4b T S e i Bk B0, 3L 1fn 75
HBsAg [H: . HBeAg [H14:, HBV DNA & & /K ¥ GE# >2 x 10°
TU/ml) %585, ALT Rl [ 5 5 sl A 4L 2 a2 A W) B A0
WFER (8) b ( =G2/92)
9.3 EEFHE HBsAg 44k &' FR HBeAg B PE1E
PE HBV J@ Yy, A WS Ak F e 0, R I ML HBsAg
FAYE HBeAg B 470 — HBe FH4%, HBV DNA <2 x 10° TU/ml,
HBsAg <1 x 10° TU/ml, ALT F1 AST 22 1F & (1 4F N 3% SR
3WULL R EDE 3 AH) G RS, T
2H 2R A {7 2H 2R3 86 X (histological activity index , HAT) 3
g1 <4 SR AR E BT R AR R R

9.4 HBeAg M4 CHB  JUHAN P& shHH , oM 7% HBsAg FHAE |
HBeAg 521 , Z [ A $1 - HBe fH:, HBV DNA & 5 /K
i H =2 x 107 1U/ml, ALT FR4EsR 2 53, s 4L H W
SEARIEIRFERN (8) £ 4Efb (= G2/92)
9.5 P& B M HBV 2 # (occult hepatitis B virus infection,
OBD) " RHN iM% HBsAg B4k , H M 35 0 ( 3) JFFAL4Lh
HBV DNA [H¥E, #£ OBI &+ ,80% n] A IMLiE Pt — HBs $iL -
HBe 1 (5% ) #t — HBc B, BRI 3 PR OBL A 1% ~20%
B OBI 85 BT IV 7 48 A5 35 S B M SORR Sk 1l 37 B4 OBIL,
FLRAENL A 58 4 M B, —Fh ] e 2 v ( Stk B2 4 ) HBY
JRYLfE HBsAg T8 4% , 38 & H Il 7 ¢ 240 21 HBV DNA /K- i
fIX, JC B B JF 8Bl 45; 5 — Fh & HBV S X BE [/ 28 7,
T3 HBsAgANRE 8% LA 1 i Ak 300 & e U 2], O 1fi 35 HBV
DNA JK-30 5 485 , o] BB BB IR A 2 B2 i s . e
AT B AS AR HBY B R4 2 E e B R
PEMHLRA T 0l &4 HBV PR35 o
9.6 TAEFFKAFARAL! ST 2 AT S AT REAL 938 W 0
AL F(2) CRBEE=iz W) 53 (1) F1(3) (ERIZHTD) -
(1) BT HBsAg FAPE, 8¢ HBsAg M 4t - HBc PR H A W
18 1 HBV gk s (BR1: HBsAg FAE >6 A A ), HBRAMHAth
R
(2) FFIETR S HG A R B2E A S R AL R B
)ALV 5 WY 2 100 K% DL L, IR AR T8 1 1] 8 ik
O AR A W AL A (30 T T kR K AE 4 @
PR B B B Rk il ok ; GO ERE B (B % 7F & IR
b @i AE P 2= R AT R VR I KCPRRAIR( <35 ¢/L) F(8)
PT AE K (B0 BREEA >3 s) s QI HUAS: A 7 il /M4 <
100 x 10° /L &,

I R AR AR 2 5 5 R B K B Tk il e
HE IR Ao 45 T i A 8 R AL o R AR R R AR
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B, (1) AR Ak 56 20 1 R 12 17 o i 168 £k, 1HL A
R R K A TR T A T 2 e A A ™
IR, T2 W R A 1T RE Ak ; JLAT D RE £ 4 Child -
Pugh A %%, (2) RACEEIIITREAL - AT Ak (R % — B BRI K |
B TR I T I 22 o I 452 7 T O e 5, B
LW RAC BT AE AL 5 LT S R £ )& T Child - Pugh B
P C Y.

ATAF, Sy B v 0 5000 T 58 1 £ 5 1 0 i B T KU
BOAITRICR A R SOR T REAL Y S ), R 1.2 1k
IREIITFAEAL 3 I 5 W BT Rk . 1 0 TE i bk
RH B, TERE K 52 10 A 0 Ik 3, TG H I BB K 5 3 0 A
IR TG I, P SO PR K K 54 39O AT et A SRR K 5
190 B REAE o

BB DR ZEI I HE S 2 S AR T Rl AL fR 2 2203
I T LS S OB REAL . 2 30 T 20 L T R ol % , 4 11 7B
FKCERRT T, PT ReHi 4, AN 0 B K At i 26 7 2
IS, AT BRI 3 o X S B4 i R o T A 4k
FEABE (re - compensation) , H H Fif ¥ To i & X FIGE— 12
bR o
10 & B4R

SRR PR LK M) HBY A5 112 A T 40 6
SRFE I IR £T 44 28 U3 A , 3 % 0 /0 B 0 i 5698 T B 1 2
b HCC FIHAB I KA 1 KA , oo (8 A A o, 4 K
iy =18

X FEB T IE G A R DB SR I PRIE o

I R i (gt ) (1 AT R R
HBsAg B (FESORFERT - HBs tH31) (HBV DNA 5 IIR %] i
JUE A A 2 A BRIE PRS0 e . (EL PR B 3% P 2 i A
P cceDNA 453 bR, A7 72 HBV F307E A & A2 HCC f XL

5o

11 RFEFTIIERIE

A M HBV DNA ALT 7K1 iUk 5 0 7™ S5 R 1 (] Bsf
TGS AT GO s R B S 2, 25 A PPl B B
JE IR, ke e 7 i B SO R AT S S A PRA
YR I BE AT I R (B 1) o

1ML HBV DNA BHYE (84 HBV ez 253 ALT f5425%
(> ULN) HAHEBRH A 5 5 3 800 ALT T 5, 8 0% &
bepgs

SECALT T e 1 H i P34 45 - HL At A IR e L 25
B3 RS M 28 AR TEORG P RS M I 2R B o M I
4 B RGO BRESE o (R0, 0 R HE R I BRI 24
YyJe ALT [T .

FEENFREAIY 2 UL , N8 ALT Fil HBeAg JIRZS, H 0T K
WIE] HBV DNA , 355 - TR BT RRY T o 0 F A i
fb# 45 HBV DNA KA HBsAg BHE, AR ERATT -

1% HBV DNA FHYE ALT IEH B, A L F B2 —,
DB T R XU A, DR R IR YT : (1) IF LSV AR B i
HIRTIE S RE (= G2) B 2P 4ifk ( =S2) ; (2) ALT $5221E % (4 3
ANHKAE RS 12 A H) B R4/ T 9 50 s AR i

>30 45 (3) ALT $pLLIEH (5 3 AR AE 1R, Fegk 12 4
J)  FEIFREAL P8 5 0 s ARAR IS > 30 27, EIUIFEF AL e
W ARG A U 2 222 K A A7 W 8 JFF IO 46 0 Bk 27 4k 4L 5
(4) 47 HBV MG AFAMRIL OB /MR 4 LGS R 25 2 5l
ik # JR B2 AR o

HERM 61075 HBV DNA [ ALT #5242 5% ( > ULN) H#E
S At SR T B, UK R AT (B1) o

EFEEIL 7 XTI HBYV DNA BHM: i A0 2 780 )T 48 ST 1 £,
SRR HBsAg PRYE A 2RI A IR AL £ 37, R LB 25
RIT(AL),

HBVHI S RAU I
JFREAL BT 338 HCC

> ZEFRITHE.

ARSI R ¢
¥ DAAYT
KRR TRAIE]
v
F6-121 A |:+:| v P
31 Y s T R =
BT 1K ALTIE# o S
BETHISTZ — OFIFASEGZMES =2 l e Do PN
ot B (DML IR SCCKn | R ggﬁg&g’fﬂg‘%
ol b #5302 QEEE-30%, FFLFAEL T OLETH A ol
B 1 TR, S0 A ST A AL E A /Peg TFN-0)
OHBVAHFFAN I, G LI,

{1 : HBsAg S ZRUNT RAF G HBV S ZRUIT R 73 3 ALT Sy TN ZURR % 20 ; HCC T 40 Mud s DAA Sy BHEDURTE 2545 NAs S BCH (FR) KU
Peg —IFN — o R L EEAMER — o” BEVITH JHREZAGIN TR Y2380 I R B 1 A 3 K Bk slRSHURI a8 FA I, B30 7
R PR BEAE AN " HBY MG FA 23 - F/NER B 48 | LA 28 % "BV MGG AR A2 I AT ARk 8 NAs /YT Il (B i b ol - 45 3 M A1 13k,
A H L LRI AR AR A DR 2 AR T IR AR R K B2 SsURE S O, AT IR R A A AL 5 0 BN AT I L 73T LT
J2 AR A AR B ARG ¢ ALT 725 A A DR A I S e 245 A D S8 SRS I S B AR 3L L 11 B i 3L U 08 o s
PN SR AU B RGO SE . NAs U R 5 VB BRI AR B W DR B E T

B 1 18t HBV BRHURFIEITIE MIEREFRTEE
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R 8 IME HBV DNA fHE ALT IE# A FAMERZ —#
BWPURFIAIT : (1) 224K £ B B R E A (51 41 4
H[G=2 F(E)S=2] (A1) ;(2)F L BIFTRNTEEALEL 2 BT
RITFRZIE L BAEWE >30 % (B1); (3) ALT £7Z2IE % 4% >
30 % B BUN A 4L To 8112 W B R K 2 s 4 44 K 2, 47
TEW] B JTFIE 8 A sl 2T 44k (A1) 5 (4) HBV MHSCFAh R B (4
HBV HSGHE B /N B 4845) (B1) .
12 NAs &%
12.1 NAs 25465 57 sk o G2 41
12.1.1  B# F (entecavir, ETV)  KEWF5EEHE B, R H
ETV & 57 AT SR A 5 75 52 0, o0 BT IE 48 0, 2 2 PE 3
TN KA T AT M 20T 28 TR AL SR B 4 4L
ARHR U S AR R AL I S A HCC 9 2 24 2R, ARG I e
HISER A IR

IR CHB B35 ETV 597 5 48 1) A1 25 k24 R h
1.2% ;45 Pi kI E (lamivudine , LAM) ffif 25 1) CHB g3 i1 ETV
1RIT S AR BBURZY & ERTFE 51% 1,
12.1.2 g L% #£4% F & (tenofovir disoproxil fumarate, TDF)
JS I TDF 3497 CHB (B 19 2 Hon Il RAFSE ™12 25 R R,
A SRR RS W, 2 R AEFRAL, RA TDF 3897 8 4R
FEH PR R A 41 YO TR, Herh 29 B (70% )
) SRR AR D ()AL, 59 % 22 74 97 B S M 11 6 4k 52 TDF 33
STANIR ARG TR 22 N2, i — 20 AR R T 1 D 7 SR & 3 TDF AH
RINTHZ] . TDF K AR YT 5% 08 IR 4L 412, B 4IK HCC &
i:ii%{lﬂleSJ R

ETV it 25 ELI3%E # HBV DNA >60 T1U/ml 1) 90 4] CHB &
HLAER 11 IR TDF Bl s Bk G ETV 697 48 JH,
TDF gtk IBe & ETV iY77 41 A9 HBV DNA P44 ( <15 IU/ml)
53R 73% M 71% ,HBV DNA #5243 T [ 3. 66 F13.74 Ig
1U/ml, 735176 6 I 3 4 8 25 A R FF T BELe it 24,2 %4
PERGF) . £ I5 TDF 3597 NAs 234 851y 48 ~ 168 J& 1 Hf
FP 7 R TDF T LAM [ 24 B 445 5 156 ( adefovir dipiv-
oxil, ADV) it 25 \ETV Tif 24 2% 2 2 1 24 £ 35 103697, B AT 4R 158
70% ~98% (15 BEF N2, HL BB VA7 B ] ) S 4, 998 7 2 o
ERBWT
12.1.3 5 LB RE%iE48 F K (tenofovir alafenamide fumarate
tablets, TAF) 43k TN #9115 PRk 861402 e 581 4] HBeAg FH
PE CHB RN 4G 0 AR A2 I T AL ) 1838 452 52 TAF /9T 48 JH,
64% ()% HBV DNA <29 1U/ml, ALT & % 3K 72% ;10% %
4= HBeAg Ifil % 2% 5% 40, HBsAg T 2K H R 1% ; kB0 IT & 96
J&,73% (#) B & HBV DNA <29 1U/ml, ALT & % %K 75% ;
HBeAg [l 2¢ 6 23 5 18% ,HBsAg W2k 2K 1% , 285 4]
HBeAg [t CHB (A EHG R ACEEIIIFAEAL ) [ 4232 TAF ()T
48 Ji,94% ¥ f23% HBV DNA < 29 IU/ml, ALT & % %%y 83% ,
HBsAg IMLIETH I N 0; 4KELE9T 2 96 Ji,90% 35 HBV DNA
<29 1U/ml, ALT & # %} 81% ,HBsAg MTFIE KT <1% .

96 JENATT W], K (12% ) Bl (6% ) R 55 (6% ) 2 fx
WL RS TAF JA7T 96 & JE 8 o647 M AE 14 15 2 1

TR ( -0.33% . —0.75% )& F TDF( -2.51% . -2.57%) ,
P 227G G241 (P fH <0.001) ; TAF {857 /5 A5 1 /N
FRIE it 3 (estimated glomerular filtration rate,eGFR) “F F& %) H v {H
WALTF TDF( -1.2 mg/dl vs —4.8 mg/dl,P <0.001)™
12.1.4  Htezhdy B K E (telbivudine, LdT) A P 3% eGFR,
(BT 25 3 s 1 o LT 7 BT AL 46 th B R
BRI A (PR I FRER ARFPUR SRR T R B L 380 o
12.2  NAs 6938 #0130 85 N B W9k RUIG T 25 259 (ETV
TDF \TAF) 697 . AN ADV Al LAM FF HBV & AP
FIRIT

TEFE R FEE E B 259007 10 B, L SR s Gt 25 245
Wy, Viith—#5 BT 25 ABs: . A ADV 35, @t ild f ETV \TDF
B TAF; i LAM 5§ LdT 2, #8030 F TDF . TAF 5{ ETV; %4
LAM 5{ LdT fif 25 , #e H] TDF = TAF; {45 ADV i 2535 4 H
ETV TDF 5§ TAF'*7 ;54 ADV fil LAM/LdT J4Y7 % , #Fi TDF
5 TAF,
12.3  NAs 25 o 77 5 A= 4L 22

12.3.1 ¥ n &k SRR FERSULTN 25 259, X
ETV - TDF .TAF,
12.3.2 &y F  FEWHEI HBV DNA E &, LU K & PR

TR, IR T HBARIT (K 5) o X T NAs KA1 25
L BUN TR - « BEREIRIT AR
RS BHEH(BR) KD IEE

i 25Fh 2 HEF 259

LAM 5§, LdT i 2} ¥ F TDF &% TAF

ADV Tif 25, Z FiA i LAM 8% LT ¢ Jf ETV [ TDF & TAF

ADV Tif 24, A% LAM/LAT Tif 25 ¥l TDF =% TAF

ETV Tit 24 ¥ F TDF &% TAF

ETV F1 ADV i} 24 ETV B4 TDF, 5 ETV
45 TAF

T LAM oK J g s LAT S LR AE s ADV BT AR F5 R ETV
B TDF S s B it 45 e s TAF e SRR Iy i 45
12.4  NAs 355 th %

12.4.1 & atatdgsmtgsn (1) EYbrebs 254
ALT AST L& HE A (2) W MIME Fir sy £ 2
A HBV DNA &l HBsAg HBeAg 41 — HBe; (3) MR 41 95 1 7
SR IR I LT K S i 8K VB N T RE S (4)
JF I TG B 2T 24 Ak A 4n PR REE B (300 22 5 (5) 24 ETV 1 TDF ff]
T LB BREE <50 ml/min (#0355 98 50 & ; TAF T L
BB R <15 ml/min HARESZE T 09 B34 B, ToHEE R & 3L
RIEHITCT R E

12.4.2 Bpkiz & XS RNE R A 2 A
Fk REERALYER BTHE A FEL, MREE AT #
Bl 4524 P RE S B0 IRURS: , 32 s FR RO

1243 SRAXELRRERBATAG fo L2 NAs PR 4
PRI 2 BT, BAE I R A 20 L R L AN B
MR NS T REAS 4 (IR TDF ,ADV) {44 B (IR A
TDF ADV) L4/ RSP % (IR LdT) (FLERER 5% (IR
ETV (LdT) , 35| R . EEUAYT BT 40900 m) AH OG0 5, LA R
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XU o X yE S v H B VLT  JUL R Dl L I 2 1t 7K - 1
S TF R AR I R BN 4 B B AR 25 VR VLR ) B
SRR R VIS, — B2 WEiReAs & LR .
SR FLRRAR T B 45, N B 52 2 sl ok B LAt 25 40, TRl wsf
45T BUR AR BLIA YT T B,
12.4.4  wpzh YEml A AL 22 B SRR 25 25 90 A B P, NAs
KIAVARYT BT 24 A B KR AR, A SR AR AT i R b il 3R
HBV DNA & S HI8Y7 P RARME T & > 2 1g 1U/ml, HEBRAR A
[ , 35 S 45 T RaR YT , -T2 A0
13 FHE - i8fT

TR E EHEHE Peg — IFN — o FITFILE - o« FHITIAIT S
13.1 Peg—IFN — o 3697 89 5 B A FF 3K
13.1.1 Peg—IFN - #i& 82857 LWL H.OMPLA RIG
PRikE M @R HBeAg B CHB f % 5% Peg — IFN -
o —2a mf [E 7= Peg — IFN — o = 2b JRJ7 48 J& (180 pg/ &) , 15524
K17 24 J& ,HBV DNA <2 x10° IU/ml i} & 4= 24 30% ,HBeAg
ML 564536 30.75% ~36.3% (Hih %4k ALT >2 x ULN H
JAYT 12 JEIF HBsAg < 1500 1U/ml 35 1] &1k 68.4% ) , HBsAg %%
RN 2.3% ~3% 15245 3 4 HBsAg IHBRH N 11% , Peg -
IFN — o - 2a JAJ7 HBeAg BIPE1E M HBV 4% 2 (60% Jy W
A48 JE e 2k 24 &, HBV DNA <2 x 10° IU/ml [#) % H %
N 43% 1255 T 48 JAI Sy 42% ; HBsAg T4 J RAEAF 2 HE VS
24 J& 3 4F 5 AEEAY R 3% 8. 7% F1 129 11301

Peg — IFN — o J&¥7 24 JEIH} ,HBV DNA FF§ <2 lg IU/ml .
HBsAg E5 > 2 x 10° TU/ml (HBeAg [APEZ) 8t TR <1 g
IU/ml( HBeAg B3 ) , @45 H Peg — IFN — o JAYT, MH NAs
hyrerel
13.1.2 Peg-IFN - 5 NAs B&4-76 77 % NAs 43 CHB M
HPRFE SR NG Peg — IFN — o W] {15873 £ & 3R
IR " o IAYT AT HBsAg IR ( <1500 1U/ml)
YT HBsAg [ T R (12 J& 2% 24 JE iF HBsAg < 200 1U/ml
BUNRE > 1 1g TU/ml) (83 BRGIRYT G HBsAg AR 1 K AR %
Bt AT IR AR R T R R A A R
&, A — 2R
13.1.3 Peg —IFN - o #— % 4% HBV 48 HCC ¢4 % A %
119 %f #0137 F Peg — IFN — o 5%, ETV 3897 1Y) CHB 8%, bfiijy 5
ERIL, K Peg - IFN — o JGIT I E 5 4F NI AR kA HCC;
MR ETV QYT HAEREVI SR 4.5 AEBT43 A 2 4.1 il & A&
HCC, SR % 1 5 0] 25 5 it 8 L (P =0.36) "7,
73— 4% 682 (2R F] NAs 430 5] i Fi] Peg — IFN — o HUfl 5§
ey NAs 367 B9 IR R, 78 T A Bl N [A] 5. 41
AEMFEE 31 il A4 HCC, 3552 Peg — IFN — o JRYT L E 1 10 4 R
it HCC KA W BART NAs JGITHE (2. 7% 1L 8.0% ,P <
0.001) . Peg—IFN — o 7EFEAIX HBV A#H2¢ HCC &A= %5 H MY 1R
FEARH— L IRATTSE
13.2  Peg - IFN - o #mA /7 AWM B £ IBITET T
2 .HBV DNA <2 x 10® IU/ml, ALT B /K [ (2 ~10) x ULN] 5§
JFHARAEIRIE G2 DL [, A 8 B B [H B, L2 ik HBsAg 7K

(<25 000 TU/ml) ‘®127 1102150 ot o 00 B 1A 2 i A
(qAnti - HBe) 7 fik 5 7K S0 JELR 155 1 5 B S T 1
H 4 ( signal transducer and activator of transcription, STAT4) iy
rs7574865 1% AR I RS RUBF (9 BUN AR o Peg - IFN
- o JGJ7 12 AR ) HBV DNA JK-F- HBsAg 7 £ Iz Ho gl 5718
A, 1704 2T

13.3  Peg —IFN — o #9R B R B JL 4k zplo112-113]

(1) WIEFELR G AE B S VR ALZ T 55, W] 7R BE R 5 T
MR - o BTG AR

(2) BRI PR 5 <0.75 % 10°/L A1 () /i
B <50 x 10°/L, B AR 2R M s 1 ~2 JJS 4, il i,
BN E R PRI TR <0. 5 x 10°/L F1 () 1 /Mt
<25 x10°/L, W TS FA T 00 38 0 % vl ML 200 15000 J e
K3, AT R4 i 5 Y% ) 3% IRl 7 ( granulocyte colony stimulating
factor,G — CSF) BORL 4 g . 10 20 i 4 7% )3 X 1~ (granulocyte
macrophage colony stimulating factor, GM — CSF) J&J7 .

(3) G S A A8 R B AR IR AE o N HERT TR, 45
I 23 RV O BT T B RHE I E— 221270

(4) A B 0 B I E SHuiR, (U0 B LI
FFRBREI PRI /M T Rl b VB o 3 B 28 X
KAT R MR GELL BRI LB AR AE DB A CR = B 212
L2, T EE N

(5) HoAts /D WL AR AS B S < 4R 190 Fp 4 ]SS P it 5 W 13 e
B BT O ML O AR SR, A I T ERTRYT .

13.4  FahFinsr ek gaglon

(1) 2 A IUE « SR O B 0 P9 A7 e 3 RS o s (AR
43 B B H A S S ) R RS 1R A R AU T
TfiAl AR 1) BB e, " E R LI BB o ) R
52 BEL A S5 Rl

(2) FHXIES ZAE: AR AR B0 , BEAE S ARAE 58, A 42 1l i) b PR
9o 1R L oo FUES o

HEFE W 9: HBeAg [HPE CHB {2 R F ETV TDF 5 TAF 7,
1BYT 1 4E45 HBV DNA fIRTALI N B ALT 52 % F1 HBeAg IMiLi%
SRS FRILIENG Y 20 3 4R (RERR 6 S H &2 A 1 O 5P Fr
A A IR AL SRR IR R R (AL o

HEFE MR 10: HBeAg [ CHB [ R Peg — IFN - o HI 7
BIT . 1697 24 JEIIE, %5 HBV DNA Ff# <2 lg IU/ml H HBsAg
SEH >2 x 10° TU/ml, #1345 Peg - IFN - o J8Y7, 2 NAs 74
JP(AL) . Peg —IFN — o FRUEE 1Y7FEN 48 Jil, W] LR 45 55
T EAE TP RS (AR 96 T (B1) .

HEEEN 11 HBeAg [f 4 CHB H % % ] ETV | TDF = TAF 4
T, @I HBsAg 142K H HBV DNA #IUA B 5425615 (A1) .
HEEE M 12 HBeAg A CHB B 3# % Peg — IFN - o HiJK 7%
VBIT o JAIT 12 JEB}, %5 HBV DNA Ff#% <2 lg [U/ml, 58f HBsAg
e T <1 g TU/ml, @5 ] Peg — IFN - o {7, 20 NAs
IRI7 (BL) o ARCEFIRTF R 48 J&, AT LIAR 4 o 1 15 22 4
KSR, (EHAN TR 96 Al (B1) o

HFEER 13 AL CRFR AT AL 8, HE72 R ] ETV 'TDF
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o TAF BT KON 5677, 3R H Peg - IFN - o AT, HT
TR S BRI (AD)
WEERE 14 AR 2 BT 46 WAL 0 3, 475 R ETV 5
TDF KH1697 A5 TR ZIATT (AL) 3505 0] LIS TAF 38
JT(Cl),
14 HAftias

Pt HBV A7 AT FRAIE HBV A I RAE A %2 2 3, A% HBV
FI36 HCC {4 2 4 0 s B AR A7 6, S48 HBY S % i 1
WHRATFIE G, HAh, A Pg SUaAL JRAT Bref il 5
TRELIRTT o
14.1 RE FRENARIFEF  HBV BILE S S3UT 40 28 5%
PR PE 6 P 0 T TR A T AR H SRR K R
TRIFR) 20 A 60 G T g 5790 A0 L I 45 LA 47 4 0 SR AL A A
PO EEAE AT SRR AT I A A 440 0 T I 4L 4R 48 i ) .
sk ALT /KB T 2, ol AR (AR B 2 Rk £
14.2 AL T ST 257 3 N2 AL L AL
57 HVRROTE Fr AR AE AR IR F 45, 8 3 S50 Al PR AT 52 v 2
SR LT ARV E T O % W S 2T 2 Ak sl A A 8 3
AT LA o {H 4 5 22 ot B AL BB 58— 4 B i L7
TR AT
15 {814 HBV Bf& i MiFn e i w21

15.1 [20H HBV B Kk EFEEsh1 HBsAg B kA £ 0
Fr 8Pk HBV #5725 DR AL TS gt 52 30, 3 BT 6 R

S Bl AT R R AE , EL IR 5 O B 1R 7 ORI AE, B
PAH BEAERE AT DR TR T o (0T 28R, — 070 S e i 52
WY AT AE 2 o A G BT BRI BT 2R 05 3. ARG Sk
HBsAg #H7IR A AL T G5 45 1 39, (HL A5 45 & ' i HBeAg [ 1k
CHB fy I g, HARHWIBE DI /54 & A= HCC HYXUES: .

P, M 1 HBV HEH7 IR S ARG Sk HBsAg #5H AR 1Y
BE WA 6 ~ 12 H#EAT W ML AP R iR
S NEH T VI R B R A OB YT s @ N e AR - N
TG AL A FF PR REATT 1R, S IR 31A)T
15.2 #gmdesyr 2P e En  HOWREIRYT AR P i g
SIS T I G R T 99T R T 2GR, L T 245 1§
DURIAS RO o
(1) N Peg — IFN — o 1 (8 ML MUK & (750 1 DA

~2 AT G RERRA 1) I E e (B H 1),
PR IR RE AN ISR EASN (5 3 S F 1 ¥k) ,HBV DNA HBsAg,
HBeAg Fl4T - HBe %EfERRIN (45 3 A~ 1Y) T HEAE B2 {0 0 5
(6 AN H 1Y), MR TRR S o4 1 HR Jif 2 A0 25 (TG ATt
FREO AU AL R 3 A H 1R, b B 55 CT
TR MRI D)L & B HCC,

(2) N NAs 259 8 - I H R0 T IEAE 9 2445 ) \HBV
DNA 7+ Fl HBV L35 2 b5 259 | JFF Ik A 8 (000 7 45, 4 3 ~ 6
ARG 1 s 1P A A A R i AR S (O AL B 6
AT U R 3 AN H 1) 5 b ZEIF O 5 CT i 5
MRI DU 8 HCCo SR TDF 5, % 6 ~ 12 A~ H AR 1 Ui
WK VB DIRE A A PFE T I RN R AR AR

15.3 HBHEGITFERIGHIT JEITSHE G W5 25 B it
T PIRETT 0 E 0 PEAS B B2 V8 7 A 7 88, W 9 ot
JELL I HCC 1 & Ao BRI, A8 B FE PR 82316 77 o Fit v 2
EARAFI s AEAS 25 a0 3 A H R AR A AT 1 FE A 4k
2edebt HBV IS 24RE M HBV DNA B4 2583 AR
WL R ARJEEE6 A H A 1 R JEIH AL B34 75 1 6 4>
FVAT 1 YR N 75 G A 0 P O e 55, S B Ak i o T 4 3
AN ARG Yk, L A CT sl MRI DL % 3 HCC,
16 HHRABABRSAETHNERER

16.1 BARESF

(1) CHB g% .5k ETV .TDF 5§ TAF 477 48 J& ,#: HBV DNA
>2 x 10° TU/ml, HEBRAR M AE RIS N2 22 )5 , 0] PR % NAs 3697 )7
2 (SRF ETV & ¥ A TDF g TAF'®'®) 2 TDF = TAF #
B BTV, 8 2 M2k & ) o ol IR Peg - IFN - o
BIT

(2) ZTURFJ BFAE AL B . R F ETV (TDF 8§, TAF J477 24 J&, 45
HBV DNA >2 x 10° 1U/ml, HEBR M M FIRG IR 22 )5 , 2 1L 2
NAs {697 7 % (R ETV # 0] 2 H TDF 5§ TAF, % H] TDF 5§
TAF Z 0 ETV) , 85 2 R 25 9514 48 (ETV 3% TDF 5§
TAF)

16.2  BAE R fe o mdpHl A6 77 60 &% 180 HBV &
YL 12 MR AL AR YT B 3 ) R I6 Y7 A 7T RE 50 HBV 1
WE EE A S B EBEET, 20% ~50% [ HBsAg [H
P FL - HBe BHYE % 18 %, 8% ~ 18% [y HBsAg B 1 . ¥t -
HBe B IR B e IRA YT 5 & 28 HBY FRs e
TR B B A 9T T A R IR 2 B R TR RS R A
AL e vk FH 3 4K IR 25 9 ETV . TDF 5% TAF i
JrHe T

A e 2R 7 B e B R AT I R R AR TR YT AT
N LT A HBsAg Bt - HBc,

HBsAg BHM:# B L AE TF il FH S e 4 i 390 B Ak 23R 7
22w GEE N 1 JE) s8R 5 2Z 8 iR NAs $U0% 836
yrier e,

HBsAg (¥ Bt - HBe FIPE %5 HBV DNA BIPE, (175
FHEAT BB #ERYT " 5 A0S HBY DNA Bk, i 4 1 ~3
A~ H Wi ALT 7k 5% .HBV DNA F1 HBsAg, — H. HBV DNA &
HBsAg ¥R B, Sz BA shiome sgayr ™).

HBsAg [T $0 - HBe PH%: B, 25 8 B 41 22 se pe 471
PAREE AT 1 T A0 R A, HBY T30 KU i 171 a3y i
Bk RO 25 gy e e e T

NIRRT G M A9 CHB sk AT fk £ # , NAs $t
SREE YT R BT W R 45 24 U] 5 5 CHB ml iT A b j8
FAT o Ak G it 32 F1 G 8 45 il AR 7S 19 98 1k HBV YL B,
o, HBsAg B4k Bt HBe BHE 75 22k Fl NAs HBh 167 10 i 3
TEAZEIR T G P 300 7036 97 45 RS, L 4k 22 BTV TDF 5§,
TAF 7 6 ~ 12 A 1010 xR B 41 3 5 B oA o
HEAT RS LT 20 I RS A A8, 78 S e IRy T A R 2 18 A4S H
J5 97 T % e g5 P NAS' " NAs 45 15 AT RE 4t B HBV &2
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KB GEEAL BRI DT 12 A H R 1~ 3 A4S H W HBY
DNA,

16.3  JedRA KA oUAL 2 WA B o A T R £ 1 34 7 i A
HBsAg, 4f T HBsAg FH{: % 2460 HBV DNA™ S 3 F A7 i
R EEVA YT IS NLTIE AR A, AT E AR UR AT Peg — IFN — o JRY7, LA
HFEATURTT 6 A A 58 MUAYT o FEIRYT W] N R B AT 4 1) bk 22
Fi . FANIE A IV FH Peg — IFN — o 33497 260, 7T 5% ] TDF 4t
FREFIAIT o AT AR ORI & Y2 W CHB By B3, H9R Y7 b
JER %58 CHB (3%, nl i i TDF $UIs 8IRY7 o M URAT 84T Uk
0 6] T IR B0 2 25 40 19 CHB Z 7= 10| 77 I o 4k 22 906 2
TRIT ARG B N AR L, D R AR S IFIR YT O R i S 4
FAFA NAs 5% Peg — IFN — o k223477 -

PR EEIRYT IR 2 AME R 1 28, 25 I FE IR A TDF, 1
ARSEAT R 5 #5 IEAE IR BTV, Al AN R AT IR , JE U ol TDF 4k
SRR A IETEHEZ TR E - o 107, U0 2 A K 8 743
TN XUR: , Fhy L A 2 5 A 2 AT IR, 45 R A S A O ) 46
TDF 597 o

M3% HBV DNA /K & B B RE = fa B &K kb f5
HA40SE HBV DNA &8 >2 x 10° IU/ml'"™ | @i fE 5 #7354y
a3, 7E LG R R SRR b, AT URES 24 ~ 28 A TF RPN 5
A7, W TDF g LT "™ 53 B TDF i, £ 3108 55 A 4%
BAE

GaETH 2 AR NAs A28 00, o] Fr=J5 B 20 s IR A 1 ~ 3
A A G, 12255 17.2% ~62% [ B T Rs & A F 415 50,
HZ kA 24 WY s = 5 Wil . ol F =5 4 ~ 6
JEV A A2 P A Ak 2 46 b & HBV DNA | 30 B4 9 4k 2 36 A
EH L WE3AAEETRE™E 6 A IR LR RIG ),
HWHUR TR -

BB E VORI E A TR - o« RTT

(MR NFEIE 25 6 AN H Oy il %5 AR & 5 1 NAs Bk
BEIAIT I MR, H AT JCUE P R W NAs 36973 IR R
SR, AT TE S R S TR N A .
16.4 L& &4 JL3E HBV YL A AL F s il 32 19,
AR EHREIRIT . AT CHB s 6 Ak 2L, B B B0 2
BT, JLFE CHB BFHHUREEIAYT W] B B4 HBV DNA &l
i ALT 42 % % ) HBeAg L3525 55 He R R % 18 K 0]
YT 2 Ak R T 2k e A

H BT 2% £ 5 25 5 B 45 2 )R) (food and drug administra-
tion, FDA) it I F L8 B #FRYT W 2 45 88 TR -«
(=1 % ) ETV(=2 %) f TDF (=2 %, B{kF & = 10
kg) & FRECHUME TAF I TFHAME(=12 %, HikF R =
35 kg) , Peg —IFN — o —2a HJ i F =5 % CHB JLiE,

ALT F+ 5 1) HBeAg 4 CHB JL # i 2% v] % Fl A BT 2
B8 TPE R - « B Peg — IFN — o - 2a 37 LASE B HBeAg Il
W WA e ETV TDF 88 TAF 3897, %58 T4k
F - o T LB M R B 8 3 K, Bk 300 7 ~
600 J7 Hfifii/m® 1A % 1 AR, 5 KBS B 3 1000 J5 L4 /m®
PRFTE B HEFRIT A 24 ~ 48 JH] ; Peg — TFN — o — 2a B 5

180 wg/1.73 m* {4 % 1 B, ¥7 F k48 JHU™ . ETV . TDF &
TAF 5l &2 B 95 [E FDA \ WHO #fE 72 2 W AAH ¢ 25 97 156 B 43
(%%6):8']90']93]

R6 EFERAGH(R) XGNEEFHE

21 Wi (kg)  FlE(mg/d)
ETV(4E =2 %, HiA &  10~11 0.15
=10 kg; st >30 ke, #R >11~14 0.20
NFH) >14 ~17 0.25
>17 ~20 0.30
>20 ~23 0.35
>23 ~26 0.40
>26 ~30 0.45
>30 0.50
TDF
Fik =2 4, Hikfii = 17~ <22 150
17 kg, AJ R i 5% 22 ~ <28 200
28 ~ <35 250
=35 300
=2 % AT =10 10 ~ <12 80 (2 4])
kg, ANRE LR 71, ATl 12~ <14 100 (2.5 %))
FAAA, SRR HI/ANAT 400 142 <17 120(3 A7)
mg/"] 17~<19 140 (3.5 %))
19~ <22 160 (4 A7)
22 ~ <24 180 (4.5 A))
24 ~ <27 200 (5 A])
27 ~ <29 220 (5.5 %))
29 ~ <32 240 (6.0 %))
32~ <34 260 (6.5 ~])
34 ~ <35 280 (7.0 %))
=35 300 (7.5 A7)
TAF (k=12 %) =35 25

T ETV S BEF 5 5 TDF S B SRR Brid b 5 B TAF Jy 8 e 7
(e R

YT ETHE - o 3 Peg - TFN — o - 2a A7 R LM
HBeAg [filii5 244 8, HBeAg [ M) CHB f L K i fk 8L,
AR NAs 38977
16.5 Wohsedith®d BIRGSERNRATEUT 14 8214
P RACEYIATREAL eGFR <60 ml/ (min - 1.73 m* (AR 4
TIAS R e B R SR AR PR 36 Bl B /R 5
WA T2 s P32 SRR T A ™ o YA AR B I
TG XU | 7 FHAT ] NAs Hio o it 354 7 Wa 00 Th B A5 1k
e ADV 5% TDF 597, JCit (B8 & B A6 B e 1 e FE XU
AR S S WO S LT ek SR 1

VLB G 2 D RE N 4 s 2 B AR T Y R
H L HERE ETV 5 TAF fE o —£50 HBV JRY7 254, s AT AR i g
T 2 B LT 3 47 $i % 8 38 97, A =L ADV 5%
TDF' 7 HT E T NAs i, TAF 26845 3 HIV &L 1 2
# eGFR=15 ml/(min - 1.73 m’ {RF AL BEASTHE A2 7, 3
fis NAs 7E eGFR <50 ml/(min - 1.73 m> &2 AL B 00 55 6 4%
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YRR, HART RIS 7 B S WU T

XTT HBsAg FAVER B B4 8, ATk F] ETV 8 TAF /£ 24
BT EAIT 2590 B T AEAERE I HE = B XU , B B A 8
L RE G AT TR TR — o 5 Peg — IFN - o JRYT o

HBV AH2CE/NBR B 5 R i NAs FURFRIR T, A7 3T
ETV 5 TAF!

BN ADV B TDF 71005 3E 3697 1Y 838, 2 & 4 T il
WP S A7 A FLAb s KUK B, B0 ETV 3 TAFT
HHEER 15: CHB B & N ] ETV TDF = TAF J& 97 48 J&, #F
HBV DNA >2 x 10° 1U/ml, i B {8 A P R R 00358 22 5 , BT 4 4%
NAs J4J7 (i Ffl ETV ¥ TDF =% TAF, i fj TDF =% TAF %t
FHETV, 52 Fgi B &) (C2) o AT LABK G Peg — IFN -
a JRIT(B1),

Z R4 PR AL 2.2 1 ] ETV TDF 8, TAF J477 24 |, %5
HBV DNA >2 x 10° 1U/ml, HEBRAR M PE RIS IR 22 )5 , dt W0k
NAs J4¥7 (i Ffl ETV ¥ ] TDF =% TAF, i fj TDF =% TAF %t
FHETV, 52 Fgi PB4 ) (C2) .

EEER 16 i 20 =ny7 S il na sy r i kG
TRYTHTHER AL FLO £ HBsAg T — HBe(Al) . XFF HBsAg [ATE
H L TETF I S e R M A6y 25 A0 1 R SR B AT B
FRIT (A1) N ETV TDF 8¢ TAF(B1) . %t T HBsAg .
Hi - HBe PHYEH ,#HF B 20 H B v e hT (A s A 7 34 1t T 40
oA, @ A ETV TDF 5 TAF STk 267 (B1) .

HEFRL 17 181 HBV BRYL# e & 05 B AT IR , sk AT 9R B R A5 Bt
R BETRAE BT, 78 38 43 VA 3 I A W S, wT LU A TDF 3397
(B1),

EER 18 HURERAYT IR AR B2, {4 H TDF 3597,
AENIREE AT O 25 () BTV, Al 2R 4T R, 321035 A TDF 3397
(B1) o #NHTHRERIAYT BB ZAGR B 7055 HUA , th 3L
e R ARSI , A ARSI IRNAS ] TDF J397(C2) o

WEE 19 TR 58 HBV DNA & >2 x10° IU/ml, 7%
A3 VE TR I W R LA b, AT P AR URES 24 ~ 28 T UG W
TDF 5, LAT HUREERYT (AL) o B AL 52 11 Z2 18 7 5 H)
81 ~3 A HAE2, WA TDF J 7, B3R IR A 2 48 R
(C2) . 15255 M 25 3 A A R AT IEAE 9 4k 2% F1 HBV DNA
bR, HEE 6 N, KA N4 238 R S BVS Sh0% B
HIT(A2),

R I 20 X T Ji 1 5 sl R Ak AL, R R B 3R AT B
BRIT HHEZIERKINAIT 2 et K 25k m i, 1 2 &L
FILEAE R TINR -« 1697,2 KU EJLE AT %
ETV =}, TDF 547 ,5 % & LA b JLZE W] 3% H Peg — IFN — o —2a,12
% R VLB LE R TAF 3697 (A1),

EEER 21 A2 F I B F D REA 2 EEZ E IR
ST HEE ETV 5 TAF fE25 —441 HBV 3GI7 254, sl T 4
P REE DLk T LAT ST B B IR 7, A BN ADV 5
TDF(B1) o X TA7 75 B WA 45 = XU ) CHB 8 25, B AT
il NAs fis 5 1 #2255 W0 & Dhge A2 ik, & B ADV 5
TDF (1) 35 A V5 I v B o A 7 v 1 XU T, s 180 i P

ETV 8 TAF(B1).

16.6 HBV #= HCV &3 B # &  JIif5 HBsAg PHM: 3 #80 f
P - HCV, @y B, W afE— 254 HCV RNA &/, HCV
RNA 5 & B & 5 % 0 B BP0 8 25 49 (direct acting
agents, DAA)JRYT . WWBERE A LA HBV FEEIE 09 XU, B ik
TENL FHHT HOV 3RYF IR RS 25 )5 3 A H N, /@4 ETV
TDF =, TAF §iJiaEiA77 I+ 2 ) Wi

HBsAg [T #T — HBe BH:35 )i F DAA 897 4 B I & 2

Rt A HBV T30S B9 XU, 2 04 A Wi 7% HBV DNA 52
AN HBsAg, 47 BB , s YO R AT
R R 22:HCV fil HBV & 3£ Y5 1 H DAA J5¥7 HCV #f,
4 HBsAg P, T 457 NAs JGJ7 LA B HBV TG, DAA &
JTEE R 12 JHJG , w25 A5 1 NAs 7597 (B2) s HBsAg [ it -
HBc [HH:5 B A DAA Hi[A], 75 % ) il HBV DNA Fl HBsAg &
i, A PRES BN NAs 3397 (B2) .
16.7 HBV fe HIV &5 & &% i CD4* T Bk E 40 e /K
SEqeT, REESEHT HIV B 2387 TR 1E, B BUR BB st
SR EEIR YT (anti retroviral therapy, ART) , HIV #l HBV & Jf
RGN YA TT 2 Flops 258y, 36 2 Fhbt HBV 36 PR 25
Y1, ART 7% NAs $EREHETE TDF X TAF + LAM S {5 1 5 b i2
( emtricitabine , FTC) ( H:"* TDF + FTC J TAF + FTC A 4 575
#D) o RIS HBY H2CHE bR, W HBV DNA JHEAE 9
fe2fd bn AR A F8 PR A HEAT 5 . X+ HIV fil HBV &
FRER YL, NERUGE RS 1 Fokt HBV A 54 NAs(TDF |
LAM ETV LdT ADV) ¥ J5 23697 L B JF 4%, LAk 15 5 HIV
X NAs T 25 e )

TEHE, FRA A (1) WIEERE <60 ml/
1.73 m* (R F ) , A RELE £ TDF 88 4 TDF 7l &,
(2) WLEFFRE 2% <50 ml/(min - 1.73 m® R FHH) 1 >30 ml/
173 m® (R F WAL , 1] % & P& TAF + FTC (5§
LAM) () 7 %, TAF i K@t R+ eGFR <30 ml/(min -
173 m* (R F M) B, (3) AHEMIH TDF/TAF i, 7€ ART J7
M EERE LRI ETV, (iR W1IE 24 - n HIV I HBV 4 3%
Jeig IR IA L, @ WU AL 5 LAM( 8¢ FTC) + TDF £ N 1)
S EZTDE S
R 23 :HBV Fl HIV G IF e , @ SGEFEXT HIV Al HBV
WA IBURT A G (A1)

16.8 HBV ARX AT %38 &4 HBV MHX 2N WA BN
PR Vs 8 1 SE % &, #7 HBsAg BPE, @800 FHHt

Bt HBV 677 7] s HBV A8 G182 i 24 I 2 9 (acute — on
— chronic liver failure, ACLF) & #A WS 222 L35I R
G P%-SIIESE BTV f LAM 3] 4 30%A% ACLF (gt R, %
MO R, ¥R HBV MY ACLF B, ETV
LAM, A7 /INEEAR I FRBFSE 7 > % 31, LdT 1 TDF 3357 HBV
A5 ACLF W3R25 . 5 TDF Atk TAF 7E SR FFHI0G B2 I7 5810
[ T WA M 2 (ELR: TAF AT T8 38 1 s A TIE 4 1
AHE ., R E HBY DNA i@ K2 30T 9 e p ™

(min -

(min -
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#7 HBV DNA JE /KA 2 ~4 JHNRE TFE2 1g TU/ml, 85 A 7R
AT 20T e 7 24 W O e B R R A I T 25 69 NAs
(ETV TDF 8 TAF) ™) P8 i K & e , Yo 2R IT B K
PR

HFFE I 24 . HBV M C 2tk W &M 12 i &k Fn g v 52 8
B A HBsAg P U0 ETV  TDF 5 TAF 4% % 167
(A1),

16.9 HBV #48% HCC #% HBV DNA M HCC £ E 57
Pt HBY 697 AT HCC ARG 1042 &, B A g R 210200
PURTEZG Y N e B SR ALY NAs(ETV TDF 5§ TAF) , Jozk
SIERERA A TIE - a.

HBsAg B HBV DNA B HCC (% 1232 HFE LI |

FF kAL 2236 7 A8 ZEAR SR YT B4 B b4 3R 7 i, R ] g
HBL HBY PG 2T @U# A ETV TDF 5, TAF #7405
HIRIT
WREEML 25: HBV 56 HCC M3, 4 HBsAg BIYE, g0
ETV TDF 5§, TAF #7400 ERT (Al) .
16.10 AP A4 &% B HBY M G50 (AL 45 T 3808
HCC) HEATHFRS RN, 107 4 B8 1 I HE HBY 7 8, ek /0 RS A AT 7
S HBV R o AR 7 58 T2 3 e T P A e 10 3 3 XL
PRI %, BV HETTH9 HBV DNA 52 K E,

U AEET HBV DNA & & B4, )R8 R 25 PR e LB AIR , T
FEAR TR R PSR SR i 25 59 NAs, B ETV ' TDF 5§ TAF, 1 pj
HBV P , A5 TG A HBIGE 7 | g T HBV DNA
B , D) T R 25 T A g XU v o A iR R ) 58 AR T 25 1)
NAs LAREAR HBV DNA 7K 5 A v 6 A N # ik 3 4 HBIG ; R
JEBR T T NAs, i 17 6 45 B2 TR 7 i HBIG 4545 0.5 ~
1.0 4F, 05 FRARSE BT NAS 22207230 gl A5 mFge ) &
BAERE H ETV 3697 (19 58 34 T 45 55 HBIG J7Y B A R W2k
MHFT LN T HAb NAs 259, 7% % 1) W HBY DNA 2453 i
25, SRR 7 % . AL TR AR G 42 2 B0 T 48 228 1 i
B 5 R AR T AE I PRV P 1 A
B 26 [ HBV A5 ML 47 AT R M %, 4 HBsAg [
P, U TR A T TT 45 0 F ETV TDF 5% TAF $EATHUR R IR
JT(AL)

17 ST AR R Y15 K 5] 51

(1) RIUREAN AT T % 5008 4 HBV J&& e [ 8K s R [ 9 11
bR EY

(2) BB 09 035 Fr 25 97 W4T — HBe & & K- 78 ALT K FIE
W REIRIT IR I EL.

(3) IR A AL T B2 Wrds AR 2E I8 SR 97 U T 380 T 4 A
B E

(4) R[] NAs KHAT PO IFRE LR K HCC S AR R 5

(5) 48 2415 NAs (I RAS bR AR W12 bR

(6) BF % LA R I AT (ChREVEIG 81 o EAR 19 QI 258, 380
FEA 25900 U ) 6 3 S5 T o

(7) P LS TH: S G (00 i 7 A 70 7 R
V) TEM BT 25 i Ak T RO AR B 5 L L I RS

)

E AR

medlive.cn

LT A PSR AR IR .

(8) G CHB 1 & FUEL =, $5 CHB R I ER (2 Wi R IR IT
AL AN RADIRIEE

HETR(EEREEHF) TR . ZH4L A4 KA,
HEFE AL BAT FEER TU®A BNT ETRE IR
FERATR(REREEHF): L4 2% . L84E L,
TREMAL EH. TR FRE.F ZIF. K LR KKK,
FRACAR TR R R E R R AR AL BA T EEAK,
BB REA AL FOE B ETR. B MEL,
HEGMEF Ek Ak

MEPR A EHEFARELEANZY R

Fiff FREEFARERFSAPTRESANAKREN R
BT BFF ARG HRE T EARRBGERLAEN, S5
A=A 3f A R3S 4R B T £ %6 &0, R B4 A it
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