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Guidelines for the prevention and treatment of chronic hepatitis B ( version 2019)

Chinese Society of Infectious Diseases, Chinese Medical Association; Chinese Society of Hepatology, Chinese Medical Association
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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rh A PR A S BRI 2 43 23 R 2% 43 22 F 2005 4R 41
WA KB ZHE TSR R P R4ER) (55 10 , 35351
T 2010 £4EH1 2015 AEHEAT T BB, G 4 A0k, B N AN oA
HBV S (1 Bl ANIG RAT ST HUS T Sk e, O S 4 3
18 1E L RUIT 5 ( chronic hepatitis B, CHB) iy Fi B  i2 B HIIG 7,
B 77523 WHO $2 H (1 42030 4EH B i 7 M IT R AR Jy R 3k
TS B H AR, R AR R

AR FE R B 7R B PR S U 76 CHB 151 B .12 Wi FIG 9T P 1
APPSR E IR AR SR AR , d AT RE 45 sl o CHB 12
AP Tl PRI I R 1 U 7 TR X e — AR 3 I, N 7E 7S
I3 1A KA ) B A PRUE SR A 0785 I8 AR 1 S H R
A b AR B 0 b R L PR 22 36 R n) R ) T R
T W T 4 iE A BT TR .

ATE B RUEIRSF 9000 A B F C =G0 RSN
LR 2 BIANE], ILER 1 (ARYlE GRADE 734 4517) .
1 RiE
(1) 181 HBV &y . HBsAg F1( =) HBV DNA FH1: 6 S LA E,
(2)CHB: i HBV $FZ28 e 55 59 AT HENE L S AE PP o
(3)HBV F§-# 7% ( HBV reactivation ) ; HBsAg [H /4T — HBc [H
P, 8 HBsAg BT/ 4T — HBe PR F 3 42 32 S e 0 3697 84k
2FVRYT I, HBV DNA 45 Rk 715 =2 lg [U/ml, 5 K48 HBV
DNA BAYEE 56 0 FHE, 5 HBsAg iy IR  FHAE
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TSR %%

RITCRE(A) e R A AT AR 2 0F A 45 5
fii

IR (B) il BFAAT TR PR 5 L 2
TE

IRRRL(C) SIS AT AR I P A4 5L, ELi%
FEA L AR AT s

e 5

BUER(1) I EIER O Bt 8 T AR TR 2
BBy IS RIRATT R, A B MNAHE 1

FHEA(2)  IEROMIZE AT R A (AT

IR 1 T L AT RE S AT B I AR S A L
A, S THARAF RS

(4)HBeAg FH %5 (HBeAg clearance) : Bt £ HBeAg PH 1) B &
HBeAg 1%

(5) HBeAg Ifil 1527454 ( HBeAg seroconversion) ; B2 HBeAg [H
PEY 2 HBeAg THZK , 471 - HBe 9,

(6) ZBINF 48 HE & (resolved hepatitis B) : B & P sk CHB 5
s, BN HBsAg #5722 F M 0 — HBs BHPE B . i - HBe FH
£ HBV DNA Ik TR ARA I T B ALT 75 1E#8 H

(7) 752 580 (virologic breakthrough) : 2 F (#2) JE U4 (nu-
cleoside/nucleotide analogues,NAs) I8 J7 4K M1 B 410 52 35, 18
KR WIEIT S LT, HBYV DNA /K S B8 97 o A% 1 T
> 1 g TU/ml, 5L B FS S8 B, OFAE 1 A1 )5 LA TR
PR S AR IE , AT A B ALT T .

(8) i B2 S K (virologic relapse) : AR T BE 7 N2 Y (#7155 24
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J5 L ARG 1~ H 2 Yl HBY DNA 3 >2 x 10° TU/ml,
(9) Tiif 2 (drug resistance ) : 7€ HL 95 B 1A 97 1 B o, 46 0 ) &5
HBYV i 2448 3¢ 119 2 B 98 A48, R hy ik PR 284 1iif 24 ( genotypic resist-
ance) o PRINIZES WOR , B B 245 ) SR P AR, O 15 BE IRt 245
HHSE, B0 2 BT 24 ( phenotypic resistance ) o £ X 1 R T i 75
250 I 245 58 X% 55 Ab 1 Fh ki L FR B e 7 25 4 1L IR
25, Bk 38 Xt 24 (cross resistance) . /D XF 2 FhAS [R] 25 51
NAs ifif 24, B 22 F i 2 ( multidrug resistance) .
2 FITIRFEMBE
2.1 AR HBV R R RAT (A [ X HBV &
P ATIR B 22 AR K . i WHO 0B, 23K AF 2. 57 {0181
HBV J&e % A9 Ho X P RSP 2 X 7 68% '), A Bk44FE
2945 88.7 J5 ANFEF HBV BRYLHA S P , Hovb HFEE Ak (5 30% ,
& 40 i 983 ( hepatocellular carcinoma, HCC) 5 45% , 3k [H
JFEEAEFN HCC B35, i HBV FFE0CE 0500 77% F 84% . 7R
T 0 A PG K 3t X — i A TE ) HBsAg W17 3400k 2%
(3900 J5f5) F16.2% (1.15 /241) . I HBV by Pk i1 T RE B
S AHAE , ZHOW 0 X Sy o 28 = 3w A T IX, DO IRRAT X

2014 4%, Hp [ CDC XF 4 1 ~29 2 A 2 BT 52 13 I
TR RS RE /R, 1 ~4 8 5 ~14 B F1 15 ~29 & A HB-
sAg FATRAY 0 0.32% 0. 94% F1 4. 38% )| 15 1992 4F 1,
BT 96.7% 91.2% F155.1% . #fkit, HajFE—
MNHE HBsAg AT Ny 5% ~6% , 18 7L HBV g 24 7000 J7
i, Horf CHB f25 4 2000 73 ~3000 J3 51"

HBV ZREBL I3 (A3 B R AN B A /NI 55 ) 0k 32l A%
o TERRESHHAE L2 BT 958 1 5o e BUAL T, HBY L1342
fEAE R E 4 30% ~50% ) Lk e B A ) it it HBV [ PR
SR AV AL . B 551 HBV DNA K75 58 A4 LI e
HBV KUK YIHH 5% : HBeAg BHE \HBV DNA 15 7K 435 148 2E
JUHE 5y R AR MERR D o N R M R B A G . A
SRR S N G eI IR T A BB, BE AR S n s Bz I
WOBHTIY B HCV e HIV e HBsAgPAY:H M ZE K,
B AT T B S AR S B 1) T A g N B R 32 4 T
YENBL NAR, L B AR AR 2 R 56 18 1 O 0 PR 8 3 S5 38 A 5%
i HBY e R T ok kL B S A% B HBsAg A
HBV DNA G , SREZE 42 S i, 28 % i sl il ¥k o o 1% 5
B RA . HBV 0] 20 14 B bk sl 2 A% 45, g 2 80
FLEIRFL B 55 A 5L TAE o i o0 2 3% 3 FH 30 200 0 2
zgle) 5 HBV @ & A TEpR B v e, 5 R 2 AR
8% B FEPEPEFT N, HUEYe HBY fakatkms

HBV R MPIRE A AL IE B . b, A %% TAE
AT, ANAE [F— A E TR (SR AL ) BT 90
0 A — 1 Ay TR — 2 TP 4 R R o T S G L YR R R T
fil, N2t HBV, ATk 24 M S IG HF 98 & % B HBV REZ
i (AR T ) A4
2.2 ik
2.2.1 By HBAB PR R R AR Z TR HBV 2R
BAMMIT . SR RBEW MR R 20 L, Hak

AL 1S B LUF R AR E e AR

CFIF RPN SRR HRD 3 51,788 0.1 A6 A~ HMAR)Y,
REERNEs 1 e e, 76 1 AN H M6 AN HBHESEE 2 £ f5E 3
Bt HeRh SRR 9% 0B R AT o B Az LR R A o L Ah
W = WL R BERTAMU H 3R L P R S LB MR A FE =
PLPSALPS 5o 2B BT 0 BT A L, AN AR AR M AR A B 2
JLJE A B S R IR A LR A IR AR, N A A A AR
TEPR S RS 1 & SR R

BE L BIRTRPER A R & . (1) A B 2 BT R
PERREIR 10 pg, AieEEsE HBsAg [t 5% (2) EATE G
FRLGP 5 ( Chinese hamster ovary, CHO) 4}l £ B JIF 4 9% 1 , 5 %
WK 10 pg 8% 20 pg, HBsAg [HP:REE A HTAE JLIEFN 10 wg; HBsAg
PR S BT A LA 20 pg.

NP 3 £ 20 wg H 4 BERE & B R 95 1 5 20
pg AL CHO 4 il & R AT RBEW o X e FE DI REAR T 5 JC M &
I I AR ) (4D 60 pg) AR X0 .1 16 A~ H
R P JC R B T A 1 41 60 g 5 3 41 20 pg ZRIIF R
LT 2 R R RIEW S 1 ~2 A G I 1L 7 BT
- HBs, UM TCR S, FTF4ERN | £ 60 g 52 R 2 BT 4 05
Wi o Befh & BT AP W 5 A iR 22 38 W RSO — il =
AR 30 AR R, — AR T EEHEA TR - HBs W e
SRARRE (X = A BE B S e DI REAR T 3 55 F 4t — HBs,
Bt - HBs < 10 mIU/ml, /] FEUCHERD 1 41 2 BT i) .

FRBYL T HBV W (A2 AE AL R B (] 22 b & U 5 38 W e &
Ay Bt LR R AN R R R (0.1 A 2
ASAFERE) CHAER R AT A ak

EANR G R R W s B B4 fik HBsAg FH 5 HBsAg
AT ERE I IR B, SR 5 e i T Sk A o o
2.2.2 FEAFER  XEIKEER HBsAg fHMES , N7 515
PR S FRUE ), AR E 24 L CDC i, IO H K pE
WA HEAT I HBsAg Pt — HBs FlHt — HBe K, X 5 Jk 4 4%
Fh R R PEW

HBV J& Y35 (1945 Y i % 2 22 B e F 1l 7%+ HBV DNA
K, 5L ALT AST FIAHLL 2K T, BIEARE KA
Fo A AR il 52 (A A% A A 1 27 35 sl , BRI HBV
YR EY, LR B R 2 W R AT R fE E W H
W o XF BT 98 5 A4S 5 B BB U 0L 15 48 1 HBV Jikye %
PR M T B 5 8 B 35 40 8 Mk HBV S YL 5 oy ke 4 5 At A 3L
FAE FIZUT] S S B AT S5, A% R ki | HE kA B A
W 755, e W2 B2 1 . L5 AR 03 s A48 D R
e S RIRTFRPER o
2.2.3 Wit ROUHET RN (R B A i E
REFSEEFEL) S A Bs B Jek Y A B P (9 AR ME TR ( stand-
ard precaution) JFU o BRSS ATV T F I3 & B BB 28 i A0
S A RN AR . AT HEE(R S HBsAg PHM:RE , R 2,
TR 9 2 T BRI 28 A2 28 5 7P AR 0 f IR 50 S B e, i
L%, AT HBV A il 5P s A 4% 9505 . X HBsAg
FEPE AT, iy 3 B = M s 2 30, R E I 25 1) 52 28 ik /D>
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ik LR EE TR AL
WEER 54 LB 5 52 B 1B
(1) X5 T HBsAg BIPERERAYHAE L ZE L AR 12 h R LR 10
g A FERE CRUITREERT TR 1 A 6 I 23 i A 2 2
FFHRER 3 4T CBUF 51 (A1) o
(2) X T HBsAg FHERERABAE L, R 2R 12 h R L5
100 TU & % jF & 90 5% BR 25 4 ( hepatitis B immunoglobulin,
HBIG) , [ IH7EA R RO Rl 10 g BAIRERE CHBINF R L, IF
TE 1 JTIRAN 6 J W 3RS 2 £H RIS 3 5 QAU IF R P2
AT HBsAg PRV R RIT A L3, THERNSE 3 41 T IFRUE
JG 1 ~2 A W47 HBsAg AT — HBs Kl . # HBsAg B
$it - HBs <10 mlU/ml, AT 4% 0 1 F1 6 4~ H S f 5 PR 3 41
AV RPE 4 UBsAg P, S Se - e, s ST (AT ) .
(3) X T HBsAg APERE R AT A L™ L AR BTt )L, FEE A4 12 h
PR LRSS 1 BF QAU REERIFI HBIG 3 1 TS, #4% 0.,
LAT6 N HARTIEM 3 B S RIE R (AL)
(4) FA JLAEL A 12 h (N HEERR C BLJIT 58 2 1 A0 HBIG J5 , W] 4%
% HBsAg P REEMHFL(BL) .
WEFFE I 20 TR BUR 52 L4 e O RUTF R P2 v e e 1y L
F NIRRT AR . B 1B 2 SRR A N =28 d, 5 2
FF55E 3 ST IRIFR E] B =60 d(Al)
WRFEER 30 TR RN SO0 AR, 10 e 4
TSI (A0 60 pg) FIET IR 4f 3 £H e P Jo 24 , il PR fh
1EF60 wg 23 120 ng CHINFREERT, I T4 2 WAt S AU AT
RPEW T 1 ~2 A F BRI il i BT - HBs, 4473 JC N2, w] P4
Tl 1 & 60 g A EER: LTI AIE T (AL) o
WHFEER 4: FHMEEE HBY & H BRLLUT Iy ik Ak 1
() AEf 1A BBl A2 e 5% e, R BG4 100 v B 3, P00
0. 9% NaCl i i , S8 5 FTH BERAL B (AL) o
(2) WSz RSN HBV DNA (HBsAg,3 ~6 I J5 A (Al .
(3) InfZefhod QBT 98 1, H 2 A9 - HBs P (i - HBs =
10 mlU/ml) 25, WA EATAL B, IR He b it SR 98 2 1, B
AR CRIRTRPEHT , (HHT - HBs <10 mIU/ml 5477 - HBs /K
SEARTEE WAL BITE ST HBIG 200 ~ 400 TU, [7] i 76 AN 7] 4 £
it 14+ CTUIFRBER (20 pg) , T 1A A F6 A H I 70 Sl Ar e
2 BFRNES 3 BT SR SEH (20 pg) (AL)
BB S SUNTEAW AT AF AU (A K A
B EERT , #E 4T HBsAg 470 — HBe FI#i - HBs §7i #5; % & f@ A
E 2 GO (AL 367 BUBUH IR YT ) B0 40 ] 77) 5
HARYL HCV 2593677 & HIV L | i A5 HBsAg 4T - HBc I
PU — HBs, X FIER , dBCERD SRS # (BL) o
3 WEF
HBV JEFET DNA %5 £+ (hepadnaviridae ) , J& 45 G ) DNA
R, HEHZL 2 3.2 kb, 7 AUEEERAR DNA, HAE DY 21 25 )
HBsAg HBcAg HBeAg Jpi#i 2R G A HBx 251, HBV ML 13K
3, {H 65 “CH 10 h b 10 min 25 RS AT KIE HBV, R4
LIt LI R CRRABYRAERT HBY WA B H KGR o
HBV 5 i AN E sl eg 7 - ZRafIERR - Phiml i iz e

(sodium taurocholate cotransporting polypeptide , NTCP) { >~ 3Z {4k
AN R A4 MS | #553 SUREFRAR HBY DNA 7641 g
P LATURE DNA SRR , 2EK IE5E DMBHNESE T 2R X, T I
L4 141 & 31k DNA (covalently closed circular DNA | cccDNA)
cceDNA 275 (F2) WK, e LA PO IIRS 5 3% , o) 18 1k e e
HEMEM, HBV W L4 A %5 EHF ., HBV L cccDNA S
M, 5 SR AULAASRIHC BE A mRNA, Hirr 3.5 kb R/ i SE B
2H RNA ( pregenome RNA , pgRNA ) B] B A S5 A I, IfiL i HBV
RNA JK-A] B 2L N ceeDNA 35 1, 31 7T BB S5 AR R 2
BIARIBUSA ™ HBV %545 9 Bl R (A 1% [ )
FIL R E IR R () ) 1 FRE DL B BER AN C SR Y
Fo B AUFNC Y HBV JER YL 25 BB BUEHE & A 2 i T HoAh [
R, C R SRRy HCC AH2G, HBV JE R0 555 ik e f T
ME - HITIEA K7, HBeAg BITERERX THE -« if
JTRIRIE B g F C B, A B D

4 BHRBEREFRHE

4.1 BKRx HBV YN E AR L EZRO T 5 A E 240 B
YERS, Horh HBV JRYLi AR I8 2 g g b i E R R Z —,
BAEIL 1 % LR A LI HBV R84 (kKUK oy 90% 4
T E AL T2t £ BT 9 958 v S B LR, HBV YL 5 22 [l A
B4l LR IR Y, HBV BELRH W A 4 RIS T B KA
P, TR E XS HBsAg FERE 3 8 42 L C A w64 fe s
(LTI RPETW A HBIG) %451t , B3 5% ~T7% #ik LKL
AR BEAS , o HBeAg FHM: 221l 7% ~ 11% , HBeAg [f]
PR 0 ~ 1% 277,

12 MEHBV R IL Y B 4R S0 AR B SR 72 — ] R 43 4
3950 B G T 37 30 (08 P HBY AR AR ) | i KR 1Y)
(HBeAg [T CHB) ey 5 i W1 (AE 15 3 HBsAg #5717 4R2) 0
THESNIH (HBeAg B4 CHB) , TL3% 2 (3£ 0L “9 1l IR 2 Wi 38
53) o HAEITA 12 HBV Ry H# AT L - 4 M. 4
AR 1YL HBV , 2 o i 52 3], B e AR ss i Bib

B TR BRI AR E AT B B Ak HBeAg LV 2F 364, 48 K 4
FH2% ~15% , EHE <40 ¥ ALT F+75 HBV A LR B H B
FEDRIR AR 1 A R % . HBeAg IS4 AR A
0.5% ~1.0% %' HBsAg 314", #1455 §.77%, HBsAg 152k
10 4F )5, 2 14% 1) f8. 38 FF W A 75 PT A M cceDNA, > 50 %7,
B A AL, 804 HCV 5 HDV gess, RIfF HBsAg JH 2%,
A AT BE A HOC R S A R AR

KAHHRFFIRYT CHB B 1 I AL A7 & A 0 2% ~
10% ) fER N ZAaE e £ CRIREER Bk R 2E HBeAg I35
Mt >40 % ALT #4273 %% (HBV DNA >2 x 10°
1U/ml) ,HBeAg 82 HPER | C 3LHE A, 4 3F HCV \HDV =% HIV
S, DI B4 A T A5 1R 2% (g i e B ) ) £
U6 Ak i R A R AR I I A LR #6h 3% ~5% |, SRAREE I
AL S AEAAF RN 14% ~35% 7 AR IFREAL HBV YL i
HCCAERER N 0.5% ~1.0% ", AL H HCC 4K /4
N 3% ~6% 7 AL BRI LR R E A TR
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&2 18 HBV BB RRESH

Wi Yo Eii 52 1] G BRI GopE il ] FHESIN
: (18 HBV #EHRIRES) (HBeAg A CHB)  (dETGZIME: HBsAg #537IRAS)  (HBeAg B4 CHB)
HBV M52 ArE4
HBsAg(1U/ml) >1x10* + <1x10° +
T - HBs - - - -
HBeAg + + - +/ -
#i — HBe - - + +/ -
#i — HBc + + + +
HBV DNA(IU/ml) >2 %10 >2 x10* <2 x10° =2 x10°
ALT ER R Bt 1EH K Bt
JF R B T B RAESRSE LT 2L A B RAEIRBEAN () T AR ERAE, F B RAEIFEFN (5R)
4k AL ARFIFR B AR 4k 4k

< HBY g 4675 s HBsA b T S TR i — HBs Sk 2 BURF 4 42 0 i A HBeAg 3 £ BF4¢ e BUIS i — HBe S ZHUF ¢ e fi
i - HBe Sl ZBRF e B2 LB s ALT g R U s CHB Dy b 2 AT ¢
H ML HBsAg 7KV 1 fih 2 55 75 R 55 29 5 HCC W kAl HBV EGY, §i - HBs A PRI PEBTIR, BIYE SR8 B4 HBV G
BRI HBsAg K R BLE X HBY S HIRUE ), T SRR B R RIS BT - HBe TgM

e RAT BT S e PR 0 D9 R B HBeAg ] FHEZ T 2ubk Z JIF 4, 12 4E HBY gt bk R fE 2 £ BN
P \HBV DNA UK, A iE B ZE AL C JENAY, HBsAg /K IR/KF- B BT - HBe SHTIA F 2T - HBe IgG, HER YL
PR (=1000 1U/ml) % HCC (9 RUSEATS B e HBV , AR 82 B bR , PR 2 R

4.2 FmpuEl 181 HBV By i R Ll A B A, i TAFER , HBsAg 7 f 6 I 75 I PR Hh 8832 B, JEKkF

AMARTEA M, HBV REEAGITANE mE g RN RN v RBeER M S5 R R, i TS EAA TR
P8R ST AR MR A% S SRR IR FE I R BRI, TR RIS AR BT & - a(peginterferon — o, Peg — IFN — ) 477
FETEER A DR E HBY JBfe & hFE M IFRE AL H % HCC i1 5.2 HBV sRd 5 tam)
EERHEE, (1)HBV DNA 3¢ i : EZH T AL HBV Bs 5 8 2 6l K F,
et (EA ) N A e HBY e A EEBAE  RPURTEIRYT IE DR R 7 30 W i BB R bR . FEDUG B
LR S E S S GERLYE) SBe 24 HBV ARIE VA Tt FR D, SR8 ey a5 27 107 240 T W 35 42 ) T Al 1 0 o o
Fl & HBeAg HBx % ZFZE (TR 4y, T4 TLR ZEH MRS 46 % HCC R4 XU ™ ™ HBV DNA 5 ft R I 52 E i A
I (retinoic acid inducible gene — T ,RIG = 1) BifpHifGis s BRI, A0 BR (DR ) A 7 R Al i 5
SRR NI E AR R R NS RS . CHB % (2)HBV JEP4MH . HFTAl %5 270 9 Ffi (A I ZE [ 1) HBV
RIS I BEAE AR 28R 40 Bt ( myeloid dendritic cell, mDC) — FERFIF 1 FjoRg SR (J #Y) | — S P 7R AT 3 350 55 T
TISKRE R SR 40 ( plasmacytoid dendritic cell, pDC) S CF#AE, . A HBV % D3R A B T 500 T 9 28 97 44, 0 oy 956 5 i
H mDC 8RS, pDC 724 TR - o RENWRIRME, NS B,
WA RSB R R AEE HBY Re 5tk T AU RE S F 1%,  (3) IRkl : HBV B — S AR 1w, AR A
A TR o T R, P RNA SR 5 53 Wl ke = 152 TF Sh B, ml 8 2
HBV RS Gl PR ) e N TR Bk HBY B2 24 ZEERNETEE NS T RMAS S, HBV A LI7EE
FIM T GV A B A ) (major histocompatibility com-  PERFLEE YL p B SRAE S, 0 n] P0G B 25 1A 9T 8
plex, MHC) T 24/ FBRAIVERY CD8 " 4RIk T AR A S 785, 20T SECTPUR T 2 W USRIE TR o R e 1T 24
T AN T AT i A TR — v, DRI ML SRR I A B T I R 126 07 0 U it 245 2 2 IR R 4 3697 Oy
A BT 40 B A B HBY SR DR I AN A OO M e, . FVR, KR PR A T Ay v G A 0 S e X 0
HBV R T 4 g e, = AR R+ R s ae o8 B8 1% FIZR M4 s ml 24381 (INNO - LIPA 371 £5) o
1%, DUREFEDS , 7T A2 T2 HBY FR2e e moblil > —"" . HAl 5.3 HBV # & in&dien)
PN IMLE FITFH LU P 7P K& HBsAg, Tl HBsAg e ME4fifid: (1) Bt — HBe HUiE & BT R e 0o ik Al sk i & bt -
P T 4B A58 DIEEAR 2, R S8 M HBV &Y HBe /K. 76 E SRS BSE O v | G i I 30 60 FR40% S 0 s 2

R G i 2 1 B P~ HBe i@ ik B35 5 T 92 i 2 I AR . HBeAg FH
5 XRERE Pk CHB /B E FEAHT - HBe %€ f/KF- ] Bl Peg — IFN — o Hil NAs

5.1 HBV éik##m  f£48 HBV M3 FFib s HBsAg, M7 ™ . oM, T - HBe 5 KA1 ALT /KF-5 W1 S iE A
T - HBs HBeAg . $ii - HBe #ii — HBc FI#T - HBe IgM. I3 56; LHZE ALT IEH B # 3t - HBe & K AITIE4 12 40
HBsAg ] i cccDNA #4355 g mRNA 3724, il i Afg SRPEREEE S B AL .

FIEHLL 9 HBV DNA 91 % 5% BH% 10 ok, HBsAg B4k 2R (2) HBV RNA 2 it ST cccDNA 5 335 VAT 56 7E3E 4
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NAs {5255 42 S G J7 T EAF TR ARFTE . H A7 78 19 =)
PR 7E A [ IF 5 AT BA SR P AL 5 12 A 58 4 Al ] o

(3) ZBI TR B 4% 0 AH 2 B it ( hepatitis B core — related anti-
gen,HBerAg) ; J&—F 432 HBcAg HBeAg . p22cr T H RN E &
FRa&W, S AT cceDNA B Sl A5G, 78 X 70 B 7 3 |
T Peg — IFN — o F1 NAs HFURFEES TR, LA S AT 24 )5 52 O FL]
HCC %A KUK 5 05 i 44 A S 7

5.4 difAmiFEs

(1) ALT F1 AST: il fE— @ R BE 1 S WS40 Bt A e 2, e il )2
KGRI % ALT Thag , REE— 4 0 Hr B4t I A 72

(2) BHLLER SRR A i B AT FNHEM A 3¢, Th s iy £
JE PR AR As s SF NS MIBAE B 28 IHZL A AR L. AT
TR BRE BIBLTE A > 171 pmol/L,8i4g K ET} >17.1 wmol/L,
(3) 134 F AR S & B e , HRE Ak R 5 38 58 2 T A
M3 A AR TR, U E KT [F B 52 218 57 1R 00 45 19
A

(4)PT PTA Jz INR . Js e JiT-JIEE 85€ 1. D & JEh B8 , Xk 1 i 5
HE R R s A EEANME.

(5) ML v - GT-IEH AMLIE T v - GT T2k A AT, ORGP AT
i 2RI I 58T A A MIE BRI P 25 T

(6) IiL T 5P 5 BRI  alkaline phosphatase , ALP) - it = Pk 57
P, BT IR R ALP & R, HoTHes T IR il 2 y - GT 8¢
ALP [F) TEGACE T AR o I PR E 3 15 B ALP i 3 2500
GERFN Wi 5 4 J& T RT R8P Al

(7) Wi F1 (alpha fetoprotein) K H5 BifAk 13 : &2 W HCC
HEARbR . MR RE AT R EE SR, RS
ALT 1 AST IS R R, T4 & I RFR IR E AR 746 A 45
RAATLEE T

(&) 4k R K B Z 54 iR - 153 8 H (protein induced by
vitamin K absence or antagonist — II ,PIVKA - 11 ) : X4 i v 3L
BE LA ( des — yearboxy prothrombin, DCP) , /212 W HCC 1) 55
—ANEEERR, 0T S H R E A T AN

6 MAHENLTISHERA

6.1 R AR R B Ao o /) A7 PE R 35 44 (aspartate aminotrans-
ferase to platelet ratio index, APRI) #£ 4> APRI &3 T 18 HCV
S YL B BRI & 00 T -4 HCV 41 56 I 45 4k AL 2 BE 19 95 A
B [ AST/IE 8 {H F FR (upper limit of normal, ULN) x
100 ] /1 /ML ( x 10°/L) , N APRI=2 $87R £ 7 T A AL
APRL <1 WIHERRIFREAL . MRUTIRETE ™7 4R iR BUT T
PEAL HBV FH G2 AL P BE R R

6.2 JF4F 44 4 B -F 35 & (fibrosis 4 score, FIB —-4) FIB -4
TS HOV BB BER AT & 1, FH TPl HCV #HC I £F
AR RIHE bR . AR AR (X)) x AST(IU/L) /[ Hfil /MR
A ( x10°/L) x /ALT(IU/L) | ,FIB —4=3.25 2 Wi iF£F Ak
FIFIE R AE 432 Metavir PE4r=F3,FIB -4 < 1. 45 HEFR Metavir
WA= IIHIAHL R AR HE HBV JR3H LI FIB — 453,25
LT Metavir 15> = F3 [95-F8 0 97% 7, >30 4 ARt FIB -4
<0. 70 HE 2 T 9 JFBE A A B0 T 000 2 785 2% 96% 7

6.3 JLAwFEAT  AMIHMHE BRSO3 o SR | IR R K
IV AL i 2 8 2 1 45 249 AT S BT 7 A A e AR 1 D0, 1HL i sk
Z ] il RN G — 12 W .y — A 2L 5% IR — 1L/l
M v glutamyl transpeptidase to platelet ratio, GPR;y - GT/y —
GT fy ULN/ /MR x 10°/L) x 1007 2T 41 Jfa {4 B4 45 58
FE — I/ EGAE [ red cell distribution width to platelet ratio, RPR;
LEAN M ARAR S A T8 E (%0 ) /MR IHEC( x 10°/L) ] 359 ¢ % B
FRIFEARAL L, B (932 W R R it o ™ ™ o I i 2R 3
1R 73(Golgi glycoprotein, GP73) B4 AST f v — GT n] Jz it
o TR . ISR 3 FEEE A 1 (chitinase 3 -
like 1,CH3L1 8¢ YKL —40) a] #iil] ALT 1% s A m & n
TR A AL
6.4 T RE AR EAEN R A (R I A A A I A AR
(transient elastography , TE ) | 36 7 & 7 (19 74 Bk o 453 3 Jy 2
(acoustic radiation force impulse, ARFI ) F1 % 3 §& 3 M gl 1%
(magnetic resonance elastography , MRE) , ARFI {45 5 87 U )i 5t
% ( point shear wave elastography,p — SWE) 11— 4 5 17) i 7L
P A% (2D shear wave elastography ,2D — SWE)2 Fjifi AR, ARFI,
MRE FEARAIRAE T RBFTE B B

TE S 732 R FIE R S5 H X5 B KRS HE R T, 58
{08 V0 A 3t VR ) 00 T 2F A4 1 B S0 AT A A (E
AE RS2 JTPE 58 A SR 8 JIB V98 R0 i 1 i s 70 45 22 i (R 3%
Wi, TE 5 R T 45 4 % ALT JOIRZT 2K P45 455 ™,
TE 5 HoAh i 37527 F5 AR5 £ 6 FH AT 4R i i sk v Y L Fk
LB L RIS REAL 2 W A0 21. 3 kPa (4
SRR 95% FHEERISR EL R 8.5) , b JR I P47 4 1L 12 Wi AL
12.4 kPa(H55 0 95% , FHYEMRISA LL S 11.8) , B 35 AT 47 44k
WIFYE N 9. 1 kPa(Hp5+ K 95% , FIPERIIR LR 6. 4) 5 ITAE
PEAHEBR FHE N 8.2 kPa( RGNy 95% , FHYERISR L 0.07) ,
PEJEIIRT LT AEALHERR FHE N 5. 8 kPa( REUZ Ny 95% , FHAEIR
[y 0.10) o TE Wil PR FIHE -5 2 DL S g H R 12
FFET AR FRILIL (2018 4R HHERD) )™
7 BEBFISH

ARG AT B0 2 H A M IS T HBV S Y il R
HEJE ALHE T A TR A B ] ks I AE 4, & B 1 e
AR IF SO I S SIS W R e RS I HOE™
7.1 IR B A& EEE AR AT B SE R 8
TRAEHAT, e RIS AR i Ay r vk o T AW I
ARIE A /N HME 525117 I RE I A 10 Jk I e ok A0 T
TR AR B LG 155 00, A B AT T M 7K B JEG 7 i B, DTG H4) T
A TR AL K] Ik i 1 5 BEA 80 IIF N o L PR 72, X T
WEI AN & LR HCC 20 E T, W75 16 7 Re TE 47 b 2 1) o5 o7
AR PRI o HJR) BR A P B o RS £ 45 2R b 32 B VERE
B Wi N AR B BRI 45 R R S
7.2 AU AR (CT)  CT EZMATUEFIIEE, T
A TEHFEAL , S B i LR 78 T 4 ) L 5 s 3 250 5 22 ) €T
X T HCC M2 IR AT 8w ) REUZ RIS
7.3 EEFEIRAML(MRI) MR TGRSR S, HEU HER
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ZIE Z AR, AR WA BRI IE R B . — oA
O, B ASIE R 22 0] MRT 140 S JEPAE 240 05 e P8 5t ) S8 1 0 4
I R AR I AL R AL B RE T4 T 58 CT
8 JRIBFISUHT

181k HBV JEY & AT R A i 1228 H 92 PF O BFIE R AT
IRBE R 2T AR BE W A7 TG AT A I HE B G T 0 , A
A 5 2 W TS R Shia s A I 7 kot & A o

CHB 18 3= S5 B2 i 2 S RS A X B ML T LA ) i
HIRAESRIE LT HEAk o A8 DX 11 B 28 AE 200 iE0 LAt B2 4
R RO 0 AN S A D 5 98 AE 4R D SR A 5 R S AR
BRI B 1T 5 CIHARIESEREIRAE) o /N YA A AE 1
IRAE (R S5 W (R PEIRAE ) AN T, 5 T DL RS B B A
40 0 R 0 T 4R RS S o8 T /MR L 9 A A 74 % 3l T o

B BT INE S8 AE YR AE T 4 | b 240 b 5 o R ol M S 1 5k
JETURRRPETAEAL , 2 BN AS [ R R4S IX 2T e v 9 R 47 4
(] B TR G , Masson = €4, €5, Je PAR 2T 4 e €0, Bl T W JIT 47 4k
AR BE S/ N 254 o TETRIE P 4T Ak iy Bt |, — BLHA1
LSS TR AE TR B /N, BRFR S RS AL . 55 4h, e se H 4 AL
SRR AT 412U HBsAg Fl HBeAg 3R 35 ; A% IR U 2%
228 PCR AT A ZH 2L HBV DNA 5 cccDNA,

XF T8 M HBV gk e i) JH-2H 23 4 5E IR 38 43 90 N £ 24k 43
1, [ Br SCRR A R ) Knodell ,Scheuer , Metavir BY, Ishak $E43 &
G517, Laennec R4k 43 2 MR i 7 2 245 45 K /N0 2T 2 1) i
FEHE A FREL (Metavir 4) 4153 4A 4B 1 4C =24
SEH IR TRREE VI 8 10 4 G105 B 40 G S A A e
BRI RGN 3 F 4,

%3 TEBFMERIES BT RE

Knodell #1524t Scheuer W7 240 FRIBITEN RS Ishak TE5r 24¢
W CERXR AN E DER W DERK  NPRE s IDERKE PR i IDER D XA AR, AetE
REFEEOR PR RIE X B JEIH ®E BERAW MUEdE Wt
PR 7y 74 e RIE PEJAE
Wt
0 T ¥ ¥ 0 JoEiE J 0 ERIE TREE 0 ¥ J ¥ I
1 RPN RE(ER BE(DE 1 MLER AREHN 1 CEX BHEAD 1 WS BEEE 510 455 R
IME KR FRAE A0 ®E MEIEME RIE P AICERX S0 M <1
AFHAE BHE <173 e ilich BERE  BX)  AUlH
4RI LX) Bt
LR K <
1/3 /\H)
3 HEEPN P (13 E(RIE 2 BEPN  MMSE 2 REPN JLEXE 2 #ami BPECR S008I
(ZROCRE ~ 2/3 N Y o I FlA 41k, AILEX I8 WEFF2 el
X BB Rk 13~ [iPNLS o 24 I Y PERE  TERX) ~44 W3
N <50% ) 2/33C AN 797
HX) e
3 HICE  TERE BI0fHE Kb
XeoERE i< METFS MR
RAE 0%IE ~104 W3
X e FHR ot
il
4 HEPN EE(ER EEGRIE 3 PEPN EAM 3 EPN A4 4 ALY BERE 106450 3 W
(BRI >3 g% E Jliainich NI B Y XEE  EH> >+l
K EE /) >2/300 Bt AL, AT RIE 0%RICEX 104 LEX
J>50% ) HFIX) fEfk AR -
JEIH X Wtk
7y 4
5 HifE PN - - 4  EEPN HEEE 4 WWEPN O BHIF S - - - 3 WAL
BiRiED3 7y 74 T#fk + U
WL CEX
-
Xtk
8797
10 FEEEPN - - 6 - - - /it
IR A/
e H-R5E
AL

£ :PNONREIBREIRIG: * -7 NEAAR
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x4 ERNIMNTFELDPIRERRE

Knodell P53 258 Scheuer P3R40 Metavir P53 258 FRBIE RS Ishak P53 R4
04y prariiia 053 Toer4idk 04y Teer4Efk 04> Toer4Efk 04 Jeer4itk
1453 ICEXEAY: 10 ERAgEE 14 ERGgEEY 1 DEXY R, 14 SmDERGgEMY Kt
N LN K, Jclalkg 4k W N AR IE]
245y KEMILE R 4EMY K
PRSI LT A
24y - 25 AEXHEBAYE 25 IWERGEY R 24 IWEXEBS% 35 KEMITEX 4D
B X -ILE + /DR Al 1k, FHERIE AL, KAAICERX -

DX EF4fE ]

37y HEWHEOLEX 340 PRELTYEL, tE/ 30 Ruwfs, fH2stl 34

/NSRS X R4l e
LPYERRE/ NSS4 5y KT X 27 4R Y

- X 45 ZEEL , T AL, AL T EEEL, TCIFRESL KWEFLEX - ILEX
X — rhe ket fgifk, HUCAE X - hy ket
Y te AT
45 JTEAL 445y FRY/EEME 45 JITEAL 44y RIS Sy B4k, LTS
(RSEATEERTREAL)
6 4% izcdra
V- I

I EALE G 5347 7T LA e T4 U SR g 80 (i
JEIE L (collagen proportional area,CPA) . J:F XUOE T UK
AR LT HEALE AR (gFibrosis) i ITE AR Z e A9 AT LR
Y1 v e S AR B HOE SRR 34T B s b€ &0, T
Ve R PE R R B IR E A IR E bR AR T
JFEF4Ed P - 1 - R 23268, AR 4R £ el R 1) 58 8 B35, 4%
Ishak 3 $LA EJIFLF4Eqb oy ksl ERU(P) (P ( 1) Fng
e ERL(R) A B T HIWT LR AL 2 Al
9 ImKiSHR

HRARIEPE HBV B 1 LI B AW 185

S 2R A B A A 4R LRI R E T 3 S LA TURPZ I
9.1 %M HBV # 4k & UFK HBeAg FH 12 P HBV J&
YelO I AR b T G T 52 ], BB AE I B, HBY
DNA /K Gl >2 x 107 TU/ml) 4575, 17 HBsAg (il #
>1 x10* 1U/ml) # HBeAg FHE:  fELIMLE ALT F1 AST #5452 1F
(1A ESREDT 3 K, Bk 2R3 A ) IR 25 1
R AT O] W R AE R SE sk 2T 4l b o A8 ARAT 2 45 B A= A 2 1Y)
TEOLT , A G B i w5 K 7  HBsAg 7K T 4T 4E 4L To R K
EHEBR AR AEFLEEHIE
9.2 HBeAg fa it CHB  AHH 835 40 T s v B A, HC 1f 7
HBsAg B . HBeAg B, HBV DNA 7 ht /K F G > 2 x 10°
TU/ml) %57, ALT $52E 8 2 7 1 sl 4 21 K A A B 8 A
WL () 74 ( =C2/82)
9.3 dEiEShIE HBsAg # 4k A" WFR HBeAg [ 18
PE HBV gt o A R85 b T S e 4 01, R B 1ML HBsAg
B .HBeAg BH M . $T — HBe BH M, HBV DNA <2 x 10° 1U/ml,
HBsAg < 1 x 10° TU/ml, ALT 1 AST $p251F & (1 4F M 3% Wi
3WPLE IR E AR 3 ) B A T EEE R T
2H 2K I s ZH 2R 9 348 B0 (histological activity index, HAT) 3
73 <4 SRR AR E BT R GEHE B R

9.4 HBeAg Bt CHB IS TGS, Hom i HBsAg BHH: |
HBeAg FFELBAME, Z RN EH BT - HBe FH:, HBV DNA £ f7K
-l =2 x 10° 1U/ml, ALT 2L 800 2 3o, S48 A 1
B ARRESRAERN () L 4Efb (= G2/82) .
9.5 f% E % HBV & # (occult hepatitis B virus infection,
OBD) "7 RN % HBsAg 14k , H i 375 A1 ( 2%) JF 4141
HBV DNA A, 7E OBI HB 35 H,80% Al A Il iE T — HBs B -
HBe F1(5%) T — HBe FHH:, FR A L3 FH%: OBL;{HA 1% ~20%
19 OBI |35 TR I 2 48 AR 3 20 B P, SORR S if i 9944 OBI,
LR AL A 52 4 B B, —Fh ] e 2 B M (2 k18 1 ) HBY
Y5 HBsAg 1 4%, 3 & 1M 3% 2 T 414 HBV DNA /K P 1R
fIK, T B B F A8 B3 5 —Fh & HBV S X AL H 4 R
3 HBsAg/ANBE 1 BL A i o Ak ol 300 & A ) 21, ol 3% HBV
DNA ZKOF- 305 505, FTREAEA B B IR UG B 22 o AE . 28
AR B AS B A HBY R4S H L E AR
FEMHIRA T 0l & 4= HBV 3405 o
9.6 AR FAFAALS PN 2 R AT AT REAL B2 I A
THICL)F(2) GRBEEZEI2W) , 5 (1) F(3) (ERZW) .
(1) HHI HBsAg P44, 8 HBsAg BAPE 41 - HBe FH4%: HA W
g HBV g s (BEA: HBsAg FHPE >6 A~ H ), IFBR AN H Al
R .
(2) FFRRTE 20 4K 2 8 R4 A T R AL 2 B o
G)FFELUT 5 Wi Ay 2 WK LL_E, 5 B AN E AT 88 4k 2 17 5 ik
i O EK A R AL A () T kR R R4 @
PR A B BB B R bk 5K ; O IR A B (B0 2 745 A A
b @t A= P p 2 s AR EACEREAIR( <35 o/L) F ()
PT ZE (B%F AT >3 s) 5 G5 BURE A5 5w I /MR T8 <
100 x 10°/L %5,

e R B AR Al A 75 8 BB K B R Ak il e 3
AL 10 R Ao 45 ™ R O AR, K IR AL 4 R AR R e X
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FERA . (L) AREZIA T Ak < 995 BE 24 B R 12 W7 I 4k, 5L
A B K B I Bk oK A 2 it S A s S
H R, AT 2 Wl A B2 1 I A Ak ; JEIF D) fig £ 4 Child -
Pugh A 2%, (2) RACEEBIATREAL . FFAEfb AR E — HHB BB K |
T TR M 51 I T 2R o e A 4 7 R O R E A B
LW S A B T R AL s HOIF D BE £ J& T Child - Pugh B
Ky C 9,

AR A VA b, T P58 0 £ S A G i R LSBT KU
SRR A T SO TR ALY S T, Heh 1.2 K
REEWIITEAL 3 W1 %8 5 101 R AR I PR 1, 1 309 T ik
BhK , TCREK 52 100 A bk K, G H I s K3 o A IR
KT L, PEBCAS R Bkl K 4 W14 i, AESOR PRI K 55
1 h BT

Wt 2 DO 25 WA R 2 AR I IR 1k i o 203
Jr AT LA o A PR AL . SR80 T 20 M Tl g el , 4n 11 2
FIKSF AT R, PT AT A 6, AS TR B K JFF I s 45 7™ 2
IERAE , AN BT RAR M AT G o 3K LE IR B ol TR AL
TR (re — compensation) , {H H A i JCHER 2 XS — 112
WibR i o
10 JRITBHR

R BREE Mo K AR HBY A2 gk 112 el T 0 i A A
INDE KT 2F 4 20 2R 16 A | 3 % R /0 JiT 2 i s ol 18 Ak 2k
1B HCC R e 1 2 B0 Fe o AE A Tl S R
eainy [

Xt TS A A R, SR IE PRYA A

A (BRI BEMEA ) (O s AT S AT
HBsAg [f1 (fE8 AN f#41 - HBs HH3) \HBV DNA filll A 2] i
FIEAE A A bR I PR ZUGAE Bt o (FLIR B8 2 I 40 B A
N cceDNA g B, R AE 7 HBYV PR30S Ak A2 HCC B X

M HURESETHERIE

KA M3 HBY DNA ALT JK P FFF A2 1 5 7 12 ] i
Al A A GRS A RGO S N 3R, 255 PP R P
JRRR, , D 2 76 B B a7 T Bl A A L
YR B A e RSSO 1) 6

1% HBY DNA BHPERME E HBV J@es 45 ALT $54 57
# (> ULN) H Ak B FC Al st R B0 ALT T, gt B0 7%
P igs

SEECALT T i A 5T A2 458 < JoAt g St (A e 25 W
JEFBA AR PRI 28 AETORS VRS WP ITE 58 L B B S eV T |
B RGNS RS o [ I 0 7 T R HE BRI R il 2
Prja ALT BRI IEH

FAERHEALAY % MUK , A 18 ALT FI HBeAg RS, R 20T 46
IE) HBV DNA BRI TR TR RRG T o X TR AU
& #5 HBV DNA fG A EIH HBsAg FHIVE @ BIURTHATT -

M HBV DNA FHE ALT IEF B, A LB Z—,
DA 2 R LB R, BTN F AT (1) P2 A7 AE T
(M JFFRE JAE (= G2) sREF 4Tk (=S2) 5 (2) ALT $FLEIE% (4 3
AAKEA T URREE 12 7)) ABA T REAL/ R 55 2 HLAF %
>30 %5 (3) ALT FFLEIEH (5 3 DA 1R, F52E 12 4
H) , FoATREA PR TR S AHAE > 30 2, BUIT£F 4E AL 5 6
AR A BT 2 A 2, A7 A8 IS 98 A BT 4L 5
(4) 47 HBV HICHFANRBLCE/DERE 2 AT 2R B 1Pk 3h
Jok e | JA el e i AR 2 )
WEFEZI 6175 HBV DNA fE (ALT 52554 ( > ULN) HAF
BRI A R BT 80, TR 67 (BL) .
WHEE W7 T HBV DNA FIPER AL 2 BRIt AL
BE A HBsAg FHPERACEAN C R RATREAL B, BT 75
7 (Al

58
HBVA AR
FFREAL JFFSE8 HCC
LIRS, 4ot ENta
THIFISIE . AT 4
DAAJRIT
R AR
v
§6~!2/|\H + ﬁFB%ALTﬂ_—éT
BEVT 1K ALTTE# E@ﬁmﬁil
HETIISTZ — OFFFARFEGZ2MER)S =2 Ni e Peg-IFN-
mohAl B (QUZERARELR IR RICCRR L] R ol ]
5 305 GHEI30%, FFAEIL RO RA peially
ol ARk, S ) 5 I 6 4 A1 B Peg TFN-0)
@HBVAHIXFF/MRI; ORI

T : HBsAg Jy ZTUIF R FZ PR s HBY g ZRUIF 575 5 ALT NN E R 2 M s HCC T AN AN s DAA O ELE PO 2 251 s NAs W (IR) 25 5
Peg —IFN — o R Z R TINER — oo® BEVIIH SRR I AT HEA Y2380 I P IR B R 3 K B2 SRS PO075 S 2 AN, j ol et 7
R JFF IR FEE (A o HBY MGG SO B - B/ NBR 48 L B 2R 45 . HBY RS SR AR B0 JHF B 1 R NAs 3897 I 1 B B ot 4 3 A 1 1K,
SATIMF R ST IEAEY) A AR DI RE A DR TR PRI AR R K B Z B URIF 2 O, AT IR AR A5 A 5 s BT AT I iR v TS L
J2 AR B AR ARG o ALT 725 1 JUA PR A5 D A S 245 s o D S8 TP I S B i PR3 L L 11 S i 3L P U 05 . s
EEPR A FGIEIT B 2 S R GRS NAs: B R B SRR BB & DR m R+

1 18 HBV BEHR B AT EMIEMIEFREE
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R 8 1M HBV DNA fHYE ALT IEH A FHMERNZ —#&
AWPURRIAIT : (1) P22 402 P2 B 0 R E A () &1 4k
[G=2 Fi(=)S=2] (A1) ;(2)F L BT R ITEAL L 2 BT
RIFE R HARRE >30 2 (B1) 5 (3) ALT H7821E % AR 1 >
30 5  BBUH A AL T 012 B 5 AR A 2 5 4 414 K 2, 77
TEW] S JIFE 48 A sl 27 24k (A1) 5 (4) HBV AHSC RSP R (4
HBV FHOCPEE /NERE K %) (B1) o
12 NAsi&¥r
12.1 NAs 2hp 6957 2fe 2 0K
12.1.1 B#%F & (entecavir, ETV)  KEHFIREIE BN, R
ETV 36 77 7] 5 8080 1 05 75 &2 1, w0t IF E 6 0E , 22 4 R4
G KA YT T e 2R A0 T A AL £ 1 2 2L
ARHR I S AR TR AL S A A HCC 9 28 A R AR T M
FISER A R IER 122

TERE CHB 835 v BTV 3697 5 1Y RITi 25 & 4%y
1.2% ; #Ehi Ak R 2 (lamivudine , LAM) ffif 25 4 CHB g & h  ETV
WBIT S AR BRI 25 R AERTF R 519%
12.1.2 ' LR ##£4% F B (tenofovir disoproxil fumarate, TDF)
IS TDF 3497 CHB #1922 b I RS ™ 2 45 1 iR
AT RN T ] W2 R A AR, SR TDF 3897 8 4F R F
g8 e s A 41 B R S, R 29 iR (70% )
B JE R AR M [ R, 59 % % 2 075 752 2% 1 F8 35 4k 42 TDF JA
TTATSRARATIG T3 22 N, ik — 25 WA 7 51 I 7 2R & BR TDF #H
KT ZY . TDF A Y7 3% ol 3t I IE 41 21 2%, B# Ik HCC &
AR

ETV it 25 ELI3% # HBV DNA >60 1U/ml i 90 £ CHB £
FOHM 1 WAL 2 TDF S B G ETV 3677 48 JH,
TDF Uk I 4 ETV 387410 HBYV DNA BI%4( <15 1U/ml) %
I35k 73% 1 71% ,HBV DNA #3484 B R[4 3. 66 F13.74 1g
1U/ml, 435146 6 (5 3 4 8 5 AP (R T B it 24,2 24
PERAFTPT . Z35 TDF 3557 NAs Z38 B 51 48 ~ 168 A 1t
G R TDF T LAM i 24 Bl 445 5 156 ( adefovir dipiv-
oxil, ADV) it 2 \ETV it 24 5% 2 25 it 25 £ 3 93697, ¥ ] 345
70% ~98% I 8R4 N 2%, HLBE A 1A 7 B IA] 4 S 4, 995 B 2 0
12.1.3 LB A®B %4 F A (tenofovir alafenamide fumarate
tablets, TAF) 4Bk I #A I PR iR 3610~ v 581 f5i] HBeAg [H
Pt CHB NG 5 AR 1 IR 4L ) 838 42 52 TAF R 9T 48 JH,
64% ()8 3% HBV DNA <29 1U/ml, ALT & W %8 72% ;10% %
A= HBeAg Ifil 15 2% 5% 4, HBsAg 1 K F R 1% ; 4k 8218 9T & 96
J&,73% 1) 8 3% HBV DNA <29 TU/ml, ALT & % % H 75% ;
HBeAg Il {524 5% ¥ % 18 25 18% , HBsAg Wi 2k %y 1% , 285 il
HBeAg [ CHB N5 RACEIIFEAL ) 535 232 TAF 1697
48 J&,94% 1 g HBV DNA < 29 IU/ml, ALT & % %% 83% ,
HBsAg I35 253y 03 4R 2697 2 96 il ,90% 7% HBV DNA
<29 IU/ml,ALT 5 # %} 81% ,HBsAg IR <1% .

96 JAvEYT M, SR (12% ) St (6% ) FIgE 55 (6% ) 3 fiw
WA LR, TAF AT 96 JH IS 01 Bk Y 2

TREME( -0.33% . —0.75% )& T TDF( -2.51% . -2.57%) ,
W22 T A G (P {H <0.001) ; TAF {877 5 A5 09 B /N
FKIE Tt 3R (estimated glomerular filtration rate, eGFR) "R [ 7 (v (5
HAETF TDF( -1.2 mg/dl vs —4.8 mg/dl,P <0.001)™
12.1.4  Hpzhsh  #HIE (telbivudine, LdT) 1] 23 eGFR,
ERRTR 253 s o LT 76 BELT B4 6 o B AT BRI
BOR AN (PRI RRR AU 3R IR T 2 L 43 o
12.2  NAs 6938 WA 5 N E AU T 25 259 (ETV
TDF \TAF)5¥7 . AE ADV Al LAM FHF HBV YL E Pk
BEIRIT

TEAE R AR B 25 Pa 7 0 8, il SR AL IRt 245 24
Wy, LAtk —25 AR 245 XU . W ADV 35 i3 F§ ETV ' TDF
B TAF; W LAM 8 LdT 3%, @40 ] TDF | TAF = ETV; % F
LAM 5§, LdT fif 2453 , ¥t F TDF 5% TAF; 8547 ADV ifif 25 3% ¥ A
ETV TDF s TAF!'™) B4 ADV Fil LAM/LAT 3497 % , %] TDF
8 TAF,
12.3  NAs @t 25 69 T 5 Fo &b 22

12.3.1  Andkig o7 &4 G UH LR ORAUIRT 25 2590, #fi 77
ETV TDF TAF,
12.3.2 377+ MK HBV DNA 5 i, LU K A B

TR IR LG TIBEARIT (R 5) o X T NAs KAt 25
BT R - o RERGIRYT IR A R
RS BHEH(BR) KU RETIEE

LAM 5 LdT fit25 {6 /i TDF 5}, TAF

ADV [i#25 , Z A Af# F LAM 8% LdT  #e/ ETV .TDF & TAF

ADV Ti$24, % LAM/LAT fit 25 #Jf] TDF = TAF

ETV 125 {6 /i TDF 5}, TAF

ETV F1 ADV it 24 ETV ¢4 TDF, 5% ETV
k& TAF

0 LAM SRRK R E s LAT gk b I ; ADV S B4R $5 g s ETV
B R TDF s SR T R s TAF s SR B &S
12.4  NAs 3555 th Yol
12.4.1 grrammkdsamigen (1) &P EnEES
ALT AST JHELLE 4R 555 (2) i B 2 A ILIE F e s ) £
4 HBV DNA 5FHfl HBsAg .HBeAg 47 — HBe; (3 ) iR ¥ 15 5
I 000 R LT LI K S B K VBN T RE S (4)
JHFHFE A0 2 24 A G 2 JFF M A8 BB 22 5 (5) 24 ETV 0 TDF
TFHLEFEBREE <50 ml/min [ #5375 98 5 70 & ; TAF H T HL
BFEIRZE <15 ml/min HRBEZB AT 1 B B, oA a5 1
GBI TOTE A
12.4.2  Ftiz BE 8T RN FE  FE 2R
Fk REAERALGYER AIHF A FEL, HREECET R
Wil 7 45 2 T R S B0 KUK, 3 R R RO o
1243 YRARELRRRBHTAG Fe 422 NAs SR % 4
PEFITH 52 P AT, (H ARG RN A 2 I 2 ™ 3R R R
ML R A B HIREAS 4 (IR TDF ADV) AIR#E: B (IR A
TDF ADV) L5/ B SUIE (IRA LdT) (ZLIERER F 28 55 (IR
ETV LdT) , )i 5| #eiH . FEUA YT 71T 4098 ) AH G0 5, AR
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PRRUE o X367 vt 20 VLT  JUL TR D sl L 7 ot S 6 7K T 1
S TE R AR I R B 4 B B AR 25 U LT B
JHEIERM B VI, — B2 W E a2 MR .
WS AR SRR B4, W I 52 24 sk B oAt 25 47, TRl e
BT B AERIRYT T 1.
12.4.4 w2 B & 22 B R AUIGT 25 25 99 9, NAs
IR YT PR 24 A AR R AR . A0 R AE VR YT 2 A2 b iy 3R
HBV DNA & & HBIRIT HRARE T & > 2 1g 10/ml, HEBRAR A
[ , 75 ST 25 T HRR YT, AT 2 A6 o
13 FIE - BT

K E T HEE Peg — TFN — o FITIE - o HITIEIT .
13.1 Peg—IFN -« 7877 45 7 R B I7 2k
13.1.1 Peg-IFN —a #1362 35:857 LWL PO I
PR -1 R HBeAg FHPE CHB R 3% 5% Peg — IFN —
o —2a 3 [E” Peg — IFN — o - 2b J&JT 48 Ji (180 wg/Jil) , 1524
K1 24 & ,HBV DNA <2 x10° TU/ml % £ %4 30% ,HBeAg
MG FHEHZN 30.75% ~36.3% (H KLk ALT >2 x ULN H.
YAYT 12 JAIF HBsAg < 1500 1U/ml 357 551k 68.4% ) , HBsAg 4
We%H 2.3% ~3% {225 3 4F HBsAg 15 % K 11% . Peg -
IFN — o — 2a J3 7 HBeAg B VE 18 HBV &Y 3 (60% 7 W
N)48 JH =2k 24 J&  HBV DNA <2 x 10° TU/ml (4 %t %
T 43% AFZ TR 48 JEIN Sy 42% s HBsAg 14 2k RAEAF 251y
24 J& 3 4F 5 AEM4 R 3% 8. 7% Fi1 129 1131460

Peg — IFN — o« J477 24 JEH}, HBV DNA F[%& <2 1g IU/ml H.
HBsAg £t > 2 x 10* 1U/ml ( HBeAg PHYE#) BUF /4 < 1 Ig
TU/ml(HBeAg BIVEH ) , U] Peg — IFN - o JGT, UM NAs
?ﬁﬁillz,llﬁl%] 3
13.1.2 Peg-IFN - o 55 NAs 34877 % NAs &34 CHB &
TG RN A Peg — TFN — o R HHR 43 £ 4R
B R AM YAYT R HBsAg fIRKF (<1500 TU/ml) K
JAY7 I HBsAg PRd R R (12 JA ok 24 it HBsAg < 200 1U/ml
BUNRE > 1 1g TU/ml) RS BEGTRYT G HBsAg B4R & 4%
Bt AR IR AR R T R R AN A R
&, Wm0
13.1.3 Peg—IFN — o it —# 4% HBV 48 % HCC #9 % £ &
119 Xf i i Peg — IFN — o 88 ETV 3857 CHB S35, B 5
ERI, R Peg — IFN — o JRYT I 5 AF K kA2 HCC;
MR ETV {67 AL RE VIS 4.5 4Em 40 304G 2 4.1 Bk A
HCC, SR % 1 5 ) 22 53 o482 38 L (P =0.36) 1,
F3—IALFE 682 iR A NAs 430 B ] Peg — IFN — o Bl T%,
ey NAs 37 I Il o > R, 76 (L BT IR ] 5. 41
AERTSL 31 iR A4 HCC, 3552 Peg — IFN — o JGYT L H 1 10 4 5
 HCC % 24 R B A% T NAs JAIF % (2.7% 1 8.0% , P <
0.001) . Peg—IFN — o 7EFEAIL HBV #H2¢ HCC &A= 75 MY 7E
FAEARHE— B RATST
13.2  Peg—IFN — o 3B A7 2009 TN B & 67 HT 0T (5
22 .HBV DNA <2 x 10® IU/ml, ALT &5 /K [ (2 ~10) x ULN] 5§
FFHERAEIRIE G2 L b, A 5 B B [H A, FEZ I HBsAg /KT

(/<25 000 [U/ml) 027 10T o e 5 1 5 5 A
(qAnti — HBe) i B K27 SRR A5 5 46 5 i T 2
[ 4 ( signal transducer and activator of transcription, STAT4 ) iy
rs7574865 % AR T R I7 BT B B4 4R . Peg — IFN
- o JAYT 12 JE S HBV DNA /K% HBsAg 5 & o H g 75 745
Ak, 5T B T4 2 ag e

13.3 Peg—IFN — o 45 R BB B 3t 4bzg (01211

(1) PRHREER AL : A IR U A= ) 55, ml A R i A4 1
PR - o IR IR RS 2

(2) BREMH] PR A8 <0. 75 x 10°/L A1 (=) /i
B<50 x 10°/L, BT A R A B 1 ~2 AR 4, i, )
BN E R, P PERLAIIEEC<0. 5 % 10°/L F1 (57 /MR
<25 x10°/L, WIRPEHE 6 AP0 3 Xk vl 4 i 450 8 e
K&, w3 Ry 4 I 4 9% 3] 34 5] 7 ( granulocyte colony stimulating
factor, G — CSI') s i 41} 15 14 40 1 4 9% 1% P F- ( gramulocyte
macrophage colony stimulating factor, GM — CSF) 497 .

(3) K pi s AR 2 i B ARRAE . N HERT TR, b
B2 [RDR A0 BT T L BRI — 21200

(4) B B G : 7843 i E AT B A B eia, AU T84y iR B
FHORBRE PR /I T s VR 0 3 B 28 X
KT R RGBSR A LSS, N AR SR} & PR i 2312
IR S IR e Y A

(5) HoAtb /D WL PRI AN RS2 E < A0 190 S A2 T] J3 1 il 48 W 3 e
B DA O L5 O RRE S5, R4S IR TR RTRYT -

13.4 FHAGA R

(1) Z X5 B8 A - S 4R SR N AT S iR R R s s (R RS
P ZRE ™ FANARAE S5 5 ) A BB BB R AUEE T
Witk ARAEEHI Y B s, 7™ d R AL R O ) v
152 1 BEL ZE A M S5 B B

(2) AHXSES I : FOR IR0 , BRAE PARAE 58 , A4 il i) % R
9 fe I O RS

HEFEE I 9: HBeAg [ CHB 35K F ETV \TDF =% TAF J/J7 .
VBIT 1 447 HBV DNA IR A0 R BR (ALT &% #l HBeAg Ifil 7
PSS  FRILENGYTY 20 3 4F (BERR 6 N & A 1 ) 5P+
AR W] 25 A2 S PR AT R R (AL) o

HHFEB ML 10:HBeAg fH1E CHB % R ] Peg - IFN - o HTHT 7
VAIT o 1RIT 24 JEBT, %5 HBV DNA Ff% <2 lg IU/ml H HBsAg
e >2 x 10° TU/ml, @345 ] Peg - IFN — o JAYT, i NAs 4
J7 (A1) o Peg —IFN — o FHURH RIS FE Ny 48 JA, m] LAAR A5
TR (HAS T AT 96 J5 (B1) .

HWEEM 11 HBeAg FAME CHB B3 % ETV.TDF & TAF j&4
J7 , @1 HBsAg 12k H HBV DNA Rl A B 545 25 15 (AL) o
WEFERI 12: HBeAg 115 CHB 8% R JH Peg — IFN — o HLJi 7
VBIT o JBYT 12 JEB}, % HBV DNA Fp#& <2 lg IU/ml, 58{ HBsAg
FER TR <1 1g 1U/ml, @5 Peg — IFN — o 3697, MUH NAs
VBIT(BL) . ARUBEIRITITRE Dy 48 JAl, AT LARR 48 55 15 75 B2 4
RKY7 R (A E T 96 Ji (BL)

EEREER 13 AU SRR FRE AL 8 3, HE R ] ETV [ TDF
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5§ TAF $EA T K WIH0 859497, UK H Peg — IFN — o JRY7 , (HTF
BN A SCA RV (AL) .
HEEE 14: 00 ZRIT R AE AL, iR ETV o
TDF KIW1ETT  AE TR IRYT (A1) 6B 0] LU TAF 38
J7(Cl),
14 Higsr

Pt HBV JGY7 7] FEAIR HBV AHICH: RS A & A%, FIK HBV
MK HCC (B2 4R iR R AE5% 218 1 HBV Jd e i
BRRRITHERE . BLAh, A PR FUAM AT P gAY
TuPEERIT o
14.1 #E KA FEFE T HBV Y5 S HTHIE 4 AE
PRBE e 1t J 1 TR S B AR P R . H R ER I 1) KRBT R
A 22 AN A i i 1 700 AR B S B B R B AL R R
PO AR R A R IR AT S AE AR 1 o X T A2 R FH (8
o ALT /KB B T B, v AR A (AR B 2 R A
14.2  FeF4insn M4 25 05 M an e 4 AL £ AL
0205 B FORT I (R IR AR e 5, 2 S0 ) S 56 G R AT 5% e 3
R BBTLTAEAAE T ' Xl B T 4 Ak T R 2
AT RARIE e o L i 75 22 vt BE AL REIF 5 0 — 25 W A L7
BRI
15 1814 HBV B uy M Anpaip g

15.1 %4k HBV 335k &A= 4E &30 HBsAg Pk S B &0
F12 18V HBV 57 RS R AL T e i 2 0, 8 F TR N TR

i TG S B R R AR, HLI A BB B B VR T R K AE, BT
DA AT A THUR BEIRYT o (R BRI, — B 2 S s it 52
RS T RE S HE A SR BRI L B RS B, AR TR Bk
HBsAg #5170 R A4 T e 45 1 9, (EAT) A Kk Ji il HBeAg [P
CHB fyrI g, HARIWBE T3 A % 4= HCC 1R

P UL, 18 HBV 4547 IR 28 FIE TS 3h 4 HBsAg #547R S 1
BE U 6 ~ 12 S H T IR AL AW R H R
TR S A R 2T 2 A T8 W AR A A, BN AT
G AR B G IURTIRITIRAE , )8 sliRYT .
15.2 HmAsadR v lin  HFURIEAT SRR E D
WEIE S T WU HURS B IR Y7 1T AL 2GR I, DA KT 24155
DLFAS BN o
(1) N Peg — IFN — o [ 5RF : ML F MUK A (JRYTERE 1 AN H AT
~2 1RGSR 1R HEE YR sk (B 10,
FER IR T RE R IR (LRSI (4 3 4~ 7 1 9%) ,HBV DNA HBsAg,
HBeAg T - HBe fE Rl (45 3 A~ H 1 ¥K) , JH A (B 00
(BE6ASH 1 ¥K) I HBE 75 fe 2 A AR 28 1 Al 4 (T A4k
HROAH 1R, FEAES3 A 1K), SEREY 5% CT
SR MRI DL & 8 HCC,
(2) Ji FH NAs ZE254 () F 3 0 B0 S 2B ) 4k 24 46 b \HBV
DNA g 5l HBV [l 7% F 45 5 4 | JH WA BE (B0 2 55, /9 3 ~ 6
ARG 1R 5 ML 0 7 A A R OB A 4 (G RE L A 6
AT WGBFEAE R 3 AN H 1K) s D ZER 5 CT ik ok
MRI D) R &8 HCC, SR TDF &, 43 6 ~ 12 4~ H &l 1 ¥R i
WK VB TRE G A5 3 T WD B/ INE R G 8 o

15.3  HRFLITE RGO IRIT SR )G X2 B it
T VIRET B A TRAL B0 T 1A 9T B A Y AL, W e s
LR HCC kA, Bk, Ne A DR IRIT R
TARTFRIZE, R4 25 )5 A 3 /N H P R A H il 1 B A= 14k
24565 HBV & AR5 HBV DNA & 2583 A/
W1 VAEER 6 NHAKD 1R, T EL 85T S 6 4>
FAT 1R REEBR 7= A A AR G 2R R &, 0 Ak A 3 4 3
A AR T K, DRSS CT ZidEss MRI DL & 8 HCC,
16 4K ABMBESETNERERER

16.1 BAREEH

(1) CHB B % . ETV . TDF 5 TAF 477 48 J& ,2 HBV DNA
>2 x 10° TU/ml, HEBRAK MR RIS 22 J , n] R %% NAs 36977
22 (SR ETV % # f TDF 8¢ TAF''®~'%) % F TDF 5% TAF %
A ETV, 50 2 25 ) o i n] LUK A Peg - IFN - o
BIT

(2) LTI RJFE AL B4 R ETV TDF 8§ TAF JR97 24 J, %5
HBV DNA >2 x 10° TU/ml, HEBR UM E RIS I 1R 22 I, A0 4
NAs 367 77 5 (R F ETV % 0l it fl TDF = TAF, 5% fi] TDF =
TAF # 0[] ETV) | 8% 2 B2 ¥ 4 i F (ETV B ] TDF 5§
TAF) .,

16.2 3 A4S 08 T o S sk Ik AV 06 75 00 B % 190k HBV &
e B B2 IR Ak 2R Y7 s I RA TT 4 7T BE 53k HBV 1
W EE I SEUH EE E£ BT, 20% ~50% (1) HBsAg [H
P Fi - HBe FHPERNIR BB %, 8% ~ 18% 1) HBsAg BHPE 4t -
HBe AR 8 2 ZEP M RNA YT G & 4 HBY FRs
TR M BT #E9A 97 T LA B B R AR & AR AR TSRS & A
AU e 0k 3 A% IR T 245 9 ETV, TDF 5% TAF i
JrHesml,

JI A e AR T B B I IR YT B AR, R IR VR YT AT
N LG A HBsAg Bt - HBe,

HBsAg PR NS P AL T 46 7 F e %8 3 700 B Ak 243697
2R GEE N 1) SR 5 2 R R A NAs BUis #38
yrie o

HBsAg [ $1 - HBe fH44: 83, 4 HBV DNA [, B
ST HR YO RIAYT " 5 WS HBV DNA Bk, il 45 1 ~3
AH W ALT 7K 5% . HBV DNA il HBsAg, — H HBV DNA &%
HBsAg 5 R, iz RS shytm gy > .

HBsAg [ 41 - HBe BHIE B3, 2 (6 A B 41 i 5 ve R bt
RS T3 40 AL A, HBV R0 KU g 7 17 e i
B P SO R 2 iy T 1O e e T

MR IR T FRBE PR Y CHB SR fL £ 5, NAs 471
SR RE YT R BT W0 R 452 24 U] 5 355 CHB g} iT A b R &
A oAb T Gt 52 A G 2 45 R AS 1Y 12 M HBV JRR e i 3,
B, HBsAg [4% T HBe B .75 22 R FH NAs Hlpiay7 m i,
TEALZEIE T F G T 70036 97 45 S, B4k &2 ETV  TDF 5%
TAF 397 6 ~ 12 A~ 0 3 F R B 40 8 sg et ik
PEAT S I T 40 M B M AR, R e MBI A5 R 2= > 18 M A
J5 75 AT % s A NAsH %0 NAs 5 IS AT A4t B HBV 42
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K, FL I N 12 A A Hi AR 1 ~3 A~ H W HBV
DNA

16.3  JadRAR R B oA 22 T A 0 B 5 T R L 3% 7 O
HBsAg, X F HBsAg fME# 75 24 HBV DNA'™ x4 4t
TR IE NOIE R, 0] 7E AR AT Peg — IFN — o« 3697, DA
WIELEYRTT 6 > H SE IR IT o ZEIR 7 111 1 SR BCRT 5 A ol 22
it . #5R3E AR Peg — IFN — o BY3AYT 20, 7] 3% ] TDF 4t
TREFIRIT o AT AUV ) & Y2 W CHB i 8 35, H9A 7 3 1
UE[] %38 CHB (B3, vl {fi Fil TDF HURGREI6YT7 o WEUR AT s 4T iR
WIEIF 46 IR AT 5 25 W 1Y CHB 2 7= 11, 7 J5 N 4k S 9% B
TRYT  FEARIE G B2 N B I L, D8 SR AR SR IFIR YT I B, R S
FAHAh NAs 5§ Peg — IFN - o 4623477 -

PUR IR P B AME IR B 5, A IEAE IR A TDF, &
YRS R A IEAE IR ETV AR R IR , S ey TDF 4k
BRAIT A IEAEEZ TR - o 97, BRI A R 7800
50 RS, ol e o 2 T A SR AT R, A e o A 8 T R D 4 A
TDF 3597 o

I3 HBV DNA 5 /K P2 B B4R 1 & fE R 2, R S
BN HBV DNA £ >2 x 10° [U/ml"™ | @il e 5 R & 754>
3 FE A R A S b, TR RS 24 ~ 28 AT LAPIR
YT, A TDF 8 LAT " "™ i F TDF B, £ 3L ME 57 R 4
‘E_HE:ISSJSG: .

BoRE M Z W AR NAs (2200, vl F =5 A ZIsi kA 1 ~3
NAEED ., B2 17.2% ~62% B ETT R A F 4055,
HZ R AAE 24 WY B = 5 i . o F s 4 ~ 6
JEI O 5 AT T A= Ak 2 F8 b St HBV DNA, U0 AT A 54k 22 48 AR
WEH A3 NAEELRESG 6 AH, R BT RIE L),
HWHUREIRIT -

B BEPOR IR T ML B TR - o« 1897

H S MR B2 S 6 AN Al 5 AR AT NAs B
FEVAIT IO B PR, FUAT M TCUE SR 0] NAs 367 WP 7R B
R, WS R A R TR AR .
16.4 JU& &4 JL# HBV B H WAL F S i 52 10, B
A EYURBEIRIT o AT CHB AR AL 8L, R K B 49 B
97 JLEE CHB S HUR 67 0T B A i HBV DNA & ],
B ALT &2 % 5 Jo HBeAg Ifl 352 5540k L HT % 1 K1)
TRIT 22 Ak R i 2 pe gt 2

H i 2E = & 5 25 5 W B 45 L JR) (food and drug administra-
tion, FDA) #EHEF FILE B EGITMAYEFELETIHE - o
(=1 % ). ETV(=2 %)M TDF (=2 %, Hikffi& =10
kg) O RECAHME TAF I FHAME(=12 %, Ak RS =
35 kg) . Peg—IFN -« —2a AT =5 % CHB JL#E'®,

ALT F+ = /) HBeAg FH P CHB JL 2 8 3 AT 3k A Y7 2

JEE T E — o 5 Peg — IFN — o - 2a JAY7 LA SL B HBeAg Ifil
W 7 ol g ETV TDF 8% TAF 3497 . %3 T4k
F—o JATILE B E MR oA 3 0, AR 300 J5 ~
600 J5 Bfvi/m? {4 3 i A, d5 KBRS B a3 1000 7 B4 /m?
PRF MR, HEAETTRE 24 ~ 48 JH ;Peg — IFN — o — 2a BRI it

180 wg/1.73 m® {4 3 [ L, o7 F2 ok 48 JE"™ . ETV, TDF &
TAF 75 2 18 3¢ [ FDA ,WHO #i 4% & 0L FUAH 56 259 3 B 15
(%‘:26>[8'190'19ﬂ

F6 JLEFERZE(BR)XAGWEENE

251 itk (kg)  FliE(mg/d)
ETV(4Ei =2 %, Bk K&E  10~11 0.15
=10 kg; ARBTRE >30 ke, # >11~14 0.20
NF ) >14 ~17 0.25
>17 ~20 0.30
>20 ~23 0.35
>23 ~26 0.40
>26 ~30 0.45
>30 0.50
TDF
E =2 % R RE = 17 ~ <22 150
17 kg, 7] LR A 22 ~ <28 200
28 ~ <35 250
=35 300
Fk =2 % HiRfim=10 10~ <12 80 (2 4])
kg, NREH R A1, ATl 12~ <14 100 (2.5 %))
FBRL L /AT, 400 142 <17 120(3 A7)
mg/ "] 17~ <19 140 (3.5 4))
19 ~ <22 160 (4 A7)
22~ <24 180 (4.5 A)
24 ~ <27 200 (5 A7)
27 ~ <29 220 (5.5 %))
29 ~ <32 240 (6.0 %))
32~ <34 260 (6.5 4])
34 ~ <35 280 (7.0 %))
=35 300 (7.5 A7)
TAF (4 =12 %/ ) =35 25

T BTV Jy B8R = 5 TDF Jy 5 oI5 B 4 5 15 TAF g 57 1 i 79
Bt A

XFFHE TR - a 8 Peg - IFN - o - 2a JRJ7 R
HBeAg Il #5405 HBeAg B9 CHB & JL K T 68 1k 2 L,
AT NAs 337 ™
16.5 RWohsedity &4  HIHMGEEREAAREUT 1 AskE4
P JACEIATRETL eGFR <60 ml/ (min - 1.73 m* {&RFK ) 35
AN BRI R R AT i R Pios TG 1) B /INBR B 2R A
R e A R A N B4 e N Ve (L = )
TG R 10 FHAT AT NAs B 4o A o 2 7 W i ' T A28 1.
AN ADV 5 TDF 3457, JCie B8 & S 71 B EA0 475 0 1 XUR:
oy s I L LT A

PR B B R 4 ek 2 B AR IR T R
# MERE ETV ok TAF 15 —440 HBV {897 2540, ] AR 4 ke
THOL 2k ) LAT 47 $1 08 F iR 97, A 8 W ADV 5§
TDF! 7 HT TR NAs ot TAF 76843 HIV LA
% eGFR=15 ml/(min « 1.73 m* (R [fF) BT 4% 0] 4,
fits NAs 7€ eGFR <50 ml/(min » 1.73 m> {32 F AL ) A ) 75 8 4%
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g2 BRI R R BRI S A O Z ul  .

XFF HBsAg FHYER B B AH B3, AT 8 A ETV 5% TAF /£
BB EIAIT 290 ot TAR ARG INHE R OB A XU , B RS AR
f 3 G fifT P B TR — o 5 Peg — IFN — o 1597

HBV F 5B /INER B 4 T 37 NAs B 353497, 7 i
ETV 5 TAF/*

TN ADV 5 TDF H195 8 1597 10 &, 24 & A B 0 sl
P A E HAh s A KU B, L BTV 5 TARH
HEFER M 15: CHB fE % R JH ETV TDF = TAF J477 48 J&, 27
HBV DNA >2 x 10 1U/ml, HE B4 M A F1KS I 15 22 )5, ] 14
NAs {457 (i Fl ETV 2405 TDF & TAF, s il TDF & TAF &4
FAETV, 8% 2 P2k A i) (C2) o il A3 Peg — IFN —
o JRIT(BL),

TP R IR AL 835 1 F ETV TDF 5§ TAF J597 24 J&, %5
HBV DNA >2 x 10° 1U/ml , HEBRAR M ARG IR 22 5 , A
NAs {497 (i Fl ETV 2405 TDF & TAF, s il TDF & TAF &4
FAETV, 8% 2 P2k A i) (C2) .

BRI 16: TG 25697 S ka7 i e i iR
VRYT HTAT N F BT A HBsAg BT — HBe(Al) , XF HBsAg FHE
G AEFEUE G I B A6 7 250G 1 JE 2 R s A T
FIRYT (A1) N A ETV TDF =% TAF(B1) ., XJF HBsAg [,
PU - HBc BHYE 25 (1 B 20 30 o e Bt Ak ol b £ s o 240
Bt , @V ] ETV TDF 8§ TAF Hifis #1697 (B1) o

HEBEI 17 180 HBV R4 I G U , sl G R 99 18] 4 ¢
TREFIRAE I , 75 7543 160 38 I 0 1% W &5, of LA TDF 3697
(B1),

B 18 PURTRAT IR ESMEIRI B & 6 TDF 3497,
AR AT IR 58 A ETV, A2 E 4TI, @45 A TDF 3557
(Bl) o RN HTIERYY AU 22 S 585315 HURS: ,
PESE B URSHTYR A RS YRR 8 A TDF JAY7 (C2) o

HWEENW 19 1Rk )5 8 HBV DNA B& >2 x 10° 1U/ml, £ 35
Sy UEE I R B A LR b AT T AR RS 24 ~ 28 JA TR 1Y A
TDF 5, LAT Fisi #1677 (A1) o B G BEi 32 W 22 40 F 7 I B
ZIsk 1 ~3 A~ A% 25, N TDF J8 77, BF FLR F5 A 2 25 SHIF
(C2), 1524 M 24 3 A AR T A= 914k 2% F1 HBV DNA
SEARER, BB 6 A A KA R G sh# Iz BUS s
BIT(A2)

FEFER I 20 X% it JE2 31 s s8R A A8 L, 7 2 B i AT B
BIRYTY AT E R IEIT & et L2 s, 1% XU
FILER R GE TR -« RIT,2 2 R EJLEN %A
ETV =% TDF y497,5 % K VL F LR 3 Peg — IFN — o —2a,12
A UL b LFE R ] TAF 3597 (A1) .

MR 21 12 M F AL B B DR 2B 2 B IR RIE
ST MR ETV 5k TAF f R —4&5t HBV J697 254, sl T AR
P RE R DLk ) LAT A7 B 2 IR 7, AS BN il ADV 5
TDF(B1) o %4775 B E 41493 5 /s KUK 19 CHB #8355, 1o AT
il NAs $ips 5 3 F2 P 3 75 W B Thee A2 1k, © M A1 ADV 5%
TDF ) 583 K A 1B IR B s 2 sl A7 i i IR B, 130 i

ETV 5§ TAF(B1)

16.6 HBV = HCV &5t & % &4 45 HBsAg BHE & #B )1V i
Bhi - HCV, 4 FHE, 75— 2546 ) HCV RNA % &, HCV
RNA & i FH 1 & ¥ 5% B A B #5006 5 25 9 (direct acting
agents, DAA)JRYT . MBE A K E HBV TR 19 AU, B8 ot
FER ST HCV 387 W A 25 15 3 A~ A i, g U A ETV
TDF 5§ TAF U aEiasr sy,

HBsAg 4 4T - HBe FHPES B A DAA SR B R i
Pt HBV F0E g XUz , @i A Wil i i HBV DNA ¢
HEAN HBsAg, & BUBH % s v R ey "

RN 22:HCV fl HBV 4 &Y & i ] DAA 457 HCV I,
#r HBsAg P, T 457 NAs JA 7 LATIBE HBV PR30, DAA JA
JTEEI 12 JH )G, A5 RS 1R NAs 397 (B2) ; HBsAg I 41 -
HBe PHPE R A DAA 1], 752 ) Wil HBV DNA 1 HBsAg &
i, INPAYE , @OV A NAs 3597 (B2)

16.7 HBV fe HIV &5F & £ &% g CDAY T #kE 4K
SEanfar, REEICHT HIV B8R Y7 M8 AL, B8 iUS Fa gtz
YR P16 YT (anti retroviral therapy, ART) , HIV il HBV & Jf
JEYE N RIHETE 2 Flos 878 , 0148 2 Flbi HBV {6 ¥k 25
W, ART J7 % NAs $E8EHi7E TDF 5¢ TAF + LAM s 44 i 74 fih 52
(‘emtricitabine , FTC) ( H it TDF + FTC } TAF + FTC A & 75
) o VYT AR TP HBV AH G458 45, i HBV DNA ik A= 9
fR2FAa bR NS AR F A8 bR S E A7 WE I . %HF HIV Al HBV £
FRRY R RGBS A 1 Bl HBY 45 5 (1) NAs (TDF |
LAM ETV LdAT ADV) (%) 75 223697 L B 48, LAk 5155 5 HIV
X NAs fiff 245k g e s 20

TR, FORA R E: (1) LR % <60 ml/
1.73 w’ (R H ) , A AELE# TDF 5% TDF 7 &,
(2) LR BR 2 <50 ml/ (min - 1.73 m K HEAD i >30 ml/
173 m* (KR WAL, o] % & e 40 & TAF + FTC (5§
LAM) [ J5 %, TAF i KB ALE R+ eGFR <30 ml/(min -
173 m* (R A ¥ . (3) ANRESH I TDE/TAF i}, 78 ART J5
ZERFERE E RN ETV, GE8RI A < W HIV AT HBV 4 &
B AT IRIA 4, B A & LAM( 5% FTC) + TDF 7£ Py
EZDIE S
R 23:HBV F1 HIV G IF @ Yu3 , @il £ %) HIV A HBV
WA BMBUREAMALE (AL,

16.8 HBV ABXAF %35 %4 HBV foe&ath WAtk Bhni
PRI P AT 3 08 R R ST R R, A HBsAg PR, @ iU T
JREETRYIT o

P HBV 577 ] 035 HBV HH G i 2 M i 2208 (acute — on
— chronic liver failure, ACLF) [ K 31 W5 22 - . Z 100116 BE B
G2 ONESE BTV R LAM $57] 45 30 F A% ACLF FOJRFPER , 25
RO BRI T HBV M [ ACLF B, ETV { F
LAM, A /MEAIGRBESE 27 ™ 8, LAT F1 TDF {497 HBV
HHFE M ACLF W 4k%5 . 5 TDF MLk, TAF 7R RE 00 257 50
[ AT DB B MR (ELJ: TAF 3697 58 983 14 s PRAIT 4
A FHIPEFEE HBY DNA G K- J 37 ) e

(min -

(min -
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#7 HBV DNA GEHKFAE 2 ~4 JAIPIAE PR 2 1g TU/ml SR 5 A A7R
AT 00 O R 2 W 0 0 B DR LBk AR TR 25 79 NAs
(ETV TDF 8§ TAF) "' JFgesl EWE G, PO 6T B K
IR

WEE RN 24 HBV HICANE W0 20k 18 hn 2 v A AT 5
B, 77 HBsAg BH M 100 i ETV | TDF 8 TAF HiJ% 81697
(A1),

16.9 HBV 483 HCC %% HBV DNA [HYEf% HCC ¥4
Pt HBV 3677 Al g/ HCC AR5 B S, R i A A 202l
YU AP N PR PO SR A A NAs(ETV TDF 5§ TAF) , Jozk
SAEEE AT AT E - a.

HBsAg LT HBYV DNA B4k HCC B3 52 AT E VIR |
JF BRI 2R T K ZE R TR T 82 B AL 2R TT i, #8 AT fig
L HBY PRS2 @ A ETV TDF = TAF #1740
BIRIT
WeEAE 25: HBV M6 HCC M3, 75 HBsAg Bk, # 300
ETV TDF 5}, TAF #1740 EIRYT (AL) o
16.10 AF#AH & &  BE K HBV MHOCH0 (36 3= |
HCC) BEAT TR , 743 B 16 FI 4 HBV J7 58, k2> % # T 15
T HBV R o HHLAR Ty 28 BB PR e 1 3 2 XU
A2, RIBARRTHY HBV DNA S 1K,

UNFSAE AT HBV DNA 2 5 BV I B P ek U AT, 7T
TEA TR L8 PR i 25 19 NAs, B ETV TDF s TAF, i By
HBY PR , ARJS Jod i HBIGY 7 Uik AT HBYV DNA
PR, D) R o P e XU o o A T R i A i 25 11
NAs LAREAIR HBV DNA 7K 5 A v 6 T A N i ik v 4 HBIG ; R
JEBE TR BN A NAs, 38 W 15 A W AR i HBIG $542 0.5 ~
1.0 4R, 5 PEARSE B NAS2 24720 Sipapoke A B ™) %
BULERL ETV 3497 10 B % b 45 48 HBIG 7 RS A Ak, W
BE TN T HoAb NAs 2549, 75 %40 ol HBV DNA %645 fif
25, IR T %6 . AN RS AR A o B il £ T80T 48 2 1
37 5 4 A T E G B P A
WEE N 26: N HBV HI YL 47 IR ML AR %, 4 HBsAg [
P, IE PR A ET T s A ETV TDF 2% TAF dE1THiRFIR
JT (A1),

17 ST SRR Y 16 Pk (3 81

(1) RBURIBEAN AT BT % 5008+ HBV Je e [ 4R s R [ i 1 11
RS

(2) BB I I 35 A% 5 90 T - HBe & f K F-7E ALT JK5F- 1F
W BREIRIT ISR P e

(3) FEF4EAL TSR Wit AR AE JS ShIA YT A7 R0 T 30
AP E

(4) R[] NAs KA ARG % HCC KA A5,

(5) 3852 245 F NAs [ IRIE AR S E W 2Epn i

(6) BF & LA R IA @ (EhREVE IR &) h BARI QIR 259, 75 F
A 25 Il A SF R

(7) ) P BLSE SR e A 300 I 17 BA B 5 7 | B K B
FE) PEM BT 25 bl T RCR AR S AR L, A I R A

AR R A

(8)QFr CHB % AL, $2 i/ CHB R I 2 Wr EFIH ST
AR B R ARSI R

HEER(REREEHRF): 2R . E/LE EH . FRAE
HEFE R BT FEEAR KRR BTG E AR
REBER(REREEHF): 24 2R 24 L,
TR ML EH . FAFRE 5 2H. KX E KKK,
REAEAR RO B RR AR AR A B R AR
REBE KGR BT T B EFR G M
EENCE NS T A £

FIZERR FTAAER A B RAEH AR

i FTHEEFRRERFSLAFTRFZFLSANERERR
BT BF AR ARG T FA ARG E LA, S
RlA=AL AT ARRAS d 42 i T 5T 89 23, 2 e A1) &ift o
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