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2015—2019 4F, Hh A e 2 23 JR YL iy =7 7 23 MU
a2 a4 92 [E IR 2% 23 (American Association for
the Study of Liver Disease, AASLD) . KR ¥ JIF 9k 24 2>
(European Association for the Study of the Liver, EA-
SL) . W. K I 9% 2= 2 (Asian—Pacific Association for
the Study of Liver, APASL) 73 51| B8 T AH I 1) 18 4 &
I %% (chronic hepatitis B, CHB) & 5 R [ (1814
R B 646 ) 2019 AR R (AT AR =575 ) L2018 4F
5 1 R 27 23 18 1k & R A 45 B 5T (18] FK AASLD
T8 FE) 2017 4 RO TF 27 23 18 M S R 5 46 v (1
PR EASL 575 ) F1 2016 42 K AT 7 218 1 2 RUAT 58
IR (PR APASLFE R ) |, tHE 5 A 2021 (World
Health Organization, WHO) 1T 20154F & % 745 1
Jit £ AT 58 8 HRAE e (TRTAR WHO FE ) o A8 SCRT LA
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AR O T SR B (hepatitis B virus, HBV)
B TR AR A UCE AR A T O, DU B I R
P A T AR M R AR (3R YT S AR R 25

1 BT BiREER—F

S5AFE M R Y, SRR IR YT H bR i KRR
JE b A M R HBY 2], 98055 4 A 8 A IR S8 S
JUE T 2 2 206 A | SE 28 R/ T 1) e o vl | TR Ak 2k
R 41 i 98 (hepatocellular carcinoma, HCC)
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Be antigen, HBeAg) FHYEEREI TR 2 BUIF R B, &
I S PUR TR FEFIELUT 3B E U HBV
DNA 7K | 1ML 7 N 2 2 % /A I (alanine aminotrans-
ferase, ALT) 7K F FFAE 0 0 7™ B FR O HL8h &0F
Al H BRI A I R o RIS, SR R i 75 R AR
(AT , (R FRETR L, HBV A% e JXURS: | JHF441 it 9 i s £k
TG LA AR B . Hirh , HBV DNA & f A I
BT PP HBV & e 350 1 B KPR PE B
BEVRYT IR RO B s bR . BT, 5 N8R
H1E T HBV DNA JE i 15 2R I SE I 5 i 2R A i ik S
)i 7% (polymerase chainvreaction, PCR) , {H HAG I
B A PR TR A= 7= T R s i

2.1 —RRIERE

AASLD 1§ i Al APASL $5 /i 48 Hi , #2252 BT 8 3R
710 R 46 H 3 T L LR 24444 : DHBeAg B
PR, HBV DNA>20 000 U/mL; HBeAg B4 3,
HBV DNA>2 000 U/mL; @ALT $#£% T} 55 >2 1% 1 #
& PR (upper limits of normal, ULN) (AASLD #§ F4
HJ=2 45 ULN) .

WHO #8m \EASL & F Fil v [ 45 B X & BT 48 8
FHARFEIX 4 HBeAg IRZS , M2k 4l HBV DNA FITALT
o AR 1 7 SR R, BRI, % IR T AR
FITE . WHOTSRH5 L ik 304, HE A Rra R
B ALT(>1 4% ULN) , If H A 57K HBV & il i iE
#i (HBV DNA>20 000 U/mL) i 4, X #E1TIR
I s AEJCIEEAT HBYV DNA K 6 [ 52 (3 IX) |, HEBR
FECALT RELL T i 1 Fo A H UL RS 461 G0 4 4 % i
SRR M AE S5 AR I, vT DA% R YT

EASLIERITR T AU IF & |3, L HBV
DNA>2000 U/mL, ALT>1 £ ULN, ¥R i3 97 . WFoE
M, —2L HBeAg FHM: 35 Rl 2 HBeAg [ - # 11)
HBV DNA F7K P21 sl 1, TR fIE 2£<20 000 U/mL,
F <2 000 U/mL"7, BL4k KK 1) HBV DNA 1]
RBIE AR F R A AT, B 15% [ HCC 3
I HBV DNA<200 U/mL"’,

o TR 38 R R IR T OB N E R B SR, KB HBY
DNA BHYE (ALT FR22 572 % (>1 45 ULN) HLHERR HoAth I
IR EERIT o
2.2 BFELEE

XFFARAZ I R AL £ 5 APASL 35 R 5 ), HBV

DNA>2000 U/mL, ifif AASLD #& F§ \EASL 35/ . o [
FERGHE Y, G a] LUK I 2 HBV DNA B, 5k T 4R Hik
FEIRIT o X TR IF6E 1L H 3 EASL 8 I 48
MG 2] HBY DNA R, 1fif AASLD 485 . b [ 45 B 48
24 2R 5 F i PR (hepatitis B surfare antigen,
HBsAg) A4 FHIERE , BITF BT 1677

WHO st i, I3 (A S BIF R I RR A (75 2
AEFLEE , HAEA RO sl e A A2 A Ak a8 5 1
N B R 4 24 IR I 24 T AN I /N A BL 35 48 %5 (aspartate
aminotransferase to platelet ratio index, APRI)P-53>2
ARG R IE | ¥ N 3329697 -
2.3 BEHER

M HEE A HBY DNA ALT AR ™ SRR AN
SEIRITARERT ARt R — A A R . EASL
T r \WHO 5 B LA S L8 B AR A0 1) [ (A
>30% ,APASLIER A>35 % ,AASLD1ERG >40 %,
2.4 ALTKE

ALT KV 0] 7 — 7 R 1 S5 B JHF 40 463 43 7
o R R 08 B 1 ) R Y ALT T, B — 254
PEAG LA

KT ALT (9 ULN, &8 R R H B9 SUEA A Jm]
W E$E g EASL 45 5 A APASL F5 15 , A4 tE 51, 4 °8
40 IU/L;WHOF5 RS, 2 30 U/L, ZhER 19 U/LL A
JE A LA AN FE 5 (ML X )l mT A P 224 i (b o s AAS-
LD HEFF, B R 35 U/L, &tk 25 U/L,

3 ZBIBFRBETT

SRR TR 1, SRR (IR R BT HBV IR TT
Ah BB HLR PR PRI BUET G AR e S
BT o

b S R A DA 4 Ak 2 07 R AN il 45 AL £F
LB RO B R IEAR R A AR s SR A
PRWTFSE rh 44 5 7R — 8 B AL T, 6 0 L 47 44k
SRS AL £ T AR BE ]

P HBV AT AT FRAIK HBV ST KA & AR,
fIRHBV AR R AR5 iR m R AR & T
RICE BRI T T SCEBENHIIHBV 254 .
3.1 Zg¥fhzk

AASLD $5 75 .EASL$8 74 \APASL 481 LA K [ 45
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FEFEAZ AT (7R ) 2514 (nucleoside/nucleotide ana-
logues, NAs) I T4 & o (Interferon—a, IFN=a) 2] 1]
T Hum a7 HREE R (Entecavir, ETV) (& 5
IR B 147 45 3 TR (Tenofovir disoproxil fumarate, TDF) |
& R N Iy B 5 4R 15 (Tenofovir alafenamide fuma-
rate, TAF) 530 i 24 2 A2 RARM P Uw RE 259, A
RO Y2 bk SRR WA B 1 E 1 1 IRZS )
(APASL i 1 4 77 (19 B ¥E 1 RS 25 W) A AL 45 TAF) .
IFN—o DU HfE 77 1 3% 58 & — 8% IFN— o (Pegylated inter-
feron—a, Peg—IFN-a) .

WHO $8 B 219 NAs L% ETV  TDF B {45 45
fig (Adefovir dipivoxil, ADV) | $ii Kk & % (Lamivu-
dine, LAM) . Lt K € (Telbivudine, LdT) F & i1 s
W, LAY TOF (ETV; th T IFN AN RN 2, i
1 T S TESHEH] 7E R A E 5O 5 3145, WHO
TR AL IFN
3.2 XTiZH(R)EUMETFMRENBKERS

RS FE AR BB HERE IFN—o 5% 1T (72 ) 2510
WA 25 . AASLD F8F 1R i, Peg—IFN—a Fl NAs
MRG0T TR A B BIRYT JS ILE F BOR B 5
&3 DRI ASHERR A A T 3 i 2% 23 (Ko-
rean Association for the Study of the Liver, KASL) g
F A, Peg—IFN ISR (1) RN T A9 H 92
P& R ML 27 28 (Il HBsAg 252%) ", R Ry ik A3 1f
Bl NAs IR MESTEL O SR 1T, 5 Peg—IFN B A%
(R U B 253697 AR LE , R AR BTG B2 6 7 Il
FH Peg—IFN B (IR ) AU A W] i A3

R FARHERT TR TN LT R 45 25 b e

4 BITERMITIE

rh [ R A L X TR A IS A AR Y R A
KRG RIG @ (S Re vk ia @) , RS 1k a7 5 3R 5
HBsAg B4 [ (ff A 5T 2 B9 i & 2% 4T 14 (anti-
HBs, Jt—HBs) 1) | . HBV DNA KA 2] A A
R 22 = TN B AN [ S DS N (S S B |
e A% N AL 4 7] A 2R R DNA (covalently closed circu-
lar DNA, cccDNA) K85 1 B , K A7 7E HBV FELTE
K HCC B KBS . EASL 48 5 . APASL 35 7 .
WHO #5 B #5422 th , HBsAg Z: 26, P A 50 FE A 4 -
HBs J& fie 2 5, R IX 3R B T HBY & il Al 5 45 1
FEIR WA, T AASLD F5mg R T R IR
A VS B L £43% ccc DNA, {HIX 2 H i A ] 52
B HAR T B I LS H A s B al o Y F
WA 2, BIsE 1 PCR KGN A 2] HBV DNA.

HAE P ERE Peg—IFN—a YT FEIE AT E 48 JH , h
FE R R4, HR o B AT AR K 2 96 JH o 15 2y hnifE e ir

S, 5 W5 2 1 R T B 0 I R T J& HBsAg SE
B HKEZ 2 HBV R AL A5 AR WL 1.

AT () 2 NPIR T £ BITF 98 B3 17 R AN 2
B 7 1Y, HE2 i [ 242 45 HBeAg Ik &5 \HBV DNA #F
SR RS A IR AL

KT NAsTRIT OB 98 & i1 25 b i, X F
HBeAg P AR A 1k £ 2, 45 48 F # 2 IL HBY DNA
TG R R L ALT & % Fll HBeAg IfiL 5 2 55 4 , AR AL
BVRYT (1~3) 4 J5 AT LA A5 IR IR YT s T HBeAg [
PEAERFREAL RS, T8 T A 2ihr i 22 AR K . X T
JHEAL B, AT R AR R AT o BRI 2,

HBeAg [J]1: L HIJF 4 8 %

=] HBeAg BH: 2 BT 45 i 2
T E 8
E>20 000 U/mL
EASLTE R

IRYT 24 JEII, 357 HBV DNA T <2 Ig U/mL H HBsAg 377 12 JEI, 7 HBV DNA T %<2 |g U/mL, 3¢ HBsAg &

T RE<T 1g U/mL

IRYT 12 JEE LR R B A C B SR HBsAg E t> IRYT 12 JAI A SE PRk D U fB 8 HBsAg i 1 1% A [
20 000 U/mL, FEK 14 A Fil D B 5 HBsAg /& &

Ik L HBV DNA T R£E<2 Ig U/mL

B T B BUFRYT 24 AT 2 5L KA A~D AU A

# HBsAg & > 20 000 U/mL

APASLAERS JAYT 12 JAl B, A5 BL R A B AN C LAY B8 % HBsAg e > JUH:
20 000 U/mL, ZE 7 AR D B B HBsAg e il /&

JEFER R D AL R IRYT 3 A I R HBsAg
A EATREAL, IF H HBV DNA FF#<2 Ig U/mL

AR R BCETRYT 24 AR, B R R A~D B R

HBsAg & &#>20 000 U/mL

TE - EASL 7RI T 27 2% s APASL 7R ME R TR 2723 s HBY R S RUIT S 35 3 HBeAg 27n LU 48 e Uit s HBsAg s L RUIT R E T Bt )it
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F2 KL TER (TR)MUDIETT LI 15 2 bR
it HBeAg BHM: LI IT 4 & HBeAg [HPE 2 AT % i 3 JFREfL R
HhE s HBV DNA & F M T B ALT Z % fl HBsAg 12 H.HBV DNA &I AN F] 1SN
HBeAg IfiL il 27 # e ) , HILEEIT 2 JE 12 BT

34

AASLDF5R5  HBV DNA K F A T~ BR ALT & % Al
HBeAg IfiL i 2F # ee , T ILEAIT 2
124 H

KHIGORTERRTT , BRAEAT 3547 F7 1 B
IE-SN IRV

(e T A e N 6
B, WA IR IR YT, W
DI (=AM 3 H 1K,
F AR s KA T AL
GER S NI

EASL#ERI  HBV DNAMR T T IR FI HBeAg IV W ~#4ili (2 L HBY DNAJKSE A ERYY
R FILENRYT 21240 H 492000 ~ 20 000 U/mL)=>3 4E , Jf:
FLAE R (8R) 25U )= e s
UEHEAT W
APASLFER  HBV DNAMLF R T BR ALT Z % 1 DHBsAg Mk HAEH Hi-HBs, k& ZH8IRY7
HBeAg IfiL i %= 5 ¥ )5 , I ENE T 2 HBsAg Ik G JLIENG T 2=/ 124
AR PSR 34T A QNIRE 6 4~ A 19 3 A A [F i i
6] SAS I 2] HBY DNAJG , #RIL
[wVRYT 2/ 245
WHO8®M  HBV DNALF R T BR ALT 2% 1 AR K EIRIT

HBeAg IfiLiF e 4 J , FEULIENA T 2
b1 AE 6T T HBY DNA K
A IR, A7 2210 HBsAg & 2K 1 4%
JEFSERLE D 1A RIT

T ALT %7n TN R RS 2 ; AASLD 287 & B 24 45 5 EASL 38 BRI 2 25 s APASL K m WK 4 45 s WHO Rt B DA 4141 HBY F#m &

BT 9955 s HBeAg KR LHUIF 4R e BUlat; HBsAg 367n LU SR i it

5 %% (B8 ) BN 25 B B0 #6 R HE e

XFFARZAT (FR) AU IR T R I ) B, 8 i 3
HEIUKE A FR A I 254 D, A SRR DA R A ) B
RAEIRTEF M, BN Z TR (R ) Z AU 38 L i
2y gERE, TR VR, LA IR R i E— 25
BN, KB 5 A i ALT TR RIS Bk 20

XoF T8 B TDF 5% ETV LLA9 NAs 1738 97 T
RAEIRBEF RN B, S Te R A
— bt it 25 HAT st AL A B P T 25 ) B — 25 9
TBIT, BEAYEIN Gy —Fh A BN 250 P UR EE 25 Y
BCAIRIT o KUY F e H AN 2 DA SZ R 1 il —
TERT R —F ko (B2 AR R oA R, S5
—ZGYETT R LU R PO T VA 195 B I 247 IR T
TFEAR . &8 m AT (R ) 25Ut 24 28 i 4

Bl L2 3.
6 XTHIREIELHSFRERNETEER

B 98 92 T R A 9 R AR 1T AR BB A5 FH AR R R
I T B I A B B ML R R (B R BB R S A,
el N FZ R A Ew R E" ™. hEEMIE,
U 8% 5 W HBY DNA>2X10° U/mL, 7E 78 43 V4 18 Jf:
VG [ A SR L, AT AR ORES (24 ~ 28) I 4R 1 H
TDF 3 LAT UK #1697 - et 32 W 22 10 ] 777 f5
RPZIEE (1 ~ 34 A2y, B TDFIRYT , BEFLIR SR A

= N
E%J%lﬂzo

B WHO $5 B 4h , HoAth 3 5548 Bt a2 B3O 4 Ok H
Je 0 v e BE A I A2 I AT PO BETR YT L H X HBY
DNAJE f& JEAR 25 0T 6 K &5 a it a], DL & iR
FH 2525 ] LA 2L R A e Ta], AR Lk 4.
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R3 AR HETE A BOS ARRI 25 200 1 £ BT 58 J8 5 A B it

[DESELES P [E 48 e AASLD 16 EASL 1874 APASL 16 WHO 55
LAMIi 25 #HH TDF 5 TAF W TDF 8 TAF, 5156 #ofH TDF 5 TAF ¥ TDF ¥ TDF
A TDF s TAF

ADVIiit 24 Z miA A LAM B
LdT:#H ETV . TDF
X TAF;
i LAM/LAT it 25 - #6277
TDF = TAF;

¥ ETV . TAF % TDF,
IS ETV. TDF 5
TAF

LATTit24 ) TDF 8 TAF T TDF 2 TAF , 2k B
4 TDF 5% TAF

ETVIitZy ] TDF 5 TAF ¥ TDF 3% TAF, 2 5%
4 TDF 5% TAF

TDFH2y ¢ W ETV, BiEG ETV

£ 22y ETVIES TDF, B ETV
A TAF

¥ TDF, 2 TDF B A
ETV

ZHTASEH LAM 3
ETV.TDF & TAF;

X LAMIN 2 - 45 TDF
I TAF;

WHBV DNAK T &
1.4 ETV, 508 1
ETV

¥ TDF 5 TAF

0 H TDF 5 TAF

ZRTARAEF LAM : $JH
ETV;
X LAMT 25 . A ETV

A ETV, K ETVELS
TDF & TAF

ZHTARMHLAM 0 A TDF s ETV
ETVH TDF;

*F LAM/LAT it 24 < 362 7
TDF % LAM Bt

TDF

11 TDF ¥ TDF
e TDF W TDF
ETVEE TDF -

H TDF /R & SRR T 106 s TAF 2R & SRR 1R 15 s LAM FORPK R E ; LAT T B L8 BTV R B 6 s —FR J0; AASLD R
2 [ 27 25 s EASL e BRI I 2723 s APASL 6755 I K 2745 s ADV 3675 Bl 4 =5 g

KA AAGHN CRITRAE IR IRIA L By 1 2% 1% ) FE G LE A

izt HBVDNA & i+ 25

THEEIRY T ]

B A e
(2 194y PR ] T)Lﬁﬁ:{nff,ﬂlﬁjﬂz

75 0] LALLM 3
FEEER >2x10° U/mL TDF 8% LdT IR (24 ~ 28) A I EIZIE (1 ~ 3)4 R TDFIAYT, W)
PIBREFLIEE SR
AASLDH§F >2x10° U/mL TDF(E#E) PR (28 ~32) ] IR MZIZE 34 A Yl
LAM & LdT
EASL#5RS  HBV DNA>2x10° U/mL#;, TDF WEYRERE (24 ~ 28) 8 725 128 AL

HBsAg & >4 Ig U/mL
APASL#5H HBV DNA>(6 ~ 7)lg U/mL

TDF(F L) st LdT ZEURES (28 ~ 32) )5 sl AR EFLIE TR A

{1 : TDF 7R & SRR AR M s LdT 2R LU RAE s LAM IR ALK FRAE s AASLD 287 32 [ T 27 2% 5 EASL 27m BRM TR~ 23 s APASL 27 W T

LA

g5 b S MR M BUR ERIRYT Y B AR A — 2
TR BEIRYT W FIBARIE J7RE A YT 2 NAs T 25 B 1)
RO it L B e 8 380 0 L T 1 AL R 1) 4 A R
BIAAR . UG EEENZ, Y EE N HBY
DNA ALT K 5 7™ 1 72 B A6 2 V6 7 A A
e B AR AR IS AR P O TR IR Y FUE A
SR . T HERE 25, AASLD 45 75 (EASL 35
T APASL 15 1 LA K v [ 48 7 4 7F NAs B 3% ETV

TDF 5 TAF (APASL 45 & #E 7% 19 5 1% 25 ¥ A 6L 45
TAF) , IFN—o T HE 77 19 1% Peg—IFN-a. WHO $5 5 1
1ENAs EE TDF ETV, 1 T IFN R RN £, ks i,
T B Pl PRI A B R A G S , WHO $5
RHEFEM T IFN

(&% 3xik)
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