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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 related experts in 2019 to update and develop Guidelines
for the prevention and treatment of chronic hepatitis B (2019 wversion), 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

conditions in China, in order to provide an important basis for the prevention, diagnosis, and treatment of

chronic hepatitis B.
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1. 8 4#: HBV J& 4. HBsAg fl (%) HBV
DNA [H: 6 ~H LA k.
2. CHB: i HBV #5228y 5| & i) F I8 v &
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3. HBV Hi#% 1% (HBYV reactivation): HBsAg
FHYE/$i-HBe FHE. 5 HBsAg B4 /4Hi-HBe FH
B B EM NG T AL F G T . HBV DNA
WL T E =2 1g IU/ml, =ii4 HBV DNA [
B ONBATE . B HBsAg iy B VESRE B

1R LI E A % SR 7R 5
) VEATILD]
R
REFRE (A) 3 s SR AT g 120 £ 25 O
IR (B SIS BF AT 0T AT A 45 SR 0 50 T

R
lRpiht (O BB RARA W R A SR . o
il 5 AR T e M

s (D AoHEINEERRE . BE RN BUR LB
Bi . 2 W ANR SRR . A B B AR B 2 L
U (2 22 AN 5%, M7 08 WA 10 A W 2 1
SR 14 5 DL T RE 2 A 22 I AR B A LA
S TR S R RS

ST (2

4. HBeAg B % (HBeAg clearance). W% fE
HBeAg FHPER 35 HBeAg IH K.

5. HBeAg Ifl 5 % % # (HBeAg seroconver-
sion): BEfE HBeAg FH £ Ay 8 & HBeAg i1 %,
$i-HBe .

6. ZBIAF % BEE  (resolved hepatitis B) :
Aok CHB s s, B8 HBsAg £ 22 B 1% .
Pi-HBs PHE S B #E. HT-HBe B, HBV DNA
& F HEARK M N R . ALT 76 1E % u .

7. SR F BB (virologic breakthrough): #
H () 25l ¥ (nucleoside/nucleotide ana-
logues, NAs) JGTFHCM M R A7 B # . 78R o
BITIAE S . HBV DNA /K F iR 97 b AR (H
Thim > 11g TU/ml, 0% IS S B . JFAE
LA A J5 LAAR [R50 5 52 A O o k. AT AT Bl
ALT JH,

8. WK B¢ E K& (virologic relapse) : #1895 2
ENERBEESE, B LA 2 )N HBYV
DNA ¥>2X10° 1U/ml,

9. it 2§ (drug resistance): TEVLIKFFIRIT T
B, KRS HBV IR 25 405G ) R R A8, Bk
FLP Bt 24 (genotypic resistance), K 4h 525 i
IR YU TE 2 W) BURNME KRR, I g R PR 245 400G
PR FERIM 25 (phenotypic resistance) , £ Xt 1 Ffr
PG 1 245 ) ) B TS 25 58 8 %) 55 Ah 1 A e LR BT
BRI B 25, FR O 22 LT 24 (cross resist
ance) . EAXF 2 BRI FGIA NAs W25, N2

HitZ5 (multidrug resistance) ,
Z. MITREMEB

(—) WATHG#

HBV &4y 2 F w47, (AR [ i X HBV
SR AT 5 BE 25 AR K. #E WHO i, £k
2947 2. 57 [ 18 HBV J& e, 45 0 M X R v K
VML IX S 68261 4 BR 2015 AEAH 88 7T 1A
FET HBV YL AH PN o H v 6 1k 5t 2
M f s Chepatocellular carcinoma, HCC) BT 43
BT 52% 0 38% . AR R PG RO 1 M X — iR
B HBsAg WAt 34002 2% (3 900 J5 ) F1
6. 2% (L 15426 . W HBV M5 P #i A7 RE B 45
KR, ZEOWMNH X T 2 & RAT X, DBOR
MATIXK .

2014 4, HE CDC XfaE 1~29 % AR #
BFR MG WRAT R AL R R, 1~4 %, 5~
14 % F1 15 ~ 29 % N #f HBsAg % A7 % 4 5l K
0.32%. 0. 94% 1 4 38%", 5 1992 4EHu#g, 4%
BIFFET 96. 7% . 9L 2% A1 55 1%, HEAhit. H
3 E — g A BF HBsAg AT K 520 ~6%, 184
HBV &Y # 25 7 000 J7fi, H CHB & 4N
2 000 J5~3 000 J5 -7,

HBV ZHE 2 il (B 38 B Ik 286 o /N 4l
i) RV AL 4G . 3R SR A L & B R
BRI AT, HBV DI EMEHE R F, 4 3000~
50% . &AM, @it HBV BH PR 1
AR AL 3. .+ 3 1 HBV DNA /K- 558 &
JLEEY HBV KU % VI AH % . HBeAg FH. HBV
DNA 7K F-HF 55 (98 A L 5 & A R B AL 3R
NG SR Y (IR Kk L v N E I o5l s s N VA
R M HIFAIT R B, BEAEA S s . %320
Wik M B H . HCV R e . HIV IR Qe %
HBsAg B 1Y 5 BE RO . A $2 il i % 550K 3 R
A B B A fa N B s e TAEAN B, N
AU DA B R Rl & U I 5 5 v W W8 RO S8 3 A5 3
A HBV SR YL KU o F T 5 ik il B3 S i 7™ A%
I HBsAg #l HBV DNA # #F, R 22 4 1 5 1%
it , 22 I B R AR O & . HBV Wl
A 2R B IR B R AL 4G, s R . SCE . FLE
WAL, B A G TAE R A2 . SLHf025 7] fn
FHREN, 5 HBV Y & A TG b i 4 42 fil
Rl EA Z M EHBE . BERMEET b E, HE&
e HBV WfaltEmt .

HBV A& & FE LB A, ik, HH
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. TAESUER M, MER—hAZETIE (B
AN . BT W, FAE—1EE. [
— )T PRV TR P o iy 4 DG L R R ) ik, A4
e HBV., WATHE 2% F1 5256 i 58 K & 81 HBV fig
WG R OO R LS (R HE

(=) Fipi

Lo PR4P 5 B N B 5 Fh 2 B 4% 92 1 2 T B
HBV J& YL A7 8000 J7 i . & YT 4R 928 1 1) 2 i X
SETRHAEIL, HRABGILY, 15 B TR
g NTER G fE NBET 1

ORI R e 3 41, Mo, 1A
6 A BRI, BIREREE 14 M G, 78 1AM
6 A~ BHE SR 2 #1153 4. R 2 BUHF 2 B8
AR, BT AR LR ERAL S R AN = ILECR
R AT A AL A s L ZE R 1 = AL
LN S . BRI BT AR L, AR AR AR
R )L, E A, EEEL . W FEIBLE
GRS, NAEAEMEAEER)E . R EMSE 142
RUFF R BET o

A ILCHR I REE R MR & O HAHR
RO RINF R B B ER IR 10 pg, AN BEE HBsAg
HHESE; @ HAPEERIPE (Chinese ham-
ster ovary, CHO) 408 & B AF R, B E K
10 pg &% 20 pg. HBsAg BB 2% #9585 4 L % b
10 pg: HBsAg FAPERE S B8 A JLEEF 20 pg.

Sof RN EEE R 3 B 20 g BALBERE 2 RTS8
PETE Y 20 pg 4] CHO 418 2 BRI IF R IEHT . W%
SETREAR N BLTC N & . 0L 0 Y R
(4n 60 pg) FEFR: X0, 116 A~ HRJF T &
H AT ERERR 14 60 pg 813 41 20 g ZTINFRIERT .
JETH 2 WM RV REW G 1~2 4 H B
MEPt-HBs, WA ICR &, Al R4 1 5 60 pg 5
HBERE SR RPET . Pt ORI 2P 1 5 A Hiik
V7 255 35 B AR P R — B = D A Rk 30 AENY,
M, — M TG SEEATH0-HBs W) =50 % 56 5%
R e Al AN B 5 2 D RE AR T & 45 W] W It -HBs
mH-HBs<<10 mIU/ml, W] R 4R 1 5 2 B
RPEW .

ARGk HBV (919 Lo 7 4 Ui 191 18] 42 Fh £ AU
RPEW IR AW BRYGH R PR AL I
WM (0. 12N ARBFE) CHiuEvE
AR R

AN B R A R AR A 1Y e Rk BRE I 4 ik
HBsAg 1 30 HBsAg A T & & /9 1L ¥ 257K 1L
ol P s e i Sk R

2. EIAL YL IR X E W E B HBsAg B
B AT A AL YL i bR HE R N R A 1) Y b
CDC #e 4, I @O0 H A RE i 51 #4717 HBsAg .
Pi-HBs fyi-HBe &, X 5 B # 42 Fh £ BT R
FETH .

HBV 8% 35 (1 % G v 5 1% 3 22 B F i
HBV DNA K, 5 ALT, AST FIHZL %K
FTCK ., BITEARY R AFE. A%, ABLRfdERE K
A A R 2 Y7 6 B b, BRI HBV R 4 A
Y, LGAEI R 2 E . RINETY . BRIRER I E
Hg. Xfi&rE HBV &G E i BE D W« . 18
HBV Sy & i Wl A pe 7 8 B #8412 1 HBV
SRR T 5 A NS H L T R R
UM ET 45, A5 ibkwki . HERA B MRk 7%, JF
FE W2 PR AR T o R RE A DR EME AR R RS R
Tl & B AR 2T .

3. DI etk ie. ROHE Z42TS (B
B BT FET Z 5T B 5T HD o JF TS A PR B B
P AFRETR B (standard precaution) JR N, AR
FAT TR B . BRGS0 S B SRR
HLW A% 5 . A MEEIR ) HBsAg FHMEE . N2
Fl S BIF R FE W BOR %24 TEMEAER 09 Fe R
SRR, W22, LATB HBV HUH A i
P B AL 3G G . W HBsAg FHPE 22t iR
SR R 2R, DRGSR, W R R
LR TR LS .

HEERL: HIAILCATFRKE GG

O =T HBsAg B F a9 £ IL, AR 4
12h RAFBA 10 yg TAHF RN XAS, £
1 A Fa 6 Adbat o 34 5 2 44 5% 3 4F T AT
XEWH (AD,

@ *F HBsAg M F a3 £ )L, £ 4
12h AAFEH 100 IU ZARMF X 2 RKREG
(hepatitis B immunoglobulin, HBIG), F & & &~
Flepfede st 10 pg TABF AN XA Y, F £
1 AdAn 6 AEbat 5 R EA 5 2 4/ 5 3 4F T AT
KEY, £ HBsAg e &£ A L&, T4
o 3A TR KIEYE 1~2 A A Fit 47 HBsAg
# #-HBs # 0, % HBsAg B #. #-HBs <
10 mIU/ml, T4 0, 1 42 6 A~ A &% A2 5 B &4
3A TR KRIEY; & HBsAg Mat, A %9z k&,
BE YN (Al),

@ F HBsAg R F P £ F =)L, &K
), ARAI2h ARTFEMNE LA TRF R
WA HBIG; % 1 A# G, H4 0, 1F 6 NAE
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B Rk 3 AT LRI K& 2k (AL,

@ #HANLEBAEI2h ABF AN LA G A
HBIG /&, T4 % HBsAg b E87H5 (B,

EEER2: T REHRKRZTREEZ AN
KEGRBENILE, BREMEITAF, £ 1455
2 4tia) fa et A 5 =28 d, % 2 45 % 3 4+ e B
B=60d (Al),

WEER3: 7T 2B AR T 3L 46 %
A, B¥mBEGZEANZE (e 60 pg) FodtR; 2
SHLERER L, THBEMN 4 60 pg X
3420 g TAM KA Y, FTH 2 REBEATEN
KEGE 1~2 A~ At o 3-HBs, 443 L 2
A, THRBEMN 14 60 pug THBH T HIF L
B (A,

EEZEEDW 4.
A

O AEGoABRZEFE, Hdhobehik,
Farfra B0 9% NaCl imi %, KR)E AWK Fik
L3 (A,

® & = Bptm HBV DNA., HBsAg, 3~6 A
ABAE (AD,

@ LA KEY, LT i-HBs 8
M (#-HBs>=10 mIU/ml) %, T R ik 47 4 22,
I RBEFTTARAFRKAEY, REEFTTRF KR
%, f23#-HBs<{10 mIU/ml & #-HBs &K F R #
%, B3 BpiE4t HBIG 200~400 1U, R &£ R F
LA 1A TR EEE (20 pg). TIAAA
6MNABSNBERE 24FE 34 TRIFXAEG
(20 pg) (AD),

WEELS: #MERT AN, NFRAR
W AR S P Rt E A, 34 HBsAg., #t-
HBc #=4i-HBs f# &; s & AA#, Fa. B2
B9 (A28 97 BAH T ) S I ) A R A 4
# HCV %455 %, HIV &%, i % HBsAg,
#-HBc Ao 3t -HBs. I3, @lE4 ¢ AN
X#ES (B,

B R EHBV HFTHEBATH

=. ®EZE

HBV & I DNA J5 # £l (hepadnaviridae) ,
AR DNA JG8E. HEHAKZ 3 2 kb, BB
g W EE PR R DNA, H OB P4 4s #5 HBsAg,
HBcAg. HBeAg, ## R4 HM HBx #£11., HBV
FIHEHT SR . {65 “Crh 10 hy 2k 10 min 55
FEZES I K GG HBV, BME L ke, . JH
R AR 25 5% HBV A5 %5 1 19 3% R

HBV i@ i 20 i B5E 9 B 85 5 -2 it I8 1R B
[F]%% iz 28 1 (sodium taurocholate cotransporting
polypeptide, NTCP) fERZ A AJFAI " . 2
AL . 3850 XUEE 37 HBYV DNA 78 41 M A%
W ELTE DNA g #A . SE K IE 55 LUE #b IE 5 i
B IX, RS A 3R R DNA (covalently
closed circular DNA, cccDNA), cccDNA 2} %
) WK MELLAIR IS TG B, X 18 1 ek e
EFZ/EM ., HBV i LIRS AfG B8N, HBV L
cceDNA B, 4 s il LA A [F] K BE 19 mRNA,
Horp 3.5 kb KR/NAHT K 41 RNA (pregenome
RNA, pgRNA) #] B i A5 i, 1l % HBV
RNA 7KEA] S B fiF2H 2L cceDNA B3 #E, JF 7]
il 5 R 3 R B 2 & LIS A O, HBY &b
9 R A (A ARIE TAD 11 PR 3 AY
(JEDM, FRE LB MR C HEFM K, B
1 C B HBV YL 1Y RE 2L 5 K A T HoAl Ak
WAL, C RIS FERE HCC XK, HBV JEp Rl
5 o RO T A Fea IR N AR R
HBeAg MM B E X TR R-o RITHINIE R, B A
BT CR, ARIET DR,

M, BRAEREZFNH

(—) HHKS®

HBV YL Y [ 4R 80 3 2 B0 T 90 5 A7 32 A1
AR, Hoh HBV & Ye i i 45 1 52 52 i 18 1 1k 1)
FEREZ—., AL 1 XU TE4)LAY HBV
SR PEAL KU A 90960, T A SLitE £ T R
PEW T RE LRI AT . HBV B £ o A 1) a2 4)
JURT e . HBV £F B W7 7E 2 BREUS T F K A%
), FEXT HBsAg BHMERE 35 B8 A= JLE 4 ifi 4
JUERGS R BE (CRFREEW G HBIG) 15
B 29 5% ~ 7% 8 B L & R AL 3%, Hoop
HBeAg FHM:Z23E 8 7% ~11% ., HBeAg Btk Z2
HAp R 0~10%7",

1 HBV Bge iy [ 4K s AR 45 [ AR 2 — il
3R 4 A RG22 M HBV #
HWIRAD . HIEHRI (HBeAg A CHB), #ys
FEHRI (BTG 3 HBsAg #5747 AR F0 #5353 1)
(HBeAg BFATE CHB), UWLEE 2 I “Ju. WK
Wr” #43). JFAE A 12 M HBV gk g 35 #2482t
AL AR RRAE BT I e HBY, Z 4
PEMTSZ 1, B A B BRI

o R T8 BRI R E T B A & M HBeAg Ifil 7 2
e, AR R ARN 200 ~15%. 4EIE <40 F .
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ALT FtiE . HBV A B[R AUF B KL R AU 88 3 1) & A=
A, HBeAg MG ¥ % ¥)5. B4 H
0.5%~1 0% % 4 HBsAg W &5, #F9% B oR,
HBsAg 8%k 10 4E )5, 29 14% B9 53 BT E 45 ap

*x2

Kol Y cceDNAMT . >50 2, sk & 4 Fafk, o
A9 HCV 8 HDV JE& e ¥, Rifff HBsAg %<,
A5 A B & A HCC, {H % H: AR5,

18Pk HBV YL B 4R 12 4 1)

SH B BE i} % G 8 175 5 30 GREVERIM RS B RURCE) il
. g HBV #HR ) (HBeAg Bt CHB) HBsAg ##R 7 (HBeAg Btk CHB)
HBV [fiL 3 245 & 4
HBsAg (IU/mD >1x10* —+ <1X10° +
$i-HBs — — — —
HBeAg + + - +/—
$ii-HBe - - + +/-
Hi-HBe + + + +
HBV DNA (IU/mD >2X 107 >2x10* <2X10° =210
ALT EH Besi R E T E# Fe iR BT
JHF I 35 2 2 To Bl 4R IR BE R £ A B AIEIRIER ()  KWAUA SR KR, W AW RARERIER ()

4 g4t

A S [ 7 Y 47 4 A g4t

TE: HBV BRI R 8E; HBsAg A ZRIAT SR MBI ;s Hi-HBs Hy L RIAT RFBHBLIAK; HBeAg H LRI e B Hi-HBe LAY
48 e ik #i-HBe b O BIF R AZOHUAR; ALT R MR %0 ; CHB 184 2 B %,

KLY REIRIT CHB B 19 (L 47 & A R
H 2% ~10%", fER R E = R K.
B, &4 HBeAg I F 4wt >40 % . ALT
FeThEte ™), fEE (HBV DNA >2X10° TU/ml),
HBeAg 22 fH P, C X WM, & I HCV,
HDV = HIV B3, DL KA JF H il AT 845 &
g g ol e B 25O 000 L AR R 01 I A Akt SR AR
PESH AR R AR R 3% ~5%, g AR R 0] F A Ak 5
SRR N 1496 ~ 3547 AR AP A fk HBV Jik e
H HCCAE R R Ky 0. 5% ~ 1L 0%, k4L
B HCC L AEF N 300~6%"", Fafk. &
IR . HR S A ME# . i HBsAg &
KPR R EF NS HCC & kA
bl B I Y HBsAg K P B BB TE 32 R
HBV & il Ak g HL A7 35 U 1 s 5 1l e . Ao
WoR, Bif HBeAg FAE. HBV DNA KK, K
B KA R CHKEA, HBsAg K& &
(=1 000 1U/mD # % £ HCC By XU A3 &g,

(=) RIFHLE

Ve HBV Bge i A HL B S 0% . 24 i
Kgamy ., HBV RE#A G4, 568 5]k
1) o 58 IO 225 S 5 40 B A 43 B 9% i SR B 1) S EE AL
il s T 980 IR BE 35 8 A7 A 5 S 10 B2 18 P HBV
SR RO PR AL 2 HCC RN &K,

RSt (EAD s b & HBV B4 i
REEEER . BRsESSRE GENM R
BT, HBV A[RFE A & HBeAg, HBx %%
FREE R4y, T4 TLR, Wi S HEE 1

(retinoic acid inducible gene-1 . RIG-1) WiFP ¥t
AR D SR AR . DT ) R R S M 8 I 2 Y
SRAE . CHB B B 3 B A1 R i v 48 A B 5 4R 48
i (myeloid dendritic cell, mDC) Fil 3¢ ¥ #F 22 ok
Mg (plasmacytoid dendritic cell, pDC) i %kt f%
ik, H mDC 5453, pDC 74 T4 R-a fE 1 W]
R, DN B AR B0 B v 5 F i 4 HBV
Fese e T A ARE T T /e, AR THEEEE BR

HBV ¥e5ede Gl Rk 5 Ny 2 76 75 B HBV
il EZAE Y. EEALMHAENEE AP (major
histocompatibility complex, MHC) T 2% T R il #4
i) CD8 ™ 4 a5 T bk B0 440 B vT 75 5 s 25 1R 4 i 4
Mg, WA o T PR -y, AR 40 A AL
00 4 JEF 200 L B BV 36 PR 36 0k A2 00, 18k
YLy, HBV #5534k T 405 . 77 A 4 1
FIIGFH BE ) ¥ 1 35 AR, DhREFER. T RER 3%
HBV $828& G i L 22— . B EA Sy 1M A
ML P AETE K& HBsAg, T HBsAg %7 5 ¥ 40 il 7
PET ki g s = fl (80 IREAR 2, 2T
184 HBV J& e 35 K AE e it 32 (1 22

A, XRERE

(—) HBV I 246

fe 4¢ HBV Il 1§ % % & ¥ 2 5 HBsAg.
#i-HBs. HBeAg. #i-HBe, #i-HBc #I $ii-HBc

IgM, IfiE HBsAg 7] i cccDNA %2 5% 5 mRNA
B, A AE ERFHA HBV DNA
A5G s BPE N . HBsAg PHEZ s HBV By,
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Pi-HBs Ry bk, FHME KRR B4 HBV G
F1o WF LRI 9 e 5 e 3 b ORI S e
Hi-HBC IgM [HEZ W T 2t 2 B &, 18 %
HBV B 2Pk k1E 2 R AR Y Hi-HBe
SPUAR EEEHTI-HBe IgG, HZE& YT HBV, A
WG EWIER . WHRZ N,

AR, HBsAg & w46 W C 7E I R h 9k 2
N KT AT B B g 43 199 5 9 e o T ALY, Al
AHTRHRSFEHAHATHREMEBEL BT £«
(peginterferoma, Peg-IFN-a) JG97 .

(=) HBV i34k

1. HBV DNA ZE . FZEH T HBV e
FWGBE S MK o PO REIR YT 3 N IE E R ST A
FIWT R Z A bR . EPURTEIRIT R, R AL
3 T 2 IV 28 T S R Ak R AR HCC &
A RSN HBV DNA & & R i & & B4
il % B I 3 s R T BRI PROAS (] A TR B AR
M 5% .

2. HBV SL W 73 #). Huaj e 24 9 Ff
(ARIZE 1) HBV JER AR 1 AR @ LKA (]
ALY, — Sl 5L PR R AT A3 HORD E R A, K I HBV
eSS i S I TR U 7 = S S TR 5]
i

3. T 2G5S HRAG I . HBV & — A5 48 5 (0 5
B, TESCFE SR AR, P RNA G il F 50 5%
SR = AOETRE . AT R R A R T kA —
AN EZ DA R AS 5. HBV Al LU7E 18 P 45 22 1
YRR AR, WA HPUR B YIRIT AR
AR S, AT O U R 20 AR T R
i AT i 245 5 A8 Rk A A By T G PR B U 4] B Tif 245
KRR 5. Bl 6K H A 24
G0 5 5 A 45 336 7 Sk e DX 90000 2 R e M R S 1)
Z3E . (INNO-LIPA i FI &) .

(=) HBV B & P

1. $i-HBe P & . H7 8BUPLJE e .0 15 ml
AR YE BL-HBe /K-, 7 AR s, g
T B 01 RN P 3h 30 R Pi-HBe 2 oK W E S T
Y RE Tt 37 W AR & 30 . HBeAg FH 1 CHB
BH B4 Pi-HBe 5€ & K F 7] #i il Peg-TFN-o il
NAs B 97 2. Bt 4, $i-HBe & & 7K SF f
ALT KPR B IEA G JUHAE ALT IEH B #,
Pi-HBc 52 57K AT 20 20 2% R i 3K 50 72 1 A b
EHIEAEY

2. HBV RNA & : 540N cccDNA §% 5%
TEPEA DG, TEVPAN NAs 1525 5 & & KUK 77 1 (A 15

WAMEFE L F R AR 1 Jr) B R 7E TS T A 5 A1
BA SR T4 A5 I 7 125 A 58 4 AH [A]

3. AU 58 9 #E A% 0 A G B Chepatitis B
core-related antigen, HBcrAg): & — Ff 14 &
HBcAg., HBeAg, p22 EHBRME SIrEYW. SHF
ML cceDNA B Syl A5G, 78 DX o3 9 7 18
Wl Peg-TFN-a F1 NAs §Ti #5780, LA RAFZ R
Bk W HCC kA= WK &% J7 ¥ A A1 ¢
Wt

QUIDINIIREFEER /R A=y e S

L ALT AU AST. Al fe— & #2 5 _F S ik JiF 40
PR L, R B K BN A I B ALT Jhis,
o7 #E— 25 4 BT D PR

2. BBLLER . HMHARA M. S, R HE
WA 5C, T By 322 B O B A 0 . H P AN
ERHZE . ML Z AR 55 R Il . o 8 3 BB
LR W >171 pmol/L, 84K ET>17 1 pmol/L.

3. IMVE AR . RBATFIEG RO RE. I RE AL
I 3 J8 2 0T A IS L FUKCE TR, B K
- [) o A 32 380 55 IR O 5 Y R R

4. PT. PTA FIINR: Sz e &E i [N 5 & 5
THBE . R W 3k Ji K S A B SR

5. 03 y-GT: IE® A v-GT 2K H
JFBE . RS VR . 25 . IR R G OF A
A0 /SN T =

6. I ¥ B P % BR ¥ (alkaline phosphatase,
ALP) . k= DR 526, IRV R B ALP &
B HTHE R IR T A v-GT 50 ALP [6] T. i
K THE LRGN . im R RS B ALP #3250
ZEKFN W I8 & . S LT RO

7. H5#E H (alpha fetoprotein, AFP) K H
SR L3 Zi2W HCC ME iR, NMEEHF G
EET R EE., A2k, DEAH S ALT A
AST BITH K R R . IF 454 i PR 3R BRI E 5245 5
A 4 AT LR T

8. Y/ R K = P -l FFHEH (pro-
tein induced by vitamin K absence or antagonist]|,
PIVKA-1D): M A B v & %k i B ) (desy-
carboxy prothrombin, DCP), J&12 W& i) 5 —
ANEERR, TSR RE A E A

Ny FREL TSI R A
() RA TR 2 T A il /N L 4850 (as

partate aminotransferase to platelet ratio index,

APRD 43
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APRI &3 T8¢ HCV YL & B8 o & 19
TP HCV A G 2F e B2 BE 48 A, 1H A
. AST/AST WIEH{H FFR C(upper limit of nor
mal, ULN) /iM% (X 10°/L) X100, A
N APRIZ=2 $R fAAE iFREAL . APRT <<1 W HEER T
fifk, (FOE TSR EER . A8 8O T P4 HBV 41
O 2T 2 AR E 1 o B P AR

() e 4eib 4 N F358%0 (fibrosis 4 score,
FIB-4)

FIB-4 & F18 ¢ HCV & 4L 3 8ol o & 1Y
HF A HCV M LR 4e (b B2 W 4a b . 1B
X AFEWE () XAST (IU/L) / Lt/ 3%
(X10°/L) X /ALT (IU/L) ], FIB-4>=3 25 &
W BT 21 4 A6 AR IE R 4E 7> 2% Metavir 3 730 = T3,
FIB-4<1 45 $B Metavir $£4r =F3, i 1 #F 5048
. 18t HBV &Y UL FIB-4=3. 25 2 Meta-
vir PFAF=F3 [R5 B R 97267, =30 % AR
FIB-4=C0. 70 HERR 2 B 58 -5 A 1ty B 44 00 £ i
ik 96 %617,

(=) HAbHE bR

2 i A0 BT R 43 An o W BT R . I R G D B
IV AV I J2 % 3% AR S5 X n] s W T AL Kk A 1
O, AR F G Z ARG RN S — 2 I R E . v
2B B ORK BEAm /N Ak Wb {5 [y glutamyl
transpeptidase to platelet ratio, GPR; v-GT/v
GT ) ULN/IfiL/MHiTH8 (X 10°/L) X 100], 4
20 AR R A A5 58 JE I /MR L {E [red cell distribu-
tion width to platelet ratio, RPR; £I 4l i (& FH /4
SeRE (Vo) /HL/NBTEEL (X107 /L) ¥y i E A
G PRALBL . B W I2 W FE A R i i
EREALE T 73 (Golgi glycoprotein, GP73) Bk
A AST K v-GT o] e merpr . B IFIE R AES . il
G T2 3 AEFE 1 (chitinase 3-like 1, CH3L1
o YKL-40) AfFl ALT IE % s 4% B T e i
e, T R 2R A

CPYD e 0

JH TR ASE 32 {3000 7 0 455 1B I 58P R (transient
elastography, TE). FEF M5 5975 bk vh 8 4 )1 2%
(acoustic radiation force impulse, ARFI) Flfg 3t
P& 9 Pt % 1% (magnetic resonance elastography,
MRE). ARFI 0§ 50 87 UJ 37 # 1 5 % (point
shear wave elastography., p-SWE) Fl — 4 55 4] iif
Pk B % (2D shear wave elastography, 2D-
SWE) 2 ffifiR. ARFI. MRE £ ARAIRAE T I IR
I 5E BB .

TE ©.7F 3 [ . BRI FD I K 55 3K 45 416 o 2
A% EL 5 o i 1 1800 0F e 300 I 47 A Ak R R0 I A
AL RN E A A2 IE IR AR AE SR BE L BT IR B R
FERG AR % Z Rl R R . TE 25 501355 45 4
H ALT KARL R KV ERF:5°, TE 5H Al
HEEIR PRI A T AT s W Rk R 0 FRE 2
HUO TSR B 2 BT 28 BFRE AL 2 T B M 21, 3 kPa
CRESEE R 952, BHMEMRUREL R & 5), if R IIITFET
HeALiB W Ay 12, 4 kPa CRRSEE R 95% ., FAME
RISkt R 1L 8), I FH L 4tk i2 W St A
9.1 kPa (BN 95% ., PHMEMISREE R 6. 45 BF
AL HERR FAE R 8. 2 kPa (RALE N 95% ., FHAEL
SREE A 0.07), iF J& I 4F 4 b HEBR B (E N
5. 8kPa (R f FE A 95%., M M L& K
0. 10, TE R RN FH 38 52 W gk i 33
B4 R 2 Wi iF oF 4 b & & 3k (2018 4F
B )

t. BEFSH

AR R A 2 B9 g M HBY g
F I PR s 1 %+ AL T AT I I BE A B 1D K v
FefE g, e By 7P 28 I S AR e, i o 3 25
W K B & BERTZ B HCCH Y

(—) MR P A A

A A TR R, S AR, TR
AT R I s A ik . Al LI
SENFHERBAE R /N . AME L S lel A . I el
IR RK L BK AN TE Rk AR SR g Ol . LA KA
ToHE K B H = B AR . AT A A TG T BB A B 1) e
JK s s s BEA A B A o L PR AL X T M A
KB HCC ROCHE B, 7 & 52 AE 5 4 4t 5 1)
H AL AR B T . H R R R PR o e G A 2 2R
by 2 VA VERE . R H I8 N R AR AR BOR K
R ALES AP

(=) CT

CT EZM TN . T A I
s S By R A I S AR s B 2 i 2 1Y)
CT #H$#% T HCC A2 by B A B0 19 R 5% Ay
A,

(=) MRI

MRI TR PR G, HEU PR, 2700,
ZIF IR . SR AR AR AT IR Bkt . —
Ny A 6 22 00 MIRT 4914 KT JUE 40 i ey 52 4
S5 B S R L SRR AT A o A R A B RE
LT CT,
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I\, TRIEBZISHT

8 PE HBV @Y & i 41406 A i £ 20 1 /9 =97
i IFBIE 98 AE R A R 21 HEAR AR BE . W8 A DG T B 16
HERBR A5 DT A B A2 12 W L ) I B
JA SR A DT AR A R LA

CHB B4 3 25 B 27 1 2 T JUE A DX R
RS [ % B2 1 R RE IR AE RN ZF ik . T8 X Y 48
S A0 L L 0 O Lt T AT A K A i A
ANM s SRNE AN R A W 5| AR A IR T R B S i A
CIHBRTEJE AR R ST o /N A JIF 20 i A2 1L IR 3t
CRLE SR g, B PEIRSE) AT, JF AT
JE B B T 200 P B 080 T T A I B B TR . B
W 98 E 3 722 3% 2l T A Ak 2 . A8 I R AE IR AE T
5 1 S 240 A1 e i S O R A ) e FEE AR BRI 4T 44K

FEIN AR RE B L X LT 2R K. 2R 4] R e
A . Masson = {04t Kz WK £F 4 Y (64 B T 2 W7
JH2T A AR BE R/ 2540, e Tk i M T 2T i Ak 1Y
B i S SN 1 i ORZ i e @ SR B A W 4 ML eI 7
FFRELL . T3 Ah s G gss gl 2 Ak 2 Yo o n] A AT 4 21
W HBsAg #l HBeAg (3835 BRI A 4% 58 5 5
PCR ¥ Al #4141 P9 HBV DNA 5 cccDNA,

XFF 2 e HBV By 1 JF 20 21 5 E 3K 8 43 91
T 4E Ak 73 1, Br SCHR % >R - Knodell,
Scheuer, Metavir 3¢ Ishak iF4> & 4 %, Laen-
nec JHHE AL 73 2 MR 45 F A 25 715 K/ T 2T 4 [8] B 9
FE, K IFEAL (Metavir 4) 40438 4A. 4B A1 4C
=G, FRE AR W T R AT R A 480
HAE S RS AR . B R S R G L
B 3K 4,

B3RS S B
Knodell ¥F4> & 4 Scheuer P£4r & 4¢ ERBTED ARG Ishak W5y R4
LA X /NI Py LA X LA X KPR IR
W RAE AR ILEX W RCE A W ILEK N I OEX BB FEET mAH

TOwRME kM g 4 KEE WEUE S RJEE G km Rm dUbM WL
WSRO L IR

0 I ¥ ¥ 0 TR T 0 TRIE TR 0 ¥ ¥ Jc

1 RBEPN RBREMR BECS 1 NILE ALE 1 LEX MK 1 40X BECRE 910455 Rt

AN BR B R OE XARAE 24 M B RAE b HOIR BT AL B BOE TR <1
FEAE TR 4 M 2 (=R Bekt B X R EXEE KA
JF4 MR8 TE<<1/3 B 40 JE 9 AE

2R <1/3 LX) kil

NLD)

3 HEEPN(Z HBEE(L/3~ hEE(R 2 RBREPN MK 2 BREPNILEHX 2 #4m BhECY & 10485 #4506t
BOCAE XA 2/3 N4 A 40 i B Ji [ £ BT AL EP e A B MR 2~ RT3 A
2 k<< B2 W2 g R 4e1L, £ BEXHILEXR 44 /¥4
50%) 1/3~2/ NS 4t 17 f EARAE  AE)

3L H TE s 7
X) |
LB
3 AL thEECRIE 9 10 f55 K&t /bt
B X A JEE<50% MBS~ AN 34
&R L X 104 /¥4
e SR D

4 HEPN(EZ EE(RKE \EEGE 3 PEPN &4 3 PEPN £ 4H 4 A0 EECGRIE & 10 590 37+
BOLEXJE >2/3/h)  E 40 i K 2 F £ /N B IX E JEEI>50% B R > 10 {8 WD
Bl 2 &> w AR > i 45 495 e ] FERAE L X s A X - g X
50%6) 2/3 L L.k FAA D P H IR 3

B A AL

5 PNJF - — 4 WEPN BB 4 EEPN RMF 50— — — B WER

e IR 5E G IR%E fifi 1t + = H L
B X - g
X A B2 I
5t

10 & PN Jf — — 6 — — — 4 /N I B
e 42 IR 5 5L Z /Nt IR
Z/NIRBE 5

PN W BAEIRIE . — " BN 4.
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F 4 E NS LA AR E XS IR

Knodell ¥4 & 4t Scheuer ¥F4r 2 4t

Metavir -5 & 4t

ERWBITI R 5 Ishak P74 R 4¢

04y Joer 4l
140 IDE R gErEY K

04y JCLF 4l
140 IDE R gErEY K

245 —
A X LA XL 4[] B

04 FLT2ifl
Loy D APtk K. 120 DX R 4E 170 M ILE XA 4tk y ok
JE 18] &

04y JoLfAefk 04y Joef4efl
P BN S 2T A 1) B
255 KRB i X 2F 4 k9
A B P S5 £T 4 18] f

2 WEXABLLHEA L 2 0 0 X 2 4 ¥ K 2 0 I XRRALEL. 320 KMl g X gk i
B b

T 4t ) B R B /I
ke

K 18 L A X
27 4t )

35 LR DA XS0 34 BRELF AL PRI S 3 0 KRRV AR5 3R 3 4y OF S BRI PR /N TS5 R 4 4 RSO I AR XA 4R 1k

A XA X e i
ok £ 4 18] [

FyZE L TR IR AL

4 4y IFEEAL 44y AIRE/ 4 E HFRE AL

L T AT A AL

4453 JFREfL

Ko L XALE X
LA X gt K 2T 24
(5] Fra
57 WL g AL. ST
CR 5257 B REAL)
6 > HTEE Ak

AL EIFRE AL

4Gy TR AL

E =" R

TSGR 53 B mT LA o S 2H 2 Ji % £
Yl A B0 e ) T AR He (collagen proportional area,
CPA) . T XU T U 5 A 19 25 4 AL 5 i
AR (qFibrosis) A LATER 28 9 5 1) -2 21 0) [ hoxd
JBe i T AR K OB A R AR AT H B Ak & 40t AT
SRR ER A Y B IR E A T E R L
WHE T 244k P-T-R 4325 . AR 48 2F 4 18] B 19 v
FEROEAS . ¥ Ishak 3 WILL I JH-£F 44k 7 b 1 e oy
EAR (P, A (D ARy ER (R, A8
T 7 2T 4 A 1 AR Al R A

. &R #T

RS HBV Y H W ILE % . W, &
WAk . AR5 R RO A A B A A 25 2R, A
Il K B AT 434 LA R IR 2 G

(—) 181 HBV AR 4

M Fx HBeAg B M HBV et o0t A M)
BEAE T et 2 0, BEFR RS, HBV DNA
ERKE GE#H>2x10" IU/mD) %85, I HB-
sAg (GEHH>1X10" TU/mD) # & . HBeAg [H¥E,
Ham s ALT ft AST Fp&e iE % (1 48 & 2L b 5
3, BREAMENE 3 AH), JFNEZH 8% 2
AT W RAE IR FE LT b . 72 ARAT A U B 22 A
EMHO T, WA AER. HEEK . HBsAg K
L LR YA TG A AR H R A S 2 A I E .

(=) HBeAg [H#: CHB

AW B E AL TG RR I, M HBsAg FATE,
HBeAg [H 4, HBV DNA & & /K F G % >2 X 10"
IU/mD&g ey, ALT $52al i 2 58 s 2 fa &
BB RIERIEM () 4k (=G2/S2),

(=) HdEWEsh#E HBsAg #E ks 1

N Fr HBeAg BIPENEPE HBV 8 gy, A< 9] 8 35 b

TSI, RNy imiE HBsAg FA¥E. HBeAg
B, Hi-HBe BH ., HBV DNA<C2 X 10° 1U/ml,
HBsAg<_1 X 10° TU/ml, ALT 1 AST 5 4: IF %
(1 AE N EELEBEDT 3 LA L, BERE/D IR 3 A H),
AR F R A T RE AR S A 20k A W A 4L
38 %0 (histological activity index, HAID) 143 <4
BRI A i BT RGN E R R

(J4) HBeAg [tk CHB

T A BN B 1, 3 3 HBsAg FH P
HBeAg f# 2L B . £ [ 0f ££ & $it-HBe [H .
HBV DNA & & /K il % =2 X 10° TU/ml, ALT
Frori e 2 %, o4 2124 A B 5ORE 3R A8
(B 4tk (=G2/S2),

(1) BREM HBV &% (occult hepatitis B

virus infection, OBI)H™

TN IMTE HBsAg B, HIEM (FO M4
#lrh HBV DNA BH:. 78 OBL g4 b, 80% v 4 IfiL
HPi-HBs. $i-HBe Ml (30 $Hi-HBc FHH. FRA Il
T FEYE OBL; HA 1%6~20% 1 OB B34 T IlLiE 2
FEPRET A B, BORR I 3 B OBL, L& AE B
WA 4 B, —Fhel RE R B (R M EE )
HBV &4 J5 HBsAg {4 2%, i H il ¥ o iF 241 21
HBV DNA /KR, JCH B R4 84055 o5 —Fp
J& HBV S XA AR 5, 530 HBsAg ANRE# A
AL S A I 2, H i HBV DNA /K- 58 7 44
. ATREREA B IR L U B A . IR R RS
A 1 1 RS B ALK HBV (GG A2 . HA S
FERPEM PR T 7T &4 HBV B0 .

() LHIJF 5 RE AR 0

LI R AL IZ W N AT & 50 1 2 O
P22 WD . 81 3 AR IRIZD .

1. H B HBsAg FH 1, B{ HBsAg B .
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t-HBc FAE B AT D184 19 42 1 HBV J@& g i (BEAE
HBsAg BHE>6 4~ H) . FFBRAN AR H & .

2. JHF TG 2 2K A B A 45 A IR AL R B .

3. FFE U 5 Wiy 2 W &L . B AR
JHERE AL T ko 3. D SE AR 24 K 4 A4k
OED TSRS ONEAE R EEH
J Ktk s PR RS R (R 28 45 S A AL s @i
AL A SR LR KRR (<235 g/L)
(80 PT K CBAIRAER >3 s) 5 O I H HLA A
R I /R <100 X 10° /L 4§,

I R b AR A 0 I K . B B Rk
i KB AL Y IR TP B 4 R ORE . B R4
O3 AR R R AREE I . ORI AL . g 2
sl RI2 W o R AL . (MR B BLE K . &% B IR
K Hh s e 2 i s P S A5 T O R RE . AT
WAL AL s L D B8 £ 8 Child-Pugh
A, QREEBIFEA . B HE — e
KA S ke e A 2 il B R A
HRAEH . BB WN 0 AR A 1 IFRE AL s HIF )
fiEZ J& T Child-Pugh B Z &% C 2.,

AR O B G b DU T R Ak R E Y R
& BT XS SR ITROR . A e B A A 5y
Sy 5t o 10 2 WO AREE I T REAL . 3 I E
S IFAE AL, 1 9k TC#E Bkt sk, JCHE
K 2 WA d bk ik, JoH s E K 3 WISh A
MK, To i, P EOAS FE R K I ok 4 B8 A

s FESCRFEIE K s 5 30 B0 .

BEAE PUWEE LW D . 1 2 R AT E AL
SBH IR YT AT DL AR R A . SR
20 10 ) i IO T R KO BT T . PTORCHT 4
B ORFIIE K . PR RS A TR, AN
SR B A ] KA . X Se B BRI A AL P
U (re-compensation), {H H i 4 JC #i i & X
Mg — iz WibrifE
+. &IFBR

e KPR B Hb A W HBY & e,
B 40 B 9% E SR BT S M I £F AE 2H 4G A, 9 2% T
DRFIhRE R . AL R AR . HCC A H A I &
FEM KA, BERE R, TR LA AR,

X BB IE A AR A B SR I RIA AT

RIA A (SIIREHIR D™ ™ 1 5 IR IRYT
JEATE PR 38 HBsAg B CfF 80 £ $iT-HBs 1 B0,
HBV DNA RS IR DA da br e . FRE
AL . (HIH B E A A% N cocDNA R4
i, PIRAELE HBV FR306 iUk A HCC 1 XU .
+—. RS IRTHIERIE

AR MW HBV DNA, ALT 7K 57 1 JiF JIE 5% 9
FRE AR, RIS AR L GO s R B A
HZ . ZR5 VEAG B E B R R .t 2 5 7 22
JE PO EE IR s SIS TP AN LL B TR T B
AIGIRE X, WAL,

HBVAH 2% 2 AR £ I A 44
o BF5E . HCC. ZTHT 4
HBsAgH RS Sepslm . [ L ST
PRI 2 DAAYR YT
ARAR I E) AT
f6~121H ¢ ¢ 5
b — ke ALTIE 2 =—> HEBRALTH 5
[anes ] ROk
v
b 4
& FFI5M —: OFFEAAFC=2M (B0 §22: o NAs¢ B{Peg-IFN-a
a6 A | B | @ 2R SRR ek 2 B OO e o LR T R 7
B — >30%; @FW>30%, W4tk oz Wit R T Peg-TFN-a )
FFHZR ARG A, $oR W T 2 B4 44k @DHBV
FAICHEARINY ; ©CLE M REAL .

. HBsAg QB RF MBI : HBY 5 ZBAF R ALT NN &R 2/ HCC yIF 4 DAA Jy SR 25
Yrs NAs WA () KUY PegIFN-o R L BT Ko BAVIBIH : JsEARN . ITAEA P28 bnia il . WHREA .
i R K G Z S s PO S R A, MR TR R R A L DR R AR DO HBY MR AR B B NERE S I R GE.
< HBV M1 AR I RE 4L % NAs J&I7 WM A BB Dbl . 43 3 N H 1k, B ME . FFAEA k2= 58 b B DU AE . i 4.
. WIREA. AR KBZSHSGAAESEA. RSB S A 0BTkl 7R ILR 2% SURE R B
A CIALT T 9 H Al s R - AR AR . 25 a2 T s o RS RO s BR AR R AL o B B S EE AL L I IR 0l
MAEFEDR . B EAF B . £ 3 REESRE NAs, BEFS. FOmBRESE. S9RABEHES.
B 1 ek HBV RSG5 T 15 I Y 2 % i R A
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7% HBV DNA [HM: /12 % HBV B, #
HALT #2554 (ULN)  H R HAl 5 525
B ALT Fhim, &HTmERIT .

FECALT Fhd 0 FoAb J5 R AL 45 A B 44
BRI . PR AG . TORE PEAT A . JETEORS E E D5
PEIFR . BB RN, 289 KRG MHEEH R LT
JESE . TR, o N R HERR N B 25 )5 ALT
14 B TR

FEAEFAE AL I 2 WAR SR . AN it ALT F1 HBeAg
R, HEAKIFE HBV DNA, 357 347 B Y
PO FEIRIT . X TR A I AR AL & . #F HBV
DNA Kl A #|{H HBsAg FHE . #IHTRERIT.

1fiyE HBV DNA BHME. ALT IEW HE&, WA
PRSI Z— . DU g a2 e XURS: 50 K, el i s 7
IBIT . O M 212 BoR B8 A IE R E (=G2)
WL ifk (=S2); QALT 4 E% (43 MAK
LR, KRS 12 ) AR BFEE AL/ B K% R
HAE# >30 25 QALT #&21E% (8 3 MH K&
LR, Fegk 12 A A), Tk /BT e 5% s8R 4R
#%>30 %, @B 41k TC 12 Wi B R K 2 sl i
AR A, A I R s F i fh s @A
HBV HXW AN RI CE/NERE 2. mAF . 45
2B kg . JE EIA e AR A

WHEEM 6: hF HBV DNA Ak, ALT #
% (SULN) Bk i R B AT 8, &
RmEEST (BD,

WHEER7: s Fi# HBV DNA a4 69442
B LA K AT ARAL % & A= HBsAg M A RAZH T
BB KT AL B &, ERmESET (AD,

WHEEM S8 ~F HBV DNA ., ALT E
. ATHHAZ—FERABELTF. OFAR
FdRFPRLEf () HF44L [G=2 F
() S=2] (AD); OF TR XAT ALK T AT
KB Ry L5 >30 % (Bl); QALT #4
EF L R T>30 F &, EBUT AR e B R
ReEIMARFHE, HEN DT K &R %
& (AD; @ HBV A8 X sh & H (4= HBV 48 %X
KR ERE X F) (B,

+=. NAsi&¥fr

(—) NAs 259 ()97 5Of 2 4 1

1. B# K% (entecavir, ETV): KEHFIE
s . SR ETV IRYT ol sissoi il 2 =2 il 2l
FJFRERAE . MR, KR IT AT g
CRURF 9 FFAE AL BB 35 (0 L 2L 2 AR 202, I B B

TG RE AL & 5 1 HCC 1 K& A 36, FRAK I JDE AH 5¢
4 R AL 00 1

ERE CHB B b, ETV AYY 5 4E1 Bitiit
Rk ERRK L 2%; fF Kk K F (lamivudine,
LAM) Tfif25#y CHB &35, ETV iRY7 5 41 &
TH 25 & 4 R T & 510605,

2. B LR B HE (tenofovir disoproxil
fumarate, TDF): W TDF 97 CHB B2 # W £
HUO I RAFFE 25 R R . AT SRR s 2 2 . it
2y A AR SR TDF R 97 8 4F 1Y AF 93 4K
PR, A AL IR B2 R, Horp 29 i1k
(70%0) BB SR PR RN R, 59 26 % A 5 35 25 28
e ) £8 55 k22 TDF IR 97 AT SR AR 19006 5 2 L 2%, F
— AR 7 5 I 5E oK & B TDF AH 56 iy i 25207,
TDF K67 & s IR 2%, BEAIX HCC &
Az ER LTS

ETV i 245 B 1L 3% o HBV DNA>>60 1U/ml 1
90 fi) CHB &, # M 1: 1 teplpEdLEE = TDF #
M ECA ETV iRYT 48 i, TDF gk & ETV
RITALW HBV DNA B% (<15 TU/ml) 24
9 73%F 71% ., HBV DNA #5528 43 31 F B 3. 66
F13 74 1g TU/ml, 43504 6 i1 3 i & & A7 5
TR 2y, WAL MR E ., 250 TDF
BIT NAs LA B H 1Y 48 ~ 168 A M #F 5% W R,
TDF HF LAM Tfif 25 . Bl{8 4% 45 g Cadefovir dip-
ivoxil, ADV) fitzh. ETV i 255 £ 251t 25 B % 14
BIT . BATRAE 709 ~98 % YR TR AR N . H FE
BRI WA RE K, e BRI K R B W
Fhm e,

3. LIRS B i # F  (tenofovir alafe-
namide fumarate, TAF). 23k Il B IfF KL 56,
581 fi] HBeAg FHM: CHB ¥ CRALHE AL T
Wifk) #s2 TAF 397 48 JH, 640 i B 3 HBV
DNA<C 29 1U/ml, ALT E# %K 72%; 10% %k
A HBeAg I 554, HBsAg WRFE Ry 1005 4k
SRYr & 96 JH, 73%0 R B HBV DNA<C29 1U/ml,
ALT Z# %N 75% ; HBeAg I IH 5 e F 1 2
18%, HBsAg k%K 1%, 285 il HBeAg [
CHB CREFERMREMIFE) BEEZ TAF A
J7 A8 Fil. 94% By #F HBV DNA <29 IU/ml,
ALT % %N 83%, HBsAg I H KRN 05 4k
SL¥RYT & 96 Jl, 902 ¥ HBV DNA<C29 IU/ml,
ALT B % % N 81%. HBsAg Ifi ¥ H K %
< 1Yt

96 FEyEIr WM. Sk (12%) . SE (6%0)
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MPEs7 (6% FEfw WA RFMH, TAF 4
J7Y 96 JE U M O WL MEME A E mE R B ME
(—0.33%., — 0.75%) & F TDF (— 2 51%.
=257, MAEMESARIT¥E X (P<
0. 001); TAF IG¥7 J5 Al 8 09 B /N BRI % Cesti-
mated glomerular filtration rate, eGFR) TFEmH
MAEA AL F TDF (— 1 2 mg/dl tt —4 8 mg/dl.
P<20. 0017

4, HAth25%. IR E (telbivudine, LdT)
A eGFR, H SR 25 % w5t . LdT 78
REL DT B B A5 1 v AT RAF RO fZ v (BRI
S RRIR ABEROR EEIRIT R LT ER A

(=) NAs i #

WG B E N B kR AR T 25 25 (ETV,
TDF, TAF) 97, A& ADV Al LAM H T
HBV B 4L# M5 51677

TEAE R AR B B IR YT i B A, U TR
AR 25 25 9, LA tE — 20 B AR T 25 AR . R
ADV #, @ H ETV. TDF g TAF; &
LAM 5 LdT # . #@#il#:H TDF, TAF & ETV;
A LAM 5 LdT 25 %, #H TDF 3 TAF;
A ADV [if 25 # # ] ETV., TDF 5 TAF'; B
4 ADV fl LAM/LAT & 97 %, # B TDF
TAF,

(=) NAs i 24 i 71 by F1 4k 2

L. WIURIAIT B . R R 3k R R AR T 245 25 9
#:# ETV., TDF, TAF,

2. 37T EHIRI HBV DNA & &, LI
KB R B 2E R, IR RS T RORIT (R
5)o T NAs KAEMAH, WHTHE-o« KHE
IR IT BN R,

%

£S5 OH (B R RORT R

i 24 7 25 W25
LAM 1 LdT fif 2§ # /) TDF 8¢ TAF
ADV T2 . Z B A LAM 3 LdT #H] ETV.TDF & TAF
ADV fit 25, A%} LAM/LAT iit25  #:Jf TDF 5 TAF
ETV [t 24 # ] TDF & TAF
ETV 1 ADV it 24 ETV Bt 4 TDF, 55 ETV Bt
4 TAF
T LAM ALK R & LT S 8 K5 ;s ADV Oy Bl 78 45 = g 5
ETV b B & ; TDF & D48 15 5 s TAF O & DR A B 8%
Wit .

(P4 NAs 657 Y )

INREHIRIIN PSS R 8 2% R U PR OVE B/ At 2
PREZA ALT, AST, LR, HEAS: O
o RN b7 B 4 £ %4 HBV DNA i &7 Al

HBsAg, HBeAg. $1-HBe; OMRIEIRHE T E.
P11 VR 110N L 7 N O 1R S N = AN = v
S5 @ FFIETC B ZF 4 A A ) G JHF A B (0 5 5 ©
2 ETV #1 TDF T WUEFE BR #%<<50 ml/min £ ¥
BF, 0% 8 R & TAF T LB B R <
15 ml/min H AR 3Z & M7 00 B F I, JCHEFE R &
HARE LY o T VR R i

2. WY B AEIRIT MO E M) . AL 36 ] 2
Rl B A I 25 B B AT 2 SR
B, BIORERE T T M Rl 5 24 1] BE S B0 KURS
R YN

3. /UL B AR UL R B B R AR B . NASs
SR AR 2 M R A BRI PR AT A D
W FEWTEEANR M EAE . mEREA S (iR
M TDF. ADV). ik # ¥ & % (it | TDF,
ADV) . LR/ BB (I LdT) . LR
F% (R ETV, LdD, WalEXE., #0677
F AT 40360 DA DG s, ARG AU . X367 v H PR
I ALEF AU I8 G sl L R 1 S K CSF B B T JF
FHRE N I PR 2R B0 4> B A AL AR 25 . LR . LT .
HR AR B, TN, B2 EI
fEAa. MR, BOEm. FLRmRP RS, WX
A5 2 sk FH LA 25 9 () B 45 7 B 1) AH VIR T
T

AL T2 W D R Ak B B A SR AR T 24 24 0
B, NAs K816 97 B 25 & A= 2R KR AR
WA AEIRYY o B b i B HBV DNA & & 8697
FARME TR >2 1g TU/ml, HEBRIR MM S . 7
BB 5 T BOAYT . JFHEAT I 2500

+=. FHhF-wiBFT

Fo Ot #E Peg- IFN-o #1338 T4 £-o H T
CHB /YT .

(—) PegTFN-a JGI7 10 )7 2 BT 5L

1. Peg IFN-a ¥IIG HL25 3097 . Z T2 0 Rl HL
X BRI PR R 36 5 % . HBeAg BHPE CHB M % %
Peg-IFN-¢2a i [ /* Peg IFN-o2b i J7 48 Ji
(180 pg/J). =25 b1 24 J&. HBV DNA <
2X10° TU/ml Wy &4 A 30% , HBeAg Il 5%
B Hy 30 75% ~36. 3% (H A KLk ALT>2 X
ULN H3&Y7 12 i HBsAg<<1 500 1U/ml % 7] &
ik 68 4%), HBsAg #4352 3% ~3% ., 152}
3 4F HBsAg 5 5% 11 %003 1110 Peg-TFN-o2a
1697 HBeAg FAMEE M HBV &Y% (60% KT A
A8 J& . 1=24BE 24 &, HBV DNA <<2X10° TU/ml
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MR R 4300, A5 25 Ja B 17 48 A BT Dy 42005
HBsAg M RIE( 25 Rt 24 J& . 3 4. 5 4RI 4y
BIR 3% . & TUOH 1260 e

Peg-IFN-o J4 47 24 J8 A, HBV DNA F[E<
21g TU/ml H HBsAg % &t > 2 X 10" 1U/ml
(HBeAg FHM: %) = FFE<<1 lg TU/ml (HBeAg
FIvEE ) . @ PE I Peg IFN-o 3577, A NAs
Ry e,

2. Peg' IFN-o 5 NAs B AIRY7: X NAs &3/
CHB & 5 & &I AREEE G Peg IFN-o
R N B R N 7 ST I N (= gl ]
HBsAg & /K F (<< 1 500 1U/ml) & 97 h
HBsAg th#l T (12 J& 8% 24 J& B HBsAg<< 200
IU/ml 8 FE>1 1g 1U/mD B EE, BEAWRITE
HBsAg B#G i) kB S5 mt ™ . BB IRIT Y
FEEL M AT RAEE AN B R, Wit
W%

3. Peg- IFN-o i#f — 2 B Ik HBV #H ¢ HCC 1Yy
KAER 119 X A Peg-IFN-o 8{ ETV J#J7
f) CHB &, Bl 5 E L. K PegIFN-o 14
JTH T 5 AE R &4 HCC iR ETV 657
HAEWEVISE 4. 5 AERN A 2 ), 1 kA HCC,
SRR T K A R (] 22 5O G R L (P=
0. 36)2 by T4 4% 682 5% NAs, 430 i)
H Peg-TFN-a HAl S IK & NAs JG Y7 1Y [l 51 A 5
SR, AT AL BE VR R S 41 4ERF S 31 ) & R
HCC, $% Peg IFN-o JGY7 #1110 42 B HCC
RAERP BT NAsIRITBR# (2 70 8 0%,
P<C 0. 0016 530 Peg-TFN-o 7E B A% HBV #H 2%
HCC & A= 275 1 WV AR 32— B IR AT .

(=) Peg-TFN-o 155 B J7 201 00 K

HIFHI TN R . HBV DNA<Z2 <10 1U/ml,
ALT &K F [ (2~10) XULN] #4245 S5
G2 Vi L. A BIERAL, FLR HBsAg KF (<
25 000 TU/ml) e 121 16 51550 pab o it S ik
Kl (qAnti-HBo) 52 & @ 7K, FeLe {5 55 5
FAEFEMIG & 4 (signal transducer and activator of
transcription, STAT 4) & rs7574865°%, JZ3E R T
MRITF R W B 45 bR . Peg IFN-o 67 12 Ji
it HBV DNA /K5, HBsAg & 8 & H#h &7
AN S THU R i/ S G

(=) FHRFEMA RN S oAbt e

LWL AR R k. WMUE =)
SF ., RITEBE TS T 0 R 5H 25 B AR AR S 4R

TRZ,

&

2. B BRI . hotosn g i E<<0. 75X 107 /L
D MR E<<50 X 10° /L, R REK T &
Fligs 1~2 MEE4A, WRE, WMz 5,
R 20 T R=<<0. 5 X107 /L F1 (80 M/t
<25 10° /L, W B4 TPk . % ok
YT E B B BRI, R e A i 4 v o R T
(granulocyte colony stimulating factor, G-CSF)
UKL 40 L B 40 M 5 7% R ¥ (granulocyte
macrophage colony stimulating factor, GM-CSF)
BIT .

3. KM R . AR, =M. HEEEESE, N
KB TR, W ZE T2 RS RO B 7 16 1 TR
BRIk — 21290 .

A, A B e W BE A A BBk,
AR 3 82 0 F R B . R B I/
Bk RIER . AR . RGBT R RS
LB LR GRS, N E AH R BRI 232 2 [
IR, TCHEENAE

5. HAh A WL BY N RSO . A0 IR S AR L [R] JBE
PERG A . WT D MR BRSO . O A O kO A
N IE T FRIRTT

(M) FHFEIGIT RIS ZaE )

L. 4 XF 28 ik . 4 Ok 5508 1 9 A A Ok 1
K Apa s (ARG pi 43 ZR40E B30™ S 40 AR AE 25995 52D
A e AU . R AL . RS A B
T RE . IR . LR . O ) e, 18
BEL 2 e it 3 5 5 it 5 0k

2. FHXTASZAE: HURBREE . BEA:MARAE 5L .
AT OB R e R O U

WHEEMR9: HBeAg i CHB &% %8 ETV,
TDF % TAF &5 . %5 1 4% HBV DNA /& T
MTRR, ALT £ % = HBeAg e iF 4 %)5. &
REEFTEY3HF (HFHOAALDT 1R H4EHF
AE, THESS, BRAETRI LKL (AD.,

= 10: HBeAg fai CHB & # & /A Peg
IFN-a #05% & 04 95 . & 95 24 A #., & HBV DNA
FH<21g IU/ml B HBsAg &% >2X10'1U/ml, &
15 A Peg-IFN-a 3% 57, B A NAs 877 (Al),
Peg IFN-o A2 & F 697 42 4 48 B, T AR R
HEZRE KA, EREAT 96 8 (B,

W#HEEN11: HBeAg Mt CHB & % % A
ETV. TDF # TAF % 5., 3 HBsAg § %
HBV DNA #a &~ 2| g4 55 (AD,

HEFEEN 12: HBeAg MM CHB & # KA Peg
IFN-o 3k &6 97, %97 12 A, #% HBV DNA
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TFTr<21g1U/ml, & HBsAg & & FE¥<1 lg IU/ml,
#UE R Peg IFN- 7877, # A NAs %75 (B,
HAEEBTITRAASE, TRREBEF L
ki, mraLid 96 B (B,

HEER 13: REHN AT EFELE L,
He#H KM ETV, TDF & TAF #47 K3 m &%
J7, KA PeglFN-a 877, 125 W m 48 X R
RRE (A,

EEEN14: A REZH AT XITEAE L,
HeHXMETV & TDF kM%7, A FHhE %
B (AD), L& T A TAF &% (CL),

+H., Hftiasr

Bt HBV 3697 AT B AR HBV AH G I & E 19 & 4
K, B HBV M6 HCC B &R, ErmBmF g
P, 18 ME HBV R i E 2 IR i i . It
S, AR BUEAL. RIF. g, TR
RESFIRIT

(—) yik. prafe. R—RIFET

HBV 84 J5 5 80 40 i R 5E 8 58 2 95 00 F J
g P A P R, H SRR R R L K A 3 I
F 22 AN R G B RSO B E A SR L BT
AL FIOR 37 T 200 M 55 1 . A SR T O R i
i XtHFAZ % W B 5k ALT /KB 8 7 & 9 iR
. AURE[H . EAHZMEE .,

() PLerdifbiayr

AP AEAL T 25T RN L KA L. %
B Ry FRIEARHE 55 78 34 S5 56 Al PR B 5
H ) R —SE BB EF dE AR VR DTk I G A 4
b B8R A 8 BT AT 2 . H T 2 D BE L
Xif BRI 5 i — 20 W L7 R R K T R

+FH . BM HBV B i o fE 5 & gale, nznsl

(—) 189 HBV #47 RAFEETE s HBsAg
B RS B A B

1M HBV #H0R A AL Tzt 2 19, B
JH N T 59 0 Bl sl AU R R e, L AR o
BEVRIT RO KA, B DL H AT AS 72 54T B0 B IR
7. TG E SR, — it 52 W R v e s ik
A GREVE BRI BT RS gh . dETE sh M HBsAg
RS T m H . B & JE L HBeAg
FivE CHB py ] . H A MR Ui 45 A & £ HCC 1Yy
U

R, 121 HBV #5450k 25 ik 36 2 HBsAg
PEAIR S B E B WA 6 ~12 A H k47 1 A1

AWt eEESY . WIS EHSE S £ 4
L TN T N - AR 0 v o i SR LA A
. B EYURTEIRITIRAE . KR ZIATT

(Z) PURBEIRYT LR b i

PUIR BEIR YT 1 A8 v 08 5 S99 00 02 S 1 M D e
BEIRIT YT R0 FHZGMCONE . DL R 2451 L FIAS R
S

L. W JH Peg-IFN-o By 8. MW MK A GR
SFHEIAMA” 1I~2F 1R, REREA 10O, I
A AL Ay (B 1 W0 R 3 BE 0 Ifi b
&M (4 34~ H 1%, HBV DNA, HBsAg,
HBeAg fi¥ii-HBe M (4 3 A~H 1 %), IF
JERE FEAE I E (B 6 S 1 WD JE R 75 K A
G & AR CEF i3 & 6 A~ H 1k, JF6E
fEER3AA 1), SEA G CT ol 3 i
MRI DL R % 3 HCC.

2. WA NAs 825W 0 B & . I F#. HFREA:
Yk 248 kr . HBV DNA & & fl HBV Il i 27 b i
Y. R RS REAE DN E AL B 3~6 A AR 1R
S 7 A A R iR AR AR CE AR B 6 A
LR, B F R 3 N H 1K) B CT
sk MRI LR & B HCC, R A TDF & . %
6~12 A H KM 1 KB KF. Bofe, %044
A /N R A 45 4 A

(=) BURTEIRIT S5 R 5 i B

TR IT 45 G X5 25 R AT B VIR U 0 H Y
PEAR BT B IR IT R IT 20, W o 2 e DA K
HCC W &HE ., Wik, Nig B EEDREIRIT I~
MR RGN E . FEAEZN IS AT 3 A H N B T R
LR AP IE A W A2 38 b . HBV I3 2# br & 9
HBV DNA & ZJa8 3 A/ 1%, 145
6 AN AR 1 Kk, JCRFREAL Y B T BE 6 S A AT
L YR NG AR 7 A AP iR B A D AF . R A R
R3S 1R, HZEA g CT ol 3 58
MRI LR % 8 HCC.

TR, BHRABAREATHNEEERL

(—) BEANERE

1. CHB 8% . R A ETV. TDF =% TAF 447
48 &, # HBV DNA>2X10° TU/ml. HER M
PEFIKE I R 2 J5, AT % NAs Iy T CRH
ETV % # f|l TDF ¢ TAF''%), g Bl TDF =%
TAF ##:H ETV, SiHF5BEHER-) . Wl
PIBES Peg-IFN-q VAT .

2. SN RIFREALRE . R ETV, TDF 5
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TAF 497 24 J&, # HBV DNA™>2 X 10° IU/ml,
HEBRAR I A I35 22 J5 @ NAs 3697 7
% CRH ETV #ul e Hl TDF 5% TAF, % TDF
s TAF Faf gk I ETV) . a5l ¥ fh 25 9 56 4 {8
(ETV Bt TDF 5 TAF),

(=) B HAR2AIET7 A G e Mkl RIE 7 1 AR

1 P HBV B 2 45 32 b 9 Ak 22 36 7 s e e
WA A T AE T 20 HBV W80, &4 v 20T
EWE BT, 4 20% ~50% 1y HBsAg [H .
i-HBc BH M PR 835, 8% ~18% i HBsAg B
M. Pi-HBce FHMEI R B &, EP g RIT R kK E
HBV 360 5 v HU 0w 55 36 97 1T LA &2
REAR 2 R HF 2R PTG e 24 D010l e o A
it 256 ETV, TDF s TAF jay7F-ee7

A 2 32 AR 2R T S 2 I IR T R R
AR IR T H R LT A HBsAg. $1-HBc,

HBsAg FHPE# R R 7E T 46 R G 35 40 461 591
FACEIRIF i 2 m GEE N 18D SR 52 [
i NAs Uk s a7 7,

HBsAg Bl #E. #i-HBc [ ¥ # %, & HBV
DNA P, 55247 BB v dum diar ™
S HBV DNA FA¥E, A4 1~3 4~ H Wil ALT 7k
7. HBV DNA Il HBsAg, — H HBV DNA %
HBsAg # B, Sz RS shytm agiayr s 7,

HBsAg AP, $ii-HBc FHM:E, & {#FH B 41
MO REPUR B AT T A0 RS A . HBV [
JRURS: @t TR M O B S 2 W
TRYT e s e

LA 276 97 R G 5 40 4 700 i CHIB s 1 4k
B, NAs §Um B9 I7 2 L Bl D7 W0 D £5 24 Jis )
5@ CHB s MR8 Ak B E A TR . Ab F S 28 it 22 i
TR HR S B 18 1 HBV e %, 3 HBsAg
FIfE . $t HBc PHME . T 2R A NAs Fp5 iR 97 19 &
B TEALSEIRIT A M TR SRS . kst
ETV. TDF 5{ TAF J§¥7 6~12 4~ J 168 178 3
TR B 4 i 5 v B e A SR kAT A i T A0 RS R
BE, EREMFRITSEREL 18D A G %
JEAE T NAS! 5 NAs 45 F J5 1T i 2 1 3L HBV
Bk, HEMEEA, NBREY 12 AH, HEEL~
3N H W HBV DNA,

(=) 4 YRAH S 15 i Ak 2

4 1A S o £ 4 U £ M 34 07 O & HBsAg, Xt
F HBsAg PHYE & & 240 HBV DNAYY . X F
A YR B IR T I N B E . AT 7R 4 Ok AT N
Peg-TFN-o 697, PAMHAEGEORTT 6 > H %8 BUR YT .

FEIRYT 18] 0 SR AT 5 ) 3Bk 22 it . AN 38 A
Peg-TFN-a 80{RY7 K, AR TDF HiHk #1097 .
X F 4R UR 8] B a2 W CHB 1Y B . HR J7 18 B
ukfA i@ CHB & % . Al ffi i} TDF $tw & 97.
BT R T 8 e R A 8] T s Al T B0 15 25 0 g CHIB 22
PR 7R JE N RS UR FEIR T . AR PR A
T, PeaE & a4k 2 5T O & 8 2 i H Al
NAs 3§ Peg-TFN-o 4k L1677 .

PUIR BRI W AT IR B, & AR
TDF, @ikt ii; # EEMRM ETV, Al A%
IREEYR, @IE By TDF 48534007 & IEfEH#ER
T FE-o 0I7 . BB 22 AR E 785 R
P P o R A AR S AT IR, A R A S AT R ) 4
TDF 697 .

17 HBV DNA 5 7KV B BAL R 19 & fa I &R
IR S A4 B HBV DNA & £ >>2 10" TU/ml"*,
AR5 B T4 I, E RN R Y A
THUEURES 24~28 FHF R YURTEIRYT . WA TDF 8¢
LATH® " j F§ TDF B, FLOW SRR & 2k
SN

G PEMH Z W 1Ak NAs 9224, w] F 7= J5 B %)
SR 1~3 A ES. F2E 17 2% ~62% 11
BEWVMRBREENRES. HEZEAE 24 A
PYESTIS R s RS W W] TR e 4 ~6 JE A
S A IEAE W) Ak 7 48 AR & HBV DNA, QiR AE 9
LSRR IE R . W 3 MHEE 1 IRET)E 6 4>
A, R R ES, #PURREIRIT .

BB A PORTEIRIT A AE T . TR
Fo iR ERE, NAAEEAR 6 N H T E
EAR: M NAs JURRIRIT R BB E . B
TG & B NAs IGI7 X F A Rgm, 1] 7
HEBERMEENITR T EEET .

() JLE B

JL#E HBV e an il ib F e it 22 8. g A
ZIEHURTEIRIT . T CHB s R4k )L, 1 &%
NHREEIRYT . JLE CHB B PURSIRT T E
M HBV DNA & ], 3% fin ALT & % & &
HBeAg Ifil 1 55 e 100, (R % &K WIEIT %%
Gk R 2 [ e o

HaistEEmA M EEH)E (ood and drug
administration, FDA) #t# T IL# B & IGIT 24
YRS TR (=1 %), ETV (=2 %) A
TDF (=2 %, HiRFE=10 kg™ ", FREE M
#E TAF HHTH D (=12 %, BRI =35 ko).
Peg-IFN-o-2a A[ i i F-==5 % CHB JL#",
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ALT J+# 9 HBeAg B CHB JL3E & % nl ik
A BRYT R 0935 58 T4 o 3 Peg IFN-a-2a 15 47
PLSC L HBeAg Il 7% 2 ¥ #57 , wf ik H
ETV, TDF 5t TAF {$¥7. i@ T F-« HTIL
HEFE WM = RER 3 W, Bk 300 )7 ~
600 Ji Ll /m® RFI AL, FRFEA# L 1 000 T3
B/ m* IR, HEFEIT R 24 ~48 i ; Peg
IFN-o-2a BRIl i 180 pg/L 73 m” fRFR M, J¥
B 48 P9, ETV, TDF 5% TAF #2518 % H
FDA, WHO #f % & W Al A X 25 9 ol W] §3
(%% 6)[& 190, 193] .

F6 JLEMAZE (R KRR

) R (k)

FI 4 (mg/d)

ETV (Ef =2 ¥ . HAkFi# > 10~11 0. 15
10 kg; (KB >30 kg, &% >11~14 0. 20
N5 D >14~17 0. 25
>17~20 0. 30
>20~23 0. 35
>23~26 0. 40
>26~30 0. 45
=30 0. 50
TDF
F =29, HIR i g = 17~<22 150
17 kg, AT 1R A 5% 22~<28 200
28~<C35 950
=35 300
Fi =2 2, AR E = 10~<12 80 (2 A])
10 kg, ANAEH MR A/ #, 12~<<14 100 (2. 54))
AT R R R SRR N 14~<<17 120 (3 4]
AJ.40 mg/ ] 17~<19 140 (3. 54D
19~<22 160 (4 A])
22~<C24 180 (4. 54])
24~<27 200 (54))
27 ~<29 220 (5. 54))
29~<32 240 (6. 0 A])
32~<C34 260 (6.5 %))
34~<35 280 (7. 0 ~))
=35 300 (7. 5 A7)
TAFUF =12 %) =35 25

HETV AR R TDF N ad SR i A F ik TAF B a0 5
TR B AR

X F 338 T 3 F - 5 Peg IFN-o-2a JR J7 A 5L
M HBeAg Ifi ¥ 2= 5 5, HBeAg BPER CHB i L
K FREAL FOL, TR NAs 35977

(CHD ‘B D fig i 5 B &

B S e RS G AR 1 A s 2 AR
e A0 W A AL . eGFR<C60 ml/min. 45 A B 195
IR B PR A 42 1 10 8 PR 306 3h o B /N Bk %
Pl Bt B M 20 W BB A IR AR E B R AR,
LA B T3 75 S KRR s S R AT AT NAs 9% 2
I AR R T I Th ARk . A A ADV 5 TDF
TRIT S TCIE R R AR B A5 5 fE KU L 387

SO W00 1t 3 LTS ot Al K

R G =g A I W N ol i = R A
RITH R HERE ETV 8 TAF /8 —4Z 4t HBV
BT 25 s AT AR SR S B T LT 347 50 5
RIS AN ADV 8 TDE 99 B i 11l
) NAs ft, TAF £ A & JF HIV B & H
eGFR=15 ml/min B N7 94 8 5] &, Hfth NAs 78
eGFR<C50 ml/min i U 55 18 % 45 24 55 =, A
e LI = P a ALiS v

XFF HBsAg MR E A &, /T i ETV
s TAF AE R W s8R 7 259 . B T A7 39 4k 5
SR A = 2 i B e L Ll R R e
% Peg IFN-a J477 .

HBV ¢ H /NER B 42 7T 1 NAs $T90 #3R
J7 HMEFEME A ETV 5 TAF 1,

C N H ADV 8¢ TDF $itm 23697 Y 3, 2k
Az B U B R A A A R A KU I
i ETV 5 TAF™

WEHEENW 15:CHB & % 5 A ETV, TDF &
TAF 555 48 A, % HBV DNA>2X10° TU/ml, #
MR A PE Fo #e ] 32 £ 6 . T iR 2 NAs % 5 (2 A
ETV % # A TDF & TAF, 58 TDF & TAF % #
A ETV.R A5 4B a4 ) (C2), & T A A
Peg-1FN-q 7 77 (B1),

AR KA AR & B A ETV,TDF & TAF
%95 24 &, % HBV DNA>>2X10° TU/ml, 3 B4R
AP Fote 32 £ )6 L A% NAs 657 (2 A ETV
## B TDF & TAF.m A TDF s TAF % # A
ETV, R M B a4 0)(C2) |

WERI 16: T F 4 AL F 5% 77 | % 9% ¥ 4 A
BT B AL LT AT AR B AL & HBsAg. #t-
HBc(A1D), »rF HBsAg Mt &, £ 7 45 % J& 47 4
FBRAFETHYE 1 ARE N HITRHFET
(A1), 5 A ETV.TDF & TAF(B1), #F HBsAg
Mk 4-HBe Mk 4, 248 0 B 40 f6 3% 5 % 3R R
HATE b F e, 28 A ETV.TDF & TAF
o EF %7 (BD,

WFEEI 17:1% 0 HBV B 3§ %k & ¥ 144k,
AR IR R) A B R A 15 AR BT, R L 4 8 38 T e R
Z )&, TR TDF i 55 (Bl),

WEER 18 5k &4 7 A & sbEdrw &
#3428 TDF & 97 s sk 8k %12 A ETV,
TRk dEdk, @3 A TDE #8557 (B1), % & A
FTHREET . AN FalEEALSEm R &, bt
R RRT U B AR, Euk 44k 2 % A TDF 3% 57
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c2),

WEBEN 19: 44 ¥ 5 4 HBV DNA & ¥ >
2X10° 1U/ml, £ &£ 5 # 8 It ot Bl & 69 b mh £, <7
Fledk§ 24~28 A -4 & A TDF & LdT 4% 4

B (AD, TR T T =2 R 1~3
MNRAA2% ., g A TDF &9, #3078 /r R 2 2 B9t

(C2), 1B HE Y H 3N A KNI IEE DT
#= HBV DNA $354. A2 76 6 N A KA X
FHAH R LRI EE ST (A2),

WEE I 20 xF T 25 B A 9% ST AR AL &L,
BB HITRBEFET AEFERP BT HEL
PR HREFEA, 1% B EILET# &L F ik
F-aBHF.2 F AU EILETRAR ETV & TDF &
55,5 F B vh EILETik A Peg IFN-o2a,12 % & VA
EIL& T A TAF &5 (AD),

WEEN21:ETEREE . TR LR
BZBEEARETHELEF ETV & TAF £ 4
—% 3% HBV 27 4, R THREEFHILLER
LAT ## 47 i m A% 77, 2 &L & A ADV 2 TDF
B, ST HLEERESG & ERNKEe CHB &4,
&R AEAT NAs 9% &S 42 P35 F %o B2 48 T 4L,
& 5 A ADV 3 TDF # & % & % 5 I 3 F %% B
KA H ARG, Zi KA ETV & TAF(BL),

(ZOHBV 1 HCV & g s 3%

FiifS HBsAg PHA: 4 1 i 25 Ht-HCV, 4n >4 BH
PR — 80 HCV RNA % # ., HCV RNA

A i PR3 385 0 B B0 B 25 ) (direct acting
agents, DAA)RYF . WIEHBEH KL HBV HIE
B XU . R AE R BT HCV 3G 97 3 1) A 24 )
3SAHW, @S ETV, TDF 8 TAF ik %4
i k7 F AR RN

HBsAg BA 1 . $t-HBc BH % 3 i F DAA 3697
AL % i B dh 5 HBV 34005 59 KU, 221l 45
AWM % HBV DNA & & f1 HBsAg. # i B FH
B WO U EIRIT

WEER 22: HCV 4= HBV & # B £ % 5 A
DAA 4% HCV B, % HBsAg M, &% F NAs
BT HBY BigtE . DAA G724 % 12 A%,
& &4%k NAs 28 57 (B2); HBsAg M . #-HBc
rabe b m R DAA #18 ., F % i a HBV DNA e
HBsAg &%, i, 23 A NAs 857 (B2),

(-EO)HBV il HIV & &y 8 &

A CDAT T ik I 4 ff 7K ~F anfe], H 228 it
HIV 8 S8 7 M8 ¥ U FLE 3h o S % sk i

#F I8 J7 (antiretroviral therapy, ART), HIV

HBV & I8y 3 7 5] B 36 97 79 o 25 8k 4y o A 455 7
Fiit HBV 3G PR 259, ART J7 % NAs S BEHETE
TDF #f, TAF + LAM = 4 il 9§ fi i€ Cemtri-
citabine, FTC) (JL ' TDF +FTC & TAF+FTC
AHAEFFAED , 3GI7 R T HBV AH G T8 b, i
HBV DNA | JFEAE P 4k 25 48 b5 I IE S AR 2 48 4 55
HEAT WM, %t T HIV 1 HBV & JF e 3, A il
WHAL & A 1 i xd HBV A 3% ¥ 19 NAs (TDF,
LAM.ETV LdT.ADV) iy 5 697 T %, LU
WS HIV X NAs fif 254 i pe Lo

TETE . EIEASERE QW PLERE B R<
60 ml/min, NEE#EH TDF s f % TDF & ; Ol
T3 4 3R <50 ml/min 1 >30 ml/min, 7] % &1k £
fa& TAF+FTC(E LAM) 7%, TAF k¥
b AE B T LB 3% 4 % <<30 ml/min & ; O AN fig
fli H§ TDF/TAF B, 78 ART J5 % /9 3 ik 1 oz in
ETV. @IRSIE L . a0 HIV fl HBV 4 3F Y % K
IR 0 £, @l & LAM (5 FTC) + TDF
FE 2505 20

WHFEER 23: HBV f= HIV 45 & % &, &%
wH HIV #« HBV J H i m S HHha s
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(VO HBV I 3 B %
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It HBV 3897 il w3t HBV A1 518 I & T 52
¥ (acute-on-chronic liver failure, ACLF) 9 ] i
Je o Z I PR 28 UE 3L, ETV R LAM ¥y 1]
A RUREAR ACLF B9 48 3200 25343 B o
W Iyr HBV M % ) ACLF ®f, ETV i F
LAM2% b A5 /N FE A i PR BF 58 & 3. LdT Ml
TDF 697 HBV M 3& ACLF mf 3k 2%, 5
TDF 4, TAF 78 O F¢ P 28 97 2% 00 7] B AT 3k 42
B IR AR TAF IR 97 T 22 58 1 I R UE 48 4
AR, FRIPE B AR HBYV DNA 8 & 7K P 2697
Eﬁa‘é% ot 20T 2% HBV DNA & K P 7E 2~4 i

RE B 2 1g TU/ml, B AR AR m 20, Bt
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HBV DNA AR HCC B #F #3241 HBV j4
Jral g 2> HCC R G W & K. # & Bk 4 7
UL T B 25 ) N R B DR TR SR A NASs
(ETV.TDF & TAF), Jo&8 k&5 W el i H T
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HBsAg FH MM HBV DNA BH#: () HCC %
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O R A R

B HBV AH OGP CBLH5 I 32 35 . HCO) i
TR MR, B A Bk BT HBV J7 %8, 300 B8 M I
PGy HBV XU . FLEAR 5 28 = R T P&
Jurty 322X AR B A AR AT HBYV DNA € &
K

M A AT HBYV DNA 5 & B 1 0 55 0k 5 Ak
YRR ARR AT 7E A S Rl 5 SO 25 1 NAs,
B ETV.TDF = TAF, #ip;i HBV B &, K5 T
A HBIG =% in# A7 HBV DNA FHE,
I 8 A D e XU 8 o AR S L s 28I T 245
) NAs LI F#{% HBV DNA 7K 5 ; AR 5 T6 I 3] 1 &
ik FE ST HBIG ;s AR S5 BR 7R NAs, i 3 5 A 1
FIARF) & HBIG 42 0. 5~1. 0 48, itk 5 T4k 2L 5 1
NAst2 220250 S AE Sk A 9 & BAE i H ETV 3R
J7 IR 4558 HBIG J7 R AR A 50 . iR &
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DNA A5 it 25 . Ko B8 38 7 28 oAb A iF B A
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o7 FH i A s,

WHEEMN 26: 8 HBV ML & L3 7B HE
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