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B

HBVH %% (HBV reactivation) : HBsAg[H
M /4i-HBCclH M, & HBsAg 14/47-HBc [ 14 B 3 4
Z RN BT RAF BT B, HBV DNASK A4
FE = 2 1glU/ml, 2 FL4&HBV DNAFH M 4% 4 [
P, BCHBsAgH [P 4% 4 [ .

HBeAg[H 4 (HBeAg clearance ) :
Fel By B 2 HBeAgH % .

HBeAgin 7% 34 (HBeAg seroconversion) : &,
7EHBeAg[H 4 1) % # HBeAgiti %, #i-HBeli 3.

7R Pk BE A (resolved hepatitis B) : ¥ # &
M CHBE 3, I AHBsAgF 5 A M. 4i-HBsMH
MR A, #-HBclH 4. HBV DNATK T & KN
TIR. ALTAEIE % L.

W & X8 (virologic breakthrough) : A% ¥

B ) X{# (nucleoside/nucleotide analogues,
Nm)/fW%ﬁﬁ%% H, ERERIENH
9T, HBV DNAZK L& 7 & i (8 7+ & >
1 1glU/ml, 46 FAME 4%, FEINAE
DA Bl R E R AL, WA K EALTAE.

W& %A & (virologic relapse ) : KGH&F
P& BT B, A RIS A 284 MIHBV DNA
#> 2 x10° IU/ml.

fit 2 (drug resistance) : EHLH = BT T2
B, BME EHBVE 254 X 9 EERE, BA

BE7£ HBeAg
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&1 A RO RS 5 JORN I 55 2

Z0 TEAHBE

TEHE 2R
FRE (A)
hEEF R (B)
KRR (©

HEREH
e (1)
A (2

BB TEA KT RE R AHZ AL 45 R A5 L

BB T RERHZ AL 45 R 07 A B
HE— PSR T RBP4 R, HZP Al R T e il

FEHEEREM PR B W REMITUS S Bl 2B TRCR, BRI A aS b
E OIS EARTT, M MATEAHEYE, SO IS I R A BRI A S LU A%, ST T B RS 2 e #7

HEAM 2 (genotypic resistance) . R4 K
R, VREHWEREEM, 5 EHET M
>, AKX (phenotypic resistance) . 4t
XA B 3 25 M LA TR 25 X xt B AN L AR L
MR EL M AW, BRARXAE (cross
resistance ) . F D 28 A7 K B INAsST 25, ¢
K% EMf?5 (multidrug resistance )

—. WATRF AT

(—) WATRF

HBV & 3 2 # M 47, (84 [ # XHBV R
LHRATRE Z 7R KA. EWHORE, 2RY
H2.57M0E EHBVE Je 4, 3 M 3 X fn 7 A7 3%
WX & 68%!", AIREF L4 48874 AL THBVR
gu, H AP R AR K R4 (hepatocellular
carcinoma, HCC) By¥& 3L 44 5 30%F045%. %
7 P A0 7 AT X — Ak A B By HBSAgift 4T % 4
B A2% (3 9007 4] ) #16.2% (1154241 ) . M
HBVH: 7 R AT EE AR, 28T NN
HEHRTR, DHEAMAATE.

20144, HECDCx{AE1~295 AB LA X
MFERTRFREERLE R, 1~4%. 5~14%
15~ 295 ABFHBsAgATE 25 50.32%. 0.94%Fn
4.38%7, 519924 thix, 27 T 796.7%. 91.2%
#155.1%. A1, E w & E — A& ABHBsAgH4T
FH5%~ 6%, FHHBVESRH 47 00054, H 4
CHB & 412 0007 ~ 3 0007 4",

HBVZA#H. ik (4 5k o 46U 8]
) it EmtE, ERENFEEENE, &
30% ~50%", % & AEE AN, #@AHBVEME
Oyt AR A % . B E BYHBYV DNAK T 5 3
4 LR JLHBV R % 4148 % : HBeAglH . HBV
DNAE AT H E 3 4 )L E 5 & 4 B EEED. K
AZTEZ MR EmEE. AERERL. LA
FIAE R BITMEY, REARDY. 2 0R

FEATH B, HCVR S . HIVE F# . HBsAg[H
M B TR B R R A AR SR R L A P T
AREARFLAEZATHEAR. B, UK
B LR e R B SN R B HBV R
e WP, gy F xR 552 7 4 6 HBsAgfnHBY
DNAfG &, RIZ2E MM, % 5= i
mAERE TR K 4. HBVAL 7 £ 80 4 89 K Rk 3 46
e, iR, X&. LEHXIL. EFARTHE
FHESNRE. ERRA] A BE", SHBVR
R K ARG S, A ERSZ N EEAE
#. BHEMTHE, HREHBVH ARMEE.

HBV A &g R fnf e 4%, H ik, HEF
. TR AEEREM, WER—HFAETE (B
ERATENF) . EF. 0. HE—F&. F—
BT A LR B X iR B O HE R, T
FHBV, AT S f 5L o B 78 K K ILHBV & R
dn Bk (ko ) A2,

(=) #b

LR 5 RABE: B O RF 8 2 FUTHBV R
REARETE. CHEENEMARIERTA
b, HRABEILD, 158 LT RAFABE L
j\ﬁ[llo]o

R AR T M4, B0, 16N AW
)7, MEMEIEREE, EIANAfeN A i
STE2EH A3, B TR R TR, L
BEAPEAL N LB AU = A AL K BT AU R AL A
EA LEMERAN LEZ AT HAAEH. &
ERERAOH AL, WREEEERREIL. TES
GG, ERZEL. TREVGEAMTE, NELS
WAL ARG, RFHME 14 LA .

HENLCHEENEMNFE: OFELARE L
JF &t 4H K10 pg, b EFFHBsAg M &
QEH FEAKIE (Chinese hamster ovary,
CHO) @M ZIF k¥, H4T K10 pgs20 g,
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HBsAg[F 4 £ 35 By 31 & )L 10 ng; HBsAgFH %
B SR 03T 4 )L F20 pg.

xR N DU A 3420 ng 4L BB 7, BT B
20 pgE A CHO4 ML 7 AF e vt . *¢ %.0% o sl I T 2
TR, N mEE AN E (160 ug) frgt
K xF0. 15064 A 12 Fo b 43 7 B4 AR 14160 pg
H3IE20 ug LAFE W, FFHE2REM LT
1~ 24N F B % 4i-HBs, 2047y BRI, o B A
14160 ng B4 BB 2Tt . M LR W e A Uik
MR HR—RE D THEE304Y, FHik, —
B EE 4TI -HBs M % An ik %05, B 5t
B S ANBES R o AR T & T Il 4-HBs, 4w
#i-HBs<< 10 mIU/ml, ¥ Bk ft 14+ 2 BF e,

SRS HBV Y 43 4 1 48 YR A 18] 4 Pk P W
AWMU REE R T B, B AR
F (0. LFANFA2F) BEAGER T AT R ™,

BANR T T 48 H B ks B 4 A HBsA gl M
BHBsAgA # B # 0y g KRR, R IT e m 4t
S5

2. G YR X H KFE HIHBsAgH 4 4,
WAt 2R WA AT, R AR HLE i % CDC
W, HEPTHE R R R $HAT iFHBsAg.
Hi-HBsFuHi-HBeAR M, *t 5 ReH A LA .

HBVR $e 3 i 1% 2t B £ EBOR T o i
HBV DNAKF, 5 EALT. ASTHufE 4T & K
FTLEK., BWELAH BRI NF. NBRH#E
A A f BT VE S, AR IMHBV R Je47 %
Y, DRE|RHVW. FHIEN . BERRAEEN
B, @ ZARFREHfEwH Oy ARG
“t I, BHEHBVE R 6 b o v I
. BMEHBVEC R v 5 AL F A, A
Bl FEATBEEMA S, Fibit. HREE Ao
HMNTE, HAENETEFMY. H MR
MEAEAB R R R R

3BTRS KPS ZAES (BHFR
M4t Fodt RAFSATR ), T BEEERELY HE
AR E TG (standard precaution) FEN|. AR%4T
WEHTR L. B B FRA X ERAN
PR E. HMEHE A HBsAgla M, NEEM LA
TH R KR ZAaE; TERHE SRR I U B,
PLEH A E, VLT HBV fo 4 o J5 4 3 15
TR, XTHBsAgFA MMy Z4a, AR E# % ¥ K
FR, RIERENTEY, BOFAELEE TR

2.

WEEW: AL CHEGET. OXx T
HBsAglA M HFWH AN, EHAI2 hWWREE
M0 ngEABE LIRS, ELABF6H K
AR M E2E MEI LT RE (A1) . Ox
THBsAglIMHEHNHF AL, EHAEI2 hAR
F Ik 44100 TU 2 A BT K S92 3 & & (hepatitis B
immunoglobulin, HBIG) , [&] Bt 7 4 & # 4L # F#
10 pgE A BB 2 vt , FEAE 1A R o6 FL % B 2
B F 24 340 LR . E W THBsAgHH
MEEENE, TEMEMSOEEREL~ 20
H Bt #ATHBsAg#ad-HBs# Il . EHBsAgH M .
#i-HBs<< 10 mIU/ml, [3%0. 15164 H %05 F
FHM34 O, BHHBsAgH M, Xz k
W, MEHEMN (A1) . Oxt-FHBsAgA # &%
PR )L. wERE)L, EHAEI2hAR M
%141 L@ AAHBIG; 1A e, F4%0. 1o
6NARRF T3 LIRS R (A1) . @FT 4
JLE W A 12 hW M L F & % feHBIGE , T #%
HBsAgMf tEE 3 #H 3L (B1) .

WEBEL2: dTREMS KT R2E LR
WREWLE, NRBHATH . F 14 F 24t
Fe B e b= 28 d, %524t 5 %34t 8] [ B &) fz = 60 d
(A1) .

WERENS: T %% 2 AT 30T R4 B
N, R EMAE (460 png) Fodtk; x3
S REEFONEH, [ EEME60 ugs 3420 pg
LW, FATFE2REMCIFEHEEL~ 2 8
o i 7 45-HBs, 24l T A&, ¥ B4 A 14160 pg
FABE LIFEE (AL) .

WEEN4: ENFEHBVE W% E T HiEL
B, OEoEABEZEESE, S0+ nni,
B A% 1 F10.9% NaCUA R i, 986 FH & L3
(A1) . QP LE#MHBV DNA. HBsAg, 3~6
MNABEERE (A1) . @M LFEY, Btk
#-HBsfE M (#3-HBs= 10 mIU/ml) 2, 7 F#4T
W, WwREMIFEE, REEMT LR
¥, {E35-HBs<< 10 mIU/mlz; 47-HBsAK P A # %,
JL 37 B JE SFHBIG 200 ~ 400 U, 6] B 78 7~ 5] 34 4
Lt CRT R (20 pg) » TIANA 64 H G 27l
B E 2SI 34 L (20 pg) (AD) .

WEELS: S ELAFEANFT. ANFRA
R RS EFRRBRER, #H{THBsAg.
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#i-HBcfn#i-HBsffi &; xtE G AR, 2. #%
T E (BT SBUATIETT ) &M A R E
BAHCVE b7 % . HIVE $t#, % & HBsAg.
fi-HBcAndii-HBs, {3, ZWEMN Ok
# (B1) .

= mEF

HBV E % IfDNAJ % # ( hepadnaviridae ) ,
RAGEHDNAR &, AEAKL32kb, Ao
MAEFFRDNA, HAEFH 4 4 HBsAg. HBcAg.
HBeAg. & X &8 HBx& H. HBVHH I A
B, 865 CH 10 h. E#H10 mins & JE KA 57
KIEHBV. HA LK. K. TR LHRIiBLK
*THBV 4,8 B4 0 K& 3R

HBV# 1T A 40 i 5 b 6 49 % 7 - 4 % JE B - 1
[ 335 & H (sodium taurocholate cotransporting
polypeptide, NTCP) £ 4 %kt NFFampE!™. &
NFFafE G, #0 Wet 3 IRHBV DNATE 48 fi 4%
LS #EDNA N AR, JE K IE 4% DB AP IE 45 o B 2
X, B RIEN A EIFIKRDNA (covalently closed
circular DNA, cccDNA) . cccDNA¥ % () #]
Bk, BUANKAMERFR, TEEREREE
fEF . HBVH L& N £ F. HBVLlcccDNA
N, # FOk LA A B K Z AmRNA, H A,
3.5 kb A/N 8 T 2 B 4L RNA ( pregenome RNA,
pgRNA ) T B K NSNE L, fFEHBV RNAKF
AR BEAT 4L R W eccDNAK &M, JFEA b5 B

F¥NEMTEA X", HBVED HOf L HA
(AR ZIR) Aok g LEA (JA) ™, #HE
BAFAfCHEA N £. BAMCAHBVR L4 1

BUEHLEEHTHMERR, CRERFH#HE
HHCCAH x . HBVE A 5K EAn T # %K -a
TBIT R A X, HBeAglH M & # 3t T 4 % -aib
T4, BARTCA, ARRETDAM,

NN RS F &Ll

(—) BAE

HBVE ety B 48 38 F B T & fo fg £ 46
HEAER, HPHBVR S B8 F 82 % g ey
FTEREFZ—. FAENLKISUTEY )LHBVE
A8 MR XUFS H90% ™, K B 72 L 2 IF L W
AL Fr. HBVR R £ 4 [ A 8 20 B 4 )L o G
%, HBVH B WA 2RRET E Ak &
E AHBsAgMH MR 3T 4 LT 2k Bk 6 ik
( LR HBXEHBIG) 4, 8418 45% ~ 7%

ALK EFEAAE, L HBeAgM B2 A S 4
7% ~ 11%, HBeAg[HHE 243 % % 0% ~ 1%,

1 MHBVR 0y B A 2 ARE B AR — T
Rl R ANEE0, B e T # (1B HBV
WA ) . HIZERY (HBeAglH#ECHB) . 4
et (4F7E ST HBsAg#H R &) %ﬂﬁiﬁiﬂﬁ
(HBeAgA#CHB), W%2 (#N “/. lEKR®
B W) . %Fﬁkﬁﬁﬁri‘riHBVﬁM%%‘%B, ol
Eandi. FHOFRF R HREHBY, £ &k
Mt %M, HEHNRITIERY.

G R R H T I K HBeAg L i ¥
B, ERAEERHH2%~15%., EH< 405 .
ALT#&. HBV AZF R B F A # 1 & 4 F 8
50, HBeAgl #4845, FF40.5% ~ 1.0%
& AEHBsAgiER™. A% B, HBsAgH k104 )5,
A14% 8 B2 FERE 47 =T 430 i cccDNAPY, > 502,
& OHAEA, B AHHCVEHDVR L, EifE
HBsAg¥ %, 174 7 #k & £HCC, {84 4 R B,

KAV EIRTCHBRF WA FE AL &5
H2%~10%, ERHEFEHEEE (FHRX

H . & A HBeAgin & ¥ 4 it > 404 . ALT%%
#F&P) , HF (HBV DNA> 2 x 10° [U/ml) ,
HBeAg# 4 fa DY, CHEA, &HCV. HDV
RHIVE R, UREHEMFHEE (v
BB ERESE ) P R AT AR AL R N KA
B 4E R AR K 3%~ 5%, RIEH AT ALSHE A
F H14% ~35%"", e AFAE (LHBV R 33 By HCC
4R AR H0.5%~1.0%, AP EFHCCHE X
BN 3%~ 6%, PR, AR, HA
FE T AHCCH . MmiFHBsAgE K-F. B3 i
EHFEYSHCCH LM X, K HBsAg
AT E R B £ XTHBV A & A0 R 4 B A AT %
TGN, FRET, H{#EHBeAgl M. HBV
DNAf& AT, F#HBHEHEALZECERKA, HBsAg
ATEHE (= 1000 1U/ml) # % AHCCH R
‘tr')‘—é—%[“-%]o

(=) KR

& MEHBV R Je th K AL 3 B 2%, 184wk
TAMWY ., HBVA HERFAF 410, M5l Aan
9% R 7 T BRI 4 AR A% B R E IR BE B £ BEAL
#l, MREAAFEFERKE AL EEHBY
Ry vt B AFHENEZHCCHEEZ R &,

et (BA) f&MZEHBVR L4 H
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& 2 181k HBV &G H A0 R 73 30

. G Rt

GIEERN (HBeAg

eI (AR FIVEEIN (HBeAgl FECHB)

HBVHEHRIRAD FH:CHB) HBsAg#E R4
HBV IfiLi 2247 &9
HBsAg (IU/ml) > 1 x10* + <1x10° +
$1-HBs — — — —
HBeAg + + — +—
#-HBe - - + +/—=
$1-HBc + + + +
HBV DNA (IU/mD) >2x10 > 2 x 10 <2x10° =2x10°
ALT EH R E T 1E%H R E T
JFF s 2 27 To W B R AESR LA LT AR AR TBUH FEERAE, WTHA AR R AR
4Efk (D A4k [F R P ) 27 44 (B A4k

7. HBV: ZAUAF%7#; HBsAg: ZBATRRMPUR; §i-HBs: ZBAT R RIMPiik; HBeAg: ZMKF4 e Pif; Fi-HBe: ZRURTH e Pith;
Pt -HBc: BRI 0PiMk; ALT: WRRZIEFHEE; CHB: 1812 RHF %

KEEERRE, Rpgesmrt (ENKE)
%, b 4T HBV 4R 45 B 4 HBeAg. HBx
S L MEERMKS, FTHTollHEZ A (Toll-like
receptors, TLRs) . £ FBiF FHFE 1 (retinoic
acid inducible gene- I , RIG-1 ) 2f 41K &15
R N TR SRS T g Vi 8-
JE. CHBE % &I 4 A o o i A A% 28R 40 e
( myeloid dendritic cell, mDC ) #u 3¢ #4753k 41
( plasmacytoid dendritic cell, pDC) #f%k 1%, H
mDC& # B #F, pDC” & T & -afl 7 ¥ B X,
AT BOAR B 3 7 bR 5 o i A= HBV 4% 3 (£ T 48
FLHIEE T T, A FREHER.

HBV4 i (FERLE) &% N & EFRHBV
FREEEAY. TEALHEEEEZSY (major
histocompatibility complex, MHC ) T 2£/4>F R #|
My CD8" 4 L 25 M Tk B 40 Fi T 3 0 &5 R L i 2
MR, W@y T E-y, LLIE A EAAL
40 %) FF 4 e 9 B9 HBV 38 Bk 3k fo &2 6. 1B
Rgnt, HBVRFRUETHER S AT, FAMERT
T EE N R E A, AR, TRERER
HBV#H 4R LW L&l = —PY. B #TA K fw g o if
41 4k £ K EHBsAg, TiHBsAgh: 7 40 & 1
THEHAREBERZ 0 (R) AR, ZFEE
PEHBV R e 2 & A %95 Tt % 09 & 3 R 7,

. EHERE

(—) HBV L& 44

% S HBV i1 7% 47 %5 48, #EHBsAg.  #-HBs.
HBeAg. #i-HBe. #i-HBcfn4i-HBc IgM. i1
HBsAg® ficccDNA % K AmRNAZIF = 4, 4,
A AE XA FHAHHBY DNAJT 5| 4 F 8

ik, HBsAglH M &k m~HBVRZ. #i-HBsXA f&
FHHA, EEEFEEHBVAEE S, LTFLA
JF 3R B & ¥ M L RF I ¥ 45 $i-HBc IgME 1%
ZRTAMCAFRX, BHEHBVREAMLIES
F I A EACFRE P, Hi-HBe & Hufk £ 2 #-HBc
1gG, REREAHBV, FTbkHLEWIFER,
PR Z A ME M.

F 4ok, HBsAgE B B &G K R iz i
F EACT A RBORR 85 kR 2R,
THRTHFEAATHEMRL B THZ-a
( peginterferon-o,, PegIFN-a) 7577 .

(=) HBVHFH F AN

1. HBV DNAZE &: FEf FIFEHBVR S
T E AT, RHURF 6T E BT RT KA
W E BT, ETREET IR, REFSR
F¥NET B EEEFE S EABRKHCCK £
AP HBV DNAJE & K F Lo 2 & R &84k
BORLiE, AR T FRAB A 3] A 7= T 7 B AR A0 T 0

2.HBVHEREA: BT LEHEDIM (A
A ZIA ) HBVHE R A fn 1 fh kg EEA (JA) ,
—WHAR T pHMER TR, A NHBVIEEA
B TFHMNTFHRET R AW RmF .

3. WA R HMAEN: HBVE —NE X RHH
&, EREFAG LS, HRNARSH 1R 4K
B Z A EThRE, M REEAH IR LE A
RENMGE TR T . HBVE DUIEE M 4 R
HEFERL R, WTHATRELNETFIRE
TR, W R BHURE G WERE T B K
PEATT 25 28 70 kAt U A7 B T I8 PR B2 V1 1 BT TS 25 % 4
FREBEEETAE. B, WGREHHT AN
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77 740 ¥ R 3 kB (reverse transcriptase ) X JF 7 |
T Fu s AR AT R 1 24257 (INNO-LIPARK A € ) .

( =) HBVH A 7 & 4 4

1. fi-HBcHithE &: HARIE XL ETE
EMN M FH-HBeAKF., HHREHRF, %%
R A BEDHEFR-HBcE BEXA TR EE T
S T T % A A4 170, HBeAglH M CHB & #
H 4 4-HBcE & K F ¥ H M PeglFN-afaNAsH /7
s, Hi-HBeE EKFMALT KT 2 E
EAMK; AHEALTER &%, #-HBcE EAT
FofF R4 R KA ALAR T B B 3 A <Y,

2. HBV RNAE &: 5 20/ W cccDNA%E FiE
WA K, EIFENAsEZEE LR BEEREN
BRSO A A R PR A TR AR R AR
JH B AR I 77 % e A

3. LA R FEAZ A R HUE (hepatitis B core-
related antigen, HBcrAg) : = —f4 &HBcAg.
HBeAg. p22crk (RN A&, S 4N
cccDNA# K EMW A X, ERXpKF2H. Hl
PeglFN-afaNAs#H F /78, URFHEELZL.
MHCCK &£ R % 77 T 4 4 41 KA 57

(79t A A e &

1. ALTA0AST: ¥ 78 — & 2 X b Rk AT 40 ff, 454
R, WA RKMF S EFALTA S, Mt
— A7 B A,

2. Bk GEazARk. FI RiltfoH
K, AEOEERRENAFEBTAG. AFASMNES ]
. BLEFRERE B, s EFEEa
% 7> 171 mmolL, 4 A 7> 17.1 mmol/L.

3. EEE: RIS R G, FFE A
R EBEFTAHMLFEAZAAT TR, &8
AT R B % 28 R R

4. PT. PTAKINR: )7 Bk fiF fiE 3¢ fn (F] & A% 20
A, xR R R HUE A E B

5. MmEy-GT: E% AMEHy-GTEE kK B i
i, BEREMATR. SRR, BEY KT AIME
TR B EHE.

6. I %7 (%% B B (alkaline phosphatase,
ALP) : W®Z FFHEss b, BIHRFRIMALPS
Jik, LT E AR T 7R 38 I y-GT L ALP[E T g AT
FriEgAn AN . W PR 15 By ALP Y 25 28 LAk #
W TE KR TR AT AT

7. ®R & B (alpha fetoprotein) & F 7 Rk

L3: RYWHCCHE R4 fr. NERF REAFA
EWEE. AL, UREEALTAASTH M K
X%, HEEERKIATM R G Fd 5 RH*AT
gani,

8. & FKHZ B HFEHA-111EF&E (protein
induced by vitamin K absence or antagonist-1I ,
PIVKA-II ) : XA ByHRABE DR (des-y
carboxy prothrombin, DCP) , Z#WHCCH 5 —
MNEER, T5WhESE AR

7 AL LA W 3R

(—) RITA R A4 5% 8 A0t /MR L &
F¢ ¥ (aspartate aminotransferase to platelet ratio
index, APRI) iF4~

APRLZ 2 T 18 M HCV R e $3EHF & o F T
WRAHCVA X IF A EHREZ IR, i E AR
[AST/ASTH IE % 18 LR (upper limit of normal,
ULN) J/fn/Mg it (x 10%L) x 100, g AAPRI =
2 R BE AT, APRI < 1N HERAFAEAL. {Hi
R R, 238 80 TIFEHBVA X AT 4 %4k
2 A R,

(=) Frer4 4B T 4540 (fibrosis 4 score,
FIB-4)

FIB-4 2 2 T B MHHCV R L4 S & 1,
B FIREHCVA K I F AR 3 r. T HEA
K: ¥ (%) x AST (IU/L) /[f /MR H (x
10°/L) x/ALT (IU/L) ], FIB-4= 3.25% Wi fif 4 4
Ak Fu BT JE 38 JE 2 A Metavirif 4= F3, FIB-4< 1.45
HEleMetavirif 4= F3. #HHARXHET, BHEHBV
R DAFIB-4= 3.25% WiMetavirif 2~ = F3H 45 57
B A97%", > 304 ABEHFIB-4< 0.704 % 2 A&
JFF 3% FFF A Ak, b [ M UM 78 596%™,

(=) Hfbigtr

24 g S0 R T Ak o m 3 PR R L TR o e R K
VARE. BREEGEHTRUFFEML £
T oL, 2 BRZ A (I RN R B 4L — 0 B AL y-
A5 Bk 4% IR - fn /MR EL (B [y glutamyl transpeptidase
to platelet ratio, GPR; y-GT/y-GTH#j ULN/ /N
T (x 10°/L) x 100]. 41 48 ffo th A% 4 A 5 % -
M /NACE B [red cell distribution width to platelet
ratio, RPR; L 4RI A /% (%) /M /MR
W (< 10°70) 1A mE AN ERA K, R
0T R g e, nEEARRREETS
( Golgi glycoprotein, GP73) Bk &AST K y-GTH
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Kb, EERAERES. miF R £ B3R
( chitinase 3-like 1, CH3L1# YKL-40) = #iMALT
EERBEATEEG . EEAFREA 4 ,

(1) FFREREFZAE N E

JHF REE A 22 A8 0 7€ 40, 45 % B 3 1 R 4% (transient
elastography, TE) . X F# F 1 & kot dg 1 4
% (acoustic radiation force impulse, ARFI) Fu#
AR5 M k1% ( magnetic resonance elastography,
MRE) . ARFI,3E & 8 4] 35 % 4% ( point shear
wave elastography, p-SWE ) Fn = 2 85 47 Ji 5 |4 A&
1% (2D shear wave elastography, 2D-SWE) 24
A, ARFL. MREZLAA A A& F il KA 52 0 .

TEEEXE. Ml E RS 5 EHRREFH
R, REAS BB AR R B R M T A L RR
BRF AR AR, A Al % RFRE K AE SR 30 R R
MAEER R LZMEARZ, TEERHEFE
A BHALT KB £ KT E AN, TES Hftf
HE AT AE R TR G AN, KE £
HOG B A I K AT AE AL W B 21.3 kPa
(R 95%, MMMt 48.5) , #ERMAT
S 4L RAE K 12.4 kPa (#5532 H95%, MM
MR A11.8) , B I 4AL R H9.1 kPa
(FREHNI5%, FUENALA64) ; FFEMH
PR A4 4182 kPa ( AL H95%, [HMERLALL A
0.07) , ¥bJ&HIAFA 4 fb H MR FAE 5.8 kPa ( R4
FE5795%, MEMEALIREL 40.10) B, TE# K K b A
25N (B M R BAR D T I A 440 & K 3k
W (20184 EHH) »

. FBRFVW

P md i X EH HE B INE EHBVE 41
e KRR k&, 38 T AR R R AL BT 8 fkos &
B, KA EAWREFERNEMR, Bz
M B Bt & AR BTHCCP Y,

(—) EHAEF i

JEHAEERETA. Nk EHEBER, TR
AT, ARERAWFEDRFERETE, U
B REF R AL KN AN, ERE R, FFEIIE
ITHE Rk FE B fdofo B & ik 9 42 RO L, DARCR
TIEAR R EARRSL, AT BT A LA R 7
PR s A RA AN SRR, AT A
RIARFHMHCCEREE., M7 % G E 4 %7
SRR R, HRREERGREMSESE
2 Z AR BB AR EEHAK

THEEZEDH.
(=) CT

CTEER FAEMMERZL, THALFFEN,
KIEAL R R SR M, 2S5 S HCTH
X THCCH 1y A s iy R fode 7

(=) MRI

MRLE B 4t 48 4, AR pHxEE, £H1.
ZFH AR, REFEHBNFES GERE, —&
KK, B ARETE £ HIMRIFE 1 X AT B 28 B 4 - 1tk 1
B AR A B AT O AL R A
THBECT.

I\ YW

1# HHBVR e fF 7 4L S &t £ B o =37
P RFRE SR SR 0 R A L AR . WAR A L RFAE 4L,
FEHEPR E A RF AR, AT N B 4. BT B
& BB iR o ST AR (R BRI

CHB# & B B 45 R AL ILE R LA B

TR AR TR AE SRS A A Ak, DA R IR B SR
fifo AR A h £, T A D SR 4 i o B R
4 SRE AR S % 5] A RAR B IR T Y pk R 3R
(HRBBHFLR) . D AAFLERZ . 30
(B A, FEE. BEmIs) AT, H L
JE I 38 A I 40 B BB T RF 4R Y R R /R, B
WERER R A A B 2. 18 AR R IE SR 58 T
51 A2 4 e S FE A R o B Y I B VAR B AF 4L
FKIAFEREHLE XAEMT K. FEERY
Ji , Masson = & e & FAR 4F 4 o8 4 By T H|
PR AR RO/ et 854l R Ig MERT A 2 1h el
Fah b, — B4 A RN, BRAR
AP, B, RS S R T AR N AT 44
WHBsAgfiHBcAgH &34 ; 4B AL 44 & i 5 PCR
7% T AR 41 4% )WHBV DNA cccDNA.,

Xt F 1% M HBV R 3 1 B 4 28 K JE R b B An &
o, B SUk % & A Knodell. Scheuer,
Metavirsk IshakiF 2 % 4 ", LaennecfF#E 1 2
FAREFAELET RK/NFT LA RS, ¥ IFEAAL

(Metavir 4) 4 H4A. 4Bf4C= 4", #K[E*
H I T E AR 84 SR E 0 B R BT
B R B R BRI K3 kA,

F R v+ E AL E AR A7 FT DL AL SRR B
&Y Fr i R ARt (collagen proportional area,
CPA) . EFXATF ZRIBMEANF LN EEH
AR (qFibrosis ) ¥ DA7E 5k & Zeta B FF 20 224 | w0 &
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3= 3 ASIFIHNE 28 5 2 AR AEXT B R
Knodelli¥ 5 &4t ScheueriF4; £ 4t TR ARG Ishaki¥9r 24t
N - e FEVERR
TWEXRIE | o o 1 LER R e s LEXH e

g st o TR i P gy TEER g e masn 1 0T
BERAE miEsE O g T %

0 G G o 0 LEiER G 0 BRI TCHAE 0 " G G G

1 REPN R (ER RE (S 1 (ULEX BREM 1 CEXK LA 1 BosirE BE U8 81058 Rk

Mg, SER BEREM RIE FRERIEE JiE B ICEXRE b T <
AR FIHENT FRRE < paineanic) RAE ICEXD  1AEE
MARIER 130058 Eintii f
F<13/h XD

)

3 REPN (2 R W (& 2 BEPN MRS 2 BEPN LERXEARE 2 #omira BOhE B0 #a et
BOCEXE  (1/3~23  GE4 Al YEth, & ICEXHE (a5 MHFT N3
BRE< MR HMEE P& /M Y RG I 1K KIE  DEICE 2~4h AU
50%) )8 1/3~2/3 NG LTS X)

XD & 3 FrAILENX PE R FI1058 KE/AD
B REE< MR A3
SLIAEX 5~101  HIRFE

BT

4 HEEPN (£ #HE (R #EF (% 3 RPN FEELE 3 PEPN AF4ERRfEN 4 THEILEX EE (8 B0 3WIAM
BOCEXE > 23/ JEANIE JHF 20 B A T AE S HERME EUE> B> HEILC
[l 8} > D $£>2/3 i &L, JCHTfE 50%ICE 104 EFX—H
50%) CEXD 1. [X BLSAR JX

JA v 4

5  FEPNIf — 4  EEPN HPEEA 4 HEEPN RYINTEEL S kLiig7 ¥4

M ii st WL — 7 H I
X —f
XM

Wt

10 FEEPNHF 6 NI
MR stk £ /i
Z/NHIRBE Wt
e PNOARERERIE:  “—” ATMKAR

= 4 BN 4L S BEPR T HEER
Knodelli¥#4r £ 4t Scheuerif-4; &4t Metavirit-7r & 48 TRV 250 Ishaki¥4r R4t
0% JToef4ite 077 T4k 05> Tef4Efh 07> TEF4Efh 09> T4k

173 LA X T2t

37y tHBLMMZ. L
X -V X B
B IX - e ik
£F Y )b

4%y HTEELL

14 ICEPX AT A

273 L X £ 4
e, ICEX-LEX
LY IRl b
Mrezerdife, b
MR AL, T
fififk

345)

44y WIRE/H EITEE(L

153 W X AT 4 1
K, TElkE

240 X K
5 $4 I

3 KRR, fE4H
%l TR

473 HFEEfL

17y ILEXY R, Yl

273 LB X HE LT YR,
LIERRIE I, /ISR R

39y LTHERERE M A EEL, B

iRvdte

FLIAT R AL

153 43 A X LT 4 3 K pR B
AR LT Y A B

250 KB IL A X A 4 1 3 K

BN R £ 4 (] FR

REILE X Yty K,

A8 I DX -V (X 4T 4 ] B

34y

42y REIPILE X4ty K,
BEEX-CE XSl X-
o LT A T B

5 BELg YA, HMLET OF
Sea 7 HIME AL

67 FHEAL

et

=7 NIMRANE

R R BT S #ATH LR BT, TE

—%[101]

B RO

RAKEFHEEERT g

RPFEW T A ENP-I-R K, R A 416 g o 5F

BERDA. Hishak 33 DL ERFAF 4L 0 9B &
B (P) . FRA (1) mEERER (R) . HH
HTA 48 f 0 At
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Fuv K5 B

RIFEMHBVRLEH N EF. FEF. &4
fh#. BRY. REFEMHILEER, £
PR B ¥ 4 DA JL AR

(—) BHHBVIEFIR S

X HrHBeAgH P 18 tk HBV R Je ', A4 &
HATREMZH, EHFREZ%E, HBV DNAE
BEAF (F@E>2x 10 TU/ml) 8, MiFHBsAg
(%> 1x10"TU/ml) #E. HBeAgH M, {21
WALTFIASTHZE % (15 NHELMIT3K, FK
ZOEEINH) , FHRASRESHELHE X
FETBR AN, ERTARREFRLENF I
T, MESFH. HEKT. HBsAgKTF. FeF4
Bl E PR FREEEZEH .

( =) HBeAg[H *=CHB

R EH AT R ERY, HimEHBsAgH
M, HBeAg[HM, HBV DNAE &K F (#E > 2 x
10* IU/ml) #7&, ALTHEH KA TR AR Y
A B RAESIA (B) G4 (=G2S2) .

( =) 4 7E s HBsA g 47 4k A

X #HBeAg[H M 18 HHBVE Je. A HI B # 4
FThEHEH N, RN iFHBsAgl . HBeAg
M. 45-HBefH £, HBV DNA< 2 x 10° IU/ml,
HBsAg<<1x 10’ IU/ml, ALTH1ASTH4E% (14
WELH3AUE, BREDERINA) , Bk
FAELIFENL, HASHEL FELFEHH
#% (histological activity index, HAI) if/r< 45 4R
HFH A BT R AT T B

(M) HBeAg[f £ CHB

Wk FE S, Hom S HBsAgMH M. HBeAg
FEWME, %R e S-HBelH £, HBV DNAE
EATRE=20001U/ml, ALTHREZHREERE,
RIFARFAWRERENRLA () F414 (=
G2/S2) .

() REMHBVREZE (occult hepatitis B
virus infection, OBI) ")

F I A EHBsAgA M, EimiEf () i
212 P HBV DNA[H %, ZEOBIE#FH, 80% &
L iEFi-HBs. #i-HBefn (2 ) Fi-HBclH 4, A
10 3 B EOBI; 14 1% ~ 20% 8 OBI & 2 fir A7 M i
FARA A O M, ROy fE A HOBL, H X4
Mal ik Z2EA, —HTHEEZEE (2HExE
M) HBVR S E HBsAgiH &, % H i s iF 4l

L HBV DNAK-FRA&, THEFARS A, & —
MZHBV SKEF & 7, FHHBsAgT I A B
ALK A B B, H A EHBY DNAKF# % 8
B, RAAVEFEASRESRE. WEEH
Wl E S HBVEE LS E, HE
G HFTATFRES T W K EHBVE B,

(7%) TRFF 3k AR aE AR

LA R IFEN D W N AAA T H 1512 (FRE
FYW) ., R 1F3 (kRS #T) .

1. B #THBsAg[H %, Z HBsAg[f. #i-HBcH
P ELAT 9 A B 08 EHBV R Bt o (ER4EHBsAgFH 4 >
6NNA ), BRI E R H .

2. FFREVE A LA R B A LRI .

3. A UTST A 2B KU b, FHFRoME A
kIR ES: OFBRY¥BEL FHFE M
(R) [E#EkEEMLEER, ONEREETRE R
Bk, OFMEEEMEMNEHEFEL; @
AL FHE R REEAAFRMK (<35gL)
() PTEK (BXEEK>3s); OmE b
2 78 /MR 30< 100 x 10°7/L4,

R EEARER T Y HIEA. RE BRI
W K A 2 i o R O 5 T E E RE . AL
SRR R AR, OREIAFFEL: REY
R R FAEAG, (EAAKRBIEA. &% B
Be Rk SR B s F M R S E P RIEE,
YW bRz HAFAE AL, T34 86 £ 9 Child-Pugh A
K., QhNREYITHEN: FELEL B HIAKE
A B B K th ok F Ao 24 B A M R S E
FERAEH, EIY W KA AN H A
& % J& FChild-Pugh BE . CAL.

VA, O Y TN BT AR AL B 3 kR
B, T NRBET MR, AFHEVEFENS
ASEM, Hoe 1. 288 A2 B AT AL, 3 ESH
HRRZHRFEAN. I8 Reehkd sk, TREA; 2
WA ERRE K, BB EA 38 hHEA,
T, PSR ERER K, ARh R W, fEE
TR SHIN RS IE .

MERREAMNH T, T RREHFEN
B 2 ig)y o U SOy R, RINAF
HRRRENEEEKTRAAR, PTRATSH
M, FTEBIEA. FHEMREEFLE, ~F
TR B A T K A8 . ORI R RN P AL B
42 H (re-compensation) , {EEH #] ¥ T /E# = X
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Fasy— B W AT .

+. B EA

BOK TRE K 14 I HBV & 1 "0, 8 R B
40 JE SR E ST R T RE AF e 2 53 4, FEZ Fu D IF
TR . FFAE AL KR A2 HCCHr 3t I & JE 19
KE, REEHEGRE, ZKH éﬁﬁmoﬁ$
WaEEKFO B, iR R

i R 76 & (23 dk &éﬁ)m”mmlkm
BB RFFHBsAgA B (3 A H-HBs i
I.) . HBV DNAMKF &AM N T K. I B A1t
FAGHFIEE . B B AT 4 AL N cccDNASK L 7%
%,@%ﬁEMWﬁ&%%ﬁémx%M@o

+—. WRERTHENIE

WﬁmﬁﬂmumA\m1%¥%ﬁm%%F
ERE, AHEEEF0. Kk kRS A
7, SZAETHEBRHFRRARNKR, AEREFER
FmE BT A ﬁ%mﬁw%mﬁﬁ%
RE X T""’TEHBV@%%%‘&/:: K7 I By %
mAEELEL

17 HBV DNAJH 4 618 HBV R Je 3, &3

ALTHS 7% (> ULN) AHhEMEHS 5%
ALTH &, EWURHEN

FERALTH & 09 HoAt R B 36 o R AR RE
ge. BTG EARTERT R . FETEAE MRS B
k. BB REEFR. 25 % %k kR R KA
4. FEIE, AR R HEFR BLF PR R 25 4 5 ALT 4
i IE

HEMFENEEINKE, F~HALTfHBeAglk
A, RETINEHBYV DNA, 3R #H4T AR AR 7
FEBN. TTARREHFENE, HMWDM\
A B {fEHBsAgPE M, 2R & 677

mEHBV DNAH M. ALTIE % &%, wH L
TRHzZ—, WhKHERANCEKA, FURHEAE
W: OFARFHEAEVENFRERE (= G2)
Fgf (=S2); QALTHZEY (430N HAHhtE
Lk, HE120H0) , (B8 FFEMHCCK Ik & B4
#>30%; QALTHEEYR (F3INAREIX,
BE124MH) . BRF#AL/HCCK ik # 24> 30
2, BRFAENTAUD B AR ER AL FA
E, GEHEERERA%44L; @HFHBVH X

HBsAg FH{%

HBV DNA

HBVHRRREZTELL,

i 2 N
i M. SepeimtI IR

AR RDAARST

Y
HCC. Z.RF% NASTST

v

}
| '

AW B ] A& W 2
HFo6~121MF
BT ALTIE®

— HBRALTHER
Fofta BRI

RATHZ—:

F3~6H
&R 17k

A

HISFFAMEI"s

OFFAZR%EG =281 (BD
S =2; QFZEFRIFENRZEFA
HCCKIEL HER> 304; @FER> 30
%, FAEATSKERRTHAR 2K
#, RHEFRERERSSEL: @HBV
OREHAFFREML

NAs¢ BPeg-IFN- a ¥&
T UFBEEERE

Ef# ] Peg-IFN-a )

1 HBsAg: B REMBUE HBV: LB %77 ALT: WERASELBH: HCC: HCG NAs: &1 (B KU DAA: BEEUR T2

PeglFN-a: R ZHEWFINE -0 “BEUTIH : IR

JHERR A A SR bR AN

Hilh & A AR K shZ Bdshuns S E ek, s

B, FPIERE BRI . "HBY AOGIIFF AR IL: B/NERE 4. MAF K55 . “HBV MICJARE IR &8 NAs iy7 MM B Ui bavik: 453 M3 13K,

SEMFEH TR DR, Wa. e, HhEA.

AR K ShZ BESHUIA S &, TSR, LERATY R T

HUKT 2 BRI R BB A . PALT T AR R R JLAbp A e 25 i s . RS A s . MR ARI 36 AL, A B e 3l K

TR MBI B VEBR . BAEARTE I DR . 42 5rd

RGOS . NAs: BERH.

wORBWRTE. E SRR B EET R

B 12 PEHBVIE GG U 867 38 NI R FE SRR
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WRFIMRIL CHE/NRE R, e R,
X AEMERES) .

WEFESN6: mIFHBV DNAFHM. ALTH 4 7
% (> ULN) H#rHfh R H g4, W9
FiBJT (B1) .

WEE7: T EHBV DNAFJH [ #9142 #
OB FF 3R AR A R 3 FrHBsA g 1 & R 42 H 7, L AT
RIFENE R, BEUIRFHRT (A1)

WEZNS: MmEFHBV DNAM . ALTIEH,
HTHERZ —HEVRFFET. OF4ALY¥
BERFHDREM (K ) F4A[G= 2400 (H)
S=2] (Al) . QF LA KA LA FFRHCC
Fikd HEH> 302 (Bl) . QALTHLZ LY. 4
B> 304, YA AT S BB R &
FRA R ¥id, KIAFEH BRI SE B A 410
(A1) . @HBVA X F4h &I (4rHBVAR X P B
NREXRF) (B1) .

+=. NAsEIY

(—) NAs# ¥ 97 B fn %Ak

1. B#&+kF (entecavir, ETV) : KEHFRIK
WEor, RAETVIRT BB GmE A6, KE
FERERAE, Zabdig! ™™, KBTI %ET
RIRF X AP AR Ak B oy 8 gm0, B EBK
JFHE AL F R IE ARHCCHY & A 5, A JiF B A K Fo
/i\l%]?%—%ﬁ[smzz]o

TEAIECHBE # 4, ETVIEIYSEH Bt 24
KEFEN1.2%; FEAKKXE (lamivudine, LAM)
fit 25 (yCHB B & 1, ETVIEIYS4Eth BRI 25 & 4
KA F51%",

2. EL A EH F B (tenofovir disoproxil
fumarate, TDF) : ) F TDFi#&J7TCHBE 1y £ &
NIERARERE 7, TR EFE L, W
%k A AR R TDF T8 E R B B
. EEABI R EF R, H 296K (70%)
By B LR AR NP BB, 59% K% A iR & R B
SETDFIE NI RIREREFNE, #H— TR
R 5| € & & ILTDFA % By it 251, TDFK i
HEERERBEARE, BLHCCK A&,

ETVTfi} 25 F 1 7% FHBV DNA> 60 1U/ml#h 904
CHBAE#, 81 . 1thf| AL % TDF ¥ 5 s B &
ETVi&J748E , TDF¥ % = Bk 4 ETV &7 4 'yHBV
DNAE T4 TR (< 15 TU/Mml) =48] H73%5%n
71%, HBV DNAZH % 77| T [#3.66 1gIU/mlfu3.74

% Bk

1gIU/ml, 2% 4 645 Fn3 5] B A7 0k ¥ 7 25 4 th i
%, WAZAMERF"., £ TDFRITNASE A &
#48 ~ 168 & 5 B 7~, TDFA FLAMM 2. [
238 % B (adefovir dipivoxil, ADV) fit2§. ETV
258 % 225 B BT, A IKET0% ~ 98%
MmEFNE, HMEBTHEWELK, HEFN
g$ﬁjﬁﬂ_%[lz9.l39]°

3. EL MM IEME S & (tenofovir alafenamide
fumarate tablets, TAF) : A IRIITH I KK %+,
58117/ HBeAglH M CHB B ( & 35 K 1R 42 1 Iif 52
1) TEZTAFIEIT48H, 64%H B FHBV DNA<
29 IU/ml, ALTE % % %72%; 10%% 4 HBeAgtn 75
P, HBsAgH KFE 4 1%; HEIET Z96/H,
73%H) 4 HBV DNA< 29 IU/ml, ALTH % % %
75%; HBeAgn ik & 4 # % 3 F 18%, HBsAgiH &
F N1%. 285@|HBeAglfECHBE # ( A& KK
EIRTEEAL ) #Z TAFIEIT48)E, 94%H B H#HBV
DNA< 29 IU/ml, ALTE % £ %83%, HBsAgil &
WMk E A0, HEIEIY FI6RE, 90%HEFHBV DNA<
29 IU/ml, ALTE % 2% %81%, HBsAgin & ¥ %k & <
1(%)[140-142]c

96JE JEIT B, LA (12%) « B (6%) FafE
% (6%) 7 &% NEF REHEY TAFGIT96/ &
HiRT . MR E S ETHME (-033%. -0.75%)
& FTDF ( -2.51%. -2.57%) , BHEE£RHY
GiFEN (P <0.001) ; TAFGITEfEE WK
/NER €It (estimated glomerular filtration rate,
eGFR) TH# A E 4K FTDF ( - 1.2 mg/dl vs.
- 4.8 mg/dl, P < 0.001) ",

4. HAh 254 #th kE (telbivudine, LdT)
i #EFeGFR, EEAKW G EM@meE"". LdTE
MR hFr AR R R AE (I
“TN. BRABTURSETEEEL” #2) .

(=) NAsHy&#

MisBEN GHBREMWE Y (ETV.
TDF. TAF) #&J7. F~#ZWADVALAMA THBV
Reges AL & 607 .

EENAEGEERAMBTHESE, B2UHEA
AT 254, Dt — PR R, A
ADV#, ##FETV. TDFH TAF; JJfLAM
K LAT#, # P 4FTDF. TAFSKETV; ¥ ALAM
HLATA 25 %, #HTDF®TAF; ¥ HADVifzh#
¥ FIETV. TDF#TAF""; X &ADVALAM/LAT
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BT #, %7 TDF= TAF.

( =) NAsifit 25 #9 7 [ Fo 4032

L A3 B3 BIASAERUEMLG LY,
#FHFETV. TDF. TAF,

2. BT H: EHANHBV DNAZ &, DUFE
REtXAFmEF R, ARELTHREN (X
5) . XFNAsRAM %, WA THZ-aRIKE
BT B N R B

(79 ) NAsi&IT iy Il

1 BT R R IR EAN: QLM FRir
FEAALT. AST. fBar%. 6a&Ea%;, OFFF
oL i F AT & M £ ZAHBV DNAE & fiHBsAg.
HBeAg. #i-HBe; OREHFFF E, £ @&
M. MEALEFAKFE. kP, BNETIGE, @
JHF R T8 £ 4 AL AS U dm FF R AN €, © BETV
FoTDF F T ALEF 7 R R << 50 ml/min B # B 35 E
R E; TAFH T LB E R % < 15 ml/min B & $
RENMWEH B LREAE; HRABFAH LT HE
&

2. BYIRERBF BTN AL & A 25
BE.FERATE REHARRAAGNBREATELER
W, BREHCLETRIEEEH TR,
e m B H KA.

3. MBENF R BT AL NAs
RARZ At folit % M R A, EEIKNAF#F
P BERTELARRNNAE, WEHELL
(/R A TDF. ADV) . {&# M &% (RFTDF.
ADV) . ALR/MELEME (RALAT) . FLER B
wEHL (RAETV. LdT) , MR xE. EE
Y R 4Ee R AR O L, DA MR, stigsy
It HUEF. AUER K B sk SLER L S B K T B
HHEENEREXA 25BN ETE. R, ILE
N BREERGEHR, NEWAE, —EHD N
Bohae e, LK. BOER. IRRTES,

=S5 A (R KU 25 Ra )T HER

[FESEES HERE 2

LAMBEELATIi 24§ #eHI TDFELTAF

ADVIif2h, ZAiARMHLAMBLIT  #HAHETV. TDFEXTAF
ADVIiiif#5, HXTLAM/LATIii} 24 #eHI TDFELTAF

ETVIif%j # FH TDFE{TAF
ETVAIADVIii 24 ETVEAATDF, S{ETVELATAF

VE: LAM: hiKksE; LdT: BHRE; ADV: FfifEHls; ETV:
BEFRT; TDF: §9MREHEESN: TAF: & SRAmSHEES

BL BB 4% 25 30 R S 25 4, T 46T ARAR B A BL 36
T .

4. 25 S B AR T TR SRR T 24 2 4 e
F, NAsK #6725 & & F KEFE. R
FEIE 97 A o B HBV DNAE B 8677 + & k(g
FE> 2 1glU/ml, HBREAE R AE, TR %
THh¥ey, HHAATHAGRN.

+=. THhEF-witly

[ B M PeglFN-afn T 3k & -a il TIEI7.

(—) PeglFN-ai& 7 B9 77 % RIT &

1. PeglFN-o#T it £ 253647 : 2T Z H0.
FEAL. *t B JRiX 3 B 7~ , HBeAgld ¥ CHB &
# % Ji PeglFN-a-2a% [E ~ PeglFN-a-2bi& J7 48 &
(180 mg//E ) , {22 7248, HBV DNA < 2 x
10° TU/mlty & 4 & %30%, HBeAgin i % 4% 4 &
H30.75% ~ 36.3% (H HFHELALT> 2 x ULNH i
7 12J8 BFHBsAg<< 1 500 IU/ml# ¥ &£ 68.4% ) ,
HBsAg# # 2 %2.3% ~ 3.0%, 1% 234 HBsAg Ik
R H11%!"> 1414 PeglFN-a-2a75 J77 HBeAg [ 4 12
PEHBVRE R (60% K4 A ) 4808, 15251 524
J&, HBV DNA < 2 x 10° ITU/ml# & 4 &R %43%, 1%
% 5 WA 17 A8 B Bt A142%; HBsAgiH k 3 AT 25 M 1
24 . 34, SHEMSH H3%. 8.7%F12%" 1,

PeglFN-ai&J724)8 it, HBV DNATF < 2 1g
IU/ml EHBsAgE &> 2 x 10" IU/ml (HBeAg[H M4
#) K< 11glU/ml (HBeAg[HM# ) , &l
1% Fil PegIFN-ai& /7, 7% A NAsjgyy !> 1o 14,

2. PeglFN-0. 5 NAsE & 7677 : *NAsZ ECHB &
H P A AR B AR B A B A Pegl FN-o ] i 3 4 &
FHKEIE R BT A HBsAgfE AT (<
1 500 TU/ml) K i&J7 FHBsAghs T4 (128524
J& Bt HBsAg<< 200 IU/mlz > 1 1glU/ml) # &
#, BKEIR)T7 EHBsAgl 4% 0y & A g0,
BB EBRITMEE L. RETEMEAN AR
F, MEFH—FHR.

3. PeglFN-o3f — ¥ - {KHBVA X HCCH %k 4
. 119 # 48 57 PeglFN-as, ETVi&JY thCHB &
#, MSE LI, RFPeglFN-aibT B #54
WK K EHCC; TiRFETVIET # M %4,
SR A26] . 16 X AHCC, S5HAFN LA
REEZREZITFEEX (P=036) ", 5 —T4
$56824) K JANAs. 43017 b7 5l PeglFN-o. 2 4 2 B &
NAsIE T W E SR B &, 7 A0 7 B e 5.41
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0310 &K £HCC, # % PeglFN-aig 7 B # 1
104 2HHCC ) 4 %= B 2% FNAsiEIT B (2.7%
vs. 8.0%, P < 0.001) "' PeglFN-afE [k
HBV# KXHCCK 4 % 7 W 1E & # — F /A
R

( =) PegIFN-od7i7% & /7 2k FM (B &

JRIT T TN E 2. HBV DNA< 2 x 10° IU/ml,
ALTEATF[ (2~10) x ULN] 4L 4 K JE 3 3t
G2 b, ASBEAHA, ZXLMHBsAgKT (<
25 000 IU/ITII ) [6, 112-113, 146, 154-155], %éifz‘it\ %E{Z'RE%
3l (qAnti-HBc) & & @ AT, 445 54
S KK HEE A4 (signal transducer and activator
of transcription, STAT4) #rs7574865"°, R4 &
T ENRBIFH FONEAR. PeglFN-0ig f7 12)8] Bf
tWHBV DNAKF. HBsAgE B K HE A%,
JF BT 4 %57 %,

( =) PegIFN-afy F & JJu K H 4 #2011

LGS K#. LH. MWREARZA
S, BE R AT 3 o R 24 EAROR 3 86 AR
R,

2. FREME PR AR << 0.75 x 10°/LAn
() f/MRIH# < 50 x 10°/L, Bk F3h & A
B 1~2AEAE, wWRENEmERE. T
AR T 0.5 x 10°/LAn () f/MRITE< 25 x
10°/L, WA T F. xR 4 i 3
B, A4 S R B A T (granulocyte
colony stimulating factor, G-CSF) =} %8 E "
2 i, & Y5 R % B ¥ ( granulocyte macrophage colony
stimulating factor, GM-CSF) 577 .

3. BmRE: A, XA, EEERE. N
Rt F T3R5, SC B mt & M 0 07 M £ A
Efd#t—F ik,

4. BEHREF: HoRETHIAE &K,
XD B IR R . A ROR .t/ AR
BOED. BB, B3R, EREXW KA G
AR IEE LA E, NEHAXREERSDER
ik, FEHNFY.

5. Hth D AR R : AR 6 R
MR ST T B RETH AR AT N K E
&, N THESRT.

(19 ) PegIFN-ai& J7 th £ B 1>

1. Y xt2E B ERBEH WA ERITR. B
o (R ARG BE R ™ EMAVE SR &) -

KREEEF BN . RREHFEN. REFNE H
o, ERYE. MMBERR. CHhERE. '
i PEL 28 M i <5 25 A RO

2. A x A RIE: FIRRKR, BRARIANE &,
KB AAEROR . SR, SRR

WEEN9: HBeAglu M2 M & L% X A
ETV. TDF&TAFETT. &7 144 HBV DNATK T
WM TR ALTZ % faHBeAglL G ¥ # ¥ J5,
NE BT EDIF (BR6NMALZELR) HHERFL
T, AEREY, BEKARTRD AL (A1) .

WEFEN10: HBeAglH M CHBE # X JA
PegIFN-adfi % & 677 . 16/724/H #f, EHBV DNA
T H< 2 1glU/ml A HBsAg < &> 2 x 10* [U/ml,
# YT I PeglFN-ai 77, W ANAsHEST (A1) .
PeglFN-af 2 # 167 7 2 h 48, 7 LIARYEH &
FEEKTR, BAEAT6HE (B1) .

HHFEN11: HBeAg[ 1% M & 34 X A
ETV. TDF=TAFi&7, #i{HBsAgH X HHBV
DNA# A 2| 5225 (A1) .

HHFEMN12: HBeAg[I HCHB & # X A
PeglFN-od//% 5 16 /7. 187128 Bf, #HBV DNAT
< 21glU/ml, :HBsAg® & F%< 1IglU/ml, 2
PAF F PeglFN-0i6 77, B ANAsHEST (Bl) . A
BABNIT RN, TUREREFELEKT
2, A HEAI6E (B1) .

WEE13: S TREH A RFFEMNE
#, #%FKXFETV. TDFs® TAF#AT K ¥ 105 & 6
37, BRFPeglFN-ai )7, (25 B4 WA <1 B
FRE (A1) .

WEEL14: STRAREHCAFRFENE
#, #HERXAETVRTDFK BT, £ THZE#®
7 (Al) , FSLEFUNATAFEIY (C1) .

T, HAiesY

FIHBVIG Y 7 FEKHBVAE X I K JE 0 & 4 %,
BHBVA KAHCCHH K A %, REBAHEHFF,
A B HHBVR L REEMN G . o, &
HyK. At RIF. MAEMURBET ZE%E
BT

(—) IX. WA RIFET

HBV R % J5 5 30 40 f 3K JE 3138 2 5 0 ot & 1Y
EEREAE A, HERF . ACE R,
ZAMAIN B RS R A R EE S A AR Ak
FR P AFAE SRR, A BRBEFERESE. &t
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FFA LK E I BBRALTAK TR A &I B2, Y
B, BFRHZMEE.

(=) ety

ENMA BTG T R B ET I BEHE
FRAR . REMRKE %, EaH Lk Rl KR
HI B R — R LA BRI, R A%
B AR AL B T LB R 2 . (B0 TR 2 ol FAL
B R — ST R KK R

TR (B PEHBVR G o 0 Fu i 7 g 3 T

(—) & MHBVE W Ik A FodE 76 20 M HBsA g
WRARE T HE

TW‘riHBVT%%JM‘EM\%% WX, BT
W RIE VG S A BMORIE, H UL R H ik &
BHNRRRE, FrUE WA REHTHRFIEN .
BEEEE, —HoramTHEZTRELSHANSL
T BRI O U R VE 2. A 7E 20 M HBsA g A
WAL T R sl i, B4 H K& KHBeAgH M
CHBH 7 &, HK#M V7 H K AHCCH A%,
Ft, 12HHBVIE AR A fode & 20 EHBsAg# i
%%&%%‘}%i}(%éﬂﬂ\ﬂﬁﬁﬁn%% & 4k

CREY. Tk, A E AT 44 TR

Hﬂ’r&ﬂif‘%%%‘ Sh BB AT E A S E, EH5
Aa‘mﬁﬁ/ﬁ‘f% fE, REREZHIENT .

(=) FumE a7 A2 i

ViR E BT R EENRE N T BN R
FIRWHT R RN, DR 2 E AL R’
K RL.

1. b fPeglFN-aty B : fL&MAE (BT
FINAEL~2E1R, REFEALR) , L
MiEmRE (ALK, FARRDY G fofo (A
M (HF31MH1K) , HBV DNA. HBsAg. HBeAg
fodi-HBe Z B0 M (3N F 1k ) , FFHE® (8
ME (FeMNALK) , EHBFEREMTF BES
wM%E (EFENEFONFALR, FENZEFIA

1R ), o6 B2 Bt i3 58 CT s 3 5 MRIDLF 3 & 3
HCC.
2. RFINAsK Gy B4 mE M. FFAEAED

v, %447, HBV DNAE & feHBV 1 7 F 47 & 47 -
JERERE FEAE I 2 55, B3 ~6MNAMMIRK; EEHA
FhEMFEESE (EHEAFFONALK,
R ZEGINF LR ) 5 BB HE RCTH I &
MRIVL & & JHCC., X ATDFZH, &6~ 1241 A
LRt s KT Eohak, A& N E N

&R,

(Z) yREFIETERE AT

BN ERE A EEHATE VIRVt E
i?féa%ﬁamféﬁ&ﬁﬂfxﬁ MR A PR VAR
HCCH & 4. FEh, FHEFEIREFHRT TR
R G IREN A, EAFHERB3ANA WS H A
LR B B A L 48 47 . HBV L 47 £ 4 feHBV
DNAZ &; ZEE3INMARMIK, 1FEHFNA
WK, TRFENEEEFFONATLREHA
FRERFREARNE, FECEEFEINA
MK, S6E w R TR CTE B 5 MRI DL E ] & 3
HCC.

TN BHRABIREETHEEEL

(—) RESEAEH

1. CHBE #: X ETV. TDF® TAFI&/748,
#ZHBV DNA> 2 x 10° IU/ml, HEBRAR AP FoAh 1%
ZJa, WFEENAsET 7% (XFAETVH 4% I TDF
HTAF!'>'S) % F TDF= TAF# #% F ETV, = #
HEREE R ) . ¥ DUEK & PeglFN-0iG 77 .

2. LA KL B#: RAETV. TDF
TAFi£7724%, #HBV DNA> 2 x 10’IU/ml, jzlw
WA N E £ 5, ZUVHENASHET 7 £ (%

FETV# ¥ % fl TDF#, TAF, % il TDF# TAF#
RHETV) , 2 HEE#F (ETVELF TDF

K TAF) .

(=) BRI Fo Gz 30 A 67 0 B

& M HBV R B 4 % B AL 5 167 B Ak
A BT AT FRABVERE, EH T S &AF
kB EFERT. 420% ~ 50%MHBsAgH P .
Hi-HBCFE 1 8 B4, 8% ~ 18% M HBsAg [ I .
Hi-HBclH M i i B %, EHUMIBIEST & K £#HBV
FRE" S, By R FE BT T U BRI
AR 3K P g vl & A S VO e RO T 2
#NETV. TDF® TAF&7!"*",

B A AL IR Y AR R BT
ALIE 16T HT AL # AL I £ HBsAgfndi-HBc.

HBsAg[H M # i RF 72 JF 46 4 i 5. 9% 30 %1 7] K

ey = wr (GEE N1E) SRR E 2 A
r}ﬂNAS%}L%%/Q [6, 171- 172]

HBsAg[H M. #i-HBcH % 2%, #HBV DNA
M, hFEHATTGERFSFET"; R
HBV DNATK TR MM TR, T4 ~3D A KN
ALT/K-F. HBV DNAf1HBsAg, —E HBV DNAH,
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HBsAg#% 4 [H M, R SC B & 2h i & 3671 7.

HBsAg[f . #i-HBclH M3, #{# F B4 j
By ERARHTEL TARBE, HBVE X
ERE U, W B R ER R E A
ﬁ[llz,l65,l68,176-l77]°

L A6 2 8 9T AR G 30 1 A B9 CHBER FIF 28 4, &
#, NAsTURHWHITAZ. M Wl faie 25 EN 5 &
WCHBS A B HAME. AT HREWZ k&
EHRASHNIEHEHBVR L4, B HBsAglH M. #
HBClH M. EERFANAsT G770 B, EF
BN AR EME A BT ERE, NHSZETV. TDF
B TAFIE T 6 ~ 124 F 118781 3¢ 57 I B 4n i 2 37,
B AT T AR, B RRirs
WERZEDVIBNA B F 7% Efe AINAS' ™. NAs
FRETHAHIAHBVE L, HERETL, N
B 124N A, HE 4 1~3/ F W HBV DNA.

(Z) EPRMEKFRAHE

B BOE A R 2ot 4 B HBsAg, Xt T
HBsAgH 14 # & Z 4 IHBV DNA™, 3t F 4 #1155
FIENENIEEAH, T IR A PeglFN-aif
3V, A IRAT6N A SR IEIT . FE 3697 H 1A L
KB R F R GG, & 3E 4 L PeglFN-a2 74
WKW, W RATDFfm&E BN . S FERME T
K BTCHBHY B %, HiGJ7 3 b iF [F ¥ 3% CHB &
#, #{£ A TDFHREH 6T, HEIR AT E IR 4 -
WA R S S M CHBZ 4, 7 )5 b 4 S 4
FIET, AREFEFFNERN, AEERERE
%, TR #HENAsH PeglFN-04k 413677 .

PUR F e T A BEAME Ry B, #F IEE A
TDF, W44k, HEERAETV, T4
Wik, HWEHANTDF#EET, FEAEZ TH#H
-0iBfy, BWEEERRER,ER NG, HH
R E BB R, kA S YRk U B 4% TDF
BT

1 7EHBV DNAB A T2 BB F N s A %,
4R # 5 #4n HBV DNAE 8> 2 x 10° IU/ml"™,
BVESRHE npHE, EfmERE SN L,
TSR F24~28F FF o6 = 7697, M TDF
LdT[183-184]° EZ}%TDFEH’, §Lp§%$%%lgiﬁ[185-18ﬂo

T S 0 RNAsH 243, 7 F 77 ) B 2l
AL ~3NAREES. 245 17.2% ~ 62%M B #
K ERRED, HE K AE24F R, R
HodlE s W, T R4 ~ 68 B A 2 AT A A

1847 X HBV DNA, it AL F4r s, M43
MNAEEIVRZFREONA, WRCARED, #
W EF BT -

BUHEHRERTERET A AT
F-obNNEMER, NEFHENAFTTERE
AFH; MANAsTURZEBRTNERAS, BN L
IEE R ANASIHTT AHE T A R B, T58F %
AHEHHETERESR.

(W) JLEEH

JLUEHBVR R H I RAF R < 1, HA£KE
Vi E BT . * FCHBB AT E L, MK ik
#6977 . JLECHBEH HiiF 5 1677 7 W B #/HBV
DNAZ |, 34 imALTE % % K HBeAg#k # %™, 2%

Fo JLEMAZYE (B KA MM &

251 R o
ETV
=24, HIRFE= 10kg; 10~11 0.15
P> 30 kg, AR > 11~14 0.20
> 14~17 0.25
> 17~20 0.30
> 20~23 0.35
> 23~26 0.40
> 26~30 0.45
> 30 0.50
TDF
“=2%, HiEFRE= 17kg, 17~<22 150
A IR 29 < 28 200
28~< 35 250
=35 300
=24, HIRE> 10kg,  10-<12 80 Q4D
%iﬁi%iﬂﬁngf%m 12~<14 100 (254))
14~< 17 120 (345))
17~<19 140 (3.5~))
19~< 22 160 (44])
22~< 24 180 (4.5%1)
24~< 27 200 (547)
27~< 29 220 (5.5%1)
29~< 32 240 (6.0~))
32~< 34 260 (6.5%])
34~< 35 280 (7.04)
=35 300 (7.557)
TAF (4= 12%) =35 25

: ETV: B#&F45; TDF: & SR iHm=Eh:; TAF: &9
P& i a S A
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K BT 0 2t R 2 ] AR P,

BmxEf Rz & EEE#ER (food and drug
administration, FDA) #EH T)LE R F BTN
YL@ THhEo (=1%5) . ETV (=2%) 0
TDF (=2%, HKFRE= 10kg) *"™, KRET 4
BTAFF FEV4E (=124, HAEFE=35kg) .
PeglFN-o-2a# i | = 5% CHB L&,

ALT# & #yHBeAg[H 1 CHB & # 7 #% Fl A [R
JY R T 4k & -asi PeglFN-a-2a36 /7 DL £ 3,
HBeAg#: 4! "1 4 ¥ % FIETV. TDF® TAFi&
. ETRTHEF-oA TILERHENEENE NG A
3K, K (300~600) 7 ¥fr/mkEAR, &A
FEA AT 0007 £/ m AL TR, HETEN
24 ~ 48)&; PeglFN-a-2a%F X 7| £180 pg/1.73 m* &
X HEM y"ﬁ){ms)ﬂ“”h ETV TDF= TAF7| &
%%%IHM WHOH & & W fa e X 25 41 3t 01 6
(%6) [8, 190, 193]o

Xt F 3@ T 4k & -a3 PeglFN-0-2a 34 57 & 52 31,
HBeAg#% 4% 3 HBeAg[fl 1 # CHB & )L X Fif # b, &
L, TR FINAsiEIT!™,

(7)) Gl B

ERESRGEmANREE L TINR S ANEE:
R ARAL W FFAE AL, eGFR<< 60 ml/min. #=%| 7 B
BALE . AR REROERR. B RYE
K. PEEEGE R B E MR T TRRE S,
LA B e B, R R TN AsH R 5 L
Ry E W R . EFJ%ADV‘}ZTDF/U
¥, TwRHEREFET R GEENR, HFE
B 05 0 oo o LB g AR R,

e R . BT e ET AN
BITHEH, #EETVETAFE h — & HHBV A
WY, BOTARYE B 15 I8 A LATHAT 9K & 6
3, AEVRAADVETDF 7, E 37 b ¥ #NAs
d, TAFEAAHHIVE 2 #eGFR=> 15 ml/minkf £
EiEERE, HMNAsEeGFR<< 50 ml/minkf | &
FERAHAFNE, RARNEREN ZASHFMHAH &
WA H.

Xt THBsAgH M6 BB 8%, FH#AETVE
TAF{E A B 30697 254 . o145 238 An e 7 RRL
By RUFS, B RS AE E  LE E F EAE T 3E R -ask
PegIFN-ai5 77 .

HBVAE X B /N ek B K 7T W B NAsHL & 76 77
i FF A ETVR TAF™,

B R FIADVE TDF i & 16T B %, YK 4
B B B B P B LA A R B, LR
ETV TAF"7,

WFEE15: CHBE # 5 FETV. TDF® TAF
JGI748)E, EHBV DNA> 2 x 10°TU/ml, HFRAK A
MR £ 5, EENAsET (RFAETVH ik

JFI TDF= TAF, jJfl TDF3TAF# # F ETV = % f&
HBEAER ) (C2) . 47 LLEE & PeglFN-aig
¥ (B1) .

AR R IF# 4k B 2 R FIETV. TDF2. TAF i
J724E, ZHBV DNA> 2 x 10° IU/ml, HRK A
MR £ E, ZUHENAsIET (N FAETVEH
¥ I TDF % TAF, ji i TDF®% TAF# # FETV, =
ARG MEREER ) (C2)

WEER16: FIAEZNFIRT . 2B E A

BT M B, ALAEIEIT A R ML IR T HBsAg.
@L-HBC(Al) *t FHBsAglH M %, 74 %%
360 ) B A 69T 25 e LA Bk B B HEAT 0 & A
7 (A1), MAETV. TDF#TAF (B1) . xF
HBsAg[A . 4i-HBcFH M=, 21 FIB4H 3% 7 1%
PR # AT I T @A 4E, HEWAFETV. TDF
HTAFHH&H 6T (B1) .

WEZN7: BRHBVE L3 5 47 IR,
B I A 1 U = A A B, FE T i A 1 R
EJ5, WLLEEATDFEY (B1) .

WEZD18: Hum & 677 E B INE Ry &
#, HHEFTDFIRY, BWALEHEIK, &#HA
ETV, ¥ A%k, #PWATDFEY (B1) .
FRRTHREFRN, B EEAEE T E R
K, Ak EREEREMYR, %SRS
TDFi&47 (C2) .

WHEER19: dIk+ /5 HHBV DNAZ &> 2
x 10" 1U/ml, #EmpH @t migE Ew ke b,
T4 YR %24 ~ 28 Fr 4 b I TDF & LdT 4% &
BT (AL) . REWMZHEATFEHZE1~3
MNAE%, MFATDFEY, HAERFEERIEL
(C2) . 725 N & D834 F AN AT IE & 41
FHBV DNA%384F, BEE& GO, KA RTE
i ML R S E IR (A2) .

HWHFEEM20: *t 9t & M AT 2 PR AL 2L,
N R B HATIOR B IRTY . (EFHEKHE ﬂﬁ%?/\
MRS R AL, 15 KU E)LE T EE LR T
-0y, 2% KU L #AETVERTDFIGESY, 5%
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B VA b )L E ¥ % I PeglFN-0-2a, 122 KDL E¥ 3%
FITAFiETT (A1) .

HWEEN21: BEHEEEREE. BYHET 2
BXEREERIENHNES, BEETVRTAFE A —
LAHBVIAT 254, 2 ARG B 3 15 WLk A LdT#
T F IR, FHEWMFAADVETIDF (B1) .
T HEERRE ARG S AN CHBE &, N
FAEANAsTRE AR T HFRNE LM, ©
NI ADVE TDF ) B & & & B JE 5 5 8 7 7 3
e A E, #W K AETVERTAF (B1) .

(75) HBVAHCV & I B e

Pt AT HBsAgIH P # i 0 2 475-HCV,  4m 4 [H
M| # — A MHCV RNAE 8. HCV RNAE EH
M T R B & 254 (direct acting agents,
DAA) 847, WK B2 A K AHBVERE W,
W Wb e B A ATHC VG IT 8 18 Anf5 25 e 3N A A,
BX&ETV. TDFZTAFHUR & 3677 7 %91 ",

HBsAg[H . Fi-HBcH M # i FIDAAAIT A
AT 3% 142 B b A HBVE B0E th A%, ZiE A
W M1 HBV DNA X 8 fuHBsAg, # 1 LI 4,
AP iR & iR T

WEEN22: HCVAHBV A & #3 u A
DAAJEITHCVE:, ZHBsAglH %, F %4 FNAsik
Y LT HBVE 7%, DAABTY &R12E )5, ¥
# 4% ENAsiEJY (B2) ; HBsAg[AM. #i-HBc
FE M2 B I DAARE], % %9 N HBV DNAfn
HBsAg® &, tnfH4%s, HPMNFNAsiETY (B2)

() HBVAIHIVA 3 R e #

T CD4" Titk B, 48 fl K -T2, A B L HHIV
BT WAL, HEVREREIMAETRE
777 (anti retroviral therapy, ART) . HIVFHBV
EHREHENFERIEGETEMRERLE, BERMN
HUHBVIE M8 2541, ARTH % NAsik 24 #% TDF
TAF + LAMB K H 79t 3% ( emtricitabine, FTC)
(H£+TDF + FTCKXTAF + FTCH A A F A ) . %
Y A2 H F A HBVAE X 4847, 4HBV DNA. Jf i
Ay FERRIE. RS RFRTEHTREN. X
THIVRHBV &R S, T 2P A L
*HBV A & 4 #)NAs (TDF. LAM. ETV. LdT.
ADV) W77 Zi697 LR XK, VLE % FHIV
NAsiiit 2 P4 g 7= A 120,

TEEE, B ThRE: OWAEIEhRE<
60 ml/min, 7 & %X TDF= & TDFA| 8. @ LB

BB R < 50 ml/min, T > 30 ml/min, ¥ E %
#4,4TAF + (FTCHLAM) 5 %, TAFW k4
o 5 Bl FeGFR<< 30 ml/min& % . O F g A
TDF/TAFEf, 7EARTH £Hy3tal E R AmFHETV.
MR M AL WwHIVATHBY & JF B 3L 4 48 4k
H4, ZYFEAEELAM (HFTC) + TDFE R B
EEDE S

WHE=N23: HBVAHHIVA R, #
Wk FNHIVEHBVA AR K E L WA E
(A1),

(/\) HBV#d X I o ik 32 v B
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