S HIBE Bl R 4k 2026 4F 9 H 55 23 B4 5 1)

ZEIARI B TR M E = 100 wmol/L B, JIG JLAE T 3 Al
= 1B LAET R4 3K 5. 9% il 6. 8% ICP
TG KA A LR B SR ZR B AR SRR R 4T
BRI IR 9% (OR = 1. 406) | J&JE ik (OR = 2. 241)
F L (OR =2.449) |, H & A HUR IR B R 8GR 19 X
B 23 n' | WEIRA IF HBV JBRYL S 3 IR B4
R4 JRy RS , A 456 4 Ui A B PR L ICP 7= Fg A
JLE B LR A B A R I AU R 16% , 1 fgE R 42
R 1.5%7

ICP &1 HBV JEUL4s gl ICP 14l HBV &k
YefeE WK, &AL BT IR IF & AE, 7= )5
HRV L B SR DR S | A B 19 v M 0 | i
Sy SR ) | N o A (1= s Yl 1
ILAEKZIR BILENEIR (48%) HAEILE R
(16%) 5 )UK 5 5, ICP & Jf HBV &Y 452 Hali
ICP MLl HBV JEG A IR & 0 ™ i, o] S 3K
JR IR , DT ek 20 4 A= 26 KR W, I ELAS 1 T 4%
S PEURFB 7, AT 52 e 1l X 1 & B, B 451
A ICP &7 HBV B f 35 A 7 It i iy XU A
rgli ICP Mgl HBV JEY A b o, LR T
e AT NG B 9806 P Dk ol A i, B I N
WLIZ rf i = 2 32 AR 0 S5 M L3R 3k | 3T B J2 1CP
A1 HBV B2 10 & A 7 XU B g ML ™
2 ICP &3 HBV BULHIETT

ICP A1 HBV JE e B 30 TR UK R85 R
YRS , 75 BT ICP & 0T HBV B -3 1 7iR
J7, B S I IR 25 R, DL R 45 & 45 w5 o it
8, BTG RIG T e, ICP B3R YT B i+ B 4
TERE LSRR R R B 1 259, S- I 1 W Az e Ak
BITI 2580 G 245, JF 4Rk A i o
/N S 2 K AN BIG T ICP, BB A5G 5008 2
TR R A A B P2 LA R 45 R e & A iR
A9 HBV BRYL IR YT, FE R 48 1 4 HBV-DNA >20
T3 1U/ml B, HEFETE HEFEAE 4T Uk W 30 ( 4F Uk 28 ~ 32
JETF e ) At R V5 AR 5 B3 e SR BEIR YT S
T Fs o Bh S s, LAy D L= A 4% L 56T ICP
5 IF HBV IRy WFoE R WIAE - AR ER & S-R 11 H
Tt 20 EL S RE 2 AU IR IR YT RO BB A, BB AS B
UCGE T DI RE SR b, FEARAS R AT IR 25 )5 19 & A2 % | ]
BHA RS ZFIMYAR R,

[E£TE ] )IA BB E (455 :S23095) ; liE TR
BRI H (45 : 2024-YF09-00020-SN ) ; T PR BE Bl Kk 2% Bt s
JLEE BE R (45 : KJ-20210624-0174) ; PUJ1 |45 {40 A% 4 b 2 B4 81
B (45 FXYBO6); AR B R % B I A (% 5.
CSTB2022TIAD-CUX0002)
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3 ICP &3 HBV BRI & mHLEI KB

HHETCT ICP A Jf HBV 8k it B & s AL I
WASE AW, ICP Al REM Mot fe o ME R |
PABIAEE 2R R R HBV IR YL & B £
BLALFERR EE I AMR 5 2 B K i a8 O [
HBV JE%Ye iF R I & i 27 a8t A SE R M ) — 2
A FRIRER R P L
SR HgE N R R =N T OREK
3.1 BESBRYE ATP 55 &% B A 4
( ATP Binding Cassette Subfamily B Member 4,
ABCB4 ) B[R G i 114 B 2 11 95 Sl fig A JH 240 5 iz
I, ABCB4 3 [H Bl g m] 52 3 54 1cp XU
A9 HBV JEYL 1] fE 23 il e £F 4E e it e . If B
TE— DB S5 ik K e ABCB4 [ 5 | /b
H Az 8 A Tl ik /5 AMPK-CREB 553 %
SR AR R AR iR A

ABCB11 gt i & 1 JJH £8 % 5 28 ( Bile Salt Ex-
port Pump, BSEP) LI ATP ##t i 77 355 12 2F i iR
FHZ MRS A IR, Wi 2 5 IR iR fa s, iF
MR HFRE FFa S, ABCBI11 3 [H 28745 25 5: 3% i il
() BSEP £ F AR S M S8 1cp iy & A" 1
HME HBV J& e % rh BSEP 2 TR &S R
AT S BRI i St — 252 HBV B 5 T
AHMFAPA R . 3 A P B Ao 238 1L < BSEP T g
W7 X — LA Y ST 2R T O 40 A P IR R HE
Bl , 5 A MRV IRRL, X HBV R 22 1T 5,
DFCIR I 2 BN R 2, 4 R0 A 2k TR R R AR b
5 HBV B B AR AT BEHRIVEHI T BSEP, if 3L [H]
SPECE B E IR A S AL R, B, X fE
HBV &Y 210 % 1CP XU 25 hn | HLH T Zh g i
Pin] BB N,

NR1H4 FE K 4wt 7% JE BE X 32 44 ( Farnesoid X
Receptor, FXR) J& T 1% 52 (4 88 Z 16 W Ot , WA PR
RT3z AR ml 3 o b R /NS 8 R AR AR AR
BR800 FXRY, FXR 436 0T 38 ok 3% in
BSEP Fc A AL g 1) 22 31k, 7T -5 SO 3 12 HE ik 34 fin
TS D | 8 10T R AR AR K 4, B
FR AT T FXR YA 2% 35 R 76 5% s K 13 5%
HBV (5 il MRk 05k SC k1) J2&, FXR 05
AT LA 4 A ik R AR 3 55 32 22 K ((Na”™-Tauro-
cholate Cotransporting Polypeptide, NTCP ) ZJHE, NT-
CP AR LIRS BT R e iz 1) SC B A 11 52 il ICP
(% 9, Ho B HBV 2% Y 1T 40 i i oh BE o 52
P20 A FXR Al i PERK-CHOP {5 53 %%
T PRI P 5 O 17 3R PYD S5 KB AE 1 3 Rk
W, DT AT 0 B 4552 FXR 2442 1CP (iR
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TR AL HBV (9575 & i (10 SR 22 X T
ICP 3% FXR WIS 221 1F ICP AE AR i ==l
Y ERARUHE 5, (B F HBV B B 5, H FXR 3%
TG REE LA 6] NTCP, & BHWr HBV A%, i 7T LA
T A P I O 7 35 A % i R DR A A L, 4R T FXR
PG AAT AR HE HBV &4

NTCP J& P4l 3L S A6 0 SR IR R s 1 2
1, 5 5% A AR IRy R A R B, 7 b I Y — TR
Bl 8 s T B EAA K E 10 M5 1 (Solute
Carrier Family 10 Member 1, SLC10A1) 3 [K 28 5 75
ICP e, AlidE B 3 NTCP Hifig2 5 1CP
(% 5 ok #2122 JF B SLC10AT1 28 748 Af ™ & 410 41
HBV &Y Al NTCP 754!, NTCP j& HBV &Y fiF
A ThAEMEZ 1A HBV AR 15 NTCP 145+
PESE G AT 52 4 PRI 1 FLRR T IR 5 42 T R, 3 B4
JLXF AR R B AN A2, 523K FXRa 2R 76 , M 76 5%
S B3GR HBV AYREME I FLIf A A B B CE B A
RO bR, v S 20 R KT X AL T
ICP &3 HBV JEYL & AE 1 — Rl e G HK, — T4t
X E A Y A S IRt — 5 R BT —
ANTRME NFEAREAT 114 56 DR s« FG g A DU 48 437 5 [ ]
fifizs 18 SR K i 6. 12 wmol/L, JF4% 1CP
BT 16. 56 5, 2L A RBLE T 831 £ Al
JFRACHTTT, 5 HBV IERYLH8 b HA S AH DG, 14
7 ICP 5 HBV JBL 2 [A A7 AE TR )2 1 2 7] 353 44 2400
HUH, X —HLHIAR AT fEVR T NTCP A~ S 59 HH R AT
T3 B 5 B 5 5 B A I 2% 114 AF B I 5 R A
X}F HBV Byt &4, HBV 5 NTCP 4551254, nl
SEA TR % 32 T BE A5, 1 g ot H B T R A AR
NI & TCP e XU 25 2 1y, iX i ok ICP & 9F:
HBV JERGZEIE B3R T LA I R4S B4R AIE T 2= 56
BN oy TFLE 2R R,

ABCB4 ,ABCBI11 NR1H4 &% SLC10A1 7E ICP &
Jf HBV J& YL & % %5 # 2 /FE ], ABCB4 | ABCB11 5
ICP EAT ARG, T 25 5 HBV IR YL i 9 1% iF
Ji& , Hirf ABCB11 4ifi% %) BSEP 7£ ICP } HBV J8Jt
BE R R IR A, SLC10AT 4ih% NTCP 2 JH
TRHEE I SR 1, M2 HBV SR 41 i (4 T g 1
SR, NR1H4 Zifith FXR AE A RH 3T AR 3005 A0 4% 52 1
WRTJEST HBV E i, sAh, B — A>3 R AT 38
ICP 114 % 95 WU ] s 348 W1 HRHT HBV, £ L rids,
ICP 5 HBV e (1) 2 9 AL 7 18t 1% Jy J8 Pk Ty 1 2L
A RIRAE
3.2 REREL TR Lot AR A Al 2 P B S g
ARG FMAE N 1CP R iR TRy =, FEf
FEAIML T ICP H3 1 NK 42D, w4 i | h

S EBEf AR ZRE5 2026 45 9 A58 23 45 5

PRI AT T 43 fin, 9 HAE 1CP B hid g2
3G 5 20 R A% 37 40 B =2 1) A9 AR AR P B 5 o 1)
JEAPESLIR I R B Y g A i EE TR K
ST AT LIRS S 8 S N DA TE B Bh M T kL 4
HfL (helper T lymphocytes 2, Th2) 415 B9 )z N #5748 Ky
Th1 A0 S, 3 b6 A8 vl 3 m H G L 8 1 &
A XU, e Th1 7/ 75 P T 9k U 240 Mo 2K i 78 1CP
(5 2 1 2 v e B S EEAE Y A s R,
ICP SB35 1 G I8 45 R A 2 30 Ny o DG 8 A I %
FE ICP 22 M35 h S SRR A M T e ) Wl 3 v T e
UL YRZEAE X B PR 1 AT B IR BF 55 AR L =22 (8] 9 S 58
S, A ST A A T A R -6 (in-
terleukin-6, IL-6) IL-17 LA Thl F1 Th17 AH3EH)
AN T (AR RSN T a DL-177) , Herp i 3R
PR T a(tumor necrosis factor-a, TNF-a) Bk E 5
1L-4 1L-6 K2 [AIFF7E 3 2Tk, 5 Th2 A2
AR T 10 TL-43 1 TL-10 7K SF 0 26 35 F 27280
ML-6 WS =5.3 pg/ml B, FTAE RG] 1CP XU
AR A 550l A, o B 8 S T RIE AR B W T ik
Y AT 3 o B A PR O L 3 32 B P Rk, AT 3K
AR BRI 28 > BEAh, TNF-a to /e B fe A
R PR S T, KRB AR SE 5 1L-4 F
1L-8 kK L5440 AT, RE OB AR A% i 4 7 JE X
ICP FYIRSIGE S8 . HBV $:5: 4 CD4™ T 40 i 7 7%
S HBV #5:524% B 4000 F0 CDS'T 40 g, Hirh HBV 4
SPE B 4 AE BRI HBV JE& L 1) HBV ¢
Stk CD8™T 2 A T Al 0 i B % g S 4, HB Y J e
(R 2 — AN BE A AT e 4k e e, 3 BOW EE Ay
SV G AN A T e SR ok JHL ol BE B R AT 0 46 G %
LT RE, i TR 200 HBV 4551
PO AT YRSl CDATT 40l m) Th2 FRUR A |, 8 18 73 W
1L-6 11L-8 S5 40 i A T I Al 9 i 3R B8, HL 11-6 T+
K5 HBV Rk 2 B F AL X2
JF4 e BUIEBAE B 42 PE TORE R HBV #5473 i 22 10
M7, H Th22 43 245 Bh 16 3% 40 M A3
UEIRAERE . HBV JRYL R Toll BEZ 15 518
A TE AL AT 8 1 11-6 2540 N7 F 8 NTCP, A
ik HBV FEALY 3 1CP B i M BT RR T 4
W g2 KOS N Th2 3467488 Thl 5, MifE HBV
S IR ) Th RS , 16 & s 7 1) B,
SRR TR AR 2 R E 3 1) S 2 RS, AN 1 1L-
6 #BEEBUARIR A TR S

£ 1ICP & JF HBV B 5 N, i 25 M
HHRRAC AR B AR T 4, e A 5 A I
TE B FH W 45 2 10— 25 R 61495 . — D5 T, HBV
A B F IR R BIBOK 5 5 — D7 T, ICP i3 23 A



S HIBE Bl R 44k 2026 4F 9 H 55 23 B4 5 1)

JIR R 5 LS SR N PR 5 N EE I AE HBV g
BT, 1CP % ik 8 1k 2 v S8 A N7 3803 45 o A
O RERG TS, RSB REdE— 0%
b, 3 L A PR AR, Ar e i R 4R Y L R,
AL T RE SR E B HBV SR 5 ICP &G A% 0
AT, LR SE A 35 G2 S g i R SR R
YRR, 24 IR IR AR ZE AL s e, 4 K
TR HBV BY 5 ICP B shBH R, &b, R
ICP 5 HBV JBYL B35 1Y &I B 7E e W Th
FARVRS T 10 A0 B, (H P 5t JR B T O, n
P IL-6 ¥4 T s W 0 S8 A0 N oK - 3
AR,

3.3 MEEE ICP MR HLE] SR A AR R
VI 5%, 40 IR i 300 0 35 32 RN 2 3 3 A T K
S AT aE A 22 AL P AR T R AR, 0
ECIRTE NS S S e N U E SV Dk i
JRERH 5 BSEP F1Z 24t 25 M0 B 1 2 IER 1K
S A E IR A AR TE HEEAE ST 170
[ (17b-estradiol, E2) 45 i BSEP ik #ijl il J& &
FICP W — R R A — 500 3l 4 52 56 2% Bk 9
EZAK a(estrogen receptor a, ERa) H %5 FXR 1E
FHL U85 T FXR AR5, 70 T BSEP 31k, A
P - 17 B-D - 2 W I TR Y 34 mT 3 2t e XA
HlVEF B3 T4 BSEP s, B AU E AT ALH], A
M5 AR AR AR S kM4 A T S R AT Tk
N ERACIHE , IS & 1CP 1 &9 .

16 HBV J&erf  HBV X & [ nl ] ERa % i
LD 9% 3% 1 1 ERa T8 3 5 T 40 A% T 4a
FE A ST BBV & 6157 A5 B8 ERa
A AT R Benl B 2 HBV B g U, B
ERa 137 5 1Y 388 1% A8 S5 0T 52 mi o [N 3F ) 35 22 P
HBV B Zp e ) JF H7e HBV B =T,
HBV X 15 ERa TEE &Y, %5 AW AT 3L
S AR 58 A T TR G R A R R (AR R
JEMER Z A T PI3K/ Akt {5 5 2B TN CD4”
CD25" Foxp3* #7714 T bk B4 4 e iy 38 5 R , =
5 G gg

M2, ICP Fl HBV R YL 1 5 M = BB A G,
1 ICP B P  ERa Rl BSEP f3R3k M5 i
JHER AR X F HBV SE M &, ERa A =L
J Benl @ R HBV B 1 KUK, 17 ERa 5 140
M%7 4o MEAERH AT HBY &, —F 0]
R 1 TR AU R s R 28 7 A R R B s AR
HAR SRR AR ARTRAIRSE .

4 NEERE
ZE LR, HBV YL 5 ICP Z M A7 7E 1t 3 ¢
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Ik, B ICP & Jf HBV BYe SR R AT IRES J7 ity K
W, DRl AE 2 1 S 2 s B OC T2, H ATER XS
ICP 57 HBV JBUL TRYT B = A 38T B, AR e 22
2GR R AL IR YT 7 58, LAt RS 25 )
TE AL IR J5 T, 352 4% By J% Pk 32 2R I AE AB-
CB11 gufib AR R % 12 25 1 BSEP 7E HBV JE L iR
U, I SLC10AT A% i 0T BR #5328 25 NT-
CP 12 HBV BT REMESZ A B AR 3Z 4K FXR Wi
T HBV £l FEETT i, ICP A I HBV B YL n]
S B RE I A 5 A OE BB AR 45 i —
MR, A MR TR P B R R AL
P 5 BRI, (0 EL R 0 SC B i RR 9T . R R 1Y
A5 o7 2R A e AT 22 10 A9 R B FE R G ) ) g
Ge By i
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