—t

RS 2017,35(4)

www.kjdb.org

SCIENCE & TECHNOLOGY REVIEW

JH - B FXR A 20 i3 2 gy AL vb /9

Yie F WF 5330k e

g, KEE KLE’

1. B RFAGHFEERFR; B ADTRARILEELRET, 54 K 830046

2. B EAKRFEAME SR, 5L KF 830011

3HBEMKFE —MBER; HTREXRAREFTELLRE-AILEEARTTLLRTIRF AN,

58 K5 830011

WE BEATREGSMEZMNERINE, MUSEXRYFRRHELREETRX, EAMEAMZHES S FHEBHR. 5L 51X
MEREREERFEFHLIEERER, EFRREN, BHRREZZMAERE X ZM4 (FXR) MG E 24 OB TR
BAEMNAERURIEEEER, AXEARTETBEEZZEFXREAMEE SMUBATHHBERNERRNE, MREST

& R-AARKG R AR E S U P ERNFARER,
KW FETER; AR X 20 G & T B A Bl s i

W2 AR 2 AFAE TR AN DY | S — RS S L A
PTG A SR I A AR B o R A% 2 AR o
M) — R, Y H SN O LS & 5, 28 2R R DGR 7 1)
PIMEVERTR , AT e ek , B E Y B Gl 40 i 3
A AT ERE T ERZ AR R R R
fEF o 1999 4F, BHTFR (BA) 453k A — > 8 22 & Bl —— R T
TR, RIEE JE IR X 32 4R (FXR)"2, ZANIF5E F A 43 54
T T A PR R A IH TR FXR—o A SR PR B , 09734 & PR
BB AL S FXR—o AT LA ELA%SE A, 0 HLE 945 &l LS|
LT B R TE T PR 7 Bh A i P (0 SRR S ESE T R
Fi% J2: FXR A9 PR PE C A, PRI FXR S Bk 4 IH I 1R 27 14
(bile acid receptor,BAR)o Horpdg) 99 I - 8 i A2 IHER (CD-
CA) K HATEY S Z 26 1 B, & FXR 55 14 P R P i
s R YRR it S R (DCA) LA R (LCA) . rT LA
S FXRY, FXR AT RLA$E — RO R N B 58, JUHAE
REHBR B A, e is AR b & AR Y. AR T 45
KB, AR BR AN AE NG 29 5 1 T AL Il b 2 5 AR
AR — RS BT, VR R A AZ IR FXR T
FERR TR G SRR S AR v & 7 T B4R 05 BT R B

FXR 75 20 i 1 A L oA ST P A B0 9 59 v s e 4 T A
FATS FXR A BEAR AE 03 = A9 52, LR IKKF T s al
51 W 1 B W B I P A BB o AR SCERIR TR IR K
FXR7EAN IS 2E oAl A T AR 2R P 894 T K o3 BIL
BT FEIERE o

1 FXREMMIEEPHIER

FXR B T 7R 7 d S i 1B F L B9 38 K 30 Foor 1B
Y (Foor BEPR RS < Faor™™) A3 2 /INBRL A 8 T 0T 400
(HCC) , 1 %6 /]N B4 il 46 i R 200 A J] 0 10 35 PR 7= o,
AR AT, FXR 26 S 3 il e & A= AL AS v
AT RE R E /N T R R B AR LEE (small heterodimer
partner, SHP)Z 518 hn4n i & 1=, [R] ik 18 o B 4 j 3% =145
5 33 (SOCS3) iy Rk P IRFR & 1k, (45 5 7% =+
I SR 7 3(STAT3) S TG Al AE" ", LAk, Deuschle
AR S T AMIREE R N-mye T UFIE 55 2K 2 (NDRG2) il Hy
—FET IR FXR FEEE R, & 5 i it R 3 4 ol 5 D) e iE (1) .
FESFIE R, Foor SR 5 | A4 S5O IR8 55007 B0 F- 5 4 i 14T 4
FRfBE N, I B For (1 R BRI T ST A0 i 108 i

A B H1:2016-08-15; 15 =1 B #1:2016-12-06

AR A B R AARMAFELT B (31260272) ;2014 #7158 EA K 3 AA76) 3 £ 50 B (XYDCX201423)

YH T M LB A, FR T S A #5E KRR EDITES 5T AMTF, B-T154:768144163@qq.com; 5Kk L E GAASVEH ), FF R R, FFR 7
) % 6, KRB 42, B F 15 4 s wenbaozhang2013@163.com; 5K & A (RIS 1EH ), IR, FF R 7 @ A €L RymFr 45, & -F 13 4 : zfexju@xju.edu.cn

UK, RS A, RXE. N2 B8R & FXR A& 9§03 & Fo 540 P 69 48 A A 52 3 ()] AH3F4R, 2017, 35(4): 79-83; doi: 10.3981/j.issn.1000—

7857.2017.04.014

79 N



—t

www.kjdb.org

RS 2017,35(4)

SCIENCE & TECHNOLOGY REVIEW

TR, S8, R R R I it 4 e CHEE ) 24 Y PR X A2 44K, RXR)
F1GW4064 (FXR )N LA BN A4S & 6 AT
AR RR ATE T & B, AT LA o) R 20 M A K O 5 | A 4 e
T, A R S B ARG 55 1 Foor 33 2550 0] LU )
JH 955 24 38 B A 98 A B AR K, IR N 25—
B, A Far 2638080 W 5 N 28 JH- 200 e g 13 R il 1 AH 6™, LA
XSGR Far FRIAYE NS FXR B B A REE 7T LA
Jeb A A K B A, AR Fxer S5 B8R 25 9k 20 ) 5 7= A B 4m
ot

Vaquero S 5T & B, FXR 006 1384 T 40 i X b
K PEA S WA A O DI RE , ITTZEAR S ML T Jies 240 e
FH 24400375 1A X JHE A L 8 5 1 s 1 5 3 e T AL T i 5 4
T A5 ANE BT DNA (B R K ZRIK T S 4if7
TG SEE A C Bl , Degirolamo S5 "HF 5T R W, 18 Far 3

1) BF FXR —»SHP—» E S 4 FE T
MFIEER & Ak

l 1 SOCS3 Rk —» {

NDRG2 — 15 |48 i J& £

1§ STAT3 2RiE

KRR Far /NS 2 TR S8 A R HCC, I3 Far 23K
AT LAY/ AR )8 2 DA T 98 220 I %) 2 S 477 , Atk 5 3]
T A 4E 4 B A K I 15 (fibroblast growth factors15,
FGF15) 15 538 & 76 HCC #E /% rp i 8 220 | IRy PR 300 W
ALV FXRGFXR) , i iFXR 75 5 10 FGF15 2 0 {1 R &
SRR N T, FGF 1S A3 5o I8 48 B T R 7K P i A1 s 4
(1) o 2k Z2 i BT R AR B AT 5 350 52 Jo 40 sz 45, 90 il i
EHEA . NIER FGF15 FGF19 H [R1J5 3L i , 7355
FE RIS AR RIL . AWFF0IAN it FGF19 iR /e RA
W HIRYT HCC M7 58 o (HJ2 FGF19 {2 i JH-44H M 14 5 3x
Sn] SRR R R A AR X N T E AR
VT, FGF19 it — R4 i A8 SO IE 3T B A il 0 5 s i —
TR ) BE PR35 8, A WA ) - 3R A2 i % A= AE L i 2 BH
FGF19 A A 4 I i —A~ 498 R 1A TR 7 HCC v

} —» MR REATEE

2) AH{TER —» iIFXR—» FoxM1b —» &1k FGF15 i@ —» 1A AR T ER/KF

El1 FXREZMEE R EYEEERILE
Fig. 1 Regulation mechanism of FXR in cell proliferation
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Fig. 2 The pathway of hepatic FXR in the regulation of hepatocyte regeneration
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Abstract The bile acids have many important physiological functions and are shown to play key roles in the digestion and absorption of

dietary lipids and fat soluble vitamins as well as in regulating the bile acid homeostasis, the lipids, the glucose and the energy metabolism.

Recent evidences suggest that the bile acids and their nuclear receptor FXR play an important role in the cell proliferation, the

differentiation, the apoptosis and the normal liver regeneration. This review elucidates the potential role of the bile acid—FXR signaling

pathway in the cell proliferation, the differentiation and the liver regeneration, as well as highlights possible mechanisms involved. With the

development of the bile acid—FXR signaling pathway in the cell proliferation, the differentiation and the liver regeneration, the related

fundamental scientific research will be turned into practical applications in the clinical and preventive medicine.
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