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Abstract

on the regulating bile acid, lipid and glucose homeostasis. FXR antagonist can stimulate the conversion of total

Farnesoid X receptor (FXR), a member of the nuclear receptor superfamily, plays an important role

cholesterol into bile acid by improving the activity of CYP7AL1. It can also reduce the content of triglyceride, low-
density lipoprotein and increase that of high-density lipoprotein by regulating the relevant target
genes. Considering the above facts, FXR antagonist is expected to become a potential drug to treat hyperlipi-
demia. In recent years, great progress has been made in the research on FXR antagonists with their various struc-
tural types having been obtained. This article introduces natural and synthetic FXR antagonists reported in recent

years.
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i[RI, B FXR BRGS0 il 25 i R Py [R) 5 32
I (NTCP) [ 53, DT 400 o] AT 12 o R A [l JHF
E . Bz FXR A8 55 H T R 19 A B L 4300 LA S
FISOR TR ER A, BEAh, FXR 38X =
I R R AR PR ER

Hy AR AR 2 N 0 o 4 A A
YERT, FXR OB TR IT A0 L R 5055 14 08 7E
2R . 124 1k, FXR s R i B S 8 R
W, B 2 MMe A AR IRBEST , 7 FXR 541
R B 7% A X 5. FXR 4 Bt ) BE 98 92
CYP7 AL 355 1 T ARG ook JIEL o] it 2 4, 7 BRI =
Pk 7 AR %% B2 BE & 1 (LDL) /K%, FXR {8l 71
ELA WA i % B s 25 1 (HDL) B AR RN, i
FXR #5507 M e g 42 25 HDL AP B, FXR
PR RO IR YT = IR MUAE I 259 . FXR 4541
FHZ LR AT KR53 Ry 85 RSN S 1425
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1.1 Gugggulsterone

MENJEE Commiphora mukul 1 i w42 B 3] 1)
Gugulipid A T34 97 645 55 B5 ILAE A ¥ 1 2 AE
SR Z R, H R BG4S A Gugguls-
terone(GS,1, & 1), W58 & B, GS X FXR HA 4
P BEfgm | FXR #1304 SHP F IBABP i
3B, X BSEP By Rk HA R #EEH , iX B GS
JE— Ak FXR R BAh, GS XM R
ZARCAR) (HEFEZE Z AR (GR) 3k % I & &2 1k
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4
0
0

GS (1)
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15 SR R TSR 8RB 1Y .
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CDCA Ffb &9 S if, fb 59 5 e i 4% CDCA 1Y
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) FXR S5 50, HZh 185 GS AR, [R] & T 220 2&
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SURTTE 3 LRI 6 Rig A BEh R PN 25 s 7E 4 i
FIA BB E PR B TAE 5 BL5 1A 11 3 sh 5%
BT, AL 37 X FXR 9 1C5, 24 12.3 wmol/L,,
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8,23 wmol/L, fL454 40 1) 1C5, K 3. 77 pmol/L,
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N\ : :
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IC5= 0.7 umol/L

Flurbiprofen
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