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Abstract
Nonalcoholic fatty liver disease (NAFLD) is the main cause
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of chronic liver disease, with liver metabolic disorders as
major pathological changes, manifested as abnormal lipid
accumulation, liver cell oxidative stress, efc., but its etiology
is still unclear. The farnesol X receptor (FXR) is a major bile
acid receptor in the “gut-liver axis”, via which FXR regulates
metabolism and affects the pathophysiological status
of various substances through different pathways, thus
contributing to the occurrence and development of NAFLD.
Therefore, FXR has become a potential therapeutic target for
NAFLD. This article reviews the relationship between FXR
regulation of bile acid, glucose, and lipid metabolism through
the “gut-liver axis” and the occurrence and development
of NAFLD, to provide new insights and clues for further
research about FXR-based pharmaceutical treatments.
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$ik

3F VB ¥ fig B AT g% (non-alcoholic fatty liver disease,
NAFLD)Z 1% AT A 69 £ -%5m B, AT IEAR M5 L
A ERRE, WA R FEAR AT IR EA R
WE, HRA SRR, AT PiEREXZIR
(farnesoid X receptor, FXR)Z —FF £ 49 127 B2
IR, & “Pp-ATsh” eh ke b i8id RRELESSATIRA
S AP R R M Ae g B A TR A, $E M MNAFLD#)
KARRE, —NRREHNEET S AL 22t
FXRifid “Wp-Afsh” RISk AR B8R 5 48 fg Ao
7 -ENAFLD# AR SEAT4238, VA A )G 4 % TFXR¥e
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REETR: AR B AR RS AT AR AT ER AR AR A2 B
B hRBEX &4

A%OIRE: 3R B A48 B AT A (non-alcoholic fatty liver
disease, NAFLD)& T AUH B 24, B Ae it 54l sy
FRI;. RRER. REBERRETALSFLIHAE, @

“PARTH” & ik RBEX AR T8 5T % AP LA R 4 ax s
Wy T e RS S, A T SINAFLDAZ 2 5 E-4F ).
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0315
AT 1 Hi 15 74 % (non-alcoholic fatty liver disease,
NAFLD)X 73 TRS S BRI, 2 — 20 LA an i
ZAL HEBE I IE A 2 DT (>5%) 9 E 0 BRAFAE
(R, MR S A8 FE B A I PRSEIR, NAFLD
P CLAE SRR P S Al i 5 (non-alcoholic fatty
liver, NAFL). AEE RS 8 5 4 /T % (non-alcoholic
steatohepatitis, NASH). FFilfk, 52k e R4
(hepatocellular carcinoma, HCC)!'. #&fitiit, 7E20184F,
FELH25% LA IR BANAFLD; W1 X E
MG T AERME, N27.37%%. FRIE H A 4 E
INAFLDIR AT #0E5E, (EAR A & 4 X KA A 1
71, WENAFLDI AR R IEIZRFE FIF, BE X andt
Ay IR R R IR F40% 45 4 IR ERT A
#E7~, NAFLD S IR 5 O MERRE. ARBZEA1E
(metabolic syndrome, MS). S ZHHT. 2805 FRi
N KR ERE AL 14 0 1L 52994 (atherosclerotic cardiovascular
disease, ASCVD). i#ifk 5yt Mg A, %EN F5%
T 22 AU AR G B A B A4 AR AL B AR O, TR, 2020
HF [H bt O NEE BUBENAFLDE 42 AR S AH S PE AR
P4 7 (metabolic associated fatty liver disease, MAFLD),
T T2 WrbadE, XINAFLDR G S0 704 8
SR, AHSRHIE ST A IR 2 Wk AT, AATT e R WA L
FARERRALS], TRA 58 AR SRAR ATk, K2
st B 3L JR) AR 6 [E] o 24 it M B B A e R AL T S
TR Z54)).

HHADayfiJamestE i (1 «“ AT i
NAFLD ARSI E e, ok R R

Baishidenge  WCJD | https:/ /www.wjgnet.com

798

R FEURH AN R ITHER A ENAFLD AR ) “ 25—
AT, TR B — RV SORE RN JiE R E HH AR
B SEACRBEERD N “58 AT U B AR
AN, BEFCEATTER EALEE 5 e . R, A
NG B R RT3 7 45 R 3R A
NAFLDARA R EFIER, i, “Z@EH&7
BEITERR, AR T “ a7 B R, HIR R
T NAFLD AR L] o (1 25 HEE 5, 9P B2 A
BREIT I S PR T AT R 5 5 5%

R AU PG 2 NAFLD S BV AL 2 —, T i
FHERE AR R SRR 24k 32 B . YRR BEX 32 A& (farnesoid
X receptor, FXR)FIFX 32 /& (liver X receptor, LXR)". ¥ 4E
K, FXRAE N Z A I 25 WD s 1 AT TR
J7 1A, KACEA VAL RS 1 5 (1 F XREE 7] 2590 FH 4%
HIL, AL R NIGARIREE Y B FXRATA S 2 505 5
K, FENAFLDIF R A2 K e it 2O, A S0toxt
FLURFR IORRT R AN L R BRI AT 48R, DA WIFXR
Tferf FH I LA B Ik — 2 XN AFLDiE 3| 25035
YEH.

1 FXRET - BTHNAFLDRELZRPS 58Y
SR
1.1 AT PSR Ao vt .- “W-AT 47 0 X AEEA 1E
JH 5 ftEsid - Al b R v, BT R (bile acids,
BA ) K = BAE A . JH [ A AT e i o
i 7o-F2 1B (cholesterol 7-alpha-hydroxylase, CYP7A1)
[EAE B AR IEIE 27a- P2 (Ll (cholesterol 27-alpha-
hydroxylase, CYP27A) 4RI AR, T2 R i
IEBI=R/WN 775 = M B =l AP X U e il s U U )
TR XAE fp B BRI AL A R BRI TR. i i
LR ANRBNBT BR LA SYoidid S HE RS, HoR )
T3k FE L.

JIE Y PR AE R i e i b R 200 R e 25 T P Tt N
M AV R #% 12 5 A (apical sodium-dependent bile acid
transporter, ASBT) U\ 1 L Jz 4, 72 [l iz EH IR 45 &
# M (ileal bile acid binding protein, IBABP){J 5 Bl %1z,
T LT Y e BAR A ML 0 %02 5 H o/B(organic
solute transporters o/, OST o/B)FFHE A IHTTERIE A 5
JEER K, T2 T 15K 2% 48 2 [ JHEAE.

(= ) 1M 52 ORI, 28 e -4 I R e A s 1
- IR R L4412 85 1 (Na'-Taurocholate Co-transporting
Polypeptide, NTCP)=l A7 HLJ B %12 £ Ik (organic anion
transporting polypeptides, OATP)iFE N FT4HJ, BE AT &
FRIIRIZRNR A TR — RS N i, ZEN T —$E A 3A.

o R A ) AR 2 R R R AR, AN TR] R IR
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TR, PASCE MR A RGN IR (AN R A R L], 2=
I ARV RS2 ARXHUAA . JCH R = A AN R R A4
SRR T AR B IR Rt PT LSO SR F T il
At DURWIIESR BRI B NS, K i R B
FF RS2 5CHE, TR T Ma-RF bR B R vsd@ i o R0,
1.2 feit B 2 ARFXR-I2 i BRiB i “My-AT4h” A %
% @ 5oy M A AL B FE IR IS AR D, B ERER 1K
FEH AR E A, SR EE 715 58 21EH. FXR2
ZARHBA i 71 (nuclear receptor subfamily 1, group H,
member 4, NRIH4)", 3253 A 7 IERIIZ3E, 765
B b AN P AR 2 A D Bk YRR FXR I
FARECARN, LERRYT BRI i o3 S5 (AR i F e
R T EEAEH. FXREECIAE G5, nIE AR aigr st
52 BB X 2 AR (retinoid X receptor, RXR)E 7 — 54k
TS TR IFXR S8 76/ H(FXR response element,
FXRE)&5 &, B4 2 5 A 1) st

R BRAE i 5 I 2 TR, 5 3B AE g TE A
HEFIF X REE A I, 5 FT AR AN 730 350 22 A (3 i, 2k
X 2 AT R A AR AL

2 BESTERT SFXRITZENAFLDEVHLH]

2.1 FXRif 4527 B A 3R 5 -ENAFLD FXRIEIAF1E
FH gf A2 A JH R i 38 1) 22 A4 30 2% 9 /D R R 5 B
PR ER AR, D A BR 0 B A R, X ARV B4R
WSRO Y. B R NI A

JH R A R R 3G Z2 B, FF X R, A 20 i/
F5H — J AR (small heterodimer partner, SHP), H—, #lI
HICYPTALCEACRECYP27AL), FEAGIT Py AE [ % 7 4]
FRETTER AT, =, S AT 4 e A O e R
[(bile salt export pump, BSEP), BiFRATPLE & ki H
B11(ATP-binding cassette transporter B11, ABCB11)]3f I
VAL, Db A A A 0 BE TR e HE/ N HE Y
=, FiI AT AR R ENTCPRIZIRE, Yok FL AT T8 ik
FREUEITERY. LEAN, 20194E — T 5L B, FFEREY TR
422 WOEF X RIDGIHCBE TR LA A & B 1 (long-chain
acyl-CoA synthetase, ACSL1)IZIE(ML 5 3C2.3.1), i r] i@
ot — 6 B S 5 2% (R P M A T 1 6 B, AR
BE AR BRI AR Rk, 1T DA B8 58 R R ACSL
Z 5 TR e,

i R 2 0, IFXREGE, H—, 5%
AT 4EAN B AE KR F- 19[(fibroblast growth factor 19,
FGF19); 1EG G5 AFGF1S]fZik 54334, Bt SHP-
CYPTAL(CYP27A &1, FIAEY T ER & p™; =, T
[l b e 4H M A SB TR, /b Hout i Py R BRI
I H=, {EFIBABPIZIE, (et HAE b R 4l
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MEIASBTZ 5y HI iz, H Y, 3E580ST /IR
i, Infg bR 20 P R R [ B bk R geHE Y, DAk
55 AL B Y TR 5 RN b R 4 A 2 1 ),
JUNE

Bz A, 3G o G PA v S P S 52 4
51 (liver receptor homolog-1, LRH-1)7%522 /MR
SIRIVER, el ot “ -l A iRy R A R i
hiP

2 HT KR FCUESE TNAFLD S JH A BR AR 2 ]
HIR &R, HEARNLGI S =3 B AH BAR oG Rk A Fr it
— BRI RS R IR BRI FINAFLDIGE R B, BAK
NAFLDEE A, #ae kil 2)a 0y B B, LA
R NBVT Bk BT s Lo B3, BANIR B IR 2
PR R B AN P 4 RF AT P 1 LU 5196 RPY. ZENAFLD
B, PHEPIFXRIIRE N IR -2 IR (deoxycholic
acid, DCA) & s34, 11X FXRA Fah e FIHI e
FR-#8 % 5 IH iR (chenodeoxycholic acid, CDCA) & & AH
SRR, FENASHE R, s AR LACDCA 3 %2
(FIRIRAETTEE AT LADCA . UDCAA F E IR G H R
HRI & BT, H5 @ RalE L, SRS
EAIREITRR I AL AENASHER T 5N 5D AR AT
B2 H1 T F X REF 2 H VT BRAR U (1) < B % T RE P g,
HEM SR IR R RS A KA. — I i K I, fENAFL
MINASHE, RGN IR & & (193D 5 41 AL i gk
Ji& Je oy AREAE AR S R, Fi&h 4 B L EEZ (obeticholic
acid, OCA)/EAFXRIEESFIFTEA UL 4EAAE 7,
XD ENIE T FXRIEN AF LD i) 5 24
i, AR B R FXROR T IBA S K {EHEBA
U LAVATTNAFLD A AT BE.

AR VR BE IR R TR AETEAG B SR SRR, 4
P N R TR T v BT, DUDKE R I 40 B Y. ik
JEE BT B A U80S 9% i S N R AR AL L A S I A L BB T
BEP, HAEFXREFR/NR, AR S R4 T RE )
FFEMBE T B AT H At R, MFXREE G, HAETE
Ff1E N R FEREIR T ERIE R, AT T NAFLDR A2 47
RAIRE R T 153, ATMAFLDYR AR IR A 21 2 .
2.2 FXRAENAFLD 4K 3 F Sl ik £ & 34
NAFLD 3 — KHE U2 R 5 2 AR, BIHLARH R & 2
FRURAE Jak 55, A4 LW A QI DI e 7™ B 0, X 1 £ HR
S5, 2T - T AR IR U T T
(hormone sensitive lipase, HSL) 2=, ARE=AR Y
22, NRIDT 2R e I AR TBOR B IR TR, X LS IR I R 7
JHE RSB HERR, AR IR D Sk AR B AT, T 5
et R AR 9% DA R, i3k T 51 RNAFLDP.

IE80%MINAFLD i #RAF (R i SR AT, IXRWIAE
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1 BAFHEIRCOFXRE SHVRETERAC AT ER. FXR: HEEXZA; SHP: /Ny T 5RIK; FC: FESIOEASE; BSEP: HHEMH R,
[BABP: [HIIZAHIHRSE A5 ASBT: [BRARANES FRfniE N s 1, OST o/B: HHUATEHEE Ho/B; FGF19: AT EAMiA IR 1-19;
FGFR4: AT AR T2 (4; CYPTAL: To—F{Vll; CYP27A1: 270~ VB

W FINAFLDHEST J7 R0, AIE SR sk I i g
[, SEEE R T RS AR IR S m R PT, MARA
YRR B O SCHRR HFXRIEENFRE BN ASHAE
IR 2 F U,

MHT A K EW T IAFX RIS HEAH ITER. BT5%
RINP B RIS BT AFFXR G FIE PR, FXR
SR BEA P /I B 2 IR A A AN TR 52 S i 5 2 Hi.
HRIEFXR)E, He— 75 Tl SHP &A% Hi A A
AP 5 — TN FGF 19342 (e 3E AT AR S A e, A
TGN . 5 & R U . FXRIE AR SR (FXR-/-)
NS FRIAFXRIVMETE ST, /)N B B 2 % 248
B PRI GBI db/d b/ R [J8 3 2 A8 (Lepr) B R 4l & A
AINRIER VR BRI G, MR PRE . B TR H
W=EE. VAR . IHEEREAEY A B B, H R
FXRENFIGWA064)m, ML LI AU )5 1 i 2%
TRRERY X BRI T FXRAE L M CF A R .

W KA G W) RS T 45 4 88 F (carbohydrate
response element binding protein, ChREBP)1f$2 FI 4B 3 [l
2 LR U W A R 5 2 o 2 R S PR, A2 (A
B WA 1 Bl R A R G s IR P 2 — 7, ek
1k BA e BE G & B /E . ChREB PR 5 /)N
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SRE IR AR I, TR R AE il BRI i 52 20 761
JHRE S 22, TR A IR 0T RN, 45 T b RN, b
7 g LU S 2 S35 T ORI, PRI v b 2 W A A PR R i
o WS Tiob/ob/) EEFRChREBPIEE A &, /il 4
Jr R IR R B, RIS IR S AT R A A B 52
AN RS 3 B B Y, i FHG W4064(— FIFX RIS
FEIEFXRG, 7557 AR/ R BUA S5 7= 1 4 A e]
5B TR A I =P R R B 22 AL 3R (phosphoenolpyruvate
carboxykinase, PEPCK)mRNA )15, % FE(EME 7L i 72
kA B (HAEdb/Ab/NER, EART i 2 s
H H2(glucose transporters 2, Glut2);™=AE §20m I 5L T4
il T PEPCKIMRIEFI T RE, 325040 Mobs )5 & g i,
T BARAR IR, 3% L 7F 78 5 — AN FE B T FXRIM
I ChREBPAF# E i HEARI 1 P42 1E L, A T 2%
PUA MEEEH, I NAFLDA AT A2 A 25 0.
Fexaramine(FEX) & 4 HI i 74 % HIITEF X RIS
I, g e NARE e BRI B RS THOGE 1 IS 8 F X R
RN, W FURBIFEX#IEFXR )5, REHGE R B 5
{10 PR AR 3R, 4001 T A 20 e A s, L 7 e Pt s L
FAEIKL. FGR2UKFRI3G N, J6k 5 2 4t 5 4 ) i &
iR, NAFLDS5A it 35 AL A 2 2 (st AR A
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2.3 FXRA-ENAFLD P b = 85 Fe fig 5 BR A 1R
e CELREH i = Fe FERTER R S 00 ) A1 1
i E B AR R AR AL TERRSEM T IL ]
Yity, USRI R BIR B SN, Fh A 2
I 457 BIFXR . FXR-/-/N A ELEF AR/, 7T A
Fo AR B 2 AN REL B, 0T R R s g T RE™,
T T FXRAELERE I AP i (1 F 2R .

NAF LD B4 1 )5 DR AT AR AU 25 L, T4
RARGFUE AL, 4 =S (triglyceride, TG)F &
FAEN I8 H, HERR AR BUE S84 FF AR I e B R 5 5
S, U0 R 5 FH X PR kR
b P 400 B ) R B MRS B . X 3R W, ek A
H R AR 5 B AR AT LA N EGENAFLD VAT FBL TMEXR
PR i AR (1 B B OGTT K, 0 mT DAE LA RO %
PINAFLDY AR (158 55
2.3.1 FXR# )G 3] fig oy B2 At iy = g 09 &k TEFCEE
HAMT FXR GG I )/ A 7R & R AT 248 o5 P A g
T, XN T BCENAFLDIF AR & FUA & R AIER. RE
O B N A T =R R S SRR, TR P (1 i T TR
V) = A PR ORIR: e —, SN AR T RE TR BR (A
5N B TE WA IO R, e, PR R )
FI PB4 18] 7= TG A 5 .

8 4 i I 2 i P T A % 008 Bk R i 7 TR 5
(fatty acid synthase, FAS)E &4, T £ 72 T4 piHh, 72
B M. R RIS RIHZIS A KK, DU
e VR R . AP E SRR N A R A IR A
J&, ST ER- T IR BRIGFA 2 AT, LA AR
K (acetyl-CoA carboxylase, ACC) &AL A R FLfk 4
A, 4Tk N — R 51 DR A - I -k - IS 3 A8
MFERR R, 2T A IR TR, FASTR R, ACCR AL
NN A B P R T A B,

FAS/E CUHFIFXREEEL K], FXRIE 5 7] T HFASH]
FIE, DMEBEAR I A FE™, B Y OBE T BRI FXR
J&, iBid SHP(EL X R/R X R/LRH-1 {80 [ T )44 [ e e
454 5 - 1 o(sterol regulatory element-binding protein-1c,
SREBP-1c), FEEARIT R A HFA & ORI 2k, W
P4t AR 1L i (acetyl-CoA carboxylase, ACC), LA S AL
L R 7 T T R AN g O T 1Y) S B Rt s e e
AFMIFN (stearoyl-CoA desaturase-1, SCD1)™, BE&MIKAE
R 6 B, I T H I = e A R SRRk (EX R
XTFFXRRUE AT Ge AR, BRI, AR ACCHISCDI
VB ST B8 AU R T, 1T b 79 /1 il P 410 1) 7 76
e R AR T S AR BT e i S S AME AR 4
I, BFR R, FXRSLXR. PPARa(IL T 32.3.2).
SREBP-lc. ChREBPX [H/fF1E KA H B &ML A0
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R, TR T IR 52 A4 R0 O 2 I, 3 b ) & 45 K ]
DA AR S B S RS A A%, TR, %o At g
F-HUA AT REAE— R fi sh 4 5, IR RINLHIL 73—
RN L 2.

JIE 17 R 7 B2 22 3 R IR A B A & B (acy1-Co A
synthase, ACS)JE I NIRIEFEREA, 74 REdE NS AP
@AE, W =R IEEEERE . B E R, LIRS
FRBEA LS. KEENEIE AR A G Hil#(long-chain acyl-CoA
synthetase, ACSL)Z %5 51 (ACSLL, 3. 4. 5A6)
1, ELHIACSLI 1] #PPARoFISREBP-23#5 ™, ACSLAR]
WPPARSHLIE™, ACSLSH] PPARHIE"™, 20194 —Tii
9T 57, ACSLIBCANRI RIS FXR G BHTE FH#E A
OCATER T HF A RN BUEFXRIG W] N HACSLIF#R
1K, TFXREBER /N A UG A8 ACSLA B & A
WAL 2 BIF X RIS 525 1X — 430N 5 SHPTE K,
ACSL1J3 5T 3 TEFXR B T (FXRE), X —
SN BRI S5 e LA (I RN A/ Y, BARA £ ik
— I, FXRIGACSLNE S, BRITRRS L2 5 Hl =

B SR 2 52 RH, R T FXRIEOE X g o & i)
sk, EE BN HINAFLDAR B HERR 1R A

SR, BRI, AMUTGH LT BEACSTEALARITR,
e WTBR IC S8k A3 R I RE 75 EEACSIRIE A, TMif% T FXRIE
b PR ARER I B ML F0 5 AC ST AR B R & ) Fb,
FXRIA 0] [ #2 i i PPAR o flISREBPAE i ACS LA i
o A BRI FR (IR R 4R, WL 502.3.2), X
VERVBLF SR AH B & 1, AR AR ot i o At Frp 42
T R ~F T EF X R J5 2 N AF LD AL (/R AR
ok 8 A
232 FXR#EGAR 34k = Bg g ok 5 Bk: Hh =K
(953 R MR T 20 53 2R, S5 43 i AR 25 R D R,
fEES MR EEAS S, MeliHLigkE 4 g,
ZACSTEAL )G, JEE B - N AR AR L F4 #2161 (carnitine
palmitoyltransferase 1, CPT1)R[ PIBHESAHIE L FE /G, 1
10 RS BRI N R R AT L. BLHECPTIPE
WHIZANZ 5 IR IIERAL IR, WACS™. faltHiETA
It S 1 (R Pt A A AL I 1 (acy] coenzyme a oxidase
1, ACOX1)45, 34752 B3k S B 384 TE A Bt 52 1k
(peroxisome proliferator-activated receptor, PPAR) 2.

PPARFHEAL & =AM (o B3~ ), A —RELARAK
FEMEM ST R, S SRS G5, PPARs S
RXRSF FAL, 454 Z 0L RRE 2 A7 05 [ PPAR SV G
f(PPARE), J& 3l H HIFE K #4555, g iR /2 PPAR o]
PIIRVERC A, AT O 78 /- IFE R B, PPARaffI30E T
DA RE BTER G B Ak, HEE8 K PPARoXTACSLI )
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&2, 5. FXREEIETER D8RS BIIZENAFLDBINLH

FA REEECoA
B == T —
2 2 16
FAS
et Glu : ..
- AY
SERIfA \ \
\\
*SREBP-1C \\_
U \
BEf - P \
\\ . \\
i \\t\-
A ~JEXR
. CPT1 = 5 P
i g PPARC 4—-—" 7
7] // p o
bjl //+ ’/,
HEMCC‘A ’/ - -
/ SREBP
B
’/
<« +
ACSL
- i T4t
FFA

DOI: 10.11569/wcjd.v31.i19.797 Copyright ©The Author(s) 2023.

2 FXREBYZIERBIHIFASTCHE R [EHFANSIL DR, ZIERRISIER. FXR: BEREXZK; SHP: /) T SR MK; FA: BB
F%; FFA: JifESHENIES; Glu: 251, CoA: HfifBA; TG: Hith=f5; ACSL: AR CoAL HNEE; FAS: AENSERAER: CPT1: PSR Lot ;
SREBP—1c: [HEE 45 &8~ 1c; PPAR o S8 KRG IR HAGE a2 o,

AR, BT R B, PPAROCYATPPARY Y Bl X f [ 1)/
I E G YRFXRIEEES G AL, FXREEE) T
WAL FPPARE™, K F XRS5 il EH /K Lif S
PPARaFIPPARYIIZRIE, it m g iRt e £
I I AT, (Al Bz A 1k R T R 1E N 2 ik B4R
1B,

AR, ACSLIKFRIA AT I8 i SREBP-2 ()0 1 _H
S SR 7t th B, SREBP-1cth Al 7EH IR /N A2
BERFIEA CSLS A FIE,; T P 5 A8 o {2 3 AR T s
AR RN TR A T BSOS IRIEEAT, LASCEIG AR D R AR
LIlOREE

HAFTRI, S FE S IEFXRAMPPARyIL
PE - 1ouperoxisome proliferator-activated receptor-
gamma coactivator 1o, PGC-1o0)J3R3E, 1 i # % TFXR
RAFFCRIERE. . MR P DR A 5 B
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A AT P RE [ GO, R BT P R R AR, v A
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845, SOV P00 %o L e ) SRR AT, FXRIHS i, 7]
SRR IS 22 e g T IR 2 1 2 el i DA, (RRE At L2
AR K P PR DR o P 5 2 1.
242 FXRi# it EAABCGS/ABCGS#4 F ik 1=t AT kA2 ]
BE e RN AR/NETH, ATPS & B EOGITEK
J&(ATP-binding cassette, subfamily G, ABCG)IJ/N2f:5%
1ZE AN ABCGSHIABCGS LA — AR 25 T4
Je e (¥ A A A T IR e 1 R R
WHI70%2190% ™,

FENE N B, 25 R ABCGS/ABCGS, 233 EL
PRy BE [ B HE R D, " IRINAFLD JEY; I ABCGS/
ABCGSItFik, T GE 5 FF A 1 HE 7 22 0 i B 231K
Pt, SMINAFLDA 3 /EH"™. ABCG5/ABCGS/& T 4nf
XEZAR(LXR) oV B B 124 s A i U0 DX RS v 55 3%
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2.4.3 FRX 5 LXRYrF % -5-SR-BI#Y & & 4% I 2 o 3¢ o
B 6 AR I S RN I 4 NG O ] e 2L B Aokt
(chylomicron, CM)~ 44 P45 B PR PR T 7] et K 5% i
&2 F(low density lipoprotein, LDL), 28 [z 1% 2 B AT
DA A S 22N LA FH, 22 4% AFORE [ e ) el v 2 32
5 M (high density lipoprotein, HDL)#ZR F:HlElL, izi%[A]
JFFAE, St L R 3 e b A 200 B 1 JHF PR PR30 1) 5558 (re verse
cholesterol transport, RCT). 7EIZ 1AL 2+, HDLH FIH
[&] EEFE(cholesteryl ester, CE) X AJ 7E 1ML 3¢ AH [& B g 4% iz 55
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LA A 7 AELXREGH RS HFXRA 57,
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