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FESES Q813 T ERERIRAD : A

ARZE 11 (a) f 1963 4 Berg 51 Mt 2 i 43
R B —Fh 5 IR % B2 BE 2 1 (low density lipopro-
tein, LDL) AN A B, 5 LDL AR, IS8 H ()
A SR A A T R B AE R, BB S ik it
FEREAL (As) BB B R | 3X 5 4 2 i )
G, BEEE M (a) &2 H1 2815 55 F1 B100 [ apolipopro-
tein B100,apo B100 | Fl'& & #ill 28 2 R Y BH HE 11 apo
(a) [ apolipoprotein(a) ,apo(a) |l i " A ILH 25
A, BEE T (a) BBCR1E 20 T R
JBT B3 apo (a) , HiI# AT LA3G 0 IH B A 3 ok B T
FRAN LDL A B 69 S8 A 2 S 5 3 il T L4l A
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A, F L HR L B ERFC TR K, AELARL AL
S, A REARFARE (YEHRELLE) (PHEZHFLE)F SRS
EWFRER 1999 F2 5 T —Fr /B K mnie R bk fh kR 2 e 75 ok Bpem ik
MR ZL B B (B5) & o R, 7 kLR B ARATATHER, 82000 F%, T 2AFE
SDF-10/CXCR4 55 o % sk ym ey Aa X b N R AR Zm e s 8 ARG B R HIEZ G (a) £
MR AR LR AR, ST — AW AR B ik B B AR E—L
S Bk AR SCU/EL K FL20 2%, ABBRARMAFAL 1R, TEAHLEAL

EREEZAR;, RAmAE KR T

FEHE

BEE R IEEE I (a) IFFEAWITRA WP T R B
KRR (a) AR LS HAF SR8 ) apo (a) B LA Z>
T RN B A P 1 e I DA | T LA apo
(a) RIXBCNPEARE I (a) B9 FERME, HAT, ATk
R JE B 57 4K (farnesoid X receptor, FXR) . HNFla
HNFAa S E R I 5t T2 5 apo (a) FEDR %
SRR AN IR ER AR HER R FCF19 4
AT LU apo (a) ZEPRIZIA W] NI M2 g
F (a) B7KF-, HALHI 22l 1 845 apo (a) JEH B9F;
SORSEI Y AR S gk X 2 ) R SR apo
(a) BIPLHIEATERIR, ot T P8 R IR S 1 (a) HROE
2 AT E T I R R T 1]

1 ERE XMW apo(a) & ik By 15

FXR IR AR A BC A RE T2, i LA S T
TRSZAK , S — PR L S I 7, IR TR 2 A
KW — R FXR EERRFIERE /Mg B &
B IR, TAENG DT ZHZURLCIE | DFSE AR ML
b oA B AR P 2R IA 1 BT 2 B FXR
AT LN = L[] Pt FORE 2 AR Ok R R AT B
R, a0 E [ 7o 2 46T ( cholesterol 7ar-
hydroxylase, CYP7A1)  JAHEL % i3 € (bile salt export
pump, BSEP) AR IR NI 12 Z Ik (Na ™ tauro-
cholate cotransporting Polypeptide , NTCP) . % JIg % iz
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5 H ( phospherlipid transfer protein, PLTP)  #kfi885E H
M ( apolipoprotein M, apoM ) . #k g #5 FH C I %5 % 1
i, DT R A A RE - Al R [ A gl e 2
AR eAh AR AT L i i 5 A R
5 2k Sk W T A 3 B ) 3 A6 AZ 7R -« ( peroxisome
proliferator-activated receptor-a, PPAR-a) | i3 %A 1L i
VRS GE ) 0 32 Ky 58 0 -1 ( peroxisome
proliferator-activated receptor-gamma coactivator- 1o,
PGC-1a) M K 52 1K (estrogen receptors) | % 57 Ji
T RAEFEAR (short heterodimer partner, SHP) 55 7£ %
SR BV S IR B A R AR KL, 2 5

RIS BRI, S A AR L, FXR
B PR R /0N B ot 2 e B R | JIEL [ P vl = TR
AR B BT, R IR As KA R AR
X SEHFFARAT &, AN R4 T/ NG U FXR BCAR
MBS NTRTE FXR BCHS, HRE 25 e IO b
IR T2 FXREEDR @B /) SR ) 5 LTS
B T RL T B AP0 SRR S AN ) — T E
S FXR 7E I 35 15 5 105 A8 8 F1 K7 J7 1 Y 82
R,

BEAR FXR AT IR PR, IS A H2
ALV IR (a) AP WE? S THRIEH
S AR, Indumathi™’ 553 1+ W EE 45 Bl AT P IR
TEAERH A AR AR I (a) MK IK -, K B 2E A
AR AR i 2 1T () B AR 2 A AN 3] 173X 28 A
Zoad TR BT H 2 h IR (a) XTHE
FISERHTAY KR, 33X B RE S T A1 4 Dt IR 5 |/ 1 e 7
AR TR ER I FXR 3806 M i apo (a)
SRR RIBFTE R Ye? 1 BRI A A HLE, A
HE T RHAE A FH apo (a) ¥ & /N B FXR ( tg-
APOA/FXR) % P i bR /I BRUBE AL, & B FXR (tg-
APOA/FXR) ZE AR /N AR LE , apo (a) FEHE R /R
JFE A APOA JEPI A R, Sy 1 ik — 2 B
HALH, A TR T APOA J3 8 F X I A A CFF A1
KIAE APOA Ja 3l F X3 ( N - 1,952 bp £ +52
bp) FE1E FXR 4547t (DR-1) ,FXR ] LA 51i%F 5
Sh4 T E] APOA LB (1955 5%, AT T 94 apo(a)
MA R, AN T3 & BT A% T 4o (hepato-
cyte nuclear factor 4o, HNF4o ) 7] 5 DR-1 254 ,J
PEHE apo(a) A% 55, 3% M A I AT B80S B9 FXR B
S A XS HALE AT AR AT IRADGE S B
UTHIBFTE R B, ARG FXR IF, FXR T 90 19 2
FEK SHP FI 4 3 , FLvT L5 HNF4a JA 8+ X 35k

FHIVE 18 45 5 57 550 AH 25 & AT 90 ] HNFda 119 36
KPR RS FXR S AT LT SHR ()3
AOHI ] HNF4o, T ] HNF4a X apo (a) iK1
PHEEWR? 15 TR E FXR S 317 X s A7 e
HNF4a FUS5E 07 5, HNF4o 3 7] DL 52 5 53 467 45
Z56 A FXR 3R, 8 TR, JATHED FXR-
HNF4a-apo(a) Z[H] i — 2 AR R B
Z AR T BB AR AR IE s R R A B G R

2 JEB XY apo(a) F ik B

TR AE R IR b U KR e 25 =2 — , WAE B4
et 50 AR TG IR, & EL A 4 1 i ke 1 7
A i R P 55— e T8 i A 7 ST A 3 7
O MBI B P ARBET R A 254 2, UT4E SR, X
PR RUEA T T it R R 2% R 50 VIR R At VT 42 45 il
F A I 1 00 R A AN LS A SR B AR T
PRI, 2 9 g 24 b T R v % IR AR P A
( HDL-C) 1 FH e HLME—FRARAE E (A (a) R ER 7E
I R P 0 32 A7 3 T S 3 A PE 4, HDL J2 3 5
[ P 396 A 3 (1) S B2 ) IO, LA il 2 b 43 o 1 = IR
Xt ko RERE A Y K A | K R HLA A H i 99 B
YEF . B XA R U5 IR 7 A5 AR W IR A, JE T
/5 HDL AHLa R T DA E ABCAT 3Rk, I3
71 HDL H ApoA T iiJdizl> ApoA I ) tLiZ#F IR, 4%
MR SR EE 1 (a) AL AT 2E

R T ERVHIEER R A M IR (a) FIFE L
il , Chennamsetty 25" FI| FHUHFR AL B apo (a) % 3 K]
AN, & BN BB HF AR Y apo (a) mRNA & 1fi 2% o

REE M (a) K- TR, BUAM, A 138 & BLAE apo
(a) RS 81 T - 1446 2| - 857 X 77 76 10 4>
cAMP AYZE A7, , cAMP 1] U i 5 S0 1 45 A
AR 2 apo () 5 PR A 55 5% 1T 06 78 AT LA 390+l
cAMP 89724 NI cAMP Xt apo(a) FIEVER .
SRR TARBR N cAMP FYHLHRIOAT ¥ RIR T, A
SCHk i GE, 7E R D5 A0 A R R R LA i Az i
GPR109a i B 11 iR 2 Ak i F 10 9 /D> cAMP 1 7%
A SR AT A P R 5 e aE A e LR, T
A UL SCHRFRE

3 FGF19 xt apo(a) # F 5 3k & 8 45

WA AEdn A R 19 ( fibroblast growth factor,
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FGF19) 50k sh ¥ i) FCF15 7 J& [A) U, J2& il &1 4k
AR T F R R 22—, R i 5% 28 B HLAE
TR FORE AR 1S h g AR
BT & B FGF19 I8 45 40 A (9 JIR 3 i 4 g = 22
Wit 5 FGFAR 45 & 0815 H R i 40 FXR 7o-72
ALT# ( cholesterol 7-alpha-hydroxylase , Cyp7a) 31k
SCHELARY . BEAh, FGF19 i 7] 3 if MAPK/ERK1/2 {5
SR CypTa BYFIATY, Elk-1 BA41MAIME 5
VETT IS 1/2 (extracellular signal-regulated kinase 1/
2,ERK1/2) T H -, )& Ets 456 7% sk I Kk
W 22—, AT LAY apo(a) 2 H Y Ets 7 5 A0S
A NI A0 i) 3 [ A9 238, Chennamsetty %7 5%
RINFE apo(a) FEHJH 3+ X8 ( - 1630/ - 1615bp)
FETE—1 5 Elk-1 HZ55 W APELS G o Ets-1,3X
=R FGF19 A LIl & FGF4R/ERK1/2/Elk-1
55 3 JH DT B 1 T A apo (a) &P Y B
o BT UEBLIX MBI, AT i A 4k S0 ) MAPK
53 I Y o1 10 SRAIE TR AL, ek, A
MIWFsE it b R B, 5 FGF19 b BEAH LG, FGF19
I 38 B A8 A PR ( chenodeoxycholic acid, CDCA ) 3]
ALHEZHAY apo (a) A EE FFER MR, mAFsRC
ZeFIANRER T apo(a) A BUE 1 BOE FXR, 4610
Zh4 apo(a) J3 8 F X3 DR-1 {37 S BAg
XRME FXR & Elk-1 7] LIAE K apo (a) FE R 54 5
PP HL S PRI APOA JER A% 3,

4 BEWF AT apo(a) K K M A 2

R PRI SE R MBS — Fh B RS R 2
SRR B A R Y, DA 52 0 g 2 1 A0 A B I 2
JIELFE B A 7K S, TR W) As 9 % AR R DY KR
FRIRA T~ R WIETE S B i IR 2 1 () AT R0MfE 32 Pr
REATR, AL 10 AS BH A, E 9 3R 32 /K -o (estrogen re-
ceptor-a, ER-a) WELZE 3Z4K-B (estrogen receptor-B,
ER-B) VE MV R 194 T 32 44, i 3R T LA i i3
i ER-a \ER-B 5 Z % 32 PR Jh A A3 Bt i 4 52
AR DT 5 1 B A S R A, IR
Z 0l LIS ER-o 50 ER-B 1 1M1 3005 26 i 280 A £55
$5E3Z2 1K ( constitutive androstane receptor, CAR) | fi§ {4
R AINFEAL £ ¥) Z 1K (steroid And xenobiotic re-
ceptor, SXR) FFE X 524K (liver X receptor, LXR) ,
HEM S 4E R X 324K (retinoid X receptor, RXR) &%,
i E ALY B A 5 W) 75 Ak 3Z 4K (proroxisome prolif-
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erator activated receptor, PPAR) LZEATE SRR BRI
HET U 57 40 B (2 & P450 ( Cytochrome P450, CYP) |
CypTo MR Ml B0 38 b vl L3 o 38395 JHF 4
ML ER-a, Jf B [W] H: % B ¥ Trip/Sugl, ER-
AP140 ERAP160, RIP140, TIF1 \SRC-1 £ 5 JFF i fi§
JRARCI AT PR IR 8 A (a) A B E
BT, IR ME T 2R A5 AT LA T 40 B B
(a) B9 A M2 Loretto 570 AWF 5T & BLAEJH 1T apo
(a) #5509 DHIT #4558 7 X A7 7 — 5% ER-a &
PPAR« i BERRURR A 45 500 5, BES ZE T M apo(a) 3
DR 23A 2 2k J2 8 o I ER-o 5% 5% s k45
A NI AT apo (a) ARG, MENER (X
Y FHTT LA S0 19 PPARoc 35 20V 09 235 45 1% 07 153 0
T T R R S AT LA A A i A B Y
S apo (a) FEP G 5%, i ARBT, HL, anf 3
#| ER-a 2 PPAR« 18717 DHIT B9 A 5, LA K& TS
FEAE B apo(a) %G SR HE SR 7 X ESE 2R
FEARIMAEAG 2R 1 (a) HLH] A BF 5 B 3R E 2
BT LA LS5 R iR  FCGF19
T apo (a) J PRI S G IR 1 RIAH S SZ AR 40 i 9T 18 &
PRAT & #4% X 7 HNF1 ,HNF4o 7] LU iS5 apo(a)
Je - DX I I 1) e s e R AH 45 A T A Y apo
(a) BY%E 5% S0 apo (a) F63k51 0 Ak, £ FXR
(43 PR 3 1 X AL A7 76 HNF1  HNF4a 1945 607
JE T TR FXR ik 32 ) HNF1 HNF4a 5% 5%
FOPEEE T SHR 18 FXR R 00 #0858 N, s al
PAAH] HNF4a (935" 78 1304 31 HNF4a 7] L)
5 FXR 3 4+1E45 5 apo (a) A 27 X DR-1 {7
S, ATFE 5 5% K P 4% apo (a) M FIE, R4
FXR-SHR-HNF4a-apo (a) Z [0 47 75—~ A1 E 52 0 1)
PE P ) B, AT 22 8] AR L PR 2 R apo (a) RO A
(A1) o DX ELIRATTAT AR 2 — AN JE 7R - 45 5 ok
PRI Z AR Z [ A7 7 6 A B BRI MBI R
T2 160 8 A VR R L 80 M [ 55 i 25 4[] 32 (R
eIk, B E— 2B 2 i 5 Sk PR R 32 AR 1) 6
FULTCTH apo(a) A L 0 AH AL A5, 47
FITFHE— 20T apo(a) e BT ALE], A
MR (a) FEHET 3 5 W BISAKYE

5 REAEEE

263 FCHY AR T T VTR AR FGF19 |
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E1 LPA EFEHEFRAEMNRERE

WESEER AR AL, 5] Bt T f#% 21 FXR, HNFla,
HNF4o BAE NI & sk B+, B2 5 apo
(a) FEFAYFRIE, ILAM, ER-o \ER-B . Elk-1 PPARs 4
LA A% 32 AR A BT R AR B FGF19 | S Mt 3R
TEH 25T apo(a) # MRS, X2 & B
7R T apo (a) FE PR S5 (1) 2 2% Pk 1 HL sk L9 75
apo( a) F ML R F M AZ AR Z R AE7E 4 BRIk,
T HIEI T apo(a) K 7EHE 5K F |52 5]
ZEMPIE, HM, apo (a) HIHE 45 7K - K28 Wi st
fEep it S R A, TR A1 miRNA 5 F
e, & BN B PE miR-23b-3p™ " | miR-30d , miR-
378a-3p W E T apo(a) FikKF, 5ok, KH HAL
B (5-Aza-CR) ™) IR A7 Ak &35 mT i s HL 5%
K, B2, 5 TR apo (a) 1EHE AT (8 7
BIL B 45+ 10T Be Ay s, XFF R I apo (a) 13
K B FEREAR K T A BE 3 1 (a) IORE S PEZ5 9K
P EAHEE R E WA E AR F (a) IILAE G Il
B B E B TR B 1Y Ty )
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