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[REiE] WREHAN, wFFFNm@E,;, REBRER, HEmE, ZHBRRF Bk AL X
TR a
HF%]' Z] B NERFBANSLEFBIRETEME BB TLELOEHEBHR AT X 2K akik
B %h, R RER AN RSt o E-FRIREAT Ml BB A B ERAMNE. AE KA 20mg/LI2EBE, B
A RS IE KR E AT B I mio1E Z F7 R m AR A, BN B R B89 4RZEH A N (3,10 Hmol/LA= 30 Bmol/
L)X ATAEam it 24 h i3 30 Bmol/LA9RFH A N ARG e T E 498 18] (0. 6. 12,24 hA= 48 h)., B iL ¥ 4
FRAOGHE BN BRI 4 A & B4R A ImRNA TAfe LR PR ko MAF X 2k aZF ks, ZR
(DEMKEGREBRANLEFT B @G, 454 TR ESBER T DT A RERK KRG o, o -FF IR %
HREMMAZ BB A A& 4ER A0 mRNA R X9 2 Ei8, 30 Bmol/LARFH KR N A 24 haa b Al a b
B3 MELEA SRR 30 Bmol/LARER K N AL IE M6 R B 98T ] (0. 6 12,24 hA= 48 h) &, Z BRI 3F 45 &
B 4B R A169 mRNA KT/ 0~ 24 h A BB M 38 Ao 38 Ao F 24 hA B, ()RR AR EHA D&
ARG, RGN EERLETRERE G b - FRNBETEEET XTHR aR OO RAE S M L&
30 Bmol/LARFE#H A N 84E Al 7%, BAEA A0 2455, 30 Bmol/LARFH K N 4 %) & 3L 7 A5 40 Je 1~ B & 18] ( O,
6.12.24 hfe 48 h) B, IF X 2t a R G AL MG g, 24 hAE AR E. 8518 REFANENL LA
FRMRET NG mIL ATP A EHEH AT X 24 akik,
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[ABSTRACT] Aim To mvestigate the mechanisn of ezetm be-induced cholesterol efflux by observing the effect of
ezetm be on ATP binding cassettet transporter A1 and Liver X Receptor @ m lipid-loaded cells derived fran vascular
smooth muscle cel VM C). M ethods Lipid-loaded cellmodel was established w ith the m x of 20 mg/L. Chol:
M BCD treating VM C. Lipid-loaded cells were treated w ith different concentration of ezetm be( 3 10 30 Pmol/L) for
24 hours respectively and 30 Hmol/L. ezetm be was selected for lipid-loaded cell tream ent of different tm e respectively
(0 6 12 24 48 h). ATP binding cassetiet transporterrA 1 mRNA was detected by reverse transcription PCR (RT-
PCR) and the protein expression of L iver X Receplor @ was exam ined by W estem-blotting Results (1) W ith dif
ferent concentration of ezetm be treated lipid-loaded cells the mRNA expression of ATP binding cassettet transporterA 1
mncreased w ith concentration ~ Campared w ith themodel group the 30 Pmol/L. ezetm be-treated group (24 h ) had a3 4
folds rising  Treated w ith 30 Bmol/L ezetin be for different tme(Q 6 12 24 48 h), the mRNA expression of ATP
binding cassettet transporterA 1 had a tme dependant trend reaching plateau at 24 h and the best concentration was 30
Pmol/l.  (2) W ith different concentration of ezetin be treated lipid-loaded cells the protein expression of L iver X R ecep-
tor @ increased w ith rising concentration Canpared w ith the model group the 30 Pmol/L ezetin be-treated group( 24 h)
had an increase of more than 2 folds Treated with 30 Bmol/L. ezetin be for different tme(Q 6 12 24 48 h), the
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proteln expression of L iver X Receptord had a tme dependant trend w ith 24 h reach ing plateau and the best tin e was 24h
Conclusion Ezetm be pranotes cellular cholesterol efflux m lipid-loaded cells derived fran VM C by up-regu lating
Liver X Receptor @ and ATP binding cassettet transporterrA 1 expression
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RCT) 58 Bk s FE AL ( atherosclerosis A s) )& 2B
HREZEUIME"Y . ZHRIRETSE S &EKEBE AL
(ATP binding cassette transporter A 1, ABCA 1) & 41l g
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1 % & % L ( ezetin be Shering-plough 2\ ] ),
FEE B, B AR A4 ( cholesterol and B-Cyclo-
dextrin Signa/a 8 ), & KM IT ( bvastatin 7T 4 IE
25k ), LXRa — i~ B-actin— 1 ( Santa Cruz/ 7 ),
RT ik #| & ( invitrogen 2 ] ), PCR K 7| & . ABCA 1
F1 GAPDH 5|4 (L & T ), H AR A 34 % # o
EFatd. EERANRERERAS (XE B
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AL, Vo e BRAE, R B R F K LA (3 Bmol/
L), F R E R EZ K U4 (10 Bmol /L), &K E K
KDL (30 Bmol/L), FEEZh4 T BA (& Kb
77 10 bmol/L), FH# AP T mEMAER &, #
A 4H 48 i Am N 20 mg /L RE [ B . B IR MR R A 4 &
A h A X R 1 ML /L7 B2 40 B2 A A 4 4 Y
24 b A [E) IR B B AR E R oK L4 An B 2 A ot BRLZEL,
a7 A RL IR B B AR R K DL R T A A A
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FER N RALE-FEIATIEHI 0 612,24 hfn
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L 3 {KEAENAEmZER
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W, L 8kr/minBF L (4C) 15min ¥ LE: Q 5614k
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L 4 FHEREEEEER NN RN = SRR H
ZAEREIEIR A InRNA 1L

20 f1 % RNA B9 2 B3 Trizol38 $2 3R 71 3% 9 4
HAT. A REE RNA, AR A EEUHE =
J&, V% RNABIIRE A Q 2 g/L. RNA # 3 F 4R
| &HAT, £ K H DNA LT KR & # 4T PCR
¥, 25 UL PCR R RLfR A 4 pk: A K 8 5 HL 2
xPCR master 12 5 BI, (DNA 2 BI, F FT# 5|44 1
UL(1 Hmol/L), B4 &, BEH &, U T & 4817
RRi: 94CHIZ M 4min/5, 94CHH 30s 60CE
K 30 s 72CHAM 30 s #4T 30~ 2B, &G
72C10mine & X J5, ZB =4 5 BL 2 0b FFeHE
B UK (60~ 80 v, 60~ 90 m in), 4 E F #E R 4
MAGRKREB#HE LT, &R A 3R -FH A
B ABCA1/GAPDH 5% 7~. ABCA175|4: IE X 5]
#1: 5’ “ICT CTG CTA TCT CCA ACC TCA TC-3’, K
X E|41: 5 -ACG TCT TCA CCA GGT AAT CTG AA-
3’ (973 bp); GAPDH 5| #7: IE X 5/ 4: 5’ -CAGTC-
CATGCCATCACTGCCA -3, R X 5141: 5 -AGG TGG
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AGG AGT GGG TGT CGC-3" (302 bp).
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L ARIRERZFZ RN (LB )F 30 bmol/LIKIFE KN
LIRS [EIRT 8] (T B ) X B R AILIR 1 fer B 4 B R = AR
BEFESBIEIERE A ImRNA FIEMEM (x &5 n= 3)

M A Mark 1%FHREE, 2 MR BIA, 3AVE ST REAL, 4~ 629 3. 10
A 30 Umol/LAKBEE K IL4L, 74 30 Mmol/LiEARATT 4.

2 3 GGEERIIN B FiF AR 8 far B A Ra BT
X Z& a ZEAFRIEHEM

3. 1071 30 Pmol/LARZEE K AL VM C I
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K53 AR VM C YR I fr FEAI AR O 6. 12,24 h
1 48 h)G. 455 5o LXRa 5 [ 255 b i a] ZE K 11
Hm (B 2% 2).
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B —tubulin
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2 NENRERZFZ R (LE)F 30 Pmol/LIRFE KN
AIEAREIETE) (N E ) xt M E B R M AT AE MR AT X Z 4k
CEEFANEN (x ts n=3)  DAHIELL 2MBA, 3
NVEEEN IR, 4~ 69 3. 101 30 Hmol/LAK BB K LA, 74 30
Bm o /L& AR AT 4H o

F 1 RRIREAKEE K VLRI AN = BB H S
BRI AImRNA MAF XZ4F o BEREHHME (x £s n
= 3)

| ABCA1(KEME) LXRa(KEMHE)
EHA 1. 231 xq 015 1. 834 %0 020
LT 2H Q 204 0 021 Q 869 Q 016
W Q 395 a 012 1. 031 2a 030

fRZEE K DL (3 Bmol/L)4
7% K DL (10 Bmol/L)4H
RZEF KDL (30 Bmol/L)4H
IARARIT (30 Bmol/L) 4
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= 2 30 Hmol/L RiFE K DAL IR T A5 40 BE AN B B+ 8] 3 = %
é‘iﬁ%ﬁéﬁé%%iﬁ% AImRNA FBF Xk a EARIENT

M (x X5 n=3)

IR IA] (h) ABCA 1 (KA ) LXRa (KB )
0 Q 137 %0 005 Q 848 10 020
6 Q 370 20 010° Q 905 0 028"
12 Q 640 *q 015" Q 998 +a 027"
24 2 080 0 020" 1 010 2a 033"
48 1 530 £Q 008" Q 790 +Q 030

aNP<Q05 bHP<QOLE 0hAHLE.

HIENEEH (high density lipoprotein HDL) FJ7K-F,
o503 25 3 Rk 19 B0 ik o R BE B AR, BB AR AL R
B, RS B RS RIT 7Tt 2R WA R K L A U
A VMC IR g i A g R B AR C i
R A AR A S A E ABCA 1384825240
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HDL [, 455 oK DU AT e 2 a8 i {2 ik 40 g
FC AN HET 1 2% HDL 7K TSk sk 20 40 i P i J5i
B

WroeiEse Y 4R ABCA 17E 1 32 40 g
W FC#:iz H 40 A B0 3% HDL 2R3k /K P L /b 41
PR i AR R R R SRR . IR AR K DL
A ATREE T 2 ABCA 1A LXRa %5 5 4 ffg fH [ i
Uit H B UIAH SR IR B 1 R, 3 1T S I L B AR AT s 4T
Ji P AR 5 A B VR R R 2 S 3t 1 e MR AR 5 oK I
ST ABCA 1RIAMIREm . 45 AR, fE 4
AR A9 P55 RIS ) 384 0, ABCA 1 F) 38 38 3% 37 5 i,
E B K DL RE ST i ABCA 1 3RIX, it
T R4 P i R Ah i b e R B AR . LA
YUy ABCA 1) 5E R R IE ZAZH X KT IXRa )
IEPE, IXRaRE#EIEIER ABCA1EB)TH
DR-4 CE88 0 ABCA 136", PR UL X AN [F 264
AIRAF R IXRa AT THE— PR, RE

B, VM C R AE 40 ML N 1Y LXRa RIEBE & 24
R FH VR FE AT (] Y S AN 39 0, 5 ABCA 1 )AL
P—8, WAL R BRKER K I —ER
JEE S 1E] Py, B v 5 3G in R0 B IR) SE K, BEE N AB-
CA 1A LXRa IRk, @ — Bk B AR EE & K DLig b
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