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[ ABSTRACT] Aim To study the rosiglitazone on the expression of ATP binding cassette transporter A1 (ABCA1) mRNA

and protein in monocytes of coronary heart disease.
of coronary heart disease, and then incubated with 0, 0.1, 1.0 and 10. 0 Hmol/L rosiglitazone for 24 h, total RNA of monocytes

Methods Monocytes were isolated by density gradient method from blood

were abstracted, reverse transcriptiorr polymerase chain reaction ( RT-PCR) were performed to inspect the expression of ABCAI,

peroxisome proliferators- activated receptor ¥ (PPARY) and liver X receptor a (LXRa) mRNA, Western blot were performed to in-

R A 55 .

spect the expression of ABCA1 protein level.
tein in monocytes ( P< 0.05).

Results  Rosiglitazone could increase the expression of ABCA1 mRNA and pro-
Rosiglitazone increased the expression of PPARY and LXRa mRNA in monocytes too ( P< 0.

05) . Conclusions Rosiglitazone could likely via PPARY-LXRa ABCA1 pathway increase the expression of ABCAl mRNA

and protein in monocytes.

creasing the gene expression of ABCA1.
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It implied that rosiglitazone might play an important role in the prevention of atherosclerosis by -
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M RIRIF BT . A TRV TDZ K%t T
Tk M7 BB AL ABCA L (IR IE & 154 S, &
ATHE 28 el R B0 Bk s 52 012 D e O 78 8 3 1R 90 A I
LM, BEATAR AR IR, SR SR AN 5 B 4 27 e A
AT JG A% 40 M ABCA 1 SRIX[1E 5L, TN TDZ K25
YT As MIBR IR HEKE .

1 MR57EE

1.1 #R5RF

B 44 B R (LR A = )7) ; Trizol RNA
# BRI (Invitrogen A 7)) ; 1f 3 R R 4B 4% R AL, R
7| & (Promega A 8]) ; B R E R A B8 R ALY 4 1K A
&(LEEY IR E); F4A ABCA1 —#1(Santa
Cruz A 8)), BRI AADEFIC R F (AKX
HEEANE); F&F R GH(Cayman A 7). H
f ik 7| 5 AR O 0 B E 4 AT 4. ABCALL
LXRa.PPARY.GAPDH 5|43 &1 - &1 T 4 18 IR
NI
1.2 RIEES BN S SRS

EEZEERF REZH L N TN HKARFBE 6
B, FAT M AE o g B T S AR K AL &, HEFR Tangier
MEREEGEEEREORZIELRE. THEXER
N EE MR ARA, AEHA L1 HBE. ALER
ERBHETHE L0 KEHARE LI, BERRE, HE
mEMRBEELSBRERLY 21, FRERFT .
£RX B AH 1 800 ymin F L 20 min, B L5 E A
SRETLERE, ZaBER. ARERER 2N
RN B — % A, PBS % % 2 %k (1 500 r/min, 5
min) . ¥ 7E 5 B9 4 L E & T RPMI 1640 ¥ 5 &
(4 25 mmol/L Hepes Buffer, 1% 4 & Bt fi%, 100 ku/L
FEFMBEER 10 EF0E). 6HEEL KRR
BREHES 5% . BAREMTERLY, ET
37C.5%C0, ¥xME#R2h Ja, %k, A 37 CH#H
P RERR 2K B REEMRAER, mREEL
72 W BE 2B O A 4B, 85% VL b . B B R
HMEE FREET, EAT RPMI 1640 3 5 &, i
BEIRE A 1 x10/L, REH £k & mEM
TRIAERKF, 28 MmN 0.0.1.1.0 & 10. 0
Umol/L ¥k & 09 & #& 7| BH, T 37 'C.5% CO, HJ 4 g 3%
I+ 48 W3 5% 24 he
1.3 HHRRBAMERN

Wi B &4 4 B, #2 Trizol A 7 & 3 B 2 BLA
RNA. B2 Vg % 4 40 f & RNA 3 %% K 4 Ak cDNA,
B4 2 W 15 5 X =4 4 B # 4T PCR B30 . AB-

CA1 314 )% % L3 5°-GTA TIT TTG CAA GGC TAC
CAG TTA CAT TTG ACA A-3, Ti% 5 -GAT TGG CIT
CAG GAT GTC CAT GIT GGA A-3 , ¥ H K E A
177 bp; PPARY 5|47 /7 5| L 3 5’ -TGT GAA GCC CAT
TGA AGA CA-3’ |, Ti# 5 -GAG CGG GTG AAG ACT
CAT GI-3’, ¥ #¢ k B K & 4 199 bp; LXRa 5| 41 7 %!
¥ 5°-GCG AGG GCT GCA AGG GAT TCT-3’, T i#
5-ATG GGC CAA GGC GIG ACT CG-3’, ¥ # F Bk
% 376 bp; GAPDH 5| 47 F | £ 3% 5°- TCA CCA
TCT TCC AGG AGC GAG-3’, T ¥# 5’-TGT CGC TGT
TGA AGT CAG AG- 3", A B KE N 697 bp o §
BAM K OLCIEE Smin 5,94 CEM 40~ A4
30 s(LXRa % 60 C, PPARY % 53 C) ~ 72 ‘CH f# 30 s,
$t 32 MEFR, RKPEFF 72 °CEMH 10 min. K L4 K
J&, BUR AL P2 41 6 ML 34T 1. 5% 37 RS A8 8 Bk BB 0K,
Alphalmager 3400 Imaging &% 747 # S 3% B, 3 247
£ 4 HEAERE R GAPDH £ H &K EE, L Z FH &
RELBHWEEE REAT,
1.4 Western blot M =B IR EE A EL1E T Al
ERFIE

TR MR B B2 I R i O\ = 205 20 i B A R e AT
FLZLA#E, 0 °CiR & 30 min, 4 'C.12 000 g & /4 2 min, 3
T, BCA % & @ &, ] 50 Ug & & v A\ 2 x SDS
R A Z o, #E 100 CA A 10 min, L % & F
W E& . A 6%SDS T 7 i B fi dE R T B =
WA H, B PDVF B, MAL LN EHBEUR, 7+
BEEAS TEREME. 5% B I7 80 3 7K 3
W 2 he # 1:200 fm X\ ¥3 A ABCA1 —#1, 4 CH &
3¢ &, TBST # 3 3K, &K 10 min, 1: 2 000 A A\ # AR 3T
AT RILFE S, EW|RHF 1 h, TBST # 3
K, Kl Western blot Bl IAFEETRT X &F. &5
| Alphalmager 3400 Imaging [& & 4 A & 45 % Bg |+ H
o, U A W AR EE A 100% 5 52 % A 3 AT
PR o 2 B AT o
1.5 ZitZF4aE

BEAxEs T, RAFTESN K 1 1, P
<00 NERFREREEN.

2 &R

2.1 T8FIERXT A% R = B AR H A & &4
F Al mRNA FRiXHIEN

FA% 20 2 ABCA1 mRNA )33k B8 2 #& %) B ik
FEERE NI = (P< 0.05), W3 1 A1E 1.
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2%iE

1. FEIRE SR B AM=tRRESEE
F Al mRNA FXBIEM (« £, n= 6)

ERETAE

#* 3. TIETIERT iR Am = MERE S
B &RIEBIF T (x Ts, n=6)

Z R 51 (Mmol/L) mRNA ik %1% 5UBH (Mmol/L) HEARE
0 0. 101 0. 030 0 100% £18%
0.1 0. 313 0. 035* 0.1 228% +£229%*
1.0 0. 607 0. 036" 1.0 587% +£27% ®
10.0 0. 715 £0. 032 10.0 756% *26%

ay P<0.05, 50 Umol/L ZHFIE AL by P< 0.01, 50.1
mol/L 2 % H1I il 21 4«

| BHRFRAHMERNEN=SEBERTESES%ET
Al mRNA B9FR3EX M Jy 100 bp Marker, 1 J9 0 Hmol/L %' 4% %1 il
41, 25 0.1 Hmo/L FHHIFALL, 3 H 1.0 bmol/L ZHFIERAL, 4 N
10. 0 Fmol/L 2 4% 31| i 26 .

2.2 TiEFIER XS B A% BRI | AR B AR R
ZAR v FRF X 24K a mRNA FRIAHIF T

TR HI B 5 A% 40 L8 B )5, PPARY X2 LXRa
mRNA FIFRIEFE FiF(P< 0.05), W3 2 Al 2,

*2. ?1%?']EHX?‘%*&*EHH@L’SL%W#?E%%%%!?vf'ﬁs v A

BF X Sk a mRNA FIABIEM (x Ts, n= 6)
Z R FIE (Hmol/L) PPARY LXRa
0 0.202 0. 024 0.297 0. 047
0.1 0. 448 £0. 029° 0. 608 £0. 059°
1.0 0. 587 F0. 035 0.919 £0. 067
10.0 0. 726 £0. 033* 0. 954 £0. 072

aN P<0.05, 50 Umol/L ' SIMIA LLEL b P< 0.01, 5 0.1
Hmol/ L. %' 1% 51| A 4 EL L
2.3 TRIIER RZMEE =B ESESEEE
F Al EAFREHF M

FAZANM ABCA1 £ H W3R 1k 8 2 4% 51 i vk
BT e ( P< 0.05), W& 3 AIE 3.

3 1R
b6 % Tangier 7 5 R 1 i 55 2 IR £ B B = 0
IR W, BLE A E ABCAL B EEIRER S

a N P<0.05, 50 Umol/L ZHEFIMMALLE; by P<0.01, 50.1
Umol/ L. 2 4% Bl i 20 EC 4«

Y PPAR

GAPDH

S XRa

E 2 pREFRAMEREENTS A EENEERZ G
YFIBF X K a mRNA BIRIA M 4 100 bp Marker, 1 4 0
Umol/L & HIFRAL, 25 0. 1 bmo/L ZH#EFIEH4L, 3 9 1. 0 Umol/L. &
W BIEALL, 4 79 10 Umol/L % 4% HIHH 41

1 2 3 4
ABCA1 . F OF TN

3. Western blot ¥ =R ELEESEEE T Al EAN
=ik 1 0 Umol/L BHFIFIL, 279 0.1 Hmol/L B 4% FIMI4, 3
29 1.0 Bmol/L. B4 FIEAL, 4 4 10.0 Hmol/L. B #& 5 EH4H .

5 BE FE B 3 52 . ABCA T A\ 5400 M Py fE [ i g
RE A1 3, A& 151 % % B 2% 1 (high density lipoprotein,
HDL) /-3 JH [ B0 732 19 55 — 2, B Hush kel A
fEfb i A . IR SR 40 MU 1A ABCATL B %%
SN B AR, JE S AR R B A
WA BT REDIR I BEIR — IR R B A vE & &
e 240 L PAY R DR S e S IR UAT L, AR )
Jlg —BEE A A VE &Y 3R, BT B-HDL; £ 51
g e I I Pt A T e il 4 T T, B AR R 5 IR
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B I AR BROR A B2 HDL™ o pl b S I e s 35
HFE. ABCA1 R 3RIE 7% Ae 5 5040 Mo Py JE [ B2
UUAR, 520 HDL )& 5 73, HDL UK AR /), W
BEA, KPP B R R, Tk /o7 P A B P 189 0

Tk S AN AR 18 B 0 TS T 52 A4 ( PPAR) 1E N A% %2
R R 0L, FENLARRE g SRR i i e AT 5 &
B RATER . A SR L, PPARa & PPARY Xt
ABCA1 ZERRIEH HEERHTIERH . TDZ K4YME
4 PPARY B, BUTTEIRIR B 2 R T 2 BUpE
PRI ARG 256 RE SR R TR T, SR T X R 2 B
T BAEWATREAU S 5 R B R P AE 4, i
AW IR DA R bt % S E F, RN EE Y
Pt As 1EH . BFFLFRBA TDZ K254 T Nl & 2 H il
= Be 0 i g AR, S g B o S R A [ R
= HEKF, 3R & i HDLC K F . i #E BF 5%
R, PPARY [ RSREC AR 5 N T & BB 74k 35 5E 3 n
I 4 i 375 388 R 32 4k CD36 A1 ABCA1 ffy % £ .
T PPARY J (R 6k B /N B, TZD 28259 0 A g
10 W4 0 ABCAT ) 351" 3X 2 s 56 i B
PPARY W] i 4%/ H [ B o % I e as AH Ok
B[R] f 2 3K T 7 AR ] AR R AR A

AHFTCRIN, PPARY BB 2 4% 51 i g % 1A
P AR5 10 76 0o 7 FE A0 I BR A% 40 i ABCAL 1
REREEAKTFHRE. REHEMATE ABCAL
Ja 81 X I PPAR J B TG 1 ( peroxisome proliferator
activated receptor reaction element, PPRE) , {H4 236 1IE
S, PPAR #2071 & %6 5 LXR 2K JE 3) T X ) PPRE
A, BOE M IXR 5 ABCA1 K 257 X /) LXR
RN TCAE S5 &, 3R 8 ABCAL IRk ™. AHF
FuA I Z A% F1) IR BE 3G 0N H A% 40 B PPARY K&
LXRa FIFE KRk, 5 E MO 7R —8L WP
& BB _E 8 e O 2B 3 A% 41 B ABCAT RIE ML IR
Al g8 I PPARV-LXR-ABCA1 B2 23T AHF
FEMARSIMIE B 2 4% 51 e AT g Jd o S A% 20 AB-
CAl K3k, BEMTIEE ABCA L & 45346 hn &b & 240 o

JIEL T 2 O L, 4R v 0 A I HDL K1, 7 AR 470 As BX
JS2, MTITAE & Lo B TR AN 7 T A4 A T

[ &% 3R]
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