5534 55 22 1 B, = E BE K ¥ % Vol. 34, No. 22

2288 2012 4E 11 A 30 H J Third Mil Med Univ Nov. 30 2012
. - 5
'Lb % S 1000-5404 (2012 )22-2288-04

Z &I E X R A i R B EE N F S E5fE X E R ACAT-1 ABCA-1 RiZH N

2 H' 4 F L EER . EFA  RELE RN Mg HEE, Hag (730000 >, 22 M e 45—
I RS 2B R 55— EE B0 RR)

(FZE] Hh WP ARG RAW264. 7 E W5 0 R 4 A I B r 0 1 e 5 e R 9k Ll e A- I o] st o S e 75
fif-1 (acyl coenzyme A cholesterol acyl transfer enzyme 1,ACAT-1) \ =BEMRIRH 45 & &f%ia 5 H A-1 (ATP combination box of
transporter 1, ABCA-1) 23k (5200 , ¥R 2 4% 51 TR X6 R 240 M T ) iy s i B Pl R A VE FABLA o Jii 7F DMEM =i 5%
SR EEE RAW264. 7 B WEANA , 34 58 2 BEHL /T 205 100 : D28 N IR (B IS SR LR IR B ) s @ R IR EE IR R
[ (oxidized low density lipoprotein, oxLLDL) £ ( FIZ& ¥ & 4y 30 mg/L 1) oxLDL % 5F 48 h) ;@oxLDL + % #& 51| i 25 ( 435 F £
WEE 5.10.20 pmol/L (B 45 5 + 30 mg/L oxLDL H[RIMFE 48 h) (n=10) o RFAIIMLL O Je 0 VLS IR 20 A, I e )
3751 0 45 2 400 i P IR 5 B2 total cholesterol, TC ) F1i 5 JIH [ 52 ( free cholesterol ,FC) ¥ 7 &, Western blot {246 1 45 21
4iiffl ACAT-1 F1 ABCAL (3RIEK . 53R oxLDL 21 Hb et I R 40 M 9% L B B 21 O 2 €5, ox DL + A% 3] I 2 o A 4t
JHi e 5 G £ BH {2 F oxLDL ZH A 411 5 55 oxLDL Z{AH Lt , oxLDL + k£ WAL TC J FC B EFEAR(P <0.05) , H 2K
#B11E ; Western blot 4 45 5 2 A, 7R [6] 4k ¥ (5.10.20 pumol/L) oxLDL + % #% 51 Bl 240 ACAT-1 25 4 #3543 %14 (0. 94 +
0.11) .(0.86 £0.13) .(0.58 £0.12) , 55 oxLDL 41 (1. 19 +0. 12) I H AT 2595 5 (P <0.05) , AR [FIHJ oxLDL + % 45 5l
4] ABCAL ZE [ 3554034 (0.72 £0.08) .(0.91 £0.15) .(1.15 0. 11) , 5 oxI.DL 41(0. 63 £0.05) M H A B £ 2 8 (P <
0.05) , H B EMHTE, 58 T HFIER ] GE#E i 5] ACAT-1 i3k Z AR #E ABCA-1 (1932 3598 /0 I 7K 44 A TE %, DA T
RIFEHAUS KA AL VR o

(IR ] D5 ; PR AR 0 [ 5 Sl Pk s A A Ak

[FPEESES] R543.5;R966;R977.15 [ XHFRERD] A

Effect of rosiglitazone on expression of acyl-coenzyme A cholesterol acyltransferase 1

and ATP-binding cassette transporter Al in foam cells
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[ Abstract | Objective To investigate the effect of rosiglitazone on cholesterol content and the expres-
sion of acyl-coenzyme A cholesterol acyltransferase 1 ( ACAT1) and ATP-binding cassette transporter Al
(ABCAL1) in RAW264.7 macrophage-derived foam cells, and to explore the mechanism of rosiglitazone in foam
cell formation. Methods Mouse macrophage RAW264.7 cells were cultured in high-glucose DMEM and were
randomly divided into a control group, an oxidized low-density lipoprotein (oxLLDL) group, in which cells were
incubated with 30 mg/L oxLLDL for 48 h, and an oxLLDL + rosiglitazone group, in which cells were incubated
with 30 mg/L oxLDL plus 5, 10 and 20 wmol/L rosiglitazone for 48 h, respectively (n =10). The formation of
foam cells were identified by oil red O staining. The levels of intracellular total cholesterol (TC) and free cho-
lesterol (FC) in each group were determined by a cholesterol detection kit, and the expression of ACAT-1 and
ABCA-1 protein was determined by Western blotting. Results Mouse macrophage RAW264.7 cells in the ox-
LDL group were stained by oil red O, but the color of the macrophages in the oxLLDL + rosiglitazone group was
lighter than that in the oxLLDL group. Compared with the oxLLDL group, the contents of intracellular TC and FC
in the oxLDL + rosiglitazone group significantly decreased (P <0.05) in a dose-dependent manner. Western
blot results showed the expression levels of ACAT-1 in the oxLDL + rosiglitazone group with different concentra-

tions of rosiglitazone (5, 10 and 20 pmol/L) were (0.94 +0.11), (0.86 £0.13) and (0.58 £0.12),
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respectively, which were significantly different from that in the oxI.LDL group (1.19 £0.12) (P <0.05). The

expression levels of ABCA-1 in the oxLLDL + rosiglitazone group with different concentrations of rosiglitazone (5,

10 and 20 wmol/L) were (0.72 +0.08), (0.91 +0.15) and (1.15+0.11), respectively, which were also

significantly different from that in the oxLDL group (0.63 £0.05) (P <0.05). Conclusion

Rosiglitazone

may inhibit foam cell formation by decreasing the expression of ACAT-1 and increasing the expression of

ABCA-1, which plays an important role in inhibiting atherosclerosis.
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