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[ ABSTRACT] Aim To investigate the effects of atorvastatin treat on secretion of prostaglandin I, ( PGl,) and monocyte che-
Methods RACE were cultured within basal
medium.  When cells grew to the stage of confluence, 50 mmol/L. homocysteine (HCY) and variant concentration of atorvastatin
(5, 15, 30 and 50 mmol/L) were added, for another 8 hours.
sults RAEC were injured severely by HCY.
Conclusion Atorvastatin reduce MCP-1 and increase PGI, secretion in damaged RAEC.

Atorvastatiny, Homocysteine;  Prostaglandin I,;  Monocyte Chemoattractant Proteirr 1

moattractant proteirr 1 (MCP-1) in cultured rat artery endothelail cells (RACE) .

PGL, and MCP-1 were examined in nutrient solution. Re
Within atorvastatin medium, PGI, increased and MCP-1 decreased.  This effect

was dose- depenedent.
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&4 B AL M M 2= F A 8] Trypsin 0. 25% JR & & Bg
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MCP-1 ELISA X7 &4 & - #& 8 & A F .
1.2 KERENKAFAMRAEFRREE

ABEARES AL, BEOHEHELERER
B AR, K M199 3 72 %, v\ 20% fig 4 1 7%, 100
k/L EEZ,100mgL B X, BEHTERMAT, B
37°C.5%CO, WA H, 24 h 5#e i, WEE 2 R#k
BLK. 4~ S REHAMRALARS. BIEEHME
TUE, AR ERR RS AR, CAREE, B
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Tk, BT 96 FR(1x10/3), B/ L fF
MI199 3 &R K 12 h 4 M E ¥, 5 R X #t
(L3l len b o4, 4 16F. RARLEA
7o 1 vE M199 ¥ 7% 8 h; 417 42 LA & 50 mmol/L HCY
BTG 78 M199 35 5% 8 hy A [B] vk B I 46 £ i 7T 48 DA
5.15.30 #1 50 mmol/L. [F & X ft JT A 4 50 mmol/L
HCY #9717 M199 3 5% 8 ho
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BiRE&IEE, 2R KE EERET- 30CA K
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4 & AR B PGL A F.
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50 mmol/L, HCY A B & 45 45 K B = 30 ik 9 B2 40
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(P< 0.01); 5.15.30 A1 50 mmol/L fil $E4% fl T 5
HCY i & 5, PGL /KT, 2 8 % 17 & 48t
P, R & TG P< 0.01; £ 1) .
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ML dN P< 0.01, 55 mmol/L FIFEARABITHILE; e N P<
0.01, 5 15 mmol/L BT R T 40 Lb 4% .
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