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AR ML R/ 51 IR 2 (prostaglandin, PG) BT, F B A i ) F0 77 &
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[A] Kk B 43 F ( intercellular adhesion molecule 1, ICAM— 1) mRNA
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tk.E ( aclenylae eyclase, AC) T SZILK . “FI8 W41 AL LA B 2 W
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B NE 7 B R 1A 1 B (serum glucocorticoid— regulated
kinase, SGK) A& L& T~ 18 L 41 A3 389 58 1) B B B2 2% TR . I
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FHER™ .

5 #HiA
R IAGE T GG 5 K RE A B 5 A % 0 % 7 T



362

ISSN 1007-3949 Chin ] Arterioscler, Vol 7, No 4

GC 53l rE AL BT T R VI I, R EALAE GC 54
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