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[ABSTRACT] Aim To observe the effect of rosiglitazone on apoptosis and expression of Phospho-Sm ad2 /3 of tho-
racic aorta vascular snooth musle cell (VM C) of hypercholesterol rat in vitra M ethods Prmary culres of rat
VMC were obtaned enzym atically fran dissociated hypercholesterol SD rat thoracic  Cells at passage five through eight
were used in this experment A fler VM C were serun -starved for 24 hours they were randan ly divided into wo parts
part 1, cells were subdivided into four groups control group  @rosiglitazone group( concentration of rosiglitazone w as
100umoll in this experinent), Mrosiglitazone + GW 9662 group  rosiglitazone + antFTGF-B1 group the expression of
p-Smad2/3 after I hourwas detected by W estem-blot ~ The apoptosis of VM C was observed by flow cytam etry after 24
hours Part 2 cells were subdivided into wo groups control group  @rosiglitazone group  expression level of p-Smad2 /
3afterQ 05 1, 2 § 12 24 hourswere detected by W estem-b lot Results Our experinent show that the rate of
apoptosis mn VM C treated w ith rosiglitazone w as higher than control group(P < Q 05) after 24 hours  The rate of apopto-
sis n VM C in the groups treated w ith rosiglitazone + GW 9662 or rosiglitazone + antfTGF-B1 were higher than the group
treated w ith rosiglitazone(P < Q 03), fram this we may conclide that GW 9662 and anti TGF-B1 would partly reverse the
apoptosis of VM C induced by rosiglitazone The expression levels of p-Smad2/3 in the group treated w ith rosiglitazone were
higher than the control group after Q@ 5 hour(P < Q 05), and the expression level of p-Smad2/3 reached the highest n 1
hour(P < O 05) then decreased fast after top(P < Q 05), fran this we may conclude that rosiglitazone was able to nduce
VMC expression p-Smad2/3 Furthemorg the levels of p-Smad2/3 i the group treated w ith rosiglitazone was higher than
the groups treated w ith rosiglitazone + GW 9662 or msiglitazone + antfTGF-B1, fran this we may conclude that the
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GW 9662 and antrfTGF-B1 both could partly reverse the expression levels of p-Smad2/3 in VM C induced by rosiglitazone
Conclusion The apoptotic effect of rosiglitazone m VM C would be mediated by am echanisn that ncludes the actr

vation of PPAR-Y, inducing the apoptosis of VM C by up-regulation of the expression level of the P-Smad2 /3
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