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[ ABSTRACT] Aim  To investigate the effect of peroxisome proliferators activated receptory (PPAR<y) on the calci-
fication of rat aortic vascular smooth muscle cells (VSMC) induced by transforming growth factor-1 ( TGF-B1).
Methods Rat aortic vascular smooth muscle cells were cultured in vitro and divided into normal control group and different
concentrations of TGF-B1 group (1 pg/L, 2 pg/L, 4 pg/L, 8 pg/L). Then they were divided into normal control
group, calcification group (TGF-B1 4 pg/L), rosiglitazone group ( RSG, 20 pmol/L), and calcification +rosiglitazone
(RSG, 20 wmol/L) group. The effects of agonist RSG on calcification of VSMC, calcium content and alkaline phospha-
tase ( ALP) activity were detected in the cells, alizarin red S staining was used to detect the formation of calcified nodules,
and Western blot was used to detect vascular smooth muscle cells marker a-smooth muscle actin («-SMA) , PPARYy, pro-
tein expression of osteoblast-like marker Runt-related transcription factor ( Runx2). Results  Compared with the
normal control group, calcium deposition and ALP activity of VSMC treated with TGF-B1 were significantly increased ( P<
0.05) , and the effect was most obvious when TGF-B1 concentration was 4 pwg/L.  And Runx2 expression of osteoblast-like
cell was significantly increased ( P<0.05), while a-SMA expression of smooth muscle cell markers was decreased ( P<
0.05). Whereas calcium sulfate deposition and ALP activity of VSMC were significantly decreased (P<0.05), a-SMA and

PPARY expression was significantly increased after RSG was added( P<0.05) , on the contrary, Runx2 expression was sig-
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nificantly inhibited (P<0.05).

Conclusion TGF-B1 can induce differentiation and calcification of VSMC into osteo-

blast-like cells, and TGF-B1-induced calcification of VSMC can be inhibited by PPARYy agonist RSG.
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Figure 1. Alizarin red S staining was used to detect calcification in VSMC of each group
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Figure 2. Detection of calcium content and ALP activity in VSMC induced by TGF-f1
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Figure 3. Detection of calcification under RSG intervention in VSMC of each group
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Figure 4. Western blot analysis of the expression of related proteins in VSMC of each group
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