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Effect of Heat Shock Protein 90 on Proliferation of Rat Aortic Smooth
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ABSTRACT Objective: To investigate the effect of heat shock protein 90 (HSP90) on proliferation of rat aortic smooth muscle cells
induced by PDGF (Platelet derived growth factor). Methods: The primary aortic smooth muscle cells were cultured from thoracic aortas
by collagenase digestion methods. The expression of HSP90 was intervened by liposomes with siRNA, and determined by real-time PCR
and western blot. Proliferation of smooth muscle cells were stimulated PDGF-bb, and were detected by CCKS assay. The cell cycle of
smooth muscle cells were determined by flow cytometry. Results: Smooth muscle cells transfected with siRNA 24 h later, mRNA and
protein levels of HSP90 significantly decreased by 65.3% and 57.6% respectively, compared with control groups. The proliferation of
fibroblasts were markedly promoted by PDGF-bb, but HSP90 siRNA suppressed the cell proliferation. Flow cytometry assay showed that
smooth muscle cells transfected with HSP90 siRNA were found arrest in the G1 phase of the cell cycle. Conclusions: HSP90 is involved
in the proliferation of smooth muscle cells by regulating cell cycle.
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Fig. I The inhibition efficiency detection of HSP90 siRNA by real-time
PCR (A) and western blot (B)

7 :*P<0.05 vs XTHRAH, **P<0.01 vs XTHEZH
Note: *P<0.05 vs control group, **P<0.01 vs control group.
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Fig. 2 The proliferation detection of smooth muscle cell by CCK8 assay
7 :*P<0.05 vs XF BB 2H, **P<0.01 vs XTHEZH, “P<0.05 vs PDGF-bb 2H,
Note: *P<0.05 vs control group, **P<0.01 vs control group
"P<0.05 vs PDGF-bb group.
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Fig. 3 The cell cycle detection of smooth muscle cell by flow cytometry
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