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Abstract: Objective To investigate the mechanism of troglitazone on pulmonary artery smooth muscle cells(PASMCs) under hypoxia.
Methods Human PASMCs were cultured with 20 wmol /L troglitazone for 72 h under the condition of 5% CO2 +94% N> + 1% O, at
37 °C.The gene expression of PTEN, Caspase —3 and Caspase —8 in PASMCs was determined by polymerase chain reaction(PCR), and
the protein expression of PTEN, p — Akt and Akt was determined by Western blot. Results Troglitazone inhibited the proliferation of
PASMCs under hypoxic. The expression of PTEN mRNA and protein in PASMCs in the troglitazone group were increased. Troglitazone
increased the activity of Caspase —3 and Caspase —8 in PASMCs, PTEN inhibitor[bpV (HOpic)] and PPAR<y inhibitor(GW9662) could
reverse the inhibitory effect of troglitazone on the proliferation of PASMCs by down — regulating the gene expression of PTEN.

Conclusion Troglitazone can enhance the expression of PTEN, promote apoptosis of PASMCs under hypoxia, and enhance the expression

of PTEN through PPARy pathway.
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