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Effects of transfected SOCS3 gene on proliferation of rat pulmonary arterial smooth

muscle cells under hypoxia
BAI Lil, YU Zu-bin’, QIAN Gui—shengl, LI Shu—pingl9 GUAN Songl (Institute of Respiratory Diseases “Department of Thoracic
Surgery, Xinqgiao Hospital, Third Military Medical University, Chongqing 400037, China)

Abstract: Objective To explore the effects of transfected SOCS3 gene on the proliferation of rat pulmonary ar-
terial smooth muscle cells (PASMCs) under hypoxia. Methods PASMCs were cotransfected with pEFSOCS3 and
PSV2neo by liposome method. The expressions of SOCS3 mRNA and protein were detected by RT-PCR and immuno-
cytochemistry, respectively. Tyrosine-phosphorylated Stat3 level was measured by Western blotting. Flow cytometric
DNA analysis and 3H-TdR incorporation was used to detect the cell proliferation. Results The SOCS3 expression
was confimmed by RT-PCR and Western blotting in PASMCs transfected with SOCS3 gene, respectively. Compared
with that in the control group (non-transfected and pEF and psv2neo cotransfected A549) at the same hour under hy-
poxia, tyrosine-phosphorylated STAT3 level decreased greatly in PASMCs transfected with SOCS3 gene (P<Z0.01);
the cells in PASMCs transfected with SOCS3 gene at G1/G phase increased and those at Go/M =S phase decreased
significantly under nomoxia and hypoxia (P<C0.01). *H-TdR incorporation in PASMCs transfected with SOCS3 gene
was significantly lower than that in the control group under nomoxia and hypoxia (P<<0.01). Conclusion SOCS3
protein may inhibit the proliferation of PASMCs by down-regulating the tyrosine-phosphorylated level of STAT 3 protein.
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