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Effects of SOCS3 gene on the expression of ¢ — myc mRNA and proliferation
of rat pulmonary arterial smooth muscle cells under hypoxia conditions
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[ABSTRACT] AIM: To explore the eflect of SOCS3 gene on the expression of « — mye mRNA and proliferation of rat pul-
monary arterial smooth muscle cells (PASMCs) under hypoxia conditions. METHODS: PASMCs was cotransfected with pEFSOCS3
and pSV2neo by lipofectamine, and positive cell clones were obtained after being screened with G418 . Expressions of SOCS3 protein
in PASMCs before and after transfection were detected by immunocytochemistry, respectively. Before and after transfection, PASM-
Cs were exposed to normoxic and hypoxia conditions at various time- points, respectively, and the expressions of ¢ — myc mRNA were
assessed by semi — quantitive RT - PCR. [*H] - TdR incorporation method was used to detect the cell proliferation. RESULTS:
The expression of SOCS3 protein was confimed by immunocytochemistry in PASMCs transfected with SOCS3 gene. ¢ — myc mRNA
level in the SOCS3 gene — translected cells exposed to hypoxia were remarkablely lower than that in the control cells, respectively
(/7 <0.01). Compared with the control groups at the same time points, [*H] — TdR incorporation in SOCS3 gene — transfected
cells was significantly low. CONCLUSION: SOCS3 protein may inhibit the proliferation of PASMCs by downregulating the ¢ — myc
gene expression under hypoxia conditions.
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Fig | Immunocytochemical staining of a-SM actin showing brown
filament in cytoplasm of primarily cultured PASMCs (ABC.
x 400).
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Fig4 Immunocytochemical staining of SOCS3 protein showing
negative staining in cytoplasm of the control PASMCs
(ABC., x 200).
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Fig 3 Immunocytochemical staining of SOCS3 protein showing
brown particles in cytoplasm of PASMCs transfected with
pEFSOCS3 (ABC. x 400).
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