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ABSTRACT Objective: To explore the effect of Endoplasmic reticulum stress  (ERS) on phenotypic modulation of pulmonary arterial
smooth muscle cells. Methods: Collagenase I digestion methods were applied for culturing primary PASMCs of rats. TM or 4-PBA were
used to induce or inhibit ERS. MTS were proliferation assay. Western blot and RT-PCR were used to investigate the protein and mRNA
levels. Results: TM induced the expression of ERS marker GRP78 and XBP1 of PASMCs in a concentration-dependent way. Low con-
centration of TM made the PASMC:s proliferation while too high concentration would make the cells apoptosis. TM reduced the expres-
sion of SM22 alpha whild up-regulated the expression of collagen I in PASMCs. Meanwhile, 4-PBA which were used to inhibited ERS
would restored the expression of SM22 alpha and collagen 1. Conclusions: Endoplasmic reticulum stress induced phenotypic modulation
in pulmonary arterial smooth muscle cells, which might be one of the mechanisms of pulmonary hypertension.
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Fig.1 The effects of different concentrations of TM on the GRP78 and
XBP-1 mRNA expressions in the PASMCs
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Fig.2 The effects of TM on the proliferation of PASMCs
N=6, *P<0.05, **P<0.01
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Fig.3 The effects of TM on the SM22 alpha expressions in the PASMCs. A.
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The results of western blot analysis. B. The results of qRT-PCR analysis.
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Fig.4 The effects of TM on the collagen I in PASMCs

A. The results of western blot analysis. B. The results of qRT-PCR analysis
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Fig.5 The effects of 4-PBA on the expressions of collagen I and SM22
alpha mRNA in PASMCs induced by TM. A. The results of western blot
analysis. B. The results of qRT-PCR analysis
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