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Inhibition effect of PTPRJ over-expression on proliferation

and migration of vascular endothelial cells

Xu Xiaobing Guo Meixia Jin Xinxin et al

( Dept of Gastroenterology Clinical School of Nanjing Second Military Medical University

Nanjing General Hospital of Nanjing Military Command Nanjing 210002)

Abstract Objective

To investigate the effect of PTPRJ over-expression on cell proliferation and migration of vas—
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cular endothelial cells. Methods HUVEC cells were transfected by PTPRJ plasmids. PTPRJ expression was detec—
ted by immunofluorescence Western blot and RT-PCR. ERK,,, phosphorylation was measured by Western blot.

Expression of PDGFB was detected by RT-PCR. Cell proliferation rate was measured by BrdU nuclear incorpora—
tion assay. Cell migration rate was detected by wound healing assay. Results Tmmunofluorescence showed that
PTPR] was mainly distributed in cell membrane after PTPR] plasmids transfection. ERK,,, phosphorylation was in—
hibited and PDGF-B mRNA was down—egulated by PTPRJ plasmids transfection. Cell proliferation rate decreased
after PTPRJ-WT transfection compared with empty vector transfection ( P =0.004) . Cell migration rate decreased
after PTPRJ-WT transfection compared with empty vector transfection ( P =0. 002) . Conclusion PTPR] has criti—
cal negative influence on cell proliferation and migration of HUVEC cells by reversing ERK, ,, activation and inhibi-
ting PDGF-B expression.

Key words angiogenesis; PTPRJ; PDGF-B; cell proliferation; cell adhesion



