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Mechanisms of promoting proliferation of vascular smooth muscle cells by Salvia miltiorrhiza lectin”
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[Abstract] Objective

the proliferation of vascular smooth muscle cells (VSMCs) in rats. Methods

To explore the mechanism of the effect of Salvia miltiorrhiza lectin (SMLP) on
The SMLP was isolated from
Salvia miltiorrhiza by protein separation and purification technology. The MTT assay was performed to detect
the proliferation of VSMCs in rats after SMLP treatment. The expression levels of proliferation-related genes
were detected by Western blot. The prokaryotic expression vector of pet-28a-sml was constructed,and SMLP
was purified by affinity chromatography. The activity of purified SMLP was tested by RBC agglutination ex-
periment. Results The SMLP isolated from Salvia miltiorrhiza could promote the proliferation of VSMCs in
rats,and the expression levels of proliferation-related genes (p-AKT and p-mTOR) were significantly in-
creased, while the expression levels of apoptosis-related genes (JNK1 and Bax) were decreased obviously. The
prokaryotic expression vector pet-28a-sml was successfully constructed,and the SMLP was purified in vitro.
The RBC agglutination experiment showed that the purified SMLP protein was functional in vitro.
Conclusion SMLP can promote the proliferation of VSMCs in rats. The expression and purification method of
SMLP in vitro was established, which lays a foundation for further study on the function of the protein.
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