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Effect of sulfated polysaccharide from masson pine pollen on [Ca*']; regulation
and proliferation of arterial smooth muscle cells from rats

GENG Yue, ZHAO Hong
Shandong Provincial Key Laboratory of Animal Assistance Biology, School of Life Science, Shandong Normal University, Jinan
250014, China

Abstract: Objective To explore the effects of polysaccharide PPM60-A from masson pine (Pinus massoniana) pollen and its sulfated
derivative SPPM60-A on [Ca?']; regulation and proliferation of arterial smooth muscle cells from rats. Methods Polysaccharide
(PPM60-A) was extracted by hot water, classified by 60% ethanol from masson pine pollen and purified by Sephacryl S-400HR.
Sulfated polysaccharide (SPPM60-A) was obtained from PPM60-A modified by chlorosulfonic acid-pyridin method and its
esterification degree is 1.28. The original generation of vascular smooth muscle cells (VSMCs) was obtained by enzyme digestion with
collagenae from artery of rats. The effects of PPM60-A and SPPM-60A on [Ca?']i regulation and cell proliferation were determined.
Results Both PPM60-A and SPPM60-A could decrease the [Ca?']; significantly, inhibit the rising of calcium ion concentration
induced by KCI and noradrenalin (NE); reduce the calcium ion level pretreated by KCI; inhibit the VSMCs proliferation induced by
NE. Conclusion PPM60-A and SPPM60-A could inhibit the influx of calcium ion and the proliferation of VSMCs.

Key words: masson pine pollen; sulfated polysaccharide; arterial smooth muscle cells; calcium ion; proliferation
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