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Inhibition of K562 cell proliferation by burdock polysaccharide

and the related mechanism
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Abstract: Objective

and to study its mechanism.  Methods

To study the inhibitory effect of burdock polysaccharide on K562 cell proliferation
An MTT method was used to detect the inhibition of K562 cell prolif-

eration by burdock polysaccharide, and an RT — PCR method was used to detect the expression of BCL —

2mRNA and Bax mRNA. Results

K562 cells; the expression of BCLL—2 decreased, and the expression of Bax gene increased.

Burdock polysaccharide could significantly inhibit the proliferation of

Conclusion Bur-

dock polysaccharide can inhibit the proliferation of K562 cells, and its mechanism may be related to down—reg-

ulating the expression of BCL—2 gene and up—regulating the expression of Bax.
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