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Study on Antitemor Activity and Mechanism of Ganoderma Polysaccharides B Zhang Qunhao, Lin Zhibin
Department of Pharmacology, School of Basical Medical Sciences, Beijing Medical University, Deifing
(100083 )

Objective: To study the antitumor activity and mechanism of Ganoderma polysaccharides ( GL-B).
Methods: Both in vivo and in vitro experiments were conducted in the study. Proliferation of tumor cells was
detected by MTT method, tumor necrosis factor a {TNFu) was detected by bhiclogical assay, and interferon ¥
(IFNY) by enzyme-linked immunosorbent assay (ELISA). The level of mRNA was detected with the method of
reverse transcriptase-polymerase chain reaction {RT-PCR). Results: (1}GL-B 50, 100, 200ug/ml inhibited the
growth of implanted sarcoma 180 in vivo significantly and dose-dependently. (2)GL-B directly adding to the
cultured medium neither induced HL-60 apoptosis nor restrained its proliferation in vitro. {3)The macrophages
and T lymphocytes cultured medium treated with GL-B significantly induced HL-60 apoptosis and inhibited its
proliferation. GL-B significantly increased TNFa and IFNY release and their mRNA expression in the cultured
medium. Conclusion; The anti-tumor activity of GL-B was derived from pronmtmg mRNA expression of TNFa
and IFNY, resulting in TNFa and IFNY release.
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