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Impact of Polysaccharide of Trametes Robiniophila
Murr (PS-T) on the Chemosensitivity in Human Lung

Adenocarcionoma Cells H1299

HE Yong, HU Yi-Jie, FAN Shi-zhi, et al.
(The Research Institute of Surgery, Daping Hospital, The Third Military Medical University,
Chongging 400042, China)

Abstract: [Purpose ] To investigate the effect of PS-T on growth in vitro and chemosensitivity
of H1299 cells (pS3-null) of human lung adenocarcinoma. [Methods] The effect on growth of
H1299 cells with PS-T was observed by MTT assay. The change of chemosensitivity on cis-
platin(DDP), adriamycin(ADM) was observed by flow cytometry and colony formation assay.
[Results | PS-T significantly inhibited growth of H1299 cells in vitro and the antiproliferatitive
effect occurred in a dose dependent manner. MTT assay showed that the 1Cs, values for DDP
and ADM were reduced to approximate 4 and 45 fold respectively when PS-T' combined with
chemotherapeutic agent. Chemotherapeutic drugs (1.25wmol/LL DDP or 0.25pumol/L. ADM)with-
out inhibition essentially suppressed growth of H1299 cells markedly when they combined with
PS-T (1.0g/L). The DDP-induced apoptosis rate increased from 12.8% to 33.5% (P<0.01)and
the ADM-induced apoptosis rate increased from 22.7% to 51.0% (P<0.01)when they combined
with PS-T' by flow cytometry. In colony-formation assays, the colony number acted by
chemotherapeutic agents significantly decreased when they combined with PS-T (P<0.01). The
sensitive enhancement ratios were 1.9 and 1.6 for DDP and ADM, respectively. [Conclusion ]
PS-T is capable of inhibiting the growth in vitro of human lung adenocarcinoma cells H1299
and enhancing its sensitivity to chemotherapeutic agents(DDP or ADM). This role is not depend
on p53 gene.

Key words: polysaccharide of trametes robiniophila murr (PS-T); lung neoplasms;

chemotherapeutic sensitivity; pS3 gene
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