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Abstract

AIM: To investigate the signaling pathways
involved in the action of Qigesan in treating
esophageal cancer, the effects of Qigesan and
its different individual components on tyrosine
phosphorylation of PDGFR-PLC-y1 were studied
in primary cultured esophageal carcinoma cells.

METHODS: Cells from surgically resected hu-
man esophageal carcinoma specimens were pri-
mary cultured and treated with PDGF and the
water extracts from Qigesan and its individual
components. Total protein and tyrosine phos-
phorylated levels of PDGFR and PLC-y1 were
assessed by Western blotting.

RESULTS: There was no difference in the lev-
els of PDGFRp and PLC-y1 proteins before and
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after treatment of primary cultured esophageal
carcinoma cells with water extracts from Qigesan
and its separated components for 15 minutes
and PDGF-BB for 4 minutes. The tyrosine phos-
phorylation levels of PDGFRB and PLC-y1 were
markedly increased by stimulation with PDGEF-
BB, and markedly decreased in cells treated with
Qigesan and its separated components, which
showed the best effects for promoting blood
circulation group, while the second best was a
whole prescription of Qigesan.

CONCLUSION: Inhibiting growth signaling via
inhibition of tyrosine phosphorylation of PDGFR
and PLC-yl is an important mechanism in the
treatment of esophageal cancer with Qigesan and
its separated components.

Key Words: Qigesan prescription; Esophageal carci-
noma; Phospholipase C-y1; Platelet-derived growth
factor receptor; Tyrosine phosphorylation; Western
blotting
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