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Abstract

AIM: To explore the effects and mechanism of
Qigesan and its separated formula on tumor
angiogenesis.

METHODS: Exponentially growing Ecal09 hu-
man esophageal carcinoma cells (1 x 10° cells/
mouse) were injected subcutaneously into the
flank of 6- week-old female BALB/c nude mice.
On the next day after inoculation, the decoctions
(40 folds of adult dosage) of Qigesan (W) and its
separated formula (blood-activating group P and
resolving phlegm group R) were administered
by oral gavage once a day for 60 days. Microves-
sel density (MVD) and VEGF expression in the
transplanted tumor was detected using immu-
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nohistochemtry, and the protein expressions of
EGFR, PDGEFR, VEGF and phospholipase C-y1
(PLC-y1) were determined using Western blot.

RESULTS: Microvessel density (MVD) in the
transplanted tumor of all treatment groups were
markedly decreased compared with that in con-
trol group (36.43 + 4.16, 40.29 + 2.87 42.43 + 3.04
vessels/mm” vs 48.57 + 7.45 vessels/mm’, P <
0.05 or 0.01) MVD and VEGF had statistically
positive correlation by SPASS13.0 (r = 0.712,
P = 0.0005). The protein expressions of EGFR,
PDGEFR, VEGF and phospholipase C-y1 (PLC-y1)
were obviously decreased compared with that in
control group. Inhibitory effects of Qigesan and
its separated formula on MVD and those protein
expressions were the best in group W and sec-
ond in group P.

CONCLUSION: Qigesan and its separated for-
mula can inhibit tumor angiogenesis, which is
related to the inhibition of protein expressions of
EGEFR, PDGFR, VEGF and PLC-y1.

Key Words: Qigesan prescription; Esophageal carci-
noma cells; Tumor transplanted nude mice; Tumor
angiogenesis; Epidermal growth factor receptor;
Platelet-derived growth factor receptor; Vascular
endothelial growth factor; Phospholipase C-y1
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