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Abstract: Objective To study the expressions of mammalian target of rapamycin( mTOR ) , phosphatase and tensin homo-
log deleted on chromosome ten( PTEN) , pleckstin homology domain leucine-rich repeat protein phosphatase ( PHLPP) ,vas-
cular endothelial growth factor( VEGF ) and p53 proteins in colon cancer tissues and discuss the clinical significance and
potential molecular mechanism of occurrence and development of colon cancer. Methods The colon cancer tissue samples
of 65 colon cancer patients from March 2011 to October 2012 and normal colon tissues samples of 25 patients with abdomi-
nal trauma were collected. The positive expression rates and relative expression quantities of mTOR , PTEN, PHLPP, VEGF,
pS3 proteins in tissues were detected by immunohistochemical method and Western-blot method, respectively, and the re-
sults were compared between two groups. Results The positive expression rates of mTOR,PTEN, PHLPP, VEGF and p53
proteins in normal colon tissues were 12.0% ,96.0% ,92.0% ,12.0% ,8.0% ,respectively, and were 78. 5% ,23. 1% ,
20.0% ,92.3% and 67.7% ,respectively in colon carcinoma tissues. The expressions of mTOR , VEGF and p53 proteins in
colon cancer tissue significantly higher than those in normal colon tissues (all P <0.01) ,while the expressions of PTEN
and PHLPP in colon cancer tissues were significantly lower than those of normal colon tissue(all P <0.01). Western-blot
test showed that the later TNM stage, the higher expressions of mTOR and VEGF proteins (P <0.05 or P <0.01) and the
lower expressions of PTEN and PHLPP in colon cancer tissues (P <0.05 or P <0.01) ,while there was no obvious changes
of p53 protein expression in different TNM stages. Conclusions The mTOR signaling pathway protein and PTEN, PHLPP
and p53 tumor suppressor genes might participate in the signal transduction of occurrence, invasion, metastasis of colon
cancer . It is prompted that the inhibitors of mTOR pathway proteins can be used for the therapy of colon cancer.
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