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Abstract

AIM: To investigated the expression of human
pituitary tumor transforming gene 1 (hPTTG1)
protein in colorectal cancerous tissues and to
analyze its relationship with clinicopathological
parameters so as to gain more experimental
evidence for hPTTG1’s clinical value in
colorectal cancer diagnosis and relapse.

METHODS: Sixty colorectal cancer samples and
their corresponding noncancerous tissues were
examined for hPTTG1 protein expression us-
ing immunohistochemical staining and Western
blotting analysis. Subsequently, we also studied
the relationship between seven clinicopathologi-
cal parameters and hPTTG1 protein expression.

RESULTS: Of 60 colorectal tissue samples, 50
samples of hPTTG1 protein expression were
positive (93.3%), but only 8 corresponding non-
cancerous tissues were positive and all weakly
positive (13.3%) (x* = 77.13, P < 0.001). There
was a significant correlation between hPTTG1
mRNA expression and serum CEA level, and
CEA = 5 mg/L was significantly higher than
CEA <5 mg/L (5° = 30.886, P < 0.001); hPTTG1
gene was expressed significantly higher in
Dukes C, D stages than in Dukes A, B stages
(¢’ = 9.87, P < 0.001), and significantly higher in
colorectal cancer with the lymph node invasion,
liver or other organs metastasis than no invasion
(x> = 9.87, P < 0.001). The hPTTG1 expression
was not correlated with age, sex, tumor size or
histologic types.

CONCLUSION: The hPTTG1 is overexpressed
in and closely correlated with the progress of
colorectal cancer, therefore hPTTG1 expression
may be helpful for the judgement of the progno-
sis for colorectal cancer patients.
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