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Expressions of IGF-I and IGF-IR in colon cancer

and clinical significance
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Abstract: Objective To investigate the expressions of insulin-like growth factor T ( IGF-I) and its receptor insulin-like
growth factor I receptor( IGF-IR) in colon cancer and the association of IGF-I and IGF-IR expressions with clinicopatho-
logical characteristics and prognosis. Methods Reverse transcriptase polymerase chain reaction (RT-PCR) was used to
analyze the expressions of IGF-I mRNA and IGF-IR mRNA in colon cancer tissues (114 cases) , colon adenoma tissues
(136 cases) and normal colon tissues(58 cases). Immunohistochemical method was used to detect the expressions of IGF-
I and IGF-IR proteins. The relationship between expressions of IGF-1 and IGF-IR and clinicopathological characteristics was
analyzed. Results The mRNA expression levels of the IGF-I and IGF-IR in colon cancer tissues was significantly higher
than those in colon adenomas tissues and normal colon tissues (all P <0.05). Single factor analysis showed that the mRNA
expression levels of IGF-I and IGF-IR in colon cancer tissues were significantly associated with differentiation degree ,inva-
sion depth and Dukes staging of colon cancer (all P <0.05). The positive expression rate of IGF-IR protein in colon cancer
(62.3% ) was significantly higher than those in normal colon tissues(5.2% ) (P <0.01) and colon adenoma tissues
(44.9% ) (P <0.05) . The positive expression rate of IGF-I protein in colon cancer(70.2% ) was significantly higher than
those in normal colon tissues(10.3% ) (P <0.01) and colon adenoma tissues(41.9% ) (P <0.05). Single factor analysis
showed that the expression of IGF-IR protein was significantly associated with Dukes staging, differentiation degree, gross
type of tumor,and the expression of IGF-I protein was significantly associated with Dukes staging and differentiation degree
of tumor (all P <0.05). Multifactor Cox regression analysis showed that the differentiation degree of cancer tissues, Dukes
staging and the protein expressions of IGF-I and IGF-IR were the independent risk factors affecting prognosis of colon canc-

er patients. Conclusion  IGF-I and IGF-IR are involved in the development of colon cancer,and can be regarded as indi-
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cator for the evaluation of biological behavior and prognosis of colon cancer.

Key words: Insulin-like growth factor I; Insulin-like growth factor I receptor; Colon cancer; Lymph node metastasis;

Invasion depth; Dukes staging; Prognosis
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