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Expression of IGF-2 in colorectal cancer and its clinical significance
Laboratory, Huzhou Central Hospital, Huzhou 313000, China
[ Abstract ] Objective To explore the expression and clinical significance of insulin—like growth factor 2(IGF-2) in patients
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with colorectal cancer. Methods Seventy-nine patients with colorectal cancer admitted in Huzhou Central Hospital from January
2017 to May 2018 were recruited. The tumor tissue samples of colorectalhcancer patients were obtained, and the expression of
IGF-2 mRNA and protein in tumor tissues were detected by gRT—=PCR and immunohistochemical staining, respectively.

Results The expression of IGF-2 mRNA and protein in colorectal cancer was correlated with TMN staging(all P<<0.05), but not

correlated with patients' age, gender, BMI and tumor site(all’P =0:05).

and development of colorectal cancer.
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Conclusion |IGF-2 may be involved in the occurrence

Insulin—like'growth-factor-2 Gene Protein
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