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[ Abstract] Background and purpose: It is reported that Hesl is related to the progression and metastasis of
many kinds of tumor. This study was to investigate the expression of Hesl in colon cancer and its effect on tumour-
formation ability of SW620 cells. Methods: The expression of Hesl in colon cancer tissues and control normal
samples was analyzed by immunohistochemistry and quantitative reverse transcription-polymerase chain reaction (qRT-
PCR), and the relationship between Hesl expression and differentiation in human colon cancer was detected. Hesl
overexpressing SW620 cell lines were established, and the expression of Hes] mRNA and protein was detected by qRT-
PCR and Western blot simultaneously. We also detected the effect of Hesl on the ability of tumour-formation in Hesl
overexpressing SW620 cells in nude mice in vivo. Results: We found that Hes1 was expressed in almost all normal
tissues, particularly at the bottom of the crypts, and in all cancer tissues, including moderate and poorly differentiated
cancer samples and well-differentiated cancer samples. In addition, the expression of Hesl in poorly differentiated
cancer samples was higher than that observed in well-differentiated tumor (P<0.05). After stably transfected Hesl in
SW620 colon cancer cell lines, Hes1 was overexpressed successfully (P<0.05). We injected 1x10° Hes1-overexpressing
colon cancer cells and the control cells into nude mice subcutaneously, and found Hesl-overexpressing tumours

exhibited significantly bigger size compared with that observed in controls. The growth of the Hesl-overexpressing

*o JR AR B R 7 R RER 2

ELTH: ERAREEEETTHEDH No: 81401973): | HRAEEFRMIEE S (No: B2014222) ;
rh R IR AR 55 9% B B 4 (No: 21614304) .

BEMEHE: & & E-mail:gaofeidoc@163.com



(F @BER L) 2014555243559

647

tumours was found to be slightly faster than those of the controls. Conclusion: Hesl is overexpressed in colon cancer

than that in normal tissue, and Hes1 is upregulated in poorly differentiated cancer samples compared with well-

differentiated tumour samples. Hes1 has a positive influence on the ability of tumour-formation in SW620 cells in vivo.
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Fig. 1 Increased expression of Hesl in human colon cancer tissues

A: Expression of Hes1 by immunohistochemical analysis (HE, x100); B: Expression of Hesl in colon cancer tissues and control normal samples

measured by qRT-PCR; N: Normal tissue; T: Tumour.
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Fig.2 Hesl expression in human colon cancer tissues

(HE, x100)
A: Normal colon tissue; B: Well differentiated colorectal cancer tissue; C: Poorly differentiated colorectal cancer tissue.
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Fig.3 Expression of Hesl in Hes1 overexpressing SW620 cell lines
A: Expression of Hes] mRNA detected by qRT-PCR; B: Expression of Hes1 protein detected by Western blot.
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Fig. 4 Effect of Hes1 on the ability of tumour-formation in Hes1 overexpressing SW620 cells
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A: Subcutaneous tumours in nude mice; B: The growth curve of tumors formation in nude mice.
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