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Expression of PRMTS5 in colorectal cancer and its effect on
colorectal cancer cells proliferation

WU Xiaobin, WANG Shuangshuang, TANG Futing
(Department of Pathology, Affiliated Hospital of Nanjing University of Chinese Medicine, Nanjing 210029, China)

Abstract Objective: To explore the expression of protein arginine methyltransferase S (PRMTS) in colorectal cancer and
normal tissues and the relationship between the clinical characteristics and the expression of PRMTS, and to
investigate the proliferation of colorectal cancer cells when PRMTS was knocked down. Methods: Expression of
PRMTS in colorectal cancer and normal tissues was detected by immunohistochemical staining. PRMTS were

knocked down by small interfering RNA (siRNA). The proliferation of HCT116 and SW620 cells was evaluated
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by cell counting kit-8 (CCK-8) assay. The changes of cell cycle of HCT116 and SW620 cells were detected by

flow cytometry when PRMTS was knocked down. Results: The positive expression rate of PRMTS in colorectal

cancer tissues was 88.68%, which was higher than that in normal colorectal tissues (P<0.01). The expression

of PRMTS was associated with differentiation (P<0.05), but not with the gender, age, lymph node metastasis

and distant metastasis etc. (P>0.05). The proliferation of HCT116 and SW620 cells were significantly inhibited
when PRMTS was knocked down by siRNA (P<0.01). The HCT116 and SW620 cells were arrested in G,/G,
phase when PRMTS was knocked down (P<0.05). Conclusion: The expression of PRMTS in colorectal cancer

was significantly increased in comparison with normal tissues, and it may play important roles in promoting cell

proliferation and the evolution of colorectal cancer.
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Figure 1 Expression of PRMTS in colorectal cancer tissues and normal tissues (IHC staining)
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Table 1 Relationship between the expression of PRMTS and the clinicopathological parameters in colorectal cancer
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Figure 2 Effect of siRNA on PRMTS mRNA (A) and protein (B) expression in HCT116 and SW620 cells after siRNA transfection
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