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[Abstract] Objective To investigate the role of CYFIP2 gene in proliferation and migration of renal clear cell carcinoma
(KIRC). Methods The TCGA database was used to analyze the expression of CYFIP2 gene in KIRC and the correlation between
the expression and clinicopathological factors. The KIRC cell line 786-O was transfected with siRNA-CYFIP2 to knockdown the
CYFIP2 gene, and the CYFIP2 gene stable overexpression system was constructed by infecting 786-O cells with viral particles
carrying the CYFIP2 gene. The 786-O cells were used as the knockdown group (siRNA-CYFIP2, si-CYFIP2) after the CYFIP2
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gene was knockdown, and set the corresponding control group si-NC; the 786-O cells were used as the overexpression group (Over
Expression-CYFIP2, OE-CYFIP2) after performing CYFIP2 gene overexpression, and set the corresponding control group OE-NC.
Subsequently, cell proliferation assays and Transwell assays were performed to analyze the differences in proliferative activity and
The expression of CYFIP2 in KIRC
was significantly lower (P<0.0001) in the TCGA database and decreased with the progression of tumor staging (P<0.05); CYFIP2

migration ability of 786-O cells after knockdown or overexpression of CYFIP2 gene. Results

gene was also expressed at a low level after the occurrence of lymph node metastasis and distal metastasis (Py<0.0S, P\;<0.01); the
S-year survival rate of patients was significantly higher in the group with high CYFIP2 expression than that in the group with low
expression (P<0.05). The cell proliferation activity assay showed that the proliferation activity was significantly enhanced in si-
CYFIP2 group than that in si-NC group (P<0.0001) and the number of cell migration was significantly increased (P<0.0001), while
the proliferation activity and migration ability of OE-CYFIP2 group were significantly inhibited (P<0.001) compared with that of
OE-NC group. Conclusion The CYFIP2 gene had a significant inhibitory effect on the proliferation and migratory ability of KIRC

cells and may have a potential antitumor effect, which can be one of the candidate genes for the subsequent clinical diagnosis and

treatment of KIRC.
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