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FGF2 promotes renal cancer cell proliferation through AKT and ERK signaling

pathway
HE Yan,LIU Pei, HAN Guang-ye, LI Ze-yu, WU Chun-lei, LI Jian-chang
(Department of Urology, First Affiliated Hospital of Xinxiang Medical College, Weihui 453100, China)

ABSTRACT :Objective  To investigate the effects of fibroblast growth factor 2 (FGF2) on the proliferation of renal cancer
cells in vitro. Methods  Renal cancer tissues and paracancerous tissues were collected during March 2017 and April 2018. Renal
cancer cell lines ACHN and 786-O were cultured in vitro and divided into the control group (transfected with si-NC) and exper-
imental group (transfected with si-FGF2). The mRNA expressions of FGF2 in renal cancer tissues,renal cancer cell lines and
different treatment groups were detected with real-time fluorescence quantitative polymerase chain reaction (qPCR). The cell
proliferative potential was observed with cell proliferation assay (MTS). The ability of single cell clone proliferation was tested
with colony formation assay. The expressions of FGF2, AKT,p-AKT,ERK and p-ERK were detected with Western blot. Re-
sults The expression of FGF2 messenger RNA was significantly higher in renal cancer tissues than in paracancerous tissues.
(1.87240.463) vs. (0.9600.139) ,and FGF2 was highly expressed in renal cancer tissues. Compared with normal renal tubu-
lar epithelial cell line HK-2,renal cancer cell lines ACHN,786-O and Caki-1 showed higher mRNA expression of FGF2. The re-
sults of cell proliferation experiments showed that on day 2,3 and 4, the survival conditions of ACHN in the experimental group
were (0.466+0.027),(0.636+0.058) and (0.740=+£0.062),and those of 786-O cells were (0.457+0.025),(0.61640.057)
and (0.79240.051), respectively. Compared with the control group.the experimental group had significantly decrcased cell
proliferation ability (P<C0.05). The colony formation assay results showed that the colony formation numbers of ACHN and
786-0 cells in the control and experimental groups were (0.348+0.034) vs. (0.10140.009) and (0.311£0.038) vs. (0.093
+0.001) ,respectively, which were less in the experimental group (P<C0.05).The Western blot results showed that in the ex-
perimental group and control group,the relative expression of FGF2 was (0.2140.05) vs. (0.08%0.02),the relative expres-
sion of AKT protein was (0.3840.09) vs. (0.427+0.12),the relative expression of p-AKT was (0.0940.02) vs. (0.15+
0. 04) ,the relative expression of ERK was (0.3840.06) vs. (0.48+0.08),and the relative expression of p-ERK was (0.08=+
0.02) vs. (0.054+0.01) (P<C0.05).Conclusion FGF2 may regulate the proliferation of renal cancer cells through the PI3K-
AKT signaling pathway.
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C 5 5%6CO, BT R 1E IR0 5 46 R 77 .
1.3 siRNA FFIFAEE 4L si-NC {5555 5
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= 0.41
g 0.3
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ACHN #1 786-O 1 p-AKT % [ #l p-ERK & 13
TR AR AKT A M ERK A £ BILFEA
oAk, X UL T RE 5 AKT #1 ERK {5 5 3 % 19 4 41
HXR. TSRS, TATIE 25— 2 UF 5 PISK-
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