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and TM4 cells. Results
that in the liver( P <0.01) . In the testis the relative expressions of SNX1 and SNX4 in SNX family were higher.

The relative expression of SNX 4 in the testis of mice was about ( 15.49 +4.92) times

Immunohistochemical staining showed that SNX4 was localized in Sertoli cells of testis. Immunofluorescence stai—
ning showed that SNX4 and Rab family member of rat sarcoma( Ras) protein superfamily( Rab5) a marker of early
endosome were codocalized in Sertoli cell lines in testis of normal mice( TM4 cells) . Conclusion SNX4 is highly
expressed in Sertoli cells of mouse testis and co-ocalized with Rab5. The distribution of SNX4 protein suggests that
it may be involved in the endosomaltransportation and sorting of Sertoli cells.
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G3BP2 inhibits cell senescence by inhibiting p53/p21

signaling pathway in colon cancer
Tang Fan' Huang Yongzhou' Pang Lijuan’® et al
(' The Second Dept of Genral Surgery *Dept of Pathology The First Affiliated
Hospital ~School of Medicine Shihezi University Shihezi 832008)

Abstract Objective To investigate the effect and mechanism of RasGAP binding protein 2 ( G3BP2) on senes—
cence of colon cancer cells. Methods The G3BP2-specific siRNA ( siG3BP2#1 and siG3BP2#2) and G3BP2
overexpressing plasmids were used to construct G3BP2 knockdown and overexpression colon cancer cell models
and the expression of G3BP2 was detected by Western blot. Cell proliferation was detected by CCK8 assay. The
proportion of senescent cells was detected by B-galactosidase staining the protein levels of p53 and p21 were deter—
mined by Western blot. p53 siRNA or p53 overexpressing plasmid was used to conduct repression experiments. The
cell proliferation ability was detected by the above methods. Results The siG3BP2#1  siG3BP2#2 could down-
regulate the expression of G3BP2 while G3BP2 overexpressing plasmid could up-regulate the expression of G3BP2.
G3BP2 knockdown significantly decreased the proliferation of colon cancer cells and increased the proportion of se—
nescent cells from (32. 00 £5. 10) % to (57.33 £3.68) % and (56.00 £6.68) % ( P <0.05) . After transfected
with G3BP2 overexpressing plasmid the proliferation of colon cancer cells increased and the proportion of senes—
cent cells decreased from (35.33 +£2.87) % to (25.00 £2.94) % ( P <0.05) . Compared with the control group
the levels of p53 and p21 protein in G3BP2 knockdown cells were significantly increasedwhile the expression of p53
and p21 protein in G3BP2 overexpressed cells was significantly decreased ( P <0.05) ; low expression of p53 re—
versed inhibition of tumor proliferation and promoted cellular senescence induced by down-regulation of G3BP2
while overexpression of p53 reversed the effect of G3BP2 up-regulation on promoting tumor proliferation and inhibi—
ting cellular senescence. Conclusion  G3BP2 promotes cell senescence by inhibiting p53/p21 signaling pathway
in colon cancer which may provide the potential target for tumor therapy.
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