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Effect of inhibition of SSRP1 on glioma cells proliferation and chemosensitivity to temozolomide
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University, Wuhan 430060, China

[Abstract] Objective To investigate the correlation between expression of structure specific recognition protein 1 (SSRP1) and
prognoses of glioma patients, and the effect of inhibiting SSRP1 on glioma cells proliferation and chemotherapy sensitivity to
temozolomide (TMZ). Methods The CGGA dataset of China Glioma Database was serched and the correlation between SSRP1
expression and prognosis of glioma patients was analyzed using bioinformatics analysis method. The U251 and U87 cells were cultured in
vitro, CBLO137 was used to inhibit SSRP1, and TMZ was used to detect the sensitivity of chemotherapy. Cell proliferation was detected
by CCKS assay, and the expression of MAPK signaling pathway (p—38, ERK and JNK) was detected by Western blotting. Results The
results of bioinformatics analysis showed that the expression of SSRP1 was high in glioma; the expression of SSRP1 was up-regulated
with the increase of glioma grade (P<0.05); the overall survival time of glioma patients with high SSRP1 expression was significantly
shorter than those with low SSRP1 expression (P<0.05). Inhibition of SSRP1 significantly inhibited the proliferation of U251 and U87
cells in vitro (P<0.05), increased the sensitivity of U251 and U87 cells to TMZ chemotherapy (P<0.05), and had no significant effect on
the protein expression levels of p—38, ERK and JNK in U251 and U87 cells (P>0.05). However, the phosphorylation levels of p—38, ERK
and JNK protein in U251 and U87 cells were significantly decreased (P<0.05). Conclusions The high expression of SSRP1 in glioma is
associated with poor prognosis. Inhibition of SSRP1 can significantly inhibit the proliferation of glioma cells and increase their sensitivity
to TMZ chemotherapy, which may be related to the inhibition of MAPK signaling pathway.
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