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Expression of STK40 in human glioma and and its clinical significance based on bioinformatics analysis
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[Abstract] Objective To investigate the expression of serine/threonine protein kinase (STK40) in gliomas and its clinical
significance. Methods The GEPIA database was used to analyze the expression difference of STK40 in glioma tissues and normal brain
tissues. Bioinformatics methods were used to analyze the gene information and clinical data of 693 patients with glioma obtained from the
CGGA database. Kaplan—Meier survival curve was used to analyze the relationship between STK40 expression and survival time of
patients with glioma. Multivariate Cox risk proportional regression model was used to analyze the risk factors of the survival prognosis of
patients with glioma. Results The GEPIA database analysis showed that the STK40 expression level in the glioblastoma tissues was
significantly higher than the normal brain tissues (P<0.05). The expression level of STK40 was positively correlated with the pathological
grade of glioma, and the expression level of STK40 increased significantly with the increase of the pathological grade of glioma (P<
0.0001). Multivariate Cox hazard proportional regression model analysis showed that high expression of STK40 was an independent risk
factor for poor survival prognosis of glioma patients (P<0.05). Kaplan—Meier survival curve analysis showed that the median overall
survival of the glioma patients with high expression of STK40 was significantly shorter than those with low expression of STK40 (P<
0.0001); the high STK40 expression significantly reduced the curative effect of radiotherapy/chemotherapy on glioma (P<0.0001).
Pearson correlation analysis showed that SRF, the downstream product of ERK, was positively correlated with STK40 (r=0.45; P<
0.0001), and ATF2, the downstream product of JNK, was negatively correlated with the expression level of STK40 (r=-0.167; P<0.0001).
Conclusions The high expression of STK40 in glioma is associated with poor survival prognosis of glioma patients, and its mechanism
may be related to the ERK/MAPK and JNK/MAPK signaling pathways.
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