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[ Abstract | To investigate the expression of NADH dehydrogenase (ubiquinone) 1 alpha subcom-
plex 4-like 2( NDUFA412) in gliomas and its clinical significance. Methods The Cancer Genome Atlas( TCGA) and

Chinese Glioma Genome Atlas(CGGA) databases were used to analyze the mRNA expression of NDUFA412 in glioma and

Objective

its relationship with the clinical pathological grade and prognosis of the patients. The glioma tissue specimens of different
grades were further collected for immunohistochemical detection to verify the difference of protein expression of NDUFA412
in different grades of gliomas. The tussue specimens and follow-up data of 62 patients with glioma were collected. Real-
time quantitative polymerase chain reaction( RT-PCR) method was used to detect the expression of NDUFA412 in glioma
and its relationship with prognosis was analyzed. Results By analyzing the TCGA and CGGA databases, it was found
that the expression of NDUFA412 in glioma tissues increased with the increase of the tumor grade( P <0.05). High expres-
sion of NDUFA412 indicated a shorter survival period for the patients. The results in the clinical specimen verification
were consistent with the above-mentioned bioinformatic analysis. Conclusion The expression of NDUFA4L2 in glioma
tissues is related to the pathological stage and prognosis, and NDUFA4L2 may be a potential tumor marker of glioma.
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