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The expression and role of MTND4P12 in liver of patients with hepatocellular carcinoma

Xu Ting', Hua Gaoyan®

(1. Anhui Health College, Chizhou 247099, Anhui, China;
2. Department of Oncology . The People’s Hospital of Chizhou, Chizhou 247099, Anhui, China)

Abstract: Objective To investigate the expression and clinical significance of pseudogene MTND4P12 in
hepatocellular carcinoma (HCC). Methods The clinical and RNA-seq data from The Cancer Genome Atlas
(TCGA) database were used to predict the possible marker of hepatocellular carcinoma MTND4P12 and its reg-
ulatory target genes. Then, the expression of MTND4P12 and its target genes in the samples of patients with
HCC in our hospital were tested and verified by immunohistochemical staining and Western blot and other tech-
niques. Finally, the role of MTND4P12 was verified by gene interference and overexpression techniques of liver

cancer cells. Results The positive rate of MTND4P12 expression in HCC tissues (78.00%) was significantly

higher than their adjacent tissues (32. 00%); The difference between the two groups was statistically signifi-
cant ( P <C0.001). In the MTND4P12 positive group., there were 31 cases (79.49%) with liver metastasis ( P
<C0.001). The TNM stage of patients was mostly IV (84.62%), which was statistically significant compared
with the MTND4P12 negative group ( P <{0. 001). Kaplan Meier survival analysis showed that the high ex-
pression of MTND4P12 was associated with poor prognosis, and the expression of MTND4P12 was positively
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correlated with the expression of oncogene PSMDI11. And cell experiments proved that MTND4P12 enhanced

the abilities of proliferation, migration and wound healing of HCC cells.

Conclusion The abnormal expres-

sion of pseudogene MTND4P12 in HCC affects the prognosis of patients, and its mechanism may be related to

the regulation of the expression of oncogene PSMDI11.
pseudogene; MTND4P12; PSMDI11; hepatocellular carcinoma
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