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Abstract : Objective  To analyze the expression of ankyrin repeat domain-containing protein 26

(ANKRD26) in hepatocellular carcinoma (HCC) by data mining as well as its relation with the prognosis of pa-
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tients. Simultaneously, this study tried to explore the proteins and chemical substances interacting with
ANKRD26. Methods
ed from TCGA Database. Perl language was used to collate the data and extract the expressions of ANKRD26

The transcriptome data of 33 tumors and relevant clinical data of HCC were download-

mRNA in 33 kinds of tumors. Univariate and multivariate analysis was performed by using proportional hazard
regression model (Cox model), and the risk score was calculated in combination with the clinical index N. Ac-
cording to the median of risk scores, the patients with HCC were divided into the low-risk group and the high-
risk group to make the survival curve and ROC curve. Human Protein Atlas (HPA) Database was used to ana-
lyze the expression of ANKRD26 protein in HCC. Meanwhile, the protein interaction network database (String
Database) was used to construct the network of proteins interacting with ANKRD26 protein. CTD Database
Results ANKRD26 was expressed

in HCC and other tumors. Compared with normal tissues, liver cancer showed high expression of ANKRD26

was used to analyze the chemical substances interacting with ANKRD26.

(P < 0.05). Univariate and multivariate independent prognostic analysis showed that ANKRD26 was an inde-
pendent prognostic factor. According to the risk formula constructed by Cox model, survival analysis showed
that there was significant difference in survival time between the high-risk group and the low-risk group ( P <<
0.05). ROC curve showed that the AUC values of the 1st, 3rd and 5th year were 0. 732, 0. 736 and 0. 727, re-
spectively. Proteins interacting with ANKRD26 included UBAP1, MASTL, GAS7, ETV6, SRP72, SBDS and
SMC, which may be involved in hematopoiesis, protein degradation and signal transduction and other cellular
functions. The results of immunohistochemistry showed that ANKRD26 protein was mainly located in the cy-
toplasm, and its expression in HCC was higher than that in normal liver tissue. Clear literature supported that
there were 26 chemicals interacting with ANKRD26, among which 7 promoted the expression of ANKRD26
and 19 inhibited the expression of ANKRD26. ANKRD26 is highly expressed in HCC. It is an

independent prognostic factor, and its expression may be affected by a variety of chemicals.

Conclusion
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