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Application of tumor database information to analyze the expression and
its potential function of ZBTB16 in hepatocellular carcinoma

YU Ling', YU Min’[ 1. Research and Development Department , 3D Medicines (Beijing) Co. Ltd, Bei-
jing 100176, China; 2. Department of Cardiology , the Af filiated Hospital of Inner Mongolia Medical
University s Hohhot 010050, China]

Abstract: Zinc finger and BTB domain containing 16 (ZBTB16), also known as promyelocytic leukemia zinc finger (PLZF),
acts as a transcriptional repressor in regulating cell cycle, proliferation, differentiation and apoptosis. However, there are few
studies on its expression pattern and function in hepatocellular carcinoma (HCC). The expression pattern of ZBTBI6 in the 369
HCC tissues from TCGA database and 160 normal liver tissues from GTEx database was analyzed in this study. Compared to
normal liver tissues, the expression of ZBTB16 was found to be significantly down-regulated in HCC tissues. Western blotting
and Real-time quantitative PCR analysis confirmed the down-regulation of ZBTBI6 in HCC clinical samples and HCC cell lines.
The expression level of ZBTB16 was positively correlated with the overall survival of HCC patients. Overexpression of ZBTB16
in the HCC cell line HepG2 by Ad-ZBTBI16 significantly inhibited cell proliferation, migration and invasion. Further mechanis-
tic studies showed that overexpression of ZBTBI16 significantly inhibited the phosphorylation levels of JAK2 and STATS3.
These results suggest that increasing the expression of ZBTB16 may serve as a target for future HCC treatment.

Key words: hepatocellular carcinoma; zinc finger and BTB domain containing 16; proliferation; migration; invasion





