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Abstract

B cell translocation gene 3 (BTG3) is a tumor suppressor gene, which plays an important role in regulating cell differentiation, cell
cycle and inhibiting the unlimited proliferation of cancer cells. BTG3 belongs to the B cell migration gene / ErbB2 transcription
factor family (BTG/Tob). Its N-terminus inhibits the binding of DP1 and E2F1 transcription factors to DNA by binding to E2F1
protein, thereby blocking DNA synthesis. In this study, we used GEO database, TCGA database, Xiantao, UALCAN database
and Kaplan-Meier plotter database to analyze the expression of BTG3 by immunohistochemistry and bioinformatics. The results
showed that compared with normal tissues, BTG3 expression was increased and methylation was decreased in colorectal cancer. The
expression of BTG3 directly or indirectly affects the interaction between immune cells and tumor cells. BTG3-related genes may
be functionally synergistic or in the same regulatory pathway, thus providing research clues for the occurrence and development of
cancer. The expression of BTG3 may be used as a potential marker to reflect the occurrence, development, invasion and prognosis of
colorectal cancer.
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BTG3expression
Groups
n - + PR (%)
Non-neoplastic mucosa 375 218 157 41.9
Adenoma 17 5 12 70.6*
Adenocarcinomas 384 76 308 80.2%*

PR: positive rate; *: compared with non-neoplastic mucosa, P < 0.001; **: compared with non-neoplastic mucosa or adenoma, P < 0.001.
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