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Abstract: Objective To investigate the expression and prognostic value of transforming growth factor 1
(TGFBD) in liver hepatocellular carcinoma (LIHC) based on several online databases. Methods The expres-
sion of TGFB1 gene in pan-carcinoma tissues was analyzed by searching the TIMER2. 0 database. The UALCA
database was used to analyze the expression of TGFB1 in LIHC and normal tissues and its correlation with clini-
cal characteristics and pathological stage classification of cancer. The KM Plotter database was used to analyze

the expression of TGFB1 gene and its relationship with the clinical prognosis of LIHC. Finally, the STRING
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database was used to construct TGFB1-related protein network, and the DAVID database was used for func-

tional enrichment analysis.  Results The expression of TGFBI gene was different in normal tissues and pan-
carcinoma, and its expression in LIHC were significantly higher than that in normal tissues. TGFB1 gene ex-
pression was closely related to clinicopathologic features, disease stages, gene expression type and prognostic
survival of LIHC patients. Functional enrichment of TGFB1 and its related genes showed that they were mainly
involved in 7 signaling pathways, 2 molecular functions, 5 cellular components and 7 biological processes.

Conclusion The high expression of TGFA1 in LIHC may be a risk factor for patients with LIHC and poor prog-

nosis, providing a theoretical basis for further discussion on the molecular mechanism of LIHC pathogenesis

and targeted therapy.
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