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Abstract: Objective To investigate the differential expression of farnesyl-diphosphate farnesyltransferase
1(FDFT1) gene in different tumors and its impact on the tumor prognosis and microenvironment. Further-

more, to examine the effect of FDFT1 overexpression on the proliferation of various tumor cells. Methods

This study analyzed the differential expression of FDFT1 mRNA in different tumor tissues and normal tissues
using TCGA combined with GTEx databases. Kaplan-Meier (K-M) survival curves was plotted to evaluate the
association between FDFT1 gene expression and cancer prognosis. Cell proliferation assays were conducted to
Results

explore the impact of FDFT1 overexpression on the proliferation of various tumor cells. Compared

to normal tissues, the FDFT1 mRNA expression was significantly upregulated in 16 types of tumor tissues,
including adrenocortical carcinoma (ACC), the FDFT1 mRNA expression was downregulated in 8 types of
tumor tissues, including kidney renal cell carcinoma (KIRC). Correlation analysis of cancer prognosis revealed
that high expression of FDFT1 had a poor prognosis in ACC, PAAD, oral squamous cell carcinoma (OSCC)
and liver hepatocellular carcinoma (LIHC). In contrast, high expression of FDFT1 was associated with better
prognosis in KIRC. Immune infiltration analysis showed that, the activated dendritic cell (aDC) infiltration
scores were lower in ACC, OSCC and KIRC tissues with high-expression compared to the low-expression group
of FDFT1 gene. However, there was no statistically difference in aDC infiltration scores in PAAD tissues. The
results of the cell proliferation assay showed that FDFT1 overexpression promoted the proliferation of cells in-
cluding human pancreatic cancer (PANC-1) cells. Conclusion The FDFT1 gene was up-regulated in mRNA
expression of 16 tumor tissues including ACC, and it was down-regulated in 8 tumor tissues including KIRC.

High expression of FDFT1 was associated with poor prognosis in PAAD, OSCC and LIHC, while high expres-

sion of FDFT1 was associated with better prognosis in KIRC. FDFT1 overexpression lentivirus promotes the

proliferation of cells including PANC-1 cells.
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