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[Abstract] Objective This study investigated the expression, mutation, prognostic impact, and immune infiltration of MAP4KI
gene in pan—cancer, and examined its potential as a new target for immunotherapy. Methods The study utilized the pan— cancer dataset
from the UCSC database and the GEPIA 2 database to investigate the differential expression of MAP4K1 and its relationship with sur-
vival rate. The violin diagram showed the difference of MAP4K1 between pan—cancer and normal tissues; Kaplan Meier curve evalua-
tion of survival association. In addition, real-time fluorescence quantitative PCR was used to measure MAP4K1 mRNA levels, cBioPor-
tal website was used to analyze gene mutations and coding sequence changes , and TIMER1.0 website was used to explore immune infil-
tration connections. Results The expression level of MAP4K1 gene was higher in most pan—cancer tissues than in normal tissues, and
MAP4K1 mRNA was significantly overexpressed in pancreatic cancer and acute myeloid leukemia cells. In ovarian cancer cells, mela-
noma cells, and glioma cells, low expression was negatively correlated with tumor purity but positively correlated with immune infiltra-
tion. The frequency of genetic changes was 2.9%, mainly amplification and deep deletion, with a high mutation frequency in cancers
such as endometrial cancer. In addition, MAP4K1 had a total of 156 mutations in pan—cancer, with missense mutations being the main
type. The expression of MAP4K1 had a complex relationship with survival, which might be related to longer survival or indicate shorter
survival. Conclusion This study confirmed the role of MAP4K1 in the occurrence and development of various cancers, providing poten-
tial target sites for subsequent related tumor treatments .
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Figure 1 Mutation of MAP4K1 gene and protein in pan—cancer
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Figure 2 Relationship between MAP4K1 expression and survival in pan-cancer
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