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Abstract Objective To explore the expression of KIF4A gene in breast cancer and clarify its relationship between clinicopatholog-

ical features and prognosis. Methods

The expression data of the breast cancer samples accompanied with clinical information in GEO

dataset( GSE3494 ) and TCGA dataset were collected. Chi — square test was performed to find the correlation of KIF4A expression with

clinicopathologic characteristics and Kaplan — Meier method was used for survival analysis. GSEA was conducted to predict the gene sets

regulated by KIF4A in breast cancer. Results
and TNM stages (P =0.000).

The differential expression of KIF4A was significant in different Elston histologic grades

KIF4 A expression was significantly associated with ER status and PR status (P =0.000) weather in

GSE3494 or TCGA dataset. It was related with age only in TCGA (P =0.000). Besides, KIF4A was significantly associated with tumor
size and lymph node status (P =0.000) in GSE3494 data set, and in TCGA dataset, KIF4A was significantly related with T stage( P =
0.000) instead of N stage (P =0.081) and M stage (P =0.372). Higher expression of KIF4A showed a poor prognosis in breast cancer

with the poor disease — specific survival (P =0.001) and overall survival (P =0.005). Tt also regulated gene sets related to cell divi-

sion, cell cycle, DNA replication and DNA damage repair. Conclusion

The expression of KIF4 A is related to multiple clinicopathologi-

cal features and indicates a poor prognosis. It may be used as a potential prognostic marker for breast cancer.
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