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Abstract ; Objective Based on the data of GDC TCGA Breast Cancer (BRCA) ,to evaluate the expression, prog-
nostic value and clinical pathology correlation of TRIM45 in breast cancer,revealing the biological function of TRIM45 in
breast cancer and its possible mechanism. Method Bioinformatics analysis of GDC TCGA Breast Cancer (BRCA) data
was performed using R software to study the expression of TRIM45 in breast cancer and its correlation with clinical pa-
thology ; the Kaplan-Meier method was used to evaluate the effect of TRIM45 on the prognosis of breast cancer;the KEGG
gene set was used for GSEA gene enrichment analysis ; Spearman correlation analysis was used to screen TRIM45-related
genes. Results The expression of TRIM45 in breast cancer was higher than that in adjacent tissues ( P<0.001) ; Kap-
lan-Meier survival analysis showed that the overall survival of patients with high TRIM45 expression were higher than
those of patients with low TRIM45 expression ( P<0.05) ;the expression of TRIM45 in breast cancer is related to T
stage , TNM stage ,molecular type and pathological type ( P<0.05) ; GSEA enrichment analysis showed that TRIM45 plays
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an important biological role in the KEGG_PATHWAYS_IN_CANCER signaling pathway ; Spearman correlation analysis
screened out that TRIM45 was positively correlated with STK36,IKBKB and GLI3( P<0. 001) ,and negatively correlated
with HIF1A(P<0.001). Conclusion The expression of TRIM45 in breast cancer is related to T stage, TNM stage , mo-

lecular typing and pathological type. TRIM45 may play an important role in the occurrence and development of breast

cancer by regulating STK36,IKBKB, GLI3 and HIFIA.
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