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Expression and clinical significance of RasGRF1 in breast cancer
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Abstract Objective: To explore the expression and clinical significance of guanosine acid factor 1(RasGRF1) gene in breast cancer
by studying a large sample of breast cancer clinical cases. Methods: The expression of RasGRF1 in breast cancer tissues was determined by
immunohistochemistry, TIMER, DriverDBv3,bc-GenExMiner, and LinkedOmics were used to analyze the expression trend of RasGRF1 in
breast cancer tissues and its relationship with the prognosis of breast cancer patients. On this basis, the expression of RasGRF1 in different
types of breast cancer tissues and its relationship with the prognosis of patients with different types of breast cancer were also discussed,
furthermore ,microRNA regulating RasGRF1 was found in ER—/PR— breast cancer patients. Results: The results of immunohistochemistry
showed that RasGRF1 protein was mainly expressed in the cytoplasm and membrane of breast cancer tissues, but hardly expressed in the
nucleus. Compared with normal breast tissues, RasGRF1 protein was highly expressed in breast cancer tissues and negatively correlated
with the prognosis of patients. Overall survival( HR=2.04,P=0.000 67 ), disease—free survival(HR=1.77 ,P=0.023 5) , progression—free
survival(HR=1.85,P=0.001 36 ) ,and disease—specific survival(HR=2.83, P=3.23e-05 ), which were independent prognostic factors for
breast cancer prognosis.It was found that RasGRF1 expression was higher in patients with lymph node metastasis than in patients without
lymph node metastasis,and its expression in breast cancer patients with lymph node metastasis was negatively correlated with prognosis
(HR=1.86,95%CI:1.34-2.57,P=0.000 2). Compared with the other three types of breast cancer( ER+/PR+, ER+/PR—, ER-/PR+),
RasGRF1 was highly expressed in ER—/PR—type breast cancer tissues and negatively correlated with patient prognosis (HR=2.05,95%
CI:1.01-4.19,P=0.048 4). The expression of RasGRF1 in ER—/ PR-type breast cancer might be regulated by hsa-mir-769. Conclusion:
RasGRF1 protein can promote the progression of breast cancer,and RasGRF1 can be act as a biomarker and therapeutic target for breast
cancer prognosis.
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Fig1 Immunohistochemical staining of RasGRF1 in breast cancer tissues
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