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RESULTS

INTRODUCTION

A new biomarker of recent interest in the cancer field is folate receptor alpha (FRA), a membrane-
bound protein with high affinity for binding and transporting folate into cells. Overexpression of FRA
may confer a growth advantage to tumors by increasing folate uptake and affect cell proliferation via
alternative cell signaling pathways (1). FRA levels have been found to be elevated in tumors of
epithelial origin compared to normal tissue, including triple-negative breast cancer (TNBC) (2). Due
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