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Abstract

Receptor tyrosine kinases (RTKs) are involved in cellular growth, differentiation,
embryonic development, and intracellular signalling pathways, and possess important
physiological functions. EphA2 belongs to Eph receptor tyrosine kinase family (RTKSs),
widely expressed in human tissues and plays a role in regulating cell growth, migration
and angiogenesis. Recent studies have shown that its over-expression can lead to the
cell’ s malignant transformation and enhance the invasive of tumor cells. Therefore,

EphA2 may become a malignant tumor prognostic indicator, and a new cancer therapy
target.
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