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Progress for targeting erythropoietin-producing hepatocellular receptor A2

in cancer-specific therapy
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(1 Guangdong Medical University, Zhanjiang 524023, China; 2 Guangdong Medical University Shenzhen Second People's
Hospital, Shenzhen 518035, China; 3 Hengyang Medical School, University of South China, Hengyang 421001, China)

Abstract: Targeted drugs developed based on the differential gene expression between cancerous and normal tissues
have achieved significant success in clinical settings. Erythropoietin-producing hepatocellular receptor A2 (EphA2)
has been found to be highly expressed in various human tumors, and plays a role as an oncogene driving tumor
proliferation, migration, and invasion, making it a promising therapeutic target for cancer treatment. Targeting
EphA2 can effectively inhibit tumor growth and restore drug sensitivity in drug-resistant tumor cells. This review
provided a detailed overview of the mechanisms underlying EphA2 targeting, including its target structure and
bidirectional regulatory signals, and investigated the advantages and complexities of strategies targeting EphA2
through canonical and noncanonical signaling pathways. Furthermore, it summarized the latest preclinical
advancements in EphA2-targeted therapy and discussed its potential for future clinical applications.
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