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Abstract: RASSF10 protein, the most recently identified member of the Ras association domain family
(RASSF), has been recognized in recent years as a novel tumor suppressor protein. Multiple studies
demonstrate that RASSF10 primarily functions as a "signaling hub" in various tumor and non—tumor
diseases by regulating key intracellular signaling pathways. Its multifaceted roles span complex biological
processes across multiple levels and stages — from modulating cell cycle progression, proliferation,
differentiation, migration, and apoptosis to suppressing epithelial-mesenchymal transition, as well as
epigenetic modifications, microtubule stability regulation, metabolic control, and DNA damage response.
These mechanisms collectively underpin its indispensable role in inhibiting tumorigenesis and cancer
progression. Consequently, this review systematically synthesizes the functions and research

advancements of RASSF10 in oncology, aiming to provide novel theoretical foundations and

intervention targets for precise cancer prevention and treatment.
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