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Abstract Differentiation therapy aims to induce terminally differentiation or a high differentiated state

of undifferentiated or low-differentiated tumor cells, or induce transdifferentiation of tumor cells into other types

of functional cells, thereby reversing the malignant phenotype of tumor cells. Since the remarkable success in the

treatment of APL (acute promyelocytic leukemia), the study of differentiation therapy has rapidly expanded to

other hematologic and solid tumors. This article reviews recent advances of differentiation therapy in solid tumors

including regulatory mechanisms, drug development, challenges and the novel strategies.
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Fig.1 Mechanisms and drugs of differentiation therapy in solid tumors
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