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[Abstract] Hedgehog signaling pathway (Hh), first identified in common drosophila, is a highly conserved evo-
lutionary pathway for signaling from cell membrane to nucleus, and its dysregulation has been shown to be associated
with the occurrence and development of a series of malignant tumors. As a key regulator of the Hh signaling pathway,
the Suppressor of Fused protein (Sufu) mainly inhibits the Hh signaling pathway and acts as a tumor suppressor by regu-
lating the expression of glioma related oncogene (Gli) homologues, the terminal transcription factor of the pathway. This
article mainly reviews the molecular mechanism of Sufu's regulation of Hh signaling pathway and the study of Sufu pro-
tein's own activity regulation, aiming to provide basis for the diagnosis, treatment and prevention of tumor in the future.
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