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The proceeding of the hedgehog signaling pathway in tumor
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Abstract: Carcinogenesis is a complicated multistep process, with a series of genetic mutations caused by
carcinogenic agents, and the dysfunction of some signaling pathways, such as hedgehog signaling pathway (HH).
HH is involved in the processes of normal embryonic pattern formation and tissue injury and repair, especially
it plays acritical role in the stemcell self—renewal. But the abnormal activation of HH can commonly be observed
in many human malignant tumors. Here we will focus on its crucial role in the formation, generation, infiltration
and metastasis of carcinoma, and deeply discuss the mechanism of its carcinogenesis.
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