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{Abstract]
pathogenesis has not been fully elucidated. Studies have demonstrated that aberrant angiogenesis and
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Infantile hemangiomas are the most common benign tumor in infancy. Their

vascularization are the pathobiological basis for the growth of infantile hemangiomas. Multiple critical
signaling pathways are involved in the regulation of angiogenesis and vascularization of infantile
hemangiomas, including vascular endothelial growth factor (VEGF)/VEGF receptor signaling pathway,
Notch signaling pathway, angiotensin/Tie signaling pathway, mammalian target of rapamycin complex
(mTOR )signaling pathway, renin-angiotensin system signaling pathway and B-adrenergic receptor signaling
pathway. These signaling pathways interact with each other, and jointly promote the aberrant growth of
infantile hemangiomas.
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