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[Abstract] IGF-1, as a kind of endocrine medium, is associated with the effect of GH-induced metabolism
and synthesis, it can be produced by cells through paracrine and autocrine manner, by a variety of signal
transduction pathways that regulate cell growth, differentiation, transformation and apoptosis, such as IGF-1
abnormal increase or adjustment process will lead to uncontrolled cell proliferation disorders leading to malignant
transformation. IGF-1 can play a role in anti-apoptosis and promoting the development of nervous system, on the
other hand, IGF-1 has a close relationship with origination and development of gliomas, meningiomas and pituitary
adenomas. Its level of relations with intracranial tumors and as new target for gene therapy research and gradually

get more attention.
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