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ABSTRACT: Glioma-associated oncogenel protein (Gli) is the transcriptional factor of Hedgehog (Hh) signal pathway, which
located in cytoplasm and cell nucleus, and plays the roll of transmit signal into nucleus. Vertebratas has identified three members of Gli,
they are Glil, Gli2 and Gli3 respectively. The protein family members, only when they maintain the full-length, activator of transcription;
and when the carboxy-terminal are proteasomed a transcriptional repressor. In recent years, increasingly attention has been paid to the
relationship between Gli and tumour. It has been widely accepted that Gli's target gene regulation and Gli's post-transcriptional
modification is by Hh pathway, but it be challenged. A growing number of studies have shown that there were many non-classical

mechanism that can not pass the Hh pathway to regulate the expression of Gli's target gene. Doing researches on Gli will help us to kown

and treatment tumours.
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