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[ Abstract]

Parkin gene, identified as a causative gene of Parkinson’s disease(PD), has been studied more

and more on the construction, function and transcription, expression. Especially, Epigenetics is raised as the im-

portant clue, to comprehend PD for us from another view. This article summarizes Parkin gene, in detail on the

construction, function and transcription, expression, as well as tries to state its methylation possibility.
[Key words] Parkinson’s disease; Parkin gene; Expression
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