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Abstract Essential tremor is one of the most common neurological disorders which the causes remain unknown.
The clinical feature is heterogeneous and many ET patients have positive family history. Thus far, three gene loci
have been identified and two susceptibility genes including DRD3 (the dopamine receptor D3 gene) and LINGOI
(the Leucine-rich repeat-and Ig domain-containing NOGO receptor-interacting protein 1 gene) have been reported
recently. The genetics of essential tremor will be summarized.
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