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3. Chromatin remodelers (DEAD/H ATPase family)
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Table S1. Epigenetic-related genes that are involved in cognitive disorders. There were 31 genes selected and distributed over four categories: 1. writers (9 genes), 2. Erasers (6 genes), 3. Chromatin remodelers
of the DEAD/H-ATPase family (6 genes), and 4. Other readers and chromatin remodelers (10 genes). Gene names are provided by the official HGCN symbol (HUGO Gene Nomenclature Committee). The
column“OMIM Gene ID” was provided according to the OMIM database (Online Mendelian inheritance in Man;http://www.ncbi.nlm.nih.gov/omim/). Two different source were used for collecting
mitochondria-related genes including pubmed* and Mitominer§. The gene function associated with mitochondria are listed which were collected from the reference in the last columns.

AR, autosomal recessive; AD, autosomal dominant;XL, X-linked



