Supplemental Table. Brugada Syndrome- associated SCN5A mutant channels and their re-
ported electrophysiological properties.
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Table showing the available data for the electrophysiological studies published for mutations in
SCN5A that have been associated with Brugada Syndrome. Databases searched are Biobase-Hu-
man Gene Mutation Database (http://www.biobase-international.com/product/hgmd), The
gene connection for the heart (http://www. fsm.it/cardmoc/), and PubMed
(http://www.ncbi.nlm.nih.gov/pubmed). HEK293 cells, Human Embryonic Kidney cells; tsA201
cells, immortalized HEK293 cells; HEK293-EBNA, transformed HEK293 cells; CHO cells, Chinese
Hamster Ovary cells; COS-7cells, African green monkey kidney fibroblast-like cell line; iPSc, in-
duced Pluripotent Stem cells; ~, no change; |, reduced/decelerated; 1" increased/accelerated;
NS not studied; NA not available; ER endoplasmic reticulum. Activation and inactivation data
refer to Vi,2. References in italics correspond to the association of the given mutation with the
disease and are provided in case the report of the functional characterization does not specify
the disease or refers to other diseases. Dark gray highlights data of mutations for which a com-
plete loss of current was reported, and mutations with described changes in the electrophysio-
logical properties of the channel are marked in light gray
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