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Supplemental Table. Genetic variants in KCNE1 and KCNE2 previously reported in 

aLQTS cases 

AA change cDNA change MAF (all)* MAF† (highest) References 

KCNE1 

Asp76Asn 226G>A 0.00007 0.0001 (Eu) 1 

Asp85Asn 253G>A 0.009 0.025 (AJ) 1-5 

KCNE2 

Thr8Ala 22A>G 0.004 0.006 (Eu) 2,6-8 

Gln9Glu 25C>G 0.0015 0.016 (Af) 6 

Leu11fsTer46 Unavailable 0 0 8 

Ile57Thr 170T>C 0.001 0.002 (Latino) 6-8 

Met54Thr 161T>C 0.0002 0.005 (AJ) 7 

Ala116Val 347C>T 0.00002 0.00004 (Af) 7 

Met121Lys 362T>A 0.000008 0.00002 (Eu) 8 

* Minor allele frequency in gnomAD 

† Highest minor allele frequency in any of the sub-populations available on gnomAD: Af- 
African; AJ- Ashkenazi Jewish; Eu- European (non-Finnish) 

aLQTS- acquired long QT syndrome; MAF- minor allele frequency 
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2. Paulussen AD, Gilissen RA, Armstrong M, et al. Genetic variations of KCNQ1, KCNH2, 
SCN5A, KCNE1, and KCNE2 in drug-induced long QT syndrome patients. J Mol Med (Berl) 
2004;82:182-188. 
3. Lane CM, Giudicessi JR, Ye D, et al. Long QT syndrome type 5-Lite: Defining the 
clinical phenotype associated with the potentially proarrhythmic p.Asp85Asn-KCNE1 common 
genetic variant. Heart Rhythm 2018;15:1223-1230. 
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Gene classification matrices  
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