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Suppl. Figure 1. AnkBp.E1458G+/+ mice do not display an early structural 

phenotype. A. Control and AnkBp.E1458G+/+ mice do not display changes in fractional 

shortening around three months of age (Con, N=7 and AnkBp.E1458G+/+, N=11). Data 

passed Shapiro-Wilk normality test and unpaired t-test was performed. B. 

AnkBp.E1458G+/+ mice display a significant reduction in fractional shortening around six 

months of age (Con, N=7 and AnkBp.E1458G+/+, N=11). Data passed Shapiro-Wilk 

normality test and unpaired t-test was performed. C-D AnkBp.E1458G+/+ mice display a 

trending increase in left ventricle internal diameter (LVID) and a trending decrease in left 

ventricle posterior wall (LVPW) during systole around six months of age (Con, N=7 and 

AnkBp.E1458G+/+, N=11). Data passed Shapiro-Wilk normality tests and unpaired t-tests 

were performed. E-F. No significant changes in the left ventricle internal diameter (LVID) 



and left ventricle posterior wall thickness (LVPW) during diastole around six months of 

age (Con, N=7 and AnkBp.E1458G+/+, N=11). Data passed Shapiro-Wilk normality tests 

and unpaired t-tests were performed. G-H. Representative echocardiographs denoting 

no changes in cardiac function in the mice carrying the human AnkBp.E1458G variant 

and the control littermates around three months of age (Con, N=7 and AnkBp.E1458G+/+, 

N=11), Scale bars equal 2mm.   

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 



 

 
Suppl. Figure 2. AnkBp.E1458G+/+ mice do not display electrical changes in 

subsurface ECG around three months of age. A. Average Heart rate, B. Maximal heart 



rate, C. P Wave Duration, D. PR Interval, E. QRS Interval, F. RR Interval, G. QT Interval 

and H. QTc (Mitchell) (Con, N=7 and AnkBp.E1458G+/+, N=6). All data passed Shapiro-

Wilk normality tests and unpaired t-tests were performed. 

 

 

 

 

 

 

 

 

 

 

 

 

 

 



 

 

Suppl. Figure 3. No changes in hypertrophic gene expression markers; (A) myosin heavy 

chain 7 (Myh7), (B) atrial natriuretic peptide (Nppa), (C) brain natriuretic peptide (Nppb), 

(D) Collagen type I alpha 1 chain (Col1a1) and (E) Tissue inhibitor matrix 

metalloproteinase 1 (Timp1) in WT and AnkBp.E1458G+/+ mice at ~six months of age 

(N=5/ genotype). Data passed Shapiro-Wilk normality tests and unpaired t-tests were 

performed (A-C). Data did not pass Shapiro-Wilk normality tests and Mann-Whitney tests 

were performed (D-E).  

 

 

 

 

 

 

 

 

 



 

 

Suppl. Figure 4. Hypertrophic gene expression markers: (A) myosin heavy chain 7 

(Myh7), data did not pass Shapiro-Wilk normality test and Kruskal-Wallis test was 

performed followed by Dunn’s multiple comparisons test. (B) atrial natriuretic peptide 

(Nppa), data passed Shapiro-Wilk normality test and ANOVA test was performed followed 

by Tukey’s multiple comparisons test. (C) brain natriuretic peptide (Nppb), data passed 

Shapiro-Wilk normality test and ANOVA test was performed followed by Tukey’s multiple 

comparisons test. (D) Collagen type I alpha 1 chain (Col1a1), data did not pass Shapiro-

Wilk normality test and Kruskal-Wallis test was performed followed by Dunn’s multiple 

comparisons and (E) Tissue inhibitor matrix metalloproteinase 1 (Timp1), data did not 

pass Shapiro-Wilk normality test and Kruskal-Wallis test was performed followed by 

Dunn’s multiple comparisons test. WT and AnkBp.E1458G+/+ hearts were used at 

baseline (~2-3 months of age) and 4 weeks post TAC (N=4-5/group).  

 

 

 

 

 



 

Suppl. Figure 5. Ank2 relative expression in control and AnkBp.E1458G+/+ mice around 

six months of age (N=5 mice/genotype). Data passed Shapiro-Wilk normality test and 

unpaired t-test was performed. 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 



 

Suppl. Figure 6. Expression of ankyrin-B and ankyrin membrane partners in the 

AnkBp.E1458G+/+ heart lysates in young mice at baseline (A-D) and 4 weeks post 

TAC (E-H). A-B. Immunoblotting and quantitative analysis of Na+/Ca2+ exchanger (NCX) 

normalized to GAPDH. C-D. Immunoblotting and quantitative analysis of Na+, K+-ATPase 

(NKA) normalized to GAPDH. Data passed Shapiro-Wilk normality tests and unpaired t-

test were performed (B-D). E-F. Immunoblotting and quantitative analysis of Na+/Ca2+ 

exchanger (NCX) normalized to GAPDH (data did not pass Shapiro-Wilk normality test 

and Mann-Whitney test was performed). G-H. Immunoblotting and quantitative analysis 

of Na+, K+-ATPase (NKA) normalized to GAPDH (data passed Shapiro-Wilk normality test 

and unpaired t-test was performed). Con and AnkBp.E1458G+/+, N=4.  



 

 

Suppl. Figure 7.  Validation of AnkG antibody using floxed and Ank3-cardiac specific 

Knockout (KO).   

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 



 

Suppl. Figure 8. Immunoprecipitation experiments illustrating the interaction between 

AnkB-Ig or IgG control and NKA using control and AnkBp.E1458G+/+ lysates. Data are 

representative of experiments repeated three times. 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 



Suppl. Table 1. Summary of echocardiographic parameters in control and the 

AnkBp.E1458G+/+ mice at ~ six months of age. 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 



Suppl. Table 2. Summary of electrocardiographic parameters using implanted radio-

telemeters in control and the AnkBp.E1458G+/+ mice around six months of age. 

 


