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Supplement Figure 1: Isotype controls for LEMD2 and Lamin A/C antibodies.  

Heart tissue (A) and fibroblast cells (B) were stained with anti-rabbit IgG isotype control 

and IgG2a anti-mouse isotype control.  



Supplement Tables and Table Legends 

 

Supplemental Table 1: Primary and secondary antibodies 

 

.  

 

Antibody 

 

Company 

 

Catalogue 

Number 

 

Application 

 

Dilution 

RB anti LEMD2 Novus Biologicals NBP1-85175 IHC, WB 1:50, 1:1000 

MS anti Lamin A/C Cell signaling 4777 IHC, WB 
1:100, 

1:1000 

RB anti-eGFP Abnova Ab111258 WB  1:1000 

RB anti-Annexin V Abcam Ab14196 WB 1:1000 

RB anti-Cleaved  

Caspase-3 (Asp 

172) 

Cell signaling 9661 WB 1:1000 

RB anti-Aurora B Thermo Fisher 

Scientific  
PA5-14075 WB 1:1000 

RB anti -GAPDH Abcam Ab181602 WB 1:3000 

RB IgG-Alexa 488 Invitrogen A11034 IHC 1:100 

MS IgG- Alexa 555 Invitrogen A21422 IHC 1:100 

RB IgG HRP GE Healthcare NA934V WB 
 

1:3000 

MS IgG HRP GE Healthcare NXA931 WB 1:5000 



  

Supplemental Table 2: Haplotypes of affected family members 

 

 

Supplemental Table 2: Haplotypes of six affected family members across an 18.3Mb region at 
chr6p between chr6:24,774,931-chr6:43,076,268.  

Shared haplotypes are denoted by the red letters. The region of homozygosity is narrowed down to a 

6.8 Mb by an affected member of family 290 III-13. c.38T>G variant in LEMD2 gene was the only 

variant segregates with the phenotype in the two families. rs# referred to the SNP number. MAF 

refereed to minor allele frequency and the global MAF for the variants were taken from SNP database 

Available from: http://www.ncbi.nlm.nih.gov/SNP 

 Gene  Variant   hg 38  

Position  

 rs#  Global 

MAF  

Family 600 Family 290 

II-18 III-4 II-2 II-3 III-

12 

III-

13 

GMNN c.357+39C>T 
chr6:24774931 

rs2307308 0.0112/56 T T T T T T T T T T T C 

HIST1H4E c.*28T>A 
chr6:26204552 

rs41266809 0.0026/13 A A A A A A A A A A A T 

HIST1H2B

N 

c.*10C>T 

chr6:27838662 

rs112586220 0.0028/14 T T T T T T T T T T T C 

ITPR3 g.33650433G>A 
chr6:33620365 

rs78238190 0.0064/32 A A A A A A A A A A A A 

LEMD2 c.38T>G 
chr6:33771202 

- - G G G G G G G G G G G G 

RNF8 c.*1189G>A 
ch6:37353972 

rs34150698 0.0292/146 A A A A A A A A - - - - 

CUL7 c.4762C>A 
ch6:43037617 

rs147493246 0.0057/28 A A A A - - - - C C A C 

PTK7 c.19G>A 
chr6:43076268 

rs139636574 0.0056/28 A A A A - - - - G G A G 
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