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Figure S1: Whole genome sequencing (WGS) read depth data from the Alzheimer’s 

Disease Sequencing Project (ASDP) in Caucasian population (n = 1041) reveals copy 

number variation (CNV) in SIGLEC14, including deletions and duplications. 

  



 

Figure S2: WGS read depth data from the ASDP in African American population (n = 

998) reveals CNV in SIGLEC14, including deletions and duplications. Especially notable 

is the 4-allele carrier. Frequencies described in Table 4. 

 



 

Figure S3: WGS read depth data from the ASDP in all other populations (n = 1056) 

reveals CNV in SIGLEC14, including deletions and duplications. Especially notable is 

the 4-allele carrier. Frequencies described in Table 4.



 

Figure S4. The SIGLEC14 locus contains no H3K27Ac peaks nor regulatory elements between SIGLEC14 and SIGLEC5. 

Expression of SIGLEC14 is approximately ten times higher than SIGLEC5 in individuals with both copies of SIGLEC14, while 

SIGLEC5 expression is higher in individuals lacking SIGLEC14 copies, in keeping with a common promoter or enhancer governing 

the single locus. 

 



 

Figure S5. SIGLEC5 and SIGLEC14 share a broad recombination peak (gray line).  
Note that, since SIGLEC14 and SIGLEC5 are on the minus strand, these genes appear 
inverted in this figure and read right-to-left.



Table S1: Provided as a .csv file. Contains all 187 ITIM/ITAM genes used in the 

analysis, including aliases. 

 


