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The GWAS results of SHR of African-American individuals (N=3,545) shown as a
QQ-plot.
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The GWAS results of SHR of individuals with ancestry from Europe (N=21,590)
shown as a QQ-plot.
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The GWAS results of SHR using only the female individuals with ancestry from
Europe (N=12,965) shown as a QQ-plot.
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The GWAS results of SHR using only the male individuals with ancestry from
Europe (N=8,625) shown as a QQ-plot.



