Supplementary Data

Supplementary Table 1 Estimates of genetic correlation between men and women from the bivariate LDSC regression analysis in the combined GWAS data for five anthropometric traits.

	
	Trait
	Sample size

(men vs. women)
	h2g (Men)
	h2g (Women)
	rg

	
	
	
	Est.
	SE
	Est.
	SE
	Est.
	SE
	P(rg = 1)

	No adjustment
	Height
	19095 vs. 24504
	0.412
	0.042
	0.374
	0.039
	1.006
	0.051
	0.905

	
	BMI
	19016 vs. 24350
	0.196
	0.026
	0.187
	0.026
	1.198
	0.113
	0.079

	
	WCadjBMI
	13158 vs. 15874
	0.158
	0.037
	0.118
	0.030
	0.986
	0.226
	0.952

	
	HIPadjBMI
	13119 vs. 15854
	0.192
	0.046
	0.109
	0.031
	1.000
	0.219
	0.999

	
	WHRadjBMI
	13115 vs. 15846
	0.112
	0.038
	0.139
	0.033
	0.593
	0.224
	0.069

	Genomic Control
	Height
	19095 vs. 24504
	0.367
	0.038
	0.326
	0.034
	1.006
	0.051
	0.907

	
	BMI
	19016 vs. 24350
	0.180
	0.024
	0.172
	0.024
	1.198
	0.113
	0.079

	
	WCadjBMI
	13158 vs. 15874
	0.153
	0.036
	0.114
	0.029
	0.986
	0.226
	0.952

	
	HIPadjBMI
	13119 vs. 15854
	0.184
	0.044
	0.104
	0.029
	1.000
	0.219
	0.999

	
	WHRadjBMI
	13115 vs. 15846
	0.108
	0.037
	0.134
	0.032
	0.593
	0.224
	0.069


h2g = proportion of phenotypic variance explained by all SNPs used in the analysis. P(rg = 1): Wald test p-value against rg = 1.

Supplementary Table 2 Estimates of genetic correlation between men and women from the bivariate GCTA-GREML analysis (with an IMPUTE-INFO threshold of 0.6 for SNP inclusion) using individual-level data for five anthropometric traits.

	Trait
	Sample size

(men vs. women)
	h2g (Men)
	h2g (Women)
	rg

	
	
	Est.
	SE
	Est.
	SE
	Est.
	SE
	P(rg = 1)

	Height
	19095 vs. 24504
	0.441
	0.018
	0.426
	0.014
	1.021
	0.031
	0.495

	BMI
	19016 vs. 24350
	0.234
	0.018
	0.223
	0.015
	1.010
	0.064
	0.881

	WCadjBMI
	13158 vs. 15874
	0.165
	0.026
	0.172
	0.022
	0.773
	0.119
	0.056

	HIPadjBMI
	13119 vs. 15854
	0.228
	0.026
	0.181
	0.022
	0.864
	0.101
	0.180

	WHRadjBMI
	13115 vs. 15846
	0.156
	0.026
	0.180
	0.022
	0.613
	0.112
	5.6E-04


h2g = proportion of phenotypic variance explained by all SNPs used in the analysis. P(rg = 1): Wald test p-value against rg = 1.
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