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Fig S1b
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Figure S1a and S1b: Results of Mendelian randomisation study including known confounders.

Exploration of the causal relationship between LDL-C associated with rs2228671 and CAD (Mendelian Randomisation) including age, gender, smoking status, diabetes, and hypertension as known confounders. As in the simpler model (Fig. 5), the structural equation model shows that carriage of the T allele at rs2228671 leads to lower LDL-C levels, and higher LDL-C levels lead to an increased risk of CAD, whereas there is no additional direct path from rs2228671 to CAD risk, indicating that the functional pathway between the genetic variant at the LDLR gene locus and risk of CAD is through changes in LDL-C.

Part A: Higher age, male gender, hypertension and no diabetes lead to higher LDL-C levels, whereas higher age, smoking, hypertension and diabetes increase CAD risk.

Part B: Smoking, hypertension and diabetes increase CAD risk, but these confounders are not associated with rs2228671.
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