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Supplement Figure 1. Trends of cumulative AD incidence rates across CRP level cutoff (1-12 mg/L) among 3 SNPs genotypes in UKBB.
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b. SPI1
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c. CD33
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Supplement Figure 2.  Forest plot for the stratified genotype analysis of 3 SNPs for the effect of CRP levels cutoffs (all 3-12 mg/L) on AD incidence in Cox proportional hazard regression models.
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Supplement Figure 3. CSF AD biomarkers based on elevated serum CRP and different genotypes of SPI1 and CD33. ADNI participants with measured CSF AD biomarkers were divided into SPI1 AA/GG+GA and CD33 CC/AA+AC genotypes. Different CRP cutoff level (3-10mg/L) were used to further divide participants into two genotype groups. Prevalent AD cases were excluded. t-Tau and p-Tau at each participants’ last exam were used. Level of t-Tau and p-Tau were log transformed. Boxplots of t-Tau and p-Tau for different SNP-CRP groups with p-values of interaction between CRP cutoffs and SNPs genotypes from linear regression analysis, adjusted for age, sex, education and APOE ε4, were shown for SPI1 (a-b) and CD33 (c-d).

a. SPI1 vs. t-Tau
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b. SPI1 vs. p-Tau
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c.  CD33 vs. t-TauCRP
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d. CD33 vs. p-Tau
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