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Figure 1. Association between APOE and amyloid

A) Amyloid (Centiloids) by genotype B) Amyloid (Centiloids) by age C) Amyloid (Centiloids): APOE €4 x spline(age)
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Figure 2. Association between APOE £44, amyloid and tau

A) Tau SUVR by amyloid status B) Tau SUVR predicted by amyloid status C) AB+ only: predicted tau by €44 status
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