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Abbreviations ApoE €4 = apolipoprotein E e4 allele; AB = amyloid-B; BIC = Bayes information criteria; BSL = baseline; CDR-SB = Clinical Dementia Rating-Sum of Boxes; CV = coefficient of variation; N/A = not applicable; NONMEM = Nonlinear Mixed Effects Modeling; OFV = objective function value; prop = proportion; SUVR = standardized uptake value
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