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Table 1| Demographic, clinical and biomarker data from the multisite clinical cohort

Overall APOE4/4 APOE3/4 APOE3/3 APOEZ/X

NACC
n sample 3297 73 1,088 1565 an
Sex

Female 1,553 (47%) 130 (48%) 511 (47%) 723 (46%) 189 (51%)

Male 1744 (53%) 143 (52%) 577(53%) 842 (54%) 182 (49%)
ADNC

High ADNC 1,590 (48%) 225 (82%) 696 (64%) 551 (35%) 118(32%)

Intermediate ADNC 675 (20%) 35 (13%) 225 21%) 347(22%) 68 (18%)

Low ADNC 598 (18%) 10 (3.7%) 137 (13%) 360 (23%) 91(25%)

Not AD 434 (13%) 3(11%) 30 (2.8%) 307 (20%) 94 (25%)
Alzheimer's dementia 2,099 (64%) 240 (88%) 820 (75%) 840 (54%) 199 (54%)
Age at symptom onset nMma) 65(8.2) 70(6.5) 74 (6:8) 74(86)
Age atMCI 79(91) 72(10) 77(8.4) 82(8.2) 82(97)
Age at dementia onset 81(94) 74(2.2) 79(91) 83(99) 84(1.4)
Ageat death 83(105) 80(6.7) 85(78) 89 (8.8) 88(73)
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Study Suggests Genetics as a
Cause, Not Just a Risk, for
Some Alzheimer’s

People with two copies of the gene variant
APOEA4 are almost certain to get Alzheimerss,
say researchers, who proposed a framework
under which such patients could be diagnosed
years before symptoms.

%‘ Share full article
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