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Genetic studies in Alzheimer’s disease
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( Chromosome 21 |11 I 11 | )
F.28 <3 0.58 Mb
F.37 0.78 Mb
French F. F.09 1.98 Mb Rovelet-Lecux A et al. (2006)
k19 3.96 Mb
F.229 6.37 Mb
Dutch F. F.1104 & 1043 <> 0.7 Mb Sleegers K et al. (2006)
Finnish F. F.2945 <H 0.55 Mb Rovelet-Lecrux A et al. (2007)
F.3281 4.2 Mb Kasuga K et al. (2009)
Japanese F.  F.2945 <—> 07Mb
G.7004 0.95 Mb Ikeuchi T (unpublished)
MRA19 5.1Mb
Swedish F. D08 1.09 Mb Thonberg H et al. (2011)
FVI 3.4 Mb
NIH, NCRAD ¢ grp < 0.38 Mb Hooli BV et al. (2012)
Proband 1 6.35 Mb
6.49 Mb
Proband 2 McNaughton D et al. (2012)
UKF. Proband3 </ 15.5 Mb
Proband 4 4.96 Mb
Proband 5 2.767 Mb
GWAS <—35 055Mb Swaminathan et al. (2012)
GWAS 4> 0.29 Mb Chapman H M et al. (2013)
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Populations £2(%) £3(%) £4(%) } | Allele frequencies of APOE in the world |
Africa 9.9 69 20.9 B &3
Europe 7.7 79 127 ] EEE% EE
Asia 6.3 84.7 9 ] E %
North America 4.9 824 12.7 3 4
South America 4.6 76.7 18.7 E &2 f }
Ocean 11.1 66.7 221 ] {
] E EQQEIE.E Yyt ii
India 5.1 88.1 6.8 ] = T T 1
K 1T AEANSOLA AEANSOIA AEANSOIA
All population 7.3 79 13.3 4t usAAcn fusAAcn fusAAcn
Af : Africa SA : South America
Eu : Europe Oc : Oceania
As : Asia In :India
Bk Nigerian Kenyan African American Japanese NA: North America A Al
APOE AD 7 AD s AD s AD 4y
£2(%) | 102 | 111 25 3.1 33 15 24 44
£3(%) | 638 | 672 | 653 | 653 | 609 | 709 | 67.7_| 856
£4(%) :26.0 217 322 | 313 (35.8 176 (29.9 10.0
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Rare variants in each family
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