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1 hETRIHRESNAE MEILE BV U ILERE)

study ‘ ‘ "~ acronym - published journal (year) - . phenotype trait
Krushkal, et al GENOA Circulation (1999) SBP
Xu, et al - Am ] Hum Genet(1999) SBP & DBP
Sharma, et al - Hypertension (2000) hypertension
Hsueh, et al Quebec family study Circulation (2000) SBP & DBP
Pankow, et al HyperGEN Hypertension (2000) postural change in SBP & DBP
Levy, et al Framingham Heart Study Hypertension (2000) longitudinal SBP & DBP
Perola, et al Finnish Twin Cohort Study ] Hypertens (2000) hypertension
Zhu, et al J Hypertens (2001) hypertension
Atwood, et al San Antonio Family Heart Study Genet Epidemiol (2001) SBP & DBP
Allayee, et al Hypertension (2001) SBP & DBP
Harrap, et al Victorian Family Heart Study Physiol Genomics(2002) SBP & DBP
Rice, et al HERITAGE Hypertension (2002) SBP & DBP
Kristjansson, et al deCODE Hypertension (2002) hypertension
Hunt, et al NHLBI Family Heart Study Hypertension (2002) hypertension, SBP & DBP
Angius, et al - Am J Hum Genet(2002) hypertension
Thiel, et al GenNet Am J Hypertens (2003) SBP & DBP
Rao, et al HyperGEN Am ] Hypertens (2003) hypertension
Kardia, et al GENOA Am J Hypertens (2003) hypertension
Ranade, et al SAPPHIRe Am ] Hypertens(2003) hypertension, SBP & DBP
Caulfield, et al BRIGHT Study Lancet(2003)
von Wowern, etal — Hum Mol Genet(2003) hypertension
Gong, et al - Hum Mol Genet(2003) hypertension
‘Benjafield, et al GENIHUSS Study Am ] Hypertens (2005) hypertension
Trust Case Control WTCCC study Nature (2007) hypertension
Consortium
Kato, et al JSNP scan Hum Mol Genet (2008) hypertension
Org, et al KORA & HYPEST Study Hum Mol Genet(2009) hypertension, SBP & DBP
Sabatti, et al NFBC1966 cohort Nature Genet(2009) SBP & DBP
Cho, et al KARE project Nature Genet (2009) SBP & DBP

SPs: sib—pairs, ASPs: affected sib—pairs.

W ORO 5 BUR (results) F TS K EPREBTH ), RebBEMNTORRERTOOTERV. B ITH
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2) 5/ L7 4 NEERE (genome —wide
association study: GWAS)
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MEIER & & % i $ % case—control study @
A% 0T, MEELZEGEEHE LTHRD GWAS
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¥ 74 MTHE L -BEFREIREEINRTEDS
§, RIEDBOEEZENREY b OFINLEEET
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T BH5 S LZF v ()

é’rhnicity - palftiéip:érits - results
white Americans 69 discordant SPs 2p: 5q: 6q: 15¢q
Chinese 207 discordant SPs, 258 high concordant SPs, 99 low concor- 3p: 11q: 16q: 17p: 15q

dant SPs

white 169 ASPs with early onset(<50y) 11q
0Old Oder Amish 206 nuclear families 1p: 2ps 5p: 7q: 19p
Afro—American & white 498 ASPs 18q: 6p
white 332 families 17q: 18p
white (Finn) 47 ASPs with early onset(<50y) at least one sib 1q; 2q: 3q: 22q; Xp
Han Chinese 1,273 ASPs(diagnosed before 60y) 2q
Mexican American 10 large unselected pedigrees 18q: 21q: 2p: 8q
Dutch 18 extended families 4p: 19p: 6q: 8p
white 274 SPs 1p: 4q: 16p: X

Afro—Americans & white
Icelandic

white

white (Sardinia)
Afro—American & white
Afro—American & white
Afro—American & white
Asian

white (Scandinavian)
Chinese

white

white/GWAS

Japanese/GWAS
European/GWAS
white (Finn) /GWAS
Asian (Korean) /GWAS

114 Afro—-American families & 99 white American families
120 families with 490 hypertensives

401 families (2,959 individuals)

A large extended pedigree with 35 hypertensives

211 Afro-American families & 160 white American families
599 Afro—American families & 489 white American families
229 Afro—American families & 251 white American families
1,123 Chinese and 302 Japanese SPs

91 families

1 large kindred and 32 nuclear families
200 families (296 ASPs)

2,000 case vs 3,000 controls

1,559 case vs 2,910controls
5,297 subjects in total
4,500 subjects

7,861 subjects

2p: 3p: 3q: 11q: 19p: 12q
18q

1q: 6q; 7p: 7q: 12q: 15q
2p

1q: 11q: 3q

2p

none

9q: 10p: 14q

2q; 14q

12p

1p; 4q

no significant signals

ADD2, KIAA0789, M6PR
CDH13

no significant signals
ATP2B1

EAE2FEM (2p) LV ) BB THo THEHDY — M BIKIRICR 2L D55,
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