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Locus Pasition LRS* mode meanAl(PP) mean Al(H) meanAl(AA)
D2Mit295 17¢M 8.0 additive | 1.48(n=15) 1.667(n=21) 2.156{(n=18)
D2Mit133 66.8¢cM 11.0 dominant | 1.552(n=21) 1.728B(n=25) 2.525(n=8)
D2Mit309 71.0cM 7.5 dominant | 1.74(n=10) 1.634(n=35} 2.378(n=9)
D2Mit258 78.0¢cM 10.3 dominant | 1.664(n=22) 1.638(n=24) 2.525(n=8)
DaMitas7 75.0cM 10.3 dominant | 1.664(n=22) 1.638({n=24) 2.525(n=8)
D2Mit227 98.0cM 4.0 dominant | 1.711(n=9) 1.674(n=35) 2.2{n=10)

D4Mit89 18.9¢cM 6.7 additive 1 2.03(n=20) 1.767(n=24) 1.3{n=10)

D4Mit32 69.8cM 16.4 recessiveT  2.414(n=14) 1.594(n=33) 1.371(n=7)
D4Mit13 71.0¢cM 22.6 recessive 1 2.554(n=13) 1.545(n=33) 1.475(n=8)
D4Mit160 76.0cM 26.6 recessive T 2.65(n=12) 1.541(n=34) 1.475(n=8)
D4Mit129 76.6cM 27.6 recessive t 2.85(n=12) 1.475(n=32) 1.7(n=10)

D4Mit33 79.0cM 31.3 recessive T  2.667(n=12) 1.414(n=29) 1.769(n=13)
D5Mits80 26.0cM 4.1 additive 1 2.108(n=17) 1.758(n=19) 1.553(n=15)
D19Mit69 6.0cM 4.9 additive 7 2.15(n=12) 1.731(n=26) 1.514{n=14)
D19Mit16 15.0¢cM 4.0 additive 7 2.081{n=11) 1.793(n=27) 1.573(n=15)
D19Mit67 43.0cM 11.5 additive 1 2.229(n=14) 1.731(n=32) 1.175(n=8)
D19Mit2 51.0cM 7.3 recessiveT  2.188(n=16) 1.643(n=28) 1.5(n=10)

*when significant association was detected with more than two models at the same locus, the

one with highest LRS was adopted.

22Ny O OORTDACHENT7I04 RS ARBEICHEEE5 23 REFEOT &

Locus Position LRS* mode meanAl{PP) mean Al{H) meanAl{AA)
D4Mit89 18.9¢cM 10.7 additive 1 1.781(n=42) 1.331(n=32)
D19Mit67 43.0cM 12.1 additive T 1.828(n=36) 1.365{n=40)
D19Mite9 6.0cM 5.3 additive 1 1.738(n=42) 1.419(n=32)
DXMit79 50.0cM 4.8 additive 7 1.75(n=20) 1.631(n=32) 1.343(n=21)

*when significant association was detected with more than two models at the same locus, the
one with highest LRS was adopted.
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Loci cM
11q12 D19Mit69 me= 6.0
9q21
9p13 D19Mit16 == 15.0
10g23 = D19Mit39 == 24.0
10g24 ==

D19Mit67 == 43.0
LRS=11.5

1025 =k D19Mit2 51.0
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