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Table 1. Urotensin IEZFS89IN £E DFHEE

Genotype Elderly controls NGT Type 2 diabetes
89Asn/Asn 3 (2.4%) 16 (6.0%) 11 (7.2%)
89Ser/Asn 38 (31.2%) 74 (27.6%) 69 (45.4%)
89Ser/Ser 81 (66.4%) 178 (66.4%) 72 (47.4%)
Sum 122 268 152
P value 0.0042 0.0005
Allele Elderly controls NGT Type 2 diabetes
89Asn 44 (18.0%) 106 (19.8%) 91 (29.9%)
89Ser 200 (82.0%) 430 (80.2%) 213 (70.1%)
Sum 244 536 304
X% 9.70 10.6
Pc value 0.0018 0.0011
Odds ratio 1.94 1.73

Means * SD. (vs. type 2 diabetes)
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Table 2. TASIR21E{5F950G/CEEL DI E

Genotype Elderly control NGT Type 2
c/IC 0 (0%) 0 (0%) 2 (0.5%)
C/G 8 (4.5%) 10 (4.2%) 50 (12.9%)
G/G 168 (95.5%) 230 (96.5%) 336 (86.6%)
Sum 176 240 388
xe 7.74 1.2
pc value 0.021 0.0037

Allele Elderly control NGT Type 2
C 8 (2.3%) 10 (2.1%) 54 (7.0%)
G 344 (97.7%) 470 (98.3%) 722 (93.0%)
Sum 352 480 776
xe 9.35 13.6
pc value 0.0022 0.00023
Odds ratio 3.21 3.52

(vs Type 2 diabetes)
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