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The role of paraoxonase enzyme in detoxication of organophosphate pesticides
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PON1*192 Genotype

Ethnicity Disease Control Case

N QQ QR RR N QQ QR RR
Turkish'® CAD"® - - - - 96 35 50 11
German' MIN® 535 279 216 40 1053 533 442 84
Japanese® CHD™ 252 34 124 94 134 20 67 47
Japanese® Schizophrenia* - - - - 244 31 108 105

PON1*55 Genotype

Ethnicity Disease Control Case

N LL LM MM N LL LM MM
Asian Indian®  CHD"® 183 119 54 10 114 71 40 3
Chinese” CHD" 181 168 13 0 119 111 8 0

#1816 CAD = Coronary Artery Disease, Ml = Myocardia Infarction, CHD = Coronary

Heart Disease * Significant at p< 0.05 1Laz NS = Non significant
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(umol/min/ml)

European population
Spanish Healthy subjects 184 82.70 25
English Sheep dippers 197 14.71 26

Asian population

Japanese NIDDM type 2 patients 108 116.00 27
Japanese Healthy subjects 161 162.00 27
Thai Agricultural workers 100 39.04 28

A1379N 4 BAAIANNDVDY R waz M allele a9t PONT aNuviws 192 uag 55

Gene frequency

LLARY

Ethnicity Population N PON1*192 PON1*55 v
Q R L M 273984

Caucasians

German Healthy subjects 535 0.72 0.28 0.64 0.36 19

German CHD patients 2249 0.71 0.29 0.51 0.49 19

Euro-Brazilian Blood donors 91 0.77 0.23 0.67 0.33 29

Afro-Brazilians Blood donors 70 0.47 0.53 0.71 0.29 29

English Diabetes Mellitus 93 0.64 0.36 0.61 0.39 30
Patients without retinopathy

English Diabetes Mellitus 101 0.73 0.27 0.66 0.34 30
Patients with retinopathy

Canadian Early onset CAD, 150 0.72 0.28 - - 31
age<50 yrs

Spanish Randomized men, 654 0.68 0.32 - - 32
age25-47 yrs

Orientals

Asian Indian Control subjects 183 - - 0.80 0.20 21

Chinese Control subjects 181 - - 0.96 0.04 21

Japanese Healthy subjects 252 0.38 0.62 - - 20

Thai Farmers 100 0.49 0.51 0.98 0.02 28

Indian Healthy subjects 255 0.67 0.33 - - 33

Taiwan Healthy subjects 218 0.39 0.64 - - 34

Chinese

Taiwan CAD patients 218 0.35 0.65 - - 34

Chinese
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