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mean=tS. D, r P
Age ( years ) 16.2%0.4 0.147 0.0040
Height ( cm ) 171.1£5.7 0.007 0.9007
Weight { kg )] 61,0%8.3 0.484 <0.0001
BMI { kg/m? ) 20.84+2.5 0.546 <0.0001
SBP { mmHg ) 12212 0.209 <0.0001
DBP { mmHg ) 6819 0.144 0.0056
Heart rate ( /min ) 79+15 0.185 0.0004
WBC ¢ /ul ) 6100:£1500 0.199 0.0001
RBC ¢ 108l ) 509+34 0.173 0.0008
Hemoglobin ¢ g/l ) 15.3%1.1 0.133 0.0106
Hematocrit ( % ) 45.4+3.1 0.167 0.0012
Glucose ( mg/dal ) 897 0.098 0.0602
Insulin { pU/ml ) 9.0t4.7 0.459 <0.0001
TC { mg/dl ) 16627 0.157 0.0025
TG { mg/dl ) 67137 0.202 <0.0001
HDL-C ( mg/dl ) 58+14 —0.162 0.0018
LDL-C ( mgsdl ) 95124 0.209 <0.0001
Uric acid ( mgsdl ) 5.8%1.0 0.204 <0.0001
Creatinine ( mg/dl ) 1.0%0.1 —0.001 0.9835

r =}EBAGREL, p =MEBRE8, BMI = body mass index
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