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Fz1 ARUvHS U RA—LRBKREFNEL

Bt Pre (n=51) Post (n=44) Change
MRS B EE, om” 16654 11345 -53

K TRERAERE, cm’ 206+ 94 144462 -62
AR RA, me/dl 173+114 93+74 =77
HDLaLATA=)b, mg/d| 5312 57+14 +4
IRfEHA M £, mmHg 133+19 12117 -11
PREREAM E, mmHg 89+12 78+9 -11
TERERFMAE, mg/dl 113+50 96+ 11 -8
BAREEHIEIRNE, ml/kg/min 31.6+56 35.6+6.4 +3.5
=i Pre (n=456) Post (n=426) Change
NSRS RAEE, om’ 96+47 6836 -27

R TRERAEE, cm’ 258+78 195+76 -63
AR RA, me/dl 108476 74435 -34
HDLALATA-IL, mg/dl 63+15 64+14 +0
IRFEHA M E, mmHg 132418 12116 -11
PRaREAME, mmHg 83+11 76+ 11 -7

2 S B I HE, me/d 99+21 9112 -8
BABERERE, m/kg/min 252+40 29.6+5.1 +4.4
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FRERREE
%®2 REFRLVELEET HERMEELTF
weight loss (kg)
Gene X1 Allele 1 (n = 140) -81 = 3.1
Hetero (n=23) -6.6 = 3.2 P <005
Allele 2 (n=1)
Gene X2 Allele 1 (n=148) -81 = 3.2
Hetero (n=15) -63 *+ 28 P <005
Allele 2 (n=1)
Gene X3-1 Allele 1 (n=134) -76 *£ 3.2
Hetero (n = 30) -93 + 26 P <001
Allele 2 (h=0)
Gene X3-2 Allele 1 (n=131) -76 *+ 3.2
Hetero (n=32) -90 + 26 P <005
Allele 2 (n=0)
Gene X4 Allele 1 (n=128) -92 + 35
Hetero (n=83) -82 £ 30 P < 0.01
Allele 2 (n =53) -6.9 = 3.0
Gene X5 Allele 1 (n=154) -5.7 = 3.1
Hetero (n=29) -80 = 30 P <005
Allele 2 (n=1)

12



