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The changes in the levels of body compositionduring the trial ( x+s)

Intervention group

Control group

0 month 12 month 0 month 12 month
Age(years) 60. 35+9. 78 56. 55+8. 61
n(female/male) 46 (27/19) 41 (26/15) 42 (19/23) 40 (18/22)

Systolic blood pressure

{mmHg) 132. 07+19. 35 129. 49+15. 33 128.18+13.43  128.88+14. 06 0-20
?::ﬂ;’)b'ow D 83.80£10.28  79.17+7.52 84.59+10.86  82.15:10.47  0-35
Weight( kg) 68.24+9.73 66. 33+10. 4° 69. 69+10. 36 68.41+10. 02 0. 002
BMI ( kg/nt) 26.80+3. 13 26. 02+3. 58° 25.72+3. 83 25.02+3. 72 0. 003
Soft Lean Mass(kg) 40. 86+7. 17 40.67+7. 12° 46. 19+8. 21 45.56+7. 93 0.26
Fat Free Mass(kg) 43. 3+7. 56 43.12+7. 52 48. 9+8. 66 48.22+8. 36 0. 33
Body Fat Mass(kg) 24.87+6. 68 23.24+7.7° 20.68+6.7 19. 83+6. 68 0. 01

Visceral Fat Area( cnf) 134. 55+28. 16 132.22+34. 7 127. 46+26. 35 128. 23+24. 93 0.16
Percent Body Fat( %) 36. 28+7. 06 34.63+8. 67° 29.59+7. 38 28.95+7. 34 0. 048
Body fat/ FatFreeMass(kg/kg) 0.59+0. 03 0. 55+0. 03° 0.44+0. 03 0. 43+0. 03 0. 049
sE. Intervention group, compared with baseline, 2. P<0.05,. P<0.01; Control group, compared with baseline,

°, P<0.05,¢; P<0.

' Changes from baseline to 1 year were analyzed between the treatment groups using Student’ s t test.
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Plot of change in body fat mass v. change in fasting plasma glucose

at1 year. The fitted regression equation was (fasting plasma glucose

change inmmol/l) =0.10 (body fat mass change in kg) + 0. 18;

r=0.27, P=0. 02.
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Table 2 The changes in the levels of serum biochemical indicesduring the trial ( x+s)

Intervention group Control group

0 month 12 month 0 month 12 month P

Fasting cholesterol ( mmol/1) 5.41+1.1 5.4+1.01 5.51+0. 86 5.54+0. 87 0-58
Fasting TAG( mmol/1) 2.16+1. 32 2.22+1.37 2.75+1.83 2.73+1.87 0-72
HDL-cholesterol ( mmol/1) 1. 34+0. 29 1. 36+0. 28 1.33+0. 27 1. 33+0. 28 0-82
LDL-cholesterol ( mmol/I) 3.42+0.97 3. 36+0. 91 3. 13+0. 82 3.17+0. 8 0-01
Fasting plasma glucose(mmol/L) 5. 68+0. 55 5.57+0. 69 5. 60+0. 63 6. 07+0. 744 0 - 001
2-h plasma glucose ( mmol/L) 8.90+1. 25 7.71£2.52° 9.24+1.58 9.72+3. 37 0-02
HbA1c( %) 5.81+0. 38 5.67+0. 34 5.87+0.27 5. 95+0. 25 0-02
GSH(g/L) 6.33+3.70 9.20=+4. 49° 7.40+5. 46 8.03+7.09 0.21

SOD(U/ml) 57.27+12. 90 62. 25+14. 362 62. 94+16. 61 46.66+14.28Y < 0001
MDA ( nmol/L) 4.52+2.08 3.61x1.412 4.19+1. 74 3.85+1.76 0.71

3¥. GSH. Glutathione; SOD. Superoxide Dismutase; MDA Maleic Dialdehyde;
P<0.05,°. P<0.01; Control group, compared with baseline,®. P<

Intervention group, compared with baseline,? .
0.05,%, P<0.01;

' Changes from baseline to 1 year were analyzed between the treatment groups using Student’ s t test.
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Table 3 The changes in calorie and nutrient intake levelsduring the trial ( xtsx)

Intervention group

Control group

0 month 12 month 0 month 12 month P
Energy (kcal) 1774. 95+70. 22 1831+71. 93 1870. 71+68.59  2048.46x59.2°  0.16
Protein (g) 66. 77+2. 96 68. 43+3. 73 68. 64+2. 73 77. 43+3. 09° 0.06
Fat (g) 54. 16+2. 64 59. 1+3. 29 56. 22+3. 63 74. 07+3. 55° 0.20
Carbohydrate (g) 255.1+13. 6 256. 35+11. 1 272.55+12. 52 268. 03+13. 1 0.48
Fiber (g) 9. 78+0. 57 10. 640. 61 11.16+1. 09 10. 630. 83 0.31 .
SFA (g) 9. 13+0. 63 9. 62+0. 53 7.92+0. 93 15.59+1. 16 0.37
Cholesterol (g) 276.87+25.48  242.94+21.55 296+37. 49 330.71+19.68 0
Ca (mg) 612.52+36.31  834. 06+45. 55° 541.65+44.84  736.89+66.619  0.86
Fe (mg) 15. 38+0. 69 16. 94+0. 782 16. 99:0. 73 19.340. 86 0.63
Zn (mg) 8. 96:+0. 38 9. 19+0. 46 10+0. 38 2
Se (ug) 46. 64+3. 12 47.99+3. 47 5
Vit A (ug) 509. 97+36. 03 658+35. 19° 436.
Vit E (mg) 29.31+1. 88 30. 68+2. 09
Vit C (mg) 112, 169. 62 152, 15+14. 92
Vit B, (mg) 0. 68+0. 04 0. 69+0. 05
Vit B,(mg) 0.91+0. 05 1. 03+0. 05°

3. Intervention group, compared with baseline,? .
°. P<0.05,9, ,
' Changes from baseline to 1 year were analyzed between the treatment

P<0.05,°. P<0.01;
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