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Fig. 1. Skin AF and sleeping time.

Data are expressed as mean + SEM. AF, AGE-derived fluorescence measured by AGE Reader;
SEM, standard error mean. Figure is made by using the data in Reference 5).
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Table 1. AUC alteration in all the cases.

1D Melatonin (-)  Melatonin (+) 9%Change
1 6191.3 5617.5 -93
2 3198.8 2958.8 -7.5
3 4115.0 3851.3 -6.4
4 4630.0 4141.3 -10.6
5 3488.8 5873.8 68.4
6 7427.5 7848.8 5.7
7 6843.8 5052.5 -26.2
8 3865.0 2665.0 -31.0
9 3177.5 5207.5 63.9
10 8013.8 3731.3 -53.4
11 4590.0 3506.3 -23.6
12 4215.0 3567.5 -15.4

AUC, area under curve with units in mg/dL*min. Three participants (ID 5,9,
10) are excluded in the further analysis.
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Table 2. Effect of melatonin on postprandial blood glucose.

Index Melatonin (-) Melatonin (+) p value
BG 0 min 87.4 = 2.49 854 =+ 3.1 0.533
15 min 105.1 = 3.79 100.1 = 3.1 0.008
30 min 149.5 = 4.85 1449 + 5.5 0.388
45 min 153.3 = 4.20 145.1 = 49 0.202
60 min 147.4 = 423 1347 = 4.5 0.076
90 min 120.7 + 6.93 1183 + 5.4 0.705
120 min 116.2 = 2.90 106.1 = 4.3 0.005
Cmax 160.8 + 4.0 153.2 + 3.8 0.113
AUC (mg/dL - min) 5008.5 * 392.5 4356.5 = 434.1 0.016
Sleeping time (hour) 6.4 £ 02 6.4 = 04 0.999

Data are expressed as mean + SEM, n = 9, statistical analysis conducted by paired-t test. BG, blood glucose concentration in mg/dL. Cmax, maximum
concentration; AUC, area under curve.

—@— Melatonin (<) —®— Melatonin (+)

80

ABlood glucose (mg/dL)

0 20 40 60 80 100 120

Time (min)

Fig. 2. Effect of melatonin on Apostprandial blood glucose.

Melatonin 2 mg was orally administered the day before the test day. Postprandial blood glucose was
measured after intake of steamed rice (200 g). Bar indicates standard error mean. *p < 0.05, **p < 0.01
by paired-t test.
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Fig. 3. Mechanism of melatonin actions on glycative stress.

ROS, reactive oxygen species; AGEs, advanced glycation end products; TG, triglyceride; HDL-C, high-
density lipoprotein-cholesterol.
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