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Investigation of amylin level changes among obese patients at different glucose meta-
bolic states and effects of rosiglitazone intervention
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ABSTRACT Objective:To measure the changes in plasma amylin level among obese patients at different
glucose metabolic states, and to evaluate effects of rosiglitazone intervention on obese type 2 diabetes pa-
tients. Methods: A total of 92 obese patients were categorized into normal glucose tolerance group (Group
A, n=31), impaired glucose tolerance group (Group B, n=30), and type 2 diabetes group ( Group C,
n =31) according to oral glucose tolerance test (OGTT) results. Within the new type 2 diabetes group, pa-
tients were further randomized into 4 mg rosiglitazone treatment group and life style adjustment group. Body
mass index (BMI) and waist circumference of all the patients were measured, and their plasma amylin and
true insulin levels measured by radioimmunoassay and EIA. Results: Compared with Group A, both fasting
and 30 minute glucose load plasma amylin levels, and AAmylin30/AGlucose30 in Group B and C were
lower. Compared with the life style adjustment group, both fasting and 30 minute plasma amylin levels,
and homeostasis model assessment for B cell function (HOMA-B) were higher in the group that received
rosiglitazone treatment, but still lower than those in the Group A. Conclusion: Pancreatic B cell function
and amylin secretion were impaired in the abnormal metabolic states of impaired glucose tolerance and type
2 diabetes patients. Rosiglitazone intervention helped to improve B cell function and increase amylin level.
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Table 1 Baseline characteristics and amylin levels of the patients

Normal glucose tolerance group Impaired glucose tolerance group Type 2 diabetes group

Total (n) 31 30 31
Male/Female (n) 16/15 14/16 17/14
Age (year) 50.34 +8.06 55.43 £8.05 50.35 +8.76
BMI (kg/m*) 26.55 +2.52 26.84 +4.00 27.12 £4.40
Waist circumference ( cm) 92.75 +6.74 93.00 +1.89 95.15 +£6.97
SBP (mmHg) 116.56 £13.20 121.67 +16.60 120.97 £14.16
DBP (mmHg) 75.63 £8.68 76.50 £9.95 75.65 +£8.82
Glucose ( mmol/L)

0 min 5.23 £0.48 5.82£0.67° 7.00+1.32°4

30 min 8.87+1.34 9.98 £1.55 12.09 +£2.09

60 min 9.55+1.84 11.53 £1.77 14.95 +2.08

120 min 6.49 +0.89 9.33+1.35" 14.46 £2.50 %4
TI ( pmol/L)

0 min 0.70 £0.19 0.70 +£0.26 0.77 £0.23

30 min 1.35+0.22 1.27 £0.33 1.17 £0.39

60 min 1.29 £0.20 1.34 £0.36 1.47 £0.38

120 min 1.15+0.27 1.20 £0.35 1.14 +£0.43
AUC (IU/L) 42.18 +20.65 59.38 +41.02" 37.71 £32.52
HOMA-B 1.77 £0.32 1.72 £0.27 1.50 +0.23"
Amylin0 (ng/L) 107.30 +£26.39 35.85+20.1° 32.99 +£20.46 "
Amylin30 (ng/L) 131.56 £30.78 50.52 +26.23* 45.04 £24.8"
Amylin0/TI (% ) 1.49 £0.21 0.88 £0.42" 0.94+£0.25"
Amylin30/TI (% ) 0.85+0.28 0.52£0.41" 0.65+0.23"
AAmylin30/AG30 0.79 £0.34 0.68 +0.30 " 0.36 £0.41%4

#* P <0.05, #P <0.01, compared with normal glucose tolerance group; AP <0.05, compared with impaired glucose tolerance group; BMI, body
mass index; SBP, systolic blood pressure; DBP, diastolic blood pressure; 1 mmHg =0. 133 kPa; TI, ture insulin; AUC, area under the curve; HOMA-
B, homeostasis model assessment for beta cell function.
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Table 2 Comparison of rosiglitazone treatment group and life style adjustment group pre-and post-therapy

Rosiglitazone treatment group(n =16, male =9 ,female =7) Rosiglitazone treatment group(n =16, male =9 ,female =7)
Pre-therapy Post-therapy Pre-therapy Post-therapy
Glucose (mmol/L)
0 min 7.54 £1.02 6.78 £0.62 7.86 +1.82 6.92+1.12
30 min 12.29 +2.09 10.09 +2.094 12.09 +£2.09 11.52 +1.38
60 min 14.05 +3.12 13.12 £2.87 14.38 +2.63 13.41 £3.26
120 min 14.10 £3.50 11.36 £3.024 14.57 +1.80 12.96 +3.12
TI (pmol/L)
0 min 0.79 £0.16 0.85+0.12 0.82 +0.21 0.85+0.10
30 min 1.49 £0.52 1.41 £0.49 1.47 £0.13 1.51+0.53
60 min 1.89 +0.20 1.78 +0. 18 1.79 £0.13 1.91 £0.63
120 min 1.67 £0.17 1.40 £0.25 1.64+0.23 1.58 £0.43
HOMA-B 1.47 £0.12 1.62 £0.274% 1.46 +0.82 1.51+0.46
Amylin0 (ng/L) 33.18 +18.12 59.29 +15.384% 32.67 +11.58 35.99 +20.46
Amylin30 (ng/L) 44.04 £12.86 65.04 +18.74*% 45.34 +14.26 46.04 £22.31
Amylin0/TIO (% ) 0.93 £0.28 1.19 £0.424% 0.94 £0.12 0.95+0.22

# P <0.05, compared with the pre-therapy group of the rosiglitazone treatment group. AP <0.05, compared with the post-therapy group of the life
style adjustment group; TI, ture insulin; HOMA-B, homeostasis model assessment for beta cell function.
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