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Analysis on the secretion of cholecystokinin and ghrelin after oral glucose administration in
patients with type 2 diabetes mellitus Li Ning” , Liv Yi, Du Xueqin, Wei Limin. * Department of
Endorcrinology , Hebei General Hospital , Shijiazhuang 050051, China

[ Abstract] Objective To study the secretion of serum cholecystokinin( CCK) and ghrelin at different
times after oral glucose administration in patients with type 2 diabetes (T2DM ). Methods The 82 patients
with T2DM were selected as T2DM group,34 healthy subjects who underwent physical examination during
the same period were selected as control group. General clinical data of both groups were collected , blood
glucose levels at different times after fasting and oral glucose administration were measured and compared
between the two groups. Pearson correlation analysis was used to investigate the correlation of serum CCK,
ghrelin with blood glucose, insulin. Results  The blood glucose levels in the T2DM group were higher
than those in the control group at 0,30,60,120 and 180 min after oral glucose administration. The insulin
and C-peptide levels were lower than those of the control group at 30,60 and 120 min after oral glucose
administration,the CCK level was lower than those of the control group at 60 and 120 min after glucose
administration. The levels of ghrelin was lower than that of the control group at 0,30,60 and 120 min after
oral glucose administration( P <0.05). Pearson correlation analysis found a negative correlation between
serum ghrelin level and BMI(r = —0.282,P =0.047). Conclusion The secretion of CCK and ghrelin
in T2DM patients is lower than the normal population after oral glucose administration, the peak of CCK
secretion is significantly delayed,and the fasting serum ghrelin is negatively correlated with BMI.
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8.74+3.56 10.14 £3.56 7.40+2.37 4.73 £1.40

YR 34 4.95+0.78

13.76 +2.90" 25.07 £4.40" 35.91 +6.50" 45.82 +7.60* 32.63 £6.53
10.04 £2.74 47.58 +6.08 72.75+£9.47 59.98 +7.75 28.44 +4.65

. SXHRA R, P <0.05



<42 - AR PR 2020 4F 1 A% 37 555 13 ] Clin Intern Med, January 2020, Vol. 37, No. 1

F4 WAZRXEARFEE] L CCK M ghrelin 3 (x +5)

" CCK(pg/ml hrelin ( ng/ml
gim s _ . pe/ml) : . : _ duelinne/ml) : .

0 min 30 min 60 min 120 min 180 min 0 min 30 min 60 min 120 min 180 min
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