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Improvement of Insulin Secretoruy Capacity According to Insulin Therapy in
Non-Insulin Dependent Diabetes Mellitus

Nan Ho Kyung

Department of internal medicine, College of Medicine, Ewha Womans University

To evaluate whether the urinary and serum c-peptide is the indicator of insulin therapy
in NIDDM, and whether the insulin secretery capacity improves after control of blood glu-
cose, We measured 24hour urinary c-peptide excretion, fasting and postprandial 2hour’s
serum c-peptide concentrations before and after insulin therapy in 20 patients with NI-
DDM.

The results were as follows ;

1) The postprandial 2hour’s serum c-peptide level was significantly lower in patients
with NIDDM than normal controls, but fasting serum c-peptide level and 24hour urinary c-
peptide excretion showed no significant difference between normal control group and patie-
nts with NIDDM

2) There was no significant difference in duration of disease, body mass index, fasting
serum c-peptide level and 24hour urinary c-peptide excretion between insulin-requiring
group and non-insulin-requiring group among patients with NIDDM. But post prandial 2
hour’s serum c-peptide level was significantly lower in insulin requiring group than non-
insulin-requiring group before treatment.

3) After therapy with insulin, post prandial 2hour’s serum c-peptide level increased sig-
nificantly in insulin requiring group, but fasting serum c-peptide and 24hour urinary c-pep-
tide excretion were not changed significantly after therapy with insulin comparing with the
level before therapy.

Author concluded that postprandial 2hour’s serum c-peptide level was a marker of insu-
lin therapy in patients with NIDDM and insulin secretory capacity improved after control-
ling of blood glucose.
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Table 1. Clinical profiles, blood sugar, HbA1C and serum and 24hour urinary c-peptide in nor-

mal control and patients with NIDDM

Normal control NIDDM

Age (year) 354+ 4.1 53.5+ 8.7
Sex male 6 5
female 4 15
Body mass index (kg/m’) 23.3+6.2 226+ 35
Fasting blood sugar (mg/dl) 86.2+ 9.9 220.0+ 21.1*
Postprandial 2hour blood sugar (mg/dl) 1125+ 16.1 137.3+ 2.50.2*
HbAlc (c%) 6.1+ 1.2 12.0+ 2.0*
Fasting serum c-peptide (ng/mé) 1.8+ 0.9 1.9+ 05
Postprandial Zhour serum c-peptide (ng/mf) 3.9+ 0.9 3.3+ 1.3¢%
24hour urinary c-peptide (pg/gm,creatinine) 80.0+21.0 82.7+32.1

All values are the mean + S.D.
*; P<0.05

Table 2. Clinical profiles, blood sugar, serum and 24hour urmary c-peptide in pantients with NIDDM

according to insulin requirement

Insulin requiring Non-insulin

group requiring group

Age (year) 53.1% 7.8 54.0+ 8.7
Sex male 2 3
female 8 7
Body mass index (kg/m) 22.5+ 4.4 22.8+25
Duration of disease (years) 6.1+ 3.5 54+2.7
Fasting blood sugar (mg/dl) 251.9+21.1 186.1+ 21.5*
Postprandial 2hour blood sugar (mg/dl) 343.3£ 703 291.0+ 31.5*
HbAle ( %) 126+ 2.1 1144 2.0*
retinopathy 4 3
Neuropathy 4 4
Orvert nephropathy 0 0
Fasting serum c-peptide (ng/mé) 1.7£05 2.1+ 0.5
Postprandial serum c-peptide (ng/mé) 2.7+ 13 3.9+ 1.4*
24hour urinary c-peptide (pg/gm,creatinine) 65.7+22.1 101.9+ 42.4*

All values are the mean + S.D.
*; P<0.05
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Fig. 1. Fasting and postprandial 2 hour blood sugar level before and after insulin therapy in patients

with NIDDM.

Fasting Serum c-peptide postprandial 2 hour’s serum c-peptide
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Fig. 2. Fasting and postprandial 2 hore’s c-peptide level in serum before and after Insulin therapy in

patients with NIDDM.
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Fig. 3. Hour urinary c-peptide excretion before and
after insulin therapy in patients with NI-

DDM.
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