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Pathogenesis and therapy of unstable diabetes

Akiko TSUDA, Hiroshi NAKAMURA, Akira TAKAGI and Seiki ITO

Department of Ist Internal Medicine, Niigata University School of Medicine
(Directer: Prof. Akira SHIBATA)

Ichiro WAKUI

Kouseiren Kariwagun general hospital

To elucidate a major factor for poor glycemic control in insulin dependent DM
(IDDM) with conventional insulin therapy (CIT), urinary C-peptide excretion (UCPR)
was determined as a maker of residual B cell function. UCPR was less than 2ug/day
in 31 out of 33 unstable DM and more than 2ug/day in 5 out of 6 stable DM. The
finding suggested that residual B cell function may play an important role in stability
of glycemic control in CIT.

The M-value and the SD of 10 serial measured fasting blood glucose (SD of 10
FBG) were remarkably improved with CSII in 28 patients without residual B cell func-
tion. But in 7 out of 28 cases, these two markers were not improved inspite of CSII
therapy. There is a positive correlation between SD of 10 FBG under CSIE therapy
and duration of diabetes (r=0.67). Diabetic complications especialy autonomic neuro-
pathy were more advanced in CSII-unstable group (8D of 10 FBG>>50) than CSIl-stable
group. There are no differences in insulin antibdy binding %, subcutaneous insulin
absorption and gastric emptying time between two groups. Thus, autonomic neuro-
pathy may be a major factor for instability of glyeemic control in CSII therapy.

13 CSIl-stable patients were treated with intensive conventional therapy (ICT).
The deterioration were seen in the M-value during 2 days and the SD of 10 FBG.
More variable fasting blood glucose levels and higher pre dinner blood glucose levels
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were detected in ICT unstable group than in ICT stable group.

ing and afternoon were lower in ICT unstable group.

Free—IRI levels at fast-
Free—IRI profile after subcutane-

ous injection of NPH insulin decreased faster in ICT unstable group than in ICT stable

group.

Faster decreasing Free~IRI levels is considered as a cause of the unstability

under ICT. As Total IRl levels and insulin antibody binding were higher in ICT stable

group than ICT unstable group, insulin antibody may have a beneficial effect in sta-

bility of glycemic control
antibody.

in ICT through gradual dissociation of insulin from insulin
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Urinary C-peptide secration in IDDM
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Counter reguratory hormone response
on Insulin infusion test
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Comparison of blood glucose control between CSIl and ICT
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