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A Clinical Study of Control Process of Blood Glucose Level of NIDDM
Patient

Masaya Yoneda, Seizaburo Arita*, Yasushi Hirokawa,
Michihiro Matsuki, Shoji Sumitomo, Takeshi Eguchi and
Seikoh Nishida

Insulin treatment effects were analysed in eight severely hyperglycemic non-
insulin-dependent diabetic patients (NIDDM). We proposed a new method to depict
the control process of plasma glucose in the diural serum glucose level of NIDDM
patients. Differences in the treatment for each patient only effect the control
speed. Those patients who rapidly reached the good or ideal control zone could the
dischanged without oral sulfonilureas or insulin. These results suggested that such
patients achieved good recovery of glucose autoregulation activity, and that the
initial intensive insulin therapy intensified this tendency. (Accepted on December 26,
1991) Kawasaki Igakkaishi 18(1) : 11—19, 1992
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