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Clinical Study the Hypoglycemic Effect of
Glipizide in Patients with Type ] Diabetes Melletus

Yu Binjie Liang Yiquan Zeng Yuang Zhong Yuexian
Chen Yin Lin Wendong
(Division of Endocrinology, Department of Medicine,

First Affiliated Hospital)

Abstract

Twenty-five type ] diabetics (i] male, 14 female), mean age 49,8 + 9,5 years, uncontrolled
by only on diet after two weeks, were treated with glipizide, and followed up continually over
6 months, but 1 case was discontinued because of insufficient therapeutic response. Twenty two
of 95 patients were newly diagnosed untreated patients, and remaining 3 cases hae been previou-
sly treated with glibenclamide of failed response. Glipizide daily dosage ranged from 5mg up
to a maximum of 30mg and mean dose was 16,7mg- In 8897 of patients, the drug was taken
once daily one half hour before breakfast by oral. Fasting blood glucose and two hours post-
prandial glucose fell from 11.1 4 0.4mmol/L( X = SE) to 8.1+ 0.4mmol/L and 20.3 + 0, 9mmol/L
to 11.7 +0,7mmol/L respectively at the end of first month of glipizide treatment, and glycosy-
lated hemoglobin A, (GHbA ) was 0,306 + 0.01mgHMF/gHb vs 0,216 + 0,01mgHMF/gHb after
Znd month during therapy, and then, steadily remained in same levels throughout the therapeu-
tic course, The overall clinical efficacy was 889; of the patients, and 729 of the evaluable
patients were under excellent and good control. There were no hypoglycemic and other side ef-
fects while on therapy. The insulin areas of glucose-glipizide-mediated insulin secretion in pa-
tients were unchanged before and after treatment, but the insulin areas of glucose-mediated insulin
secretion, the insulin sensitivity, and the glucose disposal constant(K)) in patients after therapy
were significantly higher than the baseline. Our study indicates that the beneficial hypoglycemic
effects of glipizide in type [ diabetics ate not solely dependent on improvement in both fasting
and glucose-mediated insulin secretion in pancreatic B cell, but the enhancement of insulin
inducing glucose utilization and insulin sensitivity is most important.
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