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Add-on effect of dulaglutide on basal-bolus therapy
for the improvement of diurnal variation in plasma glucose
levels and acceleration of a step-down regimen involving insulin

Naotsugu MURAKAMI, Ayumi WADA, Makiko KOMATSU, Hiroki INOUE,
Yu IWASAKI, Takeshi KONDO, Yoshiko KANEZAKI, Yasumi SHINTANI

Division of Metabolism and Endocrinology, Tokushima Red Cross Hospital

The add-on effect of dulaglutide on basal-bolus insulin therapy was examined in 26 type 2 diabetes
mellitus patients with poor glycemic control receiving on-going or newly introduced basal-bolus therapy. The
following patient characteristics were noted : mean (+SD) age, 66=*14 years (17 men/9 women) ; body
mass index (BMI) , 26.8+4.4 kg/m?;and HbAlc level, 11.1+2.1%. The CPI and urinary CPR excretion level
were 1.15+£0.80 and 58.0+40.6 ng/day, respectively, suggesting the preservation of intrinsic insulin secretion.
Immediately after dulaglutide add-on, all pre-prandial and bed-time plasma glucose levels improved, and the
mean plasma glucose level decreased from 181+41 mg/dl to 148+23 (Day 1) and to 150*26 mg/dl

(Day 3) . The total insulin dose decreased from 32%22 U/day to 16=21 U/day (Day 3) . Insulin therapy
was withdrawn in 10 patients, and 11 were able to step down to basal-supported oral therapy (BOT) .
After leaving the hospital, glycemic improvement was maintained : HbAlc level 11.4+2.0% (baseline) — 8.4
+1.2% (1 month) — 7.1+1.2% (3 months) (n=15) . Although it is necessary to select the appropriate
cases and to carefully ascertain the timing, the add-on of dulaglutide is a promising option for achieving early

improvement of glycemic control and step-down from basal-bolus therapy.
Key words : basal-bolus therapy, dulaglutide, type 2 diabetes mellitus
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