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Pioglitazone/metformin before bedtime can improve the dawn phenomenon in patients with type 2 diabetes
mellitus treated with premixed insulin WU Qiu-xia, XIANG Peng-yue, LUO Chao-yang, LIU Ting, LI Qing, MOU
Yun-e, ZHANG Hua ™. Department of Endocrinology, Second Peoples Hospital of Jingmen ( Jingchu University of Tech-
nology Affiliated Central Hospital) , Jingmen 448000, China
Corresponding author: ZHANG Hua, E-mail: zhanghual019@ 126. com

Abstract Objective: To compare the effects of pioglitazone/metformin combination and metformin alone on the
dawn phenomenon in patients with type 2 diabetes mellitus (T2DM) treated with premixed insulin. Methods: A total of
54 patients who were hospitalized in Jingmen Second Peoples Hospital from January to December in 2019 with T2DM
treated with pre-mixed insulin were confirmed with the dawn phenomenon by self-monitoring of blood glucose and were
randomly divided into two groups: pioglitazone/metformin combination group (n =28) ; metformin group (n=26). In
pioglitazone/metformin combination group, pioglitazone/metformin ( pioglitazone 15 mg, metformin 500 mg) was ad-
ministered before bedtime. In metformin group, metformin (500 mg) was given before bedtime. Blood glucose was mo-
nitored dynamically, and the amount of insulin was reduced appropriately if the blood glucose was low. After one week
of treatment, the two groups were compared by the differences in the fasting glucose and Adawn before and after treat-
ment. Results: After one week of treatment, the fasting glucose and the Adawn in both groups decreased as compared
with those before treatment (P <0.05). Compared to the metformin group, the fasting blood glucose and the Adawn
were significantly reduced in pioglitazone/metformin combination group (P <0.05). Conclusion: Combined use of pio-
glitazone/metformin before bedtime was more effective than metformin alone on improving the dawn phenomenon in
T2DM treated with premixed insulin.
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