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Four cases of diabetes mellitus complicated with liver cirrhosis
where the combination of a DPP-4 inhibitor and o-glucosidase inhibitor
was effective in improving glycemic control

Naotsugu MURAKAMI, Hiroki INOUE, Kanako BEKKU,
Yu IWASAKI, Yoshiko KANEZAKI, Yasumi SHINTANI

Division of Metabolism and Endocrinology, Tokushima Red Cross Hospital

Case 1 was a man in his 60s with alcoholic liver cirrhosis. He noticed thirst two months before and was
pointed out as having diabetes. His HbAlc level was 15.2% and diurnal variation in plasma glucose level
ranged 249—283 mg/dL despite being treated with gliclazide and voglibose. After sitagliptin was added to his
treatment regimen, his plasma glucose levels improved and lowered to values ranging 110—163 mg/dL. Case 2
was a woman in her 60s with primary biliary cirrhosis. She had diabetes for 17 years, and her HbAlc was
11.1% and plasma glucose levels were 104—258 mg/dL despite being treated with glimepiride. After combina-
tion with sitagliptin, her plasma glucose levels improved and lowered to values ranging 88—175 mg/dL. One year
later, her glycemic control worsened ; however, the addition of voglibose lead to an improvement in her glucose
levels. Case 3 was a man in his 40s with non-B/non-C cirrhosis. He was diagnosed with diabetes 4 years ago,
and his HbAlc was 9.6% and plasma glucose levels were 167—282 mg/dL via treatment with glimepiride and
alogliptin. After voglibose was added to his treatment regimen, his plasma glucose levels improved and low-
ered to levels ranging 120—193 mg/dL. Case 4 was a man in his 50s with liver cirrhosis derived from non-
alcoholic steatohepatitis. Although a large quantity of insulin was needed for his diabetes, the use of insulin be-
came unnecessary during the fast due to the rupture of his esophageal varix. His diabetic treatment regimen
was switched to a combination of alogliptin and voglibose, and his HbAlc was maintained at 5.8—6.2% there-
after. Diabetes mellitus complicated with liver cirrhosis is characterized by fasting hypoglycemia and postpran-
dial hyperglycemia due to reduced hepatic glucogenolysis and glucose uptake, where hyperglucagonemia is also
involved in its pathogenesis. Our results indicate that the combination of a DPP-4 inhibitor and o-glucosidase in-

hibitor is useful to improve the pathological condition of diabetes complicated with liver cirrhosis.
Key words:liver cirrhosis, diabetes mellitus, DPP-4 inhibitor, o-glucosidase inhibitor
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