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Abstract: Objective To investigate the effect of losartan potassium on glucose metabolism, lipid metab-
olism, and renal function-related indicators in type 2 diabetes mellitus (T2DM) rats treated with gliquidone.
Methods SD rats were randomly divided into four groups: the normal group, the T2DM group, the gliquidone
group, and the combination group (gliquidone combined with losartan potassium), with six rats in each group.
Rats in the normal group were fed a standard basal diet, while the other three groups were continuously fed a
high-sugar and high-fat diet for 4 weeks. After the 4-week feeding period, the three groups of rats subjected to

the high-sugar and high-fat diet intervention received an intraperitoneal injection of streptozotocin (STZ) (40
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mg/kg) to establish a T2DM animal model for subsequent experiments. During the treatment period, rats in
the gliquidone group were gavaged with gliquidone [ 15 mg/(kg * d) ], and those in the combination group were
gavaged with both gliquidone [15 mg/(kg ¢ d)] and losartan potassium [10 mg/(kg « d)]. Rats in the normal
and T2DM groups received daily gavage of an equal volume of sterile saline. After 4 weeks of consecutive treat-
ment, body weight changes and levels of fasting blood glucose (FBG), glycosylated hemoglobin (GHb), tri-
glyceride (TG), total cholesterol (TC), low-density lipoprotein cholesterol (LDL-C), high-density lipoprotein
cholesterol (HDL-C), fasting insulin (FINS), insulin resistance index (HOMA-IR), creatinine (CRE), and
Results

blood urea nitrogen (BUN) were measured in each group. The body weight of diabetic rats in the

combination group significantly increased compared with that in the gliquidone monotherapy group ( P <<
0.05). Moreover, the levels of FBG, GHb, TG, LDL-C, FINS, HOMA-IR, CRE, and BUN significantly de-
creased ( P <C0.05 or P <<0.01).

gliquidone and losartan potassium more significantly improved body weight, corrected glycemic and lipid me-

Conclusion Compared with gliquidone monotherapy, the combination of

tabolism disorders, alleviated insulin resistance, and had a superior effect on improving renal function in T2DM

rats, demonstrating overall better therapeutic efficacy than gliquidone monotherapy.
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