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Clinical Efficacy of sitagliptin Combined with Insulin Glargine in Stabilizing
Blood Glucose of Patients with Late Diabetic Nephropathy
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( Endocrine Department, Wangjiang Hospital of Sichuan University, Chengdu 610041, Sichuan, China)

[ Abstract]| Objective: To observe the clinical efficacy and safety of sitagliptin in stabilizing blood
glucose of patients with late diabetes nephropathy ( DN). Methods: 68 cases of patients with late DN
were randomly divided into control group (34 cases) and treatment group (34 cases). On the basis of
original chronic renal failure treatment, the control group were given insulin glargine and the treatment
group were given sitagliptin (100 mg, once a day) combined with insulin glargine. Before and three
months after treatment, fasting blood glucose and serum creatinine ( Cr) were detected by enzyme
method, C-reactive protein ( CRP) level was determined by scattering turbidimetric method, glycosy-
lated hemoglobin ( HbAlc) level was detected by lion-exchange liquid chromatography, glomerular fil-
tration rate (eGFR) was calculated, insulin glargine dosage and the incidence of hypoglycemia were
recorded. Results; After treatment, both the two groups showed lower levels of FPG and HbAlc, but
only the change of treatment group had statistical significance( P <0.05). After treatment , the treat-
ment group showed the improvements of eGFR and Cr ,but the change had no statistical significance

(P>0.05). The change of CRP in control group had no statistical significance( P >0.05) , while the
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treatment group had lower level of CRP and the change had statistical significance (P <0.05). Com-

pared with control group, the treatment group had lower the dosage of insulin glargine and hypoglyce-

mia incidence ( P < 0. 05). Conclusion: The clinical efficacy of sitagliptin combined with insulin

glargine in the treatment of late diabetic nephropathy is more effective than single insulin, the possible

mechanism is related to decrease of inflammatory reaction level.
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