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Abstract  Objective: To observe the effect of glycemic variability and blood pressure fluctuation on diabetic nephropa-
thy and to explore the correlation between glycemic variability and blood pressure fluctuation in diabetic nephropathy patients.
Methods : A total of 160 patients with type 2 diabetes mellitus complicated with hypertension were collected. According to the
urinary albumin creatinine ratio (UACR), the patients were divided into normoalbuminuria group (84 cases) (UACR <
30 mg/g) and microalbuminuria group (76 cases) (30 mg/g< UACR <300 mg/g, more than twice in recent six months ).
The 24 h blood pressure was monitored by ambulatory blood pressure monitor and blood pressure fluctuation was analyzed.
Multi-point blood glucose monitoring was used to evaluate glycemic variability [ blood glucose standard deviation ( SDBG) ,
postprandial blood glucose fluctuation ( PPGE) , largest blood glucose fluctuation (LAGE) ]. The correlation between glyce-
mic variability and blood pressure fluctuation in diabetic nephropathy patients was analyzed. Results: Fasting blood glucose
(FBG), glycated hemoglobin (HbAlc), SDBG, LAGE and whole day blood pressure, standard deviation of 24 h systolic
blood pressure (24hSBP-SD) , standard deviation of 24 h diastolic blood pressure (24hDBP-SD) , standard deviation of day
systolic blood pressure (dSBP-SD) and standard deviation of day diastolic blood pressure (dDBP-SD) in microalbuminuria
group were higher than those in the normoalbuminuria group (P < 0.05). SDBG in microalbuminuria group was positively
correlated with 24hDBP-SD, and UACR was positively correlated with FBG, HbAlc, SDBG, LAGE, 24hSBP and 24 h SBP-
SD (P < 0.05). Conclusion: The fluctuation of blood glucose and blood pressure may increases the incidence of microvas-
cular complications in type 2 diabetes mellitus complicated with hypertension.
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WRAMGEIEAE 20224 2H28 & 56 M) 489
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SDBG 2.98 +1.38 3.73+1.67 0. 004 . — —
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