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Background  Diabetes is the leading cause of end-stage kidney disease (ESKD) around the world. Blood pressure lowering and
glucose control treatments are used to prevent diabetes-associated disability including kidney failure. However there is
a lack of an overall evidence summary of the optimal target range for blood glucose control to prevent kidney failure.
We aimed to evaluate the benefits and harms of intensive (HbA1C below 7% of fasting glucose levels <120 mg/dl [6.7
mmol/l]) versus standard glycemic control (HbA1C 7% or higher or fasting glucose levels 120 mg/dl [6.7 mmol/l] or
higher) for preventing the onset and progression of kidney disease for adults with diabetes.

Methods Using standard Cochrane methods, we did a systematic review and meta-analysis of randomized controlled trials that
evaluated intensive versus standard glycemic control administered to adults and children with type 1 or type 2 diabetes
with or at risk of kidney disease. Intensive glycemic control was defined by a treatment targeting an HbA1c below 7% or
fasting glucose levels <120 mg/dL. Summary estimates of effect were calculated using a random-effects model.
Confidence in the evidence was assessed using GRADE.

Figure 1. Doubling of serum creatinine and development of ESKD
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