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[ Abstract]  Diabetic retinopathy ( DR) is the most common type of diabetic microvascular complications and one of the most
common and important causes of visual impairment and blindness in adults. Glycosylated hemoglobin (HbAlc) variability is the most
commonly used indicator to reflect long-term glycemic variability. In recent years, an increasing number of studies have found that
HbAlc variability is associated with diabetic microvascular complications and also has an impact on the development of DR in patients
with type 2 diabetes mellitus. Therefore, this article reviews the relationship and potential pathogenesis between HbAlc variability and
DR in patients with type 2 diabetes mellitus to provide a reference for clinical treatment and prognosis improvement of DR in patients
with type 2 diabetes mellitus.
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