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Progress in Renal Microangiopathy in Hypertensive Eyes
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Abstract

Hypertensive nephropathy and hypertensive retinopathy are two common microvascular complications of hypertension. Both have a
similar pathogenesis, and hypertension affects the RAAS system, oxidative stress, and metabolic factors, leading to kidney and retinal
microvascular damage. The kidney also has a different pathogenesis from the retina, such as iron death. In clinical practice, ocular
microvascular changes can indirectly reflect renal microvascular changes, and glomerular filtration rate and urinary microalbumin
also affect the changes of retina and choroid. This paper summarizes the progress of hypertensive ocular renal microvascular lesions
from the aspects of pathogenesis, pathological characteristics, synergy and interaction.
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