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Abstract

* Retinopathy mainly arises from abnormalities in retinal
blood vessels and nerves. Patients may experience
symptoms such as decreased vision and visual field
deletion, and are often treated with methods such as

drugs, surgery, and laser. Previous studies have shown
that hyperglycemia, hypertension, and hyperlipidemia
can all cause retinal injury, and the three produce a
synergistic pathological effect ( multi - factor interaction
leading to multiplied injury) to accelerate retinopathy.
Exploring the additional aspects of mechanism of the
three on the retina and exploring potential therapeutic
targets have extremely critical clinical value for the early
prevention and control of retinopathy and improvement of
symptoms. The article summarizes the mechanisms by
which the three lead to retinopathy, provides a theoretical
basis for the development of multi - target combined
therapy of vascular endothelial growth factor ( VEGF)
inhibitor, antioxidants and anti - inflammatory drugs,
which not only helps early intervention and precise
treatment, but also lays a foundation for the development
of new drugs and individualized treatment strategies, and
is of great significance for the prevention and treatment of
metabolic eye diseases.
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