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Abstract

¢ Diabetic retinopathy (DR) is the main cause of visual
impairment and blindness in working-age people, which
is the most common microvascular disease among
diabetes complications. Hyperglycemia state can result in
the aggravation of oxidative stress, release a large
number of reactive oxygen species (ROS), and cause
damage to protein, DNA or RNA in tissues and cells, thus
causing cell death. Oxidative stress is considered as one
of the important factors for the occurrence and
development of DR. Antioxidant defense system is the key
component of  maintaining redox homeostasis.
Superoxide dismutase ( SOD) is a major antioxidant
enzyme, which maintains the first line of defense in the
antioxidant enzyme library. There are three kinds of SOD
isozymes in mammals, which mainly protect cells from
superoxide damage by accelerating the mutation reaction
of SOD. It may delay the occurrence and development of
DR by regulating the level of antioxidant enzyme SOD.
Currently, the pathogenesis of DR remains unclear. In this
paper, the protective effect of antioxidant enzyme SOD on
pericytes and ganglion cells in DR was reviewed.
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LA 7 | 762 1% 240 433 5 | Sk 0 8OFD ROS & 41 5 DM I &
iE B A RIRR AN E . ROS 5HALB RS 2 )
PV AR TR, O 240 B 1) 7 P I A 00 i e A= Ak
JSISE S TT Ao ek R o 5 4 463 47, i ¢S 800 TR0 B ot
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SOD s —Fh F LA HT A AL , 250 1 i SOD iy 248
TSN R PR 240 B 52 o AR ) i 4% . SOD 5 SRk
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IR O RSRE , SR, o BE 1 P R AR EPE ROS 1Y 7= A
F1ROS [ B A 2 5 850 AL N U 0, 7T BBl i VEGF
%HWE%%%—&( tumor necrosis factor—a, TNF-a) 2y
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