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Abstract

e Muller cells are the most important glial cells in the
vertebrate retina. They extend from the inner limiting
membrane to the outer membrane through the entire
retina, participate in the blood - retinal barrier, and
actively participate in retinal development and promote
the maintenance of retinal homeostasis through many
intracellular mechanisms. Miiller cells play an important
role in the development of diabetic retinopathy. The

1874

pathophysiological changes in diabetic retinopathy remain
to be further studied. This article reviews the
pathophysiological changes of Miiller cells in diabetic
retinopathy and the recent research progress.
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S RECHPEIR R, DR AR e 4L 19 JBE 5 1l 4 R 2
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AL A LS F RO ol 22 70 1 S B vk AR 1 D9 B P PR 35
RS A Y A A EEAE . DR AT B Miiller 20
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W B 4 . b4k, VEGE A] I 25 38 i 434 i 45 7 3 a5 1k
3K BRB, i 40 fl /AR T 5, 5 i B RE/K b, B0
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Jung ZEPORFFEIESL 725 2 a4 Miiller 1 A 40 A K Y
BB PR R AR SRR, RTINS B Kivd. 1 3838 TR T 19
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