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Abstract
e Diabetic retinopathy ( DR) is one of the common
microangiopathy in diabetes and the main cause of

246

blindness in adults. It can be seen that it is very important
to find the specific target of DR prevention and treatment.
Adipose tissue is not only an energy storage tissue, but
also an active endocrine organ, which can release a
variety of cytokines, called adipokines. Studies have
shown that adipokines play an important role in the
occurrence and development of DR. Adipokines can not
only directly act on vascular endothelium through blood
circulation, but also indirectly affect vascular endothelial
function by affecting the activity of sympathetic nervous
system and insulin sensitivity, which leads to dysfunction
of vascular endothelial cells, increased retinal vascular
permeability, neurodegeneration and neovascularization,
and finally leads to the destruction of blood - retinal
barrier. In recent years, the role of some new adipokines
in DR has been paid more and more attention. This paper
reviews the related research of several new adipokines
in DR.
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FE3K, B IS I TNF - 385006 1R P9 2 240 i A B2 200 P 285
F LA P9 B2 T BERRAT 4 & A Chen 2527 B9 & BT B3
JEWTRR (FFA™) R LASI i bk A B 4 ( HUVEGSs ) 1Y
HETH RS BE ST, AL 1AE 1457 PN B A0 i i 2 R A0 i ) 4
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TYEAF I N S, IR R R B, 5 ey
T2DM B HH L, DR 3 13 ' Omentin 7K F- 2 25 0 A%,
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AP D A% 7K SF- 9 Omentin—1 7] LLFB DR ()&
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HIE bR B, (AR T R IIFSE
4 BERR 4R B EF

JE W7 4 A R ( Apelin) 2 M2 B 2 50U 2 85 Y
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AYREEAR T g RN Bk R 11 RS2 R HH
HEH(AP)) NTEEBCA, J& T G & PR AZ R 0%, Ak
B AR . Apelin Zi A% 5 51 T 4 814 Xq25-
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/T 3(Smad3) ,i%S MCP-1 i3k, [RIEHMH Apelin 7]
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