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Abstract

e Glaucoma is one of the leading causes of vision loss
worldwide. More and more studies have suggested that
glaucoma is a complicated retinal neurovascular disease.
The homeostasis imbalance of retinal neurovascular unit
( RNVU ) composed of neurons, glial cells and
microvascular cells not only induces changes in
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microvascular structure and glial cells, but also affects the
nerve tissue of the retina, resulting in vision loss, which
there is no effective treatment to reverse, currently.
Exploring the cellular composition and molecular structure
of RNVU and investigating the destruction mechanism of
normal cellular environment and intercellular connections
in glaucoma are of great significance in exploring the
pathogenesis and the treatment of glaucoma. The
research progress on structural changes and dysfunction
of RNVU in glaucoma are reviewed, hoping to provide
new ideas for the treatment of glaucoma.
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RNVU ) Howt X B bft 28 50 | P 28 J5¢ Joit 48 A R s ot 55 98 12 5
ZRPEEM BB, T % RNVU 5940 41 200 BOR A 3 1)
AE, PRIT RNVU M BERE AT 5 75 DGR g B2 1] (9 JCHK , 42 &
X G HR 22 PR 20 $AE A2 A 3R 0 TR B OGIR M &
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AN B R E & B ONHL X sk B 2 fib ik £ 28 i 4
oAt 20 g #5 ARER |, 2 1 B A [m) — AR A AR R I, A5 % im
WD B G I TE) 2 e PR IR L e O R 22 R 3R T
(brain—derived neurotrophic factor, BDNF) T [, ¥ 175512
WA FE POAG /N B AY p o A7 26 2 B, il 28
BB R E ST RGC 105 . R A F RN 2
SRR S NA T 12 i S2 0, il 5 20 B 4R T A i A
W BEJG T8 J A, BDNF A5 4 2075 35 R 1 e a2 BHL W
RAEFRGSHIF, FBRCC T fE1B IR K3
Py RL b R T BB AR Y A 9% 1 i IR, 3 R A A I R
1 Z AR RGC 28R F 451
213 HRFFESIBMETTE PILT B — PR
PERIRAEIE R . BRACH AL (U RS ) 2 kAT
EIR I BRI 2R i 2 Bk — A AL TR 5 d ek 25 i
FNE A R [ A, X RN AR E I B R AT A B AR
B A A B EE MR T AR, LR B Ak
P A0 B 1 BRI S R A BRE T L AT
WFSE R vE BRI R A T e 5 DGR A0 1
BN IEASE, Bk PACG B AMH L i B Bk - i T
esm B, R AR5 O IR 1 % s AL A T
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BFREMA RSl (S 2 MRIgE Ca™ M iE
N-H J-d - K2 R ( N-methyl —d —aspartate, NMDA ) 3%
A NMDA Z M5 BE 3006 5 5 RAE I 73006, & S8
RGC G RIFE T #E POAG MBF5E vh 2 TR, B %
Miiller 41 25 B 75 R R R P RGC 32 XAt de M Ay 2D
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