Int Eye Sci, Vol.22, No.1 Jan. 2022 http .//ies.ijo.cn
Tel.029-82245172 85263940 Email.1J0.2000@163.com

EAfmERmEnEERFRPNERIARER

% R, EENL

SR &, WE L. R4 A 1 IR i T 5
. EBRIRRNRE 2022,22(1) 1 79-82

YE& BAL: (210029) H EIVL R4S FE 5T, B 5t BE AR R 2 B s AR At
BBt

TEERN R, B, m o ER R 27 5 AR, W9 5 ) .
FHOHR ,

BIEE W EL, 5 5 TR st ER RS, Wi BB, 3145
I w1 i 1 I 31 s M [ = o 0 - caoguofan587 @
163.com

WO H . 2021-04-30 &l H W 2021-11-25

S

A A IR LA R T A 10 45T A o BRRRAIE | 2 R
Ith Rt R 11 2, ARG, 2SR Al A M IR
R, CHC ™ E AL TAE RS 5 Tz %
T R AR I A AR 2 A BN 2R B
B ACHE MW T B, B H o — R R A AR
XK B AR TSR, DA MRS S TR A M A 8 A 1 4 1)
I PR R, 7T 0 IR A i A il 4 Y LT, Dk B A AR
BIRYT i . IAESRAIFGY & R, JR 40 A E 22 Fog Az i 45 1
HR 5 14 A A i Je v Ei A T At ok ) 4 R R 0 it
4 M X O P B R AR SRR R A 1 A 1 TR s
e ] 248 %) LA T L Bl SR A L %) R R AR Hh 2, R
A IR T R YR T B B A SR RN 1

SRR - JR) A0 5 B A A AR 5 R PR e A0 D) A A 5 B
77 LA A JEE i A2  Jk 4 P A 1
DOI:10.3980/j.issn.1672-5123.2022.1.16

Research progress on the role of pericytes
in neovascular eye diseases

Long Suo, Guo—Fan Cao

The Affiliated Eye Hospital of Nanjing Medical University, Nanjing
210029, Jiangsu Province, China

Correspondence to: Guo—Fan Cao. The Affiliated Eye Hospital of
Nanjing Medical University, Nanjing 210029, Jiangsu Province,
China. caoguofan587@ 163.com

Received: 2021-04-30 Accepted; 2021-11-25

Abstract

e Neovascular eye disease, which is characterized by
pathological neovascular formation, is a major disease
threatening visual health. In recent years, neovascular eye
disease has become a serious public health problem and
attracted widespread attention, with the incidence
increasing year by year. Pathological neovascularization is

formed under the mutual inclusion and interaction of a
variety of cellular components and pathological factors. It
is often difficult to achieve ideal therapeutic effect if we
intervene only one of the factors. Therefore, it is in an
urgent need to conduct a more in - depth study in the
pathological process of neovascularization and explore
new factors that regulate neovascularization in order to
find more effective treatments of neovascular eye
diseases. In recent years, pericyte has been proved to
play important roles in the occurrence and development
of various neovascular eye diseases and interventions for
pericytes will affect the pathological process of these
diseases. This article will review the specific roles of
pericytes in some common neovascular eye diseases and
the factors regulating pericytes in these diseases, which
would provide new ideas in the treatment of neovascular
eye diseases.
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AL/ MR AT AR A 4 1 - B ( platelet—derived growth factor—
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A BRI A e £ B2 W JC 1487 19, (EL Hy T 4% il 3L
AR G 7 B5E 58 B A IR RS A D HE S | T RE S UM . A
L A B AR T e RAE B JF ELREIR T AR Y
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(neovascular glaucoma, NVG) ™' Witmer %" 18 i Xf B
SOVARAT JBEHT A= 048 S B 2H A o3 Ar , e BRI R TR A4 1l
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