.92 . ARSI IR B 24 A5 2016 4FE 1 HE5 34 5% 1 ) Chin ] Exp Ophthalmol , January 2016, Vol. 34 ,No. 1

AR 0 B /I B2 Jo 248 B v Toll 4 52 42 i 28 i % A0 R I 1 471 ) B
&% R HIER

WL gk ERE Wik

710032 P44z HBPUAE R RAEVE U E B IR AL AR AR ST
WEEH . FR A, Email : wangys003@126. com
DOI:10.3760/cma. j. issn. 2095-0160. 2016. 01. 020

[FE]  Toll BESZ IR E (TLRs) J& KR G5 20 B R G rp i) 5 2 41 38 43, 7T LA U 22 o JR B 2k
YIFN B B A0 M5 5 R 4 5 o TLRs AT A2 A0 00 [ Ay 22 b 40 e o 23, 4 435 /N IS BT 40 i Midiller 20 0 | B2 OB
U2 o A4t L A P 3R T B A R B A M A, S A SRR 45 5 U5 ) B I M5 5 A T B, 5 T e S M A TR
FKak, bR LR AT 3R KK IR HE R AR D 0 40 W, R FEDURIAE T o AL X B TS 1 R M K 3k AT LA
3 2 A R D% A A K PR B K S e A D) REE A L A I 2R B . AE S AR R L I B AT I R g, /N R
o 2 L B 0 TR AR G g A I L BRI ke L B SR R o TLRs 2/ B 40 I R 2 R R g b W =
B2 AR VR /N B BT 40 1 2 5 0 R e TR R RE S5 g LA R R ) B S I R s A e R AR . AR SRR /N I B
Yi T TLRs B T #EAT 25348

[k ] TOllﬁéi"ﬁi; Mmﬂ;‘%; ANBEBRANAE s RAE 5 B AR L

EETIH: EXAARPB#ILETH (81271014, 81470655, 81570856)

The role of Toll like receptors in retinal microglia in retinal inflammatory and ischemic diseases Xu Wengin,
Wang Yusheng
Department of Opthalmology , Eye Institute of Chinese PLA. Xijing Hospital , Fourth Military Medical University ,Xi‘an,
710032, China
Corresponding author : Wang Yusheng , Email ; wangys003@126. com

[ Abstract] Toll-like receptors ( TLRs) play crucial roles in the innate immune system by recognizing
pathogen-associated molecular patterns derived from various microbes and self-derived molecules derived from
damaged cells. TLRs can express in multiple cells in the retina,such as glia cells, retinal pigment epithelium ( RPE)
as well as photoreceptor cells. When combined with special ligands, TLRs can initiate intracellular signal transduction
pathways, induce specific gene expression, and upregulate the expression of costimulatory molecules as well as
stimulate the secretion of inflammatory factors which take part in resisting to infection. Furthermore , these inflammatory
factors may have an effect on retinal neovascular diseases via regulating angiogenic growth factors level. Microglia cells
are the most important part in retinal innate immune system as they can participate in immune surveillance and tissue
repair. Among the recognition receptors of microglia cells, TLRs play a significant role in regulating microglia cells
which involved in retinal infection and inflammation as well as ischemic retinal diseases. In this review, we focused on
the role of TLRs in microglia cells.
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AMD ; 4F % AH & 14 5 B AF 14 (age-related macular degeneration )

BCVA . f: /%5 IE 0 /1 (best corrected visual acuity)

BUT : {H & i 24 i} [8] ( breakup time of tear film)

DR . B FR 9% A8 /9 I 9% 2% ( diabetic retinopathy )

EAU. 52586 v B 5 4 9% Pk 7 4 I & ( experimental autoimmune
uveitis)

EGF . 3 ¢z 4 K [ ¥ (epidermal growth factor)

ELISA ; i Bx % 9% W fft 1 %2 ( enzyme-linked immuno sorbent

assay )

ERG : #) I} i i, [&] ( electroretinogram )

FFA . 9% 56 22 MR i 1M.45 15 %2 (fundus fluorescein angiography )

FGF . 1%, 4T 4 4 ff 4= 4 X -7 (fibroblast growth factor )

GFP . 4% {4, 9¢ Y6 5 1 ( green fluorescent protein)

IFN-y:y T % (interferon-vy)

IL: [ 40 ffg 41 2 (interleukin)

I0L: A\ T fetR & (intraocular lens)

IRBP Y [0) % 14 4 85 28 W) Ji 4% 45 25 19 (interphotoreceptor retinoid
binding protein)

LASIK ; ##5'% J5 57 A 155 8% 488 R (laser assisted in-situ keratomi)

ICGA . 15| W35 2% i 45 1& 52 (indocyanine green angiography)

LECs: IR | F2 40 0 (lens epithelial cells)

miRNA : §#/]» RNA ( microRNA)

MMP . 3t i 45 J& 75 1 fff ( matrix metalloproteinase )

mTOR M 3L 30 ¥ 2% & 0 % £ £ 8 A ( mammalian target of
rapamyecin )
MTT . Y FF 3 18 % w5 ( methyl thiazolyl tetrazolium)
NF : 5% 5 P F (nuclear factor)
OCT: )27 41 T W7 J2 F14fi (optical coherence tomography)
PACG ; it & 1% 141 ff BU 75 SR ( primary angle-closure glaucoma)
PCR ; 3 4 [iff 4% )2 % ( polymerase chain reaction)
RGCs : 4% ¥ B5 5 41 JifY ( retinal ganglion cells)
POAG : J& & 1t T #f1 7 55 JE R ( primary open angle glaucoma)
RPE ; ¥ ) I {6, 2 | 7 (retinal pigment epithelium)
RNV . ¥ 9 i 35 A= 1L 4% ( retinal neovascularization)
RP: H o 5 €4, 28 |- J A8 Pk (retinitis pigmentosa)
ST t:JHW Wik 56 (Schirmer T test)
ShRNA : /1% J¢ RNA (short hairpin RNA)
siRNA ; /N T3 RNA (small interfering RNA)
a-SMA ; o-F 5 WL 25 I ( a-smooth muscle actin)
TAO : FF R IR A1 2C IR 9% (thyroid-associated ophthalmopathy)
TGF-B . % b 4= K [H 7 -B (transforming growth facter-g)
TNF-o : /8 PR FE Al T~ -0 ( tumor necrosis factor-o )
UBM . #8754 ¥ B #3085 46 A& (ultrasound biomicroscopy)
VEGF : il % N Bz 4k K [F 7 ( vascular endothelial growth factor)
VEP . #5175 & Hi v ( visual evoked potential )
(7] 2 8086
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