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[ Abstract] Microglia are the resident macrophages in the central nervous system (CNS) ,like Kupffer cells in
the liver and dust cells in the lung. Cell function is decided by cell properties (like structure determining function)
and location. As retina is a part of nervous system,the eyes are an extension of brain. CNS consists of brain, spinal
cord and retina. CNS plays a vital role in the body,thus the surrounding microglia based on the ordinary macrophages
have many features. Microglia are the sentry of CNS, exerting immune surveillance , immune defense, neuron toxicity,
promoting synapse formation and synaptic pruning. Being the most representative immune cells in CNS, microglia
become the research focus of nervous system disease pathogenesis. The dual role of microglia in neuron protection and
nerve toxicity is due to the different materials synthesized and secreted in response to a series of pathological changes.
At present, the study of microglia in nervous system diseases especially retina disease has attracted more and more
attention. In this review, the research progress and problems to be solved of microglia in retina disease and nervous
system disease involving the retina were described,hoping to provide help in further research on microglia.
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ARG, 7T 76— FR b b S0 0 (/N B4 M o /N B
AJFH LA RN Z T R 5 il kI OGS I B, /)N I J5 A L s
oy 2 8 IR BT a0 G U A 4 B B T (brain derived
neurotrophin factor, BDNF) 5 I 2 fish v] 38 1 |, 37 ij 52 wh 2% > Flic
1,38 3 W ) R A A 28 TTAEE (5 18 5 B 5% fuh W 9B M L 4R
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# (interleukin, IL) -4 7T [ {i% H 77 W B8 J1 5 1L-6 F00 i 74 3K 3E X
F (tumor necrosis factor, TNF) -a AJ fi¢ ¥ H 3 i 5 IL-34 X /iR
BRI A P T R B AR (3) Ah IR T AR
A E AR AT L O /N I B AN — T T R
JBORN 43 W8 — 2R B G 948 107 287 43 F AN KL PR 8 2 P ) 4
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/N8 5T 2 MM 3ok B A 7 A ) S A O R M R T B A
U 2 R R, N RS 4 d AT 48R
TR0 T i Mo VEE 08 — A% R W R 4 fL i 2 (nicotinamide adenine
dinucleotide phosphate oxidase 2, NOX2) i 32 i% Fl#% I T ( nuclear
factor, NF) -« B #9832 22 4 A2 76 /NI BT 40 L b s 4 i) NOX2, 7T
B /0 585 2 A0 ML TG 1 R0 7 A R AP R 2 0T B R AR AR 5 X 2
A5 Ak 5 AR A5 A% 5 /0N I I 4 D NF-w B3 8% B ST R L R AR 4 4l
J AT TNF-o Fil TL-18 B 77 A2 00 A 56 0 g 2 B 4 %
YIS B/ I 5 AR G T R R R T R T A — 4
LA (nitric oxide,NO) 77 4=, @ i Y5 2 Pt 2 e K & H R E A
fiff 11( cysteinyl aspartate specific proteinase 11, caspase-11) & ik
JE BT NO R A Tk AT N BUR B
JIE 5 4 L 2% THT BB 45 B EE 1 CD1Lb M JSZ 4k DAP12 45 35
NS 5 4 L AR A B T R e sE T
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71N 8 ST 4 M 1 2 DR A A P AR S G 4 28 4 M B9 A BT, BP e
JEH S D RE WA D B L U D B % S M 2 AR g Ll 2 M AT
VERIZE g™, 5 86 Dy RE 1 % F4 88 R T 02 R 9 7R T
3.2.1 R MR Z R (1) Toll # 2 4K&  Toll # 37 {&
(Toll-like receptor, TLR ) J& /IN i 5T 40 Jfd 35 35 A9 £ 28 2 4k, o
TLR1.TLR2,TLR4 TLR6 77 1F T 40 Il % 1f 3 1y 182 515 A8
FBAL A 2E — 3B B £k , TLR3 \TLR7 F1 TLRO J& 41 Jfd P 37 5] 5 2 40
HRAFBRIF S0 Z 1k s TLR 3% 1L )5 0% NF-«B | 22 28 508005
M1 1 ff# ( mitogen activation protein kinase, MAPK) & F i & 4§
{593 %, 42 #F TL-6  TNF-o \IL-23 B, 51 46 0 )R 5 ik
B 35 A B4 /N 6 TR 440 3 i B B R 22 % 9% T, 4 BDNF, JB
ZREAE KA F (insulin-like growth factor, IGF) 4 % 4% fit £ fi 41
PER 5 (2) ERALURAEE Atk T XM 0% ETALHM
25 & A K (major histocompatibility complex, MHC ) -T 2§43 7 Fil
MHC-M 2% T2 5505 # &2 , J8 3 9% i 25 (3) NOD #f 52
& NOD 3% {4 (NOD-like receptor, NLR ) /2 /|N 6 Ji 41 fd P4 1 —
R Z R R 55, NLR 4 i 5t NLRC4 Al NLRP3 7 111
145 38 5 0T LA ) caspase-1 I NF-kB (9 30 , 2 oF 10-1p
FIL-18 2308 A 9 R 5 (4) AR AR /)N e 5 20 ffa 3
K AMASZ A (complement receptor, CR) o 7E #ff 22 1R 47 £ 5955 , A
B K 2 ¥ K955 ( Alzheimer disease, AD) 1 1 b A 3 3% 5 ¢ fik
TR 28 TC T A5 51 L FE A BE i /N BUI 2042 b, C3 Al Clq )™
V2 ek 18 R ARG 28 ik b /)N R 4 % 3% CR3, 58 3 C3-CR3
50 B R AR AT WA, B> Clq.C4.C3 B CR3 fii 5 fih i $
U, X U0 T 4 SUI0 IE B 3 R 2R U R R AR I T
TEVFZ CNS Wt , /AR 1 76 B 220 5 4% 19308 4 1 B0 22 Tk
B3 E R XA I AMA A S0 5% A 3 R T RE A Sl
FMARBETEAE AD ks R I 6 5 A e R A BF AR 3R B
B Hh R R g8 3 om0 g% ik EOHE & 8 g 12 3 feRY
(5)CD200R  CD200R J& — Fift bl 4 11, /N I 5 4 g 2% i i
CD200R A5 H 55 1 48 72 0 1Al 40 Jit AR B A L 6 B 9% )R Hp
A PR R 5 1k /0N e S5 20 B S Ak, 4 R IR R S
(6) Mo W 45 SE Ak Lok = W 32 i W A L AL &K 7= ) &% 1k
(advanced glycation end product receptor, RAGE) & /N ¢ Jii 41 fitd
W) 2 T 1A 3z 7k, 7T LR 5 B-TE B A 2 1 (amyloid B-protein,
AB) MEALEE (I AHAD B £F4E AL 1 8 A A S AR R 5 (7) ¥
ERZIR 15 IE R SZ K (scavenger receptor,SR) K43k A BIF
B /N B ) SR 545 4k R 4T kAL AR ()R A AR
W T BR AL R B IR B I MK BN TR & E B I R &
ok T AR A5 0 e AN I TR 38 £ R SR, AL 45 CD36,
CD68 .Scarb1 Scarf ,CXCL16 F1 Scaral %, H 1, CD36 Fl Scaral
LIS AR, TE AR W Bk i A AT B A /. CD36 & T B A
SR, i &k TLR4 (194 B 2 4 , /I S 40 M 3 CD36 75 W fa 4h 3
i AR, % NLRP3 %8 ¥ /A, — 45 3% Caspasel M i 42
IL-1B 1 TIL-18 {1 B2 AN BE i ™, Scaral & A #J SR, AD /)N Bl
W Scaral (32 15K - Bl % 4F W 3 1T W, 3 7% T BB B U
WSRETE TR 5 (8) BIERE 20 M Mk A2 A 52 0 2 SHERE 200 M ik 2

PE3Z & 2(triggering receptor expressed on myeloid cells-2, TREM2)
Al 5 @R AR IR Z B F1 DNA S50 {45 & . TREM2 5 i 5 fF
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T 2R A A R R B

3.2.2 RIEMMNIEZR  DRBAIE L & cAMP JAE R 2
R AR RE A8 HEAT 2409 K 2 M D0, 2 HG A 4 S e i A B0 5
AL A6 A JE G 2 R AP DT RE T 5N e T A0 1 S 3 3 A
F 2 A S 09 WA 1 B2 00, T /0N IS A i 3 A ) D R ik
RAEP T IL-1B (R EEHH 2 R GRS

3.2.3 I T2k CSF-1 1 IL-34 ¥4 0] 45 4 CSF-1R, /5
/NSRRI 3 A % 7 L 1L-34-CSF-1R S B R 32 A 15 /D I
B M b Ak W F % ik CX3CR1 5 #& b B 7 CX3CLl/
fractalkine £5& 7| &85 B 5~ N Uil " AR B A0 RN, 75 5 4 30 A= )
WFFE AL, B CX3CR1 & S B IGFL 7 Al /b, 5 Wi #i 42 50
TR

3.2.4 ZERTIAPEAR OGS N RE B AN M R Ik A AR RS T
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N-H J£-D-K |74 & R ( N-methyl-D-aspartate, NMDA ) 5% {& (NR)
A AR A Z K, 1 mGlwR2, 5 5 25 & & L K55
Bl B AY 2 B BOM £ W 1, AMPAR 400 i) TNF-o B AL,
1M mGlutR2 ff¢ 3fF TNF-o B A G 4 22 8 1 0 NR i )5 5
A AG B T N, BE IS ATP B A 4 A PR 2 R TE AD A
H A T T NR G O SO 240t . NRL
B 2 T T T RO VAR OG0 S 2 O i T T i T R T
128 JC A I 2 5 58 (long-term potentiation , LTP) ) 3 22 i 2 %
ifi LTP {455 55 AD B 1A
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CX3CR1 5 58 1 A 0 /0N B2 Joi 40 g 37 A6 A 75 40 110 2 3k 3 A
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b, ok O A0 M i B AT X e 4 B ], CX3CLI-CX3CR1
5 TR R /N B 2 A S b 23 TR P R B TRLR 2 —
B RP AT WL ML S . WFIE & B RP AR A rd10 /) FURE 7R 9L
Do) 5 2 R B 4 B S R, X e AR SRR O 4T i AR M —
B, C3 F kB, 15 A/ B B AN . C3 1y ok 2k s T RO 4 i
2 K AN I RE R Ak, I e s T H I B 48 0 i I 1) # 3k . CR3 Y
FEPR R BT X SR A R C3-CR3 {5 5 2N /MK R 40
L — ' 20 R A T B R PR T C3 Bk CR3 BB Z AR T
7N IS T 24 o 8 T SO 40 P W A T3, B8 T /A e 5 4 M
O 240 1 7, 32 BT PR A S5 10 /0N I 200 355 5 O T RO 4
H e RP of LA T 10 36 A

AE H i B AR N BRBE B Hh ) K U B 2R 9T AT LABE Ik
/N 5T 240 A WL TR TS s ) SR 4 334 I RO 20 M A T R K
T, 26 W0 I 5% i 5 ( retinal detachment, RD) #4915 B, /1N G Jt 40
L T L L T A R R R 2 ) ) R AR W IR O 2 M A I
U0 RD R WL A R L R D 1 3 4, RD & 2
J5 12 h P S RO A0 I T T /N BT A A A P P2ry12
/AN i 55 24 I 1) 3k 0F T /08 J 5 40 L 76 RD J5 24 h i 1R
I AT R BB X Ik, — ELHE A 2450 B0 O 40 0 3 T L
Z2 BN PTG B /N B8 T A M AE LA AR P B B AR T O, X e B O
TS A W5 32 Bt sl A8 T I O A0 L . /N B S5 A0 i AR 0 R BOER
37 ST A0 ) 5 2 3 0 TS /D I R 4 2 5 Y R o
MM 28 2%, v G RD HBOG AN MAE 35 1 . Todd 2 B 5% &
B /0N 5 A0 A 24 7 P 2 450405 g O 0 o 4 3t o 22 4 47
3K T A 2 300 3 /0N IS 5 40 M 0 A 1) TL-18 45 R R e o 40 I b 1
IL-1R1 454 A5 1R

516 M 2 — b LR 9 155 2545 40} (retinal ganglion cell,
RGC) A5tk g R F () W 28 3B AT , 7T 3 AR T 308 2 14 0 45t
ERNE JLAAYUH R 2, AT, KRR N R ARSI SR &
T, A9 g S 200, T Mol e J5% 200 i S22 T e I3 400 i /10 e 5%
M5 T O IR B & A AR R, B B R RGC i 4R 1 % U A
SO o B T e R I e /DN IS5 440 M R 4 ke = 4 5K
Miiller 28 47 g 26 98 . BRI, /INJE o 40 MO A1 Mller 200 i 5 5 15
XA 0 Mller 400 J 9 7 /4= 5 A LA 18 42 32 450 0 0 I B &
FEEY,

TETT R /N BUBE R o fMA Y B8 & 2E 78 RGC 3BT 2Z 41,
RGC 1) 5 fi 5 /1N B JoT 200 2 wis, 490 o) b 44w D 30 ) 75 D AR /N B
RGC (iR AL" ™ . DBA/2J /N B 75 Ot B 280 b 2 139 % /DN R,
Kt BF &R BT AR AP TR MR 5 2 (R0 IR R B & B
KA IR R W] U A /N B AN A B 6 A, B0 RGC 4 28 14 32 i A58
Pk (ELGE AT i A 6 B TR 30 A 0E P ok A TG 5%, G WL AR T fE
Kt ARG I T B AT 1k R A 0 /0N I 5T 40 i B A I AR
T Thal (15 300 AH 5 19 /18 1B 5 2 M 4 S5 1 455 T 4 ) 9 mRINA Al
R IBIKE I H/INBE BT 240 M 380 s 20 5 RGC 3l 5835 i i
3 ke R G IBE , 2 W AE T ORI ,  0 BE R b 2 3L Sk B /D
T 5% 440 L 37 A T R R U 28 T E L0 T W R LB )G B AR i —
MEEM,

T GHR /N 20 S L R R s IR 7R R

25 MR PSS 8 v f TN - BEL BT 390 4008 18 35 0, 2 BB 8 AR U6 35
LT, LB B 3R R TNF-o0 19 39 Ak /N e J5 200 f feb 2% 20, A
M By 1k RGC e 453 475 s 2, 33k 6 22 3 a3 B /0N 8 J5 240 A 1 2o 38
TR T OGHR A M2 T 7, 4R T — Rl A TNF-a 45 415
R S8 0 0 36 7 T O6 IR AR SR 0 2 A R O O
0 375 5 K LR S 7T i R TR A 0 K 345 B R A S WL, & B
K5 PR 2R BB S 35 B0 A0 M A BRI ToBE T, T U8 T 3k B Bel-2
FIRIGTIN D TL-18 119 235 B 37 6 IR 3 4k 9 /0N i J5iT 4 it %
T 5 S IR 1 e Y

L) JEE o /) g JB 4 i = B A AE N IR 2 R A AR i
Bk /N B IL-34 SE R 5, o9 AR 2 /0N S5 41 it 50 i S 35 0 /b, 1 )
L R 38 AT, T 0 AACBR 2 I A & 2R AR AL, 3X 3R B IL-34 X /N
A0 0 4 AR AN & ZEAE N NIRZ B KSRy 4k iE— 2
AR o AR P A R B 5 R B, /0N G JBT 4 L i % 3 B 3 A )
DA AR U Ak N G S el - O == e VU N 1 T P
S R A /N S TR A0 B T i 2 AR T B A P Xk 00 R S /0N s R 4 At
{19 2y i S ML BF 54 A B T 00 190 R AT 4 8 1 37

PRItk /0 I J5% 40 e e 400 I+ ) o i LA R T T 4
/N 2 S5 40 T P Ty R Aot HL A ) T 0 I A0 A7 3 U 2 7
T 9 E N Pl 23R AT MR IR T LA R X,
4.2 /N AN I 5 00 4 AR AR

014 #5 ( Parkinson disease, PD) J& — Ff il 4538 174432 3)
BEft, R MW BIEHZ E MR LT ER LM E H o-28 il i
M (a-synuclein, a-SYN ) J 42 A AL % 1) % 2 (A /N, 35 K 0 )
15 % BB BE A B A8 PE . PD R /N B4 I o TLR2 323k /K
F T E, «-SYN #36 TLR1/2 J5 L MyD88 4 # Jy xR ik £2 4% 4n
JL Rl TNF-o F1 IL-1B 5 53 41, BT 14 /0N ¢ J53 40 HG s 8 4 4% 4
ML PR 7 S s /N A I TLR1/2 2 o-SYN A 32 445, 3 2 % i 20
Wi 125 PD kg™, 78 PD /MR R P 2 CX3CRI
INER B o-SYN A5 1y 4R SR /) I S5 200 il 7 Wik ) e e
&, 15 B CX3CL1-CX3CR1 {52 7£ PD Hh g E 2 Y, PD
ML A /DN 52 50 48 it B B 1 412 4 TRl 8 PR Rl 2 LI BE A 2 o8 11
F 2R MR, M2 FE TG AR I /N B 5 240 43 0 4 6 A F TL-4 TL-13
IL-10  TGF-B #1 IGF1 W% % 5 , mg s g 120>
4.3 JNEFRAIMS AD

AD B —Fh LU AT M HN AR RC A2 S B oy R
CNSBAITHERAS o IZEE bR AR 19 40 i A0 U FURN = B R
& tau 2 [ (phospho Tau protein, pTau ) 7E#fl £ A LR , 3 2L {7 FR
W BAFAE TR RS vp 0 N T AR X AR RS N M 28R 47
PR SR, 38 Ak Sy 5 955 K /0 2 5 440 B 5 1 A A 6 o I R A
M R AD B0 EEALE 0

# g H E(apolipoprotein E, ApoE) ) %5 (i 3 A &4 J&: ]
AD BRI R . ilad e A B A Bl AD k9% 3
AH N 50 B AL 2R AR 3 R i Tt JUL B 45 5 TR0 M 2 ke B 1 5
— W R BUAMAZ AR BB A T 1 S RS R 4A JE N
AD BF H AR £ 0 A BE SR TREM2 9 i 1t UL A%
JE W Cy2 1 CD33 By HAL T IR 2 A Mt 55 8 & M AD i XU 1
A T M TREM2 5875 RATH [~k B AD KUK 5 3% 4
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Jir, TREM2-DAP12-DAP10 {5 5 fith & #& 1 5T Rl B 5T W R 1k 2% 1k
SN, GBS BT 8h B R RS AL A0 R L B AR
WS %S S B AT RE S AD [ % 44 5%, TREM2-APOE
B G bl AR AT N T 440 2 TR B A R R HCTT LAAE
L BN R MR R RS . T AD ) BB k7
WFFE % BUAZ & 7 P COP1 3 3 25 1 10 34 700 98 A /N 5 200 M
WL S o/ EBPR SR ] Bl 28 R AE , B Ak /I B BT 40 i it JBE
TS 5 /0N I T A0 M ) BT RS L R il 2 IR AT MR AR L
pTau 2 F1KF #8578 T AD B i Bt b /0 i o 200 i 35 D9 3 3k 119
HOHLED, o R a T SR AL TE B S 2 b SRR
/0N T 4 i A e 5 T A I R ) S L R AE 2
a5 i T B A JE 3R i 2 A M S iz A T SR
4.4 JNEFRANES % % vk AL

£ % PR AL (multiple sclerosis, MS) J& — Fff CNS i & i 1t
B B GRE P G 67 5 T IR O IR0 5 e 8 8 R B 0 kA
JTZ AP AR AT PR AR . TMEM119 J& MS /) i 5T 4 g
B RAR Y o /BT 20 M B 7 2 IR Mer 57 1K % IR L
il 9875 S G N MS 1 % A 30 Werneburg 45 A1 F 3 MS
A IRATIE A R K MS AR 2 B fit 56 55 2 0 19wk 145 3
YIBRL, BEFE LV AR G b g% Al 9 AR AR, B BN IS BT AN LAY 5 5%
fih 5 W 2 fih 2 o % fih % 2 T R & 2 E MS K 60 B ek A8 1)
R ek Z A, I 5 AMA C3 Ak,

ZE b,/ T 2 ML TE 2 b 22 2R B0 9 R A R R 5
Ol EE AR (3R 1) R 20 R 45 /D B BT 40 M ) i 28 O 4 R RN
Mz B A B TR 2 R BB IRTT

F1 MERAMEEINGERRRFBERTHEXEEERBE %

E 7 Y g KR i Hk R /38 27 3k
5% fil 5 By CR3,CX3CRI [9,15]
5 fi w94 M TLR4,CX3CRI [1,15]
& ICHET CR3,AXL,MER ,DAPI2 [15]
P2 AR AT M R DAP12,CX3CRI,CR [43,52]
AD TREM2,DAP12 ,APOE ,CD33, [56]
CRI,PLCG2 ,ABCA7 ,BINI

PD TREM2,TLR1/2 ,Notch {3 5 il % [53,55]
MS TLR4 ,MYD88 ,MER [60-62]
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