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Dual roles and mechanism of microglia in ischemic stroke
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Abstract: Stroke is the second most common cause of death after cancer worldwide and a major cause of acquired disability in adults.
Overwhelming majority of strokes are caused by cerebral ischemia and are classified as ischemic stroke. Microglia are the resident
immune cells and play dual roles in response to ischemia injury in the central nervous system (CNS). On the one hand, microglia may
contribute to tissue function recovery process by promoting inflammation resolution, cellular debris clearance, nerve regeneration and
synapse remodeling. On the other hand, excessive activation of microglia aggravates nerve damage after ischemic injury. Here, we
briefly describe the mechanism of microglia activation after stroke, and comprehensively review the dual role of microglia in neurode-
generation and regeneration after stroke. In-depth exploration of the cytotoxic and protective mechanisms of microglia will provide

new targets and new strategies for stroke treatment.
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Fellf R LSRG I G 2E R 26T T S, ME—HE AH OS>+ (damage-associated molecular patterns,
WE R R S IG TT 2900 B g, JRYTIN R DAMPs), A dEHVRTEE I (heat shock protein, HSP),
AN 2R 5 4~6 h, T E SR 2R B ATP. UDP M B 1 B1 (high-mobility group
M ROE 7 I (A EAB I i T R 2%, DRIa ) 26 box 1 proteiny HMGB1) 45, M 5] & LAFHZE - B
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RO AME S AR AR AL R
FREBCA BRI G SR o il I X o 4 43 4
0 2 i A0 e BRI I SORE 4B B IR 0, O HLHL
AT RREL B AR RSO T B RUE Y

/NS 54 LA A R X A 22 2R 4t (central nervous
system, CNS) H i IF s i, 7EAEHRE T, A
A R 2R I MR N i N B BE, IR B4 ONS f2 i
g EpimE e shee Y, HIgg R iE S A Ik
BEtg B, RN AR AT T o N A b B A
FEAG /N B AT MBS 5 /DN 5 400 B o 2 v s A
[FB B 2RI F I DI RRARAS, A B #2145 F0
PR ARG o A8 3 4 1) /0 i Joft 40 s
O FRULE VG T 1o 27 A () PR 6 A i B G A
RIAA BB AR, R — P37/ R i 4 i
1E A v s A2 3 22 D7 T AR A T At i A R
/IR 5 48 JRL DI 97 T 8 A N B PR A ) ) B S5 4
M A SRR L Thae,  BEADSI /N R 5 40 B 1 i 42 55
PEAERT, (A O B SR A 2 R . AN
XTI J2 J5 240 PR AE Sfe L A i A o s 0 AL ) A
FEA R D RE ML AT R, Ay S RS A3 1) /N B
JiR 40 M6 T S R L

1 R4 ZE P /B R AR R B B TR AL

N5 4 D IE — ZR B RS e 52 AR AT 2R 1)
24K (pattern recognition receptor, PRR), H] PLH 1] fix
B4 45 X 35 ) DAMPs, 5 2 Fh 4% (5 5 8 %
WO o [ 52407 X 28 0 6] /) 2 J5 240 e ) e 2 4100
AR VRS, 38— /IR 5 4 P (e s
1.1 P2 BESZ (R 1T T B/ R AR E

P2 TR W3 B 52 4 2 e % 20 R IRk G ATP F G il
% H BRRLEUN — RS2 4K, 4 sk it P2X 24k
(P2XRs) fl G & FREELH P2Y 524Kk (P2YRs), W#H
FE i R L 5 /08 J2 J5 248 L A ok % v 249 ke 381 B ) 4
FI U bR T A P2XT A2 AR BE T 4 B i
() v = B2 ATP B I, ol 2 Bl o7 U0 4 3%
[X-¥ kB (nuclear factor-kappaB, NF-xB). JGtt T 4
A% % S P AR S S IR T 1o M, i S AR SR
BEIAF a (tumor necrosis factor, TNF-a)) A1 H 42 1B
(interleukin 1B, IL-1B) &5 78 i K1~ [R 22k, il i =i
J3TRNE S o

P2YRs F EAL$E P2Y12 524k (P2Y12R) A1 P2Y6
4K (P2Y6R), CNS o P2YI12R EH LKk T#E &
AN AR I, E 2 3 ATP K1 ADP U 1Ml

WAL, BT EFHEE SRS, (RdtNRIR
qH Mt RS % 512 . R BT ADP %5 T 8
WG B #EER L, P2YI2R WS 5 /N Joi 4 A (1) %8
RERIK B . P2YG6R ] B UDP i, /i 5 47
S 82 2 i gk i 45 45 S BRR FBOX B85 5 4 F
P2Y12R Fll P2Y6R 5 B f5 L [R 78 24« R IR
B9, M NRBEAMRITE . TBELH LA
ToERIRSEARZE TC. 4143 ATP A1l UDP K& R
FECUNE S B, Gl BRSO, 45
FIEHE LI RE, G 5R R IE XN . P2Y6 321k
FEPUsf MRS2578 ] A7 3500/ i 2 B 5 5 (W40 & 0t
FET P10 P2Y 12R ) 751 S0 MH 4 B 1T LA 55 /0N R Ut
MBI AL RE T, CSCE RUI 2905 2 ik P ZE AR /N B
5 CAL #& e /1 1Y,
1.2 PRRAT SR RAREHTE

ZINJSE JofE 4 AR A i P R [ e i A, R
1A Toll ¥ &% & (Toll-like receptors, TLRs). NOD £
24K (NOD-like receptors, NLRs) il C Rt 4E & 244
(C-type lectin receptors, CLR) %5 PRRs PA# X} DAMPs
A SOV . TLRs B F] EEAFA, TLR2 A1 TLR4
FE I X 4125 25 B U, 3 AT LA HSP6O.
HMGBI F1 B V& ¥ #8554 1305 315 5 /AN i
2 ffd 7= 4 TNF-a.  H /> % 6 (interleukin 6, IL-6) £l
IL-1B, {2#FRAER . A% TLRA i R, /MK
AR TLR4 RIE/KV2Z R MR 2k G A
k3244 30 (G protein-coupled receptor 30, GPR30) i
o AE/N ORI B ik k2 %€ (middle cerebral artery
occlusion, MCAO) 5 Ui s if FEEEETR 7 /5, GPR30
WoE AT @ R TLR4 2k /KP4 A Jig ot 48 i v
14, [EIEFE /> TNF-a. IL-6 A IL-1B B, R %
i 5 e HMGBI B A 2 i 45 o J 807 TLR4
e B N YRGB, HMGBI 5 B HU AR T A 4%
EA3E A 355 0 2 R 7E A 22 R OIS 0975 F 978 BRARRAE 17,

i 25 w5 RR RCER B T ATP A HE. TS R
(reactive oxygen species, ROS) B¢ it 2¥ v il 14 52 173
S0 T ARSI NLRP3 J05E/MA, S IL-1B
HUIL-18 43 WA JF 5 % 40 Mo £ 1=, o Jei I fii B P
(blood-brain barrier, BBB) i@i% k5 "2, E W4
95 5 1 C B %t 4E 25 (macrophage inducible C type
lectin, MINCLE) 52 {4 /& CLR Z i i) £ E il i 2
—, IO 40 MR R SINS % 361 5 8 A Kk
8 A FH 2= B H 130 (Sin3A associated protein 130,
SAP130) Wi Ja, W45 T Ui I 15 202 VU (spleen
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associated tyrosine kinase, Syk) {5 5% S, FKARKIE
Al T-« MINCLE 5 SAP130 %% /K ~FZE s ik 1fL 2 h
JE B BIWEAE, 1T Syk 1] 55 5 2 J /N MCAO /)N B
i A5 BE A B P 3R R A R A KB (cyclic GMP-
AMP synthase, cGAS) J& /%1 DNA [1) 5% 52k, 1E
o1 0 B AN A PN 38 R P P RO E A P
5 S B AP 2 A A T (stimulator of
interferon genes, STING) /5 DNA 5| 2 A 1% KW
S IR AT, /IR 4T BT 4T R 1)
DNA, 3% cGAS-STING 15 5 i@ #, 4> # IL-6.
TNF-o 1 B FHE, M RAE R . cGAS i 7
A151 0] DA AR &R 1M i 348 IL-6 A1 TNF-a 5 &, kb
bR N IR, R K e P
1.3 HIFME ST S/ R EE

TEIEH RS T, W& I0iE sl /R R
TR P, A 2 3 O T )0 ol 4 1 o
BOE . NR R IE AMPA 321K, GABA 321k,
FHE R ER SR KRR 3R 52 R S5 4 42 8 2 AR
HWGE J5 I TNF-o Z502 RAMR R 71774,
ML MEER P, B4h, wampRmREEL
Kl ¥ CX3CL1 F 4 3% $ il 73 CD200, 4 Jj & ik
CX3CR1 FI CD200R F& & /) iz Jofi 40 Jfa i S A5 R 2
T G I [X 44 8 76 (1 AE T 5 8t CX3CL1 fil CD200
FRJa, HE5R T /MR B, AT
I A T ABERY )N BRI 2 9 S AR 4 CD200 & R
/N SR MV Ak, BRI TNF-o0 F1 IL-1B A K
IR SO O P

2 PMERFRAMIAT R FZEPRGSEE
HIThBEHLH

WO i /NS TR A M R AR 2 R DD RE I OOAE, T
K ULELHE RSO o i Th e AL Thie, 5%
i 2 rh i 5B R
2.1 /R PR PR R T e VAR BRI 14 B 22 15 4
5#8

0 2 R B T, /N e o A A R AR O O
TR RIREAE X, [FINBR ROS. EERE. R4
R ¥R NO 25 g AEA i 7, KB U UE B X s A
Ji A5 B0 4SS BBB 4R . ROS R & 512 A
LR i A 5 BBB i VR LY B ) e R 2%
ROS —7J7 i ‘# B M [A] X % e R L D Re 2k,
Jn BBB 3@ % % 5 53— J7 [HB0E L N R A A
NF-«B 15 5, i 4 5] 26 B 53 7 1 (intercellular
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cell adhesion molecule-1, ICAM-1) A0l IfiL & £ Jito % Pt
43 1 (vascular cell adhesion molecule-1, VCAM-1) £
5, HHERREAN RN, PR BBB Y. fE
/I B MCAO 5 Y Jiiy Bz J57 B o 26 o S8 3 Jii o s v 1)
K60 £ = 7K °F- ft) NADPH 4 /L i 4 (NADPH oxidase
4, NOX4), T #il5 NOX4 & /> ROS =4z, a] LAYk
% BBB R A& ui T2 P /NI B 4N R
[ 2 7 4 )8 & [ 1§ (matrix metalloprotein, MMP) &
FALHF MMP-3 Fll MMP-O, ¥ 3 i i [ i 4 it & 5t
i A MR R, 8 BBB M. A
B, KA rh R LT P MMP-9 K 5 AT R
iz 3h T i [ B5 F2 B A IE B B, R 24 4 0
MMP-9 1 {3 535 2 238 21 I Wl s s 71 A N A8
IR T ok ff) BBB 45145 B H M54k B A2 46 i il
7l ok 2 0 77 S04 58 BBB, 41 TNF-o fig 2 4 B2
YAMIIRBE, IL-1B W] AN MBS R IEE H Z0-1 Rk
A5 PR LT R 00 e 5 A0 i 5 I P R 40 i B
o TR AT PRI, I DA B 4 N A B
Wi 4> F p-RIP1 1 p-MLKL f#)3&ik7K V- 5.2 T+,
PE Bl 4 W SE TS, T TNF-a B30 2459 Infliximab
AT DL RSO R B B — S AL R A i INOS Al
NO th 4 #f 18 B4 ik BBB ffE I Y, — &7
Fii G5k IfTL )5 {2 33 TNF-a. IL-18 1 ROS =4, 3k
FIR 4k R M JE V. NO I nl il i T~ I il %8 R
K 1 (Caveolin-1) 3% MMP-3 A1 MMP-9, }l= BBB
i B,

Bx 730 BBB, JOIEK 7 ik 3N A A2

Vo MA ka2 SR A T D) REFRhs AL T
ML 2, H R E d X P 2205 A E R

R RO SR . A b /N 5T 4 A o
TNF-o,, —J5 0% SRR ik, i) B2 Y e i 4
FRiR AN E B 2R, NN JIRIKE, 5
AR LR M B S — I AR M 2 TR
I §592 B P 52 /& AMPA FIl NMDA 328 ) %%, 1
BEARIMHVE GABA S24AKRIL, FERMM AT / 1]
PP i, BB B 2 T T Re dE RS B
7N G 5 240 i 9 R 44 43 F Rhoa HLA 1| TNF-o0 7= 4=
fRIE S 72 Rhoa R I /1N BRI, 25 208R 70 WA
S R At e A AR Bl

PR 2 SRR I, I PR /N 5T 4 P
T 7= AR T 2 4 R R R 2E 2R 520 TR R A i 2o
FERIR A JOE, IREARS LA 0. TR
B ZEA AR R AL ALK A7 B (transforming growth
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factor-B, TGF-B) 1542 10 (interleukin 10, IL-10),
L7 A N A 52 ) /0 R R A4 P P R e A R BT
TGF-B A1 IL-10 7] LA LA A B2 40 3 36 ICAM-1
A VCAM-1, JbHPERIAIA. MREA AR,
%95 H: X ROS Al TNF-00 /K Vo TGF-B 0] i i3k 1 5
YT AR T, A0 b2 2 1 B 2 i o 40 i 3
Az, PR SN, I R A A 1 08 1 S A e 2
Dhae = B, TGF-B Ml IL-10 I8 H A5 BB A #P 4 4R
FAER, Bl TGF-B 45 B2 R URIR T B DL A il
RAEK, B E ™, IL-10 @i S RaER
Wl TAK1/STST3 {5 5 i@ B, 19 bbb ok 5 170 B 5
Netrin-1 £iE, fEidbps 2 . IL-6 #ik A
Fe A JE A SR R R T, AE ST B AT R ] 2L
WHEAMERIER, AN 5T 40 i~ A 53
WIL-6, il 3L TL-6 52 76 B0 T Ui 15 5 7 5 oo i
gp130 A TG TIE B, BGOR 1AM S i X R
SRR, R RS E AT A
SRR U, RS EREAE KT 1 (insulin-like growth
factor-1, IGF-1) 2 & 4l Mo AE K (1 e B8 (K 1, Rk
MR 25 5 BN B BT AR A, B R
I PIBK/AKT {5 5 il g 0 #R 22 oo 12, Rl g it
PRI A, IGF-1 308 w] DU 5 {1 i = 5 8 1 T
XA TG 5E .. AT, S EEn
2z
2.2 /B PR 4 e A 14 Th BB B S RN 14 A 2R rh 45 45
58

T ML B A T 200 I Y BRS 7 oA A d ML A7E i 2
R A KRG E MM A DR S T 7R 1. /N
JR AR BAE A A 2R R B R A, O S AR
HIE R AL EE F, JR/> DAMPs,  RI ORI 4
4k R RORE I BB % . CD36 Al TREM2 (trig-
gering receptor expressed on myeloid cells 2) /& 3 %
AT BRI R A RS2 AR, ILE ST T ki
A i A i A A 3 B T iRt 5] A 2 o
DAMPs B, A2 704G B T 40 i 7 iis Bx, 2
Foad FERE RO B4R R AR o /N 5T 4 e
0% MAFB/MSR1 1 il STAT6/Argl 13 5 % 1,
P HATR SRR, (E3t DAMPs 35 BR MM 2
FEAA T RERS . 21K LXRB 5 RXRa JE RS —
Rk, NS5 EFWAAHKRERKRE, G
TREM2. HF58E7~, LXRP #5075 GW3965 A] 5
/N TG A L PR AR R 0, 1IN R fi 2 1 2 Al R
TR, RfFE R e

i 26 R O A N 2 IR S H AR R R, Bk
L DX 38 70 52 5 4 3 e 37 ok 32 A O AP 2 P 5%, {2
A ThRemE B BN RN TR iC 4T
AN A MR I ROE T AR T ORI, # R AN
2 J57 491 O R B Ak o 8 S A B G 24 5 min, 77 A
=P RPN ALY 27 N IR SN
T3 0 S AE SR fuh 45 1 5 TRl PR B Ak TETAR - [R] I R Bl
5 Sl G5 AT RILGR BH, UEH /N A0 A T R
A T AR R SR MR PP A 2 T T BE . HAdAR R
WFFE R, /NI 5T 40 i w] e o WA AMA By Cl,
N FEMESL, THERE AR R AL, AR5
FE5 5 B AMU R AR A A 2B AT M A8 ™, B
YRS RS2 (FIB-SEM) 87k 1 /M B 41 5
PR TCRARKI BN A EAE R, A/ B 5T 40 i 2
W Ik B 328 36 1 50 70 A Wk SR T i 5 M R 5%, O
TR R, [R5 507 R Ak S R Wik 220K 0 2
R P, X AT R A R A SR 5 i i o 7 BRI J
JURAWRME R B8 B3R 33AE A AR T T,
FER A% b B EEAE M . L —J7 I 9/ i
JRAWETUAR A, R 2 [ B ) R B, S —
77 TIN5 -5 /N I 5T 4 e A W O B YR A i Ah R o, ek
ORGSR AT Y, BRI AZ DL B,

T PR /N 0T 40 A W AT BT i 2 o S AR T
REVE, HT 1) A Mkt ] B B U A 2R AR IR
R TCE RMBET . Mk 22 % BR (phosphati-
dylserine, PS) MM A 5 55 P9 B0 20 AR5, A2 08 T4 i
(R FEhR A, R W A 8 T4 M I B
B 32450 HAF & R 22 ot A2 PS HOAMEY,  FLmT 4
FUABER % J2 4 KK 7 -8 (milk fat globule EGF factor
8, MFG-E8) iiJll, I /INK 5T 4 i 2 181 14 i 2 1R
ARG (Mer tyrosine kinase, MerTK). [l j5 #1450
BETR RIS BE1S 5 UDP fEH] T P2Y6R, 53 15
MR, SEAFEME T EwEsET: 0, 4
R G WA T EEAFTENZ TC. W2 5 DAMPs
PP A2 B SRR S B3R E M (IgM) Bt
A, TgM ik 25 & 002 I 22 TR R AL, ik /)
JBZ 5 B AMAR GBS S, 74 Clq A C3 e BT FE S
MCAO J5 24 h, SRILIX Clq 1 C3 iR 51 E
MRZETUHETS, AMAAIR 75 B4Crry AT BLRH 1E /)N 7 5T
O o FE A MR 22 T, 2O /N B IS B A A
‘WE [58]o

/NI T A L Ak 1P TH RE B 1 AR L, 3B AT B
WM TeiE . /NR T4 P2Y12R 5#4 0i
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PATETB ATP 1) J5) 350 725 18] b TW RSO A 1A MR W2 S 42 Ak
(somatic junctions), FF &L F2 fit A WS I #0248 o0 . BRI
Je /N T A B 5 00 40 TG R RE AR T ARG K, al
R TP 22 70 A B TR R AN Y R AR AR T, R
B ARt AR P BhAh, AN AN
I P2Y 12R % i K 5% fil B i ¥ ATP B07% J . 4%
Fo Py 4RI 3 R b 45 Ky i, IR F CD39 A CD73
SR OGNS ATP e Ak oy i 1 SR 4 i) i 2 (1) b 42
TS 1 T CD39 2 B /N T 240 L P R 17 MK
AT S e L A4 I 2 5 70 2 J5 400 PR 30 P RE A 1) X
— MR R, IR AR A

3 it ERE

B it P o 2 AT SR TR A MR A
ZAMMII BT FFE W K 1 4% L & BBB i i
FROSCAR /I8 FE S5 AT T S St 3k A 453 495 48 HH S
VAT R RR AN A 5 K ST . AN R I 4 i A
TEFRBINLE E& (B, — D51, S i/ N B4
R R Sk 22 ol AR A AT DR S e 2 A A
S BBB IR, FSL st s %,
T P /0N T J5i A4 et T DA ot 7 i 2L R 9D
SUET, WA, DR AR
PR TR . AT UL, /DN 0 40 L 7 ik ot 453 4% 5
RIFER G EXEEH, /N ZE T
ZIAIAH BAE R — A2 R R . 2 AE
BN FHEh R .

P P 3 B /0N T 5 40 L 1) s A BT IEE 3
Y1, HWAE e M S R RN A T LKA T
W, M ThfeRELE ™ E B, S
/INFR IO 20 L TE A 2 HR 5 O VE R IR T 3%, Bfkk
FEAAT i A ) 75 2 R Ao ot 95300 s 2 T B TRt
oG 2 R [ YR T TR AR S R MRS B Bh A
JR, TEAH LB )T %o 4 5 A S AT T TR T
RV BT, Attt JH A S A5 D 0 2 w9 Tt 75 3 FE S /)
IR B AR IR B . 5t P2Y 12R 5 Hi 4 T
3G 25 PR G IS SO, (BN B 4 ML K P2Y 12R
TE i 26 TG (00 22 Th g Uk S 2 b b ke o AR
I, HEE B8 P2Y12R 557 &A% 5 il iE it 52
Hf BBB Y, Rk 25 25 W 45 F T g A H T 5 P
7 75 S R X E 2 s TLR4/NF-kB i g 2 —
LA A 5] S i 2 R /0 e S5 24 e R
T, AR RORE OB B Sl 2 —, R fE
FH TLR4 F5 5077259040 NF-xB. (K380 H 2 4 9

967

ST A B R TT Sems 00, (HIX R NIE
F T sl f S BHA . 2 B . A AR oR 4
17197 T B 50 98 0 e 8 ] DA g 2D S i Jog 240 P i
AL MG TE A Ak, R A DI RE K IR,
T O o) 7 0 100 /D8 P2 Jo 24 A BELAS: 1 40 2 i el SR )
BE T TNF-a .47 Infliximab w] 111 1fiL 5 Py Sz 40
MR AE, ek i Bk i 5 5% BBB fi3K B, (HE A
BEME/NR AT . BOlE RN, 2/
Ji2 oG 40 LR P SR R AN B IS /N R R B B A, A
T 7 1k 2 /N R Jon 248 AR ) S 0, R 2 CNS
FUR A i s 7 25 R R, B
IESR IS DI RE R E FEhG . ML T, A
% -1- 1% 2 (sphingosine-1-phosphate, S1P) 52 {4 1 75
55 X B4R (FTY720) 38 i 1 45 /)5 Jise o 4 il 2 2,
Wi Foph 22 R Dy Rem A o 24 e, A2
SR AR 7 5 R E KRR, FRAE IR RS
o ARG L RE o B R T R O T I TR R
FATTER X8 /)N 52 40 P e i I V6 77 IS M — R ) 417
HilAE AR Y, HSE SR T I TR IR .

/N B2 5 4 A St LA ki A 5 ) A 22 RE I
FEHR A RBAER, W EL A T B s /R B A A
WO AE G 26 5 & W BURA FR e, X N+ i
AL T — NG ITEIT R A HIE B ETE SR
LA i A H 2 e I PR 245 A i R T B B B LA 2k
Wi %, BAR U BAR PR E AR v A, (H 5k
KATLLURJURATRE - (1) HT & 259 148 F I TB) AN &
B, R SAE SR A A AN [F T B Rl e B A A
FROVEF B0 T, i — e B 2 25 ] B BE R T 55
PRE BRI ) R SRS, A T 98 FE 7 42 Dy Re Pk
SHr BRI AER Q) AR SRS R 24
B K VR 0 31 85 TR0 AT B 1) 06 26 rh oA G S 2 1R AR 1)
FRE s A, FEUNR A 2 M Re s 2IH0E], 2
M FEAR 2 R E L« (3) Ay iR T 259 v] e il
T A E AL FZ e T CNS HoAd 41 fig 1) 1E % Th fg.
DRl i 38 7] 75 3 FH -5 5 03 AH G IR RE A8 S 3 2 s 1)
BT I A YR TT

H AT AR 58 A T A /DN I 03 24 B S0 18 AE AL
FE T ST I o A i s B AR AL E B A, P EL
S ) /NS R A A YR T SRS = B . H AT A A
W7 55— R AN F AR R B 245477 Ji5 I 5 225 1) N []
(RS, /N BTAN M AT RE 5> A 2 FIEAE, X LEAN ]
RS I 40 2 18] LA A B AT 15 CNS (1) FAth 41 ffa 18] 2
A LS AT AR BAR A R 2t — Bt ot . 55— 51,
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Fig. 1. Neurotoxic and neuroprotective effects of microglia in ischemic stroke. In ischemic stroke, resting microglia are activated and

display prominent changes in morphology related to various functional states. Subsequently, microglia contribute to neurotoxicity and
neuroprotection. (1) Activated microglia can exacerbate BBB disruption (D and neural death @) via releasing multiple pro-inflammatory
mediators including ROS, MMPs, TNF-a and IL-1p; Excitotoxicity can be caused by excessive release of glutamate 3); In addition,
microglia excessively phagocytose mildly damaged neurons leading to delayed neuronal death @. (2) Conversely, microglia are also
associated with nerve repair and regeneration & through releasing anti-inflammatory or neurotrophic factors including TGF-B, 1L-
10, IL-6 and IGF-1; Microglia can promote synapse remodeling 6 and neuronal connectivity (7) by contacting neurons; Microglia
can also phagocytose cellular or tissue debris (), and resolute inflammation. BBB, blood brain barrier; ROS, reactive oxygen species;
MMPs, matrix metalloproteins; TNF-o, tumor necrosis factor a; IL-1f, interleukin 1B; TGF-B, transforming growth factor §3; IL-10,
interleukin 10; IL-6, interleukin 6; IGF-1, insulin-like growth factor-1; MerTK, Mer tyrosine kinase; TREM2, triggering receptor
expressed on myeloid cells 2.

PR /NS AR A ) BARMLA DL N 25 e EARMS R AR ORBCER PN I 6 1 40 1A AR X 48 G e A
PR ERE M 5 2k — D IR R AT AL bR B RIIE AR N KK ALET I i i ik
WIEOR A BRI AL T AR, JATHE A Ra T R SR G £
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