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Abstract

Ischemic stroke is the first killer of human life, health and safety. Microglia are resident immune
cells in the central nervous system, which play a role inimmune defense, environmental monitoring,
protrusion pruning, support and repair. Research has found that when the brain microenvironment
is altered, inducing the polarization balance of microglia can effectively control neuroinflammation,
improve the apoptosis and necrosis of nerve cells, restore blood oxygen in brain tissue, and thereby
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reduce the clinical mortality and disability rates. This article focuses on the functional duality of mi-
croglia in ischemic stroke, the specific mechanism of microglia involvement in injury, and targeted
intervention strategies, aiming to open up new ideas for clinical diagnosis and treatment.
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1. 5|15

a5 AL i A o T B BR AR N BB T S B 1) o B DRI 1] HL B A 5 T M L VA B 51 O Pk
BRI SN, o AR B IS PR VR T (AR DA A . MU ) RS I (B it 1 mT e, (ELFEBE 0 PR
105 0 8t — B IR RN A2 B 2R A 4507 o AR FERR B, P48 SR AE Sl L AP 40 4% F) 8 A2 A0 A e i A SR
YRR, RREE IR SORE PT7E I i A8 1 A% o 2 4% #ih 22 70 AT 7 % (blood-brain barrier, BBB), FHIAZH 24,
B ThRESS R4k [2]. 1S KAERS, AMMEANPIBT(IHIZIR . 6B i) 2> kiR 240 g s 8],
78 244545 #H 9% 43 T 155 7 (damage-associated molecular patterns, DAMPs), M it & /)N &2 57 41 i (microglia,
MG) E R 3248, BN AR 7 A, IS S A RS Sl (3], A S E
S AT AR A 2 T RESRAAFR BE (4] [RIL, IR AR TSR ML IR S ST J5 B A0 5 23 5 B ——/NIR s 4
i, RBFFRAE D,

TER XML R G S B A B b, /N BTN IAE 9 SR R SRS e 4, Iy R D A 5] 2l
R A CIRL N, SONEFPA I 200 /NI 57 40 B A AL A AR Ak, /NI o 2 AR s 5, e e S ) )
REHAMNTTACHI SRS [6]. SR, HAOAEARR—. KEHFEY], BOG R /NR BT RIS 2%
) “WEAER” [7]. € REReE I B BRI GERE BT R K 1 S48 FR TR RPN 2 ORAP Th RE
WAl eIt BEVEA, BEIROK AR R A M R - AIsh 2 2E Ve 0T, e i i B B s A AR 22 030 TS, /r 3 ik
T[8]0 ASCIRAR/NR B M AE SR L i 25 b b (DR —EAE L S 54000 B AR A ) T T
B NI RIZIR T 00T L

2. N BRABRAHRA

/IS 240 A X A R R G(CNS) o BRI [ G e A, i T RGBS M B B 2, Jf7E CNS
HIRGERE, 5AMNEEI B AR IEAN R (9] BFFEUEA[10], ZERN SRS FIAS R B A AR R X, 7
J SR A R AR AR 7S RIS S ARk . 78 K R B KB ZE(MCAOYB AL 1, M2 RUARES) Ym1 fEB LG 12
/NIFEI HH IR IE B, 24 ANRFIAFIIEAE ;17 M1 RS EY) CD68 1E 24 /NN IFIRRIE, R 7 RikF| g
[11]e BbAh, M (ICH)BE A At 2 T, 12 /N B AT 0E s 3k M1 Y bR B 2L IR /NI R 4 i, [R] B M2
T b 76 2 IR 1) R IS 1 11 79 J PN IR TR [12] 0 33K e 22 S T R T SO0 ASE R A 2 U v B A T P R P AR
A, HSAEEA—8: ERINE 0.5 2 7R, M2HERELER, BEHRLMEEMABENIEN; T
7 & 14 K, M1 PRI KEWEE, MBIHUG . WERISAARE, MEi R0, 554 /B 40 i v
S RE TR A X, B EE R BRI R R (13, AEAEFDRE T, HEFEN “F 27 R
SR A i B S BRI B AS IS RS [14] 0 B ATTAS W 2 A A 48 L 5 P 2 S IR S8R, TR Rl — 3 A 4
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FO Ry I PR 285, A7 ST AERRAHLGARRAS . TEBRVE oA R Fr, TR IR B R, RSO ST R AN R B (n
T S AR B8 )M PRI SBE[ 150 FAERBIRES T, /NB B 40 B w] 3 22 Fh (3 -5 0 AR A AN [F] (1) B
RERAY, HMALTT F R 2 SR A A SE (An s 2 A B ) R M R MR Ot o JHG e P P B P il HE 3
SRR RIRAS . AR A0 ML RALRIHLAR () M2 KA 16]. HLABMGIABEMNEDE, 5 M1 fH M2
REFALRE KA . IEEIET, MUM2 ZBRYERES A P4 Mk G, P, M
FRAEMIA A FH ) M1 RAIERERE, BHORERIER 752, REehE 50E, SE
ZIUET, WEAHPIAFE[17]-[19]. & 1 AGURE T MUM2 RA PN AR5 S H 5. Rbsid
W) e A A

Table 1. Phenotypes and major functions of microglia

= 1. PRRARAREN T EIEE
ZINJBE 5 44

ey FHFHF KFRLY) IYUAIRL T 1EH
LPS. TFN CD80. CD86. CD68. iNOS. ROS. NO. IR A28 98 i SN 5
M1 TNF‘a TS{ MHC-II. IL-1R. TNF-a, IL-18. IL-6. BB & B YR
Eﬂ}ds TLR-4. IL-10 (fk7K CCR7. MCP-1. TR R FS
F)s IL-12 (FKF) CCL-2-4. CXCL9-11 Thl e J B
Arg-1. Fizzl. MHCII.
- -12. -8+ -10. 1% 25idh
M2a 7 4. IL-13 CCR2. IL-IR. IL-12, IL-8. IL-10 ﬁkx 'ﬁka:’i&fi
MMR/CD206 CCL23. CCL24. TGF-f. Wi\ AKFFWGEZFAH
PDGF. MMP-9. MMP-12
IL-18. %% HE
M2b 7 &) Toll 52 CDS80. CD86 IL-6, IL-10. IL-2. CCLI G g8 TR
S el
IL-10. TGF-8. Arg-1.
1 -10. - N . IL- Ref; HEUE
M2c % IL-10. TGF-f  CDI50. CDI63. IL-IR ' " oo oxeLns TR, HEMEE
Magmg TR R A2 MMR/CD206 IL-10. VEGF Podes (kA A R

SR EE

3. MR RAFAERR I MR RER
3.1. HMERIENZDEEE

ArfE, BRI ATP. 2Rtk DNA SEH45AH 57 T A AU S DR A . 0 e
(1 /0N o 280 L P AR AR A I 28 1) ML SRR A 1) M2 RS . ML R /)N J 240 il K 2 7 A g SR B8 B -
o AR -1 FRRH T, UL ARG AN E R, IR RRERIR N, 3
R0 Bl [20] [217. AHB, M2 R 733 AN 2R-10. FALE R 7 SR AT, ARl f i
Jrs RSB R[8] [22]. FULAEHE/ME BN H M1 [a] M2 BRI M2 R B0 2, wiayT
IS,

3.2. HEMETEFRES AT

/NS 4T B 3 Ik L v PO A M TR B R R R FE s M AR R e A iE . ML 3R I P AR AR 28 A J5E AT S A
Z LN BIHTEES, W caspase-3, MIIMNREIFFE TGN T2[23] [24]. eAh, EATTA BRI R B A E 0 Fh
S FPEEANEL, BHRE T, AT, M2 /IR 5T 20 Ao U e e o 43 b i 278 7R R - W i R P E R 2
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P, VLEGRERM A TERIE R &R, RSP iAiis, I AP R E I [25]. DA M2 /NE 54
JEAFIT IS Ja M DIREMIIRE -

3.3. BT MERETE N

L0 7 i PR AR i P L A i 45345 ) DSBS AAE o S80S 11 /0N 2 I 4 e o 73 WA B T & SR B T e, LR
MMP-9, [ fifé ifiL o J o JE6 e %) = 2 pi oy TV BUFR S, 38 I FLad iz 1, 5 500t A Y05 e A 7K ik A0 8 P 40 322
HH[26] [27]. X—IFEFEEH M1 RAIKZ). Fik, 0 M1 BN 520 BE0E v LA 2 4E R 1S 5 ik
i i (1 7 2 1k

34. (RiFMERE

AN R 2R T LA FHE R S S . ISR RIS RS, I — R AR
MAE AR PR T, A P B AR A TR B BT A 2 A A PR AR S A AT AR R -1 TR BT RE S R
BN B QHMSETE . TR A ORI L, X — i AR RO IS AR B 16] [28]. B AR I IS A BT 25638 = i i
BAE, AR AR IR, I SCRHME R IF IG5 28 rT SEE 291 Mfie /M SR 4R i
M2 R AAT T s e 2R R A, BLIe AR 1S JaB AR i (R A

4. (pERYEFES SR b KB 5 FHLE]
4.1. I84% JAK-STAT EEBKFTL

JAK-STAT RN ELENE S il HMIS5MEMmrEE. Mo SR, ek
VETE(CIRDA 3 R FERBEAE o 1208 8 1) STAT X0k 7 (01 STAT1. STAT3 Fll STAT6) EL#Z 4% /s
SR ANAR I F A 454 STATI F TFN-y Hl¥ it M1 B4k, 1fi STAT6 WUITE IL-3/IL-4 {EH FH#Ezh M2
TUEEAR[22]. FESRIMUMIZEZAH, JAK2 55 STAT3 [M3RE R BERRAL /K LT, Hm b2 sk i, BEAE AL
P RRBRATHRESAR: Rz, 0] JAK2/STAT3 {55 I n Jce R AEREE | {3k I fog o b2 52 Rl sk 22 T
PRE[30] [31]- WFFCLLR, 245 - 125 2508 T 380 1o 8 35 S E B £ K B CIRT AR e R S A 22 AR 9 I [32]
gi EArA, 4] STAT1/STAT3 H{2ik STAT6 FRiAKFEST M2 AUNG LM, B iE IS iR 4T 50 .

4.2. 3Nl Toll HIESEIEHITRIA

Toll #5244 (Toll-like receptors, TLR)JE T I BB 1,  H A5 M AL B R o i A4 S 4 49 A 26 731 1)
Aherbak . BERRIX DA K A THE S SN TIR 45838, 75 H a2 R4 Fr TLR 1, TLR4 52u%
fe ML i 2 H PR R AR RN R R B IR DG [33]. TLR4 FIBE AN AT fih & 98 RE N2, ARk SRES ORI, ih R
3 NF-«B 15 S il g — IS SE AL, 355 2 Fh AORE R 7 ARG B PR 77242, AT IR RH 282 98 R s
FEP KL BI[34] [35]. BAVKEEL[36]WF T K& L ET BERADH] TLR4 {7 5 MK A H /MR 40 17 M2 # 4k
RO B LN SR K i SHEAEAARRR, (R DIRe KR . 48 BRI A, 4] TLR4 ikl {2 /Mg
AR A M2 B, TIA EIBG 6 1S 1 H 1.

4.3. $M%] NF-xB (S EiBBEHE

NF-xB {EA—F BRI 2 DRk R, AL T 2505 55 SIS I ZOR T, 7R RERIR R
IR LA (o SIALGVRE B - FRHEVESINT, NF-B BB REWOR, I3 SIS 1
JRERRERE . Li SF[37]MA FL I 7 NF-«B 710 SR il 2 (B B OCHE,  f8 RS HAE A A, & N R
A0 B AN 5T 40 B 35 2K, {H NF-xB B0 32 2288 T ks i~ 19 X RS R 4B B it — 20 b, 2245[38]
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TEMAE ARG AN CIS FIsh¥ I AR &R B, $ NF-xB 15 5 1B 5 (W1 F 8 NF-xB p65 5% IxB £i&, ki
Wi HAZ L A7), BENE A R /NI B 4l AR A3 A6 B ML FER AL EE4L,  HEIMT PR TL-18+ IL-6. TNF-a Z5{2 %
R F BRI, & RIEM AR ER . AR FURIL, B Z 75 K SRR b 2 ik P 28/ P A 8 o v Jel
it PI3K/AKT/NF-«B 15 5 i@ B {2 dE /N R 40 MRl A M2 BT 35 CIRI [39]0 £8 vl %n, 4] NF-
«B 15 5 I8 B (1 0E 1A ROY /N R R AR A ML R, ETT R RS 1S AR .

4.4. #%l Notch 5SE R

Notch 55l B RN N HERRFHEE ST RS, B8 Notch 1~4 PUFI 521k K Delta-like 1/3/4
5 Jagged 12 TiZRIME . BB AEATRE NS 5MEA 0, D RIS B IR 40 M 55 2 M 2 40
MR A 5k B T, I3 TN T A0 B 2R B AR [40] . TE M SR i PR S BE 24 4F N, Noteh JE %
R PT84 B T 12 26 P M1 R B AY, R 3L iy e 28 M M2 R BG4k, AT N Ji) 98 R A
JRBE ORI RS . AN SeBe R W], A Notch {5538 BEH5 P AL 0% 535 30 M1 L/ R R 41
JH ) 28R A OB, ARt He A M2 AR AL, JF i M2 UG T 4 I 140, T R FE R 2 AR 1
[41]c & L nf 4, #0i| Notch 18 B HWOE TR A /N0 40 B 1) Bt 8 1 M1 R AR AL, ATk BB 76 1S
1EH .

4.5. 8¥% miRNA HFiA

miRNA & —Fh . FEZRAGHI/N RNA 401, it g &R Rk, 7EVF 2 A 3 464
HORFEREEAER .. A FEIRIERR miRNA 7] DR 2 e i v i 25 rras R (R i 2 23452495 . 49140, miRNA-
155 HgRak i ik f (e M2 BB A S RT3 M1 BAR{E, 52 AHR miRNA-124 g M2 Atk
[42], XI5F[43]# 1t RT-qPCR 4 58 4 1,50 55 3K B miR-146a mimic b B f5 ik ML f5 1) /0N B 53 48 /7N
FE R A AR AL ) M2 SRAELAS . 25 B, miRNA 370 45 /NI i AN e BG40 ) i U, mT ek
IS JEdits

4.6. (RFZHRZHTRULYEIHEIEZE a (PPAR2)HIRIE

PPARa {F ly— BSOS A% SR T, R B /N R 4 ) M2 B oAb 5540 . TR R,
i PPARa FikAEiE SIALI/ MR AT MR 40 M1 FEFIFA I M2 FERREEH[44]. 52 KDL
PPARg L EAHI A INAE, HMEhH T/ M A2 F-1 (VCAM-1)E, M iy i 40kt
B[45]. SEF S ML, 2 ) R R B B 78 0 R e A M2 BB AL 2. 4 Baln, S
#t PPARa FIEK B S/NRRAMMBFEL ML, AN 1S (BRI EEEHR .

5. INERRE

b FRTIR, /INER M S R R T — AN BRI RER A . S M1 RRE &
PRI T AP S B2 G T AL BB BER, T M2 RN 7E S A MR S R R .
(AP, RS 5 IR T A 2R P o SRR T T SR A I 7 B 400 ) S /N RS R 4, 7 25 R
FREF T LR AL, (I EN M1 BRI A 2500 M2 B, AT A p KU 6T 32
HHHE
W

PURMRHT R M B 5 ¥t GBS, JRREIRSC E LK AT ER BRI RS, IEXS
RGO MR
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