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Abstract

Ischemic stroke (IS) is one of the leading neurological diseases causing death and long-term disability
worldwide. Its pathogenesis is complex, involving excitotoxicity, oxidative stress, inflammatory re-
sponses, and blood-brain barrier disruption, among other pathological processes. During the acute
phase of stroke, abnormal glutamate release and overstimulation of its receptors are important
molecular bases for neuronal injury. Metabotropic glutamate receptor 5 (mGluR5), a Group I mem-
ber of the metabotropic glutamate receptor family (mGluR), is widely expressed in neurons and
glial cells. Upon activation, it can regulate intracellular Ca2* homeostasis through pathways such as
Gq/PLC/IP3-DAG and form signal coupling with receptors/ion channels like NMDA-R, thereby ex-
hibiting a biphasic effect of both “damage promotion-repair support” in cerebral ischemic injury.
This article, focusing on the biological characteristics of mGluR5, systematically reviews its mecha-
nisms in excitotoxicity, inflammatory responses, edema formation, and neural repair, summarizes
research progress and translational challenges as a potential therapeutic target, aiming to provide
a theoretical basis for precise stroke interventions.
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1. 518

A 1L 14 i 2 (ischemic stroke, 1S) A& 4= R Bl P 5 i UL I Ao AL 0 8 20, BIOTR AN BR AL 1Y) 8 22 JiR [
Z—[1]o 1S i H A I PR ZE S RS, I W T B A S A B, 4T 51 R RE A RS . R
AN M Y S 2, AR OB RIBET[2] 0 HoAZ ORI TS AT EEbE, bRk ThEE R,
PR JERE, LA 7 Bt 19 55 [3]-[5] - H AU R VG YT CAFFHEVE N (s A 167,  L3d F I A 28 H i AAksk
AT PR, IR ANIRTT NS B4 WL A0 T4 57 A 76 7 #0 A LA B B I PR 2 L [6]

MGIURS & —3 G HEAMBCZA, BT | AREHAERZIE, EHRME RS Z XIS Ai[7].
MGIURS [FIE 7T 51 L P 515 5 18 3 RIS, IS 5104 e A7ig « o1k DA K 5% fid 8 48 255 7
AR FE[8]. EAREEIE, 7E 1S RN, mGIURS A& e AiE SAET- R I R “PItE” . —
751, mGIuR5 5 NMDA 324440 B.AF FH[9], i@ i 4% NMDA-R #E— 5] & A 5 WX R 341 DNA 1#5453[10],
T HJRI R B v 351 s 55— 51, mGIURS 0% 5 vl 5 Ca?tBiEIRAs, SEHPZ e ABET-[10] [11].
BAE— MR A FEZ T, mGIURS (R8BS nT e 2 IR MR ML, 904 90E S B IR 4 48
=[8].

BEA W T HR N 55T mGIURS 2 5 1S o B % BOUEHE AR AR 2, JL8 36 7 I 8 ozl 32 31 5%
Bt e R S, mGIURS RIE L % AQP4 [RIFZE52 M i /K i i) & 26 R JE s #) mGIURS FrI¥E mT ik
ALK R B AK B 3G TR 8] . thAh, mGIURS th2 517 B RS AN 1%, FEm JO6E A
THIRETBOR S e 40 M (5 4 [12] [13] 0 IXEETFHE 7R : mGIURS BEZ IS 3 W 2% (1) DG ER T 2, T BEcA
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RBA %

IR AL 453 77 ) B
AICRIEHRAT % mGIURS S 1S B A ¥ mGIURS (1367 SR B FLREAT T2 25 Mo #r,
B LD IS FHEIR T MIALEI0T 7T 5 250 A 3R B K

2. mGIURS FI4E I 45M R EEPIBRHE RGP RIThEE
2.1. mGIuR5 LM SESESHLE

MGIURS J& TR B B 2 RS2 A 5K, ML S50 048 A B R A B 3. — ALk B I 4 M s DA % i
WK R k. MAMSRIRE A AL S FN “HilR B 25435 (Venus flytrap domain, VFD) [14], W4 R 1%
(RN A 2R S LR, IF HRETE R = RAK[15]. 1B G & A2 &(GPCR), mGIuRS F il it 5
Gq 2 MBI, o P LA LI S 52 MR R C(PLC)MS 538 %, B PLC il 7, S HIL T,
B RA S =L iz e .

= XA PR R4, mGIuRS i@id PLC-DAG-PKC 15 5 4% I 1A 3 A8 iE Kird.1 1)
Fak, W TR0 2R 0 M A PR S BUBE[16]. BRAN, mGIURS R E Az 5 A AL A 0 5 4R M 55 R
Tamalin Z )4 2%, Tamalin 7 mGIuRS [ ECARAE: Ptk HH S OCBEVE F,  SEM 32 AR I 28 00 A 5145 5 4%
S5 Tamalin ZhAESTH o] SEOEIRIIN B0 A5 SIHTESE, FES5MEME X 60, B RSSO I & 4 %
BX[17]o FIRHLEIFE R : mGIURS MIIRE AT “ RO , EmE MBIV fr . shAT
BEESHEAERME.

2.2. mGIUR5 FE#EE T34 &M R =l v 284 5 BO1E A

MGIURS fERfMAT M RAL G A RIL, ZHERNESHES, FE—ERE LRmMEon ek,
FEACH PRI 58 (LTP) A I B A0 (L TD) ik #8 i SR I [18] [19]. mGIuR5 &Kt LTD (mGIUR-LTD)
A5 BT 1 S A A 3 Ul 55 AR SRS B o T 9T 5%, mGIURS YE AL INEE GIuA2 ¥ L BEER 1L, 1 in AMPA
SARBIA T, TR R Al [19]

MGIURS IHAEF 5 5 Z M A RGEFHOS, WRT/RKHEERIE(AD) FIAREE . K i > 2L0E%. 6 H
% AD AN, mGIURS FRIERE A KT T L i; mGIURS #5505 T et A A1 ) BEREAS (L 2k 58
filifik 2 [20]. EFMARIERAY H, mGIURS Rl VR SO STHNARFE(F 4%, A IE (K7 2 (eEF2) K2
TERRAL,, (a2 o 5 M e 2278 72 K]+ (BDNF) (1)l 3 1 s S f ] 84 [21] . 41, mGIuRS &g 1 17i2 2 P
WAL 5 2R 255 ThRe, AT/ 5 B 40 i o AR mGIuRL KAERIVEM[22]. &2, mGIuRS Al
VAP AP EE TS M RN S fid o] S PR 2 2 S AZ R & M R, R AT 2 5 2 SR I R R 8 .

2.3. mGIuR5 £ £ K B 40 A B Th RE R KX M IR 52 Y B4

MGIURS 752 5 AN B AN R 4l rh 34 2R, wlAT SOE RN 515 5% T A & R4 [N
SRR AN H ) mGIURS it Gg-PLC-IP3/DAG #ii 1P3 5245 N i Ca? BEilt, 71540 45 £
A, TSR T AN T BE S5 R4 00 - IR AN A1 Fd A5 [11] [12] [23]. mGIURS 12 544 S5 1%,
LR B A 2R AT M BRI PR P RE LA MR 2 AR F1[24] [25] TEM A SOET 5 T,
{12 98 200 M R - T 5 e 2 PR e I 440 A PR 15 5 R 4% (0T 487 . mGIURS 3@ i G 28 (1% o iR CB (PLCR),
P24 IP3 Al DAG, MIMIEIKR AR IR . ST, IP3 SRR . 52 R RS A M sh 112, LA
Re 2 SRS BESZ PR (0 P2Y'1 S24A) S5 A T 2T A5 5 8 B 1 FAh S AR R LIRS, mT R L [R] 2 4545
S ) T A ORI R TR, LR R 6 B R R A [23]. XFME S RA I ZESR:, &5
[ SZARTEA RIS B = AR 8 “Bisk” 45 R8s 15t
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RRA

FEBR A AE H e, mGIURS @ 4% BRI B 4E S AIRES , 2 58kl #5112 52
A, WFFEERM, WA S mGIURS WS v AT BRI T 4E Ml AQP4 ik, f 2R MizK I KT B [8] -
AL, iE 315 mGIuRS AT 5] R AL Ca? B HHINIE AB AR, RiE AD 1R A2 K RE[25] . A W FLESE,
WIS F R R R A5 5 1 mGIURS, 7EMIE R K4 SORE IR T 8 R IEAE T, LaT RE NGB TT
T2 R AT VB 5 454 (R (A R [26] [27]. BTEIRRANME mGIURS T REAFAE & 1) “ X IR R
[23]. X RS A RN X B AL T AN [0 B B 1R B2 TR 1 I3 4 i ] Be R IB AN R K SF- ) mGIuRS, Bl AR &
FRFIR NN EE . B, FERTRRGERFE A, RIA mGIuRS W] B85 1 Bk 5 i kA R
B EE I (APP) AL BEAH SR S S, B B V€M AF R 1 (AB) A s (28] [29]: TAESR ML FRE T X, ¥
TG TR — B2 AT BE AR S R B BRI b 2275 % DR 2 A R0 B D4 T ME 7 U 10 45 [30] o 3 o &40 it 3T Y (R
BH RIS S RE, EEVE T mGIURS B ) 5 40 B a R4 1 45 )5 .

MGIURS 7E 14 70 B A 28 it T 4 M Hp 250 BT SRR A% A, L A P 5 et o kT ¥ 5 S8 RE A
IR ERA R, BRARILAE 1S HP ) “RUHRRL” St T A=) Jk it .

3. mGIuRS FE&R I 4 fk 2% o F B9 R IR A R ALY
3.1. mGIuRS fr SR EF MBIt SHE TG

B2k E, BRI BRI S B A TR OB R 2 — . BRITLF EUN A = RN
B, WoSHERRZM, JLHJE mGIuRS. mGIURS i EHEUE & sk 28 v 5 M e P A dk, JRilid £ 2%
AR RGN I P A S 8 TER, H—, mGIuRS Alilid Gg-PLC-IP3/DAG-Ca?*/PKC £t N i M (ER) Ca2* ]
B, =, mGIuRS W] AE¥E ER B L =2 JE B 52 44 (ryanodine receptors, RyRs) [11] [31]. RyR & 5 —F#f
AN SRR GEIE, T RAE— D (R R . Ca? R iS5 6 e e A S B ot 2 v R AR R A A
2 FPEIN H EIA[32].

H 3581 152, mGIURS 155 I 4E R S S50 GRE , 18 B B0E 1 n] 72 A 4 2 AR 57 2808 » {77 2 mGIUR5
FBhFIREME IR B M 3 i S CAL XHi475; & E IS mGIURS 74 PISK/AKt i 42 BH 1Bk M 45347 15 5
GluA2 i, &t Ca2* Fhm gl L e e YR PE, A RIEM A R EI[33]. thAh, 75K BUA Rl 45 1
BRI, mGIURS 545 {1t £ JE 18 (BK @38 ) BAE B Al RIE LRI ER, TEBRIIRZS T BRI & o a
IR Ca* Fazs[34].

TR AN F, mGIURS T A /T /E T AQP4, {3t /K i il i F 0 R 5 b B MCAO/R K
SRR, AT 2 PR mGIURS F1 AQP4 [RIFRIA, IR /K i Al 2245145 [8] -

gk LATR, mGIURS TEBR L i A5 dhiid SR 3085 MUK - Mot PE st I 0 - difsET:” K
VEEBEEAAME, BE—E &0 TRl LUl PISK/AKL Z5@ K E s HLH], B, mGIuRS 783 A 1t
B AR 2B CRUARTE” , CNESORET TR TR - MR R O R

3.2. mGIuRS BIFNAAE R M R E N E1EA

I P 2 H R A IS 9 RE RN B R PER A AT, mGIURS 75 A R FE R i T

TE/NZ A, mGIURS B0 BE T RE(EZE(E 28 B 7 R, IHRIshEE 280, T seisid P 15
SRAFMZARYE M . mGIURS B0 Al 1E 31817 AKUGSK-35/CREB {5 53l %, #MHIME & N T IIEIE, 12
HEPLR T YML 3Rk, FRAR M1 BN R A0S [35]. JR1M, TEMIEARMEAI R, RGN 50 fili
Al 0E mGIURS A28 PKC/MEK/ERK 5 NF-KB i #%, {2idF#iLe S5 I N2 3 Dy se et [36]. Fik 2 7
UiBH, MGIURS X 4 (14 520 e FE AR RGBT T 55 RIS 284 5 40 L o 25 v ]

TERTEIR A, mGIURS w] 3@ ik 15T AQP4 52 i 7K Fih Al 2 JiE 40 Ma [¥1321 o #0#H1) mGIuRS Al k2>
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RBA %

IR IR, TR AR R BL, $E% mGIURS 25 15 W ge XA P o, 38T
LA AJB R A0 0 6 SR 8] [26] -

4% LR, MGIURS 7555 rh SO I b B “0R 48 - $Ude” HODUFIT 2R, V0 ] AEE v T4
P, [ SR DL R R . FEIZE mGIURS A S SO HUBITT NS T, BUTT 4 1S 57 HERE F R
BT 7

3.3. mGIuR5 5H#&ZEE

PRGN, MEEE(EERMER. WA ERESMEFEA) R E ) EZE M. mGIURS 7EiX
— B BT AR A OGS R S A P A T R R R .

MGIURS FI¥E PISK/AKL @, /b Ca2itBgk. BRI E MR IR Z e TR [33]. @
HERYE MGIURS 1545, AT RE AR kG ML X 38T 4= 4 22 0 A O el M2 ThRERR RS [37] - 1E4h, mGIURS G
T R O R AN R A 28 TC SRR - DI 28 D i IR A RS ARk T R R R OB, AT
A BT Ak R T 5 AN R S 4 Th e K R [35] -

2% BATIR, mGIURS 7EGILfE S M B AT Refin) “ME 5 3CHE” , JBIE(EEph A ToAiig . Sl m ¥ rER
B T T R K . X D R IR U AL

4. mGIuR5 BIIGFRIAST 3R
4.1. mGIuRS5 #zhF B BB H A B ER B

T PO mGIURS Al RefE it e Z 5 nT BYE. mGIURS 1E [ AR 4 15 77 (PAMS) I PI3K/AKt
1558, (LI Ry A2 FE A2 [33]. S mGIURS o m] DALY IF 3 [R5 F /I 5L PR 5 ki /b B S 880K 2
REANAT 9 BREF[38]. MGIURS HaF)IE i) Y 58 2 T i A A RE i BDNF, SCHRPBEFHIE ORI 21252, JFid@
T 1) N JE S5 40 B 28 A DA 1R A 2 FE 1 [39] . mGIURS 83 34 AT 38 e 45 55 53 1 5 R A 8 T M A
SR fi A 336 R R ¥ 1 [40]

B2, TR mGIuRS R AE-S30A 5 B BORT DNA 5105, InE 4 oiiffi[41]. mGIuRS tnl g
JE I AN 1P3 N =% J8 S BBURRAN Y P J5i X R R A Ca2* IS TRPC i, 25 K R B & ya R il 51 Ca?*
RUEFIMZ T ARIET[31]. DKk, Shzh/3 o SR 1) SR AE T 70 — I A0 — B R B R RS T A

4.2. mGIuRS FEH I EERR 1% AR 2F p R B2 AR IPE R

Z IR, mGIuRS F5 4TI SN b ] gk D i A SEAR R F 5 i Th e, L A5 AR %
FVETEIE GBI SOE SN . ARSI - FRREERTY(OGD/R)H, mGIURS 14t 73k ¥ HE(Fenobam) F(%
A SRR D EA RS T T, R BT 40 AQP4 Rk, By ik FE TR AL S A K
YeRE L ARESs, BBk E8]. I mGIURS & FI Y/ 46 PR M /NI R 4l is 1k, [
PR JORE FH RS 22 e A 15[ 24]

tE4h, mGIURS il 738 i et 26 Hh 5 P I 4 B R E D e K AT o 2% rp 2 S 380K J S A 48 T )
BN A TR A5, IE SRR R DR BT R R I RE I B A B AR 2 T B ()T ORI BE A I R
H¥, Jakob Hakon S5 7idi th: 2 52 5IRGIZ8) D) I Z T R 26 AT 8% mGIURS A 14 1 B A R AT
SEPENLE A0S, iz 3 Thae nr LLE S 0 mGIuRS k& [42].

AU, T mGIURS “id FEBUE E0 - & REEIERAE 5 B XUHAFE, 25901697 FEE Db ARVE T
5 I R AR AR BEEERD S 2 I R S SR OR,  SCE g KA B B S 6] S A AT
IVE S ARSI, Ak mGIURS AH 251 50 30 5 A Rl ge “F0 8 - I IAI 3T - BRI B [OKS vE
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P PN R S R AP, CASEBLG T RCR R AL .
4.3. IEFRREIR S RKRE

BUA 1) mGIURS I AR E B4 X IR AT PR (A AR « AD 5), 15X il dfiL 12 53 2 - (1 ik PR
WEFCARRT D o RRNAZHKE S = mGIURS ¥R 251 2. AT BT 5 Rl A R 9l R
WIS . FEURIEAt b, i PRI S IR TE,  IN3R mGIURS LR 2540t A I8 0 S R
.

5. &g

MGIURS EERN AT BRI . A JOE 518 R B (1 S BT o, AR BRI P i A v o 2 LR B XU 12
ERIE /RS ] e S ST 10 PO (2 P g e R e T s N W2 ) S S i S )
it PRl GO NIl TR E AR S R AL B 2P0 R SRS T J BRI, LA3R i mGIURS #ERRTT (1
Z e SR

SE K
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