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Abstract

Post-stroke epilepsy (PSE) is a common neurological complication after stroke, which is character-
ized by high disability and recurrence rates. Its pathogenesis is complex, and neuroinflammation
plays a key role in it, participating in multiple pathological aspects such as blood-brain barrier dis-
ruption, neurotransmitter imbalance, glial cell activation and synaptic remodeling. Excessive release
of inflammatory factors, pro-inflammatory polarization of microglia and activation of NLRP3 in-
flammatory vesicles can synergistically lower the epileptic threshold and induce epileptic seizures.
Traditional Chinese medicine (TCM) interventions show unique advantages through multi-targeted
regulation of neuroinflammation: TCM monomers such as Chuanxiongxizine and Tianmuin regulate
the balance of inflammatory factors and neurotransmitters by inhibiting the inflammatory signal-
ing pathway; and compound prescriptions such as Chaihu plus Longbiao and Oyster Tang, Tongkou
and Xuebao Tang, and Dinghao Wan synergize to “calm and tranquilize the nerves, expel phlegm
and open the orifices, and activate blood circulation and remove blood stasis” to regulate neuroin-
flammation and balance neurological stasis, regulate neuroinflammation, balance neurotransmit-
ters, improve cerebral hemodynamics and inhibit oxidative stress; acupuncture intervention inhib-
its glial cell activation and inflammatory cascade response through the cerebral circulation-oxida-
tive stress-neurological function regulation network of acupuncture intervention. The TCM inter-
vention based on neuroinflammatory mechanisms provides a theoretical basis and translational
direction for the precise treatment of post-stroke epilepsy.
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1. 5|

2 A ER BRI I R SR 2, T4 i (post-stroke epilepsy, PSE)fFEyH % W
HRAE, RAEFIK 4%~43%, REWMEEBOCR . BOR, ERALGN [ JFREARAE B &E[1]. PSE &
SCAMGA A 5 B R R A A, HLHERR HAR B w8, Herp B R (R e 1A W) SR A
Je ) BRI B A7 AE 2 2 22 7 [2] . WTFURoR, PSE ABERPEAAE ATt — B dE i, FBOARIRESAL
HWATNRE T IR, 45 FBERAE 227 R UTE F14R[3]. 47T PSE 97 APURUR 23N £, 50 8 KR
NEYIRERYE, BRI Z 5 5 KA B IRt « INRIBRAG A R SN [4]. TR, M ROEGHIE SR
PSE R AR CoLAR : i A v i R L s ) S0 e 8 S e S, i 8 /0 o 40 T R A T S 5 T g
I FEEAL,  FORETRU 22 M RAE S AN AR L PR 1~ 51 A JOME PR - A%, T AR I Ji 5 P 58 4, 3
MR B NIRRT TCIBE s RN, SO SR TP 22 oAU A B 7 14, & 2 MO i for 57
WL OSBRI, (AR IR AR AT VA 0 AR A IR AN KR B A AN AT B, TR AR RIE - MR
WYL, HA& B RAPLITTFTAR[S]. HERZEAT BN, ZRGTI ML, EiEEsha R
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AE O35 PSE RER 5 TR B RIFIE /7. ASCRGMEBL L RAEAE PSE I AL, S5 P B2y T3
MBI T REfE, O PSE 2% #E B 5 B VR R LT A 2

2. HBIAERRE

PR ORE A& HP X AH 22 22 G0 L B 473 R S A 1 s B, F L I P I mT e A e BRI A . 7E PSE H,
0 2 H 5] R LA 7 2 /N B 4B e BT A BR A E 2 pBTK ik Hif, ki us 5 00 52
A (tn TLR4), it TLR4/MyDB88/NF-xB 15 5 1 2% fith i /I Jot 4 i A EL A5 Rl {12 R R AL (ML BBk, B
R EAR 4 K F(IL-18+ TNF-a. 1L-6 %), [HI/> anti-inflammatory ZH A7 (IL-4. 1L-10. TGF-S %)
(53, INRIFREE JERE IR S [6] 0 X8 98RE IRl F— J7 T BRI 22 0 = AR e Ve B, 59— D7 TR A I
00 B B e R, AR AN E S e A IR, TBOK R B A UBE[7] o HREEE B2 20 I AT 0 NLRP3 285iE /)
A (FH BB A% 2648 7 NLRP3. #7428 1 ASC KN 43 pro-caspase-1 ZH i), @i Caspase-1 /% IL-18
A IL-18 [ REER L, FFiEid U] #] gasdermin D 7245 GSDMD-NT &4 i FLiE, iR IeHET: 55
fil S5 R IR[8] . AR, BRIt 40 it FE S AR B D e S i P S U RIS R (W0 GLTL) DhResz 4, 5l
KRR ERI RS, FTREFERE R GABA BREUMIN, FTHE -2 T BR(GABA) 5B A 1T, @il
4 5% extrasynaptic NMDAR ¥ 5 tonic #5155 S L], IgI#h & o0 50 FECR[9]. IRPRIFFCIESE, A
S 72 NI AIRE S X IL-18 7K T i 2 e A AR IRV R B SZ SRR 1, Fhe J8RE I B O 2 IL-14/1L-1R1
5'5)/2 PSE T T CHEEE 2, A5 72 /)N B et ) T PN BH T %08 % T 5 3 PR AR A A 26 [10]

3. MR IAEFERED R B DAL

I RN BRI RS, A% v J5 0 (PSE) (K A 5 A o i il LR 51 R PR 8 JORE S N2 AFAE B D) 9%
B, XA G ET5 T SRR BRI A A R A R . B TERE, A v R R 2R SO S NI
P AR, ELOR R A R 2 R T SOE S SRR A, LA 8 SO AR R 2 (8] 5 IR A A AR I
R, JRIEJRE S PSE ZIAI474E i 3 R B SCIR[11] . H AT 5% PSE MIHLEIHE 7T 2 B A T4 JOE |
IR BRI . e oM B Itk e W A5 T T, L M SOEAE AL A SR, AR A R S 5 O 1 I e
AR B R R SRR AR T o B AN ORI S i L A M SRR AT 4 O LV, I e LR P
SICCRBME, FARRVERAE, JCHARGRILAEAE a0 B S5 5 XRS5 [12] . s sciadi fit 1
FHIRAESE, 78 KN b sl bk ke ZE B PSE (K BB b, SRAIDUA T Bl A a8 SOE S, 2 25 P A1
AR R SRR A R I R VR AR BE 18] MR ST F] eI 2 AL S PSE (AR E, L4 ML
BB (5 S AP 2208 A . SRR RS AL S R A A . JORE - B R I SRR A5 (3] LR AL
FEAZEL, SLFR A RAELE PSE Hf “ A 05 BRI A1 IR B e, thOM SRR 2R SORE I PSE B
ER L R LT/

3.1. MR FFREHR Y SHEE Rk

AR e, A 28 R JE e AR X R I R R VO ML B b, S B EE MR N, I AR FE HOE
WomAMARSE, B D INEAPZE JORE[14] . MUK 57 et 05 2 ) 55 Fs BRI N R 2R O BE 7T, R LR A
MRAIERRIE T, SEARA AR EN . LB NMDA 321k, SIS, 2
Z UM [15]. LA, SOER T AT ] GABA REFHZITIIRE, FRIRIEANHT GABA B, HI g5 -H Ak 1
MR, TR “feR - MArigam” iR EIE R [16].

32. RRAMREELSRMEN
N R MIAE PSE Fh R A BT GE A B TS BRI SR AR, (B S RARAL (ML 28) mT o i R T 1
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A5 RAER T BB A TG [17] . BT R 4 M 38 A= T R SRR I, ok R A S I % B B 1 (0
Connexin 43), i 1 om0 f ()8 IR i o LS 5% 55 [AIRFEE NF-«B {5 5182 70 i CCL2.
CXCL10 S5 fb N 1, FFEE P ani. T A SE o G difi, JFBas/IMRBRAARE, 2 — B K2 s
JRMI[18] o MZE JONEIE T RE L A2 S b A B WL SAM P 22 0 28 R . ML R/ i J5 240 e A e 5% fh i
R, PR CAL X Rl IS, TARIE Rk 2 B BE ety b, M i & A 2 S [19] . BFFE L,
N R AR ER R 2 SRR T SN SR AR BN TTAE TN, R A 4 T B T B A&
WALk ¥ 5 2 2 [20] -

3.3. RFE - RIZBEIKAORERBE

25, A HMGBL ik ¥ A 1. HMGBL 1 55 3k Ak 24 K 724 52 16 (RAGE) #1 Toll £
AR 4 (TLRAZ: G, WOl RIS 5@, SRR ARARR T LiA[21]. BRI, 7EEREFISE T 1
FRFFSIRAS (SEVE A, NF-xB % 3% LW S X NLRP3 #JE/MAKIE, f1FE Caspase-1 & 11455 1
IL-18/1L-18 B . il NF-xB AT NLRP3 J&RE/MAZSE, /b o TR0 R AR . %
W 7538 Western blot Fl9 2 5 YGIESE, NF-«B il it 45 NLRP3 #%5¢ B e i 28 RE/IMASE, 1M IL-18
(1) ARGt Caspase-1 IVIEIVEI[22]. b4k, AN SR MG 2 CD8* T Ik L 40 ) v] 3 ik 32 453 ) I g
DGR IR . WFFEER A, /N 4R o i L R 7 CCL2 F1 CCL8 mlidid s CD8* T 4HfusR i1
CCR2/CCR5 =M4sis, /M FHRMMNITHE. XLZEH) CD8" T A< 77 fL & (PRFL) AR A
(GZMA), BB IO 8N, S I T, BRI IR P (o B 452493 [23] -

4. PEHFHEMERIERT P RRRE R

R 2GR [a) M 2 RAE VR TT 26 h S (PSE) 77 T, I R 78 Bon R 2 By WA 2l 1
PRI 71, 9 PSE [l PR T T8 BB AR HR AN SZ B 5 Ao X 25 248 P2 1A 1 PSR RN REAT R i e
REST R, B0 PSE JR77 TR vEBE [A]) JOAEPR 5 BLE JE Al . AT 25 AR R G 1. RITHIB)
Al S At e IR 3 AR TH, A5 S BT RTFURA, ARG R B 2 RE AP 22 JOREVR T PSE AL
R R S LR L

4.1 PHBEFNTRSHERIPIER

725 H0 5 0 (PSE) O A AL AR, JORE IR TR A 20388 o R 1 AR 2 ORI TR A% O B R . 4
XX EESCHREIR T, 2P p 23 R SR A LR SO Y T L e R 3 T 4 R AR A R S T TR LA
BRI 4RI TE R . N E R (TMPYE NI B 245y, I8 ) TLR2/MyD88/NF-xB 4 ki@, [
K IL-18+ IL-6 SR & K- (1) mRNA J 8 H3RIA/KF, NIRRT S A Cleaved-Caspase-3 5KiL, L
WP T A Bel-2 I3RIE, FRlid /4% 205 5 T ARG B R ek, NI #ifi 4F Hh e R AR [24] - Utk
Ab, RERIEZIE MRS RIRE, WSS S 2R A AR B0 -85 TR &=, R R
ki 52 5 H Bcel-2 I Caspase-3 (13 IA LA HPZE SR T, M R A XS 25 v 5 00 ) R4 VE T, DR & T
REAR[13] -

4.2. PHEHHZEIEIEE

ST JOREAE A1 5 U (PSE) HH e A S 22338 T AT o Ao 428 T S TR P AR 4 R A 55 B A
Z5pitGitE, CASEWIINe Wi eI i ROE R FONARR I R 2 R T, AR JORE A TRk (i
T MCP-1. IL-18 %), “PEMEER(INGEIRS -2 TRR). SCE LIRS0 )25 S A A A BT
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M, EEL 2R 245, 2B EER. SemEtimimniiE (sie) , msei. By, H
Wi B HERCE SR A, HAEE . BRITS . ST, R IRYT A S i (PSE)
(0 F 75 7)o B TR B, A8 T 5 TR | P 40 380 I AT S M 8 JOE S A PSE ) EE BT AL [25]-[27]
SSRGS T A A AL B -1 (MCP-1) . RN AR — H RS ZURR (ADMA) 25 48 JE A % [A]
TR, LE I R GE o S H el 00k A A 5 AR S8 B [ (e 37, ) A e M el PR R I P, 2 R 1 =
BREL[25] [27]. TR R AR p- 25 T IRINPT, s 2B K F(NGF). IRt 8 7
[K-F(BDNF)/KF, {REHEIIRIEE, BeEBE INFIThAE[25] [26]. BLAl, el in b & 4wz 5 Ui 26
YIECG BA RGN ESN. . SRR SRV FECHE, ndt—PRmmiar e a2, BAMMA
RS AR, MU AT R85 650 76 25 (0 BUIR R AE B - TR AR A 22006 5 08 % 5 DK [26] [27]. 3B F5 VS iz
MR FARIL T “ORIEUR”  “ RN FIENE, 1207 BB Ak . @R . B XUEE R Tk
W SR, 2T EE R MR RS ERMEH T EGFR. MMP3 Z55E £, 41 IL-18. TNF-a 2542
RATFRIL, WRMHZRAE, ALY cCAMP. HIF-1 2505 Sk, oo M sh /)27 (G2 & K5 bk
MR E PR R g 48 250 S My AR 25 (BRAR A LB FE) i) S8 AL R (T =5 SOD. B&{ik MDA), M ik
AN TG L [28] [29]. IRPRAFF 78 o, JEES I M3z A o TG 26 T S 35 3 o A S R VR 9T B8 A
B YD AR RARF SR [R],  JUHR LR M R SRS AR R, HLRE BRI AR R A2 %4 [29] [30].
A, BERER, SERAE R IE] IL-18. IL-6. TNF-a 2R R THIE, B RE, FRS
ALY y-Z TN, WM ITTT R, 535 BRSSO R AR R RE L (], 2o v
B3R R BU[31]-[33]. L8 LATIR, SedAmiea iz . B is g e Mo RERH 4 E T, EdE
AR AU RV JORE RSB ITT . I IR B0 ) 25 R A B 2 AR LR, FE A R SR TR
R B AL ELRN L ARORE B ) ) T D

4.3. StRTEBEIR - SRR - WETHRERTHLE

£ PSE (W40 R85 I LR 5 77 5 S S BRI b, S RAENTPEEAMNAIE T B, A T
¥R MRZRIE R AP TC I RERD 22 4E R TTRE T, AEAMBIOIN KA. SeE M DRe )y R BL R4 1T
T 1. WHotiRos, PSE AWidRE, SALNE™ Y10 MDA, LPO RN H 4%, Mk iish /152 il =
BE— D RAP L TO TR TR, TS BUOR A A I N [34] 0 &t J T TS L C4c 38 0 I 37T 370 ) S A 2 38
L HPRAR, U PSE T S S RE A VE TR (K S

PL“RRmGTSS ” AMRERMENEFEUKE . WX =2, B, Kb, BIEFSEM. HiBg
4%, RN DR LA BRI A 1E o SRR SR [3E1WE T R, BT £ DA IR R ik 2 PR AU I 375 79 — 1
(MDA)/KF-, Tt A A YE AL B (SOD) I 1 » 38 3o 410 ) S e 2 0 S S D A i 453 0% s[RI I e IR i 22 Dl g
FRAPE 7 (NIHSS) 32 SR AR PRAG R (MoCA) 7, BB i A Hh IS P& D e JONFBERS, I B
R EE BAEN IR AN BRI CRE (I Sk B PPo, B R mIRIT BA . HHLHITRES
FHRIKIE BB KA S W IR, AR Tl =SSN, A eI S5 2R
PP FRVE A O, R R IR A 2238 5T i S S ROR . R DURUN 5 A e R A XU
ML SEAh, A REEBEEEE MM EIRTE T T, RS Mg, KiE. XU RihSE8T 6T 4
R B (PSE) 5, FTS2 PRI A A I, 50 T v P ™ SRR B 7 4, RIS B e KRS AP a3l
ok 4 WA 4 9 Ve I (V') A& TR LTI JBE (V) B AR AT Il — 8 (MDA) ¥ H Hi%E(OH). Jig Jitid
WH(LPOYKT-, Thim i S A B AL BE(SOD)IE P, HE— 20 SCH I B R A T NSO i L At 3 0 57« 4]
EAREBL PRI TTAE B AEHAR T PSE. 5% LPTIR,  DAREMGIT 254 A B R s A D AR R
Jrid, W SRS A5 IR TR D RE S A R 2 T R OB SR 2 Mk Ae, MR
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LSRR« Uk A 103 0 ) B PV T S B
5. IMESRE

PSE &4 b e # LI SR MERI e RGO RAE, R ARMN AS T SRR B e f 2 n, AR HLR
J M it o AR R (A IR S p- & A8 T IRRA) . R SRR (/NE R AR B2 % o 44 ) 5
HEAL SR AR AR E IR AE 2N IATT . M SO N BT AR ES A% oL, AR A rR SRR i A 4 -5 R
FACIRIRE T “Mtads - SO R - PR A AR RO BRES, et JORE PR3 RET. IR % A ka4
EIRRHES) PSE IR AR I . ITAER, $EIFAREE SRR B K T PSS AE M PSE AR BBt DhfE Ty
TR IR RCR . PRI DA REMERIEHIEZ BT, P RAIIEER. RFRSE,
A SRS TR TR U e 2T TSR R IR SRR SERInE
bRz B e ALEE R TR, UL o BRI AR ROAE . S ik Al A 4
AR, LB PSE HIZR&ETHl BHRITIE(INIRMIT S5 A 0B R ETE) NS L s i 24 . 40
RN TP D RESF AR, MBS TEIR Il RS . RS P BR 2T FUE SR I 70 A A — 3 R
EH AL FEAE T2 AR, 5 N3 PSE W BT B VEAFAE 2200 P 25 T I AT R0k
I KB OR R A B RSB ) FIARELHT U 2 o AR IR 2 B AL AE B BT 7 o
IR, 3 2 A BRI R0 7Y, FFITRERFEA. 2 bl RS ST R, HEZh by B4
1L PSE GURMIBIRT A R, Iy HREHERT VA e (R SCH S AL OR

E&WE

ERIT A ARRI R ST H (5 : LH2021H091), BRITES MERL P EHLFAEXK TR
WIH (R RS R 202124).

SE

[1] Mohamed, A.A., Tan, J.K., Tan, M.M., Khoo, C.S., Wan Yahya, W.N.N., Abd Rahman, M.S.H., et al. (2024) Risk
Factors for Post-Stroke Seizures in a Tertiary Care Center: A Case-Control Study. Neuropsychiatric Disease and Treat-
ment, 20, 1615-1628. https://doi.org/10.2147/NDT.S473483

[2] HAEREEZES AN E SRR . A PSR SR I B T SRR ] AR I A R (R T RR),
2022, 16(2): 80-83

[31 HFHPE, Sl Bk, P ERump it REAE. 2. RIS PUERN] IRRE SR, 2025, 15(3):
174-183.

[4] Ferro,J.M. and Pinto, F. (2004) Poststroke Epilepsy: Epidemiology, Pathophysiology and Management. Drugs & Aging,
21, 639-653. https://doi.org/10.2165/00002512-200421100-00003

[5] Aronica, E., Gorter, J.A. and Crino, P.B. (2018) Inflammation and Epilepsy: Targeting the Microglia-Neuron Interface.
Trends in Neurosciences, 41, 822-835.

[6] Vezzani, A., Friedman, A. and Dingledine, R.J. (2020) The Role of Inflammation in Epileptogenesis. Neuropharmacol-
ogy, 167, Article 107771.

[71 Vezzani, A. and Viviani, B. (2015) Neuromodulatory Properties of Inflammatory Cytokines and Their Impact on Neu-
ronal Excitability. Neuropharmacology, 96, 70-82. https://doi.org/10.1016/j.neuropharm.2014.10.027

[8] Song, L., Pei, L., Yao, S., etal. (2017) NLRP3 Inflammasome in Neurological Diseases, from Functions to Therapies.
Frontiers in Cellular Neuroscience, 11, Article ID: 63. https://doi.org/10.3389/fncel.2017.00063

[9] Santello, M., Toni, N. and Volterra, A. (2019) Astrocyte Function from Information Processing to Cognition and Cog-
nitive Impairment. Nature Neuroscience, 22, 154-166. https://doi.org/10.1038/s41593-018-0325-8

[10] Vezzani, A., Balosso, S. and Ravizza, T. (2019) Neuroinflammatory Pathways as Treatment Targets and Biomarkers in
Epilepsy. Nature Reviews Neurology, 15, 459-472. https://doi.org/10.1038/s41582-019-0217-x

[11] Meijer, W.C. and Gorter, J.A. (2024) Role of Blood-Brain Barrier Dysfunction in the Development of Poststroke

DOI: 10.12677/acm.2025.15123542 1382 I IR 2= =23t e


https://doi.org/10.12677/acm.2025.15123542
https://doi.org/10.2147/NDT.S473483
https://doi.org/10.2165/00002512-200421100-00003
https://doi.org/10.1016/j.neuropharm.2014.10.027
https://doi.org/10.3389/fncel.2017.00063
https://doi.org/10.1038/s41593-018-0325-8
https://doi.org/10.1038/s41582-019-0217-x

=g, HEAF

[12]
[13]

[14]

[15]

[16]

[17]
[18]
[19]

[20]

[21]

[22]

[23]

[24]

[25]

[26]
[27]
[28]

[29]

[30]
[31]
[32]

[33]

[34]

[35]
[36]

Epilepsy. Epilepsia, 65, 2519-2536. https://doi.org/10.1111/epi.18072

TR, ZETEEF, Mk, S5 it SRR AT TR D], e e A, 2024, 40(1): 117-121.

TSLTy, AR, SRS, SE. RIBREON R BRI Hh 3l ok 28 5 i R MR S g ma (0] IR & B 2% %, 2017,
10(10): 10-11.

FeERE, TR, BRYE, S Jz vty 0 TR AL B I il e A A SORE S S A F AL I AL R[], H XS
G, 2024, 41(1): 35-40.

Gruenbaum, B.F., Schonwald, A., Boyko, M., et al. (2024) The Role of Glutamate and Blood-Brain Barrier Disruption

as a Mechanistic Link between Epilepsy and Depression. Cells, 13, Article 1228.
https://doi.org/10.3390/cells13141228

Ruffolo, G., Alfano, V., Romagnolo, A., et al. (2022) GABAA Receptor Function Is Enhanced by Interleukin-10 in
Human Epileptogenic Gangliogliomas and Its Effect Is Counteracted by Interleukin-1f. Scientific Reports, 12, Article
No. 17956. https://doi.org/10.1038/s41598-022-22806-9

Patel, A.R., Ritzel, R., McCullough, L.D., et al. (2013) Microglia and Ischemic Stroke: A Double-Edged Sword. Inter-
national Journal of Physiology, Pathophysiology and Pharmacology, 5, Article 73.

Linnerbauer, M., Wheeler, M.A. and Quintana, F.J. (2020) Astrocyte Crosstalk in CNS Inflammation. Neuron, 108, 608-
622. https://doi.org/10.1016/j.neuron.2020.08.012

Bk E, ERrg, BT, 55 /N A0S TE A 2 B PSR B0 I Th RE RS R I [3]. AR INEERL R 2
2241, 2023, 43(3): 157-162.

Szalay, G., Martinecz, B., Lénart, N., et al. (2016) Microglia Protect against Brain Injury and Their Selective Elimination
Dysregulates Neuronal Network Activity after Stroke. Nature Communications, 7, Article 11499.
https://doi.org/10.1038/ncomms11499

Mao, D., Zheng, Y., Xu, F., et al. (2022) HMGBL1 in Nervous System Diseases: A Common Biomarker and Potential
Therapeutic Target. Frontiers in Neurology, 13, Article ID: 1029891. https://doi.org/10.3389/fneur.2022.1029891

Pohlentz, M.S., Milller, P., Cases-Cunillera, S., et al. (2022) Characterisation of NLRP3 Pathway-Related Neuroinflam-
mation in Temporal Lobe Epilepsy. PLOS ONE, 7, e0271995.
https://doi.org/10.1371/journal.pone.0271995

Shi, Z., Yu, P., Lin, W.J,, et al. (2023) Microglia Drive Transient Insult-Induced Brain Injury by Chemotactic Recruit-
ment of CD8+ T Lymphocytes. Neuron, 111, 696-710. e9. https://doi.org/10.1016/j.neuron.2022.12.009

W%, VR TE XA o 25 i e ot 453 05 N5 % 2 rh e i 18 R a7 (E AL FLRI BT 7E[2]. TR R E G
X: THEERKYMERE. 2023-03-31.

Zerpi, FIETE, SOPH. TRGTT F5 AT ) B 4 B N R B A 5 2 Y6 9T AR R S R R MR (3], KB E G R
243, 2024, 40(3): 296-300.

ZErp g, SEEAINORE WA A G 24596 T A TR S U R R [3). P B R RRER A, 2025, 37(7): 115-117.
Ok, SRR LG i A A R R R i e B A RO R AR R[], SRR PR AR, 2021, 37(4): 669-671.
FRFRE, FET 2% 24 B AR RIE 75 15 L7 YR T 25 P S B0 7 ML 75 [D]: (L2 e 3], mET: ) iR s
2K, 2024,

SRR, KPR, gRAME, S T AR NGBS IR B 5 I 7 6 G i A v i A R PR 14T R % I LR
1M mI]. T HEE A4, 2024, 51(2): 106-110.

FokZ, BEIE MBI A IR R R R SR IEIT P IR EE[3]. TR ANE2ARF 5%, 2017, 15(23): 23-24.
THY, Z°F, BREE, 2. EIRMECE RSB R TT 2 R BRI R[], WAt R R 242, 2024, 46(12): 33-36.
FELIR. IR AR A A2 2o D A B S0 (XU P F531E ) BRI PR 7 2T 7T [D]: [ 2441 5]. R widerp
BEZ K%, 2024,

A8, ALHE LR 7B R ALVRTT SR I 2 S R R LSRRI PRAF 72 [D]: [t 224718 5], Rt b E
25K2, 2019.

XUMS, SCIr, wmE A, . SR PG A P IR X 2 A I A R U TR YR T AR SR R R
AL FEIRE S 44, 2024, 34(3): 8-12.

PPHEE. BRI 55 E0ESE & O IEREN YA TT B L RN 2 o S i I PR 2] SRR 247% 3, 2024, 40(7): 1398-1400.

AR, TN, 2, S BRI A S O N R S ) A SR IR R AC0]. TR
K2R, 2024, 41(9): 2246-2253.

DOI: 10.12677/acm.2025.15123542 1383 I IR 2= =23t e


https://doi.org/10.12677/acm.2025.15123542
https://doi.org/10.1111/epi.18072
https://doi.org/10.3390/cells13141228
https://doi.org/10.1038/s41598-022-22806-9
https://doi.org/10.1016/j.neuron.2020.08.012
https://doi.org/10.1038/ncomms11499
https://doi.org/10.3389/fneur.2022.1029891
https://doi.org/10.1371/journal.pone.0271995
https://doi.org/10.1016/j.neuron.2022.12.009

	基于神经炎症机制的卒中后癫痫中医药干预研究进展
	摘  要
	关键词
	Progress of Traditional Chinese Medicine Intervention for Poststroke Epilepsy Based on Neuroinflammatory Mechanisms
	Abstract
	Keywords
	1. 引言
	2. 神经炎症概述
	3. 神经炎症在卒中后癫痫中的核心机制
	3.1. 血脑屏障损伤与神经递质失衡
	3.2. 胶质细胞异常活化与突触重构
	3.3. 炎症–免疫通路的级联激活

	4. 中医药靶向神经炎症治疗卒中后癫痫的作用机制
	4.1. 中药单体的抗炎与神经保护作用
	4.2. 中药复方的多靶点协同调控
	4.3. 针灸干预的脑循环–氧化应激–神经功能调节机制

	5. 小结与展望
	基金项目
	参考文献

