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tissue after epileptic seizure. Following epileptic seizure, microglia, astrocytes, neurons, and infiltrating peripheral immune cells in the

brain tissue are extensively activated. The released exosomes carry characteristic miRNA subsets, which target and regulate the

functions of recipient cells through the humoral circulation or direct intercellular interactions. Their core regulatory pattern is

manifested by increased expression of pro-inflammatory miRNAs (such as miR-155, miR-21) and decreased expression of anti-

inflammatory miRNAs (such as miR-146a, miR-124). By targeting key pathways including TLR4/NF-«B and PI3K/Akt, these

miRNAs participate in the initiation, amplification, and maintenance of the inflammatory microenvironment. This regulatory axis

further exacerbates neuronal injury by inducing neuronal apoptosis, disrupting synaptic structure and function, impairing blood-brain

barrier integrity, and promoting glial scar formation. This artical systematically reviews progress on the specific characteristics and

regulatory mechanisms of exosomal miRNAs derived from different cell types after seizure, aiming to provide basis for the

development of epilepsy inflammatory intervention and neuroprotective strategies targeting exosomal miRNAs.
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Tab.1 Abnormal expression profiles of miRNAs in exosomes derived from different cell types after epileptic seizure
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A, i miRNA JAF5 T S AAE SV, S RAE AR
e “JRzh#E”,

2.1.1 miR-15S YRR RIEVER] Tl AL/ NI B An i
SRS MIBAR T miR-155 B i 2 T, AR 2
HIRARME R AE WA EIE i, (1) ) 30 % SH2 45
4 355 9 WL B 5 % R [ 1(SH2-containing inositol S’
-phosphatase 1, SHIP1)YZIL, WIHHERR IUEE 3-
(phosphoinositide 3-kinase, PI3K)/ZK [ #{ i} B(protein
kinase B, Akt)/NE-kB {5 i [, fEub/ Mg g
Bk, B TNF-o. IL-1B. IL-6 %R R 7, [H
I TL-10 S50 2 7t (2) B TR I B 4
MEEBUR , SR AEH soCst, MR {E S G ikt
s A 3(signal transducer and activator of transcription
3, STAT3){5 T s Pk, A2 ik A% e ot 4t M 334 A=
54 & A F cxC % )7 a1k B B A& 1(CXC motif
chemokine ligand 1, CXCL1). C-C = 95 SR VSRR RN
2(C-C motif chemokine ligand 2, CCL2)77ilh, $H5H
Z RPN Q) HAMAITE, MkshZoT
BT AR A= 4 [H F B (transforming growth factor-
B, TGF-B) X4 124 11 B 21 i itk 2 I8 -2(B-cell
lymphoma 2, BCL-2)[J3Rik, FEAKH 2 TTX) 4 AE
Pt HHt 1, LB, 1) 1E R K R P v S
B 7 miR-188 (/N BT AR MU PESMIMA , FT75 & ik 2
BUIIE S, RINPE R F AT . /M B4
JRLTE A, 17 40 ) miR-15S 3% K I AT IR 2 U AR X —
2.1.2 miR-223 WHREIERAER] /BB 4t B s Ak
WAA TP Y miR-223 A3 i A8 1] 410 ] Rho GTP BEHAL 2
& IS(Rho GTPase activating protein 15, ARHGAPIS) 41
ik, WsR/NK AN IR SRR ST, ]
AR I AELS) s [A]E, miR-223 AT Toll BEAZ {4
2(Toll-like receptor 2, TLR2) MRk, WIFE /NI 5T 240
PTG RS A, A G DA M2 70 48 28 [ ML AR 48 A
BeAr b — R RORE W, Selene 257k HiE
METE PR AR VR /DN RS JET A48 R A I AR
miR-223 KA SN A RAERIEFEE S IEAC
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