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Abstract:

cause of secondary epilepsy in adults. Its development follows a well-defined temporal sequence, progressing through stroke

Post-stroke epilepsy (PSE) is one of the most common complications of stroke and represents a leading

onset, latent phase remodeling, and eventual seizure manifestation. PSE is classified into early- and late-onset types based
on the timing of seizures. The former is associated with acute injury, while the latter involves chronic reorganization of neu-
ral networks. During the latent phase, the brain exhibits pathological changes such as disrupted synaptic plasticity, inflam-
matory activation, oxidative stress accumulation, and blood-brain barrier disruption, offering a critical window for therapeu-
tic intervention. However, conventional antiseizure medications, which primarily inhibit abnormal neuronal discharges,
are insufficient to reverse the underlying pathogenesis and show limited preventive efficacy. Against this backdrop, the con-
cept of disease-modifying treatment (DMT) has gained traction. DMT underscores mechanistic, targeted, and early-stage
interventions that prioritize core processes such as inflammation, synaptic remodeling, ferroptosis, and miRNA regulation.
Due to its predictability and ease of modeling, PSE serves as an ideal platform for DMT research. Emerging strategies en-
compass small-molecule drugs, stem cell transplantation, epigenetic modulation, and neuromodulation, some of which

have shown promising results in animal models. This review systematically summarizes the pathogenesis of PSE and recent

+ 685 -

advances in DMT approaches, providing a theoretical foundation and practical guidance for clinical interventions.
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AR A BRI F N BT 5 SOk R s i 4 2R
BPIRZ—. BEE N IR A a7k 1 4
15, 20 U O R B A2 B G o AR op U
(post-stroke epilepsy, PSE) JU N E, PSE J&5 4
Jo KA B RS R A 8 53 R R I
fE (early-onset seizure, EOS) 5 iR & V35 i & 1E
(late-onset seizure, LOS) , % £ BEAL | A7 7E 2
FER . WMATHFE TR IR , 5%~15% W74 835
IR 2] B A J R Wi L JUHAE Y i PR s B
22 FERAE TR S B, AT g o A
4k & 50 (secondary epilepsy, SE) &z & UL A% % A
Z— WA BT T i AR B ) e AR

PSE B8R PE7E T 4 A AR o A2 - AR Ry
A, 2 — B ARG T8 U Kt o 33X — 3 -0
PRI ™ B AR 2 A TR B A e 1 T A
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St T AR . IR IR 2 T,
NG fih ] BB S RAE VT T P % (reactive oxy-
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TN AE VR 1A R BEL T B 5% , 15T S SR
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8 H A R A B 25 9 (anti-seizare
medication, ASM) FEAEH THI LT A &, W4
18 JE BH W 75 5 y - & 3 T R (y -aminobutyric acid,
GABA) 3, HALH 2 I RREIRIT « 752 W5
H, ASM Xt PSE f4 3 75 /1 AN .38, X LA 5 g 2t
HEFR , AT R R\ R Bl D Re i A
X7 W B ASM 7E PSE TB: 1 A9 “I6 97 RAEHR”,
A 3 AL T B

IR RN 3K — Bk B B 1 VR T (disease-
modifying treatment, DMT) ¥ & N iz i A4 . DMT A9
U R A I 42 i WM A T i 300 ok i 45 ol 2
RAE AR S il FE I R BE T 5 B/ RNA (mi-
croRNA, miRNA) PFESFAZLIRTY , MARAS - HiE 2% 5
RELUT RS 1 & 2E o FLas o LI LR R
TRREMS | 5 7 IR AE A2 25 1715 R BELIBTT , AXSHRE IR 97
103 )5 TR o

PSE 5k B A W14 R a5 L AT Fli i Je 55 1 3 s
(i) 7 P 2 i A S AR, B )z A & DMT B 53 Al
S B AT AT I 5 . YT DMT 5T 2 i 55 /)
T30 T A MRS AR RS A M o3 Ak R 1L
PEAE RSR = I B T T S A 2 R AR U, A R
W LT sl W A vh U 0) 20 OR |, 38 8 03 ) Il R
Ak .

25 b PSE AR 4k & M 00 B 1A 1Y B 240
BEORIIE 5 & ' DMT S (9 BAE - 65 0 AR SORE
2% PSE 19 &b . DMT 15 R A A3 M e ms L
il 5 AL R AT R G LR IR BT R HER
RIS S ST W

1 ZErR SR A & R AL i3 R

PSE JE M 4 R4t SE g HAURMER R Z —
H AN 2 B b ml RE 27
“TRRID BN BE, 20 3% 1 EOS (A )5 7 d ) 5
LOS(ZEH 5 7 dJa) s EARRIBT B, A RG24
D3 1 I\ Jact 38 A A 25 L 3 00 45 ) o 9 1) 2l A5 T A
Z: 55 R A 5 P 28 388 SO R AT AR I OB ARRE B
BBB i IR A 25 (5 2% S i T A M 28 T 2 S (neural
stem cells, NSCs) JIfig 2 EL5F , o DMT A4 1] -+ Fil $2
HEALS AR

1.1 2EIHLH  EOS MR s R

EOS Z R T AN G BUNY ZERN, W52
YIS GRE AW, e R R v 0 G = R
Ko IH By B R LB R A R A R ok
FE RS . BBB B IR B 2Pk AE S0 Ry AR, i
fih 2 Bz J5T R0 B T IO £ 1 e 24 IR IR S SR
LR B Bl . LA iZ B Be A% O pL -

1.1.1 BARENESXMa-M6 ks s
P 22 T IS v 5 R ME A2 BRI BN 3, A 2 R K i Ab
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T, BTG N-H 5L -D- K 4 24 2 (N-methyl-D-aspartate
NMDA) Z K5 -2 -39 5 -5- T -4 57 G TR iR
(a -amino-3-hydroxy-5-methyl-4-isoxazolepropionic acid,
AMPA) Z K, 38 3055 & 1 i FE N, R “ % i T
PE” o X — 2 AR A0 PR A 28 5T GABA B3 S
T TR S 2 A, 0 2% Ay - 400 o P 465 ) g 1) %
A, DT fioh i 430 S (DD 0T sh gl R
B RESE L BT R o 1) 2% ey P 5 fd i Pl Y 3 1 0
1M GABA RE 5 fil 1% 3 W] 48 9 55 , $i 7 L 300 o 422 o) 4%
C w5 OIS

1.1.2 SFALR S Zobi iR D Re R fs A
5 A R BRIP4 3 R OR i ROS AR 8, 45
JI J5T 445 #4) RV AR 1 BT D) R L R AR R (S U
ATP & W AT R 40 M ZE T RS . ROS I & AN
SR A A B8 TR P HOPIL ) < R, b it — 2 TR 5
ARG SRR i A, DA T AS) Sl 2 i R A 2SR 1) P
PRI 0 T e R W A Rl R 48U TL 8 (nicotin-
amide adenine dinucleotide phosphate oxidase, NOX)
K OLHJE NOX2/NOX4A) 75 A AL th 35 14,
PN R IEA T ROS 1 1 H 2R Z — 1,

113 JIEMIE SRR A e EUNe
P, 0 N B 8 A S o A5 550 /NI T 4 A
SRV A BT A, RS T 4 e/ 2% - 18 (interleukin-
18, IL-1B) . Ji 98 $R BE [H F - o (tumor necrosis factor-
alpha, TNF-o) . 40 A 25 -6 (interleukin-6, 11.-6) 4%
RIS T, AU BBB S H& Pk | i 8 o 38 5 pf 2234
BRI A R FA s sh 2 oo e . BBBE AN
B A 1 ] Gy 2 M (D SR AZ A T 20 ) gt — 202
AGEE T L B 28 5 A -BBB i IR - S B8 S0 ™ (Y 1E
S, A A R A i R Bl R R

1.2 RIS LOS Aute d id 7

LOS 38 # 754 Hh 5 B0 2= 800 18] 1 B, A i
TEAEBA B I A 22 R IR DRI B g v R Tk AR 30
(silent latent period, SLP)” . #RM b By Bz i 41 21
T B AL A SR AR JFRE T 1R e A R
RS LU MZB BUA 0L -

1.2.1 g iy SR M BERE A
H Y 25 4 AL R LOS TE U ) ot BR Al o A SE K
PR, T 1 R [ v e 2 2 (R UK 240 e 2gh 5% ) 542
I S B = RLJR B Il A A R R
BN AL, R R 2 T S 2 A A 1 2
2 A A D, ol ) S I 2 AR A5 g A
53 fih i 2 11 10 5 i 5 BUR W) #1095 (postsynaptic
density protein 95, PSD-95) . A+ & R 52 MR W ¥4/ A1
(glutamate receptor subunit 1, GluA1)7EZ& 1 & Fl X
TR E LA, SR S 4l 1 5 D BE Ry TR = U 98
IEHESIR AR R
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1.2.2 1@ HERERGE S BBBRREEIR  Ha
PEINSEREAN[F] , Vo AR I R R e e IR 1 e Joie 44
ML TG AL 5 RAEN BRI TL-18 Fll s i B R A
B1 (high mobility group box 1, HMGB1) & {5 5/ T
A] 38 3 Toll #3244 4 (toll-like receptor 4, TLR4 ) F4E
VIO T U AR AE DR SN > o 3K BB JE S I AE R L1
I BBB 45 14 52 B MR [R5, 2 (2 ik ph 48 ou Rk i
JE 244 VR B T8 (W0 Navl. 6) , #F— 25 B a5 5
JBHEY S BRA, BT I ST A Y T B 2k A 2% 2 Ok AR
I FRIE TR (W Kird. 1) 4avtE s SRz ik 172
(excitatory amino acid transporter 1/2, EAAT1/2) # ik
I/, A AT R S 0 4 1 3k B Ay

1.2.3 B HAAN IS BRIC T AR A
S P2 1 ROS £ B i iR RLARRR St £ 51, i
SEACHR R HFFERIT, NOX2 5 NOX4 Kk
R Tl E , AP kT E A Y 4( glutathione peroxi-
dase 4, GPX4) 1M T K, S EUIR Fiid A Ak RHUTE
SRRIETZ . BRIE T AN 220G, 3 AT IS 48
AT i J5T 4 R T T 22 A1 48 TR R R A B R BIL
i, BREE A R GPX4 A R 1E sh Rl h 3
71N A R A T T

1.2.4 M tapSthadsy 2hE,
NSCs AR 78 55 v Je DX A 2 py 9% 3% 46, (0
7 o3 A7 1) DL K R SN B 4 2 B s o a0 R
AR T AT BB LA S 1 O A A A Ml i, HE 2=
TGS S A, DT SR VAR A 2R TR . T AR SR
5 1) Notch [F] 5 2 11 1 (Notch1) 5 SRY-AHE HMG fiE
5 H 2 (SRY-box transcription factor 2, Sox2) %43 F
155 B AR S U 45 T BB LR G 2R MOy AL A
I Ah  NSCs 7] BE# =) 7 58 AE B 48U A L 8T8 T 2 i
PR I SS T NTRIE SRR

25 I, PSE 1y & HIL I 2 B0 114 ) Sk 1 B B M
Ko DRI RIR 283 [T O AT AR AR N SRR R AE I Bl
Ry AR U S SRR S KBILTRD 5 TV R A0 D) 3
PO 268 B 0 FRERARAE ERAE T B 48 R A S i S AL
SERL AL FR T . K SE ML PR IR AR, Sy 9 1 i
IRITPEHE T 2 BT g 0 S5, YA psE IR
PR ARLE AL ] w306 8 R ) Y, DT S S
TE /Y PSE T Bls 55 B 18 1 63T B4 Rl

2 EHEERRERIEETER SIET RS

TRGEHURIRIOTT 22 5 8 T IR0 A A E AT AN
SR EE, {H A AARAS T BELIBT R0 19 A A ef A 3X —
TR XS T I A VBT v i i R A ) R A T B
RN T35 40 PSE A5 HA7 WA X 5 Bsf () R 2 1) 4k &
PRSI &, 0 AR A 585 . B, DMT A —F
LA B 7 55 A 2 050 5% 2% i JR o HAR I T IS H 4%
ZHN K . DMT B O ANTE T B3 e il & AR A
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B WAL T U IF T 000 T 1 e b S B JAIL
il DT DI Sk 1) 55 2 2 S BRI 1) i 2 il

545 BN B AL PR AN TR, PSE BB R
SRR, (LR DMT WF5E -5 07 T ) BRARBE A5 A6
H A S PSE B Wl FAET SR A T W B A R
i, PSE i FA BA By “ VR AR, RIAS S 200K 2880
JI 0 e 2% A S I B, A S ) 1 A B R
Y5, INEAT 24 nl L 1] 1 7315 40 i R BR A T
TNARAE AR S i A S X — SLP ANy
PLIRI DT TR AL T R r i [P HE R, o oy 1 T3 s A 78
BT AT AR R A SRl . Ah AR R A
1 PR TSR A () T s A P T
HRPh & B S . Rk, PSE B E 31 52 e 2
ISP PR B Y AT

2.1 A E R DMT LT TR £

2.1.1 WA IS AT AN
IREEHG A B T U AV T R0 B B IX S, 5 4
LR A S R A R S B T R R
WL TE R MR IR, R T Rz TlE D
TR RE 7, R U T i Bl 2 —' . DMT Al 5@
T VR G PR Ao 2 7 R TR - I LR B 1 S2 AR B
(brain-derived neurotrophic factor-tropomyosin recep-
tor kinase B, BDNF-TrkB) il # . T il PSD-95 % 5 fifh
J5 BB A R GA BT GluA T 4 A R 457 =,
DR S S5 R RN L RE S E e

2.1.2 SRR AN BTN MRE A
22 JNE SN AR BGHE B, IR AR IR 22 A7
15, Je WU T2 R B UK B R 3R . /NIRRT i S A
T I J5 4 A A v e i B S e AL S e AL, R
IL-1B \ TNF-« % 2 Ff fie 2 [ 7, A3 A 2200+
PE, 038 o % YR BBB 3 5 SR JEE R SE R A DMT
I W% 1] 38 2o 41 1 4% - kB (nuclear factor k B, NF-
kB) {5 3 | AR S 5 28— 48 L A5 i (inducible
nitric oxide synthase, iNOS) &3k ol fit #F 58 iE K 1 1)
TH B L TR BT A B OIR A A R B R 2 HR
[FA A

2.1.3 PrEMASPITTH APJEROSK
R, B BTt A AL . DNA Fi 0 5 4R D ek
fit, LHAENOX2 5 NOX4 @ R 5 F L R85
PRSP ke IR 2 — " EAh , GPX4 Ty
R T R BN B A AL R IR SRS TR B, 2 —
ol A R BTV R B SR HE LR . DMT S
PUAMR (LR LR E) 5 GPX4 8l wos
HE AT R R 1 ) B T BT A LR A f
PTEDMT A% AL

2.1.4 M EEMZBRAS AEAR
JEREI S ZARBAE (JLHJE NMDA 5 AMPA Z 14 ) &
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A XAy FE VR R R Z — 1 GABA 5 U5
S AL IR AEAE TP e ], S 3O A -4l e 2k
5. DMT 38 o i FH A 202 R 57 \NMDA 32 44
UM B4 T GABA T RE[ fid i GABA # iz {4 1
(GABA transporter 1, GAT-1) - ] A 8 g i 25 /0 2%
e PR, i B R AL R AR R

2.1.5 RN R A AL A2
RURGAS BT I J5T 4 L AR A G A 5 AR R M vT 43
N ATEL(BURYE) 5 A2 B (PRépb) A0, Arh s A
TR ANl 2 2 300 A1 RS, 2 S8k RE | Bk i
BRI BBBREIR . 5 Hi ] A2 BUEL AL BN Ry 2
UEAE DMT AR B G T 12— A5 Janus BCRE/(5
7 i T 5 5 S 0N [H F (Janus kinase/signal trans-
ducer and activator of transcription, JAK/STAT) .1L-6/
TL-10 %538 % AT SR AV E Y, A SR AN )
AIIRERTHTEE T T ph 2 04 T

2.1.6 WmfF5ME WMHEREEA
(mechanistic target of rapamycin, mTOR) | Nrf2, NF-
kB 225 538 B0 B 2% Th s SURAE i FL3h
mTOR 7E# 2 e 1 & 1 5 3 o8 k2 vh R
B Ve, Hoih 5 B 4 4 pi Ak s A oG . B
%% % (rapamycin, RAPA) % mTOR 1)1 il 71 £ # jiF 52
AIE SR T i o % E2 A DG F 2 (nuclear
factor erythroid 2-related factor 2, Nf2)VE M3t A5
SR, LS W] B v GSH /K P 2 T+t & Ak B
AE T, 2 AR N BT T ) EE S . T NF-wB ]
SR PR A, LT A 2 48 IR 3K H g
WOE RS, Bk DMT 4100 58 S 6 ) i LA ol 207

2% BT, DMT 7€ PSE R FH () B30 44 £ 15 90 56
BAEh 2 B2 RGN RIAESE , HAZ O e Tl
T IS fih 548 T AL ARAE RS AR RIS
W £ T R S S B 2 A DG BREER T, DT 3K 3
REL T i A8 22 95 g 2 JR 1) I A o A i 4R 3 T B i) 1]
B BT AT A 8 B S5, (A5 A b B A i 2
RFEME ST Wi E DMT W 52— Kk
DMT SRS LAl , SR £ T 288 i 2 G V0 RS T
T LA RO i T 4 B R A Y IR 4, DA T A Bl
NS5 B BEE [l R R H

2.2 ZHRJEHE DMT 5

2.2.1 PIREAYEN IS RIE RN 2
T 55 SR8 A% O IR AT 22— 2RI, H/)
JIE TS 44 J AR 2 2 G J5i 40 L A 5 %) 9 VT R B IL-
18 . TNF-o . HMGB1 &5 4 X 1, il 5 32 BBB IR, 7%
S TCIUG S R ey o TR IR 18 AR
RAEFFELAFTE IR A 28 ) 244 51 90 37955 & LOS.
I BT X SR T B I 25 W) i DMIT (79 T2 3t
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1400W & —Fh £ 17 T 21— AL 505 il (in-
ducible nitric oxide synthase, iNOS) 41 il 57| , °] 4 %%
BH W7 — 424k & (nitric oxide, NO) By 1f BE A i, 7E 3]
PrsEuirh, 1400W A8 TR A UCR, ik 135
G TINEIAT R R, B AR S PRS0 T S E
HE 2R HA WA DMT VS 1200 KIS AE 3
PUIRZRIEHIA 2R, Fad 1 38 0 /DN o 40 B0 3% 1k o
AR A PSR IR A A rh S5 AIE S5 RE A% SE 92 i 1
HE R B AR A I8 i kb Y AR PR R
IR AR BT TL-13 3 B I 1] SR A T AR
Wb, RABBABLAE M IL-1B B e PR, e R
0T AR T A AR R AT TL-18 7K, el B bl 28 4% i
0, IF BRI 5 AR ATy, SR RAF A ph 22 O
S o R R e 0 3 o 36 40 ] NF-<B ATINOS 3
B, B 41 A AE PR 2B AT el B R AR DA S B
Xof R B A T T B > G S g SR ] SR S 1] i
JB AT 5 S AE SN 245, A BEAE S DMT 1Y 25— 1
AN

2.2.2 PUEMRSBIETIRE  ArifLRm
S A N7 R I AN AT R A 28 T A T R EE AL L A
T NOX2/NOX4 25 S AL R sl ERAE T 72, 33
MR S B 4B R SR . BUELIR YT IR
PR A8 DMIT 95 1 B 5[] 22— o

TERSR W) T BT T, Z R R KRR L Wbt
AL, BATTEER ROS M NF-kB HIBLIE Nef2 452
HAEM . TEA AR Zh A rh 2 R ]
Wl MR DR O 1 L A5 S B DRI A TN
e, RUH A& BRIP40 5 DMTI 12 &
BELRAE NI RPN 3 5 B0 o 15
JUUTRSE -3 i/ 2 1 A BY PN B AL — 48 AL R T (phos-
phatidylinositol 3-kinase/protein kinase B/endothelial
nitric oxide synthase, PI3K/Akt/eNOS) I NO i 4
AN I [R) I A i 2H 2L B, s S XU T
TG BT AR R

TEZ5W) 5 205 SR 5 T, o240 = ki 75 46 TP J5
I 55 A rh ] I 2 B IR N % (malondialdehyde,
MDA ) 7K ~F- | 3 58 1 4 1k 9 1B 1k i (superoxide dis-
mutase, SOD) M, If-38 15 98 15 3 Wi ACF FLE TP I
5 440 JH 3% 1, G Ak A v g T A 2 I 4 5 B A R
B HEHATFBED, fARERS N-S B
Z R (N-acetylcysteine, NAC) 7E 3 M 95 i 45 750 v &
B B DA S R RO R A R R AR
BERS AN, Nef2 {5 538 6 09 0 O BIE 55 ) 1 5
UAALBAALE] B A ik, =2 Y RS
T= 5 ROS N i 22 ) d 20 B2, PRI il o e 480 A 36
DMT [ G HERE A
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2.2.3 RAESESEEERN 25
i R AR R T, 2 OB i S R O 5 A
I A B S5 2 5 000 BE 2% 0 4E R, U H & mTOR
JAK/STAT . Src %% Ji5 1% % iR 14 i (Sre family tyrosine
kinase, Src-Fyn) \Nrf2 550553l P& AU FREE 1R, LA
P g 5 A T 7%) A A

mTOR 38 J% 7F #f 28 70 85 1A AR L 28 il v 98 14
I A W R AR T R P OCEEE R . AP S mTOR 3
AL 25 5 5 B 1 2 B A RN S 0 2% Ml I B, A 0
JRAE LS . RAPA JEZE ML mTOR 3 B4 751, B 8%
UESE AT A5 35 HE SR I T B 02 R VR AR I A0 A
HIPIRE . H DMT /E R AL AN A AR B0 78 S0k 8 1y
FRUFZETL , B AR T OR 0 000 o o 25 P o P E

JAK/STAT i 2 S 15 5 [ 48 v A% AR AL
FEVE JE (tofacitinib, TOFA)FE Jy JAK 315 , 752
PRSI AT R TL-6 7 5 19 i S5 240 L35 A, D%
BBB SR, I AE LR e, [RlRR b, & TR
fi (dimethyl fumarate, DMF) i iz ¥ 15 Nef2 {5 5 i
% ] R D S R 2R SRRE SN, TE 2R R R AR
AU LB A BB R AR .

FERFRJE S —Fh Sre FE05 s R R LB I 77, 7T
T8 5= 400 4 Fyn 38406 3 355 NMDA A2 {4 37 55 8 12 1k 7k
S, DT FRAR D A 1 2 A i M, 977 LB R e SR T At
S SR AR S £ 5 3 I 1) SRS A
FEEO 5 A4 R A A AL )2 A DMT o8 42488 7 =F
BT HSEKE,

2.2.4 miRNA & EWBRE T B ITAFR, mi-
croRNA (miRNA ) 5 Ho Al 2 8t % PR 78 4% vh 5 9
i TR A T RE B W HE 7R, g DMT #2438 7T o HL A S5
FITE 45 R BE (B 77 10] . miRNA 7E I8 35 # 28 90 2% 4%
PR RE R 7 BRI | 28 fiok T 9 A BRI b R S A O
EHS

miR-134 & H A it 58 fie MR A 1 miRNA 22—,
HAE A S 0 sh A A v 3 R, O 5 2 ik R
1 LIM 45 #4455 3 i 1 (LIM domain kinase 1, Limk1)
PE P B YIA 5 . i miR-134 )2 X 43T (anti-miR-134
antagomir) if iz} FHL T miR-134 DI fig , AT 7E M0 55 55 -
WA 008 0 28 f 2 B REARCIUIN VR Rl s 4 7k
TIRE™ . e 2 Fh I 0 A7 v i TSR s 34 R B
AR LR, B R DMT I ).

miR-146a 7E JH /NS 520 i 00 52 9 780 7 1) A& 4%
BN HA IR AT T I8 9 AE 8 A 5 Ik R 1k
G A P e A G R E N 5 1 S5 AN e BRSO L A
B PR A R . SR UL T TR
W Ay A H R B A T I 1) R R ) T
AR, JUHGE F L S0 -5 ML T
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2.2.5 M TSR RAE e R
SUER R ERORER N R IR LR a2 i 2 e 3/ N
NSCs JJ 8 28 il LA S 2% oy P il 28 1) 24 o 90 Bl T O J2
TR e B R . I S TS
W 4546 52 114 SR s Bl 2 1 1 O — Bl 5 A 1 DMIT + 13
FEAR

WA B 28 5 & B X (medial ganglionic emi-
nence, MGE ) I ) i 442 20 i ] 76 B8 485 A7 375 I 1]
GABA fig b ] # 22 5077 1] A , (. 35 3% 5 00 ol 1 i
AN NTTFE T DX ST BT B VPR 3 . FEA S
W sy i, MGE R A8 T W) S 0820 B P
JBCRE RS, R DN AN T O R, s th 25 F =
T A DMT R

WA MR A AT , o 22 5 o0 AT R By 3T 40k
IFFE RN AT o T S DR i e 2 R AR M e - - R e
1 (achaete-scute family bHLH transcription factor 1,
ASCL1) 1 Distal-less [[] J5HEFE A 2 (distal-less homeo-
box 2, DIx2) kA ik , AT 175 T B T8 10 ot 4 o A A4
BRI I RENE GABA REMI 00, X —ad FE ]
TEZE r e DR v F R0 T P 0 245, 30 2 - 1 o]
RAPIRES , IFAT M T o 5 A B0 S . AR T A%
GELWIGTT , e o M SR B UG T PR B 2R AR UL, .
L F R B S

2.2.6 MBI T MR ER
ARAE AR 25 T B07 2, 3 AR SR AR SO 2
MEIR PETGOIR 16 ¥7 T 2 Wi 8 A A R S N Y
DMT rp R g o ke s T BORS ffy ] 2P, m]
573 5 HLEF 52 W3 1] 4k 3 ML 46 5 A AR Ak
=y R

R E M2 013 (vagus nerve stimulation, VNS) ]
e IR A - 2 FE L IR AR AR G A i A JAE B
IO 85I 2 fh T SR, DA T AR B0 o S O S 2
TRHERE o AEAS R SRR A R, VNS ) g 25 A
RGN A G S N e R N L PR e
TR WA R DMT F-Be

M3 a5 & i) 3% (closed-loop optogenetics,
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