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i# > 34 Mavridis et al., 2013) - T& kF #F s d b Hiprf RS EHMLe THE 1 6
(superior colliculus) » *& 7% & # (deep brain stimulation) » ™ #F34i& * [Z% T v
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Seizure+saline PTZ : 35 mg/kg, i.p, every other day Challenge
Seizure+CA1 CAl ‘ Sacrify
Seizure+CA10 CA10 :
Seizure+VPASO VPAS0 :
Seizure+CA1+VPAS0O CA1+VPAS0 :
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(challenge test) » % 23 = ™ CO: % #7f&4~ & o

2.3. BlEmMETRAR



PTZ /A 815 -~ B2 » L2 44 (35%56%19 cm) @ 30 4 48 > s+ BURR S (Fensg B > AF
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A R k2 kst (ZEISS AXio Imager A2, Germany): {7@L% - r Q
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(subthalamic nucleus ; STN) 5 100 & &g pcdip 24 )k w (dentate gyrus; DG) » #2200 &
B pcar s 5 e CAl 2 CA3 » £ 2 Image Pro Plus Software 6. 0(Media Cybernetics, CA,
USA)ig 7 2 if e & A 47 o

2.h., 333

i@ * SPSS23.0 reihik#¥:e (7 ficdy A 47 o ’ﬁt&%« Bt 0 H 73 %R s 7 (one-way
ANOVA) ~ & STN #¢ 57542 ~BLA# 581 ~ 73 B s CAl ~m—CA3 ~ 1-CA3 f- DG 2 4688 'm?e % A& -
11 least significant difference test (LSD test)i& {7 % & vt $& > #775 #cdp ' mean+SEM #
a0 P<O05ARZEFRFELR o
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rEHF S FRE ot e B S [-CA3 RPN i tlwme B R - R et B
1-CA3 T3 c4i k8w P2 2 B & F MO0 4] e (Fs,1874.297, P<0.05) 5 VPA 75 e crdi 8 ‘o2
BREF B YRR S K(Fs5 1874297, P<0.05) (B 1) - 538 CAL0 ~ CAl §= CA1+VPAS0 7/ %
o awme R RO e g F LR -

(A) Control+Saline (B) Seizure+Saline (C) Seizure+CA1 ® 1. fu;b‘-_‘e’g_pi (CA) & VPA
T s SRR A B B gl CAS
il (lateral CA3; 1-CA3)# 5 %
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— | (seizure) » £ & w63 CA 1
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" R

(1 mg/kg)+ 2-p A ~ B
(VPA) (50 mg/kg) e o (A-F)
5ot 200x BE AT dp#EZ
e ) 1-CA3 & Nissl % ¢ B - (G)
B as AlRSeTTT welle LS Rl 2 2 d 2o D A-E
BwRE (DTt 8%
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3.1.2. #EREE
3.1.2.1. ARETH2LHLFEIE

o H TS R gk Tt ii‘a S EARE TR RSP R A B 2 BT RDR e BUARE
I A LIRS e R i (F(s 24y=2.765, P<0.050) » @ 5inR 1 > CAl 7o 222 CAIO /o
B leepd SR MR E l'ﬁ_*f‘fé\:;‘ifr? R lgl?\A(F(s, 24y=2.765, P<0. 01) -

(A) Control+saline (B) Seizuretsaline (C) Seizure+CAl

(D) Seizure+CA10  (E) Seizure+VPAS50  (F) Seizure+CA1+VPAS0

Background-corrected OD
in the STN

\\ g\\

ot r_,c\“ H?'(L%e\"\; L‘)‘c U‘
W2 sidap (CA) £ VPAHEm + B4RE T+ (subthalamic nucleus ; STN)# s s 4
2B 2 PTZ(35 mg/kg)# % + BV 3] (seizure) » £ 4 &%+ CA 1 2 10 mg/kg >
mz e E & CA (1 mg/kg)t 2-p A ~pe: (VPA) (50 mg/kg)m-% (A-F) & % b0x ¥ s
Tip#E2 SIN Siwre ¢ % § it fr(cytochrome oxidase) % ¢ B - (G)Pal# ¥ 2. = d Rk
T AF RS o (DE® F R F 2 ROD)2E 2 2% (42 :n=5, R e :.n=b, CAl
i 2 in=6, CA10 ;5% % :n=5, VPAS0 ;57 &: n=4, CA1+VPAS0 ;5% &: n=5) - "P<0.05 £
Frdlaapt o TP<0.01 LR et o Bc® 2 meantSEM £ 7 o



3.1.2.1. 2=+:BLA Ri#2H XE I

rHF SRR R Tt e BBLA BN ol SR B 28« RBLA Z A g
AR EEdle R ERF LR (Fs18=1.848, P=0.139) » @ 05K 18 » VPADO Jo o feengd (& iF
B B T e BU(Fs, 18=1.848, P<0. 05) -

(A) Control+sa11ne

(B) Seizuretsaline (C) Seizure+CAl (G) BLA
5 . » 3

in the BLA

Background-corrected OD

o ,a\\(\ ga\‘°exGP’\oP~\ ?PS) ?pE)Q
Gg(\“s \'L\)‘ 5?:\ 63\1'\“ 10‘6 QP‘
1
cet

W3 siiap (CA)2 VPA 5k + R(basal lateral amygdala ; BLA)# S isdd 2 B2 48 o

2 PTZ(35 mg/kg)i# & ~ BUE R3] (seizure) » £ # 5%+ CA 1 & 10 mg/kg> M % &
Mo % CA (1 mg/kg)t 2-7 4 SF2 (VPA) (50 mg/kg)ics o (A-F) 3 & 50x ALk ™ 41 4%
2. BLA w7 ¢ % § it & (cytochrome oxidase) % ¢ Bl o (G)*a Bl ® 2. = ¢ =47 I A-F
MEF - (DEF IR XE2ROD)ZE 2 2% (n=4)"P<0.05 &3] ent «*P<0. 05
BB AP vt o Bi® 2 meantSEM £ T o



3.1.3. GLT-1 4% E

4o 40 AP RoER en < BUDG 2 &k e b OGLT-1 8 % SOt 2(F6. 19=3. 648, P
<0.01) > @ VPAS0+CAl & ¥ /5% 2+ &2 GLT- 1 % I&% ¥ B ORR e(Fs 19=3. 648, P<
0,05 HinkewplEapetlr » GLT-1 2 R E B F Mt dle o o

T

DAPI GFAP GLT-1 GFAP/GLT-1 merge DAPL/GFAP/GLT-1 merge

(A) Control+Saline

(B) Scizure | Saline

{C) Seizure+CAl

(D) Seizure—CA10

(E) Seizure+VIPASO

(F) Seizure+VPASO+CAL

f GLT-1 on the astrocyte (%)

Expression o
S




W4 siap (CA) 2 VPA¥ER* RERBww 2 KRB EE R (GLT-1)2 ¥ -
2 PTZ(35 mg/kg) % ~ B #-2] (seizure) » # ~ %%+ CA 12 10 mg/kg % &
i 2 CA (1 mg/kg)t 2-p A ~pk (VPA) (50 mg/kg)isH o (A-F) 5 e 200x s ™ 4p
#2_ ¥k w (dentate gyrus)§ % £ ¥ & (multiplex immunohistochemistry)% ¢ B o &
§ DAPI : #¢ Fimre % 5 % d GFAP: 2 k% iwre ; = d GLT-1: /=& 7v - (G)"aHE
WP 2 wd R AT SRS o (DB A2 2% (n=4) - 'P<0.05, “P<0.01 £
#laedp it o TP<0.05 ZER ent o Bc® ™ mean+SEM % 7 o
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L

A TAp gl PTZ#rp s 2 m <~ Bt - BA e p A SR € > GLT-1 £ 3R
R ’%ﬁa"“"%"gﬁ RGBT ZIRGE oA B F*Elﬁt’iﬁfp”léﬂﬁiﬂ vaEd CAighis o
W59 F T E OB S 2 A et R B Swie R R 0 E R G iRE ATk 0 PR E
TRz R A mgd CAYVPA & & a1 > 3%+ BUDG 2 GLT-1 Z\IFL& BEE W RpE -

A 3 W]?%:FF BCA ¥ oae g B4 GLT-1 eh& B ~ drdl Tl v R4~ Fugh 3~ Frdlimre -
% »z% (Kolahdouz et al., 2021) » M A g R P T 0 fod R — SRR TR TR
(glutamate-glutamine cycle) & % ;&9 v 3-8 f e 4% £ 0 GABAAY &k su Rl #l i3 GABA )
Fe A E M EEBEM c o AT TR E TR 2ZFM 0 KB CAInFK SRS TR Y SR
PR FKF%JE‘“ SRR L 4-/:«?*3% Ty i e

VPA i% 8 3 4v GABA 7 & ki F|#r4m 2%k (Romoli et al., 2019) > &= ~# 3 & * VPA
BCAEE » MBS EEF BT AR 0 F M SRR P mé Syl éé«:}’;ﬁf B
PR RBERE oS T AT R E B oKy CAVPA $% MARE T PR F 1 2
kA BEE O R SRIRAR S B 2 A SRR o P AP I VPA ISR B2 & f\# BLA 2_# 5%
MAF B A B STN B & % A Sis e > e VPAS0 75 etk 43 3 »xtkdR 1-CA3
Higmre H R o VPACE L 03 F0R) & 7 ioBoRrR 2 EiRiEs &y ¥ f‘“F«JF’”’ - FHES
BAET B PURRES R A E @F o P FR AL VPA 2 X RE % it A T
GV Y R Z LS . ERRE R P E AP O L EE ER S S
fmre Al ke £ M % (Wang et al., 2016) > igat L5 chpm 3 7 v f2 8 1 287 1 8 2 VPASO
R EBLAR WV EARFT -] CA34\4 Gz B R ER S -

FEIETAp AR B A BRI P AAN R (BLA) B R AFE
RO RIS AR P ALK GETEY oA B4 g R DT AR BAE BLA f2c GABA bt vy
TOVRERZIEPEREE S FLERI ML A ROAA TRFE RS T
o & R 1T & - (Aroniadou-Ander jaska et al., 2007) o F]g* %FQ“&E#& -4 BLA
FHEFTAH LR AT BAV A N nERCPEFZ T AFREADF T B R FOR
Foo ARG BLA AERE S EFURERES P ML

B BTk T R R AL R R AL T B RE T R AR AR
#0654 3 D CAH R RoRR Z S (W5
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[ Neuronal loss J ............................... ,
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GABA £ & » 1o pt gg AT E P HFrd] SIN 45 0epl R LB R B 1L > 2 0B 5 2 $9Rp -
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