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Abstract

Epileptic seizures are the most common symptom in patients with brain tumors. There is a com-
mon genetic, molecular, and cellular mechanism between brain tumors and epilepsy. The patho-
genesis of brain tumor related epilepsy may be related to increased neuronal excitatory transmis-
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sion, impaired inhibitory transmission, genetic mutations in serine/threonine kinase and phos-
phatidylinositol 3-kinase, inflammation, hemodynamic damage, and astrocyte dysfunction. This
article aims to elucidate the pathogenesis of brain tumor related epilepsy, with the aim of disco-
vering new targets and researching new anti epileptic drugs.
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1. 5|15

TR A2 K 8 0 S RO, 5 SO I R e 2 ) e R A R — FB MR . SRR R N
28.8/100,000, ARk B2 7/1000, FEILLE 900 5 A AN B3, BIILEDH & oA & RMY
DTSRI S —ORH WA L] B 19 tE2e DIk e A i 2 18] 1) 5% ZR B A I [2] o 008 A A= i fek g
SR ICHE DL IRETR o TG VA 975 A8 110 A0 A0 g 1) 2E £ 2 2 AR G e, o AR 1 o R % A A 4%~10%
ZNR], S8 R PR R AR R AE 35%~7000.2 (8] o [ fit 83 AH SC iR (Brain tumor related epilepsy, BTRE) (4 4%
RAEFIR 12%, &5 FrA R 6 4%~10% [3] [4]. S:E0MRE & 28 I A A T e B A g 58
B BH o A 9T [5] 3 BH Iea A RVEOIR & A 2 TR ) SR [R13gd A% o 43 R4 BT 1 345 — MCRE 1o ) 1 e i, e
ALFEAPLE T M A PEAL BRI 0 . M P AL #5235 . BRAF. IDH Al PIK3CA LRI L 548 . RIE. Miksh
FIEASAT R T I 4R M T R iR [6] [7]. UBIR 2590 F0 e 254 2 A AZ AR X A EL ) e, 225 i e
A A AL [6] [8] [9]o ik LA_EALHIfl—48ik

2. WERTTHE MRS

P22 0% o P P 8 R T J o R 4 8 110 164 5 AN g i v ke A AR A, DAL D Rl A o 442 [ 6 1) PR
AR T BRI I o A28 1 IR IR R 4 28 T 2 [B] PRI A T LS P 8 R R SR Ak A7, 1Ak ] LA
75 & L BERR I R A E R 2 A S 10 F¥ i J5 FELAZ[10] [11] BRAh, S SEBERR (15 P70 mT DAAE 2% i g
AR AR ZE[10] [12]0 FFURIRE I 4 SR 22 175 5 I Rg i) Bl D9 4% (V68 M ay P o IR 1 2 ER A e 14 2 2
FREZIUAN R« P& IR A AR 5 1o R kb DL R D BRI AR 5 1o K 2 4 (cystine/glutamate  transporter,
Xe-RGE)N T . Xe- REUEZ LR I8 R F i I E BT R . Xe- R G R R BAZ R R L 7TALL FI
R AR KR 3A2 PRI AR 2 [ 13]. W3R BH, BBEVA R AR R 01 TALL AT AE R i
AT 4 MRS, 7E AR 4N I U7 A1 U251 v, i Rk FE ST A T 4 il i nva FREA R
R TALL BFIA, IR A0 R A R0 T, ek I AR A, (R I ot BRI R 1 39 B [ 14] [15]. 5
AWFFUESE, e R o 5 4 6 e 4 PR PO 0 JoR AR R e i 4 TALL 3RIE, BCRFH Nutlin-3 35 P % A4 ORE
JECH p53 F A T VA AR SRR TALL, 4H M I A B R TE R N, (R R REA AR R AR T, 4
1l /I BR AT e 1) A K AR [16] 0 1% R GEIE PR 41 AP Bk S BRAS e M A N B R« Xe- 2 G 11 BEL T 571
AL/ B RIS K AR B g B, BRI R R TE (BB AU /E A [17] [18]. #H&TaiEshid 5] 2 dk
SRR AN A AL, T8I T B T R RO, TR R AR 4 . 2 T FLE B AL FE R
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RAE, TEFREE IR I 285 2 AR TR0 FES BRAR o A K IR AR 3% M 1R 1 8 A {1 3 Ao 2 s )5 988 2B K [10]
[11].

3. HHIEARIE IR

B TG SR A PEAR L AN, AR S B AT BE T B 22 S AT o AP 2R eI PR A% 3 2 5t v 3
BUy-2 A TR EMAL, AR, ZAEME R a s & 7RI E A 2 M1 Na-K-2Cl PhfAF iz
A 1 PRERU G RIS ELITE[19]. Hlrf2 iy —FyLHLE, TR & B K
il B A 22 X 2%, S R ][]0 ) 44 b ] o 28 e PR A BRI Bt 2k [20]

4. BRAF. IDH #1 PIK3CA EEp#E322
4.1. BRAF

BRAF & —Fi N2BFE [N, 4wfd B-Raf . B-Raf RS SR AIEES, WifsSAmAEL.
B-Raf &l 766 MR LR A TE 55 5 L AR5 R IR 7 5 1S . BRAF &R CLp il i 2 A b
Je AN 5 SAFAE . FE/N R, KA R B AR e & T L) BRAFVE00E 44t i R A S
A2 TO A MR BUWRR I, P02 T 40 B R A BUR R . BRAFVB00E Hilli REL JTBR % 5k K 1 (1 3Rk,
L2 IR 88 400 i G % 55 -SRI 52 4D e PR R G At DR I B O R R R A [21] o 59— TOURIT 9001 5K,
BRAFV600E £ i 22 #HL 4 it HH 1) 1 5 B0 B M A (1 40 28 70 3 AR AN SE S22 S S 19 n[22] o

4.2. BFIEERIG SEE

SEFTESER N 8% 1 (Isocitrate dehydrogenase 1, IDH1)FIF A5 R i 20 2 (Isocitrate dehydrogenase,
IDH2) 35 [K] 1) 58748 38 5 7 2 P2 4 IR 2 5 JJof 88 R Jie Jo R 4 g v o I 3% [ 23] 7E IDH S8 AL IR S o
PISK/AKT/MTOR 155 %% S 5546 (It g A A7 I(PFS) B 5<[24] . IDH 8745 55 58 i A AR RIToRe & 1 & AE
2 T 7 B )R S O AR 2R A O [25] . 5 BIUX P 5 SR I 5 BRI AT A Ik A AR 5 3 MR v (R4 D-2-72
F 1Rk P& (D-2-hydroxyglutaric acid, D2-HG)#4n[26]. D2-HG 7E&5H_ ER TR &R, I H Ot s
BRIRZAR, Fild N-FEE-d- R AR Z ARG . D2-HG FIREIR 40 A5 ARAS,  HHI 4 ki ik
WPIEE, BIRIETEE R, HIE A RS, FEOS AT G M A AR AT AR [26] . il
FIBHE 2], D2-HG % mTOR M8 Fid B IE & IDH ZRAS PP R 5960 25 i A VB EE R, A
[FI26AF T, IXFRE 5 am% T DAk 8 o 22 70 A8 T RN A2 R AR S/ (B o 22 AR B R Be e 5 50iW) [27]
[28].

4.3. PIK3CA

PIK3CA A8 1E It Jo A0 B ded AR 5 I o el Bl AR TBR AL -T2 7% 5 B i ELA A [R] A 40 TR 8
T EUER R AE RPN 32 B R R B A b 22 0B AL AN S F . X AR AL AT R & PIK3CA BH g
H Ik PR PERIL IR B 1 (GPC) KR 70 WA A T 8. R AR AE GPC ZKikrh, ORI GPC3 W] KB i I8 ¥
FSCFA 5| EE 40 B R A0 [29] -
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5.1. RHE

FOE A Jok B AT SRR P B A B 22 v R AR T o AP B R T S R e R GG N i R
HA 22 IS [30] o 2 T3 20 A/ SR AR A 3 9 O TT DA BERUR S A2 AR 52 B (07
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RAESAERNE RAEFFLAFAE, JOHZ 2 YR HT RALH I [31]. 12 2 4l B Tl A 2R-1 FlEfblA
FEA ML IRTRE R EAEFAN, BT LLFE SR 5 [ 0% AR A N A, S e AR H R 4% (Na®
K*, Ca®")FI3Z AR B I B Tl 18 (NMDA. AMPA #1 GABA 3244) () T B K M AR & 1 BRI [32] [33] [34].

5.2. MFEENHE

PRSI SRR AR 3 1R B MR B 05 AR RIS (1 B IX 3, s — I s £ IR A O
R ARIR R AE AR 1 B J2= R B R A e i R o, (R 2 o R V) DX SR L L i 8h 727 S o
AL, FEOE AR 5 R ERE[35] .

6. EWRRYAARTHREFERS

RUERIER AR A & 0, RS W] LA 40 M 9 S BU80W . CEHIHIE R4 o0 R %
J 53 20 B ) Th RS2 A i v S EUEfR Sk, KEE R ERUERETI TR R SR . BRI 5 40 M 32 45
IS A SR R R/ D , A 23 JoR A IS W [32] o X S8Rk I W] 5] A 2 A et e, S BURUR I R AR
[36]. 7RV IR, BRI LE IRl B T A b kA o IR O 1 3 3R IA IS T 4 e
AR, TS EORR A AE o IR R R ] BRI A 2 IR R I AR B s T AR R . B
T 1 o 240 e Ty R e - SO0 A 11 53— DR R R e 5 2 T 0 ol 44 i o) BBl ek SRR kA B I o6 o v
PR B35 I 2 (2 036 B T R o A i = 2B AR 6 R 7 XA 98 IR R B B T Hod (i 1 4 i it
F2[37].
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1. BRAF. IDH il PIK3CA JE[RI It R4S . R M3 ) 240 0 AR T S 40 PR Dh e B g 45, 403l
AT AL FNPRG B AR BT T T ARRE . E AT PUROIN 24 ) B — S u Il TE ) BHT R, X T RaRAE
FANUSIIBE S AN, T SRR 00 A LA AN (S BRI VR I R A4 7 T Rl A T L, SRR 45 1)
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