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Research advances in the role of the mammalian target of rapamycin signaling

pathway in the pathogenesis of epilepsy by regulating neuroinflammation
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Abstract: Epilepsy is caused by abnormal hypersynchronous discharge of neurons in the brain and is characterized by
recurrent seizures. The exact pathogenesis of epilepsy remains unknown due to its complex etiology. The mammalian target
of rapamycin (mTOR) can regulate fundamental cellular functions such as growth, metabolism, and proliferation and affect
immune function by integrating signals from the immune microenvironment. Abnormalities in the mTOR signaling pathway
are one of the key mechanisms for epilepsy associated with genetically mediated structural lesions. Extensive studies have
been conducted on neuroinflammation associated with the mTOR signaling pathway and the application of anti-inflammatory
agents in epilepsy with different clinical features. This article reviews the role of the mTOR signaling pathway in
neuroinflammation and the impact of their interactions on the development and progression of epilepsy, in order to provide
new ideas for identifying effective therapeutic targets for epilepsy.
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AH G, 78385 50 £ 16 % Ak (temporal lobe epilepsy with
hippocampal sclerosis, TLE-HS) 1455 BEERE B [ AE & 44 56
SEMEF™ . mTOR {5538 % 1 30 52 2 F 40 0 R 11 5%
i, 40 (A 414 2 (interleukin, 1L)-18 HURIIRAE A T o
(tumor necrosis factor o, TNFa) \IL-6 Fll & 1T 58 R G 2
B1 (high mobility group protein box 1, HMGB1) , 3 H ¥ il
s N7 [ 8% 5 5% N -k B (nuclear factor-kB, NF-kB) &
5 S ] 8 S0 2R M 3 (signal transducer and activator
of transcription 3, STAT3) K %1% % A T la (hypoxia-
inducible factor, HIF o) Flizk 40 £b 4y il 1A 184 58 P 384076 A2 1k
(peroxisome proliferator-activated receptor, PPAR'\/) 125
I 9 R A L DR 50 IR 4% 440 0 A1 7 7K P 1 T v
3 o0 M) R G 2 A P S IR R AR R XU T
S, mTOR i 750 R LAFS il 00 AR, 400 7] R AE 7KF
I, AT T mTOR 5538 3 A 28 98 RE 7 2 A2 &
Jre R AR AR B T L BEAE S TR FNG 7 0 R i 3
AR SCHE mTOR {7 5380 % P 455 1 28 S RETE IR A AL o
AIRITSE I EA T 2504
1 mTORZEMHERFPHNER

mTOR {5 Sl BT T 2 MIREAES WA IEA R 240
J b R, 7E DI 200 B A= KRR 2 R A B AR A T T A R
OAEM . mTOR & — KA M A (1 22 2[R / I 2 TR A 1
ity , Ja T W TSE JILRSE -3 S AR DG 2 1 R 2R, 2 SR
2MORTE B F T E &Y, Bl mTOR 2 &4 1 (rapamycin
complex 1, mTORC1) A1 mTOR & & # 2 (rapamycin
complex 2, mTORC2),

mTORC1 i 3 4> #% .0 il 73 mTOR | Wi 3L 3 ) Bt
SEC13 # H 8 (mammalian lethal with SEC13 protein 8,
mLST8) Al mTOR 1 15 A1 3¢ 2& A (regulatory - associated
protein of mTOR, RAPTOR)#4 i, . RAPTOR 7] LA % fv/ £
b ¥ mTORCL, 6 mTORC L #8 [ i iR A R i . 47 T
B E F A4/ GTP B[ % & 4 Ras [7] 54 (Ras homolog
enriched in brain, Rheb) |, & mTORCI 1 B #3805 K1,
H GTP 55 B REWS BTG mTORC T, 45715 PR {5
41 1/2 (tuberous sclerosis complex 1/2, TSC1/TSC2 )18 13
fie 32k Rheb 9 GTP 7K fiff 1 # 51 V£ # mTORC1 f5 5
mTORC1 38 o B 12 A6 i ELAZ R If I 7 4E 45 5 1
(eukaryotic initiation factor 4E-binding protein, 4E-BP1)
AR 11 S6 1 B- 1 (ribosomal protein S6 kinase beta-1,
SOK 1) I 1y 4 AE 4

mTORC2 1 340 7 mTOR  mLST8 | 7 1 85
(rapamycin, RAPA B{ RPM) A #f /& A9 mTOR £ 18
(rapamyecin - insensitive companion of mTOR, RICTOR) 41
J8 o mTORC2 Al 3 5 T 9 {5 5 [ Ake 3 B (Akt kinase,
AKT) (L3 / B Bz I 22 9815 3 1 (serum/glucocorticoid-

regulated kinase 1, SGK1) F1E 1  Ca (protein kinase
C o, PKCa) |, 2545 L2085 1 240 A 42 1Y) 5 HE RN 240 A
LG ARTEAE S AL o B YIE AN TS 2

RAPA & —Fh KRN ERISHIAE R, v LS N TR A
FK506 4% 4 # 1 & 12 (FK506 binding protein 12,
FKBP12) Ml mTOR 454 i =08 &40, GEis M2 (] |- BHi%
JEEYI e AMEALAE 25 . RAPA KA AR W), ik 4k 5 ) 45
J& T4 —A mTOR ZEFg#57] , 3= 23l 50 5 FKBP12 45 &
PEREMEID 6] mTORCT 5 P , 17 X mTORC2 ()41 il 4 FH AH
XA R . ARl VR S A 1y =X AR [R], mTOR #0551
ALHEEE A ATP S PR ], i 225 HHE T
mTOR 425 #9387 [5] A ] mTORC1 F1 mTORC2 {5 %
W, UTAESE AU G AL AR (U RapaLink )
3 3 [1] I 445 A8 K 7 S I AP 20545 {57 A 1 SR 400 o) 250
15 H w4k T s2 s m 5 o B

Az K R 40 PR R R BB A UTE PIBK/AKLfE 5
T BRI AL 1 Akt T 4] TSC1/TSC2 &2 A W i o, Ik
M 55% RAPA X mTORC1 (4 HI/EA , 8 mTORC1 3%
I o WO A mTORC 1 38 1 45 S6K 1 Fll 4E-BP1 i fk. /K
-2 SR S A AR AR A, A RE T I R 1k
VT VR AH DG 19 ULK T & A9 [ Unc-51FF F I 00 340 1
(Unc-51 like autophagy activating kinase 1, ULK1) JFH1E H
WG A 0 i, BT I I A Bh L A R, R R AR
SR BE RS E N BCIR AT, AMP T 46 B 1R
(AMP - activated protein kinase, AMPK) BE %% f7 ¥ i i
mTORC1 & ¥4 , I H 0T DL 3% % 2 fb ULKL, 42 i [ Wi
e st

mTOR {55538 B 7E TP A pH 28 2 G Pl 45 OGR4y
SRS G K & B R, B sk 2 T AR A ik
DA KA Z AL AN RS 2 Ml AN AT ¥ . mTOR {55+
PRI H SUF 2P A RGN A O, B AR | IIE 1
R R TR AR, KRR IER A,
mTOR 1553 fif (1) 38 J J8000% 15 388 47 A O 25 40 M 45 o 3

mTOR {5 i AN R R (1) .
2 mTORESEEREMGIFIERDIGRRIEEVERR
PEvER

mTOR {5 538 B AH 5 (14 Bz i & & B E J& T mTOR
15 5 3k B U0 A Ry, FLRRAE SR I B TR B R
(malformations of cortical development, MCD) | MWa ks
B it FME A PRGN & VE AR S LA AE S mTOR 155
T % ) SR O o A SRR A M AR AR M R
TR R AFAE mTOR {5 538 A S0 78I PR AT 5
NI RIS, mTOR 101 700 B LA A5 40 35 BE A% 2 A 00
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: mTORC2 !
1
PR i mTOR |
1
: /i RICTOR ~ mIST8 |
AKT Yo T =
! = ¢
"—'—[‘561—“ SGK1 PKCa
AMPK | —>! i ' '
1
Sl AN AN T
JE
Rheb
N
G ~
Ff<— ULKl  }— | mTORC1 i
i 1
E mTOR '_|7: FKBP12 <—  rapamycin
i i
i RAPTOR  mLST8 |
‘\ J'
R AR
HEBA MR
S6K 1 4E-BP1 AR 5 A K

PI3K=%% i L ILEZ 3 i B ; AKT= Akt 3085 ; AMPK=AMP 7&E 1L % & 8 ; TSC1/2=45 ¥ LA AL B 44 1/2; Rheb=/ 5 4& Ras Bl R &
& ; mTOR="# L) # & 4 & % ¥25& & ; RAPTOR=mTOR 8 ¥ 48 X & & ; RICTOR="F #4 & % R AR A48 & & ;mLSTS="H 5L 3) 4
2 se4¥ SECI3 % & 8;SOK =4 421K % & S6 (B4 1;4E-BP1=A A4 B F 4E 4 5% & 1; ULK1= Unc-51 4 B "85 %85 1;
SGK1=sn i / ¥ BN # F A48 5 1;PKCa="% & #8 Ca; FKBP12=FK506 %54~ @ 12;rapamycin="% 1 & %

E1 mTOR/{E5 @& EEMH T & B

2.1 TSC

TSC & —Fhist 22 RGBT , H TSC1 5L TSC2 HE A
TG S8 G L, RS IR Z IE 88 R 48, T B R M
FUMEIE P 19 B RS o TSCT 3 A (4% hamartin) Al
TSC2 B (4t wuberin) 41 5 1) &2 A Wy Re i@ 1 10 /N G
2 H Rheb (1935 PEJH 57 mTOR {5 Sl B . L, 7SC 2 A
(IR 05 28738 2 S mTORC T YA LR o TSC o £
R GEARE AR F IR TR TR MR I 335 5% B
FE 1B, I HA WSS & B TSC2 H R K 3 4 7= A 5 ™
TAYIE 2R TSC B UL 1 o 30 T 2 A2 Sk B0 2
JRAEHT E A R 45 R A T A0 2 T 4N iR
FEBURSS T P AAE RS S8 AN, w20 (5 40
L RIT 27 P A S5 440 L, - Lk 4 41 i T 25 R 2 i ) e AR
5 mTOR {55 B B VIAH G . FARVIBRBOR 25 1y st s
W0 5% O R VR RV 1K TR s ik R
ATP 5% 4 M mTOR A Ak 400 1l 70 7T 5] B+ ¢ fIK S6K 1 AT AKT
IR AL K F , S2 B % mTORC1 Hl mTORC2 {5 5 il XU
T 7E TSC2 A5 3 R /N B A b g i 2 Ul R i &
VE G T HE K A AE I . 5 0UMH mTORC ) RAPA 2%
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2P R E 2% S AL ) 3R 7E Sh A A v B S R
ICHIPRR VE D, 42 7% [7] B 38 9 mTORC1 A mTORC2 {5
5 0] BETE TSC M S U P B W e D 34 o 7 I R BIF 52
Fh AR 4 5w AR T EXTST-3 BEHLX BEAFSE Hh 35 A T
TSC AR S HME IR PRI (Y & VEAAR | YT R0 i 24 v BEAR
M, o R R 2T RO D L R AT AE AR N AR RRE .
EIAT7 S AR AP AT H BRI 48 | 11 Js 8 S5 KRR, [AL I i
PRIV FH B 75 A2 72005 % &t Z R AT AU . AR &
L, TSC 199 BAL TR T mTORC & FE VT , ik 6 )
mTORC T AR AR M 15538 6 S5, 3 W] BB AT LA fige B 5 4
SRF N B — mTORC 1AM Y7 R BRI
2.2 EMEEREEAR

Jay kb B2 i & B AS R (focal cortical dysplasia, FCD)
SN R ST L M R R 4 R GRS, 2 MR
R 1 5 WL IR 22— o MR AR AN () 240 B B 22 R TIPS FCD
Sy M Ea AL (FCD [ FCD 1) M45 4 AL (FCD ) , Hep
FCD IT b 2345 Wi % #f 22 o A CERBE 4 L . % FCD T TR
L1165 A9 0 B2 SR AR (T 9 22 B0, B0 R 3% 30 5 I o 22
JL I FE RS FCD [ 4H 419 Bl 2 2 LSBT TSC
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B A, I HA mTOR {5538 1Y 578 0% o mTORA{R
3 [ e e R TR 11 A 20 i € 8 BB A B 60% 11 FCD T
B SRR W], IR B mTORC {55 (1 5 W
JELAE T FCD I AE B Jit & & 8 01 77 48 A VI &
Yo FEE245T RAPA W] AEZ5 K M AR 2 1] 55 B30 &% L (1
15 25 e WO 2 252 . X F W mTORC 1 R4k ik
AU S 5 RN B, W AE R0 P 26 i K 01 ARE . 7
Il PR A AL JZ 18T, BE6) FCD T AR5 1 B | 22 v JF bR 45
5 R 5T S, 85 — A% mTOR A2 44 1 il 7] (74 2 2L 5] ) 4
12 JEVAEFEI6 7 100 9 ATl sy b & VR A3 3 b 67 B T B 24
25% , 250% KAEW A LB 2Ky 33% , AH A 3k B T s 19 42 1
20 EMEACERY . A REHL IS LRI IR SE XUIFE &
W, R4 5w FE R VA TT NP R 3O T R Rk 31 32
B AR ER A B, JUHEHE A mTOR MR 40 i 58 48 5
FI B  , HIE R MR T R AR CR 2 T
2l gk BRI, mTOR 1 ) 7E FCD 11 H Y73
Al BEEAT 4 10 B | LI PR 3K 25 45 7 58 KRS AT
FEE— L RIE
2.3 REGEEHM

mTOR 15538 % 55 76 25 B ARAF PR 1) & 93 L
ot A G R, A 45 3 (temporal lobe epilepsy
TLE) FE473 5 35 9% (post-traumatic epilepsy, PTE), ##£2
5T A2 5 R R A T RE S il & mTOR {5538 fi , 4t
[l 2 5 KM 24 AT PE R 5 TR I o AELT SR s A Y
t, mTOR 15 5 38 % 76 1 5 rf S22 0UR 0 | 391 B 7k 45 7
RAPA R 2t 00 A2 M0 1) S5 YT, Va4 ot 22 T A
T2 EBRELFYE & 2F M SR 2 kA T REAR B R M K
A SR, PRI R SR A5 IR 45 2 AT AT IR
5 27 2k J2 2R R AR (R Y7 R0 s g, X R,
mTOR 15 538 # A0 H A7 R VR 7 I TB) B Al 1 o (B AT
A2, 76 B R 23 7 BT AR v, R S e 0 o 0N T A48
mTOR {5 53 4 5 1M Jil 6 4 28 S0 80 T I [ & M >
7R mTOR {5530 B% 75 A [F] 241 g 28 784 v ml i e 448 00
VEAEAER . /N A0 mTOR 36 ME AT BE 2 5 R AE L ML
Je BB ST R AR A Y- | L3k B 40 i) T R B8 R Aok 28 9 1Y)
A, DT P AR A RSCR . I RIS R W, 7E TLE-HS 1Y
T6E 5 20 2 RE % 46 T ) Ak/mTOR 15 538 B i ios .
5T W , 76 BRI S %) TLE KRB A o | B 1 il A
G S8 £ 1 A P BE A & A ot AR b iRk LR, SRR
K5 AR IE ARG . RAPA R 9 3 2k ) 0ai 0>
A &M RAE . AR ZE TLE brAS v 7R W22 21 2 {8 ol
A5 U HAEEHS R PO B, R mTOR AI AR
3 3 AR S A SCHE A R A S 50 A S g
TE B 5 1 I 452 45 (traumatic brain injury, TBI) 3y 4 £ 4

i, SR SR Raptor 410 i $47 4R [R1 450K 44 i mTORC1 ¥
P, AT LA R 2 ORI T I BELT Y R 2F X PTE KA, 3R
HH 4 R il 22 R B P A mTOR 405 76 B 403 ) B0 i 72 vp &%
FESCHEE . TBLJG RS 45 T ATP 52 4+ mTOR
FEAL A ) KU0063794 (B E )1 ] mTORC1 #1 mTORC2)
AR P 22 S RIS AR AR, IF i AN 52 gh Dy hg ,
JPELET RAPAR . SR, H TET X 3RAF PR 19 mTOR
IR0 s PRUESE AT A B, A 7 380 B 22 A e vt 5 3 —
3 MWEWETERARPIER

PN SN JE AR KRS I AR P AL, A6 2 K
S EHLHIE S IOT AR R AR SIS S, Mak
i T8 2 R 22 A TR PR RSN R R R 51 & Bl T
e B AT AR R 2R AT, 5
— ZR BN S A AT I g S, 26 3k i 2 e 5 A e
AR R MR Ak | S8 A BT A K o 430 LA KR8 T P S A 24
L 1) 9 i k(R S A28 i 28 i AE WU LA R 1
FH A R A& RG340 4 R R s Pl . i K s
JE I RAEIRAS 25 S B dE MR AT Hin, e
] 28 RAEVRYT #1282 RGP O AL AT 12 MR A
5%

TG & VB P BE 2w 20 I o 40 B 1 ST L A1 R B
25 240 JEL 1 3 T R AT 22 P 4 A R F- (TL-1 . 1L-6 . TNF- FlT T
PFE y) Mtk HF (Cefafk N F Rk 2 . cC LA+
3. CCHETLRFRLAR S) i EIR 22 E A4 e
R A5 52 T Ao 22328 I K JFL A7 R I TR JICRN 2 36, 3 T el 22 kg
W 26 () 2%tk IE RO & AR B . H T, 2
TEFRIR & 45 B0 AE R 69 32 B4 E A T, 30 Toll B 37 1A
(Toll-like receptors, TLR)4 IL-1B.IL-6 . HMGB1 fI¥4E &
il 2 45 o B ) P2 SORE A T U 1) SR S BE 8 428 00 RN
02 R VRN R I EL BB RS U R B 153 03 R B
WFFEF W], TLE FECH P MCD 8 2 b 3% 38 7716 4 28 R E
M4, H mTORC 5 5l i 300G 55 b 48 RAE A 5 76 4[]
G X B 24t 2 R r S S R R B0
4 mTOR{ESEBBIMALNEET D
4.1 mTOR N+ 5B RE F RVFE ML &I

mTOR {5 538 [ RE A8 I8 72 S e A M 38 5 2 75 R4y
55 Z AT , 520 58 M Ty P M e e it B . 7
S KM R 41 T, mTORC1 Al mTORC2 W 2% H 4% b 44
MaAME 5 B0 , 4G AR K 7 TLR B Fn 4 fg A 7, 3
SE(ESA0 S S 2 AE AR Y . mTOR 3l i 5 il %
7 (NF-kB . STAT3  HIF1a Fil PPARy) 2 512 48 Fl 4t
RIER GRS

18G5 T mTOR TE 7 28 RAE Hh IR FE AL

e 72 .
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%1 mTORZEMEZHRIAE FAIRFEHLHI
ERBH  ERmE N S " 2
£m £ XEEST /AE 5% R Tk
KERFEFE DI mTOR— ¥4 CREB 82 {t— mTOR & 4L49 4] CREB B B2 4L , &%V = % CREBBP #4 25 4, A M 423 NF-kB  [31]
i CREBBP #: @& NF - kB— L if &R #1459 CCLS & A foiitk, BR YA 22 X JE R B
CCL5 & ik
FOPEMRSE EE A TREM - 1—>PI3K/AKT/mTOR— TREM-1# 7 i it mTOR/HIF-1a 13 5 i@ 54-iF F 4 8 At T 42, 3t m 3K [32]
HIF- la— %5 8 i —>NLRP3 £ 3§ NLRP3 X P MR & 5 48 % B F 854 ; 474 mTOR HIF- 1o 3% 48 8% =T
HNREOE i3 H AT K Z
REAZ T 2T mTOR—IKKB/IkBa —NF - kB & #3303 5 -F mTOR A8 1L 7 |, 3K 3h IKKB/IBa #9 LA i & T  [33]
4 RE 1% % i@ 9% NF-kB 12 5 i % , T3 35 5% TL-1B JIL-6 F= TNF-o 12 % tm e B F 84 K 34, 3%
BEEREMYE EHIRM mTORCI/C2—E BRI . B KEA B EmMTORE 5, 5| XL E IR R 0 I NIE BRIk R4 &8, 0158 [34]
gyt ik v il F AR TL-32 Sh ok R ARl L BB B T M, AR IL-32 48 X W T 69 JF R s bRk o il i
B Kk R A AL
B S % R Fdm B mTOR(FKBP12- /)~ 88 fe fL4% 45 45 474 mTOR 44, 1k & B w38 & 4R 3t R R 4w fo AT [35]

AL e AP 2T FRBR ) — A 2B 4 5
I J R 4 R M2 AR ACE o

K MR Gy an K M2 BLARAL, dp )b 2 K g2, 8 0 AR AR, B &-iAm T A

E :mTOR="H $L3) 4 & v F F ¥2% & ; CREB=cAMP & LA 45 4% @ ; CREBBP=CREB % &% & ; NF-kB=# B -F «B; CCL5=CC A 1L B -F Btk
5; TREM-1=% % 20 0 fik & 54k 1; PI3K=5% I B WUBE 3 38084 ; AKT= Akt 3085 ; HIF-1a={% &% % B F 1a; NLRP3=NOD # % 4k 7 # Pyrin %
M3 G 35 IKKB=A4Z B F «B ¥4 B F i85 B A ; IxBa=4 B F kB #H & & o;1L=8 20 o7 ; TNF-a=if 7 3+ 7L B -F o ; FKBP12=FK506 %
A8 12;FRBIR=FK506 2 4-% & 12-F M B H 48 AB=R A HE 4G,

4.2 mTOR T SR ERKIFEEHRERERHIER

I WA Ay — ol 2 3 i 1140 2o 2 6 805 107 48 L P o Dt
A SZ AL 0 A L 8 DA R AR TR AT S 1 AR BT R s i B
RN BEAT R A TR 28 S RE R R R G SCHEVE ] . mTOR
T O S WA R AR DN B 5T 4 A 1)
i GRS AL, I E JRE A TR A 7= A /N R A
0 SR 1 ) 52 A H o7 PR 6, 2R 2 BB S o B IA AMPK, 1)
il mTOR {5538 [ , B4 Y Wik B2, 9l A 428 AR VI
FAERARSY i RAPA 38 0 [ vk i 7 A % ek > 2 1oz
P T T 44 L 4 5 F9 R B 26 2 1, DT 9 2 K i 4 Ak
LA 2 e
4.3 mTOR I SHI R R 540 2 R AEFR BRI

mTOR {75538 [ 53 F FA 28 98 0 38 5 23 R BAE KMk
AR ] DS A0 26 R v, A FCD 1T b TSC A3 19 K it
2H 21 b X n] ARG N 3 AR N R Bl 28 AT UK T Y 3
Jneet s BEAEAFSE W], mTOR S #0& w4k [ s - i
it A 5 3 1%, 5 B0S2 P ORI T Bk B i RN SRR D g
S, NI AR #E 75 4 % (reactive oxygen species, ROS) A
R I T A B N o B ROS AN AT B 1224
Y3t 2 TS5 K RIS Ak DI RE , 16 AT 0 NF-kB 45 RE AH G
15538 %, e 02 2 A K TG ekt

AW R AL RPN i 2T A 7 A A,
AR N ORI A A R ) AR R A 2200 SO M 2
JBE BT AR B | LA v R s o I HL AR DO A 28 R E
S99 K A VTR 2204 S Ah b2 R RE il 3 TLR
I PI3K/Akt 55 {5 5 3 #% L ] 3 — 2552 0 mTOR 35 14 , I
AR AR SR A PR e R

« 73 .

P2 G AE AN S 5 W4 K 24 Ay P 8 5 mTOR %
538 B AR OC , RAPA BERZ I NF-kB 9 3005 | ool 2D %
iE A IR F TL- 18 Al TNF-o (9 F235 , I AR IR 2 5 3 1 2%
A A SRS ) S b e M AR A 7R 4
4.4 KBRS mTOREESHEREEE

28 JGE I 240 L 2 ) )38 TR R e A B T i A3 i 2 b
20 L DR RN 5 A o IR 45 R 28 R AE . mTOR {553
S VAT 5 A ST A BB D BB S A R R A
K, MR B ) ] LAk g 224 RN 2135 2 1R s AR vh R
I DR F R TG ) 7 3 5 22 e T 40 L D T Ak e
B R 20 b A5 P 5 TSC i IR 25 9 Tih S 9 I o 40 e
t mTOR 5538 ¥ , 5 308z 5 rhRe & 19 248 i 5 i 4
K7 (R 512 TL-18 AT C-X-C JE PPt A IR Fic i 10) 19 3%
IRBEAN, I ELAE FH RAPA 0] LIl — i 72
4.5 3E4RF3 RNA /M 2K mTOR-RAEF R

AR, KM 55 Rk AR gD RNA Re % 4
] mTOR 15 538 3 2 4 15 KM 48 i Fl o 2 1L B, i) an 7
TSC Bz JF 53 FIZH 417 miR21 .miR 146a Fl miR 155 ()3 1k
B, X LR g i RNA 5 1L-18 63k 52 EAH G, I 32 HH
o = AR R AP RAE T

£ I, mTOR {551 % 5 55 i 48 SR AR B3 e L ]
P R 28 M 25 AR S . mTOR i 700 Fn 47T 42 245 4 1)
B P B8] DAl AR Mo A L B G s IR YT
IR A 2 M7 AL, H T2 I R AT B SE . R ok XA
[Fi] 241 Jf 25 780 v mTOR 33K X 0 28 28 A 1) BTk , RE 6% 15 B
FHRIBTPIIR 1A B A
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