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Exploration of the Inflammatory Mechanisms of Astrocytes in Neurodegenerative Diseases
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Abstract: As the global population continues to age, the incidence of neurodegenerative diseases has seen a constant
increase in the elderly. Research indicates that neuroinflammation is a significant pathological mechanism in
neurodegenerative diseases such as Alzheimer’ s disease, Parkinson’s disease, amyotrophic lateral sclerosis, multiple
sclerosis and Huntington’ s disease. Astrocytes are key glial cells involved in the regulation of neuroinflammation. More
studies have revealed that astrocytes closely interact with other glial cells, neurons and peripheral immune cells to regulate
synaptic plasticity, neuronal function, glutamate cycling and energy metabolism in the central nervous system, which
shows notable therapeutic effects on neurodegenerative diseases. This paper aims to further explore specific manifestations
and potential molecular mechanisms of astrocyte—mediated inflammatory processes in neurodegenerative diseases through
interactions of astrocytes and other cells, therefore to identify new therapeutic targets from the perspective of astrocytes and
then improve the symptoms.
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bE & T AF A By SE K, BT R 2% U BR R
(Alzheimer’ s disease, AD) . Il 4= #% (Parkinson’ s
disease , PD) . 5% 2L 1% ( Huntington ’s disease, HD) |
Z MR AK (multiple sclerosis, MS) | FIJLZS 46 01 2R
@iﬂﬁ(amyotrophic lateral sclerosis, ALS) 25t 251 B f7
PRSI 25 B 2 2 PP R DT E 140, 18 K A
"™ B2 I R AR 0 o A B O R, Al
ZERATHEBOR A LT 2 A%, o0 AL 224 i AR
B, AR BR A O T8 K ) ) e 0
P SRR N U R AR T RE R A5 L DNA #1473  pft 22
JUAN ML T HR 28 RAE |, 52 3545 FREE FN PR
RFZF RN, Hoh M RAE M & R YR
s WF 5% 1) A, J2 K B 28 &R 48 (central nervous
system, CNS) 51477 J&& i 73 MEal A B S 45 28
)i i e P SURTRIE S T R 2R A g Jit
PALRAP il 52 o AR i ZH B U 52, RO 3 4 R I
RO HA SO E L™ o SR, th T P
PR (A R 228 28 11 B OAR) BER 5 PR 3R (&
e AN ) , SAEHNBTT BE S HFERAFTE  FREE Y g
JLN 23 6T CNS #2842 ok 7 2R 48, I ot 22 50 5K
T, A FHEM SR T MR

OOk B Z 1 B 5T e W, A R BT A0 i
(astrocyte,, AS) 5 HAX it 28 22 G2 595 & I AL T A7 7F
WONRR . AS Kl foe KA IS T A B e, 240 o
W 5P 20 ) v XA 8 28 49 A SRR Y 30% .
M ASTESZFE S5H M 2 IIREZ M, B B ERY
TEAS e 5 DIREANR AL S o , 7 AN [a] Y o 28 [ g
FNR A DX AN R A AN 6] 19 4 AR e B 45
It 28 4k 1R PE 2R H (glial fibrillary acidic protein,
GFAP) I S100B 3% 1% L KA ] A 8545 5, XF CNS
RE GENMEEAE R REEMERN . B,
BEA R IR R R B A O R N B
SR EHOR AR & e , NATHEXS BRI BT 4 i 1)
WA FE L FE vh 2 B, AS 50 28 58 K H:Ath 20 g 2%
IR 2R TR 2B AT PR P 22 E vh 45 B
AOVEIAE T o BROAS SO BRI A 28 JAE ] AS 5
PR B 20 B AN S D ] G g A 2 1) O AR BLAVE AL LA
Lo ASTE AR 28 1R AT VRPN TP i T BE A2 AL, IR AR
GEPRIR LA HE— 2 TF R BT PRSI 1A
I7 T I it B BRIV A

1 WMZXEPHREEEHRKRR
2m i,

AS 2 AR I 28 2R T i 2 B A
RT3 T DX DA ) o 2 AL 4 L 60 e = X ) i S
RN . M2 7 ], BRI TR i
i A S CNS, TEM A TR H Ml i | e 1L
JO7 VR 2R B A S A LR o B 25 5 TR
A RHEAERT . BB B 5T 4N A T I 58 6E iR L 2
(VNS (AR R R 2l R i A e
FOBZS FER 2 AEFN I RERRIEIE 0 M P
I B 240 8, 3 B A 440 B IS O L R E A B A 3R K]
TR GFAP AP 8 R I RN, £E AD
PD \MS S 56-P A8 25 B 7 M i 5 i 4% (experimental
allergy encephalomyelitis, EAE ) 2% % 9% H % UL . H
TR S5 A0 M 75 5 1) 2 Bt A ) B
I ) AT K ) CNS 2 &SR T A2 A, DR R AT A
RSB Liddelow 55 K S AE RIOE 5 70 LY
MR BRI S W R R I 40 i 44 O AT RL, R
U5 70 A B8 e 28 DR s N7 P B S T S5 240 ik 44
S A2 RS AL TR M B TR T 4 AL R R G
BEFE PR 1155 A2 22 R, W 4 E - 1B (interleukin—
1B8,1L-18) AR IAFE IR F—a (tumor necrosis factor—
o, TNF-o) Fl— S LA (NO) , K £ TIF L IEH AS
BUTIRE , i R 28 0 A7 6 B 5% fh A ik, B S 5
B, ALTE P AR 28 R GE i s Je R R I,
FEAATE T AR 2 B s b, B
AT S BT I J5 40 L P T A R /D i 28 T A
T=o AR, A2 B SN M BT I T 40 i b 8 ph 2808
PSR RN TR A 4= T3 1) IS S R 1 S
F-4(interleukin—4,1L-4) 14> Z ~13 (interleukin-
13, 1L-13) F 14 E - 10 (interleukin-10,1L-10) , if§
TP I 5 A0 B 1 Pl 2 O T ORE  ITAE
Xk, B EH 40 i RNA I JF (single cell RNA
sequencing, scRNA-seq) Fl H 4ff g #% RNA ] J&
(single-nucleus RNA sequencing, snRNA-seq) £ R
)& J& AR NN IR N & B T 58 22 1 BRI o 4
JL R TRAAN Y, 5t B 07 A B2 AR i ot 240 7 s
JEhIIRER ZHENE
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2.1 NF-«BIESi@Ek

#% A T kB (nuclear factor—kB, NF-«kB) % ji%
NF- kB1 (p105/p50) . NF- kB2 (p100/p52) . RelA
(p65) \RelB Fl c—Rel F 5 51 BE (7 5F 1955 S I F 5
R, 2 5 2 Rh g M AR AR A PR T b . e
PR  NF-kB S5l [A 5 kB (inhibitor of kB,
IkB)Z5 5 U WA b . 55 T 40
JEL B 0 AR A K BT A A T TkB
T R T B W R AL [ fi , NF—k B — R {A p65/p50 M
kB HRE T o, B o 3 4 R A, W0 R PR 1 3R
K FER IR BT, NF-xB BS54
iE A O , 98 19 4 & 40 9 TL-1B \ TNF-a Al
P NO G il 19 7 A VRIS ARAE 2 1 o 2 4]
TR Liu S5 TE SR LIS A TR S 5 1B I
3ok /) BRI R B, RIS e I A M AT A1 1Y) 22 R A
JI 53 3N J2 3 o Y /D B NF-kB {5 5 3 [ O i 1F
I BT e 2 5 R AV KA Y o SR, fE GFAP-
TkBo—dn 5% FE R/ USRS T TkBo 10 ] 2B 1SS 4
JiL NF-kB {551 A% 5, B0 A Al o 22 L/
JC I3 A48 S s A A R A 15 D0 0L, SR PR 7K R
W&o 7E AD FIHD 5245 A58 v 2 n] A 5] NF-«B
PRI AL L A BT S TR AT 28 R SR A ik ¢ I o 4
J NF-B {55 1 % , 76 B AT ol i e vp 1
PIERA BT HeAh , BB BT 40 i v NF-kB i3
TR #MA R 53 3 (complement 3, C3) 25 B HL , 1M
C3J2 ALY N ASLEMIR ) 2 — R 200
B GERIE S TN Z8 I RE , 520 A 22 D RE , SOR AT
9% NF-kB {55 30 B0 i 20 1R A7 VR A7 22 Y I
RIS
22 TOLLHZKESERRK

J2 A B AR IS Jo 20 5 5 A 28 8 E P R T 40
LR A PR A S RE A it T 5 s A A
20 H 5 A2 1k (pattern recognition receptor, PRR) Jii
o Hod, Toll BEZ K (tolllike receptors ,TLRs) 2%
HAF RS PRR ZE005% , a] PR3 g BE LR ST 1 9o JEUAR AR
F 43 F 3 (pathogen associated molecular patterns,
PAMPs) , Jt 3 Se KA SE M S, T2 AL R IP I
A0 B /NS T A0 S e on b Rk . RS
N, TLR S HCIASE G B  Ris S E A, (G

Z 43tk I 7 88 (myeloid differentiation factor 88,
MyD88) F17%5 4L 5 ~B 14 Toll- H 4R L /v 2 -1 32
& (toll/interleukin—1 receptor, TIR ) 2% ¥4 38181 4% 25 11
(TIR domain containing adaptor—inducing interferon—
B, TRIF) , 1M fith K B2 I 5 Jo 240 i A% [ 5 kB L 22
2O b B A ¥ B¥ (mitogen—activated
proteinkinase, MAPK) Fll 3/t Z ¥ 77 [ 145 R 4 AH
KAFZl g, BF5E L B, TLRA B R Bk J5 5P
J2 J5 240 P 5 Ak 2D NF -k B 800G 25 -1 Rl JAE /)
ARG S E T8 5 52 BN L 2 5 TR 77K P R A, 2
IRATPEPR h RIE KA B
2.3 MAPK{ESi@R

MAPK {5 73 4% 2 22 8 1R — /3 R R 45 1 G
A0, 55 20 L MM 5 9815 B (extracellular regulated
protein kinases, ERK) . c—Jun 2 & R ¥ ¥ l#ff (c—Jun
N-terminal kinase, JNK) ,p38 MAPK F1 ERK5 P4
S, EATTAT o AS [ HE ROE E N A
TR ELAE L A S A BN S I TR A48 i
P TSN F A 8O0 o AT S A S B
NF-«B J& EZ MY il {55201, i ERK1/2,JNK1/
2/3 Fl p38 MAPK 3% 3 4™ ji% 8 # , 18 i “MAPK %
it 1) P P - M A PK 34 B —MAPK” 1 = S Il 1
WoE 7 30 R M AME A% 3 20 I DN BTG NF-kB A
SR A T BB AN L N S A S Tl
o IEAN, p38 MAPK AN 1 S I B 240 i, 2 A
JE B IE 1T EL7™ A2 ROS & i 4804 17 38K, i e kg 452
Yo BEFEE B, T p38MAPK i %, fE ML 4% B2 1Y
i = N P e S v
24 JAK-STATIESERK

Janus 3§ (janus kinase, JAK) /M5 5 % 5 Fl#%
SR X (signal transducer and activator of
transcription , STAT ) {5 5 % 18 [ 2 41 i XL+ Fil =
KPR 15 5 1% 3 B M N TR PR BRI 0 ) £ 2R AR,
R R A G AZ TR JAK R STAT =387
T, 2 5 RAE AR 28 I 5T IR T i s PR 3 s ok
R X 99 5 R AR 7 P i S N B G
AN MR S AR T S AR S & AR G ks
PO JAK VO 8 J AK I A0 AH N 2355 52 14K 114 T
RIRBEIR AL , A AR STAT A X457 45, BifiJ &
STAT R AL , B IR 1k STAT A A S U5 sl [m] U — 23R
T e B B A M A% 5 DNA 45 517 5 J0 3L R A 7%
IR JAK-STAT {5 5 3 B 5 2P 15 o 4 it
KB ORISR NG 40 rh CNTF 32 M m] 380
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JAK1 STATI FISTAT3, fit F #ift 25 1+ 24 ff F1 b 25 40
Y oAb B BT A ML . IAh , JAK-STAT 3 [t
A% R 15 B TR I 0T 240 B 3, 7S [ Bt 2 o &
P EINGE, 78 2a 7 CNS#45ih , JAK-STAT3 {5
5T B TP I IO 440 O A M R R R A,
STAT3 1€ Y e B 4t ffd v 225 91 A B P i =,
PO R S M e S RN . AFSE R, R IE
JB2 J55 44 Bf T STAT3 A9 3 il 2 in 28 /) B 6 460 403
(spinal cord injury, SCI) J& A AE 40 ML A= A 4800
TR AR . 7E 55— T SCI /) FRUASE Y 1) 44 Py
R SMIFGE % B, wib STAT3 Je R Rl v i B T I It
S L A RV TE 1, 2B STAT3 W] RB A5 S i P
Y ST 20 M A R PR R T RE Y Ak 7R
AR AT RS, STAT3 2 B2 TV e 3t 40 L 37 Ak 1)
R T, BR8P IR S 1 L TR I o 4 i 35 8L e
fbo PRI AS UME R 25 5250 B, Bt = STAT3 2308
> A2 Y BEIY S SO A M Y T AL > . AR, JAK-STAT
G R T A P R RAEVEH . BRTE
# % 1 2 (lipocalin 2, LCN2) J2& 52 07 1 2 T i I 20
MR EYZ —  FFE2MELN TS5 RIER
N o X A] ey AE A 5E & B MCAO KB JAK2-
STAT3 38 1% (14 10T 23 (2 iF 5L W B Jot 4 il LCN2 (%) 43
WA, IEE A 28 AR, A T 2 B T A A i A
SV o 7E AD /N B RY o BT I 5 40 it Hh STAT3
B DR 5 A ) 020 3 0 ki R AR 4 240 i R 7 7 2R
ST ey I B3 I TRl VA e

2.5 PIBK/AKT 5 S i@

PI3K/AKT 15 538 % 2 40 Jf rb o 2 40 A=
WagE G2 sl AR O fE S i 2 —, b
W 4 1 W B2 UL 3 3% B (phosphatidylinositide 3—
kinases , PI3K) Fll T Il 43 F 22 & R - 7 &= R P4 6 B
(protein kinase B, AKT) P 3434 > . AMJE A+
SRR Z AR LS 15 5 32 R Z R AL PI3K, 1
1R i PI3K ik — AL S — A5 s DR BEWLEE -3, 4,
5- = B M (phosphati-dylinositol-3, 4, 5-
triphosphate , PIP3) 1 7 /£ , PIP3 55 AKT [ PH 2544
WSS A AR AKT 5485 2 200 i A% D9 fioh % LB R
fb. PI3K/AKT il [ 52 Z i b Ui {5 5 i = 2 11 ]
2, il 5 & RS S B A VR B0 T il oy
5, WOHE A TR 3 T 7L 3h 4 A R 2K RS AN
MEhEFAMEENA, Rt RiEr™, 4
PI3K/AKT i B 3806 I, B2 Ak PI3K AKT 2 35 1§
T, # NF-kB A5 5 5 S & R R IR T4

Wo, NGB BIBTRAE R o [RIE, M2 /)N e ot 40 it
W TGF-B IT% PI3K/AKT {5 515 SR 7F A2 B B
JU2 5 40 B b 32 0 S100A 10 9283518 hin , 123 B w3
il B, A2 R LR i 0T 4 A 5 B 0 B
PI3K/AKT {55 5t i 1 175 S AL W 1 Jo 400 g 26 7R
It B FAAE RV . PRI, ) g R A
J5T 40 A PISK/AKT 3 %A 1) 1 eh 3 b 22 1R 4 T PR 950
PR SR AE S

3 MZEETPEHKRG ML CNS
il AN R &) AR D

3.1 MERERERKRRARS /NG RAMET

JINEE BT A i (microglia MG ) J2& 35 B2 1) SE KA i
A R B O 15— B, R A
P AE FHS o /DN e T 40 A s BECER ZS TT A
A AR HEAS 7] 1% 95 BRI S MG B D REIR S, %
WA MG 43 R A1 48 B M1 A 28 {547 750 M2 5 b
FAY LR 2 50K P R AE EBEALE . MG
2, AL A ok MR AR A S 4 IR T, 40
TNF-o IL-1B8 . IL-16 . IL-18, Fli#afb A F C-C F& 7
#Ak K T ECAK 2(CC chemokine ligand 2, CCL2), 3=
A T A 592 210 A A 0 SR > it o e 2 R 1
PG, MG 3 BE OS5 A 28 S0 S VL o s SRR
BCSZ A LAY T 2 TS /NS B A A M1 R
RIREAE 2 I 7 IL-1B \TNF-a . IL-6 .NO FlI7E it}
LW, e 2R AT YRS R R R . A2 ALY
FLHE 5 40 43 WA Y TL—4  TL-10 . 1L—13 5 4k A=
£ H-F-B (growth factor—B, TGF—B) 237k M2 #1 £
PRI/ IN B T 20 L, 5 250 22 o At PR B R s A K
g JELAA , BRI A AE KO RIP A 28 . ISR R IR,
IL—4 ] PP 5 40 M B TL-6 . TNF-o F1 NO (1) B
T, DA R o BTV I A0 L — /N IS i 4
HIAR B AE R R 22 2060, H T 2 R AR iFh
G o FESREPESIE /NG BT 40 B 5 BT B
T A0 TS SIS S o WF9E R B NI T A0
WA= Py AR WA 4h 5 T AR TR I 5 4 B b
IR A 12 hik 2 0

TE CNS SERE A R] , /1N S5 40 A 530 44t e A1 41
W ERIE R RANEIEPE . Bezzi S5 & B/ 5 41
JHL TNF—ou 1755 22 T Jse Jo 240 o 5 ke 58 Joie &4 A A3 A= P
T 1-CXC b T 321k 4 SR Sh i 2 &R , fie i 48
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JCAET. o /M2 TNF-a  IL-1o Fl C1q 1 55 &
FEIE A M 22T PR A . AE EAE AT MS ]
6], /NI S VEGF 1 TGF—o %o 2 1 J0¢ 5 48 o v 412 48
FER R IE R TAAAE2E 7 /BTN L VEGF-
B2t VEGF 5 14 1 3R 5l () NF-kB {1t , 15t EAE
b R BT AN B A BOR TR . T TGF—o 38 3 0%
K W F Z K (EGFR/ErbB1) 15 5 1% 5 B il
EAE &,

BN A e ) e e SETINYS R s N
MG ARBSFIINRE . TR RN & & BB, RUIB IR
240 0 08 11.-33 i 5o 6 4% NF-kB {5 5 e T il G
BIL T4 58/ e J5 200 i 5 fl A Wk BE ), (R 0 5 fl 2 5
FIVER I, e W] I S5 200 /)N ¢ J5 4 L e 7
bR E PR EEES . WIS T, B-1,4-
e FLWE ke B W 6 15 5 AR 00 FLOVE Pl 28 T
(Lactosylceramid , LacCer) fit 1 22 JE JiE J51 41 9 43~ b
A B - B A A A 75 R (granulocyte—
macrophage colony—stimulating factor, GM—CSF) ,
/I T3 240 BN CIN'S ) B A% 200 L 194 % i S o
TE AD /)N BUBERY i 28 50 7 A i i i VE AR AR
(amyloid—B, AB) , AR TR HTE B IV JiE ot 41 il NF—
kB P, TG C3 1Y IR T4 i — 204K
SRR N OF ST R B, B IR B 4 i C3 57N e JoT 4
JL 23R I AMA 53 Ba SZ AR S5 & L 175 S /N B BT 4
SERE SN FI AR R HLRAL . SR, BRI 5 44 i
SCAT LA 36 TL=3 42 1 /12 Tt 40 i 5 A A Joi 1)
W, BRI AD A JRS . e Ah , Jo S R L AE A
ErVENR ZWEAK S (1) CNS ZAE T 50T, B BT 4 il
n] 3 o 7= A= 28 % H -2 (orosomucoid—2, Orm=2)
Tl /IS T A L A o 3ok 2 T 3R Y R O IR I 4 L —
ZINJBE T 440 I AR LA A A2 2 A RT3, GM-
CSF Al Orm—2 1 2 JE i Joi 4 it 42 1 /0 i Joie 4 e v
POEE AR . I Ah, /N5 20 D 114 5 L B 7 A B
JEE T A0 B, P B ) 941 PD b o= 58 R AR Y
THER IR SRE 5 o

PRI, /0 ot 200 E A%t B 2 IS I 4 L P
AR TR TR e e 248 3 D DR 04 7N o 248 i 1 7
MR A, W3 AR AR FH L[R]3 15 CNS S R AE
JOE, X AR A N PR AR S B OCE BE
32 MEREPFEEKRMAMS D RKRHAMES
78

/D58 JiE Ji 4 Y (oligodendrocyte , OL) f& CNS H
(RS U N S WA D 1 N )

(Oligodendrocyte precursor cell, OPCs) 2215 &2 2% iy
SR B B BOE N, 58 5T IS o s A
il B, IF A R AL 55 SR RIS
EER, OL i i = A o e I 1 IR P Rk ik 2 1k 5
AN A ML AT A S S A S R B s
IV R ME W 2 5 g ik 72 IR RR
41 i 55 /0 5 i I 40 B %) FR AR FH AT RE S 6P 4 R
i PR A L PR IR A &

BTV 5 44t 5 70 5 e Jo 240 b 2 ) £ B ) B
e A A EAE R [R) B 3% 42 % 452 25 1 (connexin,
Cx) 30 1 Cx43 2H 1t , 22 I8 5 o 448 i 3 3 Cx30 #71
Cx43 43 5 55 AH 2B 7 58 i ot 40 Jf 3% 18 1Y Cx32 F11
Cx47 J Wl 57 74 8] B 3% $2 Cx30: Cx32 F1 Cx43: Cx47
PEATARIE R DERERT FAE > Al ) 3 ooy B 720
R 52 T 240 B P A, (ER A B A A R 0 3
Fh & 2N . 7E EAE 1 MS 1, Cx47 1 Cx32
A FRIBIKOT B, B8 I 5T 40 A — 0 53 B 5T 40
B ER AR D | AT X I R IR S R S B
B PR A B R 2 gn R T A L R
4 Jif 5 RE 38 B AT R T2 5% I 0T A i R 4 IE )
e WFITUESE , AR B R ] 5L IR i o 41 A
Nf2 38 % G A2 2E /0 28 Jie S5 20 B 9 A7 3 s s P2
X Y B I o 240 i — 7 5 Jie Jo 4 B A B AR T T R
SRIRYT I BE R B PR AR O IR IR R,
TE AR A2 )P It 40 i i TNF-o, 55 OL 1Y
TNF 5244 1 8% 2 45 &, DBz il iRtk 7 =840 50l 5 5
i AT RAE

(R, I 930 20 2 52 Jo 240 7 A A7 408 &4t L P 5
({5 4n, IL-1B . CCL2 . IL~17 F1 IL-6 ) /& ¥F 2 ¥ e Joi
Y sz A, G B I 4 i T E R
FATRL, TEMS ARt fE v, /5% i Jot 40 A it i axf
T % T B 1B IR BBB, 3% fh BBB AU RS2
5 8 I 20 5 o A 0 A S T Y AS 2P e
G 98/ AS X BBB 254 (1) S HF 1 A iy

TR R ISR 1B TR R IO 24 L A 0 % G T 4
A 49 SL i) 308 TR AFF 9 48 8 2R SRR AT 0 Y R
HLEA B L,
33 MAEREFEEKRAMSHETER

AS 5P 28 TG 5 fih e [R] R g = B 2 i AR A
I 3 WA AR R TR B W 2 A P 2 i N 2 ph
il 7% 22 AR A5 B SRR A ou S M T BE . TE AR
2 RGN LR /INBE T2 fL 53 AT TNF (IL- Lo
I Clqifs 1Y C3, JE AS Lok Rk A K
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PR 7 LA W 2 4, 305 fk m] SR PR A2 8, P LA 4
7] % B FBT A £k A S SRS eAh , 2T R e i
R RURURE AN M, ABIL B B At A7 0 DR A o
PR, 5 B EE AS AR 8 46 4 Ay 7L R 4L B ok 4k 4p 4
i 1] B, 36 ShFGE T . 76 HD L AD 1 PD A, 412 48 40 ity
775 3 1 AS AR F A4 (2 2F LacCer 1977 45, B0
Jitd J 7 B fig B A2 (cytosolic phospholipase A2,
cPLA2) , f #F AS 5 & hi A P # (5 5 1
(mitochondrial antiviral signaling protein, MAVS) iy
CARD 25 A4 335 () W BEAH ELAE D, 32F— 25 3800% NF-«B
KB A PE R AG Sl B cPLA2-MAVS X Fh Al 7
VAR 25 B 4 O BH e 2, BRI LR 7=, it — 28
) T B SR A L — 4 e T LR S MR T B, S
28 TC AR AL A AR IS W L 0 D | B I 22T
A Re R RA . T NF-kB 55 1 80E 2l &
NO B9/= 4 ,NO s s X ph 2 oo = A dE A E R . 1E
HIE LT, BDNF I NO i i #f 28 JC A7 , {H BDNF
IKETH i B HeAz R 8, 505 AS i Trk B, 53
AN NO F= i 22, DR sl sl 2 3 1k S 7, P 22 T
JBE J5% 440 M B Trk B 3 1 AT 2k 35 EAE #2852 ES S
Sajio Z I , PD KU P F 4% 2 AR A G 7 1 2R
FTRY R TR IR 3 M 28 30 NO FTR M4 Y 724 . Jung
SR S B AR TDP-43 25 [ 50 A B0 ey | ) 1
ASH3ILCN2, X 2 octh A . e4h, HD (AD |
PD F1 MS Bl A v, /N 5 e 40 i 35 5 1Y) A'S 3 3 43
WP S BEPERR W R (2 i ph o0 st T

=T, SN AS X o AR TR
ASHRHE CNS 53 45 7% B2 9815 FL 1 B RO A SRkt
PR LU A AE AE R, AS DA IR S T
Z R RPRAS , S T K G 45 T 1t 28 I SRR L A
P05 AT LA B 1k 52 8 X A A TR, R 2
AR BB . EAL, Zheng ZE R B, I
AS T 1 28 i IR S5 1T LARE A6 R 5 3 RE A
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