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HR B g AR A N R SRS I 2T K T
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ZERAETE I 73 T-HL FEE [6] 25 Py IF 58 R

1 ER%RESHERIE

1.1 PRBERFHHERTRERSR
1A e e A AL, B 5 L W3 A4 L e P 4 i A
HRL ML AE RS R E R N ) £S5
Ho TR P2 R G rh, i T I 5 B (blood—bri-
an barrier, BBB) [AF1E , A1 1) 4 28 240 M e LA 3 2k
ARG PR A SIS BT, TP p 28 SR G IOk
BN g S LA P RR 1 56 72 5 4 (immune privi-
lege) XJal . H AR 22 800 23R 47 MR 52 903 1) S 2 Bl
9T AR rh T P A 28 v O B Y LA A /)
JiE 5 41 Y (microglia) o /)N B 40 A 5 HA 4 21
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LY R ) R 200 L A 5 b 7 SR L (B /N B B 4 i
TE32 BN ALRIEUE 7T AT A FEH™, fEIE Wi
BT N BTA TR R A& B g kR D
P TTIE B rh A DG B RS SRRV T, 45 28 ik
AL FME B A /05 15 J5T 4 L 1% B RN P A
A5, I BT AR 57 1A AxLURT Mer 75 W FE 40 28 % A 3ok
e B U T AR /N T 2 s R S A R T
P52 %5 3% L (brain derived neurotrophic fac-
tor, BNDF ) 32 5525 > (R 14 5 A T g™

RSN B/ NI BT A AN B S R 20T R P
JIE T3 A0 S L B P g 200 L ke, 70l s L o 22 A28
e 1 453 P SR L R g o 1T — B IS A, /MBS BT
200 M 23 1 22 P A A R IR A R e 22 G 20 L T
A AT A LA S Z R N Ay ) JF BAR it
P & PR 7~ 1 B IR AR 28 RAE 1Y AT /NS TBA
JHLAE Ay — 28 1A S i 240 L, B 3R T A A 22 PR i
LIRS N (pattern recognition receptor, PRR) , 0 Toll
FEAZ IR (TLR) Nod £ 32 #4 (NLR) %% . PRR A fiE
% 3 3k PR 9 SR DG 1Y 23 185 =X (PAMP) SR A6
DT )07 AR 28 R G VR 2 TR 2R AT PR
PR EAAFTEM A IR T E REE A (WAR oK
fil A% HE 1 (o=Syn) ) FIAH BERE vt BE A Ay e i A G
73 TR (DAMP) 35 A6 /N B 40 i oy T B2 Y
MZESAE  FET BTN RE S+ # P 2 oo e AR F 2
H b 9 DAMP, i 4 ATP . 5 3 B8 K E & A 1
(HMGB1) S i i A5 E AR A% (Lyso—PC)™ ™, X 88
DAMP 3 [G /5 F O B[R] O T /0N ot 240 g A 5 1Y)
MEERAE

A & B/ B B 240 i 5 22 b il 22 0B AT PR
I P28 REAFAE DRI , 78 Z Al 22 1R AT P 8
IR A AT A T KO Y I B A4 i ke
PR R AN A 1, AR R BE K 5~ (TNF) \IL-18
SR AR Z2 R il 22 B A TR T, A1 R A Y
PR 2 R 7 3 ok A TR P ot A s Y2 v 81 ik S o
o, LR B AN T REL 2 5 1 Rl 2R AT PR 1Y
g B R (HARE R A AR A e RS —
B IR AT R B A (HE ARk 2 IR
AR LA, B AR RN 2 R G 5 AP e R 8 4
IR RAIE— i, X — A B s 45 3 W M SR AR 48 AT fig

[ A P 23R AT P 583 R B s A vh R A TR
PR,
1.2 MERIE

P2 RAE (neuroinflammation ) 3§ X I 28 R 48
Hh R A R JRAE O W 7 i 461477 SR S R
ZARTTEBI G Z A IR R, PR 2 R G (CNS)
B B 18 /I B 5 240 B 25l 6 Ak, T B8 BB 0550
AL BE T 2 FhAIE 48 1k 4% 41 I3 (inflammatory media-
tors) , AL & TNF-ou i 14 %0 400 it R i £k
ANk B A AN RE RS LRSS i 4E TT A
T, W TNF B8 B4 4E T #4250 1 TNFR1 52 &
I #8 5% Caspase8 5 F L ICIL T, 1L-18 AEASHE i
B B 28 K2 175 5 2 il iy SR8 3 4 2 I e 1 Ak N—
H 3 -D- R A2 R (NMDA ) 52 4 G 35 58 fil e |
REAE L Ath i P %) 1 7 40 a2 10 g Joit e s 4
i ERT - DA R P 4R 20 4, 450 0 TR ) P 28 0 T 58
fiph'e'el

TEMN 2 24 1, TLR 324K 5 % 4 /A (inflam-
masome ) FL [ 77 HE AL, MBI ERR
(1) Z2 A~ 21 23 4RI /N I 4 1 1% TLR A2 44, 3]
WNTE R AL 1 AB . a—Syn 1 SOD1 & M i % 1% 1k
TLR2 4", 1 1738 8 F 9t 9 75582 25 11 MyD88 15X, Toll
FEAZ AR I T 300 A (TRIF) 15 5 NK-«B
A% S0, 5 SR R AN IR F A 8™, RAE
IV AR R B2 K PRR (32 B2 NLR) Flld% 3k
1 ASC VUK e K B 1l Caspase—1 1 (4 41 5 1Y
ZREABRE G ZE G YT i i
Y Caspase—1 ¥ IL-1B 5 IL-18 Fi 44 in T i 2 A )
R AR TR (1, 0 W B A S 9 i S ™. H
TS 28 R I AR AE /MR P LA JO7 A P 5 5 (s it
473 R0 G RO ) L B S A S R 5 (2 R A
b)) DL K Rl YRR T S | A (AB.
SOD1&TDP-43 Pk }2 a=Syn) . NLRP3 &1 2B 17
PRI IS e 2 1 SE/IMAS (EIFIE & IR G
o 4 RN S o 40 A, R ATM2 RRE /MR, I L
FERR AR TR sh W R v Bl 5 5 ok, oAb e
2 TCAAIE SEAETE SARE /A B IR,

PZART TR (1) B 28 RAEAE A ME LA i, T
LA A, K S AN P il A 27
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51 1) BBB i A S HPJEE B, $3 55 41 8 G 75 20
1] CNS N o 1521 1Y S 40 il S 25 5 3E B 1/
2 o 44 L | L T I 2 L A i — AU A AR, 23
P2 JAE BRI . TEX —d B rh, BIE B4
JH DG I B A M AT L P B A LA K A
ISR S5 TG RARE ) & A TR I 5%
JiE S N A2 H FTVRYT MG ) e 2 AL A EE R .

AR, Pl 28 9 RE R T /N T3t 4 i e 8 7
MW 210 RELAE R A 1) 1) R ke (BT 2R K v SR 0 v
MITEMFEBERR ) | 7= A ol 28 SR - AR iE 2 AR
FA 28 1M1 45 T4 TT (neurovascular unit) B, 78
PR IRAT PR v R R R R R, TR
G J5 VR T B I 1 T 41 (Treg) AT 46 41 D
P F TL-4  TL-10 F1 TL—11 o BEA8 2 ] 1 28 R E 11
JUE R SE IR CNS 545

2 BERWMZBERITHARPHMEZ
SR AE B EG W T ik SR
I L 3 2 B 23R A T s A9 T/ 96

15 2R 9% (Alzheimer's disease, AD) , {4 7% 5 (Par-
kinson disease, PD) . % & 141l {L4E (Multiple Scle-
rosis, MS) . & AL [CFE 5% (Huntington's diseases,
HD) &5 AN [a] ) it 22 1R A7 1958 o 52 Wil A G 114 A [+])
DI, I BRI 2T HEATHEE T o 3K SEP TE AN
MUK B BA RS |, G s iR S 8 1 B R
A TR b R R 2 0ET (R D) H L HAA
2 HAURR R AE , WEE 2 3l (PD) FIA R D BE Y
HEAT PR, H Ok B2 (4 R W, 18 4
P RAETERN 2R AT PP S v R 45 LTI fE
It HLHE ) i 28 5 E LIVR YT A 2B AT R 0 1Y) S 2
BT RIS W AW . LU X[ sl 218 17 P
g T ) 2 SE AL LA K 245 W gk e (32 ) NL-
RP3 SAE/IMA) HEAT PRI I
2.1 BRI g RATS R B RAE I R

AD &Pt 5 AR T AH DG A0 i 2B A T PR
I AL SR IR N T B o HARRETE T2
S b AR 280 2 2%, R S BURH ICIZ A
BEf , JF AP EICT BTy G 307 - Bl 2R o i K
(Alois Alzheimer) 75 1907 4F % LI ¢ 25 1) i 1

R BB TPEBOR KR X IR0 & H

PR 2R AT FEMA X 35 HwE N AR ECR AL
B[R 2 it BR AR NI pe tau; AR
A4 AR SR R B o a-Syn FERIT B R AR, P — 2 S 4T AR A
AR G SURMR TP 21y m—-Htt VEEX A
JULZE 45 2= B AL e BT TDP-43;S0D1
% R AEREALE LRI I — B 38 S 1755 10 R A R 28 463 4%

AEAE R AN ) T8 A BEHR DL S b 20 21 Y i gl 23, X
2 AD 5 B P RRAER, H A 4 U O
4600 5 Nz Hagma™, SAERFFE N L C 432 AD
BB P2 T M AR I BE e A R B AR TR AL
R, AR VE AR S (AR B U6« A5 IR T B 1 AB 7
JAMTTBURE AD & 2R, AB RE H e By RE R
IREE 1 (APP) B 2 Fh g (U -3 W5 1l ) DI ik, 3F
FRWSE I BAS 0] 5 (R BEBR, T AD R 4 i
DAL ) T 24 2 25 D) 2 P o Bl 1R A 1Y tau (24 45 4>
PR ALV 1) AR T AL, 136 26 2T 24k 46 235 ] s 38 EL A Aol
LM AR LA LR R 2R AT M T, A

A ARIA T AL [ HR IR , U0 RE & LB L tau 2R
HIFFTER,

AD PR 2R ST F2 B /NI AN AR B L E
ZAEI/NE AN S AR BEBRTE IR A A7 AL E
It HRERE A AR JHAE S R bl 2 084 VR T (H B
H/NE T AN AR R A2 5 TR AL, HOXE AR AR
WA 2 Bl A ), O 7 A R JAE A ot (f 45
IL-1B TNF AL 1 BB o0 7 R PR R4 ) T2
JE| FEL R 22 T AR Sk 4052 AD BB i Jie 5
FAE/IMEW A E AT 43 1 E R TE AD B
W, B 7 )2 a0 5 Y Caspase—1 H B R, (K
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AN L S 5 e S NS B 4 i 1 CD36 REAE T
I AT AR BRI, T B0 Il A R A AT T A
NLRP3 R HE/IMA | i T Caspase—1 (175 AL A TL-1B
(14 43 W60 T 7E /N BUAD 5 AL v NLRP3 5K Cas-
pase—1 [ BRI BENL IR /D AR ULFR , I A5 R b it 35 /)
B2 BCAZ BB, X S 25 I NLRP3 RAE /N
PRI T AD B9 AE , T8 20 iR T AD Hh ok g s
15 LA S/ NI Jor 24 A Wk E A2 40 Y S AT

H A% T AD P it Ji vp (HH 0 AR SRS ) 1)
M RAE T IFAFEONTEE o (HT AR BOR B 2 1Y
I GE T4 D I3 — 3 1 WL i —— RV bf 28 48 5 W] i
JEIEHE AD KA R A Iy . —HATH TR
SR PR 22 RAE PR 2R, ] G Jgefe A 0 AR PR
3k 11 P Jilg &7 6 2o 0 0 O 1 SR XU, A
AD I SRR H B8 22 I, £ A Jo] a3 8 2 4
JitL PR - FIAMAK S B E 28 18 3 T s R
G LR 2 LR (GWAS) & 30/ J5 40 it b 1
CD33 5 TREM2 (i £ 20 g fih & 524K 2) e A= R AR
TS 2O R AR Y RS2 B 0 AD 1 &
g LR, TR — RS YA v B v G
AR il 92 5T A 2 LLAF T RE R AR BEER Y TE B, T
SR G TE S R 20 (RE R 1) A BB 52 s s
VT 55— SEMWME R BIFFE  3H y— o WA T ) 1 7y 2
IFIM3, 2 (£ TR T LiRE . X0
7R T G RAE T AT IFITM3 -y =43 I il 2 &
P ik AR 77 HE 10 S BEEAIL TR , Sy D A 3 5t i ¢
ik S A2 E AD S8 RURS: B4R 1 B TR AR
FAWEIE R, AR b B AT 45 ) T H AT KA BT
PR , 4R O E 0 A BRI B AR AT RS A [ A
G2 L ) — B3

i A VR 2258 ] 45 1 Bl 28 RAE IR T AD 1Y
259 o 1 I0RE S R 1] NLRP3 {5538 % 19 B
il 751 MCC950 (& fit Mt Ik 26 1k & %) * #l
JC124 5[] He 41 i 77) ——E S AR BT R 259 - 0%
AR W A0 R 25 A8 B2 (Flufenamic acid & Mefenamic
acid) , DA} Caspase—1 #l il ] VX-765"", ¥ REFE AD
/N BB vh 45— W GV AR D8R AB 1Y
A A SAE L) G IR

2.2 PHEFFRR P RIREE R K

PD & —Fh A TP 2R AP B , 7E 1817 4F
P 2 3T - 19 45 2% (James Parkinson) B IR &L,
FHIE 224 T8 ahE IR, A d5 12 2R 4% R Wi A
PRAEAESE . BAMA S T REIEZ S A Efs
B ik, A 25 SO NIRRT PRSI T2 DL LT v
A 5 AD KL, PD e —Fh B Je o, ok
s i IR 5 a5t A FER SR YA AE AR OC . PD R R AIE
J2 a=Syn [ 772 R, 3 1 TR o5 400 i Py 450 30 1  J
Gy /A B R R D) AR R AT DL SR AR . B
Ji ao=Syn U 25 M B J5 S50 R 4 1R AN K, 5
K AR 22 L RE 1 28 0 1 25 2K T 22 T4 g o 22 326 T
IKBRAS , fe 25 | &% HAT4ER PD 9 B
2 0.1%~0.3% , 1 X — Lb B 78 2 4F N\ 1 (70~79
)R TR GERA1%) , i TRERA %
WAk, At PD BB B H BT Sk — ot 5
TE 2040 4FHi L 1400 J77

5 AR L, B 1R T B MY a—Syn £F 4 RE4Z LU
Caspase— 1 R 1% 77 A2 2 AR SA% 41 i NLRP3
835 AT BRI TL-18 , 33X — 3 B T o—Syn 2T 4k
SN A I TLR2 SZ K B 45 57, a-Syn £F
A id AT LLE 3F TLR4 1755 /0N Jom 240 1 22 10 e o 24
T £ 355 Ak, L K /0N S T 40 X o =Syn 1) 45 B
WESS 5 —fF9T & PR, NLRP3 (1) R i 25 FH Caspase—
1 BEA% 15 32 87 V) o—Syn, M 1T 412 HE K 28 28 1 ao—Syn
R EAREI B A A AR, =g i vkt
1M B2 ITIET 0, MO A IT 4L Z T 5T
S IR Z2 1 i BE A% 3 4 c AMP 311 1) NLRP3 48 i /)M
(435 16 , IF H NLRP3 it f4 75 MPTP %551 PD /)s B
BRI REAS B 1k PR R 22 B 2T I T, 31X
Se 28 S IR NLRP3 RAE /IMA 1Y 18 B2 1% fL 7E PD 9
o A IR BORMER . (B A DR R B, 4
(1) 9% i 7N 445 0 41 751 il 14 ¥ 3% T & (Ketone
Body B-Hydroxybutyrate ) JGZ ] a—Syn 175 S 19/
JRE B A AL TG ALY, A5 6 NLRP3 78 PD H Ve G
FriE— 25T A

Bt AF 5T AN A, KA UE 35 2 W PD $
Hh /I S IS 240 L 1 3 Ak LR T A R A T I BE T
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7 PD LY IE BTk S R B PLIETZ A% (PET)
B A S R 224 K R I DX e 1) 5% 32 2K 11 (TSPO)
VA SRR R /N AN B 2 TR AR IR AR T 1)k
U PN 73 5 oo—Syn £F 4 2 4~ A J5 , MHC-TT 15 1k
(R /IS T A0 A E e 8 Sl S 8 T, O HL % A M 7Y
PR RIAL , 77 A 22 Fh A4 P ¢, ] PD AR /N B
R PN B R 224 (LPS) , 2515 S a—Syn (K45 R
T MEBE, WL LI, a-Syn 76 PD R F %
A2 R G TP R AR IR IO S E 8 I, 1
JHF R AT B R R BR' Y, PD RN s
XA 28 R G0 RAE , B S TEANE B )12 1 4 Btk 4
SiE , A 45 1L 35 A TL-6 . TNF—o F11 C 52 0 26 11 1
P, AR AR HL 18 M 4 B RE I AR (T
RIS IR ) , PD 1 £ 55 XU A, 25 B 2 386 e, 3ok 4
S5 B ARPE R KL T PD BB 1B 4 RE R4 B R
i, AN B PDJRGAE JIr 5 | 1 B8 N7, B A Al fig
& PD Z IRl B FR

MCC950 [F#E# FH T PD B8 3897 v, H AR
MCCO50 fE 41 il PD A5 /N B £ 5 B i b 25T
AR f /N RNA (microRNA) %% F T PD B4
J7 T, miR=7""F1 miR-30"""44 A 4[] 4101 i NLRP3 1Y
WAk, T ] PD AR I /N B BA R 2 1 R RE A 4
JCER B AT G . T miR-135b ZE{R SR
) PD 5 75 b 3 3o HE 1) FoxO 1 9105k B2 B R Ak X 22 12
Jetih 2200 R AR ARAPVE I
2.3 AZEZEM FENE R AE R M

WL 455 0 2 R AL (ALS ) & —Fh B 19 #h 22
BRSO , EERIE R N Ao TS
T, S 208 H LA D BE A 3 2k AR R I 1~5
AENFET-™ . ALS I & L] v N A ALY
I AR (SOD1 2K 1) 1Y 28728 2 ALS 5 fie i UL Y it
L EOR R R (2520%) , 71 H 2878 SOD1 7 £ K/
W2 IR ALS iz s 2 oe ™. 5 AD Al
PD {0, ALS rh i £7 76 2 1 28742, 4 TDP-43 2 [
1 SOD1 AR R & , LA & COOrf72 /S B H IR T
HIMEL T 1™,

16 ALS B /N R Al 22 4 40T L)W 2 1) 2 i
ST /MRS AL, I HLAE ALS B3 19 1ML 3 P REAE 6
5] Caspase—1 BY/KSE ™, 4 ZUEHE £, 18

ALS H/ N JBE I 240 JfL [RIAE A b 28 R 1) R 58
A3 1 TDP-43 F1 SOD1 ¥ BE 1% 1t /1N I ot 48 g v 17
NLRP3 RAE/MA , IS TL-18 (3B, sk
X 2 A~ 58 AR B AR AR A1 S 56 vt BEAIE $E /N i 5 4
Jitl L CD14 4§ 19 NF-«B 5 5, 98 1 7= A KA )
TNF-o 75 S 3L 55 F2 #h 2 n i sE -7, IWAN A
SODT ZE78 1) 7]t Jot 240 Jif 3¢ 0Lt 30 4% RN A s s ok i
FIREAR Y Dy e 52 B 2 A1, 5 AT g (o i LA 4 7l
SRR AR, RIS 2 ALS Pl 2 R 1k —
BP K AR KRG RAE i — 2 &
ALS BRI i 22 R AET, X HEIR ALS 19 & Al
HlFIRE SRR A K,

FE TS 5 19 PP ARy 41011 77 Wt 445 51) i ( pio-
glitazone ) 75 /N B ATS A5 7 o EL AT A5 5540 (%) ft 22 R B
YEF™, 1L-18 5 Caspase—1 )l [ BE % )k 22 ALS
BRI /N BRI 0 0 8, 325 32 b o S8 A N DD BB
FETIX—45 5 Anakinra(—ZR TL-1 Z 636100 5
T s (M — R AL B ALS #1283 254 ) Bk B 25 2
(I R I A2 T R v 25 SR Rz 2 B
B 2 M I ELYE A 24 J5 L2 2 40 i X 1k
SR FRRAIG (R RBRREE 25 52 J8™,

2.4 H{h#ZIRITHEBSR IR IE R B

=GR FC BRI (HD ) D —F 55 0L A 5 e
A i P A 0 b 23R A TP | e S B R AE 2
SUIRAA Y o RUBRE B 2O G . S ECHD (138
R B2 R T 00 & (1 gt 3L (HTT)
AR CAG TP MELEY R (it 3510 EE )7
A ATT 28728 (mHTT) o I H CAG (& $ik i,
HD 1) & 5 B (] ER L, ™ F B i =y . CAG )™
B EOHTT B i KRS 2B 5, 5 &
A RAE FEA L TTYIRERERF FIZET . HD R
I A A F 0932 ) (BKERRET T ) RA A5, If:
HABZENBF™™,

5 FRHE R & FUORRE , 2848 1) F AR R
H LTI A K45 DAMP [ DI RE™. {HJ& HD %%
HHERFEFE I T RIER N S5 R A, 1
HD S A AR #2822 50 S 1l B T e R 4¢
ARG , T A AP R AN P . I H/N R
JEAR /N B R A mHTT 5 #6535 4 S8 R 5
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(Y FIE, HD /N UL LI K HD A8 25 1 W 2
JRUER L T IR DI REZ 5, XA ] B B AE T
FEa AR PR (8 BRI VR 2 T A0 B ol 28 SR

TE HD f835 1Y ik N B2 98 450 5] Caspase—1 175
B, M\ Caspases—1 1) 25 H BEHLEE ISRt , Higifk
Al B EL 24 HTT, S 2CHTT /MK, {2 2k 5
WEARE., SOREUEIL-18 ik &
PES T A U R AT AE Y —— KR R R S
Caspase—1 Fll Caspase—3 [ ik , REWZ 4L 2% HD #5178
/IR (R6/2) PR E ™

2 RNEREARAE (MS) 2 —Fh rp AR ph 28 R e 18
RAEPEMERER BT . BAT I K Gk SR 1 L) B
25 U B O 0 B RRAE™ Al S E Y 1
WK 2 b Wbl 28 oh Sl 0 A% 338, JF S BUR S ) B
95 LT B RIA RN B AR, 5 AR Y il 2
IRAT B AN [, 5 A A T ik B 40 A R )
JEBH WG FE Sk B B SO T A0 L) 7E MS B AR AL
B rh R A GBI AE P, SEEe e F B S ik
HHER (EAE) BIALZ MS & FH 1) sh il Rk
FL G TR 28 R G b ) FRAZ A IR DL e B B I
L CDA+T 2 A T 14 i i

RAE SN AR MS & ML ) B K
MS £ 35 A1 JE] L5 A% 41 (PBMC ) LA il 5 1)
Caspase—1 . IL-18 I IL-1Q 4 1 88 [ &>, I H
NLPR3 RE LA Caspase—1 4K i (1) & 12 , ¥ 1% Th1 1
Th17 J B, M I 7E EAE %5 9% 1F 8w & # 24
FHPY, AE EAE AR Fh NLRP3 S fL3 B H I (g 4k
RIFWER R 1E o TAE 75— MSHLHR (cuprizone 75
SR BEHY ) B, NLRP3 Bk [8] ke 5 AT 14 97 1E
= T3 A 9T & IR, Caspase—1 1 16 1) GSDMD
(Gsdermin D) A BE & MS H /b5 Ji5 Joit 41 it J5e #i # 114)
FEHLH,

Z AR A NLRP3 B 259 E 45 H T EAETR
STHIBFSE . 9180 MCC950 2 VX-765 ¥ iE A fE
W% EAE /N BRUBIEARY, M4 EAE /N B
5 OLT1177(NLRP3 S fE Al 50) ) faAt , Joie & 1
Bii 45 2530 27 RAE Z J5 45 25, B I 3 el sl
R, AR, CDAT MR (CD47-Fe) BB 75 53—
LA (NO) 7= A, 3 5 /IMA BT TL-18 FiffA< , T
Bl Ak 3 EAE"™,

IR U b 2 AR AT P 0 1) 24 P MR O Gn % 2
JIiR o

®2 MZIBATEBR 2 DL

ESLUE HLH P IR A E =D UIN
VX-765 & VX-740 Caspase—1 J1l1#l 5 ]WQZM: gg
CD47-Fe A NO, P 1L-18 A MS & EAE [100]
AD [44]
MCC950 NLRP3 5 5 4240 15 PD [66]
MS & EAE [98]
JC124 NLRP3 351 B30 il 71 AD (98]
OLT1177 NLRP3 3£ il 771 MS & EAE [99]
( Flufenilfii??g Eiﬁiﬁjic acid) NLRP3 A ] S A7) AD el
miR-7 & miR-30 NLRP3 41 5 PD [67-68]
miR-135b H 1] FoxO 1 71l £ 85 1R 1k PD [69]
W A% 31 ( pioglitazone ) PPARy 57 R FEHL R DI BE ALS [78]
Anakinra IL-1 ZARFEF ALS [79]

w
By

B
SN SRS LS I G 1 B BELLE A 1

T BRI JEL R LA R 2 UG A A vp 35 4 B
Mo AERRXHZE R GE T, /INB AN A S e i)
FEEORIEE o N TR 22 RGPk
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B B WA, AMUAE R 2 e R B VR B BT DL
MaFR AR v BAT S B B8 ; [RSNGB 20 A A7
T 22 R SR 32 R (32 B2 TLR FIRE/IMA) | fiE
PR PR B 28 2R GO BE P Y PAMP (g Rk
Yu) 5L DAMP, {1 AR . a—Syn.SOD1 %5 | 1 1M % 175 3
Witk 5 EMERAE ROV A, #i 2RI T B T i
ZIN G I A 35 A A U LA 1 /I B 2 A 51
SRE SN T H 2 AR B M R R, Tl T £
it R AE A T T B 0T A S TR A AR AE T LA R
HES 47
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Abstract  With the induction under the stress conditions such as the brain injury and the infection, the microglia in the central
nervous system will rapidly be activated to promote the neuroinflammation. Extensive chronic neuroinflammation can be found in
neurodegenerative diseases, and the abnormal folding protein deposited in the brain of patients is usually the key cause of
inflammation. In addition, the neuroinflammation may also directly participate in the induction of the disease. This paper reviews
the mechanisms underlying the activation of inflammation in multiple neurodegenerative diseases, as well as cutting—edge studies
of how the inflammation induces the disease initiation and aggravates the disease process. It is suggested that the next key
research goal is to find the drugs that target the key sites of the microglia activation with a good blood=brain barrier permeability.

Keywords neurodegenerative diseases; innate immune; neuroinflammation

(FifEgmiE TS0



