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Abstract
Two novel modes of cell death, ferroptosis and pyroptosis, have attracted a lot of interest recently
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since their important roles in the development of different diseases. An iron-dependent, non-apop-
totic form of cell death, ferroptosis is typified by the accumulation of intracellular reactive oxygen
species (ROS). Pyroptosis is a type of programmed cell death driven by inflammation marked by the
release of large amounts of inflammatory mediators. A class of neurological diseases known as neu-
rodegenerative diseases (NDDs) consists of compromised neuronal function and in some cases, neu-
ronal death. Ferroptosis and pyroptosis can aggravate the beginning and spread of NDDs. The ob-
jective of this review is to provide novel perspectives on the treatment and prevention of three
prevalent NDDs. The review investigates the processes of ferroptosis and pyroptosis and their re-
spective consequences.
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1. 5I8§

PRZEIRAT 507 (NDDs) BLIE i /R 2 i 2R B3 (AD) . TH4: A% (PD) = EWUR(HD)%, & —HUUM&st
AN 5 T RE RS R 18 PEHEAT PEA 22 RGO [1]. BRI ZEAL S 5 YA ar e In Rl 1 #h
BAT YRR AL S 2T, R EAVE T HOE 5 ERE R AEIE R, AR R EE AR 2 R T E AR 2]
FUEPPEIBAT VR IR R RIS 5, (B HBURHLE MR e A . WA ARN, R EORNEE
o IEPEEAN SREAL SIS . ZORA T BERETS . DNA $1455 S A2 40 2 5 30 o i 1) 3 S5 304k 3 5
F2[3]

WAESR, BEAE ST PRAET MR TR BIR N, BR 74U TRIRAE AN, BRAE TS AR T AR N R R
PEAAE T3, WA T AT V2 KT [4]. BREET & — R otk i JE R T st o7 5, Hy
TERANM N B R AR R, SRR S E R, sl & oHifi[5]. T NE—F
Gasdermin F K AN FIIAMRIET 775 LM BT LI, SRR AN oM, 51K EZ ) S0
RL, DRI 4 e R [6] -

HAT, S8BT AR AT T — e E, (B7E 12 8RR, gksir ek
TR IR AT VR P 1) AR TR e AT 1) (R AR AR DA S e et ax e i g SE T 7 00T R A 21
MYRYT 7755 . B, BRI BT RE T RN, SHRAE SIS, nTRESN NDDs [T AliG
STHRAEH I BES . ARLA B RGBS TR T =Rl WA IR AT M R it sk g, e
TR PRI R FLOC &R, VAR FLAE B AR AR FAALAEL, AR I FE AN R R F 3R 5%

2. R
2.1. BXEHHE

BRIET (Ferroptosis) & — Fh kit i AR T4 i sE T- /230, | Dixon %5 AT 2012 SE IR RS
B [7]. BRAET FEEH erastin 25/ T-40 & Wi ik 001 Dk =URR /A R BRI 17 36 32 1k (system X)) G 14, &
A IK(GSH) & B2 B, B B H BRI A 4 (Gpxd)Ri, #EMi51 & ROS FL R AR it & Ak [8].
ANTE] T HARAH M AE T 2, BRAE T IRRHAE 3 ZEARIILLE 22 AN LRI IE 197 B2 (PUFAS) ) 7 i AU ANk 75 S 1 IR
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VRS (lipid ROS) KEER[9]. FEBRAET-HERE Y, ZRRifA R A WAL, I BLZR ARG, AR
A, BRI R P B R SR IR, AR ML S AEBRAE T A2 rh U R IE 0 [10]

2.2. REHH

22.1. HRBRE

FEIEH AR T, WX IR 7 SR 4EFF shas (1] [12]. =M ek(Fe®) 5%
B A (transferrin, TR)45 & TE K TR-Fe*E &4, MidHEEASZAK 1 (TRONSHHNEEEEANGRAN
[13][14]. BENHM)S, Fe*7E4 @i RN STEAPS [ AL/E T #0d i o — A Bk (Fe?) [15], Bl 5 i@ —
W& mFIEEE 1 (DMTL)E G0 M5 0 A Fe e Bkt (LIP) [16]. — &4 Fe? 4k fili 47 T8k 8 [ (ferritin) 1,
DAERFA N BR B FIARAS, S —il o M 54 AN i 2 ARENESI[17]. 2RI Fe?* Wil i Rk #4128
1 (Fpn) R E A B HE 40 B 4h 18]

MM Fe? E R H R R EHEE, AREPab it e EZ, JEr Fe? 2 il & 25 /2 B (Fenton
reaction) [19], &% EIRERIIRE H HEE(OH), FEUAIM PSS (ROS) K B35 7t =1[20]. ROS A A
SRKIAALRE T, BRSO FI I B2 (PUFAS), 51 R It A fk B U M [21] [22]. 3%
—i R AR R — RV TR E B BRI IR TS S A 2 B 1 e A, S R Al R N A it
AR R AU T [23] o SRERHIF AL R, AMIEPERR A7 Ao T R AR T IR P Fe VR, L7 0 1 b 1 55 g ol
A KT, 2SR R IE TS SRR [24]

2.2.2. RRFREE MR

Jg Bt E A A BRSO T L R R B I (7] AEBIRGE R, 4R AR X0 1 2 Bt S Ak B
ROGPFFAMNICIFRRTS, B RIS M 56 B A0 A 3 Th BB 9 IE 5 12 1B [25] [26] . TERIET Ml 564F T, Bl
AT 1) Fenton s SLid i {4675 14 U (ROS) A i, DKl 22 AR i 107 R (PUF As) & A= B Ak )R B [27]
PUFAS 1y 2 i 6% g 11 B BEAL Rt 40, A & 2 A ANHURDOUE , A R S840 e B e 52 UK 28]
FEGRIET AR, Ui Py RFR Fe? It SR i N A= i J2 3 1 PR, IX 88 [ 2k 2 45 3 Hh 0 PUF A,
g1k g T A AR U B [29]. BARTIT S, FREEE AR Je N PUFAS AN RTRUEE EahEE R T, AR AR
JERRE BE(L); BEJS, MR H BB S, BRI A H B3 (L00-) [30]. B4 A B —
M5 —A PUFAs 70 F LR IEE T, AR RUIR I A PI(LOOH), FERE ikt B i i ot B H 2 [31] . i
FROEA AT, BT RO & B A 4 M 25 1 10 I i 284k 2472 ¥ (lipid peroxidation end products) .

2.23. MBHRGKTE

TERRAET R, BT RS f i A e A A R E L R G . HUAELERAE 4T M B
B I RO A, R B O A 4 (GPX4) JU A B [32] « GPX4 @ik 1) FH 3 Ji 7Y
B IR (GSH)YE 9%t Bh A 1, #4585 284k 0 (LOOH)IE Ji7 9 iS5 B2 (LOH), - A T 348 i) i 5 i 48 Ak [ 32
FE[33]. BRALT- 18], Db 2R BRI S IR S I B 351k (system Xe-)i k32 4], SEUN R BRIREUR /D, 18 GSH
AR E BT, BRERER S = 31 5] R GSH & BUs /b Fl & & R FE[34]. GSH ZK-F B IHIH] T GPX4
s, IS5 T HOR IR TS E A T R A RE, (AR T A A A L Y R = AR 2R [35] .

BT HIEALEE, HRPIEAEAEE R EL BRE QL0 ZEPEALI R, TR 4 R 40 i AL ST A
[FIFERIEBEA TR IE o 4E24E 3R E N — M s U IR EPU AR, RE BB 5 IR B R4S
TR T S R B U N . BHEE QL0 NIE I 25 20 M I B 1 AR B R, IR TS P E(ROS) AR
B R & EBNER ROS HIAEI[36]. SRMIEZIET R FE g, XEeh AR & BT feid, s
FALIEMERZ BN, AT IC IR REEAE i it AL R ROS & B . WEFER I, FEBRAET- % S omab
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MU, 44K E AN QL0 AUS 2 T EF, AN HT A AL Bl A RE 0 W] IR 8 [37]
3. £
3.1 EXSHHE

T (Pyroptosis) & —F i Gasdermin (GSDM)Z ik 2k A S HIFE P M4l st T 3 [38],  H B
fiFE GSDM &[4 caspase FEVIEf5, L N v MIZEAERE LI AR 1~2 nm fLiE, SESIEE KM,
21 P R % i s A SR [39] o PR B LIS P9 2R (U IL-15+ IL-18)FRIRR AR, ik 58 2R 5 32 44k (fn TLR4) K
TEIRZL I AAE IR M [40] [41]. SAME T AIASEIEE AR, TR A Az s R R R, TE
TR R SAZ R, AN R AE SRBEI 40 A 25 ) 2 340 R 40 B IS R i 4 [42]

3.2. KEHHI

3.2.1. LHRR

FE T (Pyroptosis) i) 73 7 AR AL HI AT DLy N4 SUREHEZ S FPiR A . S SUm R, SORE/IMAR AL T2
MFENKZEASSY, EEOBERIRZIAPRRS), #LEA ASC BLATCIETE I RTAR R & E -1
(pro-caspase-1)ZH Ft[43] . 44 il 52 31|55 JF 14 1 5% 7§ B 20 (PAMPS) B8 15 AH 5% 73 11 U (DAMPs) 55 4 F il
W, PRRs HAIIXEEAE S, (RAESAE/IMAZL R I H0E caspase-1 [44] [45]. BA NLRP3 #AE/MA g, 4
MIAZ 0305, NLRP3 2 A &M %354k, 5 ASC Al pro-caspase-1 i FLAE I, A NLRP3 &I/ MEE &
¥, kBt pro-caspase-1 ) E], A- G caspase-1[46]. FEAET- RS, WAL caspase-1 K154
CAEH[4T]. fER—F R R B, caspase-1 $ 7 PEV)#| Gasdermin D (GSDMD), ki HA &M
1) N-AK 31 £5 44 35 (GSDMD-N) [48]. GSDMD-N B A7 45 &4, RS iR NN, TERALiE, 334
WP, 51 KSR 90 RBL[49] o 3X — 3 A2 -5 40 M i K RN LA A G, B AT T

EAET RS, WELRIMER B -1 (caspase-1) MY 1% Gasdermin D (GSDMD), JEAE A 4l 5
PEI N-A i BL(GSDMD-N), 5 S04 AL 18 T2 RSORN 20 B (501, s D& 8 PR ML PR 7 i, 4 2
A 2-18 HiR(pro-1L-18) A1 141/ 22-18 Fi A (pro-1L-18), # H i (b v BHAT AR sk 1 s IE A (IL-18
A1 IL-18) [51] [52]. FzhH IL-18 A1 IL-18 it 40 H i 1 (1) GSDMD JE R FLIE R BN A ok, K45 R 2
MR S AE FI[53] . 1L-18 Re i fl A 40 ™= A5 B8 22 (R S FE A L, an R RSB Rl F--a (TNF-a),  AATTIRCK %6
FEf5 5 [54]. 1L-18 W{EHE T 4R F AR R AR RITE AL, S SR WL 1) S ) BI[55] . X L4 i PR 7~ 3 [H]
SURIFIET 90 B, 5 B L3505 A B R ()3 — 2 R R [56]

3.2.2. EEHIERE

2 iR 48 2 i AR BE K &R (1 B§-4 (caspase-4) Fl caspase-5, LA /NI caspase-11 /-3[57]. &
XA, IX G OR R R A 9 LR TR 20 B 5T 1R JE 22 B (LPS) 55 Ji AH 9% 231+ [58] [59]. — B
‘EA2 B Gasdermin D (GSDMD), MM 51 KAETI[60]. H&MuRieANE, R4 MR MHIE T H &
KEAMERZ S, SR, ERLEENL T, JES MRS~ AE ) GSDMD-N ¥ i B nl fig 5 40 /MR BLAE
IR SRE RBI[57]. BEFLR I, ARG, EL SRR R E BT, LUEkR
TR A, DRI LR G 52 SR G4 [61]

4. ZFRTESETHHEEER

BRAET AR T AR M A AS R RO e PR SE T 07 3, IR ARIISLAAAE, e AIIHE 2 Pl B A BT R P A
B OrFEER . JEFERIOPT SR, P Z AR R IR0 TR E M, JEFZ 512 IR AT TR
R AR .
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BRAET-MRAIE = e it SRR R . IR A =0 4-55 0 T ) (4-HNE) FIT A — [ (MDA) AJ
R A PR B 5 AR G 40 T X (DAMPS), A5 R 531 32 4 (4 Toll K324k 4, TLR4)IR5I[62]. 4-HNE 7]
I E#ES NLRP3 FHEAEFH LA AT NF-xB 15 53 2% K520 NLRP3 2 /MATEVE[63]. A, ERAEToid
T A2 1) ROS B ] BHEIE NLRP3 #RE/MA, {13 caspase-1 [¥)iE LA GSDMD IYIE], M K& £
T2[64]. UEAk, BRI FEUNZRAR DI REREAG AT R i fA DNA %5 DAMPs, i3 — B 0E #O5E/MA[65].
BRAET-RES B P AR F RS S, R JORE SN AR T . FET A PR BURAR R I 7 IL-1p Wit
BOE NF-B 15 5l L REE A2k L(TRL)IIRIL, (It gdsiG  FIR T~k 2 & A (Fpn) %R
ik, MHIEANHE, S EAEM Y Bk A SR A — D R B AR ROS, IR i iU AL [66] . [F]
B, ROS NS AT MILZEA . ROS BERT ek 28R /MA L LS A caspase-1 &, IKBNEET:; AT
GRS A SR B L A, R B AETI[67]. Ik, AETTIEI A SRR A R R AL N, fERE N
BICT QS R BRI TH RS CE RS TR A T I I O A (. 2 BRI 2R R Al ot FE T TR 1
B ROS Ak, {EHEERFETS[68]. BRI ILkiih DNA J0F caspase-1 Fl & E/ME, &R BETI[69]. Hhsh,
W 2 ) [ B 2 5 Rt T AU A o W T ARk B R TR S 2k, (R IEBRAET[70]. EWRAE DG ER
1 (40 ATG) 2 5145 &5 AMA I iE L[ 71].

BAT ST 2 MR AT R R, BB LGS 0 7 AR ESAH B2, OB G,
IR Z TR I AIGET. . FEMZRIT IR =T, BRI — 3 BAE X T RBCE T Tk s BA
HEE

5. R T S5MERITHER
51. %5 AD

BT IR 2R BRI (AD) A B 5 LI 5 AF 8 AH QAR AR AR AT PRI, I RSR I 9 HEA T P T A2 e s A LA R
#5[72]. AD HIRHEPER AR CIE B p-TE M0 AL 2R E (AB) UIRE BRI EAEBE(SPs) e B BERR AL Y tau 22 I 7E 4
Jf P SRER R B A R AR YR 45 (NFTs) . R Jeif i35 K2k Al AL 8 Th RE 570 DA K P2 JOE S5 [ 73] (15
HEEMZ, AD KIHZEZMER MBI T = SR A KB A SRS T4Gr 1, T {gidtek
BTERHE B R E . TTREY, AB (1-42) 5EEAILRE T SR E AT =M SR OB E R R
RIPERMCIT SR, 52K AB 25 AD AR R 8 [74] . BR7E AD KN AR R, dlid 22 P = L] 5 3
PR TC D REREAS[75] . tau & A FEBERR (b AT 2 B 2R AR Dh REREAG, 150 ROS A2 R[76]. tau H L Bk
TR 5 S8 N O BCEEE IR, 15 SN FIH0R BRI E R Z i 5 & o Ak, AD B3 bbbt
RAUReIIR, H— PN T A CHBUIR UL SRR J1[77]. BFTEEAN, NOX4 J# it 4 N5 5 1
JE BRI AR i B R R AR AE T, 5 2R AR AR 52 AR A O [ 78]

FORIER 22 (I SR 7, BRBE T 7R B SR JR 3R 9 (AD) [k J ik R i B EE M (. AD B3
RN, R FRIRIMBINRE, Rl RIS B-TEMFEE T (AR TR N X, ks 7R E ] 2
EFH[79] [80]. WHATHEH, AD S WA kS U R EE 5 IN R DR 3 2 OEAROG, B 1 BN B
B R ERRANLRE, D inE ML oi[81]. AAEMARIE TEES AS DU EREH K%
FOG, BRES TRl REMEAL AB ISR G JEAGIHE, MM NI AD PR3k FE[82]. AD B3 i PN 2 ANHL R g
IR (PUFA) AR 2L, B AR PO SRR R, e R BRAE T, N JRIRR 228 70 % ik ] 28 1 1) 00 55
[83][84]. [El}, AD F3& KM i Hu S AEEEYE TR, g bt H oS g 4 (GPXA) & RS, LA
KA E R s B IR(GSH) I & &80, HIES T # & o s LRI e 7y, (LT 5 kgt T
[85]. WFFTiE~, AD /NRART G GPX4 A K H: mRNA IR AL S RS, X T GPX4 Thit
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S IRE S AD HUE Mtk e s VIR R [86]. BLAh, AU IRL, AU A S AT #) GSH KTl
AD g FENRIBR RS 3 (L AL bn 88, HOKP I FAR AT REFUR A AD Aoim KU (1 ETH[87]. fERRAIET it
RErh, A2 IR BT A B 1 S (ROS) 2 0o A 428 e A A L JEE 5 19 i B A PR 4 T S AR ) 2 3 PG
PFERE T IEF MG 5T, & FEMZ I T2[88] [89]. @i M kAL T- AR 2L, B4 Rumie AD
RIS BB 200 BRI R SN RN D RERRERG s D AD 9T 4R 4% 1 BT AL T HIU& 12 [90] -

5.2. ¥k% -5 PD

WA 4B AR (PD) A A1) 4 BRI L A 38— WA AR AT PR, X AR ARG R 1 T2 fEmA[91] . FEBEE
BRI IR, PD R 2B EE T, R e 2 AR A 1 0 FRER L B A 3 I B A 1 17 7™ U2 Bk K

PD M AR AR F LR B 8 2IR5E . W0k BRI L AP i s e IR, DML DR | iR
IRFERS . H B IRE AL AR PRS2 ARIE SR [92] o 14 AR5 (PD) MM B R EAZ O FE TR 2
ELZRE(DAYH TG I B2 /D, 1K 5] R B I8 N REIR I G HE R 32 [93] - BEJT A 2 L IZREMR £ T I K = 1R
T2, HESESURAEH 2 ERRE IR TR, MR T K 2 B B4 208 B% (1 155 12 1E[94] [95].
Ub4h, PD BEEIEALBEE FREL ARG SR N, 98 RE AN I IR I B 48 i DR 1 IR RO B 7 4 & 6 (45493
TN T P59 (S ALERE[96] . ZR KA Th REREAS IR L PD [ 5 B0 FRARAE, ZRRiALE H 5 IhAE I % 51 Kk Bk
R R, A RIEEA(ROS), R AMNI, WA T AR F[97]. [FIN, DAEE SR
FAEN a-RAZE A E A TURER, & PD FIAREMREINE . a-RAZE AN RHERTIN T &
IR TR, REFHMAIOFT.

PD FIRERHIE LR E T 2 EREME U AR T A NTE 5 B . B X A S E S8E 7, A2E
JH e 22 o R B A ER[98]. 2 L RE AR AR mT [ S E 4 AR BRZEAN ROS, JHAEAN I I P
HIRR[99]. LRRIAASE A1 | BRhIFZ PD IS AIRRAE, S LKA ROS A= st n, (et ig it 44k [100].
WHFCR I, M4 A% (PD) B2 (1 JB T X3k, kiR 5244 1 (TR1) A K B, Rk 7 E2kE 7 g
[101]. SUbFS, FREERELIZE AI(Fpn) R H I T B, BAAS TEES R4, 205 2o i i gk
BTHAREZ . R B2 E TEE SR N, A HKEEHEE(ROS), 1X4E ROS Fif Rl By 4H i fi
I Z AR R TR (PUFAS), il R i i ik S84k s B o i st 480 A do R b 2 o ) g ol st 4 A 4 L R B )
AT, EATS IR SR, PUELAEM P B TR, Rl ARt thAh, PD BRI
AURGABA T RECRE, S O EAGN B 2 PG5 . 2 H S ALl 4 (GPX4), {EA
AN BB EAC R, RER TS E A A N TS RN T, NI HAE A . SR, 7E PD B
T, GPX4A WS HEREK, FEURIS E Ao sk, 3 —0 kT g B A6 k2 [102] .
—IEL 6T PD /N RAE R ORI SR I, S0 BRAE TR v B 2 R RE R S TR T, JREGE R
(138 BN T REREAR[103] . IX— RINHE—BHEE TEAET-7E PD RIFHLEI % OMER, JF8 PD HIRIT IR
BET TV ERE A

5.3. ¥ -5 HD

AL FCUR (HD) 2 — Rl e i ML A 0B AT M5, RIUNIHTHIZ 3 A7 A FIHARIBE 71
TR, E5IEAET. TIEW IR (Huntington’s Disease, HD) 975 FRARAE 32 B2 L 0 9 B i 15 SORAR 1)
ZAEIRAT AR, Hrb e B 2 28 SO AN A BUAT B R R R 2 T AT PR B R DU A [104] . XM T
FETCRHIR T R AH G40 22 [ B 1R 1E 8 Th e, BETT 51K — RANIGIRIEIR « W7 2R, HD 838 i RN SUIR 1A
WRVRZE DG, PEuHE RIRRD, X5 B3 I s A G 2% D) A 5 [105]. 1Ak, HD @ n] SHUK
A0 FLA DX SR AR, G DK R 2 B A A e B D 5, X — D I = T AR 1
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fE HD H, RAR ) E M A (mHTT)iE S 2 Rl s 2 o s B0 T2 I BURE . mHTT 4%
SRR, NIAPUALEE GPX4 [FRIA[106]. mHTT SEmZkitka) 124 F H W 72, 5308k A R,
BB B EE[107]. BEFUE R, R6/2HD /NRECIRAESH 2 o EREAZ 4B Bt AR 2R, 2RI R 1 (IRPs) /K~
R, BREREHUZ R TR ANkt B2 1 FPN SR R A& RIPE R [107]. e 244 1 377 3-NP jd i
NOX2 /51 ROS A=k, TEHEH mHTT MISCIRMAN i 3G 5E Bk FET-[108]. RIS, mHTT At 2 0E &k
7, G I SNE MR EE A R DR TR R A [109] o IX LS AR AR SCIR AR R 22 T8 B T R Ak
HET:. BT ALOXS SRiE AT HD /N RSO o R AERAE TS, 835 2t D BIROR I 1 K 75 A
[110]e X— KPRV 7 ERIET-LE HD RImHLEI T B SCHEVE R, 9 HD a7 526t 138 18 eS8 A1,

6. FSHZIRITIEKRS
6.1. -5 AD

AR R AR 2 W F0 3R WA TR B R 20 BRI (AD) I R i Ak g ke CREE o IR S ok, AD i
F K R A6 b S 2 1 -1 (caspase-1). Gasdermin D (GSDMD)A F 4H i/ %-18 (IL-18) /K V- 55 3 T+ =
[111]. BE4h, GSDMD /KF T E-SERFE p & (AR tau & (/KPR IEAHSE[112]. X —RIER, AB
A1 tau & F SRS W] REE (e BE /MR BT A SR AP & T M IR AR TS, HESh AD IIRAERIIERE . BT,
Ap Al id It NLRP3/caspase-1 157 5 ELFAE /N A 20 S AR T, H|# & o E T s AD R
RUNEIARIRE /J[113]. 7E AD BAL R, /MR BT 4 AR TR 5 40 il b 23K 1) NLRP3 R4 AB 0%, 121
i caspasel/GSDMD i FAHMIAET:, IR SREA BRSO AT Rk AB 54 . IR IS5, AT
JEIRAEAIFR 2R AT VEAR[114], $07 caspase-1 i ¥ ] FEARIE R AE 22 1 AB IR 2 LRI SAEAT AN B AG[115]

AD B RKMiF, 1SS SO H R ERIE, XONETIRR AL T A . AB R tau BRAIAMYE
FEWOE JRE /A, 38 P 5 3 A SO VA B AR T 0, 398 NLRP3 Z8RE/MAEI S . Ak, AD 1/
FISE IR 440 6 R B T B S 2 PR PR RF SR B IR S, AR T “ TR 3N 7 RS, B G EIRRE SR N RAEET.
Li ZA\MATREY, tau &AL RET R I H N EZERS, RN tau 8 A7 LSS
caspase-1 J HAth A= T- A A[116] [117]. f#F] caspase-1 I FeMs &35 4% tau & AR ETE, &
YT M R R BRA BN Th e . #E— BT R, tau A 54:LEH ASC MHEEM, (it
NLRP3 J¢iE/AIMA 225 5800, #E% S4IMi A To[118]. Kk, 4F%t tau 25 A 51 & AN AR T M Bk AT
TFi, WAEN AD HIEITHRAEH SRS . R siRNA-caspase-1 3 ATt APP/PS1 /N ik 4L 4- b caspase-
1 FIRIE, SR ER, UK caspase-1 & M| T JCHIEET ., BRAK T ICE I A i b 28 14 IR 7 ik
FE, W TS UK K R RS X A S AR R, S TN RIER BI[119]. Bk
SEHBOR, HUH caspase-1 A HUMOGAE S % vl BE N AD VAT FRALH A g . 40 5 K (Salidroside, Sal)
VEN—FREIM A, T8I HIH) NLRP3 285 /MA S 5 AN TR, A 280k T B R KBk (AD) /)
B IA N DD REBR AT AR 225 BIRAS . BFFE 7R, Sal BEWE 1 AB 153 NLRP3. ASC. iHLBLEt R &R
F1#-1 (cleaved Caspase-1)Fli% {t. %! GSDMD (cleaved GSDMD)& A Tk K 2 (A K IE, [FIEZD IL-1p A
IL-18 HIBETEL, AT G2 20 SN FE A 4B B2 T2[120] 0 % K IAIR R T KRR ST P LB 4T 1%
TRGHLE], SEONIF R DUE T BB T AD BT SR SE AL T B B ER KR, A E s T
BAERAESE AD IR, $Rm R AR A

6.2. -5 PD

F < AR5 (PD) & — Fh A2 g 22 JedEAT PR SR e s AR IR AT VR« AL 5 2k R 1)
RERRERT LRI JORE B DA G . ERORE AR D) RE R S 2 1A & AR (PD) AR o BEARAE 2 —, 3Bl
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f g AR R A I 51 R K B S EE(ROS) AR B, AT 5 A S R [121] . BebifA i a5 R AN T REA45 51 K
ROS i &4, 425 NLRP3 (USSR T:, ET ARSI KE IL-18 it — Pl 2 Dk
REME T, MEHCBIEIEIR, WK 20 R MV [122]

15 PD B3 KM, a- T filh 2 (A R SR AR A/ R T 40 M iRU3, J0E NF-«B i %, F i NLRP3 %1k
[123] [124]. [FIES, 2 ELRZEEMPE TOA B N 2R iA D Re ffis = A= K& ROS, R NEE A5 5 %0& NLRP3 #
i /MA[125] [126]0 F34k, SR DX 3 s A< B 1Ak 2 -t T R E T 25 B = A ROS, P AR E AT X

“CXVEFTH” A PD OKINE B R AT BIAEY, NLRP3 A SH/NRIRMEET-Z5 7 PD KR AT
SNERIG, FETIHSETE 1 caspase-1 Al GSDMD 2200, 4 IL-18 A1 IL-18 2% LI, #0Hil/NIRR
PHARAE T REE A BRI SORE, BB K B IAT R BRIA[127]. thAh, MIEEEER 1-HHE-4- IR 55
T (MPP+)F £ BT 55 BE A5 Al N AR A4 S AL F IR, 3900 ROS AR,  MTTE NLRP3 % PE/IMk, i5F
Z B (DAVME TR EFETI[128]. FIARIFLR M, £2Fh PD Mithshaii, DA TAXIE R 5
T I M S PR 2GR A R NLRP3 S5 /MA TS Ak, 32T TR o 58 il i% 2 1 (0 27 4 A0 i B AR 4K [129]
IXEEZGYNIE R Ik B 2 R RER AR . BRI RE, JRR AR LN B SRR SCIR R £ B ZRE M &t
e, BT EoR, WETEE(ROS) I FIE N AL ROS /KF, R Z4MH| caspase-1 /S IL-18 73k, A
P40 M A T R AR . FEME S AR (PD)E B Zh Y R ROS #iilF 5, Kk ROS /KF .3 T F%,
caspase-1 [RIBE AN IL-18 IR TSR 2 24z i, gk i ek e 4 22 9O AN A0 AR T, 2352 ) T RERR S [130]
WEFE R I, NG ) 78 5 -4 i A 5 £ 40 b 44 (hucM SCs-Exos) RE i 78 8 I o 57 2, 558 25 4100 #h1) b < %95 /1
A M R BOE , ZRIE SRR, R 2 DR A T . X — 1 AT RE VA DR T A A R A 1Y
microRNAs BEE 7, 38 4] /1N R o 4 i 0 £ T AR R AR VR F[131] 0 X Set ST R R B, O3k
B IORE P A0 MR TR A SR A A PD BT IS LSRN, S PD MIRIT TTRE T ORI LS AR AL TR
GOPEVNS Ly

6.3. 5 HD

R HD A — P RIER PP, (HIE AR SRR, AT ] B FUpp SR 1T MR A4 ) B 22
Bz —. RAFEWEAHER— R RERERS, QR TEANBE . LRADezH.
FRIGHENG . R R MAEE. RS AR AT AR LA B TR R S [132] . IX LT pERE
87 HD R BRI LRI, He TFSCiRIRgNIIE TR A2, BSR4 P A5 K XL AT e fu R Al e

fE HD Y, mHTT il B4 1B W S AW BAER, W& NF-xB (55, L2 R0 ghE 11
NLRP3 [{j3¢ik o thAh, mHTT 5 & i B 4 Dy B R i Al S 15 Wk ] 3 SO 43R BRI, 0S8 0 /M
KEEHLHIFLFEERE 7 HD RAETHIR A AR, 727 EWUEE RS (HD) & iR S/ R A b, 1%
Kl kB (NF-xB) ¥ 14 2 2 19558, NLRP3 JOAE/IMA [ FRA B 2 Fif[133]. 1X3K B NF-xB Al NLRP3 i %
7E HD Rt FE s s, mIRE S A TR AE B VIME G . WAL EIRTE HD B KA HD /) fRS
A G I 2] caspase-1 FIGE, T REVH T4 RIS T HD AL A 7 #h 22 T I AR 11 W] e
AT 5, SO T NLRP3 2 5E /M caspase-1 3R IE L1, i NLRP3 Al il caspase-
1, JkZ% HD R6/2 /IR [ s il F [134] [135]. IXUERFFLRIA, SAE/MEN T AT /E HD R EH
Py T E A, AR EWE A AT AEE IS NLRP3 ZiE/MA, 53 caspase-1 3% A1 GSDMD [
2, BEAMRMPAET, NE HD MAHZRATIERAS R . 4T, SXHETHLHIG YT 7 LW (HD) I
WSSV AL, 9 HD 89T SUSITRE 18T I AE SRS o B STIESE 1 DU AT AR VKV IR R AE VR YT
HD J7 T )78 /7, FLiEid 4] caspase-1 Al caspase-3 ML, 18/ GSDMD [IZLMR, 3 1 8 H 40 i A5 T 1
KA, WRME RAE GG TCI A BUESE | P ik 2 [136] .
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7. GRERE

B 0 T R P PR AR R T 0T R —— R T MR TS AT SR RN, AT H 28 IR BIX SRR B
TR RN A B S BRSSP I B o BNV 5 7 0 B A i LS A, SRR T AR %
SIS SRBU H A T RE T BT FCRR AT, 9ilm R SE BSR4 1 IR AE QB MR IR T SR

FERRERAT MRS IX — B A% HP™ IR AR ST 4008, 20 A2 S0P RS A R A 0 M 2 RGN IE W K E
DIREHERF S K R A R e B R BB RE R o PR IBAT PEBOR B A ML AR 8 S ddt A . 3h8E. AR
WEZ ERROM RSN, ARSIV EIR[187]. 4K, E2WIEN, SMEFE
MM NI RS 5 THE RGP ORI RS, NS B, SO B R, LR 3RS 50 )
B (EARIEMA, BERRE R AHUAE T8 B A F R SE S it L S R T g T LR B
R IR o X R B DON R ZIRAT PR i T 324t VOB B, it — P AEIE TR AR TR
PR AE T WL ) 3 A

PRI, IROR ORI U 4 252 58 AR T & AR PP PR AR AL T i Rp e A 5 4% @ id e LR M R AR AR A
IR & WA EAHER A R GU5 IR ARAE L] XA DT B SR il B fiUa , vl ey
TEREE XA ABAT PR BT RS T 25 MR S IR S A P ST SRR . BT 5 2, XA PR 4H i AE
TIHIER AT FORG A HE B AP 22 IR AT PR V6 T SIS SRR M2t F) S B
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