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Abstract

Acute Respiratory Distress Syndrome (ARDS) is a severe and challenging acute lung inflammation
condition often associated with various injurious factors. Pyroptosis is a form of programmed cell
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death triggered by inflammatory caspases. It plays a significant role in the occurrence and pro-
gression of ARDS. This article will review the role of pulmonary vascular endothelial cell pyropto-
sis in the advancement of ARDS and underscore its importance as a potential drug target.
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1. 51§

SV MY 38 25 A 1iE (Acute Respiratory Distress Syndrome, ARDS) & —F i WL B0 M50, o K]
%, W 2P B BRI SR DR SRS 1] [2]0 JCARFAESR )32 P I 2EL 2R 453 47 A0 it 50 0f 5 368 32 1k 184 n -5 B30
METE AR SAMUAE[3]. JEHER, X+ ARDS Fds PR3 BE A= B LI 5 TH A0 70 BUAS T R, (BAEVRIT 7
THI AT 8 1 AR AT R [4] [5] (6] [7] [8]. HBT, PRSIk AR R 517 45 B AT5 2 ARDS 3 e KA
AR SRR TT R . SR, T X S i 22 o S I SCRFIEIR ST, 6 1 Bk R Z A 4], 320 ARDS
R A ZR N B 2R AT AE S I [9]

I LA P 2 o e P 40 5 W 430 ARDS R BRIERR , N B A REE T2 ARDS B AL e % B 2R H,
A SN A 7 3L R RO 5 R 4R R JXUEE[10] [11] [12] [13]0 H Tl i 9 i 4R A Rl 40 80k 3z
o HEAMEHER, ETRRAENMUSER M BE 7RIS, EHFH s e, thah, 405
FET b R b AR B AH 5G4 TR SU(DAMPs)IE i) 13— 5 15 S AL A R TS, HZ AR PR T =3
MR, PR WAL . Bk, 8 ARDS ST BB AHCHE R e A BT M B B4R 2
BIETT SPEI R 1 735, I T T A8 P R 40 B R AR T R AR T RN ARDS [ %8 B = A 5

2. AT

BT R — PR TR RIE T, B 5 R R NI IE[14] [15]. FET-RIRERIETYE GSDMD
(Gasdermin D)M G k12 K AEE MIRRALK . AITE R AT PEREA AR RN B
VBRI, LA 4 A 350 ) JRE SN o

AT RIEFER A R UR. WRKILEEZ R R R 2T 30 4, B5RAEFETIMERS, 2K
HER) RN . 2001 £F, Boise Al Collins ¥ X FIET-J7 308 SONMRLAE T . JBEI, R ME X sk 52K
1) 300 i L P — VBT R 2 7R B YL J5 caspase-1 AT LATE AL IL-18 FF 51 &40 fAE T, 1M caspase-1 ¥ L3l 5 4
MRAE T R IEHLHIS AT 2E[16]. 76 2002 4, Martinon 258 AR H T 4O/ MARIMES, UESEEL A 244
NLRP1 5#23LE 1 ASC H caspasel A AL E A1k, Z5XT IL-18 BiEAL[17]. MK T caspase-1 i&fL
H_ LIS S RN TT, RIS AN R 52 AR 40 Rl 28 i 98 RE /M AR 48 B[ 18] [19], Z Uk caspase LIiF
PLIFEA FIE A . 2011 420, DixitVM HIPAKIL T 40 AE T IR LR 1R caspase-11 A LA I AR A1
HUHIEESZ B B A B R Gy, BT UMK caspase-1 2 S5EETIEFE[20]. 2013 4RI, 1% AIBAIE S A 1 7] LA
i LPS ¥ caspase-11,1H caspase-11 WA J& . LPS 55A AR K1[21].2014 4F, AR N R I caspase-4/5/11
FTEEFAM N LPS ST, MAFEHLERA R, 5ERMIT I DixitVM HIBALE 2011 F1 2013 4
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I LAE[22]. 2015 £ET)E, ARIERIRA . DixitvM IR KR MERIBA Y5 A3 T GSDMD 73 1 48 g 4%
i

R AR I T GSDM SR v o 7 AR AR AR T2 R R ¥ — B AR - 75 A R A gl A HAEERR
FRG . AN GSDMA T SpeB I BgIIHE|, M5l M B4 £ T2[26]. GSDMB 5
caspase-1/3/4/6/7 Z [RIAF(EAI AR, BERDEL 2 $ORAIE RAIMEET:, tn]fmaE2 g b A DG
Hfi & B T2[27] [28]. M4 GSDME 1] % caspase-3 2 54T2[29].

3. fMERNEMAMETS ARDS #HEHEX

I LA P A4 6 B T I 5K g L SRR R AR L DA S A A R 40 e AR A LA
[30] [31][32]. HfipN Ke4uMuzy o Birfa i) 50%, HA Bz O &Thae. Bk, i) s gn i i vl
RESZ B4 B4 PN 25 32 B IR AR I TP o P B ) 32 4503 5 JEE (1 ili Py 5z o e ) e e g A S Pk i 453 4 B A s
I 07 PN R PR A S - B B ) R A R, B Y R AR R AR T S, MBS SRR P e R
PEge sk, Sl e EE N, AR = AW 2 Fh & YA R R 7 40 IL-18+ IL-18 %5 n] S BUS -1 jr s
IR A A AEY B, SEOEIR TR EMEN ARDS [33]. BE T #0 I Al Py B AR T2, R4 i P R f 5 4
PE, B ETRERUCNIEYT ARDS B RN o il M P R 40 B B 42493 X BB T 7E ARDS KA R 1) &N B B3
BRA. AMALRZREERAEVMNRG, NEME R TLR4 rIRGIA0 W A #R LPS, BEE51E T
W2 WA MRS I I GSDMD 55 N BRI AR T2 12]. LAk LPS d& Al d TLR4 b3/ Bl A B2
YA caspase-11 MIFRIE, Bl 5 i\ I B A 140 B8 AT B R0 R4 1 90ORE /MRS 5 8 E B EE T2 [34].
WEZ AL caspase-1 (IS A AR EAA FIR— kI, LPS nli#Eid HMGBI1/RAGE 15 518 B0
caspase-1 filt & S FE/IMARIIE K, FE51 & W 2416 HMGB1 W BHAEH « FilFiEEE caspase-3 Fl caspase-9
AIHEALI caspase-1 W%, FF/53)) caspase-3 /- FHIFE T [29]. NLRP1. NLRP3 fil NLRC4 CU#) 72
W5 T S MATITE R IE S 5 caspase-1 [13G L, 175 IO P9 R 40 B 2 o (H G0 75 SO R AR ]
XEHH G EASHH. METRKAE)S, caspase-1 [ FUFIEMH AR RIER, WK caspase-1 F
FURUE IL-151 IL-6. IL-18. TNF-a 574, IL-18 5 HAR R 2RSS & 5 LR il B 40 08 P 5 41 A Aok
Bt IR PR, T (3R 28 RE A B AL FNVE AL e N2 2N, B B AE R 1, 51 R4 AR . A
i, TL-14 8 n] DU R 3k Py B V8 BRI A 2 (VE)-45 4 2 (A A4 i 2R T e Ao, 386 00 6 40 1 78 3 35
SEUE BT, 5% ARDS [35].

4. M ENE AT EER ARDS BIATTHEAR

T T O N R AN A TR AR R T, TN AR T R AR, O ARDS VRITIREE T
BT . fESHIERL s, AR 2 SO Bl A P R A AR T R Rk A, BB IRE T ARDS MR
ATEER, IS INE] NLRP3 JORE/MA M BGE AHAE ST, BAK LPS ALFE 5 (/N Ui 2 b 1)
caspase-1. GSDMD-NT Fll IL-18 S H K. th4h, fEMARSMLIRF, — FXUTLRERFIK NF-«B %1k, I
it AL VRN P R AR A sirtuin 1 (SIRT1)ZRIE . 1Z5256:3 B — B XUIT AT Ag i@ i SIRTI HIZRIEH
il 7 NF-«B/NLRP3 Z¢fift 7 I A 2 5T, AT T LPS 5K/ ARDS [13]. IS HFFTLUESLE LPS
ARFR S /N RIS o C5a AP K14 C5aR & &80, MifE A C5aR #IHI7I(W-54011))5, 1L
H CSa /KT B IR T P20 £ Tt Bl Db, 3 B 3 I o o O P B A B T CSa R it mT 4]
WA R AT, JFZER LPS %531 ARDS [11]. AW R S £ (DHM)AE T E IS CLP 5%
(A5, FOTLA 38 # ) NLRP3 58 P44 PRty ook 20 fili A5 P Rz A B A T2 SR [36] . A BT FLIIE
SEEE | Kindlin-2 Rk T W EAREA — SR EM, mrRcb W A RET RIR A, X LPS
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ESH ARDS EREITIEA[37]. -LHEET T LINC00839/miR-223/NLRP3 4k LPS i S
ARDS, XW]HEN ARDS (10 B S Ak — o (A 7 B I 2457 [38] . N2 BR T i #1fi] ROS/NLRP3 % /)N
ML AR T, FFRBOE Nrf2 {5 Sl KPR RPTEAIER, IF5 ARDS B8/ AR LRI [39].
S B 1 (SphK DS AL AT LAJSS ARDS HAEIR, FL2 M i #H] NLRP3 35 H6 A K BE i (R i i T2 48
SLHL[40]0 2250 T JE 3-(3,4- FRFEORIE)-2- 32 LU IR IGE (IDHP) AL HH AT 55 25 /D LPS 15 5 1) it fL 55 P 1 4
JEET R A, HA 4% NLPR3. caspase-1. GSDMD 2585 (AL, FHAl N R 4n i S SR (%R
IEHEIN[41]. AR 4EAN A KR F(FGFs)H i) FGFS BT Xt LPS 5 & 1) ARDS F=E 5200, FGFS i Rk wT LA
5 LPS 75 5 Bl 47 LA KB 145 P9 5 20 i ) A T2k P [42]

5. IL,\—F' &EEE

PEFE o RGN A NAR ) I SO, B H IO A5 ) SAE R B mi (. (HAE, — BIUER R
FIATT R B, WA R SBUER A2 B4 . ARAETAE N —M 5 R RN ARG P IEAE T 7 3,
FAE ARDS FBR Ik iR P SRR o AR TIEEE b 10 % R AR bR TR0 i, WO
ARDS R VE B3R AT B . R EHJEEJJ%*%”L A Z AT FEBOBE X P B AR T i R A
BAs T AR YT ROR . BAE IR %7 R 2 VR TT BORVVE R — PR .

E&WE

2022 4 FE R B IR gL Roh N S 11202311 TXGO6) s
HIKTTH ,M%Jﬁﬁ/ﬁf@f):ﬂ*‘ﬁélﬁ H (cstc2021jcyj-bsh0006) .
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