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Abstract: The gene-related pathway of cell death is summarized as programmed cell death. Pyroptosis is a recently discovered
mode of programmed cell death that depends on inflammatory caspases and is accompanied by an inflammatory response. The bio-
logical characteristics, occurrence and regulation mechanism of pyroptosis are different from other cell death methods. In this pa-
per, we briefly overviewed the research history of pyroptosis, and deliberately introduced the influence factors and regulatory

mechanisms of pyroptosis, including non-coding RNA, cell stress, receptor protein and chemical substances, which maybe con-

tribute to clarify the role of pyroptosis in innate immunity.
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AN AE TP BE A 20 I N A R DREURE I, 3% 2 L
FERNET- I B FAIEYE 5 1992 4F , PNl 57 (1)
W AN A B T 2P e R 4 Z MR i 1 (Caspase-
1) % AT DL AR PE R - 1 AL/ 2R - 18 Hi{A (Pro-
interleukin-1@ , Pro-1L-18) Jil T 58020 9 FH 40 g A
Z-1B (IL-1B) "' [A] 4F , Zychlinsky 25" 78 47 FC
IR TR 1 B A0 L P W Z2 3 T Caspase-1 4K
FPE A0 BEAE T (H S 15 By T DNA W 24 R0 5 i
SERMIERA R A T

HLF 2001 4F, D’ Souza 57 WA B3 2 —Fh A
[] T 44 B O 1 1 9 0 PR Al B AT T O o A AT R
R N SN2 O A R N (RS )
P T A Y AN ) A 2, X AR T 7 2 Bl o 200 i
FRE 1T AL B L0 A% DR AR5 58 R 5 B 303 B 4 R
225 2 BE Boise 2042 26 FHUR A A I 19 1R AR pyro
(/) Fl prosis (BA 7% ) ) AR 18 “pyroptosis” H T
R — ATy 2 X R A AR T A — A
B TR T A T A S,
AN R AR T BN N J2 HH Caspase-1 155 5 A% I 411 iY
FET,

BEAE XS R TR ABESE  BHIF N B2 8 T IR
Caspase-1 LAZP Y R PE2F e K A4 Z IR [ Caspase-4/
51, BRI DA # Rl A 2 TG I 44 T 200 i B v
H i 2 B (lipopolysaccharide , LPS) , 75 S 22 $L2j1]
BEAE TR A A" 5 2015 47 A SR TE T AL
R % 2 11 D (gasdermin D, GSDMD) i & 384 £ 1
AP A E R BAT AR AR E L. kR
B, 215 3232 B N IR SN R RS L GS-
DMD # Caspase 2 i % & N vy B FL 45 H8 5k , B f
TEANAAE FATHL, 5L IL-18 [ IL-18 5 ZFh & PEH
TR, S fih K AL A TS, 2018 4F, Kam-
bara 251" & B R MR 40 it 22 %02 2 (1 i ELANE
AEfs LIRS Caspase-1/11 19 )5 21| GSDMD,
IR PRI AR T, W] T Caspase 8 A2
BTN AR S, AT R e X
i GSDMD 45 1 41 i A e PR A8 T, d m fF 5T
UESE GSDM ZK R 9 AL A B A (B CLE B HA
FLE

2 HRET S FHLE

WE 1 R, 4 AE TS0 B Caspase-1 /5
By 25 ML E /MAGE [ | Caspase-4/5/11 4 S AE &

LR JE /IMATE % DA ) Caspase-3 il Caspase-8 715
(1A R T o
2.1 ZBERRE/IMEIE K

25 2 A T I R R RE /MR ) IR
1%\ Caspase-1 7% 1k . GSDMD [ 33 DA M 2 &%
PP 7 BRI, 24 20 i 32 B 20 T 7 R 0
LA A R AR 5, 15 3208 K RGE R AR
PN S AR 2R B AR 5C 73T A BB 5 AH G
Oy A BT S TR AR GRS
(apoptosis-associated speck-like protein containing a
CARD, ASC) L [w]/E I #H 5% pro-Caspase-1, AT I
I JRE /M, B 5 2 E /NMAAH 5E ASC I pro-Cas-
pase-1, pro-Caspase-1 H & ) #7151t & Caspase-1,
5 AL By Caspase-1 Y] #] GSDMD | pro-IL-18 I pro-
IL-18, f5c 24 0[5 P4 TL-13 i1 TL-18 5 o L B e e 2]
AR, B A A AR T A R TL-18
FIIL-18 23 78 24 N AR5 1 ] 7 — 2D A F e K A
£ TG & RIENZR
2.2 AR BLHRE/MEIE BE

A 28 B A /N AT KT I )2 R A M DR
A R MR 11 (Caspase-11) G S5 I FHAES
LG RE/IMAFL TS o Caspase-11 BB A LPS, #4356
Caspase-11 Jf& 3% 28 48 i /N B0 1Y 0 22 5518 o
Caspase-11 {AFTE T WG i, 5 AR N Cas-
pase-4/5 fEJEAL 1)@ TRl REE (A . Dhfig b, BLUIR
Caspase-11 Fl N Caspase-4/5 ¥ REAE I A A LR
KE/NMAFIE H2 53 F ASC S 5 S L T B4R 5
JiL PN B LPS, 4K M 0% GSDMD 7= 4= N ity - B, 7E4H
HRE BT IS/ 51 B SR P TL-18 FITL-1B
B AEAFTE R, Yang 55 Y6 K I T TE Cas-
pase-11 5 F A IE L MEB PN SAET- 4T
B 55— IEEFE [ Pannexin-1, 7E LPS FHIBEL T,
TG AL 1) Caspase-11 1] DL 5 14 55 U] FE i Pan-
nexin-1, 5| 2 4 ffg i 7 = 8% B2 (adenosine triphos-
phate, ATP) BB, NIMTFS S B8 T30 38 P2X7 3Z &
IR AR T
2.3 BHRMERE

WFIE A B, FEREAT A~ 7 0k sl 1) SR E T T
B, 4S5 2590 nT LI 3 Caspase-3 175 S 41 i 08 1= )
AT AYH4 AR , H Caspases-3 1 i3 GSDME 24
FEA Y N St B AT AR TS . BR Caspase 4
T TR AR AR T A, s HoAb LR A0
JHE 5 T T AL R 5 R T T 4 A L 2
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Fig. 1 The pathway of pyroptosis

[12]

P BORE il Granzyme A RERZ /K f# GSDMB 5| & i 3.1.1  microRNA %48 feL & #9842 miRNA il
9o 4 i & A2 B2 T GSDMC . GSDMD #1 GSDME i A 40 B A2 745 538 5% A S AR 0 2 P S 3 0k
HB AT LW, Caspase-8 2L IE i N it i FLAS A I, N AMOAE T I o Fh R PH A5 e s 20 Pt vp it 5

71 fish 5 e A L AR T KB AR miR-30a-3p KK, i 21K miR-30a-3p fig
A1 5] JHF- 98 40 B 3 58 RN % F% BB L B IK Caspase-1.
3 WRETRERE SV T IL-18 A IL-18 fy 223k , M A T & A
M0 miR-30a-3p WIAHIZ . 25855 4 HRMC 4H
3.1 ncRNAFEHMEET Ji A T WF 5% T & B peDNA-NLRP1 % 2% 7] 34 (R

AE 4 #5 RNA (non-coding RNA, ncRNA) J&  miR-497 %t 40 i 45 T (04 s VE 1 , I B miR-497 W]
—RAASHEFEEEARAS AR EARN RS I E NLRP1 45 /IMA 1) 26 1k K
RNA 7 F . WRHEKE JEARFL & SE , ncRNA # S, DT ARG 40 it v Caspase-1 B9 &5 FIE 2 A1
I AR A L i/ RNA (microRNA ,miR- A9, Xiao 25 14 YRAIERA miR-133b 38 3 5 NL-
NA) K 8545 4% % RNA (long non-coding RNA,In-  RP3 % 3"k B X 45 4 % 7 J8 ¥ NLRP3 By 3235,
cRNA) (IR RNA (cireRNA) FIPIWLAE FAAHELAE  JATAT 90 NLRP3 48 AE /MAR 4 385176 LA S LT 20 g
FH} RNA (PIWI-interacting RNA, piRNA) /& 4 f & HET-WHEM.

B neRNA™ . neRNA B 8 3IE I 7] DLOKS B 18 425 21 LA T 0 R 9 1A BB A G miRNA X5 53
FERFRIR T B R R A e B NPT s i I Bl S A TR Y RSB . Jiao AL A I A
VT, FEETAG S HE T, Caspase RAE/ME . JRIGIMNBAR P % B miR-30d-5p 53 75 5 M1 I
GSDM Z5 CHE 7 FIUMOE SR B MM T KA AU AL A0S NF-B 15538 6 51 & W 40 it 45
(LS5 ne RNA SB A A R S OCHE r FI3R T 0 BSR4tk b, P98 & B, miR-21 HIL 1)
IR S BGT  fAE T A T Spryl L1 %5 ERK/NF-kB {5 51 }% , 5 2 NLRP3
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JIE /ML o AN, miR-145 F1 miR-155 3 i
FHI T REAE FH T S ks AR R A8 e S RE 11 L Ui
IR AR 18] P15 NLRP3 SAE /MA , HARF I A miR-
145 B EAMH CD137/NFATel {5518 B AY 235, 1
miR-155 i ERK/NF-kB il #% i 2 fin ek ALK 23
JEAR £ 1 (oxidized low-density lipoprotein, OX-LDL)
P51 NLRP3 33k , Bk —F i 28 98 3 712
3.1.2 IncRNA xF 2w e 2 #9842 Hlt IOBFSY
W], IncRNA T8 23/ FH T 40 £ T4 56 20 1ol R
MR T E R . Lin 22 HESY RAW264.7 4
Jifl % B IncRNA H19 il ox-LDL 753 f 42 % A+
FEJ L & NLRP3 . GSDMD 1 ASC A4 234 , M 17 Ui
5 ox-LDL 5 5 i RAW264.7 20 Jifd 45 7 1 R 4E 5
Yang 55/ 7£ IncRNAs 5.0 {JLZH ML £5 T 19 ¢ R A
FE T, IEB T IncRNA Kenqlot] 76 8 bR R H & 1L
TR« e A A JTLAH LR PR s /)N B i 2H 21
H Y R IA B TR R

N Y 5% 4 RNA (competing endogenous RNAs,
ceRNA) 1] DL 15 I 2 JC 4 5 microRNA 45 & il
microRNA R VL JHE LR 3k . IncRNA 7] LIAE
SA—Ff ceRNA , il 33 5 microRNA 25678 55 | Uil
FEP I 37 -UTR K15 B 235 0 Niu 62 0F 5T
2B IncRNA KCNQ1OT!1 7 75 8 I 4 95 77 (hepatitis
C virus, HCV) B YL (1) B 4l it b =5 2 35 5 T EK KC-
NQ1OT1, miR-223-3p W] 25 B [ 45 & NLRP3 1)
il B 4B AL T, 1M 40 ] miR-223-3p 85 ik NL-
RP3 W) 25 30 5 20 Jf 5 7 5 Fu 5570 0F 58 & W In-
cRNA NEAT1 AJ LA o 5 4 ¥ 245 5 miR-302b-3p
{2 TLR4 W% 5%, e e gE Al £ T
3.1.3  circRNA x¢Zm e £ = #9842 circRNA 7¢
2 microRNA 1Y ceRNA % 4 I 325 40 g £ 1~ 19 1
FH o Ye S50V H I UE B T 9570 LA0 A AR T 1
circ-NNT/miR-33a-5p/USP46 {5 =%, B cire-NNT
18 3 78 24 miR-33a-5p 1Y ceRNA 52 B % USP46 )
PET, VR IE A O WL MR T Yang 552 B9
&I = BE IR R 0 WLAH M Caspase-1 AH JC 1Y cir-
cRNA (Caspase—] -assocated circRNA, CACR) i &
Tt CACR il 1 #8 [f] miR-214-3p {2 HE.C AN it
T, FEUE R 405 TL-1B . Caspase-1 2 NL-
RP3 15 2635, MU ER CACR .miR-214-3p W] 234
il Caspase-1 35 , HE I HI.Co JULAH B £ TR0 %
ik o LA EWFSEIER cireRNA 7E 4 ceRNA 7540 i £
T s EEAEH

3.14 piRNA A S@mpef—eyifdss HEr, 5T
piRNA 75 4H g A= 7 1 P AL I 5 0 | i 4k
TR RO B . A58 &, T4 piRNA-823
A 15 TGF-B1/Smads {5 53 % 410 i1 =5 5 175
SN R A AR T R E /N FRURA O L
i M £ T A AT T R B piR-16744 BRIk 2>
& L TR G B Y 238 1T 4 3R 58 piR-16744
A RS T AR G BE R RIA o R T piRNA
A9 4B A T A S A A TS A B BE L 1H piRNA
TE 2 P 2 A & e b /R T 3 7R piRNA 76 37
PR T KA A GBI IZ W 510y h A —
T [ RIFE E SCORIE 7
3.2 YHRE RN E TR
321 A p#sT £ TeEE AIENEENE
P48 (reactive oxygen species , ROS) J= 4 5 B2
SECEAN Y & A2, ROS B AT L HH A b
£ HAH B AE H 8 H (thioredoxin interacting protein,,
TXNIP) )35, TXNIPJE THAKREHRS, 5
i S803A 25 49 15 BF 2 300 Caspase-1, fig oE R 4 A
FIL-18 A IL-18 Bk, ol A il fE v HAT,
TEM DR B 5 4R B A T AR 52 P, ROS/TXNIP/
NLRP3 5 5iE /MAHE 4% I\ R 251 & A AT
K, Jf H NADPH 4 Ak Bl e 22 Fn s W5 5 410 2
filh &% ROS/TXNIP/NLRP3 fli i AE I R, Wang
ST PR A S 1 HBZY -1 41 g f , TXNIP
NLRP3 . Caspase-1 Fll IL-1B 54 i 3k, ML R uk
T B TXNTP % R DU i TXNIP/NLRP3 48 4 /MA
B, HE N TXNIP 78 AL R NLRP3 45E /)
PR Z R AR .
322 ARRM gt ETeiAE NN
BEUE I AT LA NLRP3 RAE/MA . BRI, N
o DO 1 985 1 R SR R AT S S S R A
A3 I A5 LA Je Ca® T ROS [ RECAT LA fith % NLRP3 4
SiE /RIS o BRULZ A0, T P T I ] 22
A3 it 2 5 NLRP3 R AE /MK B 3005 , 4 48
p38MAPK il f#% | Jun-N-A sty S8 (5 538 i \NF-xB
FITXNIP {5 538 B teah , A W58 & B Ca™ M\
N7 54200 L PP OB R £ 48 i miROS 4 7= A I K NL-
RP3 4 /IMAS B 381G , DA I 4 A 4k 1 R o i A
JOE P9 7 98 22 T A AR 26 BT NLRP3 48 5E /)
PRI , AR S 5 AL R ROS 1y =
33 RUEANSHETRN

20 it £ TR A ARORE T I P — A EE B4 5L A
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RSN LA W R R 5 A A 15 5 e 2
A EAE IR, HHTHE R C &k MR 2R E H
Z YR T T

AL A= K DR - B- U T B 1 (TGF beta-acti-
vated kinase 1, TAK1) J& T 22 24 J5i 1 A6 85 11 V4 i
S, AE F AT R R Toll B 32 1A ST 14 5 K
PEAF ST R OCEE 5 T ROVERT. TAKT 7R
i 32 300 AR R G I R B RO AR e fle
YMIFET-FIRAE . Orning S5 HF 5T & I JEL A4 X
TAK1-IKK 3 % 14 BELIKT 2> fith & Caspase-8 25 il (1 4
AT RN B GSDMD ) 48 GE 38 i , 5 35 B A7 4
JHL R T AN A A TR AR Y A R

Z-DNA 254 8 1 1(Z-DNA binding protein 1,
ZBP1) , MR N TR I T, Je—Fpoe Kk
e Z AR, AT RHAZ R T TG SE . TERIFSE Y AL
JB B (influenza A virus, IAV) 5} & 30, TAV B L
JIA] NLRP3 JEAE/IMA ) 30 58 MO8 T ZBP1,
I iy 44 24 ZBP1-NLRP3 R AE/MA . TAV IR IS
ZBP1-NLRP3 4 i /MBI | 2 25 2 20 g (A
TR, JF T ECGSDMD 24 LABGE AU AR T

CCEaL I 732 A J2 —Fh 7 WS T G 25 111
RS2 AR TEJAE SN 18] 2 5 11 40 i 1) 2H 2L 45840
DRI S 4R . Yan 55 V% 3L CCRS M0 e oF 1
NLRP1 A FHY M Z e MR T, i MVC(CCRS Y
VEREPESEBURN) A T 19 CCRS il W0 s 55 1 #p 22
JCHH ML AE T o A R SRR TR SR
(acute liver failure , ALF) %00 S04, 7F ALF B2 &
A LA £ /N BRUSERL A JF 4 4 b, GSDMID A7 &
VIR T 2 5 T s e ek 8 A A A A -1
(monocyte chemoattractant protein-1, MCP-1) ;& H
SR CCR2 WY 8 /KPR A1 55 B 4 RE S AE
I, TN ALF
34 LEYNARETHREE
341 AL ERAEY N TAY EEREL
P IS BT R R T SR, TR
o PERHLINT R 5 Sl o 2400, b2 5 iZh )
{18 3ebs S AR IS 24 M2 rR R A A T T, 00
-5 Z M 1Y & AR R DR G , DR I A 27 24
Py v 7 240 A T E IR S T P A TR A
Mo BFFER L, 5 BE 4RI 5 2 4 /)N BUNLRP3
W% | Caspase-1 24 TL-1B 1 TL-18 BT , MM 5]
A AR/ U 2245 00 AN IR D RE RSB, 1] NLRP3
g — Fof e S /N 73 6 5 MC.CO50 mT 400 ) 57 S

ik i75 S B4R 0 A0 M DR 1A 43305 , DR A T e i
OLT1177 & —Fl B-BE LIS LA 4, TEAR SRR 54
0 BT F1 B NLRP3 48 /IMA 14 2L B Ak A
T TER NS LPS 15 T 19 4 B 9 iE™ . RRx-001
e — PO T K& PR A> L T RAE A — e i ik
PR A R0 NLRP3 4] 51, RRx-001 #1j i 28 42 |
A 22 #i RN Q58 % NLRP3 & 5E /MA A 38005, ot
NLRP3 3R 8l ¥ S Sl P 1R Y7+ 0 A 25

342 RARMEY RARMEY —EHRELAY
ARG P A RV 25 R BRI IR S o RAR 7= W) ik
G R 22 T R R S B T A HL B R i 2 W
PRI, 7RI, rh 2 B 4k [ B A fi
PRSP T L4, HLTE P A3t 72 W A 7,
HAPU AR IGE 10, &B R RTRA
G 2y X I —Fh iR A Y HHTIA
I RAE VRS . AR R, £ R R 5 NL-
RP3 8 [ B 45 5 BT T 22 2R 95 2 R 26 1 T 7
(neverinmitosisa-relatedkinase7, NEK7) 1 NLRP3
Z (B AH EAE T, 2R R 1 NLRP3 85 /MA R &
Y — LA RTE . 5 H R (soliquiriti-
genin, TLG ) J& —Fh EL A A5 IR B 25 44 1) 2 B 2 Ak
Yy, e H R AR AR ZE 0 E B IR LA . 2014
A RARGE ILG J2& NLRP3 RAE /IMA i A5 2508 1
F, 7E NLRP3 RS /IMA T T i #2 i) ASC 5228
6, BEAh A BT 3 B O 0] R 4 R
1k B AIC ROS, I B ROS/NLRP3/Caspase-1 {5 5
T EE D] LPS-ATP 55 (14 N J2 A i e T

4 RE

20 M A T ARAE MR 1) AR AL R
FVEH i B A AR TR AR S R A JE I AR O
IATT75 5 22 T 9 i 1 58 24, TR LG R AT 400 i £
TR Z R iR YT A RIS . H
B, T 200 £ T U 42 (R B 9 1E Ak ok A5 1
BB, bR T ASCA R 2RI A AR TR I R
Hb A HAD Z R R R AR IR |, L ANZRL AR 2
B AT LAE Y NLRP3 (19 S5 8 A 07, GORifA O
R T LASE NLRP3 RAE/IMASE . BRItk Z A, il
{1 — THUAF 90 38 3 1F ] 35 A% 0 35 5 2E T Ragulator-
Rag & A W2 E W 4 il v GSDMD L BUE 15 F 41
HLAE T T 6 T B 33X — AR 5T 100 B B A1 35 0 440
BT ZMFAEE E AN LR, BIHZ, Ak
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