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Abstract: Pyroptosis is a newly discovered cellular lytic necrosis depending on caspase-1. It is a highly pro-
inflammatory mode of programmed cell death mediated by gasdermin proteins. Its main mechanism involves
in caspase-1-dependent canonical pathway and caspase-4/5/11-dependent non-canonical pathway. It is found
that multiple compounds may play a role in anti-lung cancer by affecting NF-kB signaling pathway, NLRP3
inflammasomes, GSDMD/caspase-1/IL-1B/IL-18 and GSDME/caspase-3 to regulate the pyroptosis, thus
providing a theoretical basis for drug research and development. Moreover, the multiple genes and proteins
associated with pyroptosis are able to influence the prognosis of patients with lung cancer and serve as
independent prognostic markers for lung cancer. This paper reviews the latest research on the mechanisms of
pyroptosis in drug treatment and prognosis of lung cancer, which will contribute to the clinical treatment of

lung cancer based on pyroptosis.
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YH il £ T (pyroptosis ) f& H5 & B K — FhoFE e vk
PHRIRBE TR 19924F, Zychlinsky25!" Wiz 3 7
MMAET X IR BEERPIR I, Mt
FE M I =R B - 1 (caspase- 1) B0 B — Fh g
RUEAMMIET- TR, EE. . WA EKRE
o BN RN, AR R ) 52 AR I 2R
{&%5, caspase-18{caspase-4/caspase-5/caspase-
VU 30E, — 7 VIR fL & A D(gasdermin D,
GSDMD) i H /2 5l B A #T FL ) BE Y GSDMD-N i 45
M, BB L. R AEWRE, T
HEEAARE SR o — 7 T8 W AR 1 40 A K- 1B
(interleukin-1p, IL-1B)FNIL-18F M, I F4H
Mok, FEBTLZHREMMWESE, ¥ KRIE
&E\Z[L?a]o

AR, MRAET 5 MMEN KA KR
FERIK, I ELAH M AR T 10 AH OC A= Wb 35 A %o i e
B T R —E A ES . TR AR T R
RAEAMISET:, AT W FEPRGH AR T2 AT DLSE i
Jed G o —— /b 5 1) 40 i A T AT DA B TR A
2, Wi REMRER ., Tk, AXRMmpkT
Bl e B AH S B 7T B — B B BEJE , 3K TR
T g8 A SR R AILA PR 2R s 8 7 1R 7 vk R
AEEZE L RXRGLER T A0 T AE s 24
VG IT S TG A AL 45 7 T R ST EE R
TR AR BIHE AT 03047 T e SR E.

1 MEAYFSMEARECHNESEE
1B B

H AT, IR 5 84T 254 B & 4y - 3 1m)
250 it R T ROR AN BEAR, DRtk , H AT
PR T DAAH AR T 9 B RO K B i e 24 M I R SR
m o AR T AR AT 250 51 I 40 R B I R R
FEEEAER, 755 40 M A T i 8 20 A B 2 Y
AR BET, K2 B SR A0 M AR T e
WR LA 7oy, Hohib Rl o2 AR
FH ML 53 5172 #% K F-xB(nuclear factor kappa-B,
NF-kB)f5 5@ # . NOD(nucleotide binding
oligomerization domain)# 52 4& Zj%3(NOD-like

receptor 3, NLRP3)#JE/NMAK. caspase-1/IL-1p/IL-
18LL &2 GSDME/caspase-3i& 1% »
1.1 NF-xB

ANYIEETYFNNRGRAT IR = SR B, 181
RIEREW FEURAE K AE, HANF-xBfE S@HIER
RRE R INRAL, E%AE 5 18 2% 1035 Ve N e
Pt 7 —FhE R T s, HETVE 2 se g A
NF-kB{& 5 i % 0 I R RS VAN T E 28
S ok,

% H K R 3 EINF-«BAE 5 18 B [0S £ % Fh
JERE (R ik e R T AT DR, T TR R
(reactive oxygen species, ROS)E N4ERFAN i E L
WIFRRESREE Ny T2 5 TETRRE. H
AR SEAUIL 50377 AR 8 i i 1 HINF-«BE 5
W, TRNEROS B A, A 2 /N 2 i fi e
(non small cell lung cancer, NSCLC)4H a1 1A
BT, RIEFUMBEERS. thoh, MEHEHX
(1) % PR AT AR vh i e LT — bR (R TR R AT AR
L61H10, HAEWE R 4 I A I £ G/ MY JF A 3
T MR EARRIE, HEHBRZ, LoIHI0REW
BB T N S NF-«BAE 5 18 5 AH 2 ) 4 i A=
T, AT FE A S R0 Py 25 2R B HE R 4 1) e i e 4
FAPY . X et Fe 2D R W, SR AN B2 AT 2
Vgl s, FETS ] DUE IS A 55 0 TS S R AR B
M TR ik, IX 9 AT 25 RN 4 U e T
PRELT FNA . [, EF248 & —FINF-«BH)H
A, T it e 4 B s R S R PR, (R
B AT A O RE N I PR L ) B R 2 — 0T,
i, ChenZF!"IH I &M T — REIIRHE 45 04 H 42
RIRIE4-BREF24 28409, FFAE— R IR i
EH13d, 13— A RNF-« BN, it
NF-«B /-3 R 4H 0 8 2 ) £ 1 FR) e 8 AT R Bk
JETER .

DL A FER B, NF-«BA5 5 i 2% 75 il 1 &
ki TEERH. BIHATNE, BARACEK
2 FINF-«BIHIFF], (HIXLER 5 K2 /R T2+
KA, BRANIRZR REAE B FH Tl PR (KB ENF -k B4
il AR L EE Y
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1.2 NLRP3/caspase-1/IL-1p/IL-18

20024, MartinonZ:" ¥ A 5 45 M caspasesl]
B EAE G E A “RAEDME” o RIE/ME
F A5 ANODHE Z AR K A PYHIN(Pyrin - and
HIN domain-containing protein)Z J R = f) 52 4
H, PAHTIAHOCHE 5 F 2 H (apoptosis - associated
speck like protein containing a CRAD, ASC)AIT
Wifficaspase K ik H, NLREEAFENLRPI .
NLRP2. NLRP3. NLRP6. NLRC4LA&NLRP12,
A HINLRIE A & #48E A 45 #3 (pyrin - domains,
PYD)&kcaspase 54 45 #(caspase recruitment
domain, CARD). fEA—MAMREZERELRE S
Wy, RIEAMERENS 1 S caspase- 1 BIARFIEGE, MM
5 RAL A AN R TIL-18 FIIL-1 BRI, 534 i
FETIM R AE . NLRP3Z & HAFIE. BER &N 2
[ RAENMEZ —, FE N2 i . i
ok, ROMEALE M R AR R AR H B 45 BE
S, PR, SORE /N T e B T S R R AR R
REA K.

NLRP3 % RE /M (1380 6 0% i 1 75 5 40 5
T Bt () A e o MR TRAE AT B B 7 % B
(cucurbitacin B, CuB)RE# fifi X TLR4/NLRP3/
GSDMDK i 4 B2 T, WG ZE AR YRR AR 40 |
NSCLCHI & JE". Toll#f3Z & (Toll-like receptors,
TLR) & fE TLRZ M H & 30 1) 5 — S 2R ) 32
A, AE G 2 G0 D Re AN 98 RE M e Hh R $5 AR
Mo TLRAG, T4 IR T, 3 B0 00 40 18 (1) 7=
Y, ReBAE R EERE LR T 881E Nk o Tk
5%, BUSNF-«Bi&fE, FHEROSHIF=AE, I
IL-1BAIIL- 1855412 2 VEAH B IRl 7 BRI S
NLRP3 & JiE/MAE!, CuBAJ LA E % 5 TLR4M H.
1 H PLBOE NLRP3 28 5 /MA I 15 In 2 ki A ROS A4E
o SRR B (4 Tom20A0 BRI Ca™ AL e 22 i i3t
IAAET . B4, ROSH RS & NLRP3 % 14 /M A
PG MR R 2 —, — iAW nT LU i 36 hn 2 i
HROS /KPR BHENLRP3N | ) H A (ROS
TR FIN- 2 BE R F1P22(phox) 7] LA 5% T NLRP3
RIE . e G 24 SE 4 FE W BB A SR ) EA R
H VI RE S BE AS4977 I8 /I B U NLRP3 48 4iE /)
A, IR EAS49FIH1299 NSCLCHH il (IROS 7K
P IENF-kBAS 5l % . FrEALFINACTH DL %

HEHERFVIE S INLRPIEIE MY sE T, 1
H, EZRF VIXNSCLCY M E A Fi 1 5HE i
PEPY, DL EZE R R, ROSHIFAE X NLRP3 [
WWEEE, EH BT VIR E L IS AS49M
H1299 NSCLC4i e # ) ROS/NF-xB/NLRP3/
GSDMDAE 5 #il1i/5 Fcaspase- 1/ F AT, &
FEBUMRAER , 76K K AT BE/E INSCLCIRIT 1T
LELT 7/

SEAR ALY R AEA549MTH1299 NSCLCHH i 7 5
PR RN AR i R gl AT, R BoaT DUE R
BHNLRP3-caspase-1-1L-1BAITL- 1 84 {{ 1 41 i =
T2 FIHINSCLCA B 34 5" . Caspase-14&—
FHIL- 15408, Pl 8 B K @R IL-18 IL-18%5%
2 PEYT I R T R T A4 DL B GSDM D2 AR A 1 34 A 3
PRI, capsase- 1R ] DALY & Fh 28 fE MASEEE
HAE 41 2% )5 7 98 5 /M B . 3 — DA
RIS AR T X it g 4 B S A 40 4 F Tl
it caspase- 1553 HEHIHIFF Ac-Y VAD-CMK 55, *
B S ot VT d I AR T HINSCLCA L )i, K
FEUMR AR, 38R E R AT AT AR 9 I R IR 9T
NSCLCHITETEZW) .

LncRNA X He A i 45 77 7 5% A% (X-inactive
specific transcript, XIST)A] LL@E L /> SMAD2Y)
N2 5 B SR A 5 Il 400 Rt I 40 F0 1 2 ) 5
H, mRXISTRE 8 #HINSCLCAH g+ r)SOD2
RALHEROSHI = AE A AR TS, AT #IHINSCLC
O B X BE R R EEE AR IE TS . R4, BLNRNA
(microRNA, miRNA)& 5 i i & Rl 24 P25 1)
RN E GRS RNA . BF7E KB, ZFNSCLC
AH S miRNA R 8 5 Fif I8 490 PRt MU F i 24 524
Hr, ShiZ® IR, FiFmiR-556-5pHKiLE S
T NLRP3, 3 B 40 f £ T T A Rd = 7 NSCLC
(PIER UM . MIRNAJZ IncRNA 5 H R #E bR 2
A ELAE F MR, XISTH] LU L #E MimiR-335 1
FSOD27K 2, XISTHISMAD27ENSCLCZH 4 F1
Y R RIE P, XTSTE 40 4 4b 31 i A
NSCLCZH bRkt — 2158, SMAD2W] GefE
NSCLCHZ 5 XISTAF MINSCLC Iy 2,
SMAD2 N XISTIH#E i, T SMAD2H LLEE 7]
NLRP3MIp53HIJH B+, FRBUE X AN 2 R (1) 3%
S XISTHIMIR-33575 7] LA F9NLRP3 48 E /M
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FaE S, SMAD2E TGF-B1E 5 1) 5 2 A8 K]
T, AP TGF-BE S 3 THRAKE F 2R
B8/ 75 AR Z R B S R A UL R MRS 5 7+
SMAD2HMISMAD3 IR, XMFE A RS S
SMAD4JE S &Y, %E &Y 50 24 k% I 45
A SMADZE & e LIS SE R 0, DL Rgh Rk
B, XISTH PAS i o I SMAD24S & - i) A%
G, AR HENSCLCHH A I 34 58 A 5 55 MR ) i
24, MG 43 5938 5k B B p 5 3 FINLR P 3 ft 4 3% Sk 01 sl
UM AT JEH, MBRXISTREHS fill K miR-
335/SOD2/ROSAE T il % /1 T A TR MHINSCLC
BERE o KON VAR IR T OB T T TE A b
Yy, JENTRBE BGE EENSCLC RN 25 14t 7 ¥ i6
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FIRWF R A R FW], NLRP3RKAE /N5 S
Jife 983 40 P caspase- 1 BT A B BSOS HO
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ROS )77 4 7] fill & NLRP3 %8 5 /M I 0%, 1
NLRP3/ SR AT REEM, FrCANLRP3
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b AEEEEA.
1.3 GSDME/caspase-3

&I, CAaWIE T WML RET, o
7 HHGSDMDAIGSDMES § k4. HH, GSDME
FEcaspase-3f1JEY, caspase-3& W T AT IREH
) — AT B, GSDMEW: BIE ¥ caspase-354 i 7~
4= GSDME-NT, %GSDME-NTZE Jiii il i H A AL
TETE, RERS T BUL T 259 40 BRI 41 RN IE H 4H
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HBE T K A AEAL ST 2590155 S 0 40 I 0 1 B R Ui
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GSDMETE W FEKRASTAS . EGFRERAZ ALK
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25 e I e 20 L R R PR s A v 3 i v R IA T RR
T EL A KRASHEAY . EGFRIEAE AN ALK H: A 5 HE
LUAD &N 401 1 B 1% 51 A 5 2 1 48 i £
T2, R AYTLG, SRR NERET ISR
B OE , WAL caspase-31]#|GSDMES| KT,

WK HEGSDME HI 41 JE A= T B VR REAEAF N —Fh 4 158
Tia) 245 ) s ok 009 56 K1 i R 1) foh 93 40 B 11 4 FH L
H, xHPURE I KA B RS L.
Ab, AE AT 234 7T ReAE B A GSDMEZK 1A 148
AT FESAFABEEMMMET, SEEEM
EE, IBEAZEAS4940 i AT BLidE i caspase-3/GSDME
WA S KA R IR SER A T, R
BH 4 75 75 77 GSDME = 2 34 1 it o B — 52 1
A, PengZEIHAESE, GSDMEA T (41 A £5
T 3858 T NSCLCHH BN IR 1) SO, vT DL
RO R 772 R 2 2 b SEAE TN, X ] RE S
NGB g R FH R AL

1 K p 5 366 {2 3EGSDME Iy R8P4,
NSCLCHR A4 dpS3 54 i £ 1° 2 A1 47 7E IE M
Ko KW EBHERTFHAS4990 i F GSDME Al
GSDMD 18 H 7K LA R #ip 53 1 7 s ik 4
T, AT 7E AS4940 g Hh i S S 28 (g 2 g = 720,
PS35I 4 A £ T ) R 0 AR K O e 2%
NSCLCHIKRE, #i5rhi T NSCLCHE# B R A
VG2, R ApS3 AT LAE i ok S 4 i £ T2k o
HENSCLCHIVEAERE £

gr bRTIR, 4N AR TR I iR T R
FEEBEMER (D). Z2MIT 259 0L 55 14 i
FER ] LB A S NF-«Bf5 5@ % . #L[RNLRP3 4
JE/MAELGSDME/caspase-3iE 2 iS40 £ T2, M
M RAETUIRAE ]« M40 B A T2 38 4% %o il e 1
S AL DA K 25 WA i BE s AT B RAAE AR R B
2 N FH A5

2 AT E YRR i R TR
ERHLE

2.1 GasderminZE H X KX ENTEMNER
HLHl

Gasdermin X &5 3 £ GSDMC. GSDMD Al
GSDME A] 1 it & 2 W F U s 4. 2k
WMGSDMCH Z e A %, HHHIhae A H
U . 540D ER AL, GSDMCTE
LUADHZL M s Bl Kk, R
GSDMC )it #iA R LUADAH —Fh B A5 A 5 11 £
JEAEFREY), MGSDMCILRIAMLUAD B H
SR EE S R B AE, F HLUAD
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4 il 1 GSDMC [ 3R 35 7] e 52 DN A H 246 1 1
o BT DNAAK A 3L fb AN I8 £ 58 A8 76 1 55 6 5
LUADSETE 4 1 2 B i i (1) B 08 JE IR 1) % 5 h
HAEEER, e 3R0K 0 0 B A 0 2 i ok e 2
{L B (phosphoribosylaminoimidazole carboxylase,
PAICS) 2 LUADH I EE M B3+, &E ¥ E5)
TDNAMK HF EAL BT IR B R BERNAKE
Bl(adenosine deaminase RNA-specific B1,
ADARBI )it ik 5] & 5 g #) £ DN A 2 H 3E 40
SRR, I DNA R B 1 71
KIEDNA R4 T] 2 2 5 ADARB1/ 2 [JLUAD
YHHO B A H] . X {EGSDMCERIE_ER AT LIE R
LUADE#H Fil 5 AN KR F K 7. dhah, Wei
SRR R, SIEWMASMLL, LUADE#H
It ZHGSDMC KR 4 TR AL, FEHAERTA
Wil H, GSDMCHIRIEE HHFEAIRE B R 7
FHK . GSDMCHIEIE S H 8 3+ XM A CpGhr
Fi(cg05316065Fcg26073844) 1] F FE Ak L & 6 AH

XK, RAEGFUMK K LUADH#H GSDMC H 31k 72
Elkm. Sz, DLESRERY], DNAMKH LX)
GSDMCiERIE A EEMEH, K& LIHM
GSDMCH] LAEALUAD B3 10 f5 AN =887 T
[AF o

Jiti e H FIGSDMD R FH /K F i 3 Fl, H
GSDMD#FRIE S LUAD B AR MRl ke
LRSI TR RIE M GSDMDS LUAD & 5%
(67 b 988 K /N J% B G PR TNIML A0 U0 & 385 A o, {HL 7
ity 555, GSDMDRIRIAN 5 B # I TNM %
WIREMOG, PE A SIS R TR BT A
BHARTMEG %R, DL ESREY, GSDMD
REfS A ALUAD B MO (O FiUs br 58, I Hdsb
GSDMD (145 35 R LA 1] i 200 e P 398 B B o5 325 il
FEWUGE . FA, PR A 5 2 R R kA
REF—NEERZE, T GSDMDEEW 2 i 4 il
FETHRAE, MBI SR GSDMD R IA 7K -t
A B0t it A TS = A R . T il 2 2
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GSDME R IAIK - 2.2 1 T 55 441, GSDME;
FAL P il R AL L R >, FE E
JiE 20 23 GSDME I 5 R 5 B K AR J5 AR A7 I 1]
G, BRI, GSDMERE i i i i il i 525 Tl
FVAEAF R AL R R, A, GSDMEIFR L
KV 5 caspase-3 1R ILKFHHK, T caspase-8/2 I
215 5 HBE I N Frcaspase I B3 T, BEMEH T
caspase-3ff] L3i%, [Kltcaspase-3th & 520 B FH A 5
A A7 IF T (1 R R

zi BRTR, BT gasdermin 2K [ 5 A fili i 41
Ji o Ak R, B A D TN e e 1) AE A )
FrE, WA Rt A TS ok E R .

2.2 HipdlETHEXER M MENRENER
MLl

P T 40 A A T T DA 4 e A i ) AR K RN A
e, WTRENHIR VAT TG A AE RS0 . LncRNA
5DNA. mRNAMImMiRNA 2 [a] 1A H.AF F 5 s
IR AFAERER, 58 RKIE M IncRNATE 2 Fp 2 i
RS A .

SongZ R I, TLANYI A T4 55 IncRNA
——GSEC. FAM83A-AS1. AL606489.1.
AL034397.3. AC010980.2 5LUAD & ¥ ) S A A7
HE#E M. GSEC. FAMS3A-AS1. AL606489.1
MIAC010980.242 H A WA fa K M [ IncRNA, 1M
AL034397.3 2 B A EART EH K IncRNA. H
W, FIFIAL034397.3 3 37 G B Al e KB AR 7Y, 42
B VX LUADTIRE BT . 1 Ho AR AL E s, |
TAC010980.2 5LUAD % s HWEAELIET % V)
AHIE, ACO010980.27] e A T LUAD i il (1
@&ﬁ%[“’é‘ﬂo

LinZIiF 7t 2 8, LUADSBH T
i J5 3 K& NLRP7. NLRP1. NLRP2. NODI
CASP6. TiJamMra®], fENLRP7. NLRPI.
NLRP2FINOD &5 M CASP6 = ik (),
AEAEREE . FIRS/ N AR T AH DG TS BE S A
PV VA, 2R B 4H A A T 1E o 0% B AR
B R PR T B OCEBEMMEN . 4, GSDMDI
BB 2 1A 5 CD8 Ik B 4t i i i 1) b 3 02D I LT
PERIINHIAH D% T BRAFZRAE ] DLIE I 1 2 15 40 i
FETIAH IR 115 5 38 28 M TT R 19 iR G e A B
HHNLRPIANZ 5LUADKARTiE, B

LUADR %% EAH % . 1 H, miR-335-5p.
IncRNA KCNQIOTIHFILUADEH 5 A %,
IncRNA KCNQI1OT1/miR-335-5p/NLRP1/NLRP7ifi
Tl REAELUAD Rk 8 h R BRI,
Ak, IL-6~ NODIFcaspase-4-5- 3 fii @Ik 40 fo Je
AR AL R, I 0] BE R 3 il 5 DR 41 A Jes 198
EE R T, HATL-68% 1 37 5 IR 40 i g
BE AR R ER, HIL-6RIEKPR
e (1) B 3 A A FE A G D K, 240 o 0 K 4t it
S, LR R AR B vk 3 G s 1A T A AR
NODI W] Ge e i i3 JE 8, 1 4% = il caspase-4
MRIEEGWEREAFERML, TTREEHT
caspase-4 X A AL T B SO ER .

Sz A ANME TG TT J7 O 18 R
FETZ MR R 2 —, PRk, R 5 i 2k R AT
S AU R R T R B e I R 9T B SR SR
Ko PLERFFURET, 20 M AR T A OG5 BRI 2
(1) 22 75 e 08 5 ) it e S8 B BUJS KPR T
TNMZ RS, A K AT Beds 20 M £ T AH SC 1 e b
VB 9l Tl s I bR &40 -
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Z YU AR B gl AR TR IEAE A,
I H AR TR ¢ B A Wb S W AR il e ) TS A B
B MANE, R AR 3 40 £ T2 o LR
FUR R BT A TR A3 AR B R 9T 07 O
BEAET WM a5, R, REMBETAHE
KR CHAE T —EndtE, (HEMmpsEr 5
Jel FRI AR SCRIE FE A5 SR A7 76 15 22 10 10 5 IR NAR 1T
(1) XiaZ5" R B, AT AR A WEEM . fil
RAMET G, BT ZEL. ARk,
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5g, MImfE— g LMk E; 5—n
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N A v AN AR Lo oy, P = s 1707 N 1 7
FHURE AR T E 40, WA T A S
WL F AR B PE w97 201 I PR 245 Wik A7 1 ot
o Q)AMMMAETFFAE—MISL 4R AL T A,
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