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[Abstract] PANoptosis is a newly defined type of programmed cell death (PCD), which is triggered by a variety
of stimuli and covers three known forms of PCD} apoptosis, pyroptosis) and necroptosis. In physiological state, cell death
plays an important protective role againstpathogen invasion, but its ovéer-activation may aggravate-inflammatory response
and cause tissue damage. Studies have shewn that the occurrence and progression of acute lung.injury/acute respiratory
distress syndrome (ALI/ARDS), asthma,.chronic obstructive pulmonary disease (COPD) afid.other lung diseases are
closely related to PANoptosis. The| purpose’of-this review is to deeply explore thefmolecular mechanism of PANoptosis
and its regulatory factors in lung diseases, in'order to discover potential therapeutic targéts and provide new targets and

innovative ideas for clinical treatment for lung diseases.
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He ¢ AR I LR, B N A, il R T SR AT A caspase-8 . RIPK1 , RIPK3 , FADD , NLRP3 254 4 , /2 i 469
caspase-1 TE D59 57 S5 ) E] Bid, AEMSAE BEAm I I T [x]o MLKL PEANFET A R AR . TR AE N 1(herpes simplex
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FHEA 1 (mucin 1, MUCL) AT TLR4/ SR LN T
88 ( myeloid differentiation factor 88, MyD88 )/ 3 5K T -«B
(nuclear factor-kB, NF-xB) il {7/ NLRP3 %4/ IMAA T
FET R R, 2 W G & AR S A AR T A
JrSR R AT LA IE 3 T 00 A 4/ AR T U T e 1/ 22
SR 1G0T A B (reactive oxygen species/apoptosis signal-
regulating kinase 1/mitogen activated protein kinase, ROS/
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ABRY RBOUEH . R COPD i) 2GR PR, Hk
AUAEAS S5 Y WRAE IR L AR Li 255 R R, g
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fioh 2 - Bz MR U T AR A i P Shi 25 1o
W COPD Hhity 22 5 3RIA I 5 S 5 A fler | JR T2 SR
SEPEYR TSN BEA TS EE 504 , W 72 PYCARD gk COPD Y5
SZ P T AR OCHEDA , 5 NERAR 538 #% 2 IEARDE, DA ik fe e
RS S G AS 36 | MO 2| 0E > 0N R AR
BRI RER BT , 2 B IR R B Ao W, HLAR R %%
Zxl AR e [ PR PINKL i S2Rbi i [ v, Sk
LR AWK E R SEPE P T BIFFE R, RIPK T R
Ji#AY RIPK3 #1 MLKL 7£ COPD R h 33k, #0 RIPK1
i MLKL A U8 75 4 B 8 5 14/l S R b
ZITAE COPD KA K S YV AL TR AR ST o

3.4 il . R Y A 52 22 EE B Kt Ag PR R R IR 40
I3 A ) i 2 0 A4 200 Y PR R 3 S e o Ao
SR PR I3 R T R Oy k0 R Iy 2 1 B . Wei 25 5% i
SRR RE R 2 S 3 R B FADD Sy i v e f e PR R
M FADD B 35 AR 202U S FERE 77 , 1) FADD R
AT HE R AR U TR T Ma 2 O R T — ISR
51 RN A, T L5 SORGR I T 4B/ Wilms IR 26
P /N6-H I it i eukaryotic initiation factor 4B/Wilms tumor

associated protein/N6-methyladenosine axis, EIF4B/WTAP/m°A
A1), B 10 ) 20 P 0 T, R ML s R S B R B 52
Ui T A 5% i T RE PRI I 5 (R 2 B b iz I T
ANMARIIE . U8 TR TR R B AU AT T S5 Rk, L
PR TRV 22 20 A8 T 3878 T oo A ., 72 B R A
NLRP3 . caspase-TAZARMIEAE T 1 (receptor-interacting
proteinl, RIP1) RPRIP3 "N, 2 Wz 8 T e 388 AE 5 Al
Irrh AT fiE A R 2
3.5 HASHERYNS - AN SE T A 2 R A5 TE AR A Pl 27 24
k. (idiopathic pulmonary fibrosis, 1PF)., Jili45 4% | fiti sh ik =5
(pulmonary artérial hypertension, PAH ) SRk 1 4945 &
Ao WFFERY, TR R e BERF A5 5807531 PAH KRR,
NLRC4x AIM2 . NLRP3 A5 R/ MAFICHE D | a1 M1 A
GSDMDRIPK3 . MLKL i mRNAZZ 5 [, SR i 4H A ) 17
PAH SRR H A1 T 153 — AL B Liang % BF
TR, A2y 2l vl e RS R RS T IPF R RUITIIRE,
R AR LI AR AE R F-7K 1 B Jifi 2 SR LT e AR, eV E AL
AT RV A A £ T | A T ANIRSE PRI TG R A

R 5 A PR R 2 I T AR OGS SO BRI 1
4 BEERE

AT AR —FRH & B PCD, ¥ S R E 2 R0 2%
PETRRSET B RAFROEIERT S . 78 ALVARDS H 205
FREERI AT Az T, T T2 6 T R[] i i i e R i
A543 , 35 2 U PRASCR G R AT AL, A a0 Bk — 2D PR
BL . FETCIRIPE SAE A SCER T, QT | IPF ., COPD 45,12
PHTIY IR AR — ik . S HRIZ A T AR I B
P TR L] , 50 RT LS — R0 367 SR
MR AT EE A AR 4R P
B ISR R PR TR AR [ AR R S
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