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The role of neutrophils self-sacrifice in the acute lung injury®

Zhu Zi-mo, Cui Bai-mei, Chen Yi-dan, Wang Wen-jing, Li Xiu-fang
(School of Traditional Chinese Materia Medica, Yunnan University of Chinese Medicine,
Kunming, Yunnan 650500, China)

Abstract: Cells are the fundamental units that constitute living organisms, and they can die due to aging or
damage. Cell death can be classified into various types based on its morphology, including apoptosis, necroptosis,
ferroptosis, pyroptosis, extracellular trappings, autophagy and cuproptosis. In clinical practice, acute lung injury
(ALI) often occurs in critical cases and is frequently accompanied by the activation and death of immune cells.
Neutrophils as one of the most important effector cells in the development process of ALI, play a significant role in
responding to the pathophysiological process of ALI. This article employs bioinformatics methods to gain a deeper
understanding of the mode of neutrophils death and its pathological significance in the development, providing
references for preventing its further progression into acute respiratory distress syndrome (ARDS).
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trappings, NETs ) 45 [ F A 4% 149 77 304 #4805 HLAA A Ot
I B A0 A I AS SO F A 20 i A ALL
1 A AN [ 8 A8 T T5 SO kA K TR B A T
(FE 3o

1 AT

ALL A ST IA) , i fl N AR S ORI, RAE KR K, B
200 11 A 3 3% P 4 e 0] B A LK L SR R
G838 o 77 A A R R PR R T R R AR
Rl NN E R NS = D R v O S SR i g
PR PR AR R LLTH B B0 A O RURN R e
TR WA A rh Mo 40 e 5 3 20 1 A% R SE T B
K- T MR T, I A P b 20 AR AR 4 /) 5 ] ]
VIR 200 B0 B A v A A A A e A B %
B, 2R AR B GE O R O AE R4 M 5 3 C
(Cytochrome ¢, Cyt ¢) E ifg I, TR R84 SE B /N Y
BIE R, I A A T /MR

o R VA T et S R0 @ S P/ 7 )
PAAEPT PR A TR AR A R o SO A
Wi AZ R (deoxyribonucleic acid, DNA ) 5117 51 2 21 g 1N
Fo A R Al T ik K, HCORR AR Ol RO AR A1 I B 0
( mitochondrial outer membrane permeation, MOMP) , A
I ARFR Ry 2R R AR P8 T2 48 , MOMP F: 3 Cyt e Bk 2]
AT KI5 S 2R A T2 MOMP % 1] B it
[ 21 0 988 -2 (B cell lymphoma—2, Bel-2) % 1 8 2,
e G0 53 S P AN BB, A2 U T 2 FI [ 40 Bel-2 SGHk X
1 (Bel-2 associated x protein, Bax) .Bel-2 5P K 7
(Bcl-2 antagonistic factor, Bak ) \BH3 ZEE AT TP
“f (BH3—interacting domain death agonist, Bid ) |l i
8 T2 8 F [0 Bel-2 ., Bel-XL ., M 40 g F1 i 5 -1
(Myeloid cell leukemia—1, Mcl-1)]. 244¢ 8 -5 1 #%
WO B E TR B g L Y] S 2 MOMP, AR S
Cyt o B¢ FE 00 2 40 i 5 b 5 0 T JIK g 0TS TN 5
(apoptotio protease activating factor—1, APAF-1 ) B BALAA
56 B T /MA AR IO 08 051 R Sk e
PR 117 R 4 4 R B 11 7K fi# 18 9 (cystine aspartate specific
proteinase—9, Caspase—9) 1] E Caspase-3 FlI pro-
Caspase—7 , RAT I T- I fE . Caspase-3 I3 IE 1] 37 F)
4 E LK H (integrin—associated protein, TAP)
TR B I8 B3 TAP1/2 i1 X— 2 B8 7 0 11 2 P (X=linked
inhibitor of apoptosis protein, XIAP) A il , itk is 72 7]

B £k kL AR A7 45 AU 58 . Caspases ¥ 36 7 (second
mitochondria—derived activator of caspases, SMAC) fff
BELIT

HWNBE SRR, SMEEE TR AR 3
i o BT I BE TS 32 A4 (death receptor, DR) 1) 2 ifd
HME S MO A 3, AR AE T AR S T
DR £ 35 JIif 988 PR 3E K 1 52 {4 1/2 (tumor necrosis factor
receptor 1/2, TNFR1/2) . CD95 %2 14 (Fas ) K TNF 156
B 98 T- 5 F B /K (TNF-related apoptosis—inducing
ligand, TRAIL) o 2 % 86 52 {4 55 H AR W (1) BC AR 25 &
F, ol 5% 4R 35 G 4% 2 PR B0 U ek R I T
Caspase-38/10, AT S5 5 2 &% S 40 i A
T WF5R &I, K A S0 2 (checkpoint kinase 2,
Chk2) 45 19 FL IR0 28 B (1 1M %% 2 1 (promyelocytic
leukemia, PML ) i iR 1k B3 /E H T DNA #5455 b i
H pS3 ST AR oA S B . R BRI 1L Y A2 AR A
HAE ] 22 2 W2 75 2 B2 ¥ 1 1 (receptor—interacting
protein kinase 1, RIPK1) | Fas 4 5 B A6 12 45 ¥4 38 £
(Fas—associated death domain, FADD ) £ Caspase—8 £
T 52 5 1A AT S 8O0 4K Caspase—3/7 fi2 i FADD-
Caspase—8 1< #6119 28 L 4 T~ o A T2 /N A Ko 9 5 1Y)
(endoplasmic reticulum, ER Y5 T T4 .
ER W& A ITTAR R BRI ASNZE AL 5 & ER
N34, Caspase—12 2 3k 1) 7] B K 41 ffg 5 Caspase—7 ¥
iz B ER JREFEZ 51 K A0M 08 T IR O T R Ah IR
PE A T B A 2k [ A9 @ B% AL 3 T Caspase-3/7,
Caspase—3/7 #8137 T Caspase Z I (1) R i , XF 4l Jd 95 1
KIEE BT EMIEH . Caspase-3/7 Y06 S 240
R T RIE S22 HRE , — BB |, Caspase-3/7 /1
M TR 2 AR AR T RET RIS — 2, i
JIE5 L Y0 75 2L Caspase—3 BYILIE , ILA) , Caspase-3/7 i
o 8 K BB Caspase—2/6/8/10 24 i Jp i PETE =X, 1
— B HORAT AR5 .
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B3 2 e P 200 A W AEL R T8 R A S A4 . F 5T
S B, AR PR 240 A T AT e A S S A R A
AL, 7EIF Z B (Lipopolysaccharide, LPS ) i Ji fr)
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ARDS v, fie 1 PR 0 8 T ]l R RE TR L 2
3 ARDS”,

W bk 40 M A T AE ALL R OV T AT AR A
S22 43T A8 ] GeneCards B3 g , v s 20 i 9 1
LA “neutrophil apoptosis” > 3¢ # i , 15 3] 14 719 4
05, ALL L “acute lung injury” 2 5& 8 1) , 753 31 #2445
89524, i I 7 520 ANHE . B AL R gk

BRI W, ALL A AY P Mo 20 i U8 T B A 209
SRH I, T R A A O T AT RE S B A0 MY -
i ffd K 1 32 4K A 5 E I (Cytokine—cytokine receptor
interaction) . MAPK & 5 i §& (MAPK signaling
pathway ) . TNF {5 *5- i [ (TNF signaling pathway ) | il
‘B 4l B 73 4k (osteoclast differentiation ) F J&y 355 2k [
(focal adhesion ) %515 5 i@ I (9 94 35 76 ALL B2 & J&

fTKEGG &4, P<0.05 A2 S A G2 8508 B AEER LK),
B NP0 J5 7R PAE S/ IR 10 2545 5 3 % .
i 10 B 4 Bk
AN T AL T3 G 2 8 P
ke v A L ]
ALI R PRz i Y MAPK {35 25 8% ¢ ® 150
TNF{E Sl ) ® 200
—log,,(Pvalpie)
R A e o B
. SRR o 225
7529 7190 E ‘ L2
(46.6%))  (44.5%) LS ° B
TR T °
Th17 451k °
SR 1S AN TR T2 e ) .
CAMK {5 B B o
0.7 0.8 0.9 1.0
WHHEIN T

1

2 FEHRAT

2 [ W 0 i %) A Wk b MR 0 i Y D BB SZ BELI
Hh R 25 e A BB PR T S TR ] IR A
PR T 09 S AR AR A R BE G R AE IR T B0 R ik S 21 21
P50 S I PR A R A R 3 |, A i i
HRAN 28, - RE BEE 40 PN A AR R IR e

¥R BE P 8 T 0T % DR Toll #f 32 {& (toll-like
receptor, TLR) Fil Z-DNA 454 4 11 1 (Z-DNA binding
protein 1, ZBPI/DAL) ¥ %", Jf B RIPK1 / % .
RIPK1 75 40 M A7 15 | 40 R4 I 08 1= v R AR T L OF
P e A IRFEPE R T E 2 5E . RIPKI A JE 3)
H BERR AL , JE T B R b RIPK3 , 1 4 JE IR ALK A2 45
Yy, B SO TR A 1 AR VO 5 AL BORE 2 F1 (mixed-
lineage kinase domain-like, MLKL) , DA fig #F 2 22 b
A1) o B B, 5 S50 i e 23 R A 1 A O Y
- (damage—associated molecular patterns,
DAMP) , {51l 415 312 B8 R % 25 11 B1 (high mobility group
box-1, HMGB1) . 41 # 1 . = @ f2 I} 1T (adenosine
triphosphate, ATP) F1 £k ki & DNA 45 . [ B} RIPK1/
RIPK3 JE 180 1 IR BEAA 52 5 W 300 2 30005 Wl R i i 2

AL FR B rp P 20 B T

{57 1§ 5 (phosphoglycerate mutase 5, PGAMS ) , Jf-1 H:4%
B BN 2R A 1 B, 2 i IS LRn AR 3l ) A DGR
(dynamin-related protein 1, DRP1) , S E( £ b A4

Caspase—8 & Ui 8 14 I T % OC B 400 i 7], %
Caspase—8 # 1 1, W 5 RIPK1 #1 FADD & /.5 &4,
S A0 ML T 5 24 PR Bl R I, RIPKT 45 RIPK3
A dE f H RIPK W) R OA HOfE A JE O (RIP
homotypicinteractionmotif, RHIM ) 45Ky 3 5 ZBP1 & 4B
FE AR, 35 R IR FEE PR 721 #F 58 & 98 RIPK3 /]
JhA7 T RIPK T , — 28 DNA % 2 1] 006 ZBP1, fil
% ZBP1/RIPK3/MLKL 41 3 (i R SEAE I T2 5 XUEE RNA
g, LPS 43 1) 38 2 #80% TLR3 5 TLR4, 4K ifi 1% 1k & 47
TIR 45 #4 3% 19 % 3k (TIR-domain—containing adapter—
inducing interferon— B, TRIF) BERTILR B, {#i RIPK3
BERR AL, AR AR T

HI TNFR1 i 51 5& (9 R 5L B 8 2 £ AE .
TNFRI [ =R B T EZESY 1,259 10
P FE AN MAF S T BSOS T X i R AR T
RIPK1 (554 FNZ AL . RIPKI 72 R ALl
S 1 BRI S4E FADD, T N E AW 1T .
ZAY v LIS Caspase—8 BYTLNG , HE 10 38005 98 12
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553 % . RIPK1 1 RIPK3 7] i@ :F RHIM 4% ¥ 55 1%
RLIE ISR . RFEAR 7Y B R IEMF 5 il =
i MLKL 7E RIPK3 (19 7E HI R 85 18 1k JF & A 57 R I
I, o 5 T 240 LRSS, 5 S04 A R A 2 L PN P A ) R
DAMPs K B8 A Fl BB b Of 5 R R AF , 4=
BN ITR7 A G Y

TESRBEAE U T v, B Bl 2 200 M PR e 24, 8 s A
WIEZ 5 TAHMBEM AN . 25 KP4  TE i
%) Wt JI 6 435 1l M 1k JUL B O W B o W i TR L I
A, AT 5 MUKL AR & 26/ LAY I L fr 25 4
{5 MLKL [ 248 Jii 5 52 42, 71T 82 DA 240 G R 1) 8 3 Pk o
MLKL A 5 14 IR 8 1 0 1~ 5 22k 1R ) i %% DI A ¢
W AR AL MLKL 763800 PGAMS Ji5 , 1E— A i 2 Ak A
% DRPL, A S ORI IR W 2RISR SE P 12 OB
~MLKL AH B A/E I BR T 4 55 MLKL A5 14 3 375 1
Ah IR RESE & O BEAR AR IR BB L . # IR 105
(A A% 0 L0 R P2 T I, e o 48 T e T 35 % SR 9K
PR T

TF 98 2R AN, 00 200 6 5 14 &/ o 4 T e v
B4 B A W AR JF U M 4R (reactive oxygen species,
ROS) 7= 1, i — 20 v PR b 20 L SR AT PR A T
rh P KL 20 B R S8 M U TR DAMPs 5 5 S %
15 FIAH AL PR - 3R 3, 78 RE 1 I 2l R g v ke #E 4R

FH o DAMPs BT b5 40 M 35 A6 A8 1237 5 40 i [
T ARSI PEVE R T AR 2R PR B, T RE BN R
i SO 1 iR N AE A, S B A AE A0 ] L A E ALL Y
R R o PR, A A PR R 40 A DR BT U T AT £
JPYF 4B BT (0 4 BREA 5 R A il A1 A K™ v
%’( R éb Z}% é‘ fI_E fE >U( f?q: % 2 ( severe acute respiratory
syndrome coronavirus 2, SARS-CoV-2) 5| # i fii 21",

B PR A0 B IR FEPE P T AR ALL YR AR AT
WG B 220 W7 - 8 GeneCards £ 22, w1 47 41
REIRFENEJE T LL “ neutrophil necroptosis” A &4 1] , At
15431 879 A~ 45, ALI LA “acute lung injury” Sk S 1]
13 FIHE L 8 9524, P A AT 658 M. K 3L [H]
AT KEGG B4, P<0.05 W 2E R A G5 L,
45 JL M B N 2R 05 )5 o PAE /DT 10 5515 5
i B AESE R R, ALL Y MRz A0 A SR BE 1
P T K 155 R %, PR 4R SR SE 1 U T R]
fie & % % B NOD #f 32 {7 % il % (NOD-like
receptor signaling pathway) . TNF % 5 i@ % (TNF
signaling pathway) | IL-17 {5 5 1 % (IL-17 signaling
pathway) . RIG-1 M2 K (E 5 8 % (RIG-I-like
receptor signaling pathway ) Al Toll #f 32 & {5 5 if #%
(Toll-like receptor signaling pathway ) 55 175 5 18 [ %) I
TAE ALLEE R & it B b R AR ERT (UL 2)

ALL AR R T

658
(7.2%)

221
(2.4%)

i 10 T 4Sm B
ok [ @ b
JHT: @ ® 30
PRFERER T (@) ® 40
TNF {5 53 B ® ® 50
L1715 2 8 ° ®
RIG- T E il St ° g u(Prelue)
TS 1 B
TRkl g | © %3
SR M- Eh o & 15
P T %
03 04 05 06
BT

El2 ALl s gy R AR IRTE 4

3 RESMEHHM

T v PR R 4 Y S8 T 3 AR R 22 0 Ji AT
Ry 20 B T, 20 A 4 A 25 -8 (Interleukin 8, 11—
8) JIL—-1 FITNF , M A2 A< v P 4 M 69 7 7 3 . ok
PR 2 L T %) SE R R R 3 Ak Y rh PR 20 AR AR
Jii G4 i A 2R 8 A 1) B b ARER I A A 5k s v
RN 3 BRI LA a2 R -, 4 ROS | 8 1 g A v

P BE 41 i 41 375 48 X (neutrophil extracellular traps,
NETs) , A 320N B - 1 f2 B B i Fp 22 R . NETs
SRR e B — B AR S5, ti F & DNA Fi1 2 Fi
UKL AR 1A L 245 1 T 4l 35 s it A L BR o) 7
AL, 5 P R H R A A HE Y R
W95 SRR T B3, 3k — ok A Ja T 2 TR e 92 L A1 9 A
B b M 40 6 S0 75 1l 1) 18 T 10N 35 T A2 4
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OO JT 06, B4 36 oI A B A A0 M SRR
IR H), G (0 FUR BER , e DU B 4R B G 1
it S HR B OF RO A M %R A LA /N IR
SER

NETs 972 m i 7 1l 53 o A% 1 A o e 1k
FI A8 NETs 9 b A0 J 8 2852728 4, MOS0 ot M i e
W K W W BE R & fL 8 (nicotinamide adenine
dinucleotide phosphate, NADPH ViIBSMROS 7, 24
S 3] S I e PR 2 i RS PN B R B i Ca™
20 i S5 %3 £ H 4 B8 C (protein kinase C, PKC) , #—
AP PO UM T g P R S R PR B R DU A 4 (B
—nicotinamide 2'—phosphate
reduced tetrasodium salt, NADPH4 ) , 5 2t &K [ k5 2 1R
it 2 i 4 (protein—arginine deiminase type 4, PAD4) i
& M ROS By 7= A o RS BT BE 1 1L )
(Myeloperpxidase, MPO ) il 1 4 ki 2 Jfd 53 14 28 11 i
(neutrophil elastase, NE) /- 19 e o il 22 %54k . [A]
i} PADA fie ik 20 8 H N R AL % it B A% I 2
1E Gasdermin 35 1% 5 25 9 D (Gasdermin D, GSDMD ) 4K
By B9 A 2T, AR BE A Gt (5 5 A MUK 2R HE 2
M, e EUh R A B AL T AR R PE NETs /K
HT Toll FEZ AR FAMAE Y 25 , vh Pk 41 i A%
RSN A0 M A D A5 o B, A0 AN 77 A2 ROS HLAS 23 57 ]
FET, MROR R B 16 PR A AR R RE ), i 7 A2 B R

adenine  dinucleotide

PRI A A it A B S e P 20 A R T A2 AR Y
AMACEE P PR R B A PR 2R e

NETs (9 7 A5 B 4 o oF b id 72 | {5 2 i NET-
DNA (4 P 20 4 1 R BKOG 20 SV B 4 A R 2k
HEEAL AR IR 25 2 80 FA LA FRAE Ik TE
B AL R g B D RE RS AP 7R ALY K i
Al AR L A NETSs (92 T e F i 5 5 A #7918 |
TR Ml 7 2 LR B b B g AR R R

K Hh A 20 B B AP Sl O TE ALL R AR T AT
WS B 22 BT« il GeneCards B0 12, b M br 41
JiE it 7175 48 ) L) neutrophil extracellular trappings” A
oK ], HE A5 F] 8 682 A4 HE 4, ALL L “acute lung
injury” Ry OC B iA] , A5 B B0 A3k 8 952 ), LA
5070 LA A5 IEFHE S HEAT KEGG 46, P <0.05
2 A Gt i S, A RN BR NS S R P
I/ N BT 10 2545 TiE . ARG R R, AL
A PR 0 B A0 175 A 0 R 9 A 200 %0 i,
KL A A A0 5 1l 1 T R 3 2 B TNF {5 5 %
(TNF signaling pathway ) . 4 itg Xl - — 40 ifd 5] 5~ 32 /K A1
HAEF( Cytokine—cytokine receptor interaction) . MAPK
{54538 % (MAPK signaling pathway) . IL—~17 {5 =i #§
(IL-17 signaling pathway) A1 J& # %5 Ffl (Focal
adhesion ) 35 55 5 3 % (4 18 15 76 ALLYORR & e i #2 v
KA (LI 3) .

i 10 & S
86 R 0 PRS2 AR A @ B
. NN EULIES R U R : ® 100
ALL FPERLANAE A T MAPK £ 5 8% ) %150
N 5 ° —lngm(P\'all )
e ANAH L ° 55
7529 7190 3 JR TR B @ 225
(46.7%)|  (44.5%) " T ° fi fg 5
T s o [
Th17 40531k o
SRR 1S5 A P T R RS2 R AR °
CAMK {551 % [ ]
07 08 09 10
EAERT

B3  ALIH gy d ik 2 AL A 51 3547

4 PRI

BRIET 2 —Fh DX T T2 IR SRR U T K Ak
5 A 1 AT R 40 B e R BT T 07 5, JERRAEAE TR
TR 9 I o i AL ) B R B EOBEOKF . ARk
240 R LR R AT T B A R R e A IR ) NERORL A

e 57 LU o />, R 20 A PO S AR AL AN B I
BRBET B AT 75 224 e H K ( Glutathione, GSH)
1 #E I RN/ 4 Bk H K i 41K P i 4 (glutathione
peroxidase 4, GPX4) [ 3 i , LA B AT S84k i) 22 AN 1R il
JI§ 105 % (polyunsaturated fatty acids, PUFAs ) ¥ 77 76 Jf:
ABEAG . T8 % W] 52 5] GPX4 g R i Ak B v Ak
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IR AR GPX4 J2 I 3L 30 ) A b A i i
A4 (phospholipid hydroperoxides, PLOOHs ) [ 32 %L
b JE . PLOOHSs #Y A 2, nl A - 250 5 s e i 7 A
TR 0, AT . GSH AL FL
S ) A0 b e B A U G S GPX4 5 A T
JIT TR B R o DY GSH Y AR 3 AT 1 2 = 3L
GPX4 K L1k GPX4 71 H A It 24 e 5% 2 [ GSH
(B HC Al ARG 73 7t L 2 4 1 B I ) 2 2 1 7 A
H, - Al T R 8 I A E [ S AR A e TR A
BT o R WG W) AE Bk AL T R P A
YR BRBE T 005 571 evastin 38 528 410 1) e 22 R - A 2 R
390 0] %% 32 25 11 (System xe™) B 35 M5 D\ 17T 3810 25 41 ff Y
eI T B I T o 5y — WS R RAS S £k
BFEAL A W) 3 (RAS selective lethal 3, RSL3) , Al i 12
AL G GPX4 7E N Y R 2 20l 4 11, 512 PLOOHS
AR, BT,

System xc il B GPX4 2% 7 51 2 i3 40 i Bk b T
W KR T i 1 AR BRI B3R I PUFAs 1Y T8
FEPI L i et S SO S e T A W B A A
flb & A 08 Bt Ay 4> 7 0 S AL B o R S T
(Lipoxygenase, LOX ) 5 Ji% 38 12 94 7 H 3% PE 40 5 i o
1t Ak, LOXs & — Rl IE 1 21 2 & 2kl , vl il ke 25
FEE AL Y PUFAs XU SN, A 4% i Bt i Ak
Yr. ROS 0] L5 IR B B9 PUFA R 535 5 I o i
A AL . 2R 7 IR 8% A (polyunsaturated fatty
acid—phospholipids, PUFA-PLs ) f& £k 5t T~ H Jig it 1 44
fer £ H by, PUFA-PLs 1] B Al A1 il 7 42 A1
Z: 55 AL TR AR 10 A 58 BL Tl A 5 100G S I
A 51 4 (Acyl-CoA synthetase long—chain family member
4, ACSLA) F1 A€ A= DU M 18 i % 5 B (arachidonate
lipoxygenase, ALOX) . ACSL4 & 5 PUFA-PLs A9 /£
Ji L T ALOX K PUFA-PLs %01 A AH R (1) Uit 480k )
T e, BORR Bad S Ak W s s o AL = 9 . Wi 3L 3l
Y ALOX Z ik i1 6 4> i B (ALOXS . ALOX12,
ALOX15 . ALOXE3 , ALOX12B #1 ALOX15B) 24 K%, , 7¢
BRBE T (355 5 b 4 21 20 B8 At M AR s v VR T
ACSLA AR S EURRIET- 19 JRL K, 1 7T g H R
YR .

JI I3 3k A0 1 B SR RN BR BB T Y AT i
25, BB I A A OGRS LOX AN
4 B o E P450 % fb b JE B (cytochrome P450

oxidoreductase, POR) 2 5 ROS B 7= 4= , PLOOHs 1]
LAY Fe Fll Fe™ S Az O, 43500 A2 18 A i 5 PLO « Al
PLOO , X 86 [ iy B 5 PUFA-PLs J B, #E— 25 Jin 4
PLOOH A 18 o 2 5 BRAXE 0 /25 11 5T, % 8k
HE R 2R B R, DA 2L 3R A A il
~1 (Heme oxygenase—1, HO-1) &8 5 2L 123 B2 A % .
R AT Wik — b S BN M B A 2 R S Y A
2, T34 20 AN A B A 0 4R R BRI R AR
HE o U B Bk LLAR B Y J7 Ui R B 1R R
PUFA 5k A&, DT e o 1 g ot aod 48 Ak A4 i SE T2 Y
HR . BT E 172 (Tron Regulatory Protein 1/2 ) i
AP AR RS S 5 T RS T i A

20 LB BT T 00 AR 2 B — AR B S A i I
T FI DAMPs Y 45 22 B, 5 Boa M i s L RE R
K IR BT ROS 19 22 BRI I B 450 3, i K S it
HWAIE P ERAE TN E Y, AR BRI T R ER
C 2R PR TR, (EXF Hh PR 40 52 i) ) B A 4T3 4 1
A B BB, o Rk A0 MR SE T AR ALL &R i R Y
YET IR WA IE .

W b VL AR M 2R A8 T A ALL AP Y PE TR AT AR )
5 B 22 BT < Al GeneCards ¥ 2 , w1 k7 41 g 2%
FET- LA “neutrophil ferroptosis” A S ia] , 455 1 330
ANEE S ALL B “acute lung injury”ﬂil?é’%ﬁiﬁj L 8RR
RIE8 9524, AT 961 Mk g IR AT
1T KEGG B4R, P <0.05 fUFRA & VE22 5, A R MR
NP5 7R P e /N AT 10 2505 Sl % o &
SRS RN ALL i R R AR i R AE T 3R K 157
ZR00 H, rhePORL A0 i B P8 TR R 3232 B HIF-1 15
23 #% (HIF-1 signaling pathway) . NOD £ 52 {k {5 5
i & (NOD-like receptor signaling pathway) S8 Wi R 4E
41}y A 115 53 1% (adipocytokine signaling pathway ) |
FoxO {5 5 1 #% (FoxO signaling pathway ) 1 7 iy 5 77
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