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Abstract

Acute lung injury (ALI)/acute respiratory distress syndrome (ARDS) is a clinical critical disease
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characterized by diffuse inflammation of lung parenchyma and intractable hypoxemia. Although
ALI/ARDS has been studied deeply in recent years, the overall quality of life and survival rate of
ALI/ARDS patients are low due to its complex etiology, unclear pathogenesis and no clear clinical
cure. In recent years, it has been reported that inflammation and oxidative stress are closely re-
lated to the development of ALI/ARDS. This paper reviews the role of inflammation and oxidative
stress in the occurrence and development of ALI/ARDS, in order to provide relevant theoretical
basis for developing drugs and treatment of ALI/ARDS.
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1. 51§

SVEMT 1 (Acute lung injury, ALL)&—Ff DA S 5T 9% 18 1 58 E AT [ 14 1 A IILRE A ARe A 7)1 DA s B
PIR[1], WK EZERDNFICE D KM SRS HSZ A0 SRR RS I RE I TS 12 ARG, mT ke
h T [ SRR 38 27 A 4 (A cute respiratory distress syndrome, ARDS) [2]. ALI/ARDS FIEU K % 45
NEBERRFME R R, ERNROREMR. BRI AR, ™ msge. G5, v BRG]
WA MR R ERENOE . AR50, IRERE. SMAG. SPERIRA . R A &%, HhslikE
A S PERE IR L, AR 51 RS L N B A SR AN FRIR I AL A2 [3]. ALI/ARDS 2 K T-H &4 A
(60~85 %), RIFAWE. FT-HREIL 30%~40%, 25 HF 194 i Fl A 3% o7 B S 7™ 58 g 4] o

ALUARDS 5t s — et e, HEELHEMRRIEIE SR, —BELok, #E 4RIt
REMARA iR ALVARDS. HET ALVARDS IS RIETT il GG AR f R e . HUAoE <. EUT 55
WTE T B P RS B TR ISP R 20t FE KA L IR B S 25 iaTT[S], (R A R s &
HITE A FNZELE . B Rsikal6]. T 48t BEAEE RS [7]. Fik, RAHF ALVARDS
M ARIEHLE], I ZGPEE A, BEARCRT R AR b B . SR RN AN UR B E ALI/ARDS
P Pl A BB A R, SO SO S B S AL BB RE S ALIVARDS . A SCHRE T 980 [ 81 S8 A0 L
7E ALUVARDS FAi 0 VI AT 4538, LD ALIVARDS FVR YT R 250 HIF A S (AR G BEIR A o

2. RIEERMFE ALIVARDS Fi{ER
2.1. RIER MHLR

RME LA Yo e R GERT AT TR @ N SN, it — P A o L EE S AR B A B S B, e
JEAR S AN ARSI B S AR AT BE S S8 JORERT 0 N BE SAE AR R SE . 2R
AESNVIRGE, RS AR, Gl H LIS YRR Y T, RIE ROREAN I S By TR R, e PR T BRI
NELL B B AT RERRRS s MRV SOERFEE G, AW S AN IR, A WY A AT 4R AT
IS P BRI A, DA AR PR AR 9 T BRFAE[9]o SORE R BN HUA R A EAE ] —J7 i, & LA JOAE
S REAT PASR K AR A R e RS2, s —MSE R PRI S Be ML 10]; 53— 7T, SRR JORE
RN AR ER, REREMRSE. 285 %E, T E11].
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2.2. REFEXESHFIEBEE ALUARDS FHER

K ESCHRUE B 28 0E 5 2 P R ARG ¢, QB OIS RIERN . FERWE . R3T R A0
FEIESE[12]. H AT EIAA, lidfek4s B 23 Mk 408 & ALIVARDS [ EZRBALHI[13], SHUARZ BIHI#
I, K2 B A0 M (B FE E MR AE M . R MERI A R bk T 20 ) B OR 2R 8 X1, 4 IL-1. IL-6 #1 TNF-a,
XEG IR 7 1] AR BAE FH R T 20E, 45 K & 2O RE4H I m) il 2 2R B AR, JFOE AR NG 5% SE
P, BETBCE 2 1) AR 1, SO — B BOE RIEAI, TR BCRPETEIR, RASFEA MR 1 ARE(14]. 1
ALVARDS RIS E Z M RIEE 5HE% S, B HFF-«B (Nuclear Factor Kappa B, NF-«xB). #Z
Z4 JFE AL 2R 11308 (mitogen-activated protein kinase, MAPK). toll F£3Z4&(TLR)F1 JAK/STAT %[15].

2.2.1. NF-xB {§S i85 ALI/ARDS

NF-«B {5 ‘5l /& 2 M e i g AR P M A G 5y, S 5N RN . RAERN[16]. 1754 A
AT RSN 17]. NF-,B {5 5@ ] 40 N4 di AR E 2 R (5 5@ 4 . NF-«B 4 8L5 SIE AT 2
IS IR, 2R 752 A an iR SR A6 R 7 S2 AR (TNFR) 3R TH 2 AR FD IL-1 SZAR(IL-1R). Toll FEfA:
YRR 32 AR (TLRs) Y WTE0E NF-«B {5 T, o WEGE K & Z Rk P65/P50 [18]. NF-xB ik
AAE TR 8K 7 P50 (NF-xB1). P52 (NF-xB2). RelA (P65). RelB Al c-Re [19].

NF-«B 7E 5 LIRAS T 5 400 57 A 1K) NF-«B #0185 1 (1B) 2 &, A FAT e F0E 1 o 2452 3SR
IxB BEFIKK) S8, & Hm N EREA S, B IKKa. IKKS PLA— N TR, 40 IKKy [20]. IKK @i
IxB B ALIH0E NF-«B 1815, kB HIBERR AL S B B AU BAR 5, 774 pSO/RelA 54, Bl G R
NF-xB FH T 256 AL RISE R R4 5%, T 98 IR 1 IO P AR R0 SO 4R M R 5 4, TR a3k 98 R S BT, R TL-1
IL-6 %5 J0E A1k — 0% NF-«B ik, FIBORRAERMN[21]. 5405 SIlAHLL, JE4 U5 Sl
& S 7 R T B ER AL 15 3 1 P100, 17 P100 2 FH A RE SR FE IR -1 S0 (S 52 F 2 (BLFE CD40 Bl
B kB4 M35 R 732 /K BAFFR. L8R p 24K LTAR FIZIK T-xB Z AR BGE RANK) S[22]. %
BT NIK Il IKKa, TAVKI T = 4K IKK B 44K, 2T NEMO, 35 RelB/p52 E AR
FRELWOE T =4 p52/RelB A H)[23]. NF-«B A5 54000 5 AT I8 I 115 &P 28RE R 1 I I8 55 48 R0E
YA, PEARRESRENT[24]. WRAURI, RIS B AP SER R 5 e DA SR SRS
WS, NF-xB A WIEOE, Fraigl KRR, SEUNSHLYR B G25]. PRI, NF-xB @
2P JORE PP IR S R A B AR A, BRI AT 4E b BN . M. PHZEMEBOE[26]. NF-xB Al §## ALI
HMFERIFRIE, 76 ALL 581 @ e oo F [27]. DRk, BEIrak il NF-«B {5 58 i 7] f8 /& ALI/ARDS
FOREPRE Ly

2.2.2. MAPK {E 535 ALI/ARDS

MAPK @) 2 2 S5 . T RESEAEY i #2281, A3 MAPK KR4 14>
N2 MAPK 7> T MIHEZ i MAPK 737, 48t MAPK 7> 74 : 4l AME S 5 485 1/2 (ERK1/2). c-Jun
AR U R (INK) . p38 MAP ¥ A4 M AME =5 U 1780 5 (ERKS) [29]; 44 MAPK 431 -
Nemo FEEEFINLK) M AME S350 3 (ERK3). ZHMIAME S 7180 4 (ERK4)FGHH/ME S8
G 7/8 (ERK7/8) [30]. £ MAPK 41 = 2B G I S B DA s 03 A s (R L 1 7 S i (5 5
B FE AR = Fh k% 0B : MAPK WA (MAP kinase kinase kinase, MAPKKK). MAPK J#/i(MAP
kinase kinase, MAPKK)FI MAPK ; MAPKKK B £ 3% MAPKK , MAPKK 2 Ifij i R A4, - Ji& MAPKSs,
PR VIO S R A0 AR A BRI SO B 8 e I A L I A s B (31
TR B, @ W MAPK 15 S0 E%, w0 LPS 75 51 R0 M, Wk il SUm BE54% , 2010 RIE DT
N BRI IVE I [32] . SCHRIRIE , MAPK {558 B8 7E ALL RA R R RFE T EEAEA, #H] MAPK

DOI: 10.12677/hjbm.2024.141005 50 W=


https://doi.org/10.12677/hjbm.2024.141005

eI 2

(2IETT LLg D e R AN 70, el Al 4L 25 R P [33]

2.2.3. JAK2/STAT3 {585 ALI/ARDS

Janus W5 5% T 57 %05 7 (Janus kinase/signal transducer and activator of transcription, JAK-STAT)
(B9 @R — & IR PRI (S S5 Sl nrEsE S M E B A RN, SREAENEK. ok,
PAT VA B e S B4 o BB R S B TL-6 2R, TL-6 AN T RE K O BB AR EY, 251 R%
HRTBOR PR 9E S RE[ 34 o T8 1% 3 2 P P S IR IR A O 32445 | S BRI JAK ™ AR RS (1 % )[R STAT
. TR RPN S R A G AN LA S, (HR AN N A BRI JAK 45 &0 8, 2RSS S
&, WS ZEETIAK, BRI TREE, KBS S NAAME s BTN STATSs #FR NS
S G SRS T, (EE S PSS FREEEER, 2 JAKs BB MFEA35]. HEr, i
A JAK FEA TUAS R 5L, 433052 JAK 1. JAK 2. JAK 3. Tyk 2, JAK1. JAK2 fl Tyk 2 | V2 3Ki%,
T JAK3 RIS PR T8 R AR A1 Af[36]. STAT KA LAY STAT 2 [H, 432 : STAT1, STAT2, STAT3,
STAT4, STATSA, STATSB I STA6 [37]. JAKs MG KA T2 A2 R RE T, BN
JAK i, AvrRABERA, BOEH) JAKs Uy b HAREE 2, BFEZ A 2R STATs. ‘BAI7ER C
Uity S S A ORST IS R IR TR S, 7T LAME JAKSs BERR Ik, X PSRRI STATs i@l 5 R SH2 45K 3HH BLAE
FARTUME STATs KAE ZIRUWTER - RIEE &Y. EAZN R Ak STATs 55 R F A4, M
WOE s H PR 5% [38]. HFFLRM, IL-6 J@id JAK-STAT @i, WU Janus PEEHBEIRILIL T Ui
] STAT3, M%) STAT3 $EFERH K, 76 LPS 51 ALVARDS & #% 8B AEFH[39]. 0
JAK2/STAT3 GBEEEIE, W LLIR/D RAEA 50k, A& LPS 512 ALIVARDS G 7 #5401, T REEE N
F ALL, #04] JAK2/STAT3 1 IKKa/NF-xB #5EAS 5 7% Sl B RFELIEAG, T Dhyslks b 28 RE4H PR o e
T DR SORE IR SN, S5 A e 2R 0 AR, VAT REEIE ALL ) —/ B s [41].

3. SR AL/ARDS FHER
3.1. SR MR

AN N 2 T P R PE 4 (reactive oxygen species, ROS) = AE LA AL - PLaE RSk 1T, T3
r PRI AE MR, ARSI TR . A IR IR R AR, A R E SR R R [42]. AL
NAE ALI/ARDS ()R @ rhitd s EEAEH, 1432 3] ALI/ARDS fé 6 K 2= (gl , 25 42 & (1) ROS,
TR, fd M 5 3 — ARG EANOS) G A &, A E i — A A NO). I A4k
B NO I, 291K E MR KA, BRI P R 4 At b AR, S B0k, #E ALI/ARDS
e AR it e o 5 A [43].

3.2. ROS 5 ALI/ARDS

IEHANHEY, ROS KA T34 HASE KFATIRAS[44]. ROS 2 IEH EANBEIE Y, fEAES
& ANMA S R A B EAE A, AL BT AN R AE 5 G S A B8 P YR S 5 a0 48 B ER T 19 S R = )
[45]. ROS MHtEMIE R Al R AR R, B RA AN EAEESOD). AN AR(CAT). At H
R A I(GPx)5E, JERE R 3 EE I JE R A B H IK(GSH). 4E4E 2 C/E 455 4N &7k F GSH, CAT.
GPx. SOD % 7] T il ROS 7/KF, {RI A0 Z B AR [46]. TR K/ bR DA S5 4R 1 0 40 B = A= 1)
it & ROS #£ ALIVARDS HiEd EZA4EH], ROS 1] LAEAR 5 4H i P& FRL B 41 28k B, TBORZH 2300
Atk 7€ ALL 1, 4id & ROS #H B SGPiEIEEREE TN, SRR P T, R
B ROS &, H MDA, [FIIHTALEE(U SOD)FRIA AR, KA ™ H AL, o4 i
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RERTERANELAN, BRI S M @ aE v, S 8K IR AT 5K [47]. ROS b2l i 4123 48 fE &
JOMIE, A S b R A A I N R AR A R, 4] ROS S HIEMLN I, REE L/PLELL
T, CHUNTEIT ALIVARDS 37K 58 [48]

3.3. Keap1/Nrf2/HO-1 {5 5i&&5 ALI/ARDS

Keap1/Nrf2/HO-1 15538 B 0 A2 5 1 IR PE DTS SBOB K 2 —, & JE AR S 11 3 L 8
Fro Keapl /& Nrf2 () FEHIBEE, Nrf2 ZHUER RN X EAL S s D5 AL, HO-1 & Nrf2 B T it
K, B EREAL N N F[49]. EFEN T, Nif2 5 Keapl 454 THE AW, AN LS
EEHE, ff Nef2 & TARE MR EEAREES R BRI T, Keapl HIEMEERRREMEM, M
753 Nef2 B, Nrf2 NE VR RO S M 2 A % T, 5 Maf & B RUST: — RAENr2-Maf). %P
LA S JC - (ARES) 7 41 1 AAER IR 3] Nrf2-Maf, J£5 Nrf2 ff] Nehd Fl Nehs Z5 3845 &, SR M5B ¢
AMP [ JefE4s 6 B E(CREB) 0 155 /8 3l Nef2 A5 B s B 4 T Bk R 3k, s —
RYNPLEALEE, 0 HO-1. EREMLIEEEF(NQOL). SOD. GSH-Px, #HEMiEk: ROS LA =M H
FPTA. Lot PURTTSEMBORY HLEI[50]. TR IL, HFF 2 AT L@ 5 Keapl-Nrf2/HO-1 15 5%
SR, M LPS i SMPIET-RISORE, MR LPS i S/ ALT[S1]. —Fh N L& B BUR bt =
FKWAY) CDDO-Im, FIEA5RAL Nef2 BE ], 755 Nef2 M Keapl 455, i SOD F1 GSH 75 %, &%
MDA F1 ROS 7K, WS ik 615 S 10 ALI[52]. £ LPS %31 ALI #%h, S35 (Isoorientin) A]
W3 E Nef2. HO-1 [FERA AR Keapl MIFR1L; [FIEHIH] NLRP3, caspase-1. 8 T-AHCBE s EE A
(ASC) LA S A2 78 28 Jfa IR - (1) ik 3R 3K [53]. X — RAUBFFER Y], S 40H] Keapl/Nrf2/HO-1 {5 5 i@ B% /2
ALI/ARDS 576 F181 SR 0%

4. BRESERE

2 LT, NF-xB. MAPK. JAK/STAT UL & Keapl/Nrf2/HO-1 15 5 8 75 DAt F5E 98 RE SN A4

ibit
Acti
DOOOOOOO! & 0
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Figure 1. Possible signal transduction pathway mechanisms in the development of ALI
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