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T WEFEIERBIA 1 100 J7 MeBEIE AR OCHESE T . &
PERT 45 (acute lung injury, ALD B & 4 MR & 38
2t & 1E (Cacute respiratory distress syndrome,
ARDS) J2& Me 75 A 1 5 UL I PR I & AE » 2% il 1 Bz 1
JIts A B 453475 5 50 96 Js b R A A A K e
BURMZR . 5 AN TR A AL/ ARDS # 1.
Jife i A 5 19 ALT/ ARDS (995 58 5 5 185, Ry 30 %6 ~
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e T IR 5B AE AR UE IR T 1 B = R 802 W
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1110 RRSMREAM KFAEFH ST ALY
ARDS J2 Hi i 32X 3 A= W5 JiE A 1) 5 0 s g 2 3 5
-2 T = N8 A s B NS 7 L P A | BT A
QA o & ) TR N BN Sl NG - N 412
Kz TR A G 43 F B X (pathogen-associated
molecular patterns, PAMP) F1 %5 £ AT 4= f& B #H 5 43
THEAL NEA 10 A Toll B % K (Toll-like
receptor, TLRO K JE M A TER K4 & 5 5 Z %
TR ZZ AR 52 G W W B P IB0TS AS [R) 3t i 42 LUS 3l
RS9Ik 3 e RIESFHM, HhafEsnr
kB(nuclear factor kappa-B, NF-«B) , # i & 5 i#F A
20 ML A% PN L B2 T 22 b 4 B DR RS AR PR Y A
3 WA AR 2 TR R 3 P B AR G ) A D ]
RGBSR B4 . TLR1 28 M 530 TLR1 %
TH] 3R 3K 3G RN NF-B 38 P& 3300E 38, i — 25 i RE
S R GRER Y RN s Fe 2 45 32 0. RO
A W A F B 23R I &Z 1R (pattern recognition
receptor, PRR) . 7 1Z A7 78 T Wi I 440 Jfd L, 1] a4 s
20 6 b R 200 L P B I 3 A 2 0 R T B
PEATRAE. /I PRR 5 M1 B A9 PAMP CIi A 9 #%
T2 20 T 200 i 3 i O AR 1R i 22 W) 5 5 TR R I R
155 I A ) S B D T R AR AR AR . BR T
AR PIAR T4 PRR i U0 i 75 0 31 1) DA 200 fd 19 01
a0 K Ah EE R i A9 N IR PR 5 A O g T R A
(damage-associated molecular patterns, DAMP),
PAMP & DAMP 1 /6 K & & 48 T BUR L2 Fi
=Rt APS RPN i ) DS R E et B S e i
200 1L PR o i st A TR R AR L H R KO AT B



Wl B Rk o

8545 B B4 o 407 -

U SR N IR A R I | {0 S | K= 2 22 N
S o T T ) AR 2R S80I 0 R TR B A B LA
b — 20 B JAE RGP SN o B T 5 KA e 32 Bl A
BB 3 I 92 R 8 A B T O 19 SR e 4 ) T BR
5520 205 B2 18] (0S5 . B A X AR R R A
A PR 2 OCE L, T 4 B T 5558 Sy R AT 4 B2 L OF
FH T 15 B it P SR e (0 200 J b MOk 4 2 i B i 2
KR ARIE L 1Y) S B A o 2 AT SRR TR W) K
V7 i T BE 14 51 K O 95 400 D 38 5 — L 55 B Rk
e a4 O AL . e M 200 i e e e R S A AR L
il 78 AR PR OF2E 20 2, AT RE i £ P 22 SR B
g, 4n rh P kr 40 B 5 2 1 B (neutrophil elastase,
NE) , iX £ 8 1 fig 5 AT PO ¥ D Be (0 s 25 T 22 5
Hi 3 A A0 . X S A L S T AR R A A
M4 B BiE (neutrophil extracellular trap, NETs) 3
I 34 995 JELAAC T B . NET's B JE 5 LA AL 4 DNA L 20
F A VNE 1 Atb o R 20 8 1 Can B O A AR
it ) 1 3% A5 T R R AE AR T rh M 20 i Y
— P e TR AL S, T RE A B T AR B
SR 5 vh PEORE 200 U 1 3B 3R R v PR 20 i 5% A 2 1<
LA i S A R I 1 | T 7 N 0 N 1
A5 DAL v A 20 R i A T A T 5 B P R e —
/N R AR Wy W E I, T B MR I U 3R 2
PR 20 L S5 FITE 22 Bl R E 155 00 T 3E A ST # B 1Y
FEPAEAE T — 2D AR PR B2 200 L 0 o B AR
112 AMERGERBEAE  FMABOE & P P
W CRE ) DGR B B A S R f 9% AR 8 Bk B 1 Kk R T
S BT RN A Wy, e T ) 5 ek R A
G RE B A . TR s, R A AN R O 5 2 R
iE FI B0 8 9 1Y & BIL A O, A 4R Mk R AT
ARDS. PAMP 5, DAMP % 5 38U 4 ki 7= 4=
Ui C3a Fl C5a. C5a & BEMLAES C5 A9 AHE AR
PR — A SO AR A IR VR S A0 ) A o
5150V FN 5 0 SN R TR A A AEAE T . AT 5] S vt
R0 Y AR AR R R T B0IE 1 4R (reactive oxygen
species, ROS) FHURE i i 77 A 5 DT 32 B0 240 1
1 5E % D) R 45, 36 W] LA 3 v 1 6 20 i i 40 I BF
B, 5o WA (2B bR AN 28R 1 40
Jfd L EL WA B - 4 A2 A (C5aR ., C5L.2) AH .4 H . fix
2l 22 ZLFOROT B O 15 5 0 PR Y ERK1/2 3@
FERESE . W] 5 2 TR A Y 2 R A EAE
B R G 32 0, A7 W AE L A AR TR0 I 1 %
(5 30 5 B M0 B e R R R TOBOH R OBE R
( nicotinamide adenine dinucleotide phosphate,

NADPH) & {L il , NOX2 (# W 41 fis NADPH & 1k

Tt £ A M ) 1) S80S R OC 132 B s ZUm ) . O B8
DA B 20 L A 58 6 R AR i PR R B 23 1 RN 8L )
FE IR RGN , B W A0 RO O A R A N T/
B, T A X 2E 25 AR AR i T Coa Ml Cha %2
(LS

1.1.3  BEILS 2R e A ™ H MR REAE P B0IE BE IlL
FRGE, K A0 M PR A FH T I PN R AR, P 2 2
i 25 KA 3K 5 AL 2L IR F- (tissue factor, TF) 2 5%, 34
TG AP B I AR &, T BOEE I CBE I 2R D 1Y R =
AR A A SV S AR e A R IR 7 oo o
P17 7 96 % (] J5 370 AR DA T 8l 4 1t A T o, 5 U i
LI A 3 AL I L 081 R 9 e 2 fef i AR D e P
B, LU B 1 2 it/ Al Y T2 R AR o/ A
HE— 20 B 3 P K 503 R A2, 5 5t K A6 82 4 i AH B
A TR 18 /DN Al R v 200 2R 0 L R O 4 92 Il
B B B SR TR 0 PR RN IR L O SRR N
Bz S8 HE M ABAS 32 45 ] 1 A 92 il A IR T BE 2 3 2K
WS H A, I B B I REREAS . teAh, ks
20 i L A B BIF R GORE AT 3 — 20 42 0 f 5 il A% B B
B P8 I T A B RO DA S S A JBT Y i & R T X
2 20 Y 5 T ) 45 A A A AR 2 i 9 R A0 1t 45 5 B ) e
ik k. ALI/ARDS & 3 il 3 3% fb 1 C
(activating protein C, APC) 7K [ A1 . 1 4T 3% it J&
HOE I H Y 1 (plasminogen activation inhibitor-1,
PAT-D K- T 3 2 W] A &8 F0 21 v 2k i, 27 IR
AW PRI R A5 PR S AR VT fiE s HE L 7E
7S R e B L T R A I A I A T B
yROEC PE I N B ML C diffuse
coagulation, DIC) , i+ Ifil 45 P Bz 40 M i) el 22 F T 32
T A B8 T ol 2 i — 25 o i i 36 6 240 1 55 5% o 1) i
7 o DT 300 ok 3 57 8 2H AU A AR R E T
RE R 15 .

104 BEwgEdnatk b i A7 A 2K R B
M. B o— &R M F WE 40 i Calveolar
macrophages, AM) , {7 F fili 10 5 9, = BT g & 77
Wi S UKL I o3 AR R T A MR . R E R R
4t v i 0 20 L R R A S rP RORE AN i A B Y
BB ALL/ARDS & 9% AL Hh ) 56 5
TR SR R BE AT 9 I A, A PR AR L U
JEARH 5C 73 7 15 =X I ik & 2 K B 5 AL AE 32 B A
B RKERE AN, SHAERMER Sk
326 IR SR 20 M DI RE R AR OC . AN R IR — 2T
R A 55 B0 AE 5% 1 B SO S5 R R B 2 Fh Dy g
R A3 A0SR LA [6] B S 76 S [ B4 B & 4 A
[F) (A FH 3 3222 DT R AR 2 . 2 i 4k

intravascular
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A E (M) WG 41 A AN B8 B 1 % fb sl 4t & (M2) B
W 20 A . M1 M2 5 20 i 5L S (] 1Y 2 g R ok
T H A RS E T AR E R RE B b i A
iz, f£ ALI/ARDS 1 2 1% W 1, il 5 0 20 i 5
M1 # Ak, #5 22 M1 8 Ak ] B 80 I8 38 8 B F
(tumor necrosis factor alpha, TNF-a) . H 41 il 4}
% 1(interleukin-1, IL-1) , — % £ & (nitric oxide.
NO)F1 ROS, 3% 261 48 [K B 5 7T 175 3 vh Mt 4 i
AL PN 25 3 P B2 40 RN L Rz 40 i 5 S o A i 3 A
it o, DAAFS 5 7™ E B AR RE S A1 48 PRI R v R 2
i Ay gk R 2R AT S M L LB . AR R B B
J&i s M2 g 20 i A il 2 2 b 25 58 IR SRR
s 2 2458 3 G 52 LA S AR 3 95 3 e e 1) O it P
i H L ) M2 Bk 530 ALL/ARDS J& #2744k
358 30 ) B T A A S R A 2T 4 Ak

12 HMES5ET:

121 AW MEERE R e R e g RN 1Y T
32 25 Tl 20 ISR A ) URITS A A B I X — A R B R
SERYIRAR AL G WA TR B o R L WA R R
B DA BB T VAR R A F L 4 R H At 20 B TR P 2
Yk BN EHAREATRE M RILIOR, A R
SRy g — o A A P R PR P A A AR L AT RR
BEAE H Y A0 M B0 AR T (W Y 35 AL A BR
(R 7E e T 00T 18 W Ao B Ok A g A L AR T 4
Fr A2 4% 240 i R ¥~ T 48 40 B IR 5 7 A 22 ] i R s DA
SO B A Wy g Sk AR A g . BAE ™ MR AT A
PER, AWERE 7 5 99 1™ FE R B L R R,
T AH W 5T K B, 9 34 28 K /K DNA (mitochondrial
DNA . mtDNA) 7KV 5 I #:5E F1 ARDS 19 )™ & 72 JiF
TG % VI AH 56, 38 i fil & -+ P 2 56 4 A 7
(stimulator of interferon genes, STING) & #& (—F}
ML DNA A% 258 2 TH ) 52 44 78 20 B 3 03 i 3
B I i B ML ok $E R REAE L 51 R R KR
B 7 A1 = I TV G il s = 7 A
STING & 12 # % & — X 71 61, STING %5 5 H W
HERGE N R a7/ A e e R O A I
STING {5 5 13 BE #E o STING 1 Dy g 3R 75 58
A5 O UE I 2 3R BT L 2 T B ZSE R
. mtDNA 3EA Y 5T, 76 20 M 5T 80 cGAS-
STING, i it STING Wi 5, [ W38 & 5 55, 1 30
i B B 4 B RORE I B, B Z A mtDNA 38 i 37
STING &4 Fi F [ Wk R ALT/ARDS™
1.2.2 TS BRT AW, BT A0 AT T 7R e AR
S ALI/ARDS Wb e 25 E2/EMH . DLT . 40
PR TR A R I Al S0 PR 14 BN Dy J2 R 1 4 i SE

ToRYME— B, SR, il T HAB R 2 B 2 i
MOBET AL IR BE 1 4 T S fE T I, 9 3 # R A R
(R 4 ol ) PR OR S AN R A 1 0 2 2R R R 1Y R
A G MR % H /K fif B (cysteinyl aspartate specific
proteinase,caspase) 4 i P4 Fl caspase JE 4K ##i P4 HL
il s caspase MR8 PE & 42 AT 5 B0 M T Bl 0 2 AR RE
EIUE Y IR W 1S O N SN 1 e o
T Y AN A A TR R OO T R 40 i
P8 ToAEAE 2 IR, T aX 2L 40 fifg 23 & 4 NETosis ("
PERL A0 1 58 VA0 A8 T 05 O MR A0 i 2 T
NETosis D24 K NETs, i #& NETs %t | i 41
L B A AN P e O 00 e e L S B
il 6 B A0 i P caspase-1 AU SR, BB S R CR
AN A L R AR . R E
PERLAN AT A= 9 NETs Al G A0 il il o . w40 i 45
JBE o 53— 5 T 3 I W A Y R B T BB 3 B0 NET JE
R MR 20 M Y 53 4 L i NET B9 A W 20
JiL AT 2 AT RE A B — A R R A B ) 28 AR IR X
FEAI Y . BR TR T M T ER caspase
A 53 1 AL Sb , B AFAE caspase JE MR PE TR ¥
P M At T L. 32 MR EAE T MG L
(protein kinase 1, RIPK1) Fl % 1 # i 3 (protein
kinase 3, RIPK3) J& & F¢ £ IR S0 1 ot L FR O 3R
FE ., il it RIPK1-RIPK3 M 52 & ¥ & 42 09 300 R
. RIPK1 #1 RIPK3 {2 31 4 115 2 G 45 14 5
FEEE 1 Y J5 S W R AL TS IR 5L 15 I L i 200 i
R TR R R AE SR

1.3 el 5 S e BB WREEAE O T A S e
il Y5 e RAE RS KA S 2L HRR R 2 BT R 4
L PR R T L SR R AR A A SE T T A R g R A g
AT AR A o B AR PR 7 e R 1R 1 2
PR X R T AR 2 5 S s 1 o AT RE R T Bk R
PMZHE DRSS IE RN R, EedR
i S Y LS B Be o G0 2R A 8 R G TR R RIS
G2 V- AT LA R S, A SR SR B A K
R P BRI T R AT . TERXMEOLT B E A S
R Ak VIR T ORI S | A 5
2 B IRFRBE  WAR N R 2 P RAE — 2 4 — o3 i
R ZR B AE . e M 7E AR AR B b n] A [ 7 4% Fh
e 928 20 i 2K 50 1) 2 B B A5 R0 22 A5 5 T I Y 0
JHeFEREAR AT, P8 K H 5 400 M 2 RE AN R B A TR
A8, TR R 0 A T R AR | AT RS 32 45 R SR AR A
Il b AT 5 BEOR N TS BR DI RE A2 8. Hkih T
A1 2 200 0 PR 1~ 1 7 A b LA R TR R 2R IR I R BT
RAv 0T RE T 0 95 T A% A I A BN AR A
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L AN 7 R (AN = K WS & 11 W =B A AR I e
PR TR A R R T R R A AR
H i) B 5 0 o 2 AL R AT SRR g AR L X LB 0 T M B
REVE- I S e A ] . FF 2R SR A0 (dendritic
cells, DC), B A Jy 22 o5 A7 200 T st 2 336 20 i
(antigen presenting cells, APC), 1 T T iEFH S
R0 20 L 08 T S 18 SR AT I8 2 A R DC T i
A HAED R % 28 30 A 40 M DX 5 0 sk 20 RNt i
MRS s 7 535 5 L S TG T 400 J 5 o 1Y) e ) B
%, HA VS T ARFessmiim -, &5 & AR
153 (natural killer, NK) 70 jff , 78 ¢ B 5E & A= i3 B v,
BT N3 R 32 NK 20 ™ A 09 40 J X K K08
A A A A P R S B b
T o7 M B B A [R) N AR A AR AR 1 A T ik L 40 i B
T I EE AN R BRI BE R A 1Y T2 R S BO™
A E R, R CDAT T kit 2 & T
Wik 14 5F BB T B AT | 7™ A A% 400 i D1 ) g T BTG
PLEAM ] T 240 B S5z B i 4 i 3 ) 52 1K R 3k B
PEU A HEACAZME CDST T 4 i R B ™ E Y
v X B TR = SO o RO e R
T 40 M A I Th17 RS . 50 Th17 M40
P T 4y W 3 U 4>, Th17 A0 5 ¥ T 40
(regulatory T cells, Tregs) F#72 J&, B Ik E 41 iy
RE A% I 17 6 K B 8 FFS 3 4 I TR JFVE S APC &
VEVER . EAE M5 0E 8 % v o Fg 1 400 B 0 T 34 o A
THEAEEH =B AT EB AR TR T
20 M A2 A 2 B A AR T 9k L 4 Y Ah R
B I S BT RE kL A HE B 4 i ARl
eI -N U SRR N 7 VA S B A ORI
PN A& MR sk PN B 40y 3= %
RN o KA 23 R R AR die 26 1 B e 2 410 i
deAh, AN ZE i 3 JR DR Chuman leukocyte
antigen DR, HLA-DR) % 3 35 Ja 2 1 6 322 K6 25 5543
TR L2 F MM SE T 1 (programmed
cell death,PD-1) T 4 Jfd % 93 BK 25 11 F0 25 26 26 H 45
1 i) 25 4 3 (protein-3 with mucin domain, TIM-3)
DL K B AN T ik O 240 B % 98 #% (B and T lymphocyte
attenuators, BTLA) |3k — 5 & Gepsfip ) o7,

2 PBREGEMHEE ALI/ARDS HIF WG

21 LEMAKNESR

210 LREMBEE 1R XA T 8 A0
(alveolar type | AT-1)5 WM K40 % % 05 LA
HEAT A RO S S 4 [R] I A7 A 77 A i 2% T3 R )
JREE 1 B9S2 78 11 B4 B Calveolar type I, AT-

10D il b 58 i i VF 2 450 8 1 CRL 36 R A 4
H VR Ry kb 2 B AR D 9 AE B R 4E R R W] B
375 1 0 2%, 0 RG2S 0 1) Ak T O OIR S SR R R AR
ik, SR, Y A A I b R A M RT A AR SRR Y
S 5 V22 240 0 15 3k A 4 L 38 DA 4 240 4 Ak B
XKootk TEMEEAE 5 T 0 ALT/ARDS M [H], fif g
ALL/ARDS ) 55 — 2 2 55 i Iy RE 14 il o0 6 240 1 A5
Febs . i b B A 3 Al LA AL A0 M O i A £
FE LR AN M L 4 1 A0 R AT-T1 4 e, AT-11 40 e
B S AEL 40 i T 38 e 1 5 S AT s AT T 20 L 3
55 Wnt-B-Catenin %53, K 5E FGF10-FGFR2B {5
S AESE T LATE A0 0 J5 7 AR BRI A0 O SR
BT 4 e fE oF I B R 48 Mg Calveolar
epithelial cells, AEC) iy F /£, HRK Hippo-YAP
o 1 O e R A ORI WALV ) YAP Y
SRR TR, BE R AL Y Y AP 1 2 F5 40 i 48 5E K R T
Fa s EEAE R, Boal s AT 11 40 i 1 1 48 F
Z5 AT-1 ] AT-1 sp . R C 5 H 2l
1) TSR TS P A, O IETE 4G & 0 R b il
R TAK2/STATS YT A ok 10 1 58 AE I e 2 fii
A, JAK2-STATS il B{ER 1 i S AE 9 HLAh . 75—
J5 AT LAGEFE AT 1 403 % 3% 58 Fn o4 R 4 37 52
PO 18 SAN AL U] ALL/ARDS 9 3E e,
TEALUE S e b R 40 B i 2 2 A Bt A K A
T A5 R A K AT (epidermal growth factor,
EGF), B & % 4 £ ] F (insulin growth factor,
IGE). Il % W & 4 K A T (vascular endothelial
growth factor, VEGF) Ml ¥ fb 4 K ¥
(transforming growth factor, TGF)., 4K
FLE2 WA K F Z K (epidermal growth factor
receptor, EGFR) FI I Kz 41 Jifd 34 7 /& 52 2 8] (4 16 3R
O B FE AR S5, U 45 J5 b R 4 Md b EGFR 34,
JE5 b B 20 B B B NAH O . TR AR 25 T 00 i 45
PN BT AY v O B it b Bz 3E ok TGEF-B 3 i ihs 362
Fows 40 i IGEF-1 ;™ . S 80H 41 %18
(interleukin-18, IL-1R) . TNF F1 ¥ #% 40 i #4 1k &
H 1(monocyte chemotactic protein-1, MCP-1) f= 4=
UD AR R IR T A0 B Y b R A WA DA E A
{1 fiff TR, R A RE B2 45 (R I L, I 25 iR T O
FAA R RB RSN W FERRZ
— Al LU i 25 OB AL B 3 Csirtuin 3, SIRT3) 4K
Y A8 A AL W) 1 AL B 2 (superoxide dismutase 2,
SOD2) i £ WAl K 4t 5 it | 1 40 B 13 20 14 BT 3
I 2 YRS e T AE 5 1 A 407 L SAE L AU AR IO BN A
BT, AR AT A 5 o Bel-xLL Al survivin/
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NKB/p65 1553 #% , 90 il 4 i 2 % C Fl caspase-3
PSR iDL U w2 ) O o = o ) SR T
R R R A A N U 7 A 0 — R A AT R —
PR PEBT R A BT, 20 i A0 R H 9 7K BT LA T 4 A%
F ¥ 128 45 A (equilibrative nucleoside transporters,
ENTs)FE/R, {H ENT1/ENT2 410 il 371 B w ik 55 58 i
MEEF SZ K a2b(adenosine receptor a2b, Adora2b)
R P B BB, DT 3 58 i 1% 5, Adora2b eid R
BEL o %5 8 11O RO O 45 R SE . ADORA2B
Wl BAY 60-6583 HJfig ik 5t et Ty fiE L ek 2 1ML A5 15
U D7 Lk 9 i A0 PR A0 i R 0 7 3 A g
KL E AL TR T M R OB W R 2 (B
lymphoblastoma-2, Bel-2) % 11 # 35 , FEAIL B ik 2
MG 2 A 5% X (B lymphoblastoma-2-associated
X,Bax) .caspase-9 Fll caspase-3 FJ 2 ik . BH T 41 il {4,
R C R, AT 48 5 40 M 3E 7, B IR ROS A B 5
UM T, EAE VS AR A p53 sIRNA VR YT L B4l
JHE ALV W67 A %0, ATl p53 A5 14 il 2
b B A M PR T DT R R R BE AR U5 B 1 ALY/
ARDS™,

212 WEMEE N B4 (endothelial cell,
ECO R % iEHh & R EA AWM, 0% claudins,
occludins I $ B B 73 7, 3% S8 85 JI 4 (1 5 40 i o
EH A A (zonula occludens, ZO) JAH K, 7E
e B AE 75 3 19 ALL/ARDS W1 E], fii EC i@ i P 3
I, S BN LB A A A B IRAR AR VA 4 T )
i) L it S J5ic 0 it 30 1) % o 4 0, A8 S O B 2
ALY FE b b 5 19 . Fe il 9 — T 5% B, it
KA 245 W R UR BE B R AL AT 5 S 9 i ECs
claudin-5 Ay IX I I, ik 34 7 B EC claudin-5 #Y
FRIFHR T 5 ALTA G EC bR e i, 00
RN GAh 2 PR R E R FRY B, R P ZE R R
ZO-1, M Ah, Hoak v 35 5 88 55 B B 38
(Glycogen synthetase kinase-33, GSK-33) (—ffi 22
AR/ I B IR WO L JF i AMP #8985 H
W
protein kinase, AMPK) 2% i . M 1fij #01 i & iE &
T LA PN R AR M T A AR R A K
1 W3 2R 4l 22 B ™ A 07 W WLl 28 1 0 ) 2F 4 3t
[ ER, —E RS T RGENS V. A
P 38 375 1 A i 4 47 29 1) 3 e RO B 2 B — LR AR
F1 40 B S AT L Rho AR J7 S0 BN g 21 4 T
R, I Rho 3848 800 ok ol b 17 ) £F 48 2
B, B Rapl GTPase MGG . 1 Rapl A9
TG ) ORGP 4 B R e BRI S, R -3

( adenosine  5'-monophosphate-activated

AL % — Bk #£-CoA Chydroxy-3-methylglutaryl-
coA» HMG-CoA) i Ji Bl il 57 CEP b 77280 B 1 7
Pt i 960 b B A0 L P A9 A T R P B R B T
it HMG-CoA i J5t il F1 FP 8 10 R k42 o LA S Bt BHL
Wr 2 5 2 i 200 0 5 B A 08 1 sS40 B AE 5D 1 IS
Y oE = . R — TR 5 SR B S AR AT T i T
i@ 53 # #] Bax. caspase-3 Fll Toll ¥ 521K 4/NF-«B
15 53 B G T N ROl A M U T MRREIE I S 1Y
ALT R A B0OR 20 98 7= Fe 3l iy — JF 5% 3%
AT A N 1/ AR
4 M (endothelial nitric oxide synthase,eNOS) g%
A [ O T AE U5 0 ALL, R v Y i R B
400 ) e 552 5T 0 MO T, P2Y 12 52 MR AE 4 E SR
v o AR T TG4 ) R R A i % B M ARS ED
il NO K- F1 eNOS @ B2 AL K F Tt & . eNOS £k
mA NO & 3 AR 98 NF-«B £ 15, %5 NF-
B/ TeB-o 5 5 1 i HAT 00 A A5 T L A% T 19 2 560
WA TR YT S IS N B E5 6 1L ZO-1, Claudin 5
1 Occludin 3514 i, DT B AR 28 9E B Iz, A i3t 5
B . B3 Y B 200 i T e RE s

2.2 LW ATE PR AN RAE R — B DB
5 10 e Bl A, R — 2D A U IR i 9 R ) 5 [A] R
RN G ot D N 3l ) O R N el S
(alveolar fluid clearance, AFC) X} T £ 43 i ¥ 25 [A]
FRAXS T B PR AT RO SR S e BOCE B, AFC H
AR Na* ¥iz 4T RO T il b Bz 200 1 T JI5E R 35
HMIFEE e 3 IE Y S BB B Na S 2
Wk A, AT1/2 40 8 b R Gk W bk Bl JE
(epithelial sodium channel, ENaC) #1 Na™ i 1< 3 IS
HMIl Na ™ -K* -ATP g B 2 8] 5T %5 ] . ENaC &
HRRMBIP o B F0 y 3 AW HE2H A0, I 5 i)
Z2.0R Na™ 3z i BV 22, X Na ™ iy licg AFC
(14 GBI Bl g o HORT il 7K e £ 3 IR R DG B AR T
AFC 78 ALI/ARDS &4 o 348, it A 7] (9 20 Jifg 26
TN JLZE 328 45 A% 2 [R] Py o0 figp e FAE 52, b 40 4%
" U RN S5 A 04 i 36 W A R Tregs 55 2 A, ix 4
290 6 R0 At 200 i 368 e ) A0 — 20 JHORH AR T A
I3 BT RO AFAE I . I AWE Y & B, TNF 78
HA b & — DB R AL I (il 17 A sk gk
TIP RRAEHL) A8 3R Il v 6 40 1l 45 5 5 O 4 1) 26 Ay
J5T s TE # K TR B 3 P il K i 3l P A5 B vh 5
AFC.TIP Ik 5 o W H45 &5 » LM ENaC., 1E
ALI/ARDS Hal {47 il Dy B8 . 58 AE 46 e K% 0% )7
fitp 5% O AR B L AT R0 B SEAE Al DR AN AR 48 R E SN
LR A R S R B E N, fEik
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RAE I — > T2 B SR B 2 I A AT T A MY, A
AL ARG 220 . 3X — DI RE A L T A A W A
M KRR 5y UL AR S Z 18 2% 4 AR A R 4%
A5 1Y, 0w BE Bk 22 & R (phosphatidylserine,
PS), HAFAE T2 Dy R T (%) 40 M S (%) 1 88 . A B T4
Wit 5 fih 1) 22 JC A A% H0 A IR AL TR AR s /. S AR IETH IR
I A% H A0 A W 200 3R A — i o 0 O A ik 2
LS8 REVE IR I 3 A e B 72 AR 7 T AR LA R
10 Cinterleukin-10, 1L-10) % % fk 4 K B F B
(transforming growth factor-8, TGF-$) LR & T
& 4> f#% 8 i 4> & ( decomposition promoting
medium., SPM) . 4 B JiE % 3 L5 & H 05 5 o
SPM A i Al 7E— 2D Al kA% 40 g 15 22, A ik — 20
TR AT B MR TR L S AV S I W Ak BRI O
o ] T 20 D T LA 2 L 4 ) R 0 A R
AU, DTG Z8 1k 58 AE , S S B 2% 1k 58 E 2 g 4 o7 T
H R HE T ALNRRS R E

2.3 Jii B R A 18 S R Bl R 45 4 1 o

230 HEFTRYUTE B B I b T i A R A T
P i b B 240 i 45840 /5 5 0D 2T 2 1k BX T R L
AL A K A F Bl (transforming growth factorfl,
TGF-BD , HiF 3 AN IE® ifi I FZ 41 id Chuman lung
epithelial cells, BEAS-2B) ) T 75 2% vt 28 F1 40 jg 1T
Fomy Wb 2 B I, B OE BEAR NS A A A 1 (N
cadherinl, CDH1) mRNA % ik, Jf & % if %
CDH2 M 2 11 C(tenascin C, TNC) | £F 4 i% #
H (fibronectin, FN) | Wl 3l &8 H «2 Cactin «2,
ACTA2) f1 L T BB i B K (L type [ collagen
gene, COLTAD) [ 2 35 , R f £ 2 40 g 0% k. 1
A 1 BT 24 200 i CHIL S 27 4 400 i) 2% 38 W04 2 1,
ACTA2 LA R 5L 1 027 4 % 12 28 R AL, =
240 i A 3 BT (extracellular matrix, ECM) UL fH, &
B o B R B DU AT R U S AR . T
A 4E 20 i A= K K F 2 (fibroblast growth factor 2,
FGF2) o] # 5% TGF-Bl ¥ S &y CDHI1 #1 il A
ACTA2 B, H & ZFMH TGF-B1 531 COLIAL
ik, AN FGF2 445 TGF-B1 5 3 ML AL
IR RE O TGF-R1 A MM iER., XERMY
FGF2 38 1k 410 5 i 185 2 4 4 i R0 fi - Bz 44 1 v fie i
FE RS L i fb . —FE M EAEREQM S
A Jm HEME S b R EEAE . — B 45+
Tt B il I 35 T R A% IR o AL 2T 24 40 0 K 52 3 A 2
AR

232 AHANMEIGTH AL Bl 5 B A K S AL
35 B 0 O3 A AR S i vl 5 AR R B8 . At 5

Zo A2 i 5 3 S AH 40 A D T Al i & VR L O
TEAGUP I 58, R0 A0 M mT A R TR O AE S |
e Raa Sy U S 1 U SR TN | ) NN =1 W5 1 e
il (mesenchymal stromal cells, MSCs) B4 47 R
AR RSN R AR D s R R AR E L HL B TR
M Re L, B AR 0, B 2 m sk T ek, B L
AL E T R EECHEAER., £ETHAZEBE.
U PO T AL W T AR MSCs S ALT/ARDS
BRI IFRE T B s 42 . JRITFHLE S5 e T I8 S8 ) .
Z ) o3k B RAE L 55 50 WHE 5 L B A A AL
MSCs H & m# Ak LA & MSCs fif 25 By 4h AR A5 56
BERRAEN Y MSCs 1J LU 1 Bz 40 M AH B4, fid i
it 3 200 L A A A AR R F 3R T, Ak . MSCs 1 L
A NF-«B i 42 9 5 il 58 43 OF 396 7% 2F 2 1k
MSCs 7E ALI/ARDS &7 i AL R 52 24 19 16 97
RACR DR i 45 475 8 32 e 453 0 P ] 7R 2% e i 2 A A

3 BREERE

e HEAE I F (19 ALL/ARDS J& — Fh 7™ 5 (1 1Ifi IR
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SN L TR B R I S h R I R 2K
2 UG FERE IR, W 1 6 A0 100 B R Y B IR A N
e MEEEAE 15 T ALL 0 B AR BRRRAE . B0 L R A
R BB X T MR EEE 15 3 1 ALL 22 ff 2 K
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F1ey SR ] 0 <) 350 e D A A7 LA G 3 A v 9 R i i
PR RN 1 B B SE AT A T 20 B B, BT DA R SR L B
Al A% 38 30 15 3 I o0 A AN [) 2 1 9 A ik B 22 ) 1 A
HAEF R IR XS B i K ML i — 20 B R T R
RIT M FEAE A S 1Y ALL/ARDS B 24 9 $2 41t 315 5
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