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Abstract Acute lung injury( ALI) is a common critical disease with increasing morbidity and mortality rate in
clinic. Its major pathological cause is the inflammation imbalance, which can cause diffuse alveolar and pulmonary
vascular endothelial cell injury, lung edema and atelectasis. Many pathways and receptors, such as NF-kB and
MAPK signaling pathways, and the adenosine A,, receptors, Toll-like receptors ( TLRs), peroxisome proliferator-
activated receptor gamma ( PPAR«y), etc. are involved in ALL Nowadays, prevention and treatment of ALI with
natural products attract more and more attention. This article reviews the advances in the mechanisms research of
natural products in recent three years against ALI so as to provide some references and clues for the development
of innovative drugs to prevent and treat ALL
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JR AR J03 Ry A i S5 INE JR A , 57| 2 7 T A it 6 i ot
B, TR B AT R S BRI R R
M52, EBR FIGYT ALL 5907 vk 3 A AR A
JF AT R 5 98, e R b8 TR B2 B3R Bl ]
TR DT Pt T R e ST 92 2590 , BRI SZ
FRANIRE MLk sk AR A i . BARA T TR
N2 (AT AN RE B i A S8 3 A T I o S AT
PO AER TR =Y B iG ALL A% PEARE B
fad %, nlaE L PR 7 NF-kB  MAPK %5 {5 53 [
TLRs .PPARy B A, 52 1K 55 i 42, 04 58 0%
L A B ) e S AR AR A A ALL g B
ik, S B R R S o AN 3043 501 DA IS s 2
REAE 19 (55530 B A DG A2 AR 55 3 5 1T, 2R3
3 AERKIREIBVAE ALL i LB 58 8 ), LA
Wk & BRI IR I ALL BT 25 4248t — 2 S % Rk U
MLR,

1 ME AL FRIEBYFIE

L1 3] KRS

ALL I LA™ A R e R I, R A H
& (IL) -1, IL-6, IL-8 | IL-12 Fil i 98 35 3K A +
(TNF) -aco A2 PRI~ ANA by M 762 b Bz 200 Jie 1 i 1f
B AN A b AT O SR A B
501 i R 290 e o i A5 P K A AR R R T
R R R H 2R 7 S 5 . ALL i RN

R T &M (2,5 me/ke) sl R2%E (1.5,
15 mg/kg) ¥ RE I /D U4 1% 11§ 2 W (lipopolysac-
charide , LPS) #5781 /Nf, TL-6 ' TNF-o FG 4R AL ) i
(MPO) £ 78 i (A ZE B2 (15,30 mg/kg) fiE4R
e IR R B 2 S BEAL I (Sirt) 1 25k, AT AR
RER T3k, B LPS S8 fe & N T
I, ZE 10 d #EH 2525 500 me/ke A B H BE 2%
TR AR /N B AR SN 5 (AR D S5 4 ARG B HF
i 40 HMGBL Y 38 3K FRE B, 9852 R E
T S AN, HITNR (15,30,60 mg/kg) BiHEA
(4,8 mg/kg) REID A R IR 7= A, 1 Bt & A
FEr a8 ALL & BE
30 mg/kg filt B2 H RE WP i TNF-o, 5% 46 2 K K7
(TGF)-B1 4t 4 N FHy =
1.2 BKERFEAR

il 00 6 200 1114 P B DA 5 |2 ) il K e T 5 4
i 55 4R B S0 B R A 2 ALL 1) 32 B ARAE

oy Mt Bz 40 R D 1 o o e 3 e, e ATt
IR R 38 5 T LA P e 4 T 493 S0 AR R 4
FHEATRIRRE 5 DR MK . 9l iy b Bz 5 B 4
R T, SRR I D) RE 5 B 1, BT ALL A AL
ez

WHIE K B, IR TR S N2 A Rel (40,200
mg/kg) BE W3 MR VER TE LPS 155 A9 R B SR
B IR 5 2 e Z R 1Y R A B IR A 1 /K ik Tl
(caspase)3 T 1, AT 400 il il 350 200 A R 0 A
HRAF D (50,100 me/ke) AE 2 & 10 il & 91
LPS sk E R IHES ALL /DR 414 caspase 3
S Bax £ & &, 0 Bel-2 25 15 & IF RE A i
LPS 5 S (1) il [ B2 40 L 7 MLE-12 J =" o i
5 mg/kg NS4 Rbl GEHIH] LPS 51 i 1L 3 N
P54 11 (VE-cadherin ) B A , 98052 P B 41 A 7]
RHFR FEFERIR , 6 A JBE Ik P B2 41 i (HUVEC) |
BAE R MAZ AT Rb sl i 1] VE-cadherin 2
A, 0800 R S, U LPS 51 SR B A B 40 D S
1727 N
1.3 mEBA S

ALI B}, PMN B0 K & 116 1 48 ( reactive oxygen
species ,ROS) , B K ROS, — Jy Tl H 4451 1
200 S P AR AN AR RS 7 R, I AR 8 s 4, 18
WA, — 7 HRHCE 2 1A B SR 2,
AT It Y L 1 240 B AR I 0L PN S A, IR
10 N = E =0 R = R RS =R e
B ALL™

PARIE , /N BB LPS J5 3 h I8 SRS
R Z2(1.5,15 mg/kg) T U] B3 gt S ALl HO-1
T, TR ALL 51 & ) S Ak . R ik
S R E R (5,10 mg/kg) 15 min Ji5, WE R IE
LPS 553/l AL A58, e B 5 e 8 3R e 3 fin SOD
R, I AT I R I R B 5, R U T
T LPS gl ALLY

2 AT AL EXERE

2.1 #p4] NF-kB 18 %

W 22774 B A T, FEA 15
NF-cB e, NF-B At 5 728 5K, e
1y NF-iB & p65 15 pS0 AURHOS? 54, A
o NF-B i 1B JE A 18, LG I A7 A T
WS, 4052 AL 5 RO B B

]
o
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WEBS I NF-kB 1A% (57 BN A0 A , V5 S A G 3 PR
T AUFHHE S T IL-6 Al TNF-o, I ALI™

TR D(50 mg/kg) A 825 A0 B T T
LPS 5185 XS ALL/NEU4141H IL-6  TNF-
o [ MPO 754, 4] NF-kB 3% 1k ; RS2 o045 5 i
R R AT D(5,10,20 wmol/L) BEMH LPS 55
f¥) MLE-12 fifi_ iz 20 ifg 22 o NF-xB B30 , % &
SIS TS (20 mg/kg) FEE L3 A IR
(1 me/ke) 38 3 40 4] NF-xB A AZ, 4 5048 3
LPS 55 ALL /MR R PEB5E . 3 (10,
20 mg/kg) M # K (5,10 mg/kg) RE I &K
P /> NF-«B p65 ) mRNA K 8 [ 7K -, $0 l
NF-kB & (38 in =" 1 100 mg/kg R I
B AR ZH 2 b p6s IRk S H 5 DNA 45
4, B/ ALL/INER BALF w981k 40 i % 48 i [
Ty, WA W 2 41 MCP-1 il E-ik 4% % %
K PRSI A (10 mg/kg) o BE A R E /)N
B NF-«B FOBEERIL ™ o 7F B i LPS %% ALL
BRI ch B R R (15,30,45 mg/kg) AL IR
(12.5,25,50 mg/kg) LA IxBa BRI,
W/ NF-kB &AL,
2.2 Al 2 Z R ENE G % (MAPK) i 5%

MAPK 35 L7E ALL {9 % A R i vp e 3 32
YEf . MAPK & 3 7% : ERK JNK 1 p38 , E i
W ALL i i R TR OIS S5 5, Horp INK Al
p38 BEIA I R A 7 1L-6 Fl TNF-o 45 117~ 2, p38
S AT L2 30 00 s o A 40 S R 95 LPS 5 S
NF-«B {fifk, N ALL & .

5] :30 me/kg J5t JLAS B2 BE el 35 i 1
S LPS 5 R4 9 AE S, HAHLH] AT BE-5 30 p38 B
MRk % NF-B {5 Sl B G A5 o TR s v 4
AR A0 (2, 4,8 mg/kg) B 5B i (20,
40 mg/kg) 24 AE AR A 3410 S R T LPS
7/ p38 \ERK F1 INK BERR AL 35 i, WA 411 4l
MAPK i £ ; — & (50 in 245 ¥ 68 ok 2> LPS Hill 3%
RAW 264. 7 2 g 48 4 P 7 i 77 £ 0 L 2 ek
R B A i R B A BRI T
YIREIE L ) | MAPK i %+ p38 \ERK 5 JNK i
ik % NF-«B 0% IcBa & p65 BEa AL, 1K
P L /L AT PR T A Y TSR (2.5,
5,10 mg/kg) REFFALAETHE LPS /N BALF Hr2f
PR 758, B LPS il RAW 264. 7 411t 1 5t

15, FE S5 MAPK il NF-«B i 1% 25 1 # iR 1k
I MERTEST 10 me/kg = [T EERAEN ) LPS
S 7N B P R 4 L R p38 MAPK 38, Xof
ERK1/2 F1 INK JGHH A A7
2.3 E b

Akt 38 #% R ER T AR 1O ( AMPK) 38 2% |
cAMP/PKA i i 5875 2 I+ (HIF ) -1 38 % 2
TGF-B1/SMAD @ &3 Al 5 ALL () kAR o 7
T(1,10,100 pmol/kg) F= B8+ 4] Akt B2 1L,
T E MIP-2 3kl MMPO 5 4k, i /b i 2 22
HNEITAS W ST TR LPS i S /N B ALLY
M 4-35H76(30,100 mg/kg) il i 14 i AMPK j
AMPKao #5124k , 18 /> NF-B 8 IkBa F p65 #5
Wadk, MM U 2> TNF-o IL-6 &5 5510 380 b5 % Bl
(30,60,120 mg/kg) fig_F ¥ LPS BIR/N FUIfi 4141
BT Ay A2 AR, 0 /0N B PR 20 i ) B
A, R/cAMP/PKA {5 Sl B RAETRIE™ . 1=
fiil T A 10 mg/kg BEid = i HIF-1o 340, 2 25 %
RIS TE ST LPS 5 S 7 25 1 S 8 I 145 2, 40 461
caspase 3 % fb, 4900 Bel-2 5 i, 9 il 20 J
AN T BRI O E A 15 my/ke
38 I3 S cAMP/PKA 38 #%, 94| caspase 3 =4 1
Ji Bel-2/Bax FUAE, 2035 i ok v 5k BR 1A 5 19 /N
BUALLY S 541,200 me/kg 228 a4l TGF-
B1 mRNA FI#E & &, # | SMAD3 id #% 15 1k , ek
AL HE SRR ALLI

3 ET ALI XS4

3.1 %94 Toll # %4k (TLRs)

TLRs 22 5AEFE P S i) — FH 28 1 i
43F, Horp TLR2 1 TLR4 ¥REIHS] LPS, 7E45: LPS
A B i 3 AR . LPS R AMER S, 5
TLR2 5% TLR4 /T2 K %5 &, i1k NF-«B i %, 51
KHURSAE™ o Rk, #04 TLR2 A TLR4 (1935 1k
BB S FSEAE SOV, Bl ALT 1 A2 e

W58 K30, MBI 9 8 o6 (2,4,8 mg/kg)
RS AT I LPS 755 1 B W 40 A 0 v bz 2
MIiEH , &Ml TLR4 F1 MyD88 25 [ %3k & NF-
kB {H 1k, 5 100 wmol/L # G 1 Ju X LPS Hil ¥ 1Y
AS549 Jifi i b Kz 40 M AR I AB AT , 2 W1 38 S Rl R
WL TLR4/MyD88/NF-xB 3 % ol 362 ALT'™ |
MFEHELLAE B R A(40,80,120 mg/kg) H1A 21
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WEPET S Bt (20,40 mg/kg) i 5 4 | TLR4
S TLR2 , #iifil MyD88 , FE M4 il NF-«B &4k, ik />
R T = TR (5,45 me/kg) (BaS}
Z:iil(10,20,40 mg/kg) M AREH K (1,10,50
pe/kg) S RER L I H] TLR4 /519 NF-kB 3542, 9
DR T RO
3.2 LA RACHERIRIG T E 24K (PPAR) y

PE TN G 58 55 e A e Ae 2E ALL 1) & 4E
kS, Mo M, G419 PPARy HATHL I
SPERTTAER , 350 PPARy % 5 EH il NF-kB 1%
Ak, B3t ALL B 45 S o

PR AN % (5,10,15 pe/kg) Al fig
W LIHE N PPARy & i, ] NF-kB 3% %, 9% 5
JEmg A LPS i Sy ALICY T B 0 e S Ay 4 1
(10,20,40 mg/kg) 58 A H 2 A MBI, 4
5 PPARy #5407 GW9662 J7 , 7 15 I i % AF H
HIEE
3.3 BMERA A, AR

ALL 5 5 5E SN 55 YIAH 5, B A R i) 98
S F PN U5 0 JB , R AR R BB A R I, R
A, KR G B MBI R e — 0L, TR
PEANM b 2 R KO- 235, 16 1b 5 T e G 52 20
IHRERIVRTE iR ALL F5 A SR RS

R1 Prif St f (ALL BRI

KRAETRE LPS 5 S/ Bl ALL LAY 2%
RIMGERLRT 1 h 7 5B 2 B (30,60, 120
mg/ kg ) REER AT 7K M , eho 38 38 <k, 92 RAE IR 1
FErE . JERIS B 2 RT-PCR $ K & 7R BB C ik B
R INIRAT Ay SR I RRTT A, 32 A5 R B
ANERHR BB TR YT A% ALL /N FRAAE 77 A TC
SAPHIVER , BB Ok R Z G IR AR &
LD (I

4 WitE5RE

VA EBITE R R, KR yie 1o 22 BT BIL ] 44
Bijif ALLAEHT, A HAHSCAR P A2 SALE A 4 sk
1 A1 1 Fras, TLR4 {5 kG MyD88, Akt MAPK
5 il ks AMPK {553l J5 , 6 NF-«B A%, 3
P TNF-o 116 S8 AE PR 177 25, B 0 4 i 1] 1) 25
WIE AR5 PPARy TR NF-«B AR,
WAME RN T 77 TGF-BR (& AL fli SMAD3 A#%,
HIF-lo fie it caspase 3 {1k, ¥ b K e N B4 i
P IR Agy ZMIE AL cAMP/PKA 3 %, i)
il caspase 3 {4k, WD b K Ko A K 40 M O T
LPS \TGF-o %5 R 25 i3, #40% TLR4 2 TGF-BR,
i PPARy K Ay R, A2 1 RAE H 7 7= 4, -6
20 L5 R FRERIOR , 5 S ALL

25 B4y B 25 HE 7% 3k

BEFR AR EFF D ST LPS B &R Al L R 2R T, A NF-«B 5 [16]
AR B LPS T NF-«B 38 % [26]
AR T B TE LPS | NF-xB & MAPK i# % [30]
Fibfi AT A LT EE LPS i NF-«B K& MAPK 3 ## [34]
EHEAC SRR LPS 01 NF-xB & MAPK jfi f# [35]
AZRBH Rbl Felki I LPS #ifi] VE-cadherin B [17]
NS R4F Rel ETRIE LPS 1] caspase 3 i [15]

B 2E it U P A T R A WD A P T [13]
pigati A LPS i NF-xB 38 %, [ 8 Nef2/HO-1 38 f#% [21]
HRZE ST LPS WD A R T i, S I PT ELRET (9]
1 B L LPS k> HMGBI & [10]
e ST LPS JMi| NF-«B & MAPK i %% [23,36]
GREEH ST LPS 3 Jm SOD &, Wil NF-«B il #§ [20]
BT ST LPS i Akt BERR 1L [38]
WEHIT SEFITE LPS 4] TLR4/MyD88/NF-«B i % [44]
BRI EORE A WIS % cAMP/PKA il [41,45]

(LS T INAR B LPS WD G T i [11]
MEA BRI T LPS WD JRAE R F 5 [12]
HR A B LT T LPS il NF-«B & MAPK 3 ## [32]
ENEEA] ST LPS % MAPK 5 j# [37]
NS 5 BIPSEE LPS I NF-xB % MAPK 3 [33]
HABH R BRI LPS il TLR4 3% 1, )i PPARy & [48,50]




FATEHE 4 BTN, 55 KIRT= W B i A M I 451455 BV AL I 5T 0t e 401
(8:)

il Ay R ZIRAE E=PUN

43T A LPS 154k AMPK 38 % , )il NF-«B 38 [39]

TR P R SAETHTE LPS s NF-kB 38 % [22]

PR EhJEE T LPS 154k PPARy, ATl ] NF-xB 3 % [51]
fif 2 K#ER BT SOE S LPS, B A5 LM il NF-«B 38 [24]

FF&0 TA J i 4T LPS A NF-kB A1 HIF-1 o 38 #% [25]

(SR BT LPS i TLR4 % ‘fi [47]
EAVES THEmH S LPS WD RAE T [7]

{3 SR LPS B Trcl Sirt] 35 ; /> HMGBI TLR4 4 [9,46]

E3 e E%%*Lﬁﬂ W TGF-B1/SMAD3 [42]
YR RO ST LPS POE R Ay R/cAMP/PKA Ji [40]

SRR B B LPS Ak NF-xB K& MAPK jifi % [31]
FHIRE FR B LPS ] NF-kB {5538 % [27]

JRILASTR W6 s 45 LPS A NF-B K MAPK 5@ % [29]
HEER b S LPS il TLR2 K TLR4 1k [43]

* HMGBI
TGF-Bl
It @@@@@@@@@M@@m@@@ 2 m@gg@@@m@ bty
& % AN\ %
S \ 2
% MyD88 l fég
S Nl | @ | e G
p__i-.n" HIF-1o 1
—] / == J_\ J_
Caspase3

Bel-2

— " INK/p38/ERK /
-4 ‘ =0
% J I;I:];lmmlaiogy lc]i/tcl)lgines =~ ap(()jpethis /{
o) MAPK o, IL-6, 1L-1[5 - - o
% 9
% / \ 120-catenin ﬁ%@
Rt || BT e
Occludin VE-cadherin
— Activate | Inhibit

1 RK-HIBihH ALLEERIPLE S R

K 9K 77 4 T 3 74 40 ) TLR4 | TGF-BR , Akt
MAPK J HIF-1a 83% 1k AMPK PPARy % A, R %

AW NG SIS, o ALL, HAT R ZE
AR B 2SR YIRE RE 2R R

HIIRIE AN TR IESF P2y BUs o B ALL JE 22,
I EZE AN H] TLRA/NF-«B JAE {5 5 38 15 1k
KPR RAE N o oA, S B B AR
Wi e b 28 R IS AL 5 W) 42 RE T8 1o 1 i) MAPK 5
e — 22 ] NF-«B Gl #5154k, tbobh, sl 2k
B8 P GE i ] Ake 5@ P& A i A NF-«B
e, T AL S I RE A s AMPK 3 % X NF-
B il O BRI o S A A )

REFTE cAMP/PKA 3 %, B S AL 15 9 RE ) i HIF-
Lo %, 11 22 1 2 A0 A5 W REAID ] SMAD3 Ji %, f5%
g/ N B e b B AR T, R R R 2 3
FACE Y o R IS TNME 2, 3 HA BT R AT
B SRR A RE G i L B/ A B3 s, (LA
=K

A2 2Rk sh P R B Ik K AR 7= M1 Bl7 i ALL
(9% P, LPS 5 5 ALL BB N i 22, 2L A
TR ORI | B i i R TR S LPS
BEAh, B WSS a5 T 1A P9 e RERE AR L, 3057 fe
ST S A B IR RS 3 EAE S PR IIR AT, LA
L FEHDKTE IR R T T TR R A
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T el PRIB 25t FLAE 5 ALLAETY . 4Rase
AN AT b BB A A — , 1 A REAR B AUl ALL
KA Z A0 A AR SRR E R R A
Western blot 5Bt 2% 52 AH O 1 % 19 3 11 & 221k,
(R R T B 25 T BOR B IE R F 19
S S LRI REAHSC Y b T UiF 1, A O e )
FRIALE M 1 AN BEBSC A 3t B T SR W0 VR )
A HERL A

LR LTk, RAR =yl i 2 i A 22 3R ke
ALL {6 PR 1T, AT HTHE mO0 4IE S T RE Y 25 44 45
Wi, A Tt — B TR ABEST, I o R BB G ALL /Y
YR B RS
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