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MryL Bemy FF M- KK

S PER (acute lung injury, ALI) F=ZE AL H
LGP/ AN 25 R 2k AR E RO SR T i - I
PR B, SRR 1 AR 1 IR AR 200 M A S 8 Aot
5 A B T R A K b Y ALT AR 2, SR
fijg 2%, JEFAVBSPMEFRFALEGE (acute respiratory
distress syndrome, ARDS ), JRAEFREIA 41.9% ~ 50.4%",
Hi, %I ALVARDS WiGY7 FZ & @S PR < . ik
EEMPTRE I, MR YR ik, EEEN
J=H T ALIVARDS 19 &bl i A o6 4 B B

S C (PKC) S i 250 W] TR 20 h i 21 F1
Kk, REMsHfRfLIKYIE A ZARA ARk, 25
T RN B2 A sh Y. KRR, PKC
(5 20k SRAE . RN . IR L IR R A B
B 2 P9 S5 AT B V) G Bk, HAE ALVARDS &9 i 2
& EE EEREEER Y, Hitk, 4306 PKC 78 ALY
ARDS HEAREVE-IE L5
1 PKC 5% 5#iE

PK.C 2 P 22 Jo 0 1 448 T IX Sl R 22 SR 1) 81 4 DXl o
MR 2 IKEE. HATHESE R, shidi 4 PKC 2645 10
T SIZ Y, AR AN [0 20 ) S5 A AR 8 1) XS ok =
K2, Hrh, 2 PKC AU PKC-ao. BT . BT T, v,
TAEAE Ca™ 5 T NEBEH I ( DAG ) FL[FIVEFH Y 450 F W8 5
BRI PKC G PKC-8 . e. 0. m, 27 DAG R Al # ¥
1 3 JEHL Y PKC fU3% PKC { 1 PKCN/PKC v, A% Ca’*
5 DAG (5, EERHEIRIE22 2R (PS) #s ©.

PKC T 7 =52 24 R BETE 1Y) PKC 7 TR v,
B RUG IR SRR . T AR A SRR EYE, TERES
Z I PKC A B E AT =5 P B RAL R o 56 U IR
fE1 PKC 255 B b R PR I 25 G AT AR5 TE TS MRS
SR 24 40 52 51 i AME 5 1 i 35 24 Y PS. DAG.
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Ca® " SEHHHER FHUMMS, BERR LA PKC A 2 S REIRY 43
B IF M LB M L, SR XS ) 2 1 ) 22 S R A
IR PRSI TR AL A FEAE T s

2 ALI/ARDS % fRHEIff R it R

ALI/ARDS [ &R Ll 52 2%, MRIE5 & I ZE A,
AT LAG3 A il N D 55 i A0 s D 5 RS ) ALIVARDS, Horr,
il P9 D DR A SR e P il 4 . TR, IR A, B AR R
RS M AE . Betii . IR P R R TR A T B0
ALVARDS &AM AR #EA i 22 5, WFo8 ki
e M I Jr ) AL =2 — 14 2 SR A 1 S SR LRI T g -
I PR B 1O

BN, 3 B Y 4 B0 R AR B HLAR P J B Y 12
T8, T FEE T () JSRE SR 23 W IE e A 4L e o 1,
ALV/ARDS % & 528 i v U 25 Hh 0 90 E VL 1 2 Ay, A 46 B
Wk 200 6, o DA 4 55 R et S 24 L it 58 ) SR A RS
TNF-« . IL-1B . ROS. #:8E FIRGSF0E RA IR, 1
Sl - 1 A P R B B M R L VR R i
B LAY BRI, T - A5 P B B s ph At R A i 4
PN B A I, FEEA TSRS | B L0 DA 2 ARl s v
TR R A A Y, AR I 20 A AL A P
AN T AR AE PR T2 S R A s 7 Y il -
ML P97 5 R O, B PR T, 5 I A4 0 A T I T
i, K SHEAT . RYEANFLT A AR 215 i 31 il
W I LT B, (655 i ) 55 H Bk 1 e 14 2K P,
S fili ) AR AR TR, B2 T80 ALVARDS fE & H 8t
PR A AE U P, T il ALIVARDS B il 2
I SR P o 98 S R B - 1A P B BB I 5 A 5 T
AEf e, SR A i

3 PKC 7£ ALI/ARDS F#{EH

PKC R g R BN FIREER e —, ARG
I, WAL . P EAWAE . W, ZiRE
RERZ MM RENE 2h, — B ENAMASE R P B
Wi, KB R PKC AR 7559 ALVARDS H1&
FEHEBEENEEER B, a5 U2 mm,
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WA 47555 T 68 9 i 200 B P 305 S A A o R,
FE AR B - I P A R s A AT RE R AR, I
X FHFFE ALVARDS % A HL HA H 2 X P,
3.1 PKC %t ALI/ARDS H1 & fEZR I 1E B
3.1.1 PKC X Aili s I WG 200 Jif 98 A5 A J5 A4 RR8 JCRN 7 WV T 14
PR S T A P A I AR R S R R 2 N e A
Ji, R AR A A7 AN I T LA Ay il e 5 1 4 A i i) ok
MGE 2L, v i 4 5 240 4 A i G R S A i B
R R IVAS B 0 LR AR 1 MO N B 21 ) O (B SE 1111 A N o3
S—HPELR, RERETRNE . TERRIRR, JEEROE AT R
R TER (ROS ) JHEIRAEIN T - o ( TNF-« ) Z5RAEA T,
TR 1) S A5 P LA S 35l R 18 it L i 240 e R A 1 s
MR Z AL R, DI RG34 b 554 K i v MR 4
M. BAA% - EWEAN M . bk R A S 0 il 2 2 — A b i A
il SN

ROS /& ALI/ARDS HEE ZEAYAE RA BT, I 1) I 4
i A P PR 2 4 T A2 ROS, 6 LA P R 200 0 3 ol s
PR PO, Lim 45 7 ARS8 A0 R 2T A o 8 16 g 40 e
ROS WML TR & B, i ] PKC #1441 %1 5 # g C (PLC)
Fa 00 ] Ly D K UM B AT ROS 193835, B4
MERERL ) 5y — B RAEN F TNF- « [RFE 52 PKC #5200,
Corsini 25 P8 FF 5% 45 5 7R PKC B 1T 2 5 51 K FUIH L B i
21 0 2 i A4 BT TNF- o ARSI, BR T %o I Ik 40 4 i
A TRRBERTET, AEAMBE R ARIBR . #0% PKC il
BEAE R WA A XTSRS S AR R B0, e, R
PK.C P Y f14) 85 3% el Aol 08 5 s 40 e 4 9 A1 Jo 1) R Al A s A
JHIR I EREE L

3.1.2 PKC XJrviki g M pJ8 5 /E R b 2 i
ALVARDS %95 i B 1 SC R K 2, ARDS H 5 Fifi v i PR
H e P 200 RS R 1Y T E R P AR A G BT B
& HAE B R A AL - 1A P R B R REIR, R R
AN AE FA AL R T /R A IR B ALZ, If AR 2 A
YR, ALFEEURI . ROS. {2 46 BT LA K rh s 4 ff
SR (NETs) 45, X SEmgthW A HChiai i . mee s
IR A RIS, s 10 il A 256 st — 2 i 5 7

PKC % 5 rh Mk 40 i b NADPH 4801k il 19 38055 9,
il NADPH % Ak iff & 12 #F ROS 77 4 1) £ Bl 245 =2 — P9,
NETSs /& 2004 45581 & B —Fp b dobr g i i 25 iy =X, 3=
B L 7 R B e v (BT ER 22 K LA 2 ROS Sk K Ji
B O, AR Y2 PKC 7E NETs JE it fe o R 4535 A ]
BACH IR PR B A, T YRR s KON R
WG IR H AL LU, RS 4 R i e R R T
(147 SRR B AR AR B 5 TS 0 R 2 i ) R
PR HE SR A7 B TR) AT S B, A SR 4 R A PR T A
FEVEY) R ™ B . Kilpatrick 25 YRS KB, 0

HPERIAIA T PRKC S B930S 7T AT TNF- o 75 519 241
PATHERVER . DA EBFSEAOEE R EoR, S PKC AT L
TR R 200 B A T SRR R R, 3 AT A rh
L AT ) el A B B P B ) s B A

3.2 PKC il - E4MEREEMSIhEERE

=1ER

3.2.1  PKC X /s Py Bz A A 52 PKC 5 il PN e
41 Jifi. ( pulmonary vascular endothelial cell, PVEC) (Y15 i
PEX R B W, PVEC S —Rh s B M B R4 1
FREHE M50 %) L 8006 BRI il ) S o B T, X 1 3 22 I R 4
VI, EFRYI . AR e EEE W, B
AIIAA, PVEC e Y 58 4% Pk 25 R0 T8 0 A 41 i 1542
A [l i 2 B

7E ALVARDS 1, TNF-« . IL-6. ROS FIHLAHA$i7 %5
SRECRT LA | PN Bz 240 B v i A R e 2 R e,
TSR AR 4B A 20 ML 43 BT BLANBRET B, B & B 15 5
PRSI B WUBRER 1 A0 AR 0 T A 4y, LER
HHMEREE (MLC) TERUNIKE A2 EE O (MLCK) #
TR AR AT LA P B2 40 e 4 s Ry 7. Gareia 45 U1 ) fiff
FELE I s, M PVEC 5 PKC 476 P v] ARG %6 il
JifFi5 500 MLC RUBERR L, (8 Bf f T e e 515 21 BH 5 e
ERM £ e —FP s 48 - iy, s 580
B SE IR Y, AR RAENFER (LPS) i
509 PVEC BB PER i f s, 4 9 ERM 2 H B R 1L
KT T PKC A Sh9 B0,

I PN 2 240 O I 11 % % e N o 4 32 B e o LB e
DigteE i —EENE, BWEEEEH claudin M,
occludin & H A ZE B 0 F41pl. HAT, mICiksR &
W] PVEC B %55 1 5 PKC Z [AIFELE WA Ok, (HJ21E
ALI/ARDS ', PKC Ry % FERi%E occludin £ IR
kb B S A, ARSI, KR R TR b B A
M4SN R A M, LB i 4 B 3R s R &8 it PKC o
{55 M B ST B B B T R S B T AR 1 4L,
FEEE B S p120 IER RS A BT E,
Vandenbroucke %5 ™1 8% 7 A fili 3 1fi A% P9 Rz 40 M AF 55 b & PR
PKC o W] LAWERR AL p120 JEFRR W22 A IRIREL, 5 p120
HIRR GIEEE 08, RS R MRS E N5
i o

PVEC AN 4 AE A 5 9 AE 4M i B0 (g #0 4 ffa, [)
AF AT AR SR 355007 40 23 06 A RE R RN R L o, 25
PAE ST o BT BRIER YL 5 R (il 8 4 JiE Hh PVEC 1] L™
HFHE -a (interferon- o, IFN-« ). IL-6, TNF-a FIT
P Z - vy (interferon- y ,IFN y YEZFMMIA T Y, Tsai 45 &
FEMF 5 B 075 5 1 R BRUI B 405 P 2 B, FH 48 LAY PKC 1)
O TR0 o 8 0% 1A PN B A T, REAE T U N 4
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Kl TNF-« 335, MM E T, PKC A2 NADPH
SAALBEEBES , Uk ROS BYF=AE, JINER JEE IR IR B,
S 1] B5BAE 3T ICAM-1 Fl VCAM-1 fEfS A 48 SE 40 i Al
DAL B 200 i R BT, R PKC & AT AR 8 e R i K B
PVEC 1 ICAM-1 Fl VCAM-1 B33k, 475 ki 40 i F0
L P9 R A B 7
3.2.2 PKC XFliied b iz 4B pas2mg filiied bz iy 1 A
b R AN TR L R AR A, Jeb, T B
YA LY 5 I R T R 95% |, SRR S LIPS 5 M0 h) Y
SRS 5 TR R i A AR D, FRELE A A
it 629 T 1 A R AR A v e Tk o b R A AT DA
[T W el 37 R T e ol e 1 A 1
TR, BRI TS bR s, D4R R 55
B, BRI A 5 53— A R An i 1 %) 25 3
T 17K 3 T2 P97 ok SR T i D v A B

55 N R AR ARBL, b e A TRt A7 A
¥z, JEH 5 BT R AR B H R SEAR, &
P 5 B4 5 s 2 s B L8R e 90% ke Y5 T Wiy, - iz 4 i 1
FEAUGE S I R B 3 1, F PK.C 4l ) 74k 34 00
A LA b B 40 oceludin 3% 28K F O FE AN, Jz
it 3

b B 2 BRT K 3 R R 25 3 (amiloride-sensitive
epithelial sodium channels, ENaC ) J2fiili{fd b iz fix FLAF Y
BFEIE, I P A AR S RT LA I L M 4 T A
ENaC #E A, SR)5 23R i e 52 S AR5, Al
[ 5 5 Ml (R AR i A B, W36 PN VAR AR B B R R 1Y
P A Rz 200 ) 7 30 T P R 200 e ) 3 i ok U
FE LIS BT R A IR i b, 2 41 ENaC (1) TF ik g
AR, 20K, I PKC 30550 R LA SH W7 B £ 1 1
AWML, B ROS AT LGE G PKC ¢, f#hap
F o WIHBERRAL, s R IIRE, 0 e AR
i 2,

A WS R B, PKC s n] DLJE i b B 40 i 48
IE IR . LAY NS L AU R, v LR
S 1L-6 1 IL-8 f43, FHE RNA g A s m sl i
PKC & A] RIFEAK IL-6 F1 IL-8 /K-,

4 HIESRE

HAT, X ALVARDS fi6Y7 EZ LGRS SR8k
TRYT AR A AN . A1 47 S5 3 ek R MLAS B Y I S
FRRIT DS AR IR, (R RAEZIYRYT i — %A
S5, FEHIRA, 35 ALI/ARDS 290 RImbLIA ).
ALI/ARDS f & AE AN BAAE RN R, i d& i -
M4 P B DR BRSS 1 S DI Re AR . PKCAE IR NS 2R &
F G, FTLLGHE S Z M L6 2 5 ALI/ARDS I & 4B K &

—J7 T, PKC v LR E WEA i . ki i, s
7 o U 21 ) LY =9 B i N [ e e
SR G SN AT A A, KT IIEL - ML PR R S s R 5
J3—J71H, PKC W LAEHEZ S5l - a8 P B b fe et
BRI, SRR AR, KIS BRAE S R, Bk
5 R i i

Wi PKC 7E IR 40 T RE 7 IR AR A, F8A47]
Xf PKC 7E ALVARDS " (/EFRLEIA 7 —& W 1, [F
i1 ALVARDS M9 25903897 #2478 1 S8, PKC iy
FTLME N 25T HA s, il ad Z IR FHLE >R G ALY
ARDS. {HJE, BT PKC AR ANZE, I HAERR N
TR FERI D RE A RAAIR, L, XEARIRERE) PKC 7EAR
Ivi) 48 & 4 A T B 5 B — 2B TR AFSR -
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