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2R (acute lung injury, ALT) 245 B ETEMGERAT |
AESRA L AT B R SE LR RIS R
FEAE, SRS 2 TR, EIR 3R Ay
(B PE AR R NURE RN IR 30, 30— 20 i 2 )™ i B vk I
W BB 455 E (acute respiratory distress syndrome, ARDS ) !,
JEAEXSMERIE ALL 0 2 LTI AR BIR AR S, /N LR
WA IREMES . BRI AR IR S5 Il O SR ms £E I RS
B RA, AH ALT ARSEREE A T B 2 s T
WP R, ARDS IEIARIEIER K 35%~46%",

RAIEFAALTI B (ROS ) 3 i vt - 6 208 1 A5 ot s i
W J i B ALUVARDS 1 2R R, o 6 40 1M 450 9 1 Bt
W B R i 3 A R B P B R ) 5 M R B 3 4
(adherent junction, AJ ), % %% % $% (tight junction, TJ ) £l
YEPR %L (gap junction, GI ) Ao il L& PN B2 40 W 3% 4%
FEORRMER:, AN RS (vascular endothelial
cadherin, VE-Cadherin ) - ¥ ¥/ 8 ( catenin) & £ K J& K
A 322 422 1) 4 T Bt T PR g o B G R AT 4t ]
(paracellular )" 42 “EE4IIE (transcellualr)” &%, Mili
M7 PN R < AT ) 38 3 R 3 1 e 1 S R A
5% ALUARDS 1 VE-Cadherin ()25 b K AL 54857
MRS LB R

1 VE-Cadherin—catenin £ &4k 4HR

VE-Cadherin (R NE5FE T -5, CD144) E—Fh2
WRLEE A LR, B S ISR 1 A5 RS2 R
AT AN AR ST B PN R S 4 AL 3k 41 . VE-Cadherin 16
20 M 2 T U 2R AR, AR Ca™" AU HE. VE-
Cadherin i WIS B . v EHREALEG. B M
v EXREME S o EAREAEN FR SR
Zh#E 11 (F-actin) 41 B 28 0040 AR 25 45, 61T 24 5 40 i
Kb gese UV A B RBER B o I R VE-

Cadherin & &4 ) F-actin [ 4, MiEidt—L @ 4l®
F( vinculin ), o HLBIFE A ( « -actinin )F EPLIN( epithelial
protein lost in neoplasm ) 2% 4% 45 [ [A] 4% H8 VE-Cadherin
52 4 PR R F-actin 3% B2 k2 0k ™1, P120 3% 82K (1 25 & 7€ VE-
Cadherin J& A9 X (juxtamembrane domain, JMD ), X
> IMD 172 VE-Cadherin % 2E R AL A9 IS 2R L5, X T
45 VE-Cadherin N 7¥ (internalization ) £ XCHE, v #EIH
AR TRG BN RO P R BRI A, T BRI 5 145
W E TR A I AR BER G (VE-PTP) YRi52Y VEGF i%
1 VE-Cadherin 2 (. 1E 117 52 100 4 F2 20 i 2 P RSB
izt 3 VE-Cadherin 5 5141 F-actin FUB8hA “FFRL” A1 <%
VA IR LRI SE BRI I, AT INGr T s L AR
S BT 2L VE-Cadherin-catenin &A%, & Bk
HZ i3T5 VE-Cadherin AHI%, QLA N B AR R 732 4K
2 (VEGFR2), i P B8 H B A PR (VE-PTP) 45,
VE-PTP 4 VE-Cadherin 4445, fii VE-Cadherin 4Ef§7E—1>2%
BERRALARAS, NITTHG 58 T RGBT DI AE 5 *4 VE-PTP ki, VE-
Cadherin IR 23 S AEBERR L, LI 1.

2 VE-Cadherin—catenin £ & {& & %5 B
BN REETEERE

ALI/ARDS J2 ¢ 45 Pl ifi 1 - Jili 1 Jt 81 51 76 17 fils 1) 3k 1
PERAE, BRI . JETE A BRI P 8 ok 7= A 2
[T \ROS FIEAIEHE M R GG SN , T sl (R0 7 il 76, -
BN PO FF T 7030 B A B R A5 o 23
il VE-Cadherin f®sIR 1L . INA I F-actin TE44 5 | B filf il 4
PR BEREREAR , BB AN A B s 1
2.1 VE-Cadherin HyBEEE 1L

VE-Cadherin N X LSS 9 B 2 BR B RR L
M, HrPye4s, Y658, Y685, Y731 #1 Y733 & 54 HF N
FeBbEse sk, [t 4b, VE-Cadherin 122 B RRBEIR 7 5
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VE-cadherinfii Py&s %

VE-cadherinfa btk

@& F-actin

VE-Cadherin F 5 SNSRI 1 ASB5 IRELE A 80 1 A i R
ST YN S5 R 382 i . VE-Cadherin 75 40 it 32 18 1 B = 3R 4,
MINEHIES B . v BEWEALG. B Al vy BEHEAMNN o iE
PREE M F-actin ZHME AL BLEEAHZE , sila) vinculin, o -actinin
% 5 F-actin [W#ZAH%

B 1 RGBHE R
S665 2 5iE TR HEE 4% . VEGF., 4ii%. k. 1M
AN IE AL F (PAF ) AR 2 55 ) T 5 3 VE-Cadherin-
catenin & A RMBEIRIL, 1ERCEATEE, AITTEG i A E
B, o R 52 A R (R U Sre & 4% EAEH . VEGF

S B s Y 0L G AR S, HiZ K VEGFR2 5 VE-
Cadherin # %, VEGF %% VEGFR2 [i% 2 It {57 25 # 12 4k,

VEGFR2 19 Y951 BERR{ 23 55 T Zifse 4 L8 (TSAd)
454 J5 ¥ Sre, Sre E%@k@ﬂﬂﬁ VE-Cadherin, 5% E
FAE RS, RSB BN, o 2 5E A M3 i MY, 4k, Sre
A LLE p21 AL (p21 activated kinase, PAK ), 7%fk
1) PAK @21k, VE-Cadherin 22 2[R {0 51 S BOL N L, 41
)% 432 451 U PR, VEGF 1] LA 2545 BEBNG ( focal
adhesion kinase, FAK), 5% B #HEHMRILG S VE-
Cadherin 43#f "', Dong % " i Fi LPS & Jf 7 5 £ 37 e
SE/NEUAERY, Sre Ak, ROS #4M1, #7% Rho-ROCK ( Rho-
associated coiled-coil containing protein kinase ) {55 5 il %,
VE-Cadherin Y685 #ll 658 Bt @i 15 MALERE F1A% (MLC)
WAL, REFRHEREREIR, mAEEE MR, Liu 55 Y 05
KB, il g A AT LS Sre, i VE-Cadherin Y658 i
GRS BERR AL, P B Bl M 5, S R i R
AR ES T RS . Adam %5 VO RFIE LB, 4l Sre iR
VE-Cadherin ¥ 2 {37 53 B R A & LA RRAR A K B B DI RE
WA MR RF5E % B, VE-Cadherin Y685 i 4 2 B 2 1k i
RUE C ¥y Sre 8 (Csk ) &5 00, 107 Csk J2& Sre Y HME
PR, AT RAE D] Sre TG LI e 40 tsE A

2.2 VE-Cadherin A&

VE-Cadherin i N % T M AN X RORG B 72482, AR
A R N i R EE d M, VE-Cadherin FOBERR 1L HIN 7
RIHTHE. VE-Cadherin Jf& — % B 2 A ARG B 43+, Ho
TAIZ Fn Bl Uk 2 A B2 1 I A% 4251 . VE-Cadherin /4
FHLHI AR A W, AT AT 2 SR P A R T A%
WM. M -2 (adaptor protein 2, AP-2) Nk zhHE [
{4 5. Gavard Fl Gutkind"” 40 3£ T VEGF 51 VE-
Cadherin [ /ifd 77 i F X HLA . VEGF 235 VEGFR-2-Src-
Vav2-Rac-PAK {55 5 i i, it fb VE-Cadherin 1] SVR 665-
667 L2 TR BERRAL . BERRILIY VE-Cadherin $75E B - 41
& 1 (B -arrestin ), [ -arrestin 5 W% 25 (1 Fll AP-2 #HH.
YEH, 52 VE-Cadherin #F A W% 8 1AL 9 /NG, PR S5E
J i S5 N A7 i3 B2, VE-Cadherin Ser 665 i 15 5 P120 45 &
{7 S AR, #ED p120 5 VE-Cadherin B9 45 & Flff 55 2 52
i VE-Cadherin 5 B -arrestin A% 41 & 1F ., 7E /i 3CE iR,
Sre AT LA #3407 VE-Cadherin 685 1 658 i 1 v s ffi
W2k, VEGF-VEGFR2 {5 %5 i jf il LLif 5 FAK i fb fif
B -catenin # iR fk., VE-Cadherin 5 B -catenin 43 &5 J& fill
N # . VE-Cadherin ¥ ffd PN [X. 5 P120 J2 B -catenin #H %
PRI 36 79 A 1 PR S e N Fr e . AFSE SR, pl120 3%
AE A E Y5 VE-Cadherin T 4% A 1% FHIF T AP-2 45 VE-
Cadherin MZ5E 5, 1 T A% 14510 VE-Cadherin
AP 5 123K p120 IR 5 24| VE-Cadherin Ay,
[F] isF 75 VE-Cadherin P75 i B P A4 10 P 235 #) 46 1) 2 3 7K
fifet #2 U, P120 #E IR A £5idad—F Rho JEMRAIHL 0]
VE-Cadherin 75 ",
2.3 VE-Cadherin #A F-actin &4

VE-Cadherin-catenin & -4 3h 25 98175 41 0 45 44 A5 2.
3. FEANIR 2L BRI BTG B0 T, VE-Cadherin £ 14
TN 2 24H REUR BN S B2 A7 AE PR S AR, (R UE PN Rz B e 58 B PR 1Y
LRVERG B %% (linear AT), FEAR G i 50 2 M 04 Jm b PR RG
Wf 4% (focal AT). e ML LR MY 4% 32 J8 B LB 2 1
R % ¥ (circumferential actin bundles, CAB ) ; i Il & ¥
BV TN . SRR PAF %5 25 i F-actin & WY )
ZFYE, N AN A, SR 25 7 A R VR IE
VE-Cadherin I, {df P 52 41 il A2 PR B a2 42 5% A 0 Jey
PERG RS, P9 A0 E B MR Y. Rho WAL /1N
GTPase 4l RhoA . Rac il Cde42 75 i 5 P4 52 240 it WL sh Bk 2
F S o R R R E AR, SRR P T AN IR] A 240
T BRI R 2 B A8 2 B RhoA 5 5l A S
BLITEFHAEIE B, 38 i s & Y . RhoA-ROCK BT 440 it
FEAAEMLAWIERE 1 T ( non-muscle myosin 11, NM 1I ),



PN OI R S

©

75 2019 4E 3 H 56 28 %58 3 #] Chin J Emerg Med, March 2019, Vol. 28, No. 3 - 403 -

WS BRE s, i Factin AL N 12048, 724 4r
JIE N Bz MR R4, VE-Cadherin 9757 72, VEGF FiIZH
J¥e 433 52 Rac Al cded2 BN A @B . 52 MR AE,
Ras %Y Rapl AT LIS #IG Rac F1 cded2 SR AR A
I CAB JRTE IR MER B, BRI @B ™, 0T
5 PURFFE A B, RhoA/mDial {5538 fif i1 2 5 LPS i 4l
ﬁmﬁ‘tmﬁéﬂiﬂﬁ%ﬂjfﬁ?&ﬁﬁ - WA - R (p-ERM ),

N EFAERIE AL, BETTRZN 2T A LSh A A A 22 e

3 ALI/ARDS # VE-Cadherin—-catennin—
F-actin & 5K Zh 7S 2L F0 dr MR 28 Al
BEIH

VE-Cadherin 45 14 fili 56 41 1fil 457 P4 B2 40 LAY B2 B2 119
SRR RN R RN A A Y G EE  Dhrp
HLEH JL A 1) 9 i 0 B 2 S0 o R B 2 e AL A RS I s
— B, B USRI A P B A AR A A A
L P- R R (P-selectin) X (A4S TIIZR, BLISTE
P-selectin, E-selectin /EH T UG TE sh M2 iR 5, AMifal
REBH 2 1 (ICAML ) i if 45 4 B RS B 73 1 (VCAML )
AL, HEAEICT T, 78 VE-Cadherin /-3 A5 B4
P AT IR P A RAE RS AR, PR 4H AR N e 4
M4 B S FIA R o A AR T . T MERE 4 ) ROCK
WAL, T RS R AT RS R & Macl #ik, il &
F 20 ROCK A5 NF-k B B A3 ICAM-1 .
A0 B RO RS AL, ROCK A S A4 ILBH 2 1 Wi i T ik
W JIERHE, fRBEN R R A, ML S A AT
£5 ZIEn [T R e v i R R R s LR U IS LU == 4
ALLA DNA BSR40 2 vk AN g s vk 2 (1 (NE), 41
HE (H3), #EFES B (MPO ) SEJSURLR [ I T
AN E R MM S M K (NETs ). NETs 23 it
H3 J& NE ARl R K vy e s et g 20

4 L VE-Cadherin A% BO%E B iEE1E A
N REEEREREITII=

Y F VE-Cadherin 7E4EHF N B Bt e e BV v i s 22 1
C. A WF 988 VE-Cadherin 1E 8 N B2 it B g & (9 #855. VE-
Cadherin F 2@ BER 1L . P9 A FIEF4E 2R (B 5 R N
BREEREIR BRI 433 26 15 3k 1] DA — 5 R B T i
P BB IR
41 HMFIBEERLL

VE-Cadherin il X JEF & 9 M EEABRBER AN, H
T Y645, Y658, Y685, Y731 Ml Y733 2 5 4kH5 N K b s
SEHEME . Sre {5 B BEILIG, A VE-Cadherin i 220 (7 £

TR A 2 i B P B o B A2 A 1 R P, DAL TR Sree £
53 5 AT LAV P B DR A IR . Dong 25 MBS KR, R
B = HGE2 (EET) AfLUE G FEAIR Sre 55 GRP78 28Kl
WS (ROS) 724, il RhoA/ROCK 15 538 i# 1% 1k,
YL LPS 75 31 VE-Cadherin B AL, 14357 T P9 1 B B 14
e
42 MEARNE

Chichger 45 7 ji FH G2 He i 98 & #0, Rab4 TG fkAE
b e PR B0 PN R A s i B A R e 1T, A TR VE-
Cadherin 78 N fZ AR T 1263k, WAk, LPS 5510
VE-Cadherin N7 (I HLi T G5 H 51 E2 Y Rabsa (14 18 J2 %
PEREINARSG, $0H] RabSa 235 )5 nT LA BH s /b LPS 512 1Y
B il VE-Cadherin BN . HiSCE &, VEGF 2
VEGFR-2-Src-Vav2-Rac-PAK {5518 1%, 23 i, VE-Cadherin
Wik SN EE, [H VEGFR-2, Src, Rac M PAK #1711
] —EFEEEMIH VE-Cadherin FUNTY, e N FriEE,
4.3 %) F-actin 44, 4EHFEMERMHERRE

PRI 7 200 6 A R 24 0 el R 2 42 194 2 A 3
25 VS R ) LA mwmmKﬁ”ﬁ%TuﬁEmm
T RN JIEF 4, 2 M 1270 Sy Sy kMR B, 9 R B
TAEMERG AN ;i Cded2/Rac {5 51 B0 AT DL 4432 ﬁ*ﬁw
HHRIRAS . Ras FIEMY Rapl /B0 L7, FTLABIH] Rho-
ROCK 5 5@ . 1k Cded2/Rac 155 @ B, MM =)
SEVERS B Y L, AERrZe iz, (g N7 A L B o
Pk BFSERI, 007 159 cAMP Z5%), aiid 007-Epac-
Rap1-Rho/Cdc42 {53 #4M il VEGF . ZHM I LPS 38 LY
AW A P P Y27632/Fasudil 7 4 ROCK 11 il 51 nf
DL R ] Rho-ROCK {5538 i, Il et /) B4 47
T3 B PR /N B i L A e sm Bt 0 R AR MR
m%ﬁﬁﬂTuLﬁm%RmAmmKM%us%ﬁ%%

AR Y
4.4 #PHE NETs

NETs 25l H3 . NE Fl MPO & #2545 13 i, Bz K2
B i A, AR A . MPO ) AT dak o
IS5 . Clark %5 P2 A58 &3, 1 FH TLR4 #5407
Eritoran ( E5564 ) ] L4l LPS 5 1fiL /MR TLR4 254, it
T/ NETs Az 5, 8 1074 000 P A8 06l A it 160 A5 PAY I B 45
5. DNA J& NETs Y5 424544, DNase ] ¢ 5 PEHAE T T
DNA (R — W, H K% DNA 43F. Liu % ™ fE
BERE/N U BS BIFSE A B, 1 B S AR ARAZ R 1 ( DNase 1)
B WM NETs, IR0 .

2 |, LI VE-Cadherin 4% U F A B 32 322 78 2 435 41 it
StEase M T B R EHE . IR AW VE-Cadherin-catennin-
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F-actin 52 & AR BER AL . AT B H ) 28 AL R S L]
THBIARITIE AN TB AL ALUARDS N B2 BRFRIIRE, JF
IR, [ s PR A% AL HA B2
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