EREF 20155 11 A% 44 5% 32 8

Cancer Res,2012,72(5):1270-1279.

[22] Tamamura R, Nagatsuka H, Siar CH, et al. Differential
expression of basement membrane collagen-1V alphal to
alpha6 chains during oral carcinogenesis [ J]. Virchows
Arch,2006,449(3) :358-366.

[23] Tamamura R, Nagatsuka H, Siar CH, et al. Comparative
analysis of basal lamina type IV collagen alpha chains,
matrix metalloproteinases-2 and-9 expressions in oral
dysplasia and invasive carcinomal J]. Acta Histochem,
2013,115(2):113-119.

doi:10. 3969/j. issn. 1671-8348. 2015. 32. 045

4589

[24] Agarwal P, Ballabh R. Expression of type IV collagen in
different histological grades of oral squamous cell carcino-
ma:an immunohistochemical study[J]. ] Cancer Res T-
her,2013,9(2) :272-275.

[25] Liang X,Osman TA,Sapkota D,et al.
collagen [V enriches for tumour initiating cells in oral
cancer| J |. Eur J Cancer,2014,50(18) :3262-3270.

Rapid adherence to

Cfcfe H 1 :2015-07-12 &8l H #]:2015-09-10)

LRIG EERESME X RZHTRH

HKE
CEMRFE R EFRAYZIN, R

[X&R] LRIG A B ;A% ;EGFR 42 5 i@ %
[FEHZES] R739.4 [XEkFRIREE] A

LRIG R R 45 R B — 4B L R Z R . T2 4T
WL S AR N, % R WA HE 3 A R AL LRIGL, LRIG2 #1
LRIG3 . 45 1 (¥ 7= 9 & — 41 25 #9 28 0L 10 B85 0 2 1 P B P9 BB
5 IR B A M BE 3 S Ar L . BT & B L 41 S R AR 1 R i
BB B S AN BE R LRIG 55 2 I8 AR AL &5 & FE A<
MR T 378 LRIG K58 1 2 ] 5 A B L6480y 43
ige (AR (S 5 K R N FE I S SR P FI AT 4 B & 1 2
5. LRIG FE R R AT 4 35 41 040 i 09 245 4 K sh g O o A
HEAEH IS SR MR & VI, 3 LRIG & (78 fow 40
i Hp BT VR PSS A IR HL R B R P A L 5 A0
B R, AR 4F LRIG %2 N 5 % 5 Mg 5 R i BF 5T
PERIATER R
1 LRIG1 EH

LRIGI /& 287 LRIG K& A58 B0 PR A B 3988 3L B d
L% Bk BRI A0 0 2B AT b, 5 R LIG-1 R B A
Kekkon-1 JER ¥, LRIG1 3 N @ 0 F A a4k 3pld. 3
PR, — AN E NV 2 Bl R S A 3 TR 2 e B R 1 X3
G —ATE R HESR AN 3 I A AR MBI L i 4 963 PR
2 2 % A 5 7 4 Sy 440 L 2 TR B SRR R L bR 1 093 ANk
TR 20 1, FL 2548 43 O T P9 B 5 S B R B A1 BT 3 R 4. AR ST R
W1 LRIG1 B [ 76 A K45 Rl 20 35 4 R [a) R A 3 ik 76 B

HE 0 VSR LB T B B LS A N R R R T A R 4 41
T2 e T AN L v AR A . IR I A A SR A A A
HE, —F KM 22 240 5.

1.1 LRIGL KN MR AL bR F£E AZ 0B R
LRIGL 7£ A S M 4L 21 1 3 ik K45 A AR . 8 40 P o
o LRIGL 19 2 35 7K S A F 15 5 41 20, 1 5 26 i g 41 40

LRIGl RBEIEH AL 5. LRIG & [ £ il 88 40 i & | i 1)

I 240 L R 5 0 A0 R R B R O AL AR 2 R I AL U Y
FRKFBIEH A LT M, (8 AT 3138 18340 o L 4k
778 LRIG1 2635 _F %45 80 » Taneniura %L”Téﬁﬂﬂ%ﬁ%ﬁﬁ
78 PRI B AL 2P Y LRIGT R kK F @ T IE R 4l x4

* BB .WAtA BRI 4T H (2014CFB682) 5 = Ik JC 2% MR i 30 55 5 S 988 1R 7 T S0 90 56 &5 JF O 8 (2015 KZL1D)
FE972—) @l EAT B O, -, 35 AT R A I PR 2 TR B R E B 5T .

:i KHBCFR
5 443003;2. Z M KFEFRBEF R, LT G 443002)

[XEHS] 1671-8348(2015)32-4589-04
TR B A AT X LRIGT 5 DH A0 1 300 A B B AR 45 53k iy %o
WER BEL 2 BB g A GL15 40 2, 0 88 21 5% e 5 10 40 il
LRIGI & [H KB BT, Eéﬁiﬂﬂimfz'ﬁiﬁfﬁﬁﬁiﬁ»ﬁ
FEE I LRIGL 12 35 R 1 1 8 4N i (36 78 . 384G BF 5%
R LRIGT 721 I898 . 3 4R IR 98 HP75 41 i 2 55 il 4 21
PIAETE R [ B2 i 36 3, H 36 35 K AR T 1E % 7 A 41 2 3 1 41
0] RSRBFSE F W] LRIGL A il i 19 % Ak R R 3 7 4
il £ L o A AT Rl e — AR L DN . e S b 2R G A bR s b
Fa AR LR A0S A BF STt R REIESE T LRIGT fgd i
00 s T 928 40 L 48 B f S A D 9 3R TR A B o 4

1.2 LRIGI 2N 5@ 0BG A %R B8 LRIG] # ik
K TR RE 53 3 bR 14 TS A7 A — B 6 R . A X B Ik 19 9
RO IE & 3, LRIGL 1 323K 7K 57 5 8 g 1) 5 M AR 3 528 FA 06
B LRIG1 2K AR 0 S 8 B UG 822, Wu D46
& sm A h LRIGL f1k e A K W F Z & (EGFR) [ £ ik .
BIH LR KSR EFRMAN AT BUR T — 2N
MK AE. Krig 7 & BAE ERa 235 B 1k 0 7L IR 5 2 p s
LRIGI B33k 5 iR i 6 B & 4 77 F % VI M 6. Lindstrom
VIR ST IN R LRIGL 1 LUAE g 94 53008 0 5 8 TR 1Y
M7 S BR . TE RS 5 R 04 TF 5T A & B, LRIGT 26 3K K F
55 g 583 TG A 2% LRIGT 2K (4 2838 80« 28 8 W0 A 45
2 4878 LRIGL 9 2 3k 7K 57 m] 1 S fisi fie S5 988 ) T900 1) — 4>
EiEL

1.3 LRIGL ZEFEPERMLH BEEDFF & 9E %, EGFR J& H
T A AL B 115 5 2R 5 5 7 T R 400 FEL 108 e A L R v e 3 O A
fER . LRIGL 5 A 1) 5 4 5 1 g 26 T 4 2 B Kekkon-1 544
ol AR B, TR L BB BE X LRIGT 7 il w1 F AL 9 B 95 &2
B TE R 5 HE A Kekkon-1 JEAk I, 2 LRIGL 5
EGFR Z [d] f§ ¥ 7 /£ H. Goldoni 25" 1 f 95 45 & /R
LRIG] R H#:/E H F B I 9 EGFR. JE i EGFR f )& 13t 36
AR . X2 & R A A B LRIGT 28 1 F 4 A
B Rl 5 M IR R B BB e GLIS 41 R 45 R B R

YE & &8 v 5k
A Bi4EE E-mail: lotusyj@126. com,



4590

LRIG1 5@ +3 # mi) EGFR {55 38 ) s 40 B 0 A= 4 2447 Sk it
A G R4 A 0 900 S e R 20 M 3 A A . Gur 2T AL
W afse it — B T LRIGL it 5 EGFR AH B E F ok 4 4l o
Jo A A K R PIL R - LRIGT 1 Sy 9 i M 19 52 18 I 220 IR VL 1
ErbB Z iy 0 il 571 0] LL 5 ErbB 32 ik & 4 A 45 &, — J7 i A]
W H A B LRR 35 EGFR #4038 43 B 4 45 4 . 1%
EGFR {553 # 19 & 55 55 — J7 i LRIG1 §& I 8 5 # C-Cbl
)3k, C-Chbl 1y L JE a8 in# EGFR [ B fif . 7 1 78 3% EGFR
T NI B2 W {5 5 55 5. I R A5 BF 9% 4% 8 L AR & R LRIG
5 ErbB2 J N i ik 77 76 M1 6 4EDY L 8 LRIGL B 5 EGFR
T R IR AN, 18 5 ErbB K% i 5L ExbB2 77 7E A HAE .
WA B B8R LRIGL i85 Met &% {4 . Ret 32 A % & 15 % B 45
Z AL M T AR T Dl o T R 22 M R I L i
BB 5 , LRIGT J& — Rl 22 P, Hood 6 dE i 4% EGFR 19
T S5 5 R 20 i A% O T A S R AR T .
2 LRIG2 #H

2004 4F Holmulnd 2 F] F] DNA # &1 f1 52 iF RT-PCR #
AR M AN cDNA SCFE i % — B 5 LRIGL A cDNA,
Frfw 4 0 LRIG2, LRIG2 3K E M F AYe @ik 1p13, /19 4~
BT K2 50 kb 2 X I8 J2 22 R 35 DR e 2k 0 4
RHBAL. BEFERI LRIG2 1 S Ak GH 5 19 S akK
TR 114 ) s dle 2 R N 28 20 5 Jsg I A B Y L O Y R S L TR
AT AT 4 b LRIG2 1T G -5 20 28 Jie o 4 M 8 04 % A2 5 %5 )
BEFR . LRIG2 JLH 4 65 1 = Wy 2 — R s A . & A
1 065 & MR . HE LR ¥ 51 1Y 47% 5 LRIGL M [, &
HL A1 B 5 R B RIB P BE 3 AN EB A ALK
2.1 LRIG2 B HAEMBMAR P WXL MAEHER,
LRIG2 & I 7E i« B Wl B2 ik . b5 bk 7 27 B S L 8L 3 B &
KGR AL SN Rk w AL, R R R R, ZEHEY
4 000f%, %67 R %D 3N B LRIG2 3% A 3847 4 01, & 0
LRIG2 75 i fi | 15 I 55 Sy 25 5 b 52 00 3% 3, 76 0 0T A0 i
T 28 B R R B IR BN BRI R IR £ N TPk
KB LRIG2 (9335 . #0107 66 76 i JR S 38 I 250 f 7 b % 4%
EEAAE. M BEAR Z % LRIG2 3L H & 18 9% 5 1 4 B 4%
Y B A &R U251 4a L 45 R R B LRIG2 g2 i#F U251 4
LA 358 0 375 S A A G /ML U BEL VA 386 5 4 K08 i, 410 1 e R
4 P8 7=, Wang U0 e R AMEF RNA FHH AR, T A
LRIG2 3B K, 0] DL SR B 408 GL15 A=K A2 29 il
A8 0 41 A 1) 12 22 8 Ty AN B RE ) . X BB BIF 9% 45 SR R B LRIG2
HEHHAMEAARTF LRIGL, LRIG2 785 5% /K -1 & 3k, 1l LA
0070 200 ) R T AR A R R 0T 85 R B R ) AR L 3R 5
o B R R E UG

LRIG2 & 1 ) R 5KV 547 e iR] O 19 B 7 R B 77
—EM KM, H 5 LRIGL i R B AR A . Hedman 457 %t
T B SR A0 00 T R B OR . LRIG2 1 55 3R 38 % 2R
EE I A R 22 6 T IR B A 7E LRIG2 (5 2635 Al LRIGL A%
KRB E L 10 FAEFEMH 26%, Hik. ¥ LRIG2
LRIGI 2 [0y 235K F A 456 #0473 B v] LB A 25 b 3530
BHEN PG . Holmlund % /34 LRIG2 % H7E 63 ]/ 5
52 S5 448 988 v Y 22 k. R M 9 LRIG2 [ 3k 7K T 5 /b 58
J2 5 40 B9 FR R 0 2R A S B A R e, LRIG2 1 Rk 3l i
Wim %5 B A 77 %, LRIG2 1] 48 2 18 % Wi 5 i — A 1l 57
R TRUUE R 7
2.2 LRIG2 #HF W/ EHLE  LRIG2 1 LRIGL T fg iy 2 &
5% % EGFR /B H ML A [R5 26, H 3 52 7 & 7T fig 2 il i

FREF 2015511 A% 44 5% 32 4

WE BB F A AR s, FRE% 753 GL1S 41 &
RSB0 g B, RNA T4 LRIG2 ik )5 . A UK GL1S 48
JL BRI 7E Go /Gy 1, V80 2% 40 R 3% 7 . AT LS B4 17 4 il B & A
-3, E 5 FH LRIG2 J5 i #F EGFR B fig f 4 il EGFR
IRACT & . A WF 58 76 1 898 i F 5% & B, LRIG2 5 EGFR
GG T 5 B0 R 0 O S 4k 02 E 40 e 0% 3 AE R e T
Wang 20178 X5 A8 508 4 M GL15 (55 v & BEL, 24 LRIG2
) 235 T I, EGFR 4 [H ) EGFR [ 3% 22 F I8 1k 4 41K 17
WP R TR B0 GLIS 40 M 10 38 48 3% 1 7 5 . 40 M O o
TR, LRIG2 fR AT g & — Ah 2 R 2L IR . B AT LRIG2 fy
WIS A £, 1] e A7 76 R B &K B Bk EGFR 4) LRIG2 1 J8 4%
B T 22 R B A7 1R » LRIG2 3 53 38030 X 2R 32 Ikl & 35 Ho Ak 9
2N, FAR P A T i — 205
3 LRIG3 &R

LRIG3 3k [ 4 7% 1) th J&: — 4% S 505 45 A% 28 1, el M A B
5 W BRI M P B 3 B 4L, 5 LRIGL B LRIG2 B HAH G . &
FL R 7 5 1 [ U 43 5 Sk 46. 8% Fi1 54. 0%, LRIG3 [ mR-
NA 4 074 DHEIEAL, Yo 648 7 F 12q13. 2, 3% 0 45 5 i
2 S5 - 20 R 98 174 S0 78 oy RUAT 56, $E 8 12 3k T AT B 5 A e IO
YIS .
3.1 LRIG3 ZEHAEMEAL P EE  LRIG3 78 A4k
ZHABR P RE e ERE R AE REIL, TEEZF M
2 LRIG3 mRNA FIE A K TF¥A T, 58 kL. LR
FREY) . 725 X B IR B b R 0 BE T & B
LRIG3 # 1 &% mRNA 7 1% Bt g w9 BH 4 36 35 2 B B K F 1
B e 4124 H 3 3k 7K T 15 T DR 8 40 A 1 23 T0 A2 B RN R 43 3
BB EHEMEER, AL M R R, LRIG3 & A/
FH P 2635 R L iR i 2 ) LRIGS J PR 7E i e o 0 & A= & g
A A ELA I S DR A . 38 0 B B BF 5T & B LRIG3
TR R SR AL AU R IR KO B OE W S SRR RS
EGFR (33K 2 ff 56 M B & 8L LRIG3 5 5 508 (14 4y 94, 12
TR GRS B YA 56, 2 W] LRIGS A 1E & #5985 100 12 i &% il
Ja VEAR I — TR HE A . Ak 9 M Ak W LRIG3 Jf kL
2208 5 7 vk YL R TR A ML & U251 1 UST J5 R B . 5 4 IR 4
A HE . I 2 U251 F UST 41 il i 1= 7% Ak J7 BH i I A% » 41 it 4
TR L R LRIGS 5 B b 26 35 7T DA 3 5 BEL 5 400 A ) 40 ok
Rep AT e S5 988 400 JL 1) 1 22 66 0 7 Lk TR 1 7 BN A B I a4
MR T, 53— TUFE %F B TR 41 iR A BF 9% b & B, LRIG3 33k
BTG I IR A 1 B A R R S GBI L R R LR AR R A R
& A PME S — ANl S i s B2 . Bk, LRIGS 1B g — Flopr
B AT 5 PR T R i PR3 7 e S 40 B9 T A S N T
3.2 LRIG3 #HMEMIE  HF LRIG3 5 LRIG1 HEHZ
i) ELAG s B ) VB L I LRIG3 3 n] BEJ& i i3 ErbB Z K &
RN FEEAREFESESRERREERN. HRE
I LRIG3 2 11 Y 263K K7 5 8T 98 1 % 1 72 8 EGFR 1Y
KAV UM C DA R IR P 3 SR AR B Y AL
il vl g & LRIG3 JEPHGE i3 N EGFR Z &N S 115 5 K #EAE
Mo RS &3 LRIGS 28 (76 £ 48 80k 40 M i i B o4
FR R FEE L H 4121, 10 EGFR 2 11 76 % 40 i+ 19 BH 4
HERETAES T ® A, LRIG3 fl EGFR % 1 74 & & ok
2N M 5 4 20 (1 R 3R B f G I, $UR LRIG3 7 M 0k 41 i 93 oh
FIRM T AT 6E S 20 EGFR 35 1k, MU 42 3 2 5 65 1K 4 i 3
BIRE R B . Wit gE ST A 18 R B B AN R L
Hoal ik LRIG3 A F 50 45 B £ 8 LRIG3 3L H 3k 1 -
E BE BH W7 2% 90 ) MAPK/ERK F1 PI3K/Akt i % 'f ERK Al



EREF 20155 11 A% 44 5% 32 8

Akt (1 65 R T 3 75 o A I A 06 200 M 1 348 20 L 3 G R AR 28 1 L 2
BRI A B P T, Bt LRIGS A LAAE g — 35 60 il g 1
40 5 A B B O L R o T IR YT A

4 R 2]

PL EGFR 24 F 45 04 B 15 5 1% 5 T 106 7 2 B an if
SR . FER— 2837 00T LU AR 15 EGFR {5538 i (9 &
BT, A B LRIG %ﬁmimwmwﬂﬁmﬁmw
fit. LRIG1.LRIG3 ik R e fu b8 4 K W 7155, 7l Ak
ST A bR R B R T 5 2 MR, LRIG2 i%ﬁhﬁﬁ!lfmdk
S R i MR R AN M R T R R M B R, Bz, Bl
LRIG 1 A% b1 5 Mok 6 R ik — 2 F 58 . LRIG 3 F0K 5 22
B IR 2 K TS PTEAG 10 B 48 A A A TR 97 04 7 4%

2% 30k

[1] FEisenstat DD, Gibson SB. RIGging functional outcomes in
glioma cells: new insights into LRIG proteins in malignant
gliomas[ ] ]. Cancer Biol Ther,2009,8(11):1024-1026.

[2] Nilsson J, Starefeidt A, Henriksson R, et al. LRIG1 pro-
tein in human cells and tissues[ ] ]. Cell Tissue Res,2003,
312(1):65-71.

[3] Tanemura A,Nagasawa T,Inui S,et al. LRJG-1 provides
a novel prognostic predictor in squamous cell carcinoma of
the skin: immunohistochemical analysis for 38 cases[]J].
Dermatal Surg,2005,31(4) :423-430.

(4] XUL0i i3 B 28R, % LRIGT e R il Jie Jo
AR HLELT]. b4
617.

(5] &4 n, W—, H2E, 5. LRIGL 76 fif B i Rk X 5
HAYEAT MR P B IG R 2508 2 7, 2007,
12(10) :601-604.

(6] k., 28 4% 4, 4F 9. 4. LRIG 5 [ & 1 75 3 4 g
HP75 il &b Ry R BT WL pARZE IR R,
2009,26(6) :761-763.

(7] mhasfe, P o0 R 5. LRIGL J PR 1B e g 40 i 4=
R LT ] RSN . 2007, 45(4) : 258-261.

[8] Miller JK, Shattuck DL, Ingalla EQ,et al. Suppression of
the negative regulator LRIG1 contributes to ErbB2 over-

o8 24
B A B2 L 2009, 26 (5) 1 615-

expression in breast cancer[ ] ]. Cancer Res,2008,68(20) ;
8286-8294.

[9] Wu X,Hedman H,Bergqvist M, et al. Expression of EG-
FR and LRIG proteins in oesophageal carcinoma with em-
phasis on patient survival and cellular chemosensitivity
[J]. Acta Oncol,2012,51(1) :69-76.

[10] Krig SR, Frietze S, Simion C, et al. Lrigl is an estrogen-
regulated growth suppressor and correlates with longer
relapse-free survival in ERa-positive breast cancer[]].
Mol Cancer Res,2011,9(10) :1406-1417.

[11] Lingdstrom AK,Ekman K, Stendahl U, et al. LRIG1 and
squamous epithelial uterine cervical cancer: correlation to
prognosis,other tumour markers, sex steroid hormones,
and smoking[J]. Int J Gynecol Cancer,2008,18(2):312-
317.

[12] Goldoni S,Iozzo RA,Kay P,et al. A soluble ectodomain
of LRIG1 inhibits cancer cell growth by attenuating basal
and ligand-dependent EGFR activity[ J]. Oncogene, 2007,

26(3):368-381.

[13] Gur G, Rubin C, Katz M, et al. LRIG1 restricts growth
factor signaling by enhancing receptor ubiquitylation and
degradation[ J]. EMBO J,2004,23(16) :3270-3281.

[14] Miller JK, Shattuck DL, Ingalla EQ.,et al. Suppression of
the negative regulator LRIG1 contributes to ErbB2 over-
expression in breast cancer[ ] |. Cancer Res,2008,68(20) :
8286-8294.

[15] Ledda F,Bieraugel O, Fard SS,et al. Lrigl is an endoge-
nous inhibitor of ret receptor tyrosine kinase activation,
downstream signaling, and biological responses to GDNF
[JJ.J Neurosci,2008,28(1) :39-49.

[16] Bai L, McEachern D, Yang CY, et al. LRIG1 modulates
cancer cell sensitivity to smac mimetics by regulating
TNF-a expression and receptor tyrosine kinase signaling
[J]. Cancer Res,2012,72(5):1229-1238.

[17] Ye F.Gao Q,Xu T, et al. Upregulation of LRIG1 sup-
presses malignant glioma cell growth by attenuating EG-
FR activity[ ] ]. ] Neurooncol,2009,94(2) :183-194.

(18] e~ R, sk, k¥, %, MR E e A RELZ 4 HMENA
LRIG2 H: K4 H 451 Mo B 2H0E Ao i) ], AR A s
P .2011,11(6):2014-2017.

C197] B REAR . 0088 2 R 48 . 45, LRIG2 3 [H 4 1 2 it A1 B ) e

TR A M R U251 48 ff 38 8 A R o sz e L) . o B 0 R
M AR R ,2013,18(1) : 30-33.

[20] Wang B,Han L,Chen R,et al. Downregulation of LRIG2
expression by RNA interference inhibits glioblastoma cell
(GL15) growth,causes cell cycle redistribution,increases
cell apoptosis and enhances cell adhesion and invasion in
vitro[ J]. Cancer Biol Ther,2009,8(11):1018-1023.

[21] Hedman H, Lindstrom AK, Tot T,et al. LRIG2 in con-
trast to LRIGI predicts poor survival in early-stage squa-
mous cell carcinoma of the uterine cervix[ ] ]. Acta Oncol,
2010,49(6) :812-815.

[227] Holmlund C, Haapasalo H, Yi W, et al. Cytoplasmic
LRIG2 expression is associated with poor oligodendrogli-

oma patient survival[ J]. Neuropathology, 2009, 29 (3) .

242-247.
[23] g0, 28R, R in 45 . % . LRIG2 £ K/ & J¢ RNA %
REMR B R e AR E MR IR e (1], 4P R B R

AR BRI 2009, 38(3) :351-354.

[24] David D, Eisenstat, Spencer B. Gibson. RIGging functional
outcomes in glioma cells[ J]. Cancer Biol Ther, 2009, 8
(11):1024-1026.

[257] = WeZs, 47 R IR, A 10T, 456, % b6 IR B% L B2 9 b LRIG3
SE Y 223k B PR LT D I R W6 R SRR 2% 7K 2009,
24(1) .38-40.

[26] SFPITE, BX56 25, B B, 58, LRIG3 B (K 75 & 8 2 4
ik e L B 2 i LT, o [ 10 4 ] i, 2013, 28
(25):4226-4229.

[27] #pit5e., B, J7 8, 45, LRIG3 3 R X i 18 i e 40 i &
U87 #1 U251 1) 4fl ffa J& 38 . (2 28 ¥ A A o i g m [T 1. op =
I R i 2 A B 24 75,2011, 16 (4) - 220-223.

[28] Cai M,Han L,Chen R.,et al. Inhibition of LRIG3 gene ex-

pression via RNA interference modulates the prolifera-



4592

tion, cell cycle, cell apoptosis, adhesion and invasion of
glioblastoma cell (GL15) [J]. Cancer Lett,2009,278(1)
104-112.

(297 JGHR . i Uk ¥, OC vk, £ 48 85 IR 40 o 9 41 21 b LRIG3 #01

doi:10. 3969/j. issn. 1671-8348. 2015. 32. 046

FREF 20155 11 A% 44 5% 32 4

EGFR # A MR 5 LT ] WM K27 27 4« B2 hi, 2012, 47
(2) :147-150.

e B 31 :2015-07-08 &1l H 159 :2015-08-11)

ARDS 2 ifr @S KR EE

FRE LR AR A

(1. FRT &% EANRERZ I

(KR ARDS; % Wi 47 ; 38 & K o
[(FEZES] Ru [ mtariRfE] A

2 PE R IR F 38 % 5 fiF Cacute respiratory distress syn-
drome, ARDS) j& & A= F 7™ T &Y R 5 B 15 B e 13 55 95 g 1ot
FErb ol T 26 40 L P A R o s A 5 | R 18
P i TR 50 B s o 2K M LA AT M AR S ML A S O I S Ol R AL Y
W RZE B AE . X 2R 5 2 BLBE Fr bR B 5% 5 il 25 FR s 2> il It iz
P R AT R ™ B 4 S/ I O L A1 R Sy JHC AR TR ALE . 5 B
RE K 40% N L ARSCK AR ARDS 12 W b i R 36 T 5 g
5T ) 3k JEE
1 IERERSSERAE

1967 4= Ashbauh B 5EH#i R 3138 H ARDS, 4 4 )5 “ il N\ PE
W 38 25 A AR B OR

1988 4 Murray ifi £ 43 ¥F 43 4% M J2& X ARDS i i b 2
Wit & ARDS 2 Widn e 193 R 34 T il 45455 I 5 = I 0
SRR RS WR R R 3 S0 (D 2tERER; (2D
o R I ()R B — & B EE A a0 e o VI EE IR .
FE il 45145 72 B2 R AU 4 B0 (Pa0, /FiO,)  IF 55K IE & (posi-
tive end-expiratorypressure, PEEP) /K- X Zifilg i 2 B4 [R
BRI oy M AR A VE Sy g . PR OR T 2.5 43 E B S A
B ARDS;0. 1~2.5 43 K 42 vh BE il 45 403 . Murray Jifi 52 43 3% 43
s A R T REBIE B 5T R LA B 5 05 b oA R A2 A (H 3
N 3 T BB ME LRI R BT

1994 4 RRSE fa 5 B W W % K 1 FF ARDS B it 23 3%
(CESAR)™! 4 ) ARDS BUACME & Rl #, (1) &bk i i i
A ARDS g« A7 i i A Cadult) Bl &1 Cacute) - FR O &
PERFIR ARG AR, (2) MM 45 5 ARDS 2 % 2L (1 5 2L
ARG S R A5 A e B A S B LA 4R i i
B PSR A R ER G AE SRR AL R B A 0E
R S P B AR L ARDS R E B BE . (3) ARDS
2B I RE AT 45 A 1E (MODS) (1 i3 R B . & 4 5 B AE R
N £ B 1E (systemic inflammatory response syndrome, SIRS) &
H A MODS ) — AR5y . (DWW ER L . O
AR s @ Pa0, /Fi0, <200 mm Hg R4 PEEP K ¥F);©
IEA X 2600 7 S8 7 BUNK 35 46 B B bk B 52 5 @ il 20 Jok o 0 e <<
18 mm Hg, 8{ JG Z& .0 & B W UE#E . 30 PaO, /FiO, <300 mm
Hg H.i 2 bk H A AR ol 02 Wi o 2 PE 545 (ALD , iR 1
ARDS & ALT W8 Br B, — 8 e gL p i PR B R . 3%
12 Wb 5 DL BR o ) 32 X & - (1) PEEP B9 40 & 3035 AR
IO LA B (R AR Y . H PEEP /K A3 8 5 A4 B 9 4R IE A
KW R TS I PEEP /K F. (2) RAEHLALE <AE K 12 Wi
ARDS (4. (3) 44 Jifi 3l bk ¢ il /b T 8% T 18 mm Hg,

405800;2. TR EH K F W& H = E Iz 4 # 3K

[(XEHS]

400010)

1671-8348(2015)32-4592-03

BTG A2 0 8 R I IE 4 31 A 12 8 2% B, A AT HE B O TR P i K
Ji o 4D TT AR i o AT AN i B 455 AR . (5) Rt T ARDS Al
ALT 2 % 2 i B A B B2, A A TR 02 W FG T

2005 4FE4fE ) Delphi #r ™) e 2 fiig — & Mot 4. HIE
£ % PaO, /Fi0O, <<200 mm Hg [ 8 % . A F|F & B ARDS ,

2012 A4 H A ARDS #A MK bR S B M IR 8 3 BUIR T
DI ARDS 2 Wids i H BB R BCAE R BUE T ALT A&
FE ELICH 7 il 30 fik o 0 R bR v L )R AT BN B IR I B 35
FEF A . ARDS MIMCGE ST i R LUF 25 4 (L) I IR 246 25
TECHMIG R E LR P SR e R . (DX &Ek CT =l
7 XU B0 5 o ELF M s BRI Il e/ il 35 a5 1 AN R o8 4
ffRE . (3) JB 3 11 P I ) TG 76 0 oy 36 0l B R S804 7 i o 4
R . T ASAEFE & B R 2R 00 R 3 7 2 HE I 0 7K AR A 6k T
KM, (O MBBALETENEEAS TR, € X PaO, /FiO,,
RAMTEE Y E T ARDS (™ 5 LB,

AR T 2 X 22 A7 45 A v 09 18 0T 5 38 fi L AR 6 58 Ok 42
T . BAR & A DLk . 2 WG IR 0F 58 WA, T A8 ARDS £ Wt
50 F5 00 A9 1 5 T A4 PR T . BFSE A ARDS AR E
X ARDS ™ 5 R B 4 % Aw o 55 00 A8 il K il 3 53 e Te 5k
BB AR X WE A — R IIAN fE. BF TR & B, M AR E
SO TR R R Ay R TR Wk e 45 405 e 3 ek AR B B A
S FE AR CHERE E A BER CT KA 5 5 ARDS 1)
B FIAITEY . HR B bR A — R BT, gk
BLTE LT LA J7 T8 - 1 58 ARDS MM e SO Z %A 31 il il 48
I3 75 BB 12 IR N ™ R 4 R N 4 . Boissier 250 B 5T A
g 1% T RE RS ARDS U Hls A B Ay fa ke R & .
Gordo-vidal ZEIHF 55 #8278 - ARDS B #5 ML B /< & vk 25 85 il
B ik 0 96 84, 5 BN A 2R AG AR A D T T
Marini™" f£ — 0 o 1| 5 B ARDS §ij i Y #F 58 op & B, & I A
il Y 1 0 RS 1 ARDS B3 28 d 9 8 3 8 3 T (P<<0. 01),
H WK ARDS Mk & X LL 52 BR PaO, /FiO, 1E 8.0 b5 1 77
FE— 58 B - 2 BR PaO, /FiO, B1E % 2 R £ 1Y 5 L 40k 4
W W A i PEEP, WF 0 4% 28 55 0T 0% AL 2 400 8 iR E R A,
ARDS MR E A2 W A G b 1 38 A8 FR 58 76 15 K B B R A
W B 45 1R X B PaO, /FiO, #E4T B 3E#r, A [ B Be iy
Pa0, /FiO, % ARDS /" # £ A R KA 6] . X% ARDS & A= %
AU FE RSt A R K. X EEHF5E K8, 78 ARDS 2
WA o v Rz Xt 9 T I 4 ) B 5 11 R R B B A T TR
D ESE AY ARDS #2235 9% 175 7™ 5 R B E 47 43 2% » [6) st 3 g A
WA T W PaO, /FiO, 4 A2 Wibs i, Lk — 25 31 Fr ok 8

EBBI AN QI74—), EWRBEIN, B+, TENF 2L SREAEEY TIE.



