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Expression of adnesion molecules ICAM-1.CD11b/CD18 in chronic venous

insufficiency and their clinical implication
ZHOU Xiaohong,et al
(Department of Surgery,Bishan People Hospital)
[ Abstract ] Objective : Explore the relationship between AMS expression and skin damage.Metheds : The study employed ELISA method,
immunohistochemical method and electron minroscope analysis.Results;The results showed that the index of EC-ICAM-1 and
PMN-CD11b plsitively expression increased remarkably in class 2~3 compared with that in class 1 and contrast group.The index of
PMN-CD18 expression in class 2~3 and class 1 was greatly higher than that in contrast groups ( P <0.05 ). The expression of [CAM-1 was
positively correlated with that of CD11b/CD18.Electron microcopy showed that the change microvessel was mainly PMN adhesion with ECs
and trapped in microvessels.Conclusions ; It was suggested that activated monocyte to release TNF o and IL-1B ,to upregulate [CAM-1

and CD11b/CD18, to mediate PMN adhesion with Ecs, and to cause Ecs and skin tissue damage. It may be one of important mechanism of

venous ulcer.
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cy,CVI) HEZRREFRBRR I AL A ER, T
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7, ICAM—-1 847 0.1ml, 1:50 — 100 JLIEH L2 &) ;S - P KA
&.dbErdl/A e ; A IL - 1B ELISA X7 & A Mg R st K
F o 8 EIARKAE R EEEWES RO 2%,
122 M (1) A lE . QB BRR A R UIE 32
B ik 5K B B BRAR A 0.5em x 0.2em, 3430 3 4,
HAIEH A 14 5], BUL H X B BRSMIARXT IEH 4L @ RILE
20 8 {5, BUR S X & PR AL B 21 10 BRI 371 %% 0.5¢m
kb, QFEBKIMFRAS . R B8 X ik K ML Sml, 43 FIE A MLIE
& 2ml, PUER 3ml, TEESF B MLHE , ARl , - 30°CHe TR IR
1R . (2) BT  ABC-ELISA ¥, JR¥ . AR
FX¥ikde.r> ABC-ELISA #%. FHIA TNF-a BHEHET
EEFFR b AR AE AR S P 8 TNF- o SE8HEE, IMALE
YRHHUN TNF- o JEBRGIEE S WEETER -, Bl
FALEFRICH Streptavidin 54 RG-S, I ABKY TMB,
HBE A, NSO, B2 %, 7E 450mm 4L OD {4,
TNF-a WES OD EMRIE L, T4 bR d 28R 47
A TNF-a R, @SP GEA LA R ALy
R0 I HE B I 3 K Streptavidin/peroxidase,SP) % 5% 2 {b 4t 8,
Fed, @BERMEWME B4 0.5cm x 0.2cm,2%
TR ARER E A2, ik 618 WS AL, BT A, BERR XX
SRR I E e, H - 600 AU B STEHETME.
1.3 %itF o4

SEIGEHE R A Statistica(Ver 5.0V {8, it B HLALTE , 45
B x+s FR,P<005 HREME XL,

2 & B

2.1 Porter & & 4% %5 B 4 -F CD11b.CDI18 #= I-
CAM-1 RZAEA(A 1)

Class2-3 2% EC-ICAM-1 AR AR B EFT
Class] AT BB ZH (P <0.05);Classl 4% EC-I-
CAML-1 fRMERBHE B E S TXHEEHA (P<0.05);
Class2-3 2l Class] £% PMN-CD18 PR3 5 %
B 2 1% FXT B8 2H ( P< 0.05 ) ;Class2-3 ZZPMN-CD11b
FEMERAE D EET Class] XTI (P<0.05) .

1 Porter EEKRDERHEM4F CD11b,CD18 F1 ICAM-1 &
EHIRI TR (x2s/HPF)
Kift o>+
PMN - CD,,
0.04 £ 0.01

AR i PMN - CD

0.05+0.01

EC - ICAM,,
0.15+0.09
Class1 14 0.07+0.03 0.11+0.03 0.33+0.19
Class2~3 18 0.16+0.02* 0.12+0.03* 0.70 + 0.14¢
F 36.45 16.82 39.11
P <0.01 <0.01 <0.01

NS 8

a5 NS fll Class1 % H# P<0.05 b5 NS HL& P<0.05
c 5 NS HE P<0.05 d 5 NS Fl Classl 2% L& P<0.05

22 ICAM-1 %5 CD11b,CDI18 #= TNFo 48 % 4 #7
(£2)

%2 ICAM-1X5 CDI11b.CD18 #1 TNFa tHX 547

variable CDyy, CDy TNF a
ICAM-1 r=0.8454 r=0.5639 r=0.3772
P=0.0001 P=0.036 P=0.184

AT B 7R ICAM-1 3155 CDI11b.CD18 £ B ¥ EMHX 1 H5
S r=0.8454 ( P=0.000 ) fil r= 0.5639 ( P=0.036)

A 2% 497 B R ICAM-1 %355 CD11b.CD18
B REIEME, rd05HN r=0.8454 (P=0.0001)
Fr=0.5639(P=1.036),
23 SEBREMIE
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Class 2~3 2% : *P R HA S 45 404 - T 2 9 PMN 5
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RERFEEAFEYR, EEN S KEREH RBC,

3 3
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(venous ulcer ) X — 24 18] B8 945 24 , (B IR Bk F1 32
M ST T BE AN 42 T B0 0 Bk e el T 8t
92 BB DR BEAE BEALHI RIS 2 IR, CVI 2 ik
MR T HAERE ( trapped leukocyte theory ) 3%
FIEM, MM Ecs BRSNS T 90 B4R
FHESZARKS M T ( Adhesion Molecules, AMs ) ,
AMs TERARE FLRL | Ha 8 [N . L 45343 0 I #2782 A
TR REIE  AMs BB, S ERBMINEER
RAE S MR a ik B A PR R, X AMs /9
PR, A BT O MR I R AR B Y 2 B AR,
PUREBHGST 89V 08 U BIR AT IR YT AR, A
SCHFSER B CVI Class2~3 % H ECICAM-1 PH¥EZ
BRBERT Class] FFRTHRA (5514 70% + 14%
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33% + 19% F1 15% + 9% , P < 0.01,Class2~3 K
$I40H ( polymorphonuclear,PMN )CD11b( 16% +2% )
1 CD18(12% +3% ) X ABZH (43 5°H 5% + 1%
4%+ 1% ) PREE (P<0.05) . FHHMARXHT
B8 ,ICAM-1 £3i5 5 CD11b #1 CDI18 FHE B FH IE
M, r H5 54 0.8454 (P =0.0001) #F1 0.5639
(P=0.036). Z5REBARM T ICAM-1.CD11b,
CD18 LK HAF A4 Ecs KM 1 fm el g8 2
CVI R RKE FR RS R AR L, AMs B3R 15 fe BR
EC F1H B IR A, CVI K Ecs # ICAM-1
FkHEE , ATRES S CD11b.CD18 FiAFHTERY PMN
TERU A N R AR Wely E#24519 Ecs ICAM-1 R ik7E
CVI Fixt BELH 7510 83% ( E5mPEM: ) #1 40% ( &
FHREME ) th TR — M, Wely ZIANO CVI BE
Ecs FIEA 40 BE AR B RZGR ARG R, M
H R 45 4 ik SR B 1k B 0 40 i R AL 22 8 R 57
BB, 3 BAR R IR IUZIE L. FI4HM CD11b/CDI18
EHMEEREAMENERAMRETES, H—
% o #5 B HLEELMMEME , SHRIMEE R
¥, ICAM-1 5 MRS S 75 3 5S4 1)
fEX Z 1), HoE A IBE ICAM — 1 B AL PR RE R T
S ICAM-1 83 o - AlshE A S-S 4 M%E,
[E%E ICAM-1 7£ EC I, M4 F 40 M A%k B
%3, ICAM - 1 R#E4AK CD11b/CD18 £ PMN 5 (f
H Ecs Ja % EIREM A ZE R Ecs TER T A HE L BM:
YERT), 35 3% Z Fp R AE A I e A R A PR . 4F
5T o B TNF.IL — 1 Z540 0 B #]3%% HU-~
VEC ( human unbilical vein endothelial cells ) {# HU-
VEC # 0 ICAM-1 .E-selectin X5 4 FR X B Z
Ho5% , 7€ LPS.TNF 5 I1-1 Z£4EH T PMN £k
CD11b/CD18 Z4G M5 73 ik iR . Bienvenu Z12
EHICAM - 1 1 CDI8 Ab RER ERU/MEYIN T
20 A P RS A, 2R B 1 4 R g 0 oy e 5 1 4
MizR 1 CD11b/CD18 F0Ifl % Ecs i ICAM-1 BI4H
HAERA X, MENNEE BB LAk Bt
Ca” BT A, Ca* NI, FTHEJE CD11b/CD18 £ ik
T ARG S1E SR % ., Thomas ZB93 &-4E TF
AT AT KL 20% FH A NTER M 26, AR
TERBREMME N, XHRERRLE CVI BA L F
W ANZ 24% ,Thomas A N TEFF bl /b 19 3 40 s 32
ETHZ X BHMAE N, B A0S %25 E
Mo

H L AT 0L ,ICAM-1.CD11b/CD18 3£ ik &g &1
IS8 PMN RS H T Ees, S 3 Ecs 140 21
WU VT REJE B AR B B E A0 A ALl 2 — , E T Rk

ML s DSavase FER, : 8 7% PMN Rt A
i35 EC 454, 51 EC MMM B RE , sk &
[ il 5 1 T F 3 7 PMIN 40 21 chod o B 9 S0 0 HiF
52 QH,0, R 7EBEE AT BT i S 3 S iR SR L
1R B =S EALEE (X0, BE PMN RSP h
H,0,, & A Ecs,41fit ATP A NE M FVR B S 7
XOERTFr=HEBEHE T (0,),{# Fe* 424 Fe*,
H#5 H0, LA R EH 3 (HO ), #i4) Ecs,
ICAM - 1 #1 CD11b/CD18 456 /& EC Wi & ALY H
= AR s QRUME N H BB R A, H 40 BORG
BFH3 22 T AR e, 4 BE R A A, 5 2 U R R
A> BRI, BES R H 0B TNFa L - 1B %
o] HAES Eos MR BRAAL . FATHIRBBIMEEN
WELHLIESE PMN 724 L N 5 Ees KB B FLAD
Ecs f9#i45 ( F 1 Ecs 40 RS MK, 25 1k, Fr G itA
Ecs i3t (@45 ), B2 BB HAEREZMHEER
GAERMER, FL L M EN AR ¥
IEEICHIR S 538, KR4 F R a8
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