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R E HRGERA PR MIE(PMN) 5k SME 500 ABTREBK N B (HUVEC) B8 , TR I PI 52
BB EL ST WIZHE P LDH.ACE. 6-keto-PGF . B, U MAKRRGEBE. FiHHEPMN 5
HUVEC ¥ H 4%, R IP5 581 PMN 7 HUVEC 27 . 48 B4 40 BRI M BT AL L B i B /N 228
B 4 B4 P B B A3 S L b B 9% .38 35 W LDH.ACE. 6-keto-PGF.. & i+ % . i %/ CD11a/CD18 8
$L (mAb)# CD11b/CD18 mAb 43 PMN /5, T PMN 5§ HUVEC # B &4 %, ,HUVEC B {59 B3
2, AHR-EBRE AN, £&RER 24658 PMN 751& EC #i{5, {55 CD11/CD18 + §#y PMN-EC
K BHAH %, B2 A CD11a/CD18 mAb 1 CD11b/CD18 mAb T ¥4+ [N PMN 3 EC #¥sHfii 15 .

X
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CD11/CDI18 ¥ HT H 45 P A KK
MPELTRER BTHHETFESERER BE=/
¥ % H B CD11a/CD18. CD11b/CD18 1 CD1lc/
CD18.CD11a/CD18 1 CD11b/CD18 i@t 5 P K 41 i
(endothelial cell,EC) k ICAM-1 & & T/ S ¥k
#H B (polymorphonuclear, PMN) 5 EC #1# B™M, B
AR LA B Fh A B B I S RE EC M AT A
MM FHIMENERG, AR5 /R AR
VEN. REYOMEEHE EC LR, KBRHRH=Y
AHESIR EC PHEIRGERED . RMNAAEKI LR
BT B F %R A PMN X A B #8 K P9 B2 48 S Chw-
man umbilical vein endothelial cell, HUVEC)#] &,
3 N B CD11a/CD18 # #i (monoclonal antibodies
mAb) % CD11b/CD18 mAb W Z H W PMN 5 HU-
VEC ¥ ¥t/5 PMN 3t HUVEC R {EH ek 2, iR @
EBA CD11/CD18 %15 7 11 PMN 5 EC ¥ X it
K5 B E B2 5 L1 PMN Xt EC 5 FEER , IIER A
BRI T SR KR .
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1.1 mgedhboH

L11 AFFBRARSRER XARFZHRBEIMNFE
B ONEGE™ . A 0. 25 U LRG M TE Wb R LI B Bk e R
LR, B M99 BEFBABARTEE, UA~1L5X
1/ml MARBAER 35 mm EHFMA,E 5%C0,.95%0;.
ITCHMTIESR, RERBMEEHA.

1.1.2 PMN 4% MEAME SRS BERNL AR R

» ERBEA/BEESTHINE ,No. 39290700— 03

o ¢ 7 40 B 5 P B2 48 8 s CD11a/CD18;CD11b/CD18y 41 BkS Mt

MR EE A FIE5 )G 48 h PIR A (40% ~ 60 % TBS) ¥ fk i 4
B PMN., S4B EREHH.PMN FIEEX>95%.
1.2 44

¥4 %4 PMN # PMN 5 HUVEC 1: 1 H#. $—4.
BEGERY PMN EEMAEKRFH HUVEC . £
R G RS PMN 2 E 1X10°/ml 4158, BRI+ 1 ml
A 100 pl CD11a/CD18 mAb(E#BRE~F)BESFER 4 CH
B 30 min FIMAECHEFLN, B=H - AUB_AKEGHE
£§ PMN A CD11b/CD18 mAb(E {8 & )10°PMN 100 ul &
HEMAECHEFLKR. HEMHA . RUF-HH CD11a/CDI8
mAb 1 CD11b/CD18 mAb Bk & [ 8t 48 PMN 5 A EC #%
FMOMA., % PMN IAGLERE 24 h,
1.3 A& Rl d84R
1.3.1 ¥FWPHLDH  HAELRE, BL.00 - ml™,
1.3.2 H#AHFOLEZREHLBRACE  REARME
e ZEELERGAERMHRE., B{l.mmol - g7 -

min~',

1.3.3 HEFHW Y 6-keto-PGF.. RAKEERE, K01 E
B A BRIE, Bl:pg - ml’,
1.3.4 PMN S HUVEC #HE#E  HiHEMAZRIL
1 PMN ¥, Bt $ PMN 5 HUVEC # 8 & 1 h FREARF X
5 HUVEC #i %y PMN, BE R ES X,
1.4 HKELR

HREUPHELIFEE @ ER.ARBELRRA
A RR.
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200 B = 2 E kK % ¥ #H %184
MiZx 2B P LDH.ACE.6-keto-PGF..
Table LDH, ACE, 6-keto-PGF,. in Media (X+s, n=10)
LDH ACE 6-keto-PGF1e
Group
Before incubation After Before After Before After
with PMN incubation incubation incubation incubation incubation

Normal PMN 2.9010. 87 3.10+1.21 2.1840.46 3.2410.85 599.26+27.91 621.35%+ 32.19
Burmm PMN 2.90+0. 87 13.204+2.94 2.18+0. 46 27.7414.39 599.26+27.91 2321.80+311.74
CD11b/CD18 mAb 2.90% 0. 87 5.80+1.29" 2.1810. 46 16.13+3.54° 599.26+27.91 880.93+156.79"
CD11a/CD18 mAb 2.90+0. 87 7.10+1.83° % 2.1810. 46 15.0313.32" 599.26+27.91 1015.64+211.17°

CD11a/CD18 mAb

+CD11b/CD18 mAb 2.90+0. 87 4.50+1.35%4

2.181+0.46

8.62+4.39°4%% 599.26427.91 710.371101.34°4%

Ay P <0.01 vs CD11a/CD18 mAb; #, P <0.05 uvs CD11b/CD18 mAb; # #, P <0.01 vs CD11b/CD18 mAb; » , P <{0.01 vs

normal PMN and burn patients’ PMN respectively

CD11a/CD18 mAb.CD11b/CD18 mAb M1 — & B4 N A4
B E £ 45 5 8 PMN 5 EC 3t %1 h it PMN-HUVEC M &
ﬁ}$62%\73%$ﬂ81%( n=7),

3 it

LB P R 40 BT 4 R 40 5 5 347 IO 38 3% A 34 o 4k
Ml RBMMARKTEARERER, Rt B iREHF
WS ELERY . EREARBRGF PMN 8T EEE
A, Okrent BF TR . PMN B F FER 2> (B &
{LEF Lactoferrin AR EEHH GC. MUEEAB . BEE
1 defensin) 3t A By 8 Bk N EE A0 B335 %5 B B 8 15 16
H% . 5 EC ¥ /5 PMN B RiES MK 4K
FERER S EGE A KM M4 | 4 L, & ARDS 1 Rk
BHEARRE P REREERY,

ALY HUVEC, B HE B MER
BEFOAFROHREERAEETRIZ. RIARGEN
PMN 5 HUVEC —[F i H 24 h j5,%4 HUVEC &
AR RFE, R ARSI LR F R Sk &
FRAERER, GRS ZEESE. A @R
A PMN ¥,k W HUVEC FH B {H. 7] L6551
PMN w4545 M B 40 R, X & i T 45t /5 PMN 2B
&, B RS TR

LDH BEH B, THEET AGRARERA,
LAMEZF RGN TR R, REBER KM ER
. EHEWT LDH BFENEAME KBRS LD-
He, PMN H & ¥ B i # LDHp f1 EC Z iR B &
LDH:, R/ LDH, A K 8t EC i 5 8 B, & 3 ff 5
LDH {5805 LDH;. ACE & —#fkEt — Bk /K iR E§, Il
¥ ACE ¥ H F VEC,EC &#i/5 ACE f M\ EC
REBIE . ff ACE ¥ ZE, 6-keto-PGF . & PGI, iEaE
Rl ™4, PGl, 8l EC &8, KRN &S EC #th
BEAX. 2LRER . BEEPHR A PMN 5 HU-

VCE 3t % 24 h BHE 3% ACE.LDH, 6-keto-PGF,.
Hi2EA PMN AR A PMN BIREFRFSEHE
FE, R R EG R PMN 7145 EC.

#£ PMN 3t EC #1#5i%,PMN 5 EC ¥ T %
BER AXMMPEXKTNOBROEAENEAR
KL HBEEYM A EN M REEE TN, R
FEHARSEHE EC L, XBR~YWAREIIRECE
RGMBES . X WU E R M5 MIER A
HEABHLE,

HAErAr &, PMN 5 EC Kl FE R AL BP
PMN & siHLEf EC B 3hLE™ . 7€ PMN 3 shill ¥
f,PMN % TNF,.IL-1 . H# X %S {EH T &%, EC
%% P H MK, PMN B I % ik CD11a/CDI8,
CD11b/CD18 4+ 5|35 EC L4 ¥ E &R ICAM-1 &
4,95 PMN 5 EC #M. L f CD18 H4i.CD11a 8
PLF1 CD11b 45743 BIFE KT A FMLP,C.a . TNF %3
GG #) PMN 5 EC ¥ B# 80% ~90%.40% ~60% .
50%~70%.CD11c B %" . #84 CD11a/CD18.
CD11b/CD18 & 5 T MK &% T # PMN 5 EC ¥ i
Wi CD11c/CD18 k& 5. BAEHBEEREHN PMN 5§
EC Mt ICAM-1 ¥4 5 CD18 H 4 FH W # M T AH
HimagER", %80 PMN-EC #i 7 PMN )3 3l #
fEEft CD11/CD18 5 ICAM-1 4 WA F.
 EC Bl E + ¥ & ICAM-1, ELAM-1,CD11/
CD18 %1, g4 B A PMN &R EBHIEY,
H TS5 HUVEC # X5 v it £ 8 é CD11/CD18 5§
ICAM-1 + %, A L ¥ i f CD11a/CD18 mAb,
CD11b/CD18 mAb R — & B4 [ FE 4 BIpE K445 2
#1 PMN 5 HUVEC % Mt 62%. 73%. 87%, iF BH
CD11a/CD18.CD11b/CD18 #5 5 T #:45 5. ] PMN
5 HUVEC #i#f, B CD11/CD18 ZEHL KM F B T *
BIEM,
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FE XK, %. CD11/CDI8Ar F PMN-EC ¥ I ZE 425 7 1 PMN 45 L% P Sz 4B+ &9 £ A 201

£ 3E W 3 CD11a/CD18.CD11b/CD18
ERERSHNHAEERRT S5 55 PMN X EC &
5,387 CD11/CD18 4+ 5 # PMN-EC #4 B 7 4% t5
RS PMN XM EC TR TEEFH . AVNHEETE
HAEENEAREHERTERE—R. AF— &
PMN BB EEEMRMEAW SR LKA, R
R T —A R 4576 F 89 S50 55 LABE Ak o 3% i BB
FHIFHEAS, 5SPMN 5 EC K5 EC i Ca** # B
S EC WHSHAE, LT REH B T PMN 3t EC #4iit
fi. AEEMEEEOERRTHFEERGHNH
CD11b # CD18 mAb 8 TP #| T & 48 M &4 %5 B A T
R MARBRGEY . BiEETHRP—1
HEHFTIXREN QAR S0 0T N EIRG.
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Study of the effects of CD11/CD18-mediated PMN-EC adhesion on PMN-

induced EC damages in the early stage postburn in vitro
Li Zhiqing, Yang Zongcheng, Luo Xiangdong, Luo Qin (Institute of Burn Research, Southwest Hospital , Third Military

Medical Unversity, Chongqing, 630038)

Abstract Polymorphonuclear neutrophils obtained from patients in the early stage postburn were incu-

bated together with cultured endothelial cells (ECs) of human umbilical vein. Then the morphological
changes of ECs were observed, the content of LDH, ACE and 6-keto-PGF. in the culture fluid determined

and the percentage of PMN-EC adhesion calculated in order to assess the severity of EC damages. It was

found that the ECs were deformed showing shrinkage of the cells and formation of intercellular space, small
vacuoles appeared in the cytoplasm with karyopyknosis. Some of the ECs were detached from the wall of the
incubation plate. The content of LDH, ACE and 6-keto-PGF,. was increases. When the PMNs were pretreat-
ed with the monoclonal antibodies (McAb) of CD11a/CD18, CD11b/CD18 or the 2 kinds of McAbs, the ad-

hesion rate between PMNs and ECs was decreased especially when the 2 kinds of McAbs were used in combi-

nation. The findings indicate that PMNs can induce damages of ECs in the early stage postburn and the dam-
ages result from the CD11/CD18 mediated adhesion of PMNs and ECs. Administration of the McAbs of
CD11a/CD18 and CD11b/CD18 is able to block partially the adhesion between PMNs and ECs and minimize

the damages on ECs.

Key words polymorphonuclear neutrophil; endothelial cell; monoclonal antibody; CD11/CD18; cellular

adhesion



