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Fig The diagram of cell micromanipulation system

1.2 HRReAES
PMN A BRIEH A#RKILZ percoll B EFEBLESE

« IREAERBXIFERFRAB EK,630042

8. VEC kB XRIFMHALF#IK VEC, VEC #ATHT
MR AHEERESNED, FERKHERE R, TR
JUFME R B AR .

PMN #aipy 8 KA W48 PMN g, % &K (100 ng/
mhDfT BT, 2N THES 30min.4 h,12h N PMN £
HiGIOAFEH VEC B RE,

PMN # CD18 #H:PMN hi A B 5 B2 87 3 /NEF I CD18
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F® 1 CD18 McAb ¥ PMN #5H H 8§09 (kPa, ¥ £s)
Tab 1 The effect of CD18 McAb on the PMN adhesive ability (kPa, X*s)

n Control 30 min 4 h 12 h
LPS 25 0. 086+ 0. 007 "0.32940.037" 0.327+0.034" 0.321+0.038"
CD18 McAb 25 0. 085+0. 007 0.12710. 00984 0.12340. 00944 0.11940. 008 *2&

* ; P <<0.05, ** ;P <C0.01 vs controly AA: P <0.01 vs LPS group

% 2 ELAM-1ICAM-1 McAb ¥ VEC $5M H 8 R0 (kPa,x+s)
Tab 2 The effect of ELAM-1 McAb and ICM-1 McAb on the VEC adhesive ability (kPa, x+ts)

n Control 30 min 4h 12h
LPS 23 0.086+0. 007 0.083%+0.031°"" 0.534%0.057"" 0.97810. 092
ELAM-1 McAb 23 0.087+£0.007 0.279+£0.029"" 0.326%0.037" 0.774-+0.083°4
ICAM-1 McAb 23 0. 084+ 0. 007 0.276£0.027"" 0.518+0.063" 0.5824+0.075°44

*% ; P <{0.01 ws control; A: P <0.05, AA: P <0.01 vs LPS group
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Molecular basis of the adhesive process of neutrophils to vascular

endothelial cells under endotoxin condition
Zhou Xiangdong, Chen Yisheng, Shi Jingquan (Department of Pathology, Third Military Medical University, Chongging,

630038)

Abstract The monocellular adhesive ability of polymorphonuclear neutrophils (PMN) to vascular en-

dothelial cells (VEC) was determined with the micromanipulation technique when the cells were treated with

endotoxin and adhesion-interruptive factass of anti-CD18 monoclonal antibodies (McAb), anti-endothelial-
leucocytic adhesion molecule-1 (ELAM-1) McAb and anti-intercellular adhesion molecule-1 (ICAM-1) McAb

and the functional characteristics of these 3 adhesion-interruptive molecules in the course of increased adhe-

sion between PMN and VEC were observed. It was found that the main molecular basis of the rapid increase
of PMN adhesive ability was CD18 expression and that of the delayed increase of VEC adhesive ability was

the expression of either ELAM-1 or ICAM-1.
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A case report of frequent involuntary emission induced by cisapride
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