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APCs: 

bFGF: 

esc: 

co: 

eDNA: 

ciCAM: 

cVCAM: 

CRP: 

CYA: 

DIC: 

DNA: 

EGF: 

ELAM: 

ESR: 

FACS: 

GM-CSF: 

gp: 

GPI: 

HEV: 

HLA: 

HRP: 

LIST OF ABBRE,1ATIO:'\S 

Antigen presenting cells. 

Basic fibroblast groKth facto~. 

Cor.-,pletc blood count. 

Cluster of differentiation. 

Cloned deoxyribonucleic acid. 

Circulating intercellular adhesion molecule. 

Circulating vascular cell adhesion molecule. 

c-reactive protein. 

Cyclosporin A. 

Disseninated intravascular coagulopathy. 

Deoxyribonucleic acid . 

Epithelial growth factor. 

Endothelial leucocyte adhesic:~ molecule. 

Erythrocyte sedimentation rate. 

Fluorescence activated cell sorter. 

Granulocyte monocyte-colony stimulating 
factor. 

Granule membrane protein. 

Glycoprotein. 

Glycophospho-inositol. 

High endothelial venule. 

Hunan leucocyte antigen 

Horseradish peroxidase. 
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!CAM: 

IFN-gamma: 

Ig: 

IL-l: 

LAD: 

LAM: 

LECAM: 

LFA: 

LPS: 

mAb: 

MHC: 

mRNA: 

NCAM: 

NK: 

NSAIDs: 

PlS0/95: 

PJI.DGEI•J:: 

PMA: 

RA: 

RF: 

RGD: 

RNA: 

Intercellular adhesion molecule. 

Interferon-gamma. 

Imrr,unoglobu 1 in. 

Interleu}:in-1. 

Leucocyte adhesion deficiency. 

Leucocyte adhesion molecule. 

Lectin adhesion molecule. 

Lymphocyte function associated antigen. 

Lipopolysaccharide. 

Monoclonal antibody. 

Major histocompatibility comple>:. 

Messenger ribonucleic acid. 

Neural cell adhesion molecule. 

Natural killer. 

Non steroidal anti-inflaiCtmatory drugs. 

Protein 150/95. 

Platelet activation dependent granule to 
external membrane. 

Phorbol :myrisate acetate. 

Rheu=atoid arthritis. 

Rheu:-.atoid factor. 

Arginine-glycine-aspartate. 

Ribonucleic acid. 

------------------------------------------------------------------------- Lbt of Ab b re' iat ion.-. ------------



siCAM: 

SLE: 

TCP.: 

TV.B: 

TNF: 

VCAM: 

VLA: 

Soluble intercellular adhesion m~lecule. 

Systerr.ic lupus erythematosus 

T cell receptor. 

Tetranethyl benzidine. 

Tumour necrosis factor. 

Vascular cell adhesion molecule. 

Very late activation molecule. 
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11'\IRODUCTIO:\" A~l) AII\1 OF TilE WORK 

Introduction: 

ICA!..:-1 (intercellular adr.""-sion molecule-!), a mer..bs;::- of 

immunoglobulin 

structure (an 

characterized 

(lg) supergcr.~ family 

80-110 KD gly=oprotein) 

as one of t~e natural 

with a five do;.ain 

has recently been 

ligands to LFA-1 

(lymphocyte function associa:e:i antigen-!) molecule, t,.:hich 

is an alphajbeta heterodime~ expressed on all leucocytes 

(Dustin et al., 1988). 

ICAM-1 shows a limited ra:-tge of tissue express1on, and 

most epithelial cells are ICAM-1 negative under normal 

conditions, but its expression is upregulated by 

inflamT:'.atory cytokines sue~ as interleukin-1 (IL-l) and 

interferon-gamma (IFN-garr.ma) (Snith et al., 1990). 

ICAM-1 plays an importc.:--.t role in many inflar~rrcatory 

diseases (Greve et al., 1989) and has been identified as the 

cellular receptor for a sub:j:-oup of rhinoviruses. It also 

participates in 'T'-cell infil Lration and accumulation ¥.:ithin 

the thyroid gland in autoirr,:: . .;.:-·ie thyroid disease (Marlin et 

al., 1990). 

--------------------------------------------------------- lnt ruduct ion and Aim of Thr W or h. (l) ------------



In rheuiT.atoid arthritis (RP.), it has been reported that 

ICAM-1 is expressed on macrophage-like synovial 

cells, synovial fibroblasts, as well as tissue macrophages 

and vessel endott'eliu:-:- ;.:ithin the inflammatory synovial 

~icroenvironment (Aoti et al., 1993). Recently, IigG et al., 

(1991) have clearly sho·,::-'. that ICAM-1 is involved in the 

pathogenesis of adjuvant arthritis in rats, since the in­

vivo administration of anti-ICAM-1 antibody exerte::l a very 

strong suppressive effe~t on the development of arthritis. 

\'.
1 i th the availability of relatively sirr.ple and 

sensitive detection methods, it has been possible to measure 

ICAM-1 in its soluble form (siCAM-1) in cell-free fluids 

such as culture supernatan-l:.s or body fluids. Recent reports 

have suggested a p~ssible diagnostic use of soluble 

circulating ICAM-1 in the assessment of disease ac~ivity in 

systerdc lupus 

Thus, it has 

erytheffiatosus (SLE) and allograft rejection. 

been suggested that the determination of 

circulating !CAt-'L-l (clC?~·:-1) rr.ay be of clinical sig:--,ificance 

in the assessment of disease activity and of the clinical 

course of inflammatory processes (Machold et al., 1993). 

-··------------------------------------------------------ Introduction and Aim of The \Yorh (2) ------------



Aim of tht Work: 

This V..'::Jrk aims at measuring siCAH-1 levels among 

Egyptian RA patients and to deterr; ir,£O its possible role in 

the assessr.1ent of the clinical s:.c."::.us and inflammatory 

activity of the disease. 

-~------------------------------------------------------- lntrodurtiou and Aim of ThC' \York (.3) ------------





INTERCELLULAR ADHESION MOLECULES 

I nt roduct io_n: 

At present, there are 78 11 cluster of differentiation 11 

(CD) nolecules on the surface of cells of the hemopoietic 

syste:-, defined by monee lana 1 antibodies (mAbs) and 

clarified in four International Leucocyte Workshops (Knapp 

et al., 1989). Some of those rr.ediate adhesion. Thus, the 

terrr. adhesion molecules refers to those cell surface 

structures that directly play a decisive mechanical role in 

the bringing of a cell to its environment, allowing direct 

cell-cell interaction (Fig. 1}. Moreover, cellular adhesion 

also plays a central role in many biologic processes such as 

morphogenesis and cell migration. It now appears likely that 

interaction between endotheliu::- and circulating leucocytes 

involves a number of different pairs of these molecules. 

Structurally, these molecules often traverse the cell 

membrane and are linked to the cytoskeleton, so that the 

cell can use the:-, to gain tre.::tion on other cells or on the 

extracellular matrix as it moves (Raitt et al., 1993). 

Cellular adhesion 1n rr.an is mediated Vla multiple 

molecular pathways which involve specific intermolecular 

events. Theo::e patht,.;etys arc rr.J.ciE of multirnolecular corr.ple>:es, 

and each path,.,'ay may stron::;ly influence the affinity of 

------------------------------------------------------------------------- R{'' ic" of Litt•n1turr (4) ------------



coso 

' 

T cell Target 

Fig. (1): Schematic, sirr,plified model of the multiple 
adhesion/signalling molecules involved in T cell/target 

interactions. 

HP.: hyaluronic acid; CHO: carbohydrate; ?: uncertain sitE: or 
molecule of interaction. 'Ihese interactions c:ce 
bidirectional. 

(('uoted from r-:aJ.:goba an::l Bernard, 1993) 
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