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Liste des abréviations
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80OHdG = 8 hydroxy-désoxyguanosine

ADN = acide désoxyribonucleique;

AP = sites apurinique/apyrimidinique

AP-1 = activated protein-1;

ARNmM = Acide ribonucléigue messager

BSA = Bovin Serum Albumin

CDK = cyclin dependeriinase

CRAM = caisse régionale d’assurance maladie
Cu/Zn-SOD = cuivre/zinc-SOD;

Da = Dalton

E.F.R = épreuves fonctionnelles respiratoires.
EAO = Enzyme anti-oxydante

eNOS = NOS* Endothéliale

FAK = focal adhesion kinase;

FasL = Fas Ligant

FISH = Hybridation In Situ en Fluorescence
GPTase = Guanosine PhosphoTransferase
GPx = glutathione peroxidase;

GSH = glutathion réduit

GTP = Guanine Tri — Phosphate

H.O, = Péroxyde d’hydrogéne;

HF = fibroblastes humains

HGPRTase = Hypoxanthine-Guanine PhosphoRibosyl|Téease
HM = cellules mésothéliales humaines

HO" = radical hydroxyle;

IxB = inhibitory protein kappa-B;

IGF-1 = insulin-like growth factor 1;

IL-1 = interleukin 1;

IL-8 = interleukin 8;

INOS = NOS* inductible

InVS = Institut de veille sanitaire

KGF = keratinocyte growth factor.

LLBA = liquide de lavage bronchoalvéolaire
MAPK = mitogen activated protein kinase;
MIP-1x = macrophage inflammatory proteis; 1
MIP-2:. = macrophage inflammatory proteis; 2
MMMFs = Minéral Man Made Fibres

MMP-1 = matrix métalloproteinase 1,
MMVF= fibres artificielles vitreuses

Mn-SOD = manganese-SOD;

MP = maladies professionnelles

NAC = N-acetylt-cysteine

NADPH = Nicotinamide Adénosine Dinucléotide Phuste
NF«B = nuclear factor kappa-B,;

NNOS = NOS* neuronale



*NO = oxide nitrique;

NOS = NO Synthases

O, = anion superoxide;

OMS = organisation mondiale de la santé
*ONOO = peroxynitrite;

OR = Odds Ratio

PARP = poly(ADP)ribose polymérase
PDGF = platelet derived growth factor;

PKC = protéine kinase C;

PLC-g = Phospholipase C

PNSE = Plan national Santé Environnement
PNSM = Plan National de Surveillance des Mésoth&i®
pRb = protéine du rétinoblastome

Rb = géne du rétinoblasmtome

RNS = reactive nitrogen species;

ROS = reactive oxygen species; (EADO en francais)
SHE = Syrian Hamster Embryo

SMR = Standardized Mortality Ratio

SV 40 = simian virus 40

TDM = tomodensitométrie ou scanner
TGF-8 = transforming growth factc;

TK = tyrosine kinase;

TNFee = tumour necrosis facte,

URT = unités respiratoires terminales

VN = vitronectine
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