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Abkürzungen

APC Antigenpräsentierende Zelle

CD Cluster of Differentiation

COMP Cartilage Oligomeric Protein

CRP C-reaktives Protein

iAP Indirekte alkalische Phosphatase Technik

Ig- Immunglobulin-

IgVH Immunglobulin- Variable-Region- Heavy Chain

iIP Indirekte Immunperoxidase Technik

IL- Interleukin-

LFA Leucocyte Function Antigen

OA Osteoarthrose

RA Rheumatoide Arthritis

SAC Staphylococcus aureus Cowan I (Antigen)

TGF Transforming Growth Factor

TNF-α Tumor-Nekrose-Faktor-α

VCAM Vascular Cell Adhesion Molecule

VLA Very Late Activation Antigen
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