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Failure in regulation of immune response can lead to autoimmunity. Autoimmune diseases are 
mostly associated with many genes, and affected by many different and often unknown 
factors. Autoimmune diseases vary a lot depending on the organs they are affecting and can 
be either systemic or organ specific. Rheumatoid arthritis (RA) is one such chronic 
inflammatory disease of unknown cause, which is characterized by systemic inflammation, 
autoantibodies in the blood and joint destruction. Type II collagen (CII) is the most abundant 
protein in joint cartilage.  
In RA patients CII degradation leads to cartilage deterioration and loss of joint function. Our 
group has previously shown that some RA patients develop high levels of antibodies against 
the type II collagen (anti-CII). These antibodies may be pathogenic when they bind CII in the 
joint and form complexes which can induce the production of inflammatory substances. 
Moreover, anti-CII positive patients were found to have a distinct clinical picture 
characterized by much inflammation at the time of diagnosis but not later in the following 
years. Anti-CII positive patients also had a better prognosis during the years after diagnosis, 
compared to patients without anti-CII. 
 
The purpose of this study was to test and confirm if the anti-CII positive RA patients have a 
better prognosis and if so what is the impact of treatment in these patients. The experiments 
were performed in 2335 Swedish RA patients with data on inflammation and disease activity 
during five years after diagnosis. A laboratory technique called enzyme linked 
immunosorbent assay (ELISA) was used to measure anti-CII in blood obtained at the time of 
diagnosis. During my thesis work, I came into methodological problems, that made me 
develop alternative ELISA methods, and that work is described in the thesis. With these 
methods I have evaluated all patients, and preliminary analyses confirm that I find the same 
clinical association to early inflammation as previous studies in the group has shown. But 
detailed statistical evaluation is still pending.   
If our findings agree with previous studies, anti-CII measurement can be a clinically useful 
tool for rheumatologists in order to identify patients who although seem to have very active 
disease at the time of diagnosis, have a rather good prognosis. Our hypothesis is that perhaps 
these anti-CII positive RA patients do not need an aggressive and expensive long-term 
treatment that most of RA patients obtain today. 


