Retrospective Genetic Analysis of Efficacy and Adverse Events in a Rheumatoid Arthritis Population
Treated with Methotrexate and Anti-TNF-a
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ABSTRACT

Background:
Progress has been made in the treatment of rheumatoid arthritis (RA) but there remain a large number of patients who do not
respond to therapy and/or experience drug-related adverse events (AEs).

Thirty-one genes were selected for analysis on the basis that they were found to Figure 1: Reasons for Discontinuation of Therapy Figure 3: Genotype Distributions of Selected Markers

associate with RA risk or symptom severity in at least two published studies.
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phenotyped using ACR diagnostic criteria, among others. All studies were carried out using
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strong association (p=0.007 and p=0.003 respectively), as does IL1RN in the TNF-a blockade group (p=0.009).
However, there was no statistically significant association between the Shared Epitope (SE) and response to

in clinical practice.
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shown in Figure 1.
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