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Palindromic rheumatism (PR) is a clinical entity characterized by multiple, recurrent attacks of arthritis and/or
periarticular inflammation without residual joint damage. The clinical characteristics are very typical and the diag-
nosis of PR is usually relatively easy for the rheumatologist but may be more difficult for other clinicians. PR may
preclude the onset of some systemic autoimmune disease, especially rheumatoid arthritis (RA). The definite etiology
and pathogenesis of PR have not been clarified. In recent years, researches of different aspects of PR have been
made, including serologic, immunogenetic and ultrasound imaging studies, as well as the search for prognostic
factors predicting the future evolution to RA. There are no controlled studies on drug therapy in PR. Acute attacks
often respond well to non-steroidal anti-inflammatory drugs. Antimalarials and some disease-modifying anti-rheu-
matic drugs may reduce the intensity and frequency of attacks and prevent the development of RA in patients with
PR. (J Intern Med Taiwan 2021; 32: 27-31)



