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Calcium pyrophosphate deposition (CPPD) disease is an arthropathy caused by the presence of CPP
crystals in articular tissues. CPPD diseases are common and presenting particular management problems in clinical
practice because they often influence older patients with multiple medical illnesses. Clinical presentations may
be asymptomatic, most dramatically, acute attacks of joint pain and swelling similar to gout, or other forms of
inflammatory arthropathy, making an accurate clinical diagnosis difficult. CPPD disease closely related with aging,
osteoarthritis, metabolic disease, and ANKH gene mutation. CPPD can be identified by X-rays, ultrasonography or
by synovial fluid examination. Unlike for gout, there is lack of evidence-based studies on the CPPD disease and no
available therapy to remove the CPP crystals. The goal of treatment is therefore targeted at symptomatic relief and
preventing further episodes. In this article, we review recent advances in CPPD disease and allow clinical physicians
to further understand the disease. This may help clinical physicians to make correct diagnosis and appropriate
treatments. (J Intern Med Taiwan 2018; 29: 160-168)



