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Research progress on calcineurin inhibitor-induced pain syndrome
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Abstract: Calcineurin inhibitors (CNI) are the mainstay immunosuppressive drugs for solid organ transplantation and hematopoietic
stem cell transplantation. Although CNI excellently improve patient outcomes, adverse effects are frequently encountered. Calcineurin
inhibitor-induced pain syndrome (CIPS) is a rare and severe adverse effect of CNI, which appears to be due to the interruption of the
physiologic function of calcineurin. Patients with CIPS diagnosis involve pain in the lower extremities. CIPS seriously affects the
activities of daily living and life quality of the patients. Therefore, the epidemiology, clinical manifestation, laboratory examination,
imaging manifestations, diagnosis, pathogenesis, and treatment choices are reviewed in this paper, in order to provide references for
clinical practice.
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