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Latest progress in research on CKD-MBD and the clinical experience of Cinacalcet

ZHANG Ling, CHANG Liang
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[ Abstract] Objective: To articulate the advanced treatment of chronic kidney disease-mineral bone disorder(CKD-MBD) and
secondary hyperparathyroidism(SHPT) depended on the latest pathogenesis, provide the guidance of clinical deployment of Cinacalcet.
Methods: Various relevant articles about the progress of pathogenesis and treatment options of CKD-MBD and SHPT were reviewed, the
current situation of CKD-MBD management in China was analyzed, the clinical experience of Cinacalcet of our hospital was consolidated
and summarized. Results:With the development of basic research on CKD-MBD, the development of drug discovery and clinical research
and studies, more attention was now being paid to the improvement of endpoints such as fractures, cardiovascular events, and death.
Cinacalcet could not only reduce parathyroid hormone, serum calcium, and serum phosphorus in dialysis patientseffectively, but also
improve the prognosis, reduce the proportion of parathyroidectomy(PTX). Conclusion: Present situationof CKD-MBD patients in China
was more serious, the concept of comprehensive treatment and new treatment methods of CKD-MBD should be further promoted and
popularized.

[ Key words ] Chronic Kidney Disease-Mineral Bone Disorder(CKD-MBD); Secondary Hyperparathyroidism (SHPT); Cinacalcet;
Parathyroidectomy ( PTX )
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