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Abstract: In the progression of secondary hyperparathyroidism (SHPT), the proportion of oxyphil cells increases. Oxyphil cells
are thought to be transdifferentiated from chief cells, and their clinical significance is related to the progress of SHPT and treatment
resistance. Oxyphil cells have been found to be rich in mitochondria and high in parathyroid hormone (PTH) content. This article
focuses on introducing the possible mechanisms involved in the chief-to-oxyphil cell transdifferentiation, including the role of
calcium-sensing receptor (CaSR), differential expression of cyclins, mitochondrial content, and the local anti-apoptotic effects of
parathyroid hormone-related protein (PTHrP). This transdifferentiation is a complex multi-stage process, and it is thought that the
uremia microenvironment is the driving force behind the chief-to-oxyphil cell transdifferentiation in the parathyroid glands of SHPT
patients. Studying the mechanisms of oxyphil transdifferentiation is essential to explore the reversal of the disease process of SHPT
and to find targets for correcting drug resistance.
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