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Research progress on post—transcriptional mechanisms of parathyroid

hormone gene expression regulation in secondary hyperparathyroidism
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[ Abstract]Secondary hyperparathyroidism (SHPT) is one of the most common severe complications in chronic kidney disease patients
and characterized by elevated parathyroid hormone (PTH). Studies have confirmed that PTH mRNA-related binding proteins and
miRNAs regulate the stability and expression of PTH mRNA, thereby mediating its post—transcriptional regulatory mechanism and
playing an essential role in the high level of PTH in SHPT. The potential clinical application value of post—transcriptional regulation in

the diagnosis and treatment of SHPT remains further explored. This paper reviews the current progression in the post—transcriptional

regulation mechanism of the PTH gene in SHPT.
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41 CKD K BURH B % BB 25 CKD ok B B o 22, B il 3% PTH 7k
SESEINS I B ER S UL B AR A SE ARG . TRl
TEMR SN TR 1 /0 BRUH AR A — R 55 B 4 8 15 3= Wb A
Hilet—7 SR FRAL 21N PTH 2000 . BRI, % WF 58 16 1A Y
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AR5 R A0 M3, I AR PTH 263581, eah , BEFERIF ST & B
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