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OBJECTIVES METHODS

The pathophysiology differs significantly Total RNA was extracted from tissues
between primary hyperparathyroidism (pHPT) obtained during parathyroidectomy. Gene
and secondary hyperparathyroidism (sHPT). expression microarray were performed.
The underling mechanisms of the occurrence Pathways involving differential gene

of sporadic pHPT remain largely unknown. In expressions were analyzed using the

this study, we analyzed the differences in gene Kyoto Encyclopedia of Genes and
expression between pHPT and sHPT to explore Genomes (KEGG) database for functional
potential functional alterations. enrichment.
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Parathyroid tissues were classified 1n an unsupervised manner Pathway m

into primary and secondary clusters. A total of 311 genes were
upregulated in pHPT, whereas 1358 genes were upregulated 1n

sHPT. The expression of VEGF-A was significantly
upregulated in pHPT. The expression of transcription factor
Twist was higher in sHPT.

UPREGULATION in pHPT
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