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[ Abstract] Primary aldosteronism ( PA) is the most common secondary hypertension. In recent
years, with the application of whole exome sequencing (WES) , great progress has been made in the patho-

genesis of PA. Germline and somatic mutations of aldosterone synthesis-driving genes are the main pathogen-

esis leading to PA, which greatly update our understanding of this dissease, especially in aldosterone-produ-
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cing adenoma, idiopathic hyperaldosteronism and familial hyperaldosteronism.
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