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The role and clinical application of Natriuretic Peptide Receptor
family in the development of malignant tumors*
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Abstract: The natriuretic peptide receptor (NPR) family consists of natriuretic peptide receptor A (NPRA),
natriuretic peptide receptor B (NPRB), and natriuretic peptide receptor C (NPRC). Except for NPRC, both NPRA
and NPRB belong to the guanylate cyclase receptor family. The NPR family is widely distributed in the human body
and possesses various physiological functions. The NPR family is expressed in numerous malignant tumors, where it
plays a crucial regulatory role in the initiation and progression of these cancers. The expression and function of the
NPR family in malignant tumors have been confirmed in many animal models and studies. However, the
mechanisms underlying NPR family expression remain unclear, and research on these mechanisms has not yet been
applied to clinical cancer therapy. This article reviews the roles of the NPR family in the occurrence and
development of malignant tumors and discusses their potential clinical value.
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