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[ Abstract] Congenital nephrogenic diabetes insipidus is caused by mutations of Arginine vasopressin
receptor 2( AVPR2)/Auqaporin-2( AQP2). The current clinical treatment is aimed at improving symptoms
of polydipsia, polyuria. With the deepening research on the pathogenesis, AVPR2 agonists and antagonists,

phosphodiesterase antagonists, statins, prostaglandin E receptor agonists can improve mutational AVPR2/

- LRIR -

AQP2 in synthesis, modification, expression in cells, so achieve the goal of treatment.
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