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Clinical Advances in the Pharmacotherapy of 21- Hydroxylase Deficiency*
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Abstract: 21-hydroxylase deficiency (21-OHD) is a rare autosomal recessive disease. Patients with 21-OHD have two major problems: adrenal

insufficiency and androgen excess. Glucocorticoid and mineralocorticoid replacement therapy are mainly used. However, the dose adjustment

and treatment monitoring of hydrocortisone have great challenges for clinicians. So we mainly review the progress of pharmacotherapy of

21-hydroxylase deficiency.
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