11 B-hydroxylase deficiency congenital adrenal hyperplasia
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TRENDS in Endocrinology & Metabolism

Figure 1. Steroidogenesis. Mutation of CYP1181 causes reduced 11p-hydroxylase activity and results in increased levels of precursors. The precursors are shunted to the
androgen-synthesis pathway (thick arrows) and cause hyperandrogenemia, which results in ambiguous external genitalia in affected female newborns. The accumulation
of the precursor DOC causes low renin hypertension and hypokalemia [37].
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Diagnostic steroid pattern of IIB-hydroxylase deficiency(z’3’4’5)
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Management of IIB-hydroxylase deﬁciency(z’s)
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Molecular genetics of IIB-hydroxylase deﬁciency(l’2’3)
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