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The Molecular Mechanism of DNA Methylation and Histone Acetylation on Tissue-Specific Expression of Human CYP21A2 Gene (II)
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Human CYP21A2 encodes steroid 21-hydroxylase for the steroid hormone synthesis in the adrenal cortex, converting progesterone and 17-hydroxygesterone
to deoxycorticosterone and 11-deoxycortisol, respectively. Enzymatic deficiency of human steroid 21-hydroxylase is known to be the major cause for
congenital adrenal hyperplasia (CAH), a recessive human disorder. Our investigation has shown that both DNA methyaltion inhibitor, aza-cytidine and
histone acetyltransferase inhibitor, TSA are able to restore the silenced CYP21A2 gene expression in nonadrenal cells (testicular Leydig and
hepatocarcinoma cells), and support the hypothesis that epigenetic regulation may involve in the tissue-specific activity of CYP21A2 gene. In addition, a

synergistic activation of CYP21A2 gene expression in liver cells indicate a possible cross-talk between the above two mechanisms, which is consistent with



growing evidences showing that interplay exists between cytosine methylation and histone modification. In the current report, we further analyzed

quantitatively the impact of aza-cytidine and TSA on the CYP21A2 gene expression using real-time PCR.



