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Abstract: The adrenal toxicity of quinoxalines is mainly reflected by the effects on aldosterone. With the
widespread use of quinoxalines as antimicrobials and growth promoters for animals, adrenal toxicity of these drugs is
becoming a matter of urgent concern. In terms of the synthesis of aldosterone and Renin — Angiotesin — Aldosterone
system, this paper reviews the progress on metabolism change of aldosterone affected by quinoxalines. We hope the
review can make some contributions to further elucidation the adrenal toxicity induced by quinoxalines.
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