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[Abstract ] Triazoles are the most widely used antifungal drugs in clinic with broad spectrum and high efficacy , which
targets sterol 14a-demethylase (CYP51), an enzyme expressed by the gene EGRII, which is a key enzyme in the fungi ergos-
terol biosynthesis . On the one hand, the CYP51 belongs to a transmembrane protein . It is difficult to get the exact functional
structure conformation which becomes a big challenge for the development of new drugs . On the other hand, it becomes con-
sensus that EGR11 exon mutation cause CYP51 structural change is one of the major reasons for antifungal drugs resistance .
Therefore , study of the structural changes toward the antifungal drug resistance is quite important . The review authors have

summarized the research progress on CYP51 over the recent years .
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