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Abstract
providing insights into the design of new CrtN inhibitors. Methods: The structure of CrtN was built using homology modeling and optimized

O bjective: To study the structure of anti—infective new target CrtN and its interactions with the inhibitor naftifine, thus

by molecular dynamics, and its quality was estimated by Ramachandran plot. Through binding site prediction and docking and molecular
dynamics, the interaction mode of CrtN with its inhibitor naftifine was investigated. Results: After homology modeling and molecular
dynamics, the reasonable structure of CrtN was obtained. Binding site prediction showed Site 4 of CrtN was the binding site of naftifine.
Docking and molecular dynamics suggested that naftifine formed hydrophobic interactions with M51, P53, 155, 185, P146, Y150, Y190,
L311 and L376, and cation—r interaction with Y354. Conclusion: This study shows the hydrophobic interactions and cation—m may be the
main interactions resulting in inhibitory activity of naftifine against CrtN.
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Fig 2 The ribbon structure of CrtN obtained through homology
modeling (A) and its Ramachandran plot (B)
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Tab 2 The structures, activities and binding free energy of the CrtN substrate and inhibitors
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