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Abstract: Mycobacterial membrane protein large 3 (MmpL3) belongs to the resistance, nodulation and
division (RND) superfamily whose role in mycobacteria is transporting trehalosemonomycolate (TMM). The

inhibition of MmpL3 influences the formation of cell wall of mycobacteria.

In the past few years, severa

whole cell-based screenings of compound libraries by different research groups has brought by a number of
diverse chemical scaffolds active against Mycobacterium tuberculosis (Mtb). The aim of this review is to
provide the recent advances in discovery of MmpL3 inhibitors with a special focus on the structure-activity
relationship (SAR). Besides, this review will provide the information of target identification and the modes

of action of the MmpL 3 inhibitors.
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relationship; modes of action
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Figurel The structures of SQ109 and its analogues
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Figure2 SAR analysisof SQ109 and its anal ogues
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Figure3 SAR analysis of indole-2-carboxamideinhibitors
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Figure4 SAR analysis of adamantly ureainhibitors
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Figure5 SAR analysis of THPPinhibitors
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Table5 The structures of 1,5-diphenyl pyrrole inhibitors Table6 The structures of spirocycleinhibitors
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3. Branched alkylic chain improves microsomal stability

Figure6 SAR analysisof 1,5-diphenyl pyrrole inhibitors
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