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Abstract Synthesis of Trehalose conjugated Pks13 inhibitors Minimum Inhibition Concentration and
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potentially enhance its entry into mycobacteria. This process may be facilitated
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Figure 3: Crystal structure of Thioesterase (TE) domain? Figure 4: Crystal structure of Acyl carrier protein (ACP) domain® Concentration (uM) Concentration (M) Concentration (M)
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