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Abstract; Applying o-nitrotoluent as starting material, 6-bromo-indole-3-carbinol was synthesized via
multiple-step reactions including bromidation, aldol-like condensation, cyclization, Vilsmeier-Haack
formylation and reduction. The overall yield reaches 26. 5% . The structures of all the products have been

confirmed by ESI-MS and NMR. Based on the scaffold of the title compound, series of 6-substituted in-

dole-3-carbinols can be prepared in search for the better drug-like compounds.
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Fig. 1  Conversion of 6-bromo-indole-3-carbinol into

indole-3-carbinol derivatives
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Fig. 2 Synthesis of 6-bromo-indole-3-carbinol
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