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[ Abstract ]

tuberculosis. Acting on host target proteins, HDT modulates specific immune pathways to achieve

Host-directed therapy ( HDT ) is a new and promising approach for treatment of
maximum bacterial killing effects and minimum inflammatory tissue damage. Combined with
conventional chemical therapy HDT may shorten the treatment course and avoid the development of

bacterial resistance to antibiotic agents. This article reviews a range of host pathways and related drugs,

some of which have been clinically used to provide new adjunctive therapies for tuberculosis.
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