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The role of therapeutic drug monitoring and pharmacogenomics in the optimization of anti-tuberculosis treatment

LU Yu
( Beijing Key Laboratory of Drug Resistance Tuberculosis Research, Beijing Chest Hospital, Capital Medical University, Beijing Tuberculosis
and Thoracic Tumour Research Institute, Beijing 101149, China )

[ Abstract] Tuberculosis remains a major cause of morbidity and mortality worldwide. Chemotherapy is the main means of controlling tuber-
culosis. Response to tuberculosis treatment could be affected by multiple factors associated with the host-pathogen interaction including genetic fac-
tors. These factors should be considered for effective tuberculosis control. Therefore, therapeutic drug monitoring (TDM), which is individualized drug
dosing guided by serum drug concentrations during treatment, and pharmacogenetics-based personalized dosing guidelines of anti-tuberculosis drugs
could reduce the incidence of adverse drug reactions and increase the likelihood of successful treatment outcomes. This article reviews the current
knowledge on the clinical usefulness of TDM, pharmacogenetics state in the management of patients with TB to improve anti-TB treatment response.
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