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Tuberculosis and HIV Co-Infection; Clinical management and characteristics

Yugo ASHINO and Toshio HATTORI*

Abstract

Tuberculosis (TB) and human immunodeficiency virus (HIV) Co-Infection brings several
therapeutic challenges. To treat co-infected patients, some key points must be considered,
including the dosing period of anti-TB drugs, preceding anti-TB interventions, and any history
of treatment complications. These complications include adverse drug reactions, interactions
between anti-TB and anti-HIV drugs, and immune reconstitution inflammatory syndrome
(IRIS). The success or failure of antiretroviral therapy (ART) critically depends on addressing
treatment complications. The administration period of anti-TB drugs takes into account the
organism’s drug susceptibility. Administration of these drugs must be continued, even when
anti-HIV drugs must be interrupted due to uncontrolled HIV infection. Combination regimens
including both anti-TB and -HIV drugs should be administered with careful attention to any
allergies to each drug alone, fluctuations in drug concentrations, and drug interactions (e.g.,
between rifamycin and anti-HIV drugs) . In untreated HIV patients, the decision of when to start
ART depends on CD4 cell count (above or below 50 cells/uL). Patients with low CD4 counts
are prone to develop IRIS, which may result in worsening of their general condition. However,
because ART confers a better prognosis, early ART (within 2 weeks) is recommended after
Initiating tuberculosis treatment, despite the risk of IRIS.

Key words : Tuberculosis, HIV, Co-Infection, antiretroviral therapy (ART), immune
reconstitution inflammatory syndrome (IRIS)
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For IRIS diagnosis patients must meet 2 major criteria (A + B) or one major criterion (A or B) plus 2 minor
criteria (1, 2, or 3) , without the presence of exclusion criteria, IRIS immune reconstitution inflammatory syndrome,
ART antiretroviral therapy, OIs opportunistic infections, and HIV human immunodeficiency
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