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Introduction

Malaria and human immunodeficiency virus infection (HIV) represent a considerable and overlapping healthcare burdens. The World Health Organization (WHO)
estimated 200 million malaria cases and 600 000 malaria-related deaths in 2013. Artemether-lumefantrine (AL) with the 3-day treatment regimen is one of the
most widely used antimalarials, and many countries adopted it as first line therapy for uncomplicated falciparum malaria, including children with HIV co-
infection. True recrudescence is usually uncommon in AL therapy. However, for patients within whom pharmacokinetic exposure to AL may be reduced i.e. in
the context of enzyme inducers such as efavirenz in HIV co-infection, recrudescence rates may increase. In addition, there is a need to evaluate these
interactions in young children, who may be at higher risk of treatment failure if treated with efavirenz due to a lower level of acquired immunity.
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Conclusion

Model suggested optimal therapeutic doses of 5-day regimen Coartem® dosing instead of 7-day regimen (due to possibility of high adverse events e.g. QT
interval prolongation) and the current 3-day regimen dosing for treatment with efavirenz in HIV-malaria co-infected paediatric patients 3 to 10 years old.

This approach has significant implications for assessing DDI between efavirenz and lumefantrine as well as provides an opportunity for exploring the
relationship between enzyme inducers in HIV-malaria co-infection therapy.
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