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e Plasmodium falciparum is the most common human malaria parasite
species in Sub-Saharan Africa, where the continent bears over 90%
of the global P. falciparum burden *.

* In the past decade, Ghana has made remarkable progress in malaria
control. The percentage of outpatient attendance in public health
facilities decreased sharply from 48% to 28% from 2008 to 2016.

 However, in some parts of the country, malaria still remains one of
the leading cause of morbidity and mortality. For instance, previous
studies showed a wide variation in parasite prevalence between the

Figure 4. Bayesian barplot showing genotyping structure
among P. falciparum samples.
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Tl ® Figure 5. Resistance marker prevalence in Ghana.
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¢ North & Central  Less than 5% of the samples harbor the mutant genotype at pfcrt

¢ codon 76 and pfmdrl codon 86.
¢ o « Over 90% of the samples carried a triple mutant pfdhfr genotype
e e (108N, 51I, and 59R). A high prevalence of pfdhfr 108N
> . mutation suggested strong resistance to SP.
.  Nearly 90% of the samples showed pfdhps mutation at codon 437
but not 540.
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IL},M_,H Ij £ ' _ - * A higher rate of polyclonality was observed in the north compared to
~ Below 20% C ~—— the south and central regions.
Rz _. « Parasites in the northern and central populations are genetically
® ./‘o";/ 7/ closely related, possibly due to frequent gene flow.
Figure 1. Malaria prevalence and study sites in Ghana 7 / * Prevalence of the resistant gene codons were also similar between
</ O the north and central populations.
. A A large percentage of samples observed with pfdhfr and pfdhps
Meth OdS PN / North & South mutations, suggestive of increased resistance could be due to
o selective pressure by the SMC implemented since 2015.
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