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Plasmodium falciparum resistance to choroquine(CQ) denied health care providers access to cheap and effective antimalaria drug.  Plasmodium falciparum resistance to CQ had been proven to be point mutations in the parasite Plasmodium falciparum chloroquine resistance transported gene(Pfcrt) at codon 76 and Plasmodium falciparum multidrug resistance gene 1(Pfmdr-1) at codon 86. This study was to assess the current state of Plasmodium falciparum  resistance to CQ in Bamenda, North West Region of Cameroon. Finger pricked and Venus blood was collected on Whatman filter paper from 198 malaria patients. Malaria parasite DNA was extracted from 191 out of the 198 samples using chelex method. The extracted DNA was used as a template in nested polymerase chain reaction amplification of Pfcrt at codon 76 and Pfmdr-1 at codon 86. Apo1 restriction enzyme was used to digest the amplified DNA to identify the samples as CQ sensitive (wild type) and CQ resistance (mutant) at codon 76 and Afi III restriction enzyme was also used to digest the amplified DNA to identify the samples as CQ sensitive (wild type) and CQ resistance (mutant) at codon 86. Chi square test was used to test the degree of linkage disequilibrium (association) between Pfcrt and Pfmdr-1 genes. The prevalence of the resistance gene was 12.6% at Chi square (χ2) = 11.582; probability ( p= 0.003) at the 5% level of significance and there was association between the two genes Chi square (χ2) = 91.224; probability p= 0.000 at the 5% level of significance. This result indicates that there is a reduction in the prevalence as compared to 67%  that was reported in the same study area in the year 2000. This could be as a result of the withdrawal of CQ as antimalaria drug in Cameroon. This study should be replicated in other areas in Cameroon so as to determine the re-emergence of CQ sensitive Plasmodium falciparum nationwide.


