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[ Abstract)

ciparum and study the Pfert gene polymorphism in Plasmodium falciparum.

Objective To identify the incidence of the K76T mutation in Pfert gene of imported Plasmodium fal-
Methods Seventy-two blood samples were
collected from patients infected with P. falciparum returning from Africa (Nigeria, Equatorial Guinea, Congo, Liberia, An-
gora and Mali) and Southeast Asia (Myanmar and Indonesia) from 2008 to 2012. According to Pfcrt gene sequence of
P. falciparum, nested PCR primers were designed, and the reaction was applied with P. falciparum DNA in the blood
samples as templates. PCR products were identified by Apo | digestion. Results Among 72 blood samples of P. falci-
parum, mutant Pfert alleles were found in 41 samples(57.7%, 41/71) and wild type Pfert alleles were found in 30 sam-
ples (42.3%, 30/71). There were 25 samples (50%, 25/50) each with mutant Pfert alleles or wild type that were from
Africa, while 16 samples(76.2%, 16/21) with mutant Pfert alleles and 5 samples (23.8%, 5/21) with wild type that were

from Southeast Asia, repectively. Conclusion The incidence of Pfert gene mutation is different in P. falciparum isolates

from different regions.
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M: DNA P&, 1~8. BHRIEBUAE B I
M: DNA marker; 1-8: Blood samples of P. falciparum patients.
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Fig.1 PCR amplification of blood samples
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M: DNABRES; 1, 3, 6, 8: BfER; 2 4 5 7. REM,
M: DNA marker; 1, 3, 6, 8: Wild-type; 2, 4, 5, 7: Mutant type.
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Fig.2 Results of digested PCR products
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