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Malaria is a mosquito-borne disease caused by a parasite. People with malaria

often experience fever, chills, and flu-like iliness. Left untreated, they may develop _

severe complications and die. Malaria occurs mostly in poor tropical and -nhancer screen

subtropical areas of the world. In many of the countries affected by malaria, it is a In an effort to learn about the
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To induce the mutation, we designed primers and ran PCRs to develop a mutated version of the
sequence that codes for DXR. We inserted this fragment into a plasmid and transfected wild-type
E. coli with a plasmid containing the mutated protein. We se sequenced the DXR enzyme of our
transfected cells to confirm that they had taken up our mutated plasmids. The next steps would be
e to grow the mutated protein using the transfected E. coli. Next, we would harvest cells, purify the

The MEP pathway Is used by protein, then evaluate its enzymatic activity and quantify its resistance to FSM.
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promising antimicrobial Pt The new mutation was a change in the amino acid sequence: Serinel83 to Tyrosine. Our

target, since this pathway is . goal was to determine the impact of this mutant DXR on enzyme function and sensitivity to
well validated and essential in Figure 2 fosmidomycin. To do this, we induced the same mutation in Escherichia coli DXR, which
several human pathogens but has close homology to the P. falciparum DXR. The mutation we plan to induce is to

absent in humans. change a glycine residue to a tyrosine residue.

488 aa Enzyme assays will help determine what effects this mutation has on FSM binding;
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