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Identify the effector molecules of the Leishmania
programmed cell death pathway

Qutcomes

Better understanding of parasite growth
and pathogenesis

Effector molecules of trypanosomatid PCD pathways
are potential new targets for drugs that would selectively
trigger parasite death
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eishmania donovani metacaspases
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| eishmania Endonuclease G

Leishmania EndoG Overexpression of EndoG in Leishmania
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Goal:
Identify effectors molecules of Leishmania PCD pathway

Results:
We identified and characterized two effector molecules
of the Leishmania PCD pathway
(metacaspases and endonuclease-G)

Qutcomes:
1. Better understanding of Leishmania growth and pathogenesis
2. Effector molecules of PCD represent new drug targets
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