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/I_eishmaniases are complex parasitic diseases caused by obligate intracellular protozoa of the \
genus Leishmania. Cutaneous leishmaniasis (CL) 1s the most prevalent form globally,
causing disfiguring lesions and disabilities. The immune system's initial response involves
recognition by Fc Receptors, which can activate pathways aiding or hindering intruder
Invasion. This study aims to deeply investigate the interaction between the CD32a receptor
\(Fchla) and two Leishmania strains (L. major and L. tropica) /
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