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TR R OMEE (FX0) : Trypanosoma cruzi J&YL1E EAIN CIIEMERE RO AL = 0,
THIEMHER (NO) FEAB I ONEMERGHEEE (INOS) ORI EANWPALNERoT, 1§
PEREFERRFLEA 2 TIN5 & R RSG5 7 R b= 2B R S 2 &b,
AT R = 2NN O 72 EOIEMEEEFEFEBE G- L T\WD Z E N LN o7z, Fio, K
YU L VR ET R b= AIHINF- c-FLIP 2= b o LIS E 5 Z L Rbhro Tz,

WFZeR R OB (3830) @ In Trypanosoma cuzi infected cells, the production of reactive
oxygen species including nitric oxide (NO) was increased and inducible nitric oxide
synthase (iNOS) gene was up-regulated. The inhibition of apoptosis in infected cells was
reduced by the addition of NOS inhibitors. Furthermore, cellular FLICE-1like inhibitory
protein (c-FLIP), an apoptosis inhibitory protein, was nitrosylated in 7. cruzi infected
cells.
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T. cruzi infection produces nitric oxide species
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S-nitrosylated proteins in 7. cruziinfected cells
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c-FLIP expression in T. cruzi infected cells
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