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RIBONUCLEASES AND-AUTOPHAGY. RIBONUCLEASES AS ANTITUMORAL AGENTS
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® Dual role of autophagy. Pro- ® Members of the RNase A superfamily. Small and ® Antiviral non-secretory ®In basis of RNase L autophagy
survival and pro—deathl. cationic secretion ribonucleases. RNase linked to innate induction’, to propose an hypothetical
® Autophagic cell death ® Degradation of the cell RNA triggers cell death. immunity. mechanism of  induction of
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Evasion of ribonuclease inhibitor. Specitic for RNase A superfamily. IC , o
50 > 200 pg/ml | ~200 pg/ml | > 200 pg/ml Fibroblasts
Suppressmn of RI—mteractmg residues (onconase). Cell growth ~ 40 % ~75 % ~ 62.5% | Pancreatic cancer cells
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superfamily. Protein sequences were aligned by ClustalW and ° Currently, BS-RNase G38K2 is the best antitumoral RNase. : l
1 ——— MEGAG6 was used for the construction of the tree. !
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Antitumoral activity improvement Best reported activity in vitro :
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Enhancement ot cata ytic activity will result in higher antitumoral activity. . o o
R the antitumoral act1V1ty of cytotox1c ribonucleases.
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