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[ Abstract |

it, while a new specific gene therapy strategy may be an ideal program. This program was that the pro-

Hepatitis C is a usual infection disease, so far we still have not specific treatments for

moter of the human 2’-5"-oligoadenylate synthetase gene which could be specific activated by hepatitis C

virus core protein activated recombination caspase-3 in order to induce apoptosis of the HCV-infected he-

patic cells.
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