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ribozyme-—triggered selective expression of cytotoxin RNA through RNA

replacement by targeted trans—splicing of hTERT RNA.
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= A ribozyme can recognize hTERT RNA
at accessible uridine residue by base pairing

to the sequence through its IGS (internal
guide sequence). The ribozyme then removes
the sequence downstream of the target site
and replaces it with a 3' exon that encodes a
cytotoxin RNA sequence.
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