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WFZERR S OBE (Fns0) : BE7 Oy~ 7F ROFFERIAY ¥ —%{Ek L HPV-E7 & pRb @
B Ry e BT WO AAEH 2 & &AICHIE T E % mammalian two hybrid 7 > & A %%
HAWT, MEAMEEEEZEEL L TTTF FOMEEZFHMEL7-, L0BWEEIRMETE 5
HOHERERTF RIBW T, EEEOR ERES Sz, HeLa Mlaic LR~ 7F
RFEBIAN 7 2 —Z B FEA LA, MO A ERMETIEEEO 6T, AR RLZUE
T2, XTTF RERBAT LT T ) VA NVARY Z—5ERLLT-,

WFIEE R OWEEE (J€30) : Quantitative binding assay system to investigate the interaction
between HPV18 E7 and RB was constructed as expression plasmids. Peptide construct
including LxCxE motif showed a certain but labile amount of inhibitory effect .Adjustment
of the peptide by adding a pentamerization domain showed stronger inhibitory effect. Cell
viability assay did not show significant difference due to poor plasmid transfection
efficiency. Adenovirus vectors expressing the pentamerized peptides were constructed for
improvement.
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