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Molecular basis for the cross-sectional vulnerability of various cancers
elicited by atypical nucleic acid configuration and its therapeutic application
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Some types of cancer cells exhibit significant vulnerability to
stabilization of G-quadruplex (G4), an atypical higher-order structure of nucleic acids. However,
the molecular mechanism for such selective anti-proliferative effect remains elusive. In this study,

we performed comparative analyses on G4-stabilizing chemical (G4 ligand)-sensitive and resistant
cancer cells and identified ABCG2, a member of the ABC transporter family, as a resistant factor to
a synthetic G4 ligand. Furthermore, we identified a candidate gene X, which knockdown by sSiRNAs
alleviates resistance of cancer cells to G4 ligands.
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