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“It’s generally believed today cancer is a disease of ge-
nome instability, DNA damage.”—TOMAS LINDAHL,
speaking at a conference at the National University of Ireland
in Galway earlier this year. “The more we know about how
DNA is damaged and how it’s repaired, the more effective
we can be in devising methods to eradicate cancer cells,
specifically without harming normal cells.” ¥ 537 - MRk /K |
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