Anti-cancer activity in patients with advanced ovarian and biliary tract cancers
treated with NUC-1031 and platinum agents
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Ovarian Cancer: N 031 + Carboplatin (PR0-002 study)?
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DBD: Distal bile duct  IHC: Intrahepatic cholangiocarcinoma  Hilar: Hilar cholangiocarcinoma ~ GB: Gallbladder  Amp: Ampullary

PRO-002 data current as of Sept 12017. Data cleaning ongoing.  ABC-08 data current as of Aug 30 2018. Data cleaning ongoing, Copies of this poster obtained through Quick Response (QR) Code are for personal use only and may not be reproduced without permission from ASCO® and the author of this poster.





