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We conducted the investigator-initiated Phase I clinical trial, Phase I Clinical Study of Oral
Olaparib in Pediatric Patients with Refractory Solid Tumors, in collaboration with the National
Cancer Center and Kyoto Prefectural University of Medicine for case recruitment. The first and
second dose cohort was completed in FY 2018. The 3rd dose cohort was completed in FY 2020.
No DLT was observed in either dose cohort, and the third dose was determined as the
recommended phase 2 dose. All of the adverse events observed were similar to those previously
reported in adults, and the drug was well tolerated. Pharmacokinetic and pharmacodynamic
analyses were performed in this clinical trial. There was no difference in t1/2a between doses.
and AUCO0-12 increased dose-dependent manner in a linear dose-proportional manner. More
than 80% PARP inhibitory activity was observed at the second dose. One partial response was
observed based on RECISTv1.1 1 patients in 15 patients. A Clinical study report (CSR) was
documented on the results up to September 2020, with September 2020 as the cutoff date. The
last dose was administered in December 2020 to the subjects who had received continuous
dosing and appendix of CSR was documented. A companion study revealed that some of the
patients who responded to the treatment had abnormalities in the genes involved in the DNA

damage response. These results are summarized and published as a manuscript.



