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Response Assessment: To evaluate treatment efficacy objective response
measures (ORM) based on changes in relative tumor volume (RTV) were
used (Houghton, Pediatr Blood Cancer 2007;49:928-940).

E: IC-ADC, 10 mg/kg, IV, Once a week x 3 wks
Bold lines on the RTV plots reflects median response for the treatment group

To calculate event free survival for these models a relative tumor volume RMS HER3 Expression by IHC: Objective Response Measure and Log Cell Kill (red font) for RMS Models Treated with HER3-DXd or with IC-DXd [ DISCUSSION ]
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