Sunitinib for Treatment of Pancreatic Neuroendocrine Tumors: Patient-reported Outcomes and
Efficacy Across Patient Subgroups in a Phase III Trial
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neuroendocrine umgr; ( ) ) ?i cen demonstrdted in precinicd 10- Unadjusted HR=0.418 (95% CI: 0.263, 0.662) . and overall survival.
and phase I and II clinical trials.™ : P-0.0001 Influence of Baseline Factors on Treatment Effects
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patients with well-differentiated, advanced, progressive pancreatic Sunitinib Placebo = when controlling for each individual baseline factor was similar to the Figure 4. Time to deterioration in Global HRQoL and functional scales by
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NET, median progression-free survival (PFS) was significantly (n=86) (n=85) o 0 overall HR (0.418). treatment arm.
prolonged with sunitinib (n=86), compared with placebo (n=85): 11.4 Age . § 0.4 ® Only time from diagnosis (23 vs. <3 years) was found to be a potential 9- , B Suninitib
months (95 % confidence interval [CI]: 7.4, 19.8) vs. 5.5 months (95 % Median (range), years 56 (25-84) 57 (26-78) 5 independent prognostic variable using univariate and multivariate : = Placeb
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