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BACKGROUND CRNO09682 Decreases Cell Viability in an SST2- CRNQ09682 Exhibits Rapid Tumor Uptake and Tumor Regression by CRN09682 Exhibits Dose and

Dependent Manner in SCLC cell Lines Cleavage with a Prolonged MMAE Tumor Half-life Dose-Frequency Dependence

Somatostatin receptor 2 (SST2) is an established target for the treatment of
neuroendocrine tumors (NETs) and a potentially useful one for many other solid NCI-H524 NCI-H69

tumors, including breast cancer, melanoma, thyroid cancer, and meningioma. Here,
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the cytotoxic drug monomethyl auristatin E (MMAE) via a spacer and a cleavable
linker. SST2 activation was assessed by monitoring cAMP production in SST2-
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