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use in live-animal bioluminescence imaging by introducing a stable luciferase reporter into the isogenic
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(3 x 10%) were injected subcutaneously into the dorsal region near the thigh of female nude mice. Tumor growth was
monitored weekly using a Xenogen VIS Spectrum. In vivo bioluminescence imaging demonstrated the progression of
tumors.
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Figure 4. Dose response curves for cells treated with BRAF inhibitors dabrafenib and vemurafenib. Isogenic
KRASG13D cells has selective drug resistance to BRAF inhibitors dabrafenib (A) and vemurafenib (B) relative to the
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cell lines have been developed for the study of various cancer types.
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