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Figure 3. Upper three: Model predictions for 8 Gy RT based on 4 Gy experiments. Lower three:
Simulations starting at 100 ym in each group. It shows that CRT at 8 Gy provides the most effective

tumor control for #7800 (TR=6.64) and some improvement over 4 Gy for #11777 (TR=5.46), but 4 F UTU R E DI R ECTI O N S

Gy of CRT is a more effective strategy for #8510 (TR=7.36). TR=treatment response.
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