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Parameter Estimate 
Tumour growth rate, KL (week-1) 0.021 

Cell kill rate, KD,0 (g-1.week-1) 0.025 
Resistance appearance, λ (week-1) 0.053 

Inter-Individual Variability 
ω2, KL 
ω2, KD,0 
ω2, λ 

 
0.499 
0.388 
1.26 

Residual error 
σ (mm) 

 
11.83 
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