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Log cell kill (LCK) per dose (Clark, 1997) was estimated from:
LCK/dose =(T-C)/(3.32)(Tp)(n), where Ty = tumor doubling time and n = number
of treatments. The equation simplifies to LCK/dose = 0.301 x [T/C -1]

v - .
= ( THE UNIVERSITY OF TEXAS
N CI Pediatric Preclinical in Y The Jackson UT Health »'« MDAnderson ew’ |
Vivo Testing Program Laboratory SevenBridges Sart Antonio Caneer Center » 7 Ann & Robert H. Lurie
Leading thesearch ; e Children's Cancer Hospital® Children's Hospital Children’s Hospital of Chicagor e St. Jude Childrens
A program funded by the National Cancer i RG(:::&;%(I:HS;&ZS et of Phlladelphla® Cancer Memorial Sloan Kettering Research Hospital

Institute of the National Institutes of Health Institute Cancer Center..




	Slide 1

