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Optimization of dosing schedule of chemotherapeutic agents targeting amino acid
metabolism in cancer cells
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Figure 1  Dosing time-dependent difference in tumor growth of
mice after intravenous injection of L-asparaginase. The growth of
4T1-tumor cells implanted in mice during the repetitive administration
of L-asparaginase (5 U/kg, i.v.) or saline at 13:00 (A) or 1:00 (B). The
left panel shows the time course of tumor growth. The arrows indicate
the administration of L-asparaginase (L-ASNase). The right panel shows
the weight of tumors removed from mice 20 days after the start of the
L-ASNase or saline treatment. Values represent the mean with S.D. (n =
6). *P < 0.05 significantly different from saline group at corresponding
time points.
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Figure 2 Dosing time-dependent difference in the ability of

erastin to suppress the growth of tumor cells implanted in mice. The
growth of MDA-MB-231 tumor cells implanted in mice during the
repetitive administration of erastin (0.5 nmol/mouse) or vehicle
(0.1%DMSO) at 13:00 (A) or 1:00 (B). The left panel shows the time
course of tumor growth. The arrows indicate the administration of
erastin. The right panel shows the weight of tumors removed from mice
21 days after the start of the erastin or wvehicle treatment. Values
represent the mean with S.D. (n = 5). *P < 0.05 significantly different
from vehicle group at corresponding time points.
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