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%“‘” v}f& Dose  “Chemo-Switch”  regimen is
Robert SK and Barton AK. The antiangiogenic, producing  objective
antl-anglogenic basis of metronomic responses and survival benefit in a mouse
chemotherapy. Nat Rev Cancer 2004; 4(6): model of cancer. J Clin Oncol 2005;
423-36. 23:939-52.

2. Gasparini G Metronomic scheduling: the 4. Nowak AK et a. Tamoxifen for
future of chemotherapy? Lancet Oncol hepatocellular ~ carcinoma. Cochrane
2001; 2: 733-40. Database of Systematic Review 2004.

3. Pietras K and Hanahan D. A multitargeted,
metronomic, and Maximum-Tolerated
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a MTD pulsatile chemotherapy (every 3 weeks)

‘I‘ 3 weeks ‘I‘ 3wieeks ‘I 3 weeks ‘I

b Metronomic chemotherapy — lower dose on a weekly basis
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C Metronomic chemotherapy — lower dose on a daily basis

- -~ Different therapeutic regimens (From: Robert SK and Barton AK, 2004)
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Direct Indirect
l_K‘Q’\a‘le'(ronomic chemotherapD
Growth arrest and/or Sustained suppression T Thrombospondin 1
apoptosis of activated of mobilization of
endothelial cells in endothelial progenitor cells
tumour neovasculature
Growth arrest and/or Sustained suppression

apoptosis of CD36-positive of mobilization of
activated endothelial cells in | | endothelial progenitor cells
tumour neovasculature

Bl = -~ Possible mechanism of the anti-angiogenic basis of metronomic chemotherapy (From:
Robert)



