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18 Genes commonly modulated after
Taxol treatment in vitro & in vivo

Evaluation of the response to the chemotherapeutic regimens i vivo is often global, mainly based on changes
in tumor mass rather than on molecular effects elicited by the drugs. Paclitaxel (Taxol®) is a microtubule
binding agent routinely used in breast cancer treatment in the clinic. Recently, a variety of cellular and
molecular effects of paclitaxel have been described. These include induction of cylokines, tumor suppressor
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Conclusions

¥ Taxolinduces changes in genes involved in apoptosis, mitotic regulatian, cell
cycle control, and cytoskeletal remodeling of breast cancercells and these
changes in gene expression are consistent with published data in other
systems (Bani et al | 2004 Sugimura et al |, 2004)

¥ Taxolinduced changes in a sub-set of genes are different in-vifro & in-wivo. As
an exemple, bS53 gene expression was up-regulated in vifro but down-
regulated Jn vivo.
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+ Fos gene, that encodes a nuclear protein involved in growth-related
transcriptional contral, was also up-regulated i vitro and in vivo.

¥ This study shows how in wiro - identified biomarkers can be validated /n vivo.
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The circles represent the number of differentially expressed genes between taxol-
witro_NT moy treatrment and control conditions for the 3 experimental procedures (in vitro © 560 +
j . ' a4 4 89 + 88 + 18 = 725 genes; in vivo after 2 injections | 977 +89 + 112+ 18 = 796
Oenes; In vivo after 3 injections 487 + 86 + 112 + 18 = 703 genes).
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Data Processing / Analysis: ProfileSoftware ™ Corporate ¥ This feasibility study on GEP of xenografted tumor models as a result of taxol

exposure provides insight related to drugs’™ action /o wivo that wall anticipate the
response of the tumor in taxol — treated patients.
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The smallest circles give the number of genes commonly modulated in 2 or 3

Scatter Plot showing the diff tiall d different experimental procedures (89 genes in common between in vitro and in
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between taxol treated (T) and non treated (NT = control) genes in common between in vivo 2 and 5 injections; 18 are modulated by all
MDA-MB231 cells treatments)
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The identified biomarkers could be good candidates to early predict the tumor

response to paclitaxel treatment and used as end point for in vivo
studies.
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