


L] -

PURE PROGNOSTIC FACTOR L
(Favoralle for response)

(Unfavorable)

Factor Neg

Factor Neg
Factor Pos Factor Meg

Factor Mos Factor Pos

€ wmmmoamomus o
= =

Factor Neg

Therapy

Factor Pos

Factor Mos

Therapy

Hayes D F, et al. Breast Cancer Res Treat 1998; 52: 305-319.




Alkylating Agents Cytotoxic Antibiotics
Cyclophosphamide Doxorubicin
Platinum Agents Epirubicin

Cisplatin/Carboplatin Mitomycin C DNA Damage

} anthracyclines

= mitolic exit

Microtubule Inhibitors Anti-Metabolites
Paclitaxel (Taxol®) 5-Fluorouracil
Docelaxel (Taxolere®) Methotrexate

Epothilones Capecitabine
mitosis S phase Gemcitabine

Vinca Alkaloids {chromosome duplication {DNA replication)
Vinblastine and segregation)

Vincristine

Vinorelbine

Topoisomerase
Inhibitors

Etoposide

Irinotecan
Microtubule Inhibitor
Docetaxel (Taxotere®)

e mitotic exit

kinase 1 (PLK1)

T

ELE1 Inhibitor
ON 01910

[F‘nlu-iike




@5 mismatc
repair-mediated
Cancer treatment Toxic lesions toxicity
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lanizing radiation A Single-strand breaks N
Blecmycin ; <1 R Double-strand breaks

Base damage

b Monofunctional alkylators
ulphcnates o Base damage
Mitrosourea compound i Replication lesions

Temaozolomide ) i CHs Bulky adducts

¢ Bifunctional alkylators
Double-strand breaks  es
DA crosslinks
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Base damage
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e Topoisomerase inhibitors
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ol vej for bedre kreeftbehandling
el kemoterapi virker kun pa halvdelen
af kvinder med brystkreeft.
Nu har danske forskere fundet et protein,
der blokerer for kemoen,
0g det kan betyde, at man fremover kan
skreeddersy behandlingen, sa den virker bedre
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Recurrence-free survival (%) Overall survival (%)

HR=0,84; P<0.04

HR=0,79; P<0.01

Ejlertsen B, Eur J Cancer 2007
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Randomized trial of epirabiein andseyelophosphamide followed
by docetaxel against docetaxel and cyclophosphamide in
patients withTOPZ2A 'normal early breast cancer

* Operable breast
cancer

e Any tumor size
e TOP2A normal

» Age < 60o0rage<70
and receptor neg.

1st. IDFS
2. OS, DDFS

* XRTif T3 or N+ Ipirubicin 90 mgA Docetaxel 75 mgf

« Tam/Al if ER Docetaxel 100 mgfm
o CTX 600 mg?m IMETX 600 mgan

* Herceptin if HER2 +
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