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SUMMARY 
Tumor cell biology and growth-kinetics of 

human breast cancer are reviewed with reference 
to the different action mechanisms of main anti
tumor drugs. Particular emphasis is given to 
pharmacokinetics, dosage, mode of administra
tion, effectiveness and side-effects of drugs most 
commonly used in breast cancer. 

The �mportance of tu?Jor �str?gen and _Pro�es
terone Receptor assay for the therapy planning 
is considered and a short review of estrogens, 
androgens, progestins, antiestrogens, corticoids 
and aminogluthetimide is presented. 

The rationale for combined chemotherapy 
and/or hormonotherapy in breast cancer is finally 
discussed. 
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The first results of our chemotherapy 
experience in gynecologic oncology were 
published in 1963 ( 1 • 2) and a great deal 
of clinical experience has been made over 
the following years (3 , 4• 5). The result is 
a range of observations, analyses and con
clusions, still absolutely valid, on which 
the present antiblastic chemotherapy re
lies as far as its theoretical concepts and 
practical procedures are concerned. 

Various indivi.dual, clinical, pharmaco
logic and biologic conditions govern the 
application of the chemotherapy and in
fluence its effectiveness, which must ob
viously primarily take the tumour bio
logic aspect into account. Indeed, ratio
nal chemotherapy and hormonotherapy 
must carefully consider the tumour bio
logic features. The first step is identifying 
the caracteristics of the cell population, 
which grows steadily with reduced or no 
sensitivity to reproduction controls ( 1 · 6). 
However, the growth-kinetics is not expo
nential because not all the tumour cells 
multiply (reproducing and increasing 
share in Go) and some of them are lost 
(by necrosis, desquamation etc.). 

The tumour growth does not merely 
depend on the clonal multiplication but 
rather on the difference between that and 
the number of lost cells (7). Solid tumours 
have a Gompertz-type, not an exponential 
growth-kinetics. According to Gompertz, 
the growth speed keeps constant over a 
given period of time (doubling time). 
But this doubling time tends to increase 
alongside with the tumour age and, con
sequently, its mass (8). The tumour 
growth-increase thus liecomes slower in 
time (6). 

The medical therapy (chemotherapy, 
hormonotherapy) must slow down, stabi
lize or even make the tumour growth 
rate negative by increasing the sterile 
share or prolonging the Go phase. Pro
longing the Go phase entails medium
term negative consequences by producing 
a quiescent cell area where subsequent 
therapeutical cycles bear little effect. 

Reprinted from "Eur. J. Gyn. Oncol.", 3: 14, 1982. 




















