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There is also a carrying capacity to keep bounded the pop-
ulation size, since, depending on its fithess, each straireke
a Poisson-distributed number of descendants to the next gen
eration, what could lead to explosive growth.

This model was originally described in [1] and displays
nontrivial dynamics. That authors described preliminary r
sults that, under specific conditions, revealed mutator en-
richment (i.e., an increase of relative frequency of mutato
alleles) at the moment of drug introduction and suggested



