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x 10 (T47D) and 1.9 x 105 (MD-MB-231) per
cell, Ratios between binding at the
cellular surface and intracellular binding
were between 1 : 2 and 1 : 3 except for
SK-OV-3 which exhibited similar binding for
both locations. Down regulation was found
for all cell lines with between 20 nM and
100 nM of EGF., The combined data suggest
that EGF modulates proliferation of
gynaecological carcinoma cells by affecting
its own receptor.
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The correlation between ¥ -interferon
{IFN) treatment, susceptibility to
non-adaptive and adaptive immunity and
metastatic spread was evaluated in the B16
melanoma system. Treatment of B16 with IFN
abrogated lysability by NK cells and
macrophages and metastaic capacity was
increased (by 5 to 10 fold the number of
lung nodules). On the other hard,
IFN-induced enhancement of MHC antigen
expression resulted in both an increased
susceptibility towards cytotoxic T cells and
an enhanced cytotoxic potential of T-cells
stimulated by IFN-treated B16, This was
reflected in a significant reduction of
metastatic nodules and prolongation of
survival time of mice immmnized with
IFN-treated B16 cells, regardless of whether
they were challenged with treated or
untreated cells. Thus, loss of NK cell- and
macrophage-susceptibility of IFN-treated B16
led to increased metastasizing capacity, but
IFN-treatment in combination with
immunization significantly reduced
metastatic spread, pointing to a daminance
of the T cell effect.



