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leiomyomata were reported to parallel (>
10.12.13) a5 well as to non-parallel (> )
changes in myometrium.

In our material, no decrease in ER
(ERc+ERn) level was found in leiomyo-
mata in the luteal phase, whereas in nor-
mal myometrium there was a slight ten-
dency for the total ER level to decrease.
Hovewer, no significant, menstrual cycle
phase-related changes in either the leio-
myomal or myometrial ERn and ERc le-
vels were found in our patients. This may
result from both the variability of ER le-
vel in the tumours and the pattern of
ERn and ERc level fluctuations. Histolo-
gic features of the endometrium in one of
nine uteri extirpated during the follicular
phase corresponded to the middle, and
in the remaining 8 to the late stage of
the phase. According to our earlier study,
the ERc and ERn levels in normal myo-
metrium peak in the early and the middle
stage of the follicular phase respectively;
beginning from the late stage of the phase,
only slight fluctuations of the receptor le-

vels were observed (). On the other
hand, the menstrual cycle-related changes
in PRc level can be seen in our material
in both leiomyomata and their parental
myometria. This is in agreement with the
above study, which showed that the PRc
level in normal myometrium peaks in the
middle of the follicular phase and remains
high up to the end of the phase (!). The
cycle-related change in the leiomyomal
PRc level was significant for the receptor
level per mg of protein but not for that
per mg of DNA. The cytosol protein/
DNA ratio does not change in uterine
leiomyomata or normal myometrium du-
ring the menstrual cycles; thus should be
the same for both methods of expressing
the receptor level. Some dissimilarities
between the patterns obtained using these
two methods resulted probably from the
small number of samples for which DNA
measurements were available.

The ERc, ERn, PRc and PRn levels in
the luteal phase were lower in LMc than
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in LMu, and the cycle-related change in
the PRc level was less pronounced in LMu
than in the myometrium or in LMc. The-
se data point out that LMc may react
better to circulating progesterone than
LMu. Moreover, the PRc level in LMu
tended to correlate negatively with the
tumour hyalinization (Tab. 4). This may
suggest a decreased reactivity to the estra-
diol of the leiomyomata showing modera-
te to marked hyalinization. However, al-
so in their parental myometrium the PRc
level was low and the cycle-related chan-
ge in PRc level was negligible. Thus the
hyalinization itself seems not to account
for the decreased PRc receptor level in the
leiomyomata showing hyalinization of hi-
gher degree.

Differences between the pattern of
changes of ER and PR levels in leiomyo-
mata and their parental myometria may
result from a tumour-related modification
of the local hormonal environment. Ute-
rine leiomyomata can synthesize estrogens
by the aromatization of circulating andro-
gens (7). Aromatase activity was found to
be many times higher in uterine leiomyo-
mata than in their parental myometrium
in both phases of the menstrual cycle (*®).
The local estrogen production may induce
an increase in ERn, total ER (ERc+ERn)
and PR, and decrease the phase-related
fluctuations of the receptor levels. Pro-
lactin may also play a role in increasing
the ER and PR levels in the uterus (**).
Uterine leiomyomata were shown to pro-
duce prolactin both under in vivo and in
vitro conditions, whereas normal myome-
trium does not produce prolactin in vivo
(*). It could be worth while studying the
relation between the ability of the lejo-
myomata to modify their own hormonal
environment and histological features of
the tumours. In earlier reports, usually
no respect has been paid to the histologi-
cal features of uterine leiomyomata when
studying the steroid receptor level. Our
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results point out that histologic hetero-
geneity of uterine leiomyomas may contri-
bute both to the discrepancies between
the earlier reports on the ER and PR re-
gulation in the tumours and to the repor-
ted nonuniformity of the results of hor-
monal treatment of the tumours (> % 3).
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