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SUMMARY 

Assays have been developed for the quantita
tion of .androgen, estrogen and progesterone re
ceptors in the cytosol of 45 vulvar dystrophic tis
sues. In 27 pati�ri_ts we_ a_ssaye_d only crtoplasrr;a
tic receptors, while in 18 patients both cytopla
smatic and nuclear receptors. 

The workers verified the possibility to assay 
these carriers, finding significant correlations nei
ther with patient's age nor between atrophic and 
hypertrophic dystrophies. The research cancer
ning the cytoplasmatic depletion and nuclear ac
cumulation allowed us to understand the action 
mechanism of the androgen in vulvar tissues in 
patients in menopause. 
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INTRODUCTION 

The existence of interdependence bet
ween androgen levels and E2R and PgR 
has been confirmed by various workers. 
Garcia ( 1 ) demonstrated that in immature 
rat uteri, the injection of 100 µg (10-8 M 
= physiological dose) induces the maxi
mum occupation of the androgenic recep
torial sites but provokes no translocation 
of E2R. On the other hand, at doses 
之3 mg (l0-6 M = pharmacological do
se), the DHT induces nuclear transloca
tion (NT) of E2R. The Author concludes 
that the trophic action of the androgens in 
vivo and vitro is correlated to the grade 
of NT of E2R and not to the AR which 
are present in very small quantities. 
Ruh ( 2 ), on the i on the immature rat uten came 
to the same conclusions, noting estrogens 
and androgens nuclear accumulations of 
E2R with the same mechanism. The Au
thor also observed that the antiandrogens 
block the bond of the androgens with 
their receptors, but don't interfere with the 
androgen-induced NT of E2R while the 
antiestrogens inhibit the androgen-induced 
NT of E2R. Zava and McGuire (3 · 4) on the 
MCF-7 cell line, demonstrated that the 
DHT interacts directly with E2R with an 
affinity 1000 fold lower than E2. This ex
plains the necessity of pharmacological do
ses. With such doses (10-6 M) the andro
gens mimic the action of the estrogens in 
stimulating the NT of E2R. What's more, 
since the synthesis of PgR is a product 
of the estrogenic action, the Authors have 
demonstrated that while physiological do
ses of DHT (1尸M) don't provoke an 
increase of P�R. pharmacological doses 
of DHT (l0-6 M) exercise a stimulation 
of the synthesis of PgR equal to physiolo
gical doses (10-8 M) of estradioI. The Au
thors also specify the androgens do not 
cause NT of PgR. 

Rochefort ( 5 ) confirms that the trophic 
函ct of the androgens is mediated by es
trogenic receptors and not through the AR 
system. In regards to vulvar tissue in par-
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