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SUMMARY 
GnRH and TRH stimulation were performed 

on 4 patients affected b}' J}－阳－hydroxylase adrenal 
deficit. Plasmatic FSH, ·LH, 17扣stradiol, HPRL 
were assayed before and after GnRH, and HPRL 
before and after TRH. 

The results seem to prove_ that th<;se tests a比
useless for the diagnosis of adrenal enzymatic 
deficit. 

On the other hand, they provide interesting 
additional information on physiopathological re: 
lations between adrenals and gonadotropins and 
between HPRL and adrenals. 
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INTRODUCTION 

Adrenal 21-� hydroxylase deficit has 
been unquestionably proved to be conge­
�ital and the�e�?!e not _acquirable d�ring
the course of life, as it was sometimes 
believed. 

However, a deficit of this enzyme may 
become apparent late. This happens in 
cases of partial or limited deficit due to 
a changed (increased) hormonal demand 
by the organism, notably in puberty (1 , 2).

Although most Authors believe the 
ovary to be the main source of hyperan­
drogenism in adult women, others say 
that adrenal enzymatic deficit is a frequent 
cause of hirsutism (46%) (3).

Since 21-�-hydroxylase is involved in 
the metabolic pathway of production of 
aldosterone and cortisol, its deficit causes 
accumulation of 170H progesterone and, 
consequently, of androstenedione and te­
stosterone. Hyperincretion of these an­
drogens is responsible for the virilizing 
character of this syndrome. 

Gynecologists are mainly concerned 
with mild and late forms appearing after 
puberty and presenting hirsutism, whether 
with menstrual irregularity or not, since 
more serious forms appear much earlier 
and are pediatricians'concern. 

The simplest and more commonly fol­
lowed method for detecting this enzy­
matic deficit is 170H progesterone assay 
in basal conditions and after ACTH sti­
mulation (which can identify least serious 
conditions when basal 170H progesterone 
is normal or just higher). 

Recently some Authors (4) have assayed
b?sal va!ues �nd . valu�s �ft�r gonadotr�­
pins and prolactin stimulation, respecti­
velv by GnRH and TRH, in patients 
with deficit. A hyperresponse has often 
been observed. 

This study wants to check these pre­
liminary data to improve the understand­
ing of physiopathologic mechanisms that 
rule this syndrome and to evaluate the 
possibility of using these tests for clinical 
diagnosis. 
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