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SUMMARY

The administration of betamethasone to the
mother in order to accelerate maturation of foe-
tal lungs induces significant modifications in the
foeto-placental hormonal secretion. Both the
total estriol and unconjugated estriol present a
sharp fall in the days immediately following the
administration and a rise 10-12 days later, depen-
ding on a rebound effect. The HPL levels do
not variate except for a progressive and constant
rising due probably to better cardiocirculatory
maternal condition with, consequently, a higher
utero-placental blood-flow. All these phenome-
na increase when the administration of beta-
metasone to the mother is repeated more then
once. The AA. believe that the sharp fall of
the estriol doesn’t represent a danger for the
foetus being only an effect of maternal and fetal
adrenal depression. Consequently the AA. sug-
gest to drive the management during and after
the administration of betametasone to the mo-
ther on the basis of other foeto-placental func-
tional tests, as cardiotocography. The results
were analysed.
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In the last decade many traeatments
were suggested for preventing the Respi-
ratory Distress Syndrome (R.D.S.) and
consequently for improving the perinatal
outcome. In 1972 Liggins and Howie (*)
proposed to administrate glucocorticoids
to the mother, 48-72 hours before the
delivery, for accelerating the foetal bio-
synthesis of surfactant. The clinical use
of this treatment in the high risk preg-
nancies showed a frequent decrease of
the estriol level, probably due to a ma-

ternal and foetal adrenal despression ('*
19,29, 30)

The aim of this study is to explain the
effects of the betamethasone administra-
tion to the mother on the foeto-placental
hormonal production.

MATERIAL AND METHODS

173 high risk pregnant women with gestational
age between the 27th and 36th week were
treated according to the Liggins and Howie’s
schedule.

Before the treatment, the immaturity of foetal
lungs was verified by the Clements’s test and/or
L/S ratio. 4-5 days after the betamethasone
administration these tests were repeated for
evaluating the achieved pulmonary maturity of
the foetus. If the test resulted negative too, the
treatment was repeated after two weeks from the
first-one.

Our serie is formed by 154 patients with a
single drug administration; by 13 patients with
two treatments and by remaining 6 that required
three treatments.

In all cases the foeto-placental monitoring was
carried out by 3 times a week-RIA of total
estriol, unconjugated estriol, HPL; by daily NST
and by weekly ultrasound measurements of the
foetal parameters for evaluating the intrauterine
growth rate.

For standardization, we expressed the values
of single tests per cent in comparison with the
mean values noticed before the treatment in each
patient.

Results were statistically analysed.

RESULTS AND COMMENT

The per cent variations of the total
estriol plasmatic levels are reported in
fig. 1.

A significant decrease was manifest in
2 or 6 days after the administration of
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Fig. 1.

betamethasone to the mother. This de-
crease was more marked when the drug
administration was repeated. Likewise, a
significant increase of the total estriol
plasmatic levels was noticed 12 days after
the first treatment.

The maternal and foetal adrenal depres-
sion suggested by other Authors (%%
*) was confirmed by our results and a
significant rebound effect was noticed
only after the first treatment.

A similar trend was seen for the un-
conjugated estriol plasmatic levels (fig. 2).
This phenomenon confirmes that also the
foetal adrenals were depressed by the be-
tamethasone administration to the mother.

A different trend was noticed for the
HPL plasmatic levels (fig. 3).

Indeed, after the first betamethasone
administration to the mother, the HPL
plasmatic level was progressively going to

a significant increase.

All these results demonstrate that the
betamethasone administration to the mo-
ther doesn’t depress the hormonal pro-
duction of the placenta but, contrarywise
it increases the placental hormonal bio-
synthesis by a probable improvement of
utero-placental blood-flow.

The noticed decreases of total and un-
conjugated estriol should spring from a
drop of precursors.

In this our serie, the effectivenes of
the betamethasone administration to the
mother for accelerating the foetal biosyn-
thesis of surfactant was confirmed by the
neonatal respiratory conditions.

During the betamethasone administra-
tion it would be better to perform the
monitoring of the foetal conditions by
not-hormonal tests but by electronic me-
thods like NST and ultrasounds.
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