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Summary:

The present study was performed to examine serum aldosterone and plasma renin

activity variations in normal and toxaemic pregnancy. Blood samples were collected by 166 normal

pregnant women and 196 toxaemic women.

Results don’t show important differences between normal and toxaemic pregnancies concerning

either serum aldosterone or plasma renin activity.

Following Page’s work (1947) many
studies on renin-angiotensin system and
its modifications in normal and toxaemic
pregnancy were carried out.

Early in the pregnancy PRA (Plasma
Renin Activity) reaches double levels com-
pared with non-pregnant women; that
will be constant till delivery ().

Angiotensin II increases progressively
during the pregnancy and reaches its ma-
ximum level at about 30th week (1%).

Contrasting data concerning PRC (Pla-
sma Renin Concentration) and PRS (Pla-
sma Renin Substrate), expressed as An-
giotensin I, were found (7).

Angiotensin III, heptapeptide, was stu-
died very little: Bailie and Oparil did not
find it in the renal vein blood ().

During the preghancy renin-like sub-
stancies could be produced by placenta,
myometrium and foetal tissues, but their
role in the pathogenesis of toxaemia isn’t
clear ().

Serum aldosterone levels increase after
15th week in normal pregnancy (*°).

In this paper we report data concer-
ning PRA and serum aldosterone levels
in 166 normal pregnant women (7th-43rd
week) and 196 toxaemic women (Gestosis
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index between 3 and 9) attended our De-
partment for 12-36 hours.

Normal pregnant women were randomly
selected among outpatients or attended
patients for abortion, fetal monitoring be-
fore labor or some disease which doesn’t
affect PRA and aldosterone levels (cer-
vical incompetence, placenta praevia, pre-
term labor etc.).

Blood samples were collected from the
arm vein, at 7 a.m. after bed rest (one
hour or more). Serum was stored at
—20°C.

Assay was carried out by usual RIA
kits.

Results (figs. 1 and 2) did not show im-
portant differences between normal and
toxaemic pregnancies either concerning se-
rum aldosterone or PRA levels. We did
not see clear variations among different
weeks pregnancy too (fig. 3).

In order to explain correctly such re-
sults, we must consider the most toxaemic
women who were affected by very mild
forms of disease. Moreover blood samples
were carried out 12-36 hours after the
admission. So the therapy and bed rest
could modify the haemodinamic situation
of the patients.

Clin. Exp. Obst. Gyn. - 1ssN: 0390-6663
XII, n. 34, 1985



Serum aldosterone and plasma renin activity in normal and toxaemic pregnancies

/ml.
ng,/m ALDOSTERONE X = n.s.
2
1.5 -
1 —
o toxaemia (180 patients)
.5
......... normal (166 )
| [ T T T T l H 1 T T I T T T 1 ‘ T 1 1 1 l T T T I T T i
7 15 20 25 30 35 40 weeks
Fig. 1.
ng/ml/h
P RA. X' = n.s.
20
-2 [ N I .
:
10— i ;
{ i
- ! *
| l""l""l""l""lt"I"'.—
7 15 20 25 30 35 40 weeks

toxaemia (196 patients)
normal @28 )

Fig. 2.



C. Montoneri - L. Lo Presti - S. Giardinella - A. Garofalo - M. Panella

ng/ml ALDOSTERONE
£33 normal
20
toxaemia
X=ns.
1.5
1.0

04 | E
02 - E

=37 38-42 =37 38-42 weeks
n’cases 44 122 74 106
ng/ml/h
P.R.A.
20
@ normal
16 — toxaemia
12

Bh E

) E g

o - :
=37 38-42 =37 38-42 weeks
nlcases 36 92 78 118
Fig. 3.

66

BIBLIOGRAPHY

1) Brown J.]J., Davies D.L., Lever A.F., Ro-
bertson J.I.S., Tree M.: Biochemical Jour-
nal, 93, 594, 1964.

2) Godard C., Gaillard R., Vallottan M.B.:
Nephron, 17, 353, 1976.

3) Page E.W.: American Journal of Medical
Science, 213, 715, 1947.

4) Panella I., Montoneri C.: Pratica Ostetrica
e Ginecologica, 241, 1980.

5) Sims E.A.H., Meeker C.I, Gray M.],
Watanabe M., Salomon S.: “The secretion
of aldosterone in normal pregnancy and in
pre-eclampsia”. In: “Aldosterone - A. Sym-
posium”, E.E. Baulieu and P. Robel eds.,
Blackwell, Oxford, 499, 1964.

Sundsfjord J.A., Aakaag A.: Acta endocri-
nologica, 73, 499, 1973.

7) Symonds E. M., Brounghton Pipkin F., Cra-
ven D.J.: British Journal of Obst. Gyn.,
82, 643, 1975.

Watanabe M., Meeker C.I., Gray M.]J. et
al.: J. Clin. Invest., 42, 1619, 1963.

9) Weir R.J., Brown J.]., Fraser R., Lever
A.F., Logan R. W., Mclwaine G.M., Mor-
ton J.J., Robertson J.I.S., Tree M.: Jour-
nal of clinical endocrinology and metabo-
lism, 40, 108, 1975.

Weir R. J., Paintin D. B., Robertson J.I.S.,
et al.: Proc. Roy. Soc. Med., 63, 1101, 1970.

Bailie M. D., Oparil S.: Circulat. Res., 41,
283, 1977.

6

-~

(=]
—

10)

11)



