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Effect of Diuresis on Plasma Renin Activity and Aldosterone
Concentration in Normal and Toxemic Pregnancy

H.K. Sung, M.D, H.S. Lee, M.D.,, S.S. Che, M.D.,
J.H. Koh, BS., JK. Lee, M.D. and H.S. Kim, M.D.

Nuclear Physiology Laboratory, Korea Atomic Energy Research Institute

.
Secu!, Korea

The changes of plasma renin activity, aldosterone concentration, serum sodium-, and potassium levels
were studied before and after the water loading followed by diuretics injection.

The materials were: 13 non-, 11 normal-, and 11 toxemic pregnancy cases. The plasma renin acti-
vity and aldosterone concentration of the cord and postpartum blood were also measured.

Following were the results:

1. The plasma renin activity was elevated significantly in normal pregnancy, and slightly in tox-
emic pregnancy. The serum sodium levels were decreased in pregnancy.

2. The plasma aldosterone concentration was slightly decreased in normal pregnancy, and slightly
increased in toxemic pregnancy, however, statistically insignificant.

3. The plasma renin activity of the cord and postpartum blood were lower than those of pre-
gnancy cases.

4. The changes of plasma renin activity after the diuretic administration showed an initial incre-
ase, which recovered within 2 hours. These changes were the least in normal pregnancy, and the
mest in toxemic pregnancy.

5. The changes of plasma aldostzrone concentration after the diuretic administration were similar

to those of plasma renin activity, although the variations were not so wide.
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Tahle 1. Plasma renin activity, aldosterone concentration and serum sodium and potassium ‘concentration
in non-pregnant, normal pregnant, toxemic pregnancy, postpartum and cord blood

Renin Activity Aldosterone Sodium Potassium

(ng/100ml/hr) (ng/100 ml) (mEq/L) (mEq/L)
Non-Pregnant(N=13) 178.325.94 16.554-1.524% | 143.216.34 4,38+0.41
Normal Pregnancy(N=11) 335.4:26.17 15.7543.540%  136.142.49 5. 140,32
Toxemia(N=11) 254.7+22.91 18.10+3.430% | 141.2:£5.54 4.760.21
Cord Blood(N=7) 244.94-19.13 132.432.45 5.46-0.43
Postpartum(N=4) 273.8+53.73 135.8+3.98 4.88:0.05

" Note: 1) Values are mean+S.E.

2) *Data for aldosterone concentrations were obtained from two or three pooled samples.

Table 2. Effect of lasix administration on plasma renin activity, aldosterone concentration and serum
sodium-, and potassium concentration in non-pregnant, normal pregnant and toxemic pregnancy

) Renin Aldosterone Sodium Potassium

(ng/100 ml/hr) | (ng/100 ml) (mEq/L) (mEq/L)
Control 178.3£25.94 | 16.55%1.524 143.2+6.34 4.38-40.411
Non-Pregnant | Lasix 60 min. 200.8-4-47.98 | 23.7022.362 139.0+2.84 4.54+0.128
Lasix 120 min. 197.1431.16 | 19.93-£0.732 141.7+4.56 4.40+0.216
. Contrel 335.4:+26.17 | 15.7523.540 136.1+2.49 5.14-£0. 321
N‘;{re“‘gnancy Lasix 60 min. 340.9+35.88 | 16.931:3.888 | 128.3+4.45 | 4.67:40.179
Lasix 120 min 270.8-30.4 15. 17+4. 893 133.0£3.77 4. 450, 254

Control 254.74£22.91 | 18.10%3.430 141. 245. 54 4.7620.21
Toxemia Lasix 60 min. 375.9+72. 60 | 24.88+4. 634 136. 1+6. 18 4,73:0. 288
Lasix 120 min. 281. 624,08 | 19.5043.299 139.9+4. 38 4. 61+0. 934

Note: Data for aldosterone concentrations were obtained from two or three pooled samples.
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