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A Study on Plasma Renin Activity in Essential Hypertension

Kang Won Choe, M.D,, Jung Sang Lee, M.D., Bo Yeon Cho, M.D,,
Chang-Soon Koh, M.D. and Munho Lee, M.D.

Department of - Internal Medicine, College of Medicine, Seoul National University

Radioimmunoassay for the measurement of plasma renin activity (PRA) was performed in
43 normal Koreans and 45 patients with essential hypertension.

Plasma samples were drawn in supine position in the morning and after upright posture for
4 hours. B

Urinary sodium excretion rates were measured in the concurrent 24 hour urine samples, as
an index of their sodium balance.

The results were as follows:

1. There was an inverse correlation between 24hr sodium excretion and PRA.

The normal values of PRA in supine position ranged from 1,0 to 7.0 ng/ml/hr. when 24
hour sodium excretion were between 50 to 150 mEq. PRA in elderly tended to be low.

2. When stimulated by 4 hour upright posture, PRA increased by 2.6 times from the baseline
value.

3. Of the 45 patients with essential hypertension, PRA was low in 10 cases (22.2%), normal
in 28 cases (62.2%), and high in 7 cases (15.6%).

4. In the normal and high renin groups, who tended to be younger in ages, mean diastolic
blood pressure and BUN were higher than in low renin group. Though hypertensive retinopathy
and left ventricular hypertrophy in ECG were more prevalent in the former, no significant
differences were noted as in the case of serum cholesterol.

5. There were 8 cases of cardiovascular complications (7 with cerebral vascular accident, 1
with myocardial infarction); 3 in low renin group (30%), 2 in normal renin (7.1%) and 3 in
high renin group (42.9%). This figure indicated higher rate of cardiovascular complications in
high renin groups, and lower rate in normal renin group. But the incidence of the complication

was not significantly low in low renin group.
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Fig. 1. Standard curve of reinin radioimmunoassay.

FRA
{r.gsmizhr.)

oy
U

o

4

Ry

EEEIEa B M ‘r“y""'l

L X ] e @ )
Urine Ng
{mEqg ~doy)

IJOO 200 300
@ under 60 yrs. @ over 60 yrs. of 0Qe

[«

Fig®2. Plasma renin activity in normal Koreans.
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Fig. 4. Plasma renin activity in essential hyperten-
sion (shaded areas are normal range).
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Table 1. Clinical characteristics of 45 patients
with Essential Hypertension and High,
Normal and Low Plasma Renin Activity

Low Normal High
No. of patients 10 28 7
% of total 22,2 62.2 15.6
Age(years) 57+ 9.1* 51.5%+13.6 49.0+15.6
Sex
Male 6 14 4
Female 4 14 3

Mean diastolic
B.P. (mmHg) 106-+16. 2

BUN (mg/dl) 15.0+5.6

Cholesterol
(mg/dD

Hypertensive

retinopathy
Cover KWII) ¢ - 2 1

LVH in ECG 2 11

Cardjovascular
ccmplications

CVA#** 3 2
MI*** 0 0
Total 3 2
% of complication 30% 7.
* Mean=+S.D.
** Cerebral vascular accident
*¥% Myocardial infarction

118*+16.2  118:+18.4
27.3+11.0 25.8+13.7

25649, 1 221. 142, 0 219. 632, 2
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