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Comparing the Prevalence of Primary Aldosteronism in Hypertensive Diabetic and
Non-diabetic Patients

Yi Sun Jang, Koon Soon Kim, Hye Soo Kim

Department of Internal Medicine, The Catholic University of Korea, College of Medicine

ABSTRACT

Background: Primary aldosteronism is the most common cause of secondary hypertension in humans. Its
prevalence is estimated to be 10-15% among hypertensive patients. It is also associated with insulin resistance
and diabetes mellitus. The aim of our study was to compare the prevalence of primary aldosteronism in
hypertensive patients with presence of diabetes mellitus.

Methods: We reviewed retrospectively the clinical records of 104 hypertensive patients for whom we also
measured plasma renin activity (PRA) and plasma aldosterone concentrations (PAC).

Results: Among 104 hypertensive patients, 44 had diabetes and 60 did not. There were no significant
differences in clinical characteristics between non-diabetic and diabetic patients except for age and the number
of antihypertensive agents. Patients with target organ damage were more common among diabetic patients.
There was no correlation between PAC and the number of target organs damaged. In addition, Four patients
from the non-diabetic and two from the diabetic group had a ratio over 30 for PRA/PAC and a PAC of over
15 ng/dL. Two non-diabetic patients and one diabetic patient were found, on abdomen CT, to have an adrenal
adenoma. The rest of the patients refused further tests.

Conclusion: The prevalence of primary aldosteronism in diabetic patients does not differ significantly from
that in non-diabetic patients. Therefore, the present routine screening test for primary aldosteronism in

hypertensive diabetic patients is not recommended. (J Korean Endocr Soc 24:254~259, 2009)
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Table 1. Clinical characteristics of subjects with hypertension with or without DM

No DM DM P-value
N 44 60
Age (years) 524 £ 11.2 60.1 £ 10.2 < 0.05
BMI (kg/m’) 257 £ 29 259 + 32 0.723
Duration of hypertension (months) 67.7 £ 77.0 91.1 £ 84.2 0.158
Duration of DM (months) 822 = 745
Systolic BP (mmHg) 1449 + 21.2 1379 + 17.1 0.068
Diastolic BP (mmHg) 89.1 £ 13.1 850 £ 79 0.075
Number of BP drugs 16 £ 1.2 23 £ 038 < 0.05
Potassium (mmol/L) 41 £ 05 43 + 0.6 0.053
HbAIC (%) 70 £ 1.3
Plasma renin activity (ng/mL/hr) 6.0 £ 135 42 + 6.8 0.363
Plasma aldosterone (ng/dL) 11.0 + 6.7 8.4 * 8.1 0.082
Aldosterone/renin ratio (ARR) 385 + 141.9 9.3 + 15.7 0.182
Target organ damage 5 (11.4%) 29 (48.3%) < 0.05

Table 2. Subjects taking a BP agents

No DM DM P-value
ACE inhibitor or ARB 18 (40.9%) 52 (86.7%) < 0.05
Calcium channel blocker 26 (59.1%) 49 (81.7%) 0.11
Diuretics 13 (29.5%) 23 (38.3%) 0.352
[S-blocker 10 (22.7%) 11 (18.3%) 0.581
a-blocker 1 2.3%) 0 (0%) 0.423

ACE inhibitor or ARB, angiotensin converting enzyme inhibitor or angiotensin II receptor blocker.
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Table 3. Plasma renin activity and aldosterone concentration based on target organ damage (TOD)

without TOD with TOD P-value
Plasma renin activity (ng/mL/hr) 53 £ 11.1 41 £ 79 0.578
Plasma aldosterone (ng/dL) 9.8 £+ 7.2 89 + 8.5 0.575
Table 4. Clinical characteristics in subjects with ARR > 30
No DM DM P-value
N 6 (13.6%) 6 (10%) 0.566
Age (years) 52.0 + 109 56.8 + 4.8 0.342
BMI (kg/m®) 258 + 2.0 273 + 47 0.507
Duration of hypertension (months) 110.0 = 81.2 132.0 £ 759 0.638
Duration of DM (months) 106.0 £ 66.8
Systolic BP (mmHg) 150.0 = 19.0 133.0 = 11.0 0.112
Diastolic BP (mmHg) 93.3 + 10.3 82.0 = 8.4 0.080
Number of BP drugs 22 £ 1.0 22 £ 08 1.00
Potassium (mmol/L) 34 £ 09 41 +£ 09 0.273
HbAIC (%) 80 £ 1.5
Plasma renin activity (ng/mL/hr) 0.2 £ 0.2 04 =03 0.185
Plasma aldosterone (ng/dL) 179 + 8.1 17.0 + 115 0.872
Plasma aldosterone > 15 ng/dL 4 (66.7%) 2 (33.3%) 0.567"
Target organ damage 1 (16.7%) 2 (33.3%) 1.00"

* Fischer exact test.
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