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PRIMARY HYPERALDOSTERONISM

e The incidence of hyperaldosteronism as a cause for hypertension is believed to be more common than
previously thought. 2-10% of patients with hypertension have hyperaldosteronism. 1
e Imaging is used for localisation of a biochemically proven abnormality. 1,2
e The most important distinction to be made is between the two most common causes of primary
hyperaldosteronism: 1,2
1. Aldosterone producing adenoma (APA) - One third of cases of Primary Hyperaldosteronism
2. Bilateral adrenal hyperplasia or Idiopathic hyperaldosteronism (IHA) - Two thirds of cases of
Primary Hyperaldosteronism
e Aldosterone producing adenoma is treated surgically and idiopathic hyperaldosteronism/bilateral

adrenal hyperplasia is treated medically. 1,2

BIOCHEMICAL EVALUATION

e Plasma aldosterone concentration to plasma renin activity ratio (PAC/PRA) is regarded as the
screening test of choice for primary hyperaldosteronism (PA). 1,3

e Biochemical diagnosis of primary hyperaldosteronism must be established prior to performing imaging
studies to avoid unnecessary surgery because 3% to 7% of patients over the age of 50 have

nonfunctioning adrenal nodules ("incidentalomas”). 4
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CONFIRMATORY TESTING

e A number of tests are available to confirm the diagnosis of Primary Hyperaldosteronism. These
include; 13
» 1. Fludrocortisone Suppression Test
> 2. Normal Saline Infusion
» 3. Oral Sodium Loading

e In clinical practice however, a properly performed plasma aldosterone:renin concentration
(PAC/PRA) particularly in the absence of medications likely to cause false results (such as B-

Blockers and diuretics) is normally sufficient to make the diagnosis.

COMPUTED TOMOGRAPHY

e Initial imaging modality of choice for localisation of biochemically proven primary
hyperaldosteronism. 1,2

e Computed Tomography has been shown to have a sensitivity of 50-60% in the detection of
adenoma. 6-8

e Magnetic Resonance Imaging has been shown to have a comparable sensitivity of 70% in
detecting adenoma, with a specificity of 100% 14

e Advantages: non-invasive and is useful in mapping the position of veins prior to adrenal vein

sampling

ADRENAL VEIN SAMPLING (AVS)

e Most reliable method to localise the lesion resulting in Primary Hyperaldosteronism, and will
dictate further management 6,8-10,12

e Concordance between computed tomography and adrenal vein sampling for the assessment of
Primary Hyperaldosteronism is poor 15

e Adrenal Vein Sampling is a sensitive test to differentiate aldosterone-producing adenoma (APA)
from bilateral hyperplasia. 8,9,12

e The aldosterone to cortisol ratio in both adrenal veins is compared. If one side has a
concentration more than 2 times the other side, then APA is diagnosed; bilateral adrenal
hyperplasia is the diagnosis by default. 12

e  When successful, AVS unequivocally establishes the presence or absence of unilateral
aldosterone production, thus clarifying the choice of therapy - medical or surgical. 1

e Disadvantages: invasive, highly operator-dependent, not widely available and carries a finite

risk of venous thrombosis, adrenal haemorrhage, and adrenal insufficiency.
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Website

For more information go to www.imagingpathways.health.wa.gov.au
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Legal Notice
Please remember that this leaflet is intended as general information only. It is not definitive and The Department of
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