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B CBC: Hb 12.8 g/dL, Hct 40.09%, WBC
7770/mm’ (N 579%, L 329, Mono 8%,
Eos 2%), Plt 277,000/mm®
® ESR: 21 mm/hr
B UA: yellow / clear, SpGr 1.010, pH 8,
Pro negative, Glu negative, WBC 3~
5/OF, RBC negative, no dysmorphic

appedarance, no casts
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B Electrolyte: Na 144 mmol/L, K 2.3
mmol/L, Cl 97 mmol/L, CO2 33
mmol/L, Bun 9 mg/dl, Cr 0.6 mg/dl
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B CBC: Hb 11.8 g/dL, Het 36.99%, WBC
6070/mm’ (N 58%, L 299%, Mono
10%), Plt 260,000/ mm®
B UA: yellow / clear, SpGr 1.010, pH 8,
Pro negative, Glu negative, WBC 3-
5/0F, RBC negative, no dysmorphic
appearance, no casts
B Electrolyte: Na 143 mmol/L, K 2.4
mmol/L, CI 96 mmol/L, CO2 29
mmol/L, Bun 14 mg/dl, Cr 1.4 mg/dl
B Thyroid function test: Free T4 1.81
ng/dl, Free T3 2.34 ng/dl, TSH 2.05
ullU/ml
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7,720/mm® (N 59%, L 329%, Mono
6%), Plt 220,000/mm’

B UA: yellow / clear, SpGr 1.010, pH 8,
Pro negative, Glu negative, WBC 3-
5/OF, RBC negative, no dysmorphic
appearance, no casts

B Electrolyte: Na 136 mmol/L, K 2.4
mmol/L, Cl 98 mmol/L, CO2 30
mmol/L, Bun 16 mg/dl, Cr 1.3 mg/dl

B Film chest: LV enlargement, no
pulmonary infiltration
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Aldosterone producing adenoma (APA)
Idiopathic hyperaldosteronism (IHA)
Aldosterone producing carcinoma

Primary adrenal hyperplasia (PAH)

Glucocorticoid suppressible hyperaldosteronism

Ectopic aldosterone producting adenoma
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<1

Very rare
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MINN 2 NliNaADIT Y rennin-angiotensin—aldosterone system
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aldosterone renin ARR ADUMINIATI
1. Beta—-adrenergic Decrease More decrease  Increase 2 91find
blockers
2. Central alpha 2 Decrease More decrease Increase 2 011iad

agonists (e.g. clonidine,

methyldopa)
3. NSTIADS Decrease More decrease  Increase 2 01MAf
4. Spironolactone Increase More increase  Decrease 4 9find
5. Diuretics Normal, More increase  Decrease 4 91Wnd
Increase
6. ACE inhibitors Decrease More increase  Decrease 2 pWind
7. ARBs Decrease More increase  Decrease 2 01ad
8. Dihydropyridines Normal, Increase Decrease 2 01Mafl

calcium channel blockers Decrease

< o g : ! ' ¥
MIIN 3 INUHANDIZUY renmn—anglolcnmn~uldosterone System Uou

iy NANYDAEN VNAY
Verapamil slow-release Non-dihydropyridine 90120 WA, 141151
calcium channel blocker
Hydralazine Vasolidator F;"JJ‘*?; 10-12.5 WA, 1H-10u
Prazosin hydrochloride Alpha-adrenergic blocker Léu‘ﬁ 0.5-1 WA, 118y
Doxazosin mesylate Alpha-adrenergic blocker Gl‘uﬁ 1-2 Un. 1N-15u
Terazosin hydrochloride Alpha-adrenergic blocker G'uﬁ: 1-2 un. 1in-1iu
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Primary Aldosteronism:

Three Case Reports at Sappasitthiprasong Hospital

Paninee Rattanapichart’

Abstract

Primary aldosteronism is the rare cause of secondary hypertension with an approximate
prevalence of less than 1% in the hypertensive patients. The high-level secretion of aldosterone
from the zona glomerulosa increase absorbed sodium and released potassium from renal tubule.
The patients with primary aldosteronism usually present with hypertension and hypokalemia.
The screening test is from the high ratio of aldosterone-renin ratio. If CT scan shows a
unilateral mass at adrenal gland, the treatment by unilateral adrenalectomy will make the
patients cure. This paper presented three cases of primary aldosteronism patients at

Sappasitthiprasong hospital between 2006 and 2008.

Keywords: primary aldosteronism, secondary hypertension

" Endocrinologist. Department of Medicine, Sappasitthiprasong Hospital, Ubon Ratchathani

12




