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Summary : Hyperkalemia (= 5mEq/1) is an electrolyte imbalance that is some-
times encountered even in patients who have normal renal function. We report two patients
with acute myocardial infarction who exhibited hyperkalemia during salt restriction and
discuss the pathophysiology of hyperkalemia in these patients.

The first patient, a 62-year-old woman, showed normal PRA (plasma renin activity)and
PAC(plasma aldosterone concentration)responses to a furosemide-standing test, and a
renal biopsy specimen revealed a tubulo-interstitial lesion. Therefore, the hyperkalemia in
this case seemed to be due to hyporeaction of the distal tubules to aldosterone. In contrast,
the second patient, a 65-year-old woman, had poor PRA and PAC responses to the
furosemide-standing test, and renal histology revealed a small tubulo-interstitial lesion. The
hyperkalemia in the second case was thought to be due to hyporeninemic hypoaldoster-
onism.

Based on these findings, PRA, PAC and tubulo-interstitial lesions should be studied in
more detail in patients with hyperkalemia during salt restriction.
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Fig. 1. Changes in serum Na and K concentration
during salt diet in case 1.
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Table 1. Underlying disease of hyperkalemia

Disease No of cases

acute myocardial infarction
diabetes mellitus
congestive heart failure
mitral stenosis

essential hypertension
malignant neoplasma
osteoarthritis

Sjogren’s syndrome

aortic aneurysm
subarachnoidal hemorrhage
hypopituitalism
hypothyroidism

rheumatoid arthritis
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Fig. 2. Changes in serum Na and K concentration
during salt diet in case 2.
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Table 2. Furosemide-standing test
It Case 1 Case 2
e before after before after
plasma renin activity (ng/ml/h) 1.17 5.93 1.10 1.88
plasma aldosterone concentration (pg/ml) 60.0 134.3 92.0 104.0
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Fig. 3. Light microscopic findings of renal biopsy in
case 1.
Note prominent mononuclear cell infiltration,
tubular atrophy and fibrosis in the inter-
stitium.

Fig. 4. Light microscopic findings of renal biopsy in
case 2.
Mild interstitial fibrosis and hyaline deposits
in arteriolar walls are observed.
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Fig. 5. Renal controlling mechanism of serum K during salt restriction.
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