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INTERRELATIONS BETWEEN CALCIUM AND SODTUM METABOLISM

case 1: (NN § NN M)

This 39 year old'- man was in excellent health until 10 days before
admission. At that time he developed nausea and vomiting, for which he took
castor oil. This resulted in severe diarrhea. He was admitted to another
hospital on I_ - 1969. He was transferred to - on - 1969 for treat-
ment of renal failure. On admission he appeared to be severely salt-depleted

with poor skin turgor, orthostatic hypotension and tachycardia. He remained

in the hospital for 10 days during which time the salt depletion was partially
corrected. There was some clinical improvement but he continued to have poorxr
appetite, ate little, and vomited intermittently.

On - 1969 he left the hospital AMA. He continued to vomit while out "
of the hospital and returned for readmission on - 1969. During this l4-day ‘

interval his weight decreased from 205 to 189 1lbs. On physical exam he again

appeared to be severely salt depleted and had orthostatic hypotension.
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Other data:
Hemoglobin was 14 gm% initially, and fell to 11.2 gm% after rehydration.
Serum Na - 120 mEq/L, K - 5.3 mEq/L, CO? content 18 mEg/L, FBS 120 mg%, serum

amylase <320 units, plasma cortiscl 7 ugm$ at 4:00 p.m., alk. phosphatase 9.5

K.A. units, calcium excretion 103 mg/day, GFR - 70 ml/min., Bence-Jones protein
neg., L.E. prep - negative, all skin tests ncegative. Bone marrow - granulocytic
hyperplasia, liver biopsy - normal, bone films - normal. Upper G.I. series -
normal.

Additional retrospective history:

Increased milk intake and ingestion of Rolaids for two months prior to
admission. Denied taking any antacids containing calcium.
Conclusions:

Severe salt depletion, hyperuricemia, hypercalcemia and pre—-renal azotemia.
Lymphoma, multiple myeloma, sarcoidosis, hyperparathyroidism were all considered

> none could be proved.

Case 2:

This 43 year old - man was admitted to the surgical service of the
B o cvoluation for peptic ulcer and possible pyloric obstruc-
tion. Midepigastric pain had occurred intermittently for the previous 6 months,
usually after missing a meal and occasionally at night. The pain was relieved
by food or milk. He had always been a heavy milk drinker, but during the 4
months preceding admission his milk intake was approximately 1 gallon per day.
He denied taking any antacid preparations other than occasional baking soda.

He was admitted to the hospital after one week of intractable vomiting.

On admission pulse was 100 and BP 105/70 while supine. Upon standing pulse
rose to 132 and BP fell to 90/55. Skin turgor was diminished. During the first
f r days he re_ceived approximately 8 L saline and 300 mkg KCl. After re-
hydration pulse was 76 and BP 125/75 without orthostatic hypotension.
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Laboratory results:

spital Hematocrit BUN Na K CO» Ca P
vay % mg 3 meg/L mEg /L nmEq/L ng ¢ mg 9
Admission 60 37 129 2.6 36 13.5 3
2 52 25 136 3.3 30 12.8
4 48 17 142 4.2 27 9.4 4
8 46 138 3.8 28 9.2 3¢5

Serial urine calcium excretions were all less than 120 ng/day .

Conclusions:
Transient hypercalcemia in a severely salt-depleted man which was cor-
rected by isotonic saline. May represent the acute form of the milk alakli

syndrome.

This 36 year old [} man was admitted to a [ TN TN hospital in
- 1969 with a documented myocardial infraction. He was placed on a low-salt
diet and thiazide diuretics for mild hypertension. He was found to have stag-~
horn calculus in the left kidney and smail, poorly functioning right kidney.
While on a low-salt diet and thiazides serum calciums were found to be
persistently elevated (12-13 mg%). There was a history of one episode of
renal colic two years previously.

He was admitted to ||} QN B o: -v:lvation in R 1960.
He had voluntarily discontinued the thiazides and low-salt diet after leaving
thre | . i ot B sc:un calciums were normal (8.3 - 10.6
mg%), urine calcium excretion was 225 to 256 mg/day on normal diet and bone
X-rays showed no evidence of hyperparathyroidism.
Conclusion:

Thiazide-induced hypercalcemia in a man who has a stag~horn calculus and

may have some underlying disturbance in calcium metabolism.
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