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Table Clinical Diagnosis of Patients with IgA Do-
minant Deposit in Glomeruli with Systemic

Diseases.
Diagnosis No.. of Patients %

Lupus nephritis 15
Henoch-Schénlein. Purpura 15
Infective Endocarditis 1
Typhoid Fever 3
Poststreptococcal Glomerulonephritis 4
HBsAg related Glomerulonepbritis 27
Cancer related Glomerulonephritis k 3
Polyarteritis nodosa 1
Malignant Hypertension 1
Dermatomyositis 1.
Systemic. Vasculitis 2
Steeven-Johnson Syndrome 1
Amyloidosis with IgA multiple myeloma 1
Non HBsAg positive Liver disease 4
Constrictive Pericarditis 1
Transplanted Kidney 3
Korean Hemotrhégic Fever 5
Interstitial Nephritis ‘ - 2

Total 90
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Hyperkalemia by Organic Acidosis

Sung Kyew Kang, M.D,

Depgrtment of Internal Medicine, Chonbuk
National University, Medical School

The purpose of the present investigation was to
determine the effect of severe organic acidosis on
serum potassium concentration. Eight mongrel
dogs were infused with D,L-lactic acid at a rate
of 7.0 mEq/kg body weight for 2 hours and at a
rate of 3.5mEq/kg B.W., for the subsequent 2 hours.

Serum and urine electrolyte and blood gases
were measured at the baseline and at hourly
intervals. The blood pH and HCO,; decreased to
the lowest levels at the second hour of infusion
and were maintained at those levels for the next
2 hours. Despite substantial reduction in blood pH
and HCO;, serum potassium concentration remained
helow the baseline value for the first 3 hours.



However, at the 4 th.hour, serum potassium con-
centration increased to the level higher than the
baseline value despite sui:stantial cumulative loss
of potassium in the urine. '

The findings suggest that contrary to the
common belief severe organic acdosis may produce
hyperkalemia, although the degree of hyperkalemia
is'not as severe as in inorganic acidosis. The
further suggest that shift of potassium from the
cell by acidosis reﬁuires certain time period.
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