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Severe Hypochloremic Metabolic Alkalosis -A case report-

Eui Chung Kim, M.D., Jong Seok Lee, M.D.*, Young Soon Cho, M.D., Hahn Shick Lee, M.D., Dong Jin Jang, M.D.*, and Cheung
Soo Shin, M.D.*

Departments of Emergency Medicine and * Anesthesiology and Pain Medicine, Yongdong Severance Hospital, Yonsei University College
of Medicine, Seoul, Korea

Chloride is the most abundant negative charge ion in extracellular fluid. In plasma it combines with sodium as sodium chloride
and with potassium as potassium chloride. Chloride also is found with hydrogen as hydrochloric acid in the stomach. Although
chloride was the first electrolyte to be easily measured, it has been considered often the least important of the major electrolytes
because of its attachment to both sodium and potassium. There were lot of research and report about electrolyte imbalance,
however it was difficult to find the clinical report about hypochloremia. We recently managed a patient with pyloric stenosis
who was admitted to ICU with severe hypochloremic metabolic alkalosis. He was treated with hydration of normal saline and
conservative management. Metabolic alkalosis and severe hypochloremia were improved and the patient was discharged on ICU
3 days. (Korean J Anesthesiol 2005; 48: 92~4)
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Table 1. Serum Electrolyte and Fluid Intake and Output

Arrival 3hr S5hr 8 hr 12 hr 24 hr 32 hr 54 hr
Na (mEq/L) 134 133 131 133 133 135 139
K (mEq/L) 38 3.1 37 3.6 33 3.1 3.8
Cl (mEq/L) 49 58 67 80 86 9% 109
tCO, (mM/L) 41 55 52 47 36 25
CK (U/L) 880 3057 5090
CK-MB (ng/ml) 16.2 329
BUN (mg/dI) 69.4 79.6 81.3 80.3 85.9 213
Cr (mg/dl) 5.1 5.6 55 47 43 11
Ca™ (mEg/L) 0.6
Mg” (mEq/L) 0.32
Intake (N/S) 400 (400) 2230 (1050) 2570 (1650) 1830 (1400) 1760 (1600) 4160 (2900)
Sum 2630 5200 7030 8790 12950
Urine output 5 2070 1850 1795 3685
Sum 2075 3925 5720 9405
Table 2. Arterial Blood Gas Analysis 9 AF2YY dgrgZgE A o 2SS Yo A
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