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Ethylene glycol poisoning can cause profound morbidity and is almost universally fatal if untreated. Central nervous

system depression, pulmonary edema, and acute oligulic renal failure with crystaliuria are among the most com-

monly encountered complication of ingestion. Ingestion of ethylene glycol may be an important contributor in

patients with metabolic acidosis and subsequent renal failure. The diagnosis of ethylene glycol poisoning is based

on nonspecific clinical symptoms and signs and indirect and direct laboratory measurement of ethylene glycol. As a

result, diagnosis and treatment sometimes can be delayed. We describe 52-year-old man who visited to emergency

department with mental change of unknown origin. The patient has high anion gap metabolic acidosis and renal fail-

ure due to ingestion of antifreeze that contained ethylene glycol. We used hemodialysis for elimination technique.

The patient was discharged with minimal complication.
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12212t A EE QA 7ol e A2 B3 A
EAHAT. 24 FA 94 FRtgdoy Jid 2/t

A /AR E 220 TAHA gotr £ SFIEA
HZ 11973% U3l 3 3AgY 18%e s
Cilnidipine 10 mgS ¥ 5§ F<U A o) ¥}
B2 gt & 5/MY ANE REE AN A T
< AW ¥ 29 SARMEA 45kE gAE 59 90
oF 102 A= AEHATGIL 39, F4o] UL FAE
HZ27F F H At gt} o] 2 U Hz] 38 IS
AlP3tg ot 3 o) o] gl Byt EQIuha $h}

W GA] Fke 130/80 mmHg, HHRE 1203]/% &
FL 243)/%, AL 36c 9o, 4 HAS By,
o] ale Z|HdE gt BFL dFo] AT UYL, o
SHORALRE A3E Q) ¥k B YTt B8 o) FAlA kg
Ao, A ZA A= BEAEA] okt Ul G4
AXE SWE AAME pH 7.177, pCO, 6.2 mmHg, pO;
125.8 mmHg, BE -26.2 mmol/L, HCOs 2.3 mmol/L,
O; 3% 97.8%JiL, I3 W3s HAME Na 134.5
mmol/L, K 5.7 mmol/L, Cl 101 mmol/L, BUN 252
mg/dL, Cr 3.1 mg/dLR}3, 2WAHALNA v 3 d P
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Fig. 1. Metabolism of Ethylene glycol.
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Table 1. Laboratory change of the patient. The hemodialysis was performed at 10hr after presentation and the second hospital day

Arterial blood gas Chemistry
Time Anion gap
pH pCO; pO; BE HCOy BUN Cr
initial 7.177 6.2 125.8 -26.2 23 30.3 252 3.01
8hr 7.173 31.1 514 -173 11.1 289 40.7 452
16hr 7.370 313 114.6 -1.6 17.7 189 38.2 3.99
Tday 7392 360 85.9 -5.1 20.2 12.8 335 3.24
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< AAT F J= 7P EFFA AEZ A YT
e gyl S8&d 8F 557} 500 mg/L o) o] At
A AbEo] A A g -, AEAF o] FHEA
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A2 ATl 43 g9dasd AgFer &
|3t AL Ede] A& AsgrhFig. 1), JEd =
g FEE S 5 JoW F F57} 10 mg/dL o]
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