Case riport

A-28-yaer old male presented to ED with an alleged history of ingestion unknown amount ethylene
glycol toxocity not intention but accidentally the patient suffer from abdominal pain nausea and

vomiting no alter mental status NO focal neurological signs were presented

pupils were equally reactive to light No abdominal tenderness

additional explanation he threw up most of the ingested liquid

| admitted the patieont fore close monitoring and further management and

upon arrival performed primary management and adminestred iv fluid adequate hydration

| sent LabOratory teast /ca/ Na/k-/ CL /-Ast/ Alt/- HBSAngen- HCV Ab- HIV Ab - U/A calsium oxalatet

VBG due to determine metabolic acidossis



Advance managment

Treatment:
1-atanol trapy
2-1 inserted access fore the patietiont myself wrote order of dialysis whitine 8 houre

In U/A no detect any calcium oxalate

The patieont had improved clinically on 4 days of admission and discharged in stable

condition and advised to be regular flow up by nephrology
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OH OH

| |
H C C H Ethylene glycol

NAD™ Alcohol! «  [Ethanol
CNADH dehydrogenase Fomepizole]

TR
H—C —C —H Glycoaldehyde

C NAD+ Aldehyde \
o

H

NADH dehydrogenase . (")
OH O
| i Glycolic H C C
H—C—C—OH acid Glyoxal
Lactate dehydrogenase
or glycolic acid oxidase
o o
I 1
H C C OH Glyoxylic acid
Thiamine | Pyridoxine, Mg 2+
o-Hydroxy-3- l Glycine
ketoadipic acid o o lf Benzoic acid
1] 1
OH—GC—C —OH
Oxalic acid Hippuric acid

FIGURE 79—2. Pathways of ethylene glycol metabolism. Thiamine and
pyridoxine enhance formation of nontoxic metabolites.
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FIGURE 79—4. The reciprocal relationship of anion gap and osmol
gap over time (hours). Note that patients presenting early may have a
normal anion gap while patients who present late may have a normal

osmol gap.
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