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A Case Report of Glacial Acetic Acid Ingestion
Complicated with Hepatic Necrosis
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Caustic ingestion can produce a progressive and fatal injuries to esophagus, stomach and othier organs. Réported
exposure to acetic acid results injuries to gastrointestinal tract, hemolysis and disseminated intravascular coagula-

tion is general, but causing hepatic necrosis by direct injuries are rare.

A 47-year-old man visited our emergency medical center complaining odynophagia and abdominal pain after ingest-
ing glacial acetic acid (99%) with suicidal ideation. At the time of arrival, the patient compiained mild abdominal pain
but a few hours later the patient complained severe abdominal pain with markedly elevated liver enzymes. The
Abdominal Computerized Tomography showed diffuse gastric wall edema and density of wedge shaped hypodense
area in right hepatic dome showing focal hepatic necrosis without significant inflammation. This seems likely to be a
direct effect of the noxious agent on hepatocyte involving the portal circulation.
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Fig. 1. Abdominal CT finding on admission.

Lower attenuated lesion seen at right lobe of hepatic dome, dif-
fuse gastric wall thickening and fluid collection around esopha-
gus.
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Fig. 2. Abdominal CT finding of healing stage (follow up CT
after 9 days later).

Diffuse gastric wall edema, fluid collection around esophagus are
much regressed and decreased density of the wedge shaped hypo-
attenuated area in right lobe of hepatic dome.
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