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A Case of Serious Caustic Injury after Ingestion of Hydrochloric Acid
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Acid ingestion can cause not only caustic injury on esophagus and stomach but also fatal outcome through sys-
temic complications. We report the case of a patient who died early after severe caustic injury with strong acid.

A 38-year-old man who ingested about 400ml of hydrochloric acid of unknown concentration was transferred to our
hospital from a private clinic, in which he was managed with gastric irrigation through a nasogastric tube. He was
complaining dyspnea and abdominal pain. Physical examination demonstrated tenderness and rebound tenderness
on epigastric region. Severe metabolic acidosis and leukocytosis were noted. Radiological findings suggested perfo-
ration of gastrointestinal tract, although the physical signs were not typical. Endoscopy revealed caustic injuries of
grade | on esophagus and of grade Il on stomach, which indicate more severe injury on the stomach than on the
esophagus. Exploratory surgery was recommended but unfortunately not permitted by his family. Despite intensive
measures, his vital signs deteriorated rapidly and he died 50 hours after the ingestion.
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Fig. 1. Plain X-rays Plain. X-rays show small amount of free air in left subphrenic area (A), and paralytic ileus of whole small intestine (B).
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Fig. 2. Abdomen computed tomography. Abdomen computed tomography shows diffuse low-attenuated and not-enhanced gastric wall
with obscure margin (A), and fluid collections with free air (B), suggesting gastric perforation.

Fig. 3. Endoscopic findings on esophagus and stomach. While upper one-third portion of esophagus shows erythematous mucosa with
edema (A), gastric endoscopy reveals dusky and blackened transmural tissue, indicating grade III caustic injury (B).
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