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= Abstract=

A Case of Death Due to Late Progression of Corrosive Esophagitis
after Strong Alkali Ingestion

Hye-In Kim - Ki-Nam Shim - Hyoung Won Cho - Ju Young Choi - Shin A Lee - Min Jin Lee
Da Yeon Oh - Sun Hee Roh - Chung Hyun Tae - Seong-Eun Kim - Hye-Kyung Jung
Tae Hun Kim - Sung-Ae Jung - Sun Young Yi - Kwon Yoo - Il Hwan Moon
Department of Internal Medicine, Ewha Womans University College of Medicine

Ingestion of corrosive substances can produce severe injury to the gastrointestinal tract and
can even result in death in the acute phase. The extent and degree of damage depends on the type
and amount of substances. There are occasional reports of severe contiguous injury to the esoph-
agus and stomach caused by strong alkali ingestion in the acute phase. Usually the deaths occur
within a couple of days due to multi-organ failure after ingestion of relatively much amount of
agent for a suicidal attempt. But death due to late progression is very rare.

We have reported a case of 60-year-old female patient who was diagnosed as corrosive esoph-
agitis after accidental ingestion of strong alkali. Initial endoscopic findings were compatible
with Ila-Ila-O(according to Zargar’s classification) in the esophagus, stomach and duodenum,
respectively. After several weeks of supportive care, her subjective symptoms were much im-
proved during she had been wating for the operation of colon interposition due to esophageal
stricture. Metabolic acidosis and thrombocytopenia developed abruptly probably due to upper
gastrointestinal tract necrosis and she died when 60 days had passed after the occurrence of ini-
tial esophageal injury.

KEY WORDS : Corrosive esophagitis - Alkali ingestion - Esophageal necrosis.
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Fig. 1. Initial endoscopic findings. A : Shallow ulcers cov-
ered with whitish exudates were seen through total
esophagus. Friability, hyperemia and edema of muco-
sa were noticed. B : Superficial ulceration, erosion and
hemorrhage of mucosa was seen in the stomach.
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Fig. 2. Follow up endoscopic findings. A : After 7 days,
diffuse circular ulcer and hyperemic mucosa covered
with whitish exudates were seen at the entire esopha-
gus. B : After 26 days, severe esophageal narrowing
was seen at the distal esophagus. So the endoscopic
scope could not passed.

Y Q

Fig. 3. On the baruim esophagography, esophageal stric-
fure was seen from the midesophagus to distal esopha-
gus.
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