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H. Jaeger, K. Mathias 
Department of  Diagnostic Radiology, Teaching Hospital Dortmund, Beurhausstrasse 40, D-44137 Dortmund, Germany 

Received: 19 May 1993/Accepted: 23 June 1993 

Abstract. A clinically silent case of intramural esoph- 
ageal calcification secondary to corrosive injury is pre- 
sented. Computed tomography (CT) demonstrated a cir- 
cular calcified esophageal wall over a distance of 5 cm 
leaving a residual esophageal lumen of 5 mm. 
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Multiple reports describe the sequelae of corrosive in- 
jury to the esophagus and the radiological features in- 
cluding stricture formation and development of esoph- 
ageal carcinoma [1-7]. 

We present a patient with circular calcification of 
the esophageal wall following corrosive injury 45 years 
ago. 

Case Report 

A 52-year-old woman was admitted with the sonographic diagnosis 
of  liver cysts that were diagnosed by her physician incidentally during 
routine check-up for mental problems. Her medical history included 
a Billroth II gastric resection for recurrent gastric ulcers 21 years ago, 
treatment for alcohol abuse 2 years ago, and glaucoma. As a child, at 
the age of 7, she had swallowed incidentally a corrosive liquid and 
was treated conservatively at that time. She did not complain of dys- 
phagia and had never sought medical attention for that problem. She 
could swallow any liquid and solid food, but admitted that she always 
chewed very thoroughly her food before swallowing. Except for eye 
drops for glaucoma she was on no medications, she denied any alcohol 
intake for the last 2 years, and smoked one pack of cigarettes per day. 

Routine chest radiographs in the lateral view revealed a streaky 
calcification in the retrocardial space (Fig. 1A). Fluoroscopic exami- 
nation confirmed the presence of the calcification. Barium swallow 
showed the barium column in the sagittal and lateral view within the 
calcification (Fig. 1B). There was some narrowing of the esophageal 
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lumen at the calcification, but without esophageal dilatation proxi- 
mally to it. The act of  swallowing was normal. Further assessment 
with a CT scan demonstrated a circular calcified esophageal wall of 
5 m m  thickness over a distance of 5 cm leaving a residual esophageal 
lumen of 5 m m  (Fig. 2). 

The liver cysts were punctured several times under sonographic 
control and injected with sclerosing agents. Because she had no dys- 
phagia, she was not treated for esophageal changes. 

Discussion 

The course of corrosive damage to the intestinal tract is 
divided into three phases [2]. In the first phase, 1 to 4 
days after ingestion, acute necrosis with intensive in- 
flammatory reaction in surrounding tissue occurs, fol- 
lowed by the second phase, 3 to 5 days after ingestion, 
in which sloughing of necrotic tissue occurs and repair 
begins with fibroblastic activity. The third phase starts 
3 to 4 weeks after ingestion, when the fibrous tissue 
begins to contract and the inflammatory reaction sub- 
sides. Contraction of the fibrous tissue and adhesions 
between granulating areas in the lumen lead to stricture 
formation. Depending on the severity of the injury the 
mucosa and submucosa may regenerate. 

Stricture formation is the leading radiological fea- 
ture of the chronic phase of corrosive esophageal injury 
with prestenotic dilation of the esophagus in severe ste- 
nosis [2, 3, 5]. It occurs in up to 30% of all patients. 
Characteristically, it shows no mucosal folds in the re- 
gion of the stricture with smooth, concentric tapering of 
the esophageal wall at the margins, but overhanging 
margins and an irregular lumen with ulceration are also 
possible [2-5]. A further radiological sign seen on chest 
radiographs is an abnormal pleural reflection due to 
widening of periesophageal tissue, caused by fibrosis in 
this area [1, 2]. 

We add another radiological sign to the chronic 
phase of corrosive esophageal injury, to our knowledge 
not yet reported, calcification of the esophageal wall. 



294 H. Jaeger and K. Mathias: Esophageal Calcification 

Fig. 1. A Lateral chest radiograph reveals 
streaky calcifications in the retrocardial space. 
B Barium swallow shows the barium column in 
the lateral view within the streaky calcifications. 

Fig. 2. CT scan demonstrates a circular cal- 
cified esophageal wall of 5 mm thickness. 
The esophagus has a residual lumen of 5 mm. 

Pathologically, this can be explained by dystrophic cal- 
cification of chronic inflammatory granulation tissue 
that forms as a reaction to the injury of the esophageal 
wall. If the calcification is extensive enough, it can al- 
ready be seen on the chest radiographs and can be con- 
firmed by barium swallow and CT scan, which will 
demonstrate the whole extent and thickness of the cal- 
cification. 

It is interesting that our patient was almost asymp- 
tomatic, although she had a residual esophageal lumen 
of only 5 mm over a distance of 5 cm, completely rigid 
and without peristalsis due to the almost complete cir- 
cular calcification of the esophageal wall. It has been 
reported that an esophageal lumen less than 12 mm in 
diameter virtually assures dysphagia and that an esoph- 
ageal diameter of 20 mm allows the asymptomatic in- 
take of a diet [8]. The diameter of the esophageal lumen 
is only one factor that influences the occurrence of dys- 
phagia. The others are the length and the degree of elas- 
ticity of the stricture, although the chewing habits of the 
patient may be even more important [9]. It seems that 
even with a very narrow, long, and rigid stricture, a 
patient that has completely adapted and always chews 
their food, thoroughly and carefully, may be asymptom- 
atic. 

Nevertheless, patients with a history of caustic in- 
jury to the esophagus should be regularly followed for 
detection of symptoms and development of carcinoma, 

which has been reported to occur 22 times more often 
in patients with caustic injury than in the normal pop- 
ulation [7]. 
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