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To the Editor,

A 13-year-old boy with no relevant family or medical history presented with a one-month history of epigastric
pain. Laboratory tests indicated a white blood cell count of 4700/uL; eosinophil count, 150/pL (3.2%);



albumin, 4.5 g/dL; C-reactive protein, < 0.01 mg/dL; and total IgE, 151.6 IU/L. The specific IgE antibody
levels to the following antigens were tested: egg white, 0.41 TU/L; milk, 0.37 IU/L; wheat, 0.25 IU/L;
soy, < 0.10 TU/L; peanut, 0.16 IU/L; and salmon, < 0.10 IU/L. Additionally, thymus and activation-
regulated chemokine levels were at 522 pg/mL, and the IgG antibody forHelicobacter pylori was absent.
Abdominal ultrasonography depicted no abnormal findings such as ascites. Esophagogastroduodenoscopy
(EGD) revealed longitudinal linear furrows in the esophagus, indicating eosinophilic esophagitis with an Al
ulcer from the duodenal bulb to the descending duodenum, and no abnormal findings in the stomach (Fig. 1A
and B). The rapid urease test result was negative. Colonoscopy and balloon-assisted enteroscopy revealed no
abnormalities in the ileum and colon. Pathological examination illustrated eosinophilic infiltration of 60 per
high-power field (/HPF) in the esophagus and more than 100/HPF in the duodenum (Fig. 2A and B), and
no eosinophilic infiltration in the ileum and colon. The patient was diagnosed with an eosinophilic duodenal
ulcer with esophageal involvement. Esomeprazole, a proton pump inhibitor (PPI), was orally administered,
after which his symptoms promptly improved. After 2 months, the EGD (Fig. 1C and D) and pathological
examination (Fig. 2C and D) results revealed improvement in both the esophagus and duodenum.

Herein, we describe the first pediatric case of eosinophilic duodenal ulcer with esophageal involvement
that was effectively treated by PPI monotherapy. Eosinophilic gastrointestinal disorders (EGIDs) comprise
eosinophilic esophagitis (EoE) and eosinophilic gastroenteritis (EGE).? Another classification stratifies
EGIDs into EoE and non-EoE EGIDs, and further classifies non-EoE EGIDs into the following: eosinophilic
gastritis (EG), which is localized in the stomach and esophagus; EGE, which occurs in the stomach and small
intestine (with or without esophagus involvement); eosinophilic enteritis (EE), which is localized in the small
intestine; and eosinophilic colitis (EC), which is localized in the colon.® However, none of the classifications
consider cases of eosinophilic inflammation in the gastrointestinal tract below the esophagus as EoE. The rate
of EGE with esophageal involvement is reported to be 9% according to a Japanese study?. Yamamoto et al.?
also reported that EE and EC had no esophageal lesions, but 49% of EGE cases had esophageal lesions. To
date, there have been no reports of an eosinophilic duodenal ulcer with esophageal involvement but without
post-duodenal involvement at the time of diagnosis. The possibility of EGIDs should be investigated in case
of duodenal ulcers by an active biopsy, and other gastrointestinal lesions should be probed for.2*

A definitive treatment protocol for eosinophilic duodenal ulcer with esophageal involvement remains un-
established. Although PPIs are recommended for EoE as the first line treatment,?%the effectiveness of PPI
for esophageal involvement in non-EoE EGIDs has not been investigated. However, some case studies have
reported the effectiveness of PPI for eosinophilic duodenal ulcers.” Systemic glucocorticoids, which are as-
sociated with various side effects, especially in children, are more often indicated in non-EoE EGIDs than
in EoE?3,. Elimination dietary treatment may be useful in non-EoE EGIDs; however, it is not an easy
treatment as it can lead to failure to thrive in children. In contrast, PPI have fewer side effects and can
be used safely. In conclusion, PPI monotherapy may be considered as a first line treatment for eosinophilic
duodenal ulcers with esophageal involvement, depending on the severity.

List of abbreviations:

EG: eosinophilic gastritis

EGD: Esophagogastroduodenoscopy

EoE: eosinophilic esophagitis

EGE: eosinophilic gastroenteritis

EGID: Eosinophilic gastrointestinal disorder

HPF: high-power field

PPI: proton pump inhibitor
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Figure legends

Figure 1. Esophagogastroduodenoscopy images showing longitudinal linear furrows in the esophagus (A)
and a stage Al ulcer from the duodenal bulb to the descending duodenum (B). These findings improved 2
months after treatment with esomeprazole (C, D).

Figure 2. Pathological examination results showing eosinophil infiltration of 60 per high-power field (/HPF)
in the esophagus (A) and more than 100/HPF in the duodenum (B). The eosinophil infiltration improved to
3/HPF in the esophagus (C) and 10/HPF in the duodenum (D) 2 months after initiation of treatment with
esomeprazole. (A-D, original magnification, x400)




Fig. 2
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