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A Case of Esophageal Obstruction Complicated in a Patient with Chronic Granulomatous
Disease - Esophageal obstruction in Chronic Granulomatous Disease
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Chronic granulomatous disease (CGD) is an inherited immunodeficient disease characterized by recurrent infections and
granuloma formation, Granulomatous obstruction of esophagus is one of the rare complications of CGD, The use of steroids
and antimicrobials for esophageal obstruction by granuloma in CGD patients has been controversial due to the possibility
of concomitant inapparent infection, We report a case of esophageal obstruction in an 8—year—old CGD patient showing
the poor response to antibiotics therapy. However, dramatic improvement of symptoms and radiologic findings of esophageal
obstruction were achieved after steroid therapy. One month after discontinuation of steroid, esophageal obstruction
recurred and the patient was re—treated with steroid. After that time, he experienced one more recurrence of esophageal
obstruction, This symptom subsided after antibiotics therapy without steroid and he has been followed up to the present
without further relapse.
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301 TU/L, alanine aminotransferase (ALT) 111 TU/
L, 8% A& 4 Na 139 mEq/L, K 4.5 mEq/L,
Cl 103 mEq/L, TCO2 23 mmol/Le]t}. erythrocyte
sedimentation rate (ESR)+ 57 mm/hr, C—reactive
protein (CRP)= 5.31 mg/dL (3AH4], 0.0—0.5 mg/dL)

Fig. 1.

(A) Initial esophagogram reveals segmental ste-
nosis at the mid-esophagus with dilatation of the pro-
ximal esophagus (arrows). (B) On esophagogram fol-
lowing treatment, mid-esophageal stenosis has markedly
improved.
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Fig. 2. Magnified view of the CT scan obtained at the
level of carina shows circumferential wall thickening
of the mid-esophagus (arrow).
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Table 1. Response of Treatments for Esophageal Obstruction in Chronic Granulomatous Disease

Recurrence

sex/age Treatment (duration) Response ) Pathology
Golioto et al. M/27 yr Pd 20 mg good N normal
Hiller et al. F/5 yr antimycotic drug poor R normal
Pd good N
Markowitz et al. M/11 yr Broad spectrum antibiotics good R (few m)
endoscopic dilatation good R (18 m) -
atropine 0.2 mg good R (I m)
Ruiz-Contreras M/14 yr teicoplanin, ceftriaxone (3 wk) good R 2.5 m) normal
et al. teicoplanin, ceftriaxone, Pd (3 wk) good N
Alborzi et. al M/3 yr endoscopy good R
Pd 2 mg/kg/d 2 wk) good R 2 m) -
Pd 2 mg/kg/d (8 wk) good N
Al tawail et al. M/3 yr antibiotics endoscopic dilatation poor R
Ranitidine 6 mg/kg/d good R 3 d
metoclopramide 0.6 mg/kg/d reflux esophagitis
Pd 1.2 mg/kg/d (8 wk) good R (1 m)
Pd 1 mg/kg/d (4 wk) good N
Laskey et al. M/9 yr Pd 2 mg/kg/d good R reactive change
without granuloma
Chin et al. M/10 yr cephamandole, tobramycin (3 wk) poor R
endoscopic dilatation -
Pd 25 mg/d (6 wk) good R (2 wk)
Pd 20 mg/d (8 wk) good N
M/2 yr metoclopramide, cimetidine poor
clindamycin (2 wk) good R (I m)
methyl Pd 2 mg/kg/d (8 wk) good N
Renner et al. F/14 yr Pd good R -
M/21 yr endoscopic dilatation good N -

Abbreviations: M, male; F, female; yr, years; m, months; wk, weeks; d, days; Pd, prednisolone; N, no recurrence; R, recurrence
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