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A Case of Haddad Syndrome

Min Kyu Lee, M.D., Joon Sung Kim, M.D., Seong Jong Park, M.D., Ki Su Kim, M.D,,
In Koo Kim, MD *, Chong Hyun Yoon, MD. and Kyung M0 Kim, M.D.

Departments of Pediatrics, *Surgery, and ' Diagnostic Radiology,
Asan Medical Center, University of Ulsan College of Medicine, Seoul, Korea

The combination of Congenital central hypoventilation syndrome with Hirschsprung’s disease, also
known as Haddad syndrome, belongs to the family of diseases now designated as Neuro-
cristopathies. We have experienced a case of Haddad syndrome in a male infant who presented
with repetitive abdominal distension, bilious vomiting, and sleep apnea. Following colon study and
rectal biopsy disclosed the absence of the ganglion cell. And the infant could not be weaned from
mechanical ventilation since birth because of the absence of effective, spontaneous respiration during
sleep. As he was diagnosed as Haddad syndrome, tracheostomy and ileostomy were performed
consecutively. At the age of 4 months, he was relatively healthy but remained ventilator-dependent.
We report the first Korean case of Haddad syndrome with a brief review of the related literature.
(Korean J Pediatr Gastroenterol Nutr 2005; 8: 252 ~256)
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Fig. 1. Colon study demonstrated a total colonic aganglionosis including no transitional zone, reflux of barium into
a dilated ileum (A), normal rectosigmoid index (B), and retention of barium on delayed film (C).
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Fig. 2. Microscopic examination showed the Myenteric
plexus without any ganglion cell in the appendix (H&E,
x400).
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