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Efficacy of Nutritional Therapy in Children with Crohn Disease
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Purpose: Crohn disease (CD) in children is frequently complicated by malnutrition and growth
retardation. Conventional treatment with corticosteroid may also affect the growth of children, which
may be alleviated by nutritional therapy. Therefore, we performed this study to evaluate the role
of nutritional therapy in the treatment of CD in children.

Methods: The study cohort consisted of thirty children under the age of 17 years, admitted to the
Asan Medical Center from 2001 to 2005. While 11 children received nutritional therapy (NT) with
an elemental diet, 19 received conventional corticosteroid therapy (ST). Comparative analysis was
performed for the rate of the induction of remission, recurrence, disease activity index of pre and
post-treatment, and changes of the growth using mean standard deviation score for weight (zW)
and height (zH).

Results: Ten of 11 children with NT and 18 of 19 children with ST completed the therapy. Two
of them were lost to follow-up during the treatment. All 10 children with NT and 15 of 18 children
with ST achieved remission. While there was no recurrence in children with NT, 7 with ST showed
recurrence within 1 year. Pre- and post treatment Pediatric Crohn disease Activity Index (PCDAI)
did not show a difference between the two groups. There were no differences in zW and zH between
the two groups after 1 year of follow-up.

Conclusion: This study showed that nutritional therapy could be considered instead of steroid
therapy for treatment of children with CD. However, a long-term study will be needed to determine
the long-term efficacy. (Korean J Pediatr Gastroenterol Nutr 2006; 9: 210~217)

Key Words: Crohn disease, Elemental diet, Corticosteroid, Children
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Table 1. Demographic Characteristics of the Groups with Elemental Diet and Corticosteroid Therapy

Group
Total (n=30)
Elemental diet (n=11)  Prednisolone (n=19)
Sex
Male 8 14 22
Female 3 5 8
Age at diagnosis (years) 12.0+15 13.6+3.3 13.0+2.8
Site of disease
Esophagus, stomach, duodenum 3 0 3
Diffuse small bowel 0 1 1
Distal ileal 0 2 2
lleocolonic 6 9 15
Colonic 1 4 5
Diffuse small bowel and colonic 1 3 4
Perianal lesion 5 4 9
PCDAI* before treatment 41.1+£12.0 43.0+16.6 42.3+14.9

*PCDAI: Pediatric Crohn Disease Activity Index. Values are expressed as mean+SD. No significant differences
between study groups (p>0.05).

#3) F5F= A 65 oluld B on #3= A Table 2. Clinical Symptoms at Entry into the Hospital
Aol fa et st B2 BE o]2E= A of the Two Groups with Elemental Diet and Cortico-
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Fig. 1. Comparisons of the standard deviation score (SDS) of weight (zZW) and height (zH) between nutrition therapy
(NT) and steroid therapy (ST) group at the day 0 and the day of the measurement: day 0 (HTO, WTO), day of
6 months after treatment (HT1, WT1) and day of 12 months after treatment (HT2, WT2). There was no difference
between two groups at 0, 6, 12 months. (A) Standard deviation score (SDS) of height (zH), (B) standard deviation

score (SDS) of weight (zW).
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