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The Clinical and Histopathologic Findings of Lymphonodular
Hyperplasia of the Colon in Infancy and Childhood
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Departments of Pediatrics, *Pathology, Gil Hospital, Gachon University of Medicine and Science, Incheon, Korea

Purpose: Lymphonodular hyperplasia of the colon (LNHC) is a rare finding in children and its significance
as a pathologic finding is unclear. The aim of this study was to investigate the clinical significance of
LNHC by analyzing clinical and histopathologic findings in children with LNHC.

Methods: We analyzed data from 38 patients who were confirmed to have LNHC by colonoscopy. We
checked age, birth history, past history, family history, and clinical symptoms. A hematologic exam, stool
exam, and image studies were performed and biopsy specimens were examined by a pathologist. All
patients were asked to have short- and long-term follow-up.

Results: The mean age of the patients was 12.5114.4 months. All patients presented with complaints of
bloody stool. They appeared healthy and the hematologic findings were within a normal range, with the
exception of one case. There was no other identified source of bleeding. On histologic exam, 36 patients
(94.7%) had lymphoid follicles and 34 patients (84.5%) fulfilled the criteria of allergic colitis. Regardless
of diet modification and presence of residual symptom, there was no recurrence of bloody stool through
long-term follow-up in all patients.

Conclusion: LNHC is more common in infants who are affected by allergic colitis, but it can appear
even after infancy. LNHC should be regarded as the etiology when there are any other causes of rectal
bleeding, especially in healthy children. We suggest that LNHC has a benign course regardless of diet
modification and it might not require excessive concerns. (Korean J Pediatr Gastroenterol Nutr 2009;
12: 1~9)

Key Words: Lymphonodular hyperplasia, Colon, Children, Rectal bleeding, Food protein-induced
proctocolitis
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Table 1, Demographic Data of Patients with
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Lymphonodular Hyperplasia of the Colon

Mean+SD Median (Range) No. (%)
Total 38 (100.0)
Sex (Male : Female) 24 :14 (63.1:36.9)
Age (months) 125+14 4 70 (1.0~79.0)
<12 months 28 (73.6)
>12 months 10 (26.4)
Birth weight (kg) 32+08 32 (22~40)
<25 kg 3 (7.8)
=25 kg 35 (92.2)
Body weight (kg) 96+38 8.7 (69~270)
<3 percentile 1(27)
3~25 percentile 7 (18.4)
25~75 percentile 18 (47.3)
75~97 percentile 11 (28.9)
>97 percentile 1(2.7)
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Table 2, Clinical Characteristics of Patients with Lymphonodular Hyperplasia of the Colon

No. (%)
Total Age <12 months Age >12 months
Chief complaints
Bloody stools 38 (100.0) 28 10
Associated symptoms
Diarrhea 17 (44.3) 13 (46.4) 4 (40.0)
Mucoid stool 5 (13.1) 3 (11.1) 2 (20.0)
Vomiting 5 (13.1) 4 (10.5) 1 (10.0)
Abdominal pain 3(7.8) 0 (0.0 3 (30.0)
Poor oral intake 3 (7.8) 2 (5.4) 1 (10.0)
Fever 2 (6.3 2 (5.4) 0 (0.0)
Constipation 1(27) 0 (0.0 1(10.0)
None 15 (39.4) 11 (39.3) 4 (40,0)
Type of feeding
Exclusive milk feeding
BMF : AMF : mixed 12:4:0 11:4:0 1:0:0
Milk feeding with weaning
BMF : AMF : mixed 7:5:1 7:5:1 0
Normal diet 9 (23.6) 0 (0.0) 9 (90,0

Table 3, Laboratory Values of Patients with Lymphonodular Hyperplasia of the Colon

Mean+SD Median (Range)
Hemoglobin (g/dL) 117+0.96 117 (9.1~13.4)
WBC count (/ «L) 11,906+2,925 11,700 (6,200 ~19,340)
Eosinophil count (/ z£L) 369+312 272 (17~1,442)
Platelet (/ «L) 382,000+ 107,000 369 OOO (179,000 ~570,000)
Albumin (mg/dL) 43+03 4 (36~51)
AST (U/L) 43+12 41 (20~83)
ALT (IU/L) 23+14 20 (4~73)
PT (sec) 118+08 116 (105~137)
aPTT (sec) 430+128 357 (26,3~513)
ESR (mm/hr) 4+4 2 (2~16)
hsCRP (mg/dL) 0.24+0.30 0.10 (0.01~1.10)
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Long term Yes No
follow up —n=|& =5 Fig. 1. Clinical progress flow-
Diet Yes _N’o_ chart: In the 38 patients Ivvith
modification n=8 n=25 lymphonodular hyperplasia of
SRR — 3 ¥ the colon, 33 patients could
Short term Yes ‘ No ’ Yes No be monitored until now. Re-
OPD visit n=6 n=2 n=19 n=6 gardless of diet modification
i :
Residual Yes No Yes No and presence of residual
symptom n=1 n=5 n=4 n=15 symptom, there were no re-
! ! 1 1 currence of bloody stool
Long term No through long term follow up in
recurrence n=33 all patients.
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