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Clinical and Histopathologic Features and Their Correlations
in Children with Nodular Duodenitis

Hann Tchah, M.D. and Sung Suk Paeng, M.D.!

Departments of Pediatrics and 1Pathology,
Seoul Red Cross Hospital, Seoul, Korea

Purpose: Recently, a wide application of gastrofiberscopy in the pediatric group have revealed that
nodular duodenitis is not an uncommon disease in children and is suspected to be associated with
H. pylori infection. The aim of this retrospective study was to investigate the clinical and histo-
pathologic features in children with nodular duodenitis, and to assess the correlations beween both.
Methods: During a period of 5 years (Jan. 1995 ~Dec. 1999), we investigated clinical, endoscopic
and histopathologic features of 39 consecutive patients diagnosed as having nodular duodenitis at
Pediatric department of Seoul Red Cross Hospital. In 35 children with nodular duodenitis
endoscopic biopsy specimens were stained with Hematoxylin & Eosin and Giemsa’s stain, and were
graded according to the criteria outlined by Triadafilopoulos, Whitehead et al., and Prieto et al..
Statistical analyses were performed with Graph PAD InStat.

Results: The prevalence rate of nodular duodenitis was 17.1% and the most frequent chief complaint
was abdominal pain (69.2%). Endoscopically grade 1 was the most common (45.7%) and nodular
gastritis was coexistent in 28.3%. The most common histology of the duodenum was grade 2
(54.3%), and the most common histologic score of the stomach was 2 (42.9%). H. pylori was found
in the duodenum in 37.1%, and in the stomach in 31.4%. The correlation coefficient between the
endoscopic grade and the histologic grade of nodular duodenitis was 0.3983 (p=0.0178). And the
correlation coefficient between the histologic grade and the grade of H. pylori colonization in the
duodenum was 0.5154 (p=0.0018).
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Conclusion: There was significant correlation between the endoscopic grade and the histologic
grade of nodular duodenitis, and was also significant correlation between the histologic grade and
the grade of H. pylori colonization in the duodenum. Therfore H. pylori infection should be regarded
as an etiologic factor of nodular duodenitis. (J Korean Pediatr Gastroenterol Nutr 2000; 3: 151~
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SAE Z7F 2 FEA FH9 2o YEye Table 1. Age and Sex Distribution
Aol A3 e ASTAHE Z7ke 94 B2E A
a9 vige] BAE A2 HAL, Age* () > No. of
o) A5t 2e e nhRY 3 Male  Female ~ Patens (%
Woll dot7-of el Mdo) 3§ A= wel, 1—3 0 4 4 (103)
a3 A9e &4 A= wel 47 04 27t 4~ 0 5 5 (13.1)
A0: A%, 1 BE, 2: 5% o)) AFE F3) 7~9 7 5 12 (30.8)
o] 7§ FEE 0dlA 6714 FEEFAT. 10~12 5 7 12 (30.8)
H. pylori®) 749 AxE 9 ARRA Pricto 5 13~15 1 5 6 (15.4)
o EFEY whek A0 =(H. pylori7h R1E @T), Total 13 2% 39 (100.0)
A1 =T A48 Wl &5 H. pylori7t Y=
A%, A=A 149 el H pylori7} w meanSD: 8612348
A AP, A3EAY ZE a9 ol B2
pylori7b = AR st HolA A :rL—roﬂ Table 2. Chief Complaints in Children with Nodular
A 9 ARRoINe) Ao Fohe] oo Duodents
H. pylori X0 wel A 0 EelA A3 =742 F Chief complaint No. of patients (%)
o Abdominal pai 27 (69.2)
ominal pain
Al o] ] A o]] & A AR ~A AL ZZAH
A 1217l A 10*—1 .«l §dE= o} =g NaLsea 4 (103)
S22 A= B H pylori B A& bl A Hematemesis 3 (77)
FHAZE de=A gotry] i FA ZEaPo Vomiting 2 (5.1)
2 Graph PAD InStat2] linear regression module-3- A} Foreign body ingestion 2 5.1
4319 correlation coefficient®} p-valueE T3+ Abdominal’ distension 128
Total 39 (100.0)
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Table 3. Coexistent Endoscopic Findings in Children
with Nodular Duodenitis

Table 5. The Scores of Gastric Histology and H. pylori
Colonization in 35 Children with Nodular Duodenitis

Endoscopic finding No. of patients (%)

No. of patients (%)

Score
Nodular gastritis 11 (28.3) Gastric histology H. pylori colonization
Non-nodular gastritis 8 (20.5)
Erosive gastritis 1 (2.6) 0 - 24 (68.6)
Esophagitis 1 (2.6) 1 8 (229) 40114
None 18 (46.2) 2 15 (42.9) 4 (11.4)

3 9 (25.7) 3 (8.6
Total 39 (100.0) 4 3 (8.6) -
Mean+SD 2.20+0.90 0.56+0.96

Table 4. Endoscopic and Histopathologic Grades in 35
Children with Nodular Duodenitis

No. of patients (%)

Grade
Endoscopic grade Histopathologic grade
1 16 (45.7) 8 (22.9)
2 12 (34.3) 19 (54.3)
3 7 (20.0) 8 (22.9)
Mean+SD 1.61+£0.71 2.00 = 0.68

*correlation coefficient: 0.3983 (p=0.0178)

HAEA A9 83(20.5%), PIEA 91 2 A=Y
o] z+z} 1#](2.6%) % tHTable 3). 244 Alo] A%
Ao YAA SFS A 1% 16W457%), A2 =
127(34.3%), A 3% 7H(20.0%)22 SHFo] =7}
& NEs gasden dd 52 1603

TH(Table 4).

MolAge] AW A AAY AoEE g
HE QU A1 EE 89(229%), A2 5E 199
(543%), A3 EE 8YQ229%) & A 257t 7%
Zoton P 3L 200U THTable 4). 99 %
A4 A1=e 8%H(229%), A2=& 159
42.9%), Al 3 == 99 (25.7%), Al 4 == 3% (8.6%)
oo Aok 2 AlS 6%EE 3 HE g

Table 6. The Grades of Duodenal Histopathology and
H. pylori Colonization in 35 Children with Nodular Duo—
denitis

No. of patients (%)

Grade
Duodenal H. pylori
histopathology colonization
0 0 (0.0) 22 (62.9)
1 8 (22.9) 2 (5.7
2 19 (54.3) 3 (8.6
3 8 (22.9) 8 (22.9)
Mean=SD 2.00+0.68 0.91+1.29

*correlation coefficient: 0.5154 (p=0.0018)

o

T 55 229 TH(Table 5).

6. H. pylori2| 214 M=

Holx Aol AW E|std AAVE H. pylorid 7+
9 ATE A 0% 229(62.9%), Al 1 % 2%(5.7%),
A2 = 39 18.6%), Al3%E 8H229%)° 2 HT 5
& 090]Re 13 ((37.1%)9] AHolAF Z A9
A H. pylori7} 2715 1 TH(Table 6).

919) zAWE A AA H pylorid) 7E A
EE A 0x 24(68.6%), Al 1 = 49(11.4%), A 2
T 4% (114%), A3 % 3HEB6%)CE Hd SHFS

0.6°1Ro™ 11%4(31.4%)2 ¥ &AM H. pylori
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Fig. 1. Nodular duodenitis (Grade 1): The duodenal mucosa shows mild infiltration of chronic
inflammatory cells in lamina propria. The villous process is mildly shortened (H&E stain, x100).

Fig. 2. Nodular duodenitis (Grade 2): The duodenal mucosa shows moderate infiltration of chronic

inflammatory cells in lamina propria. The villous process is irregular, shortened, and stubbed (H&E
stain, x100).

T

7b 22 = A TH(Table 5). 82 Zao] 2o ASE 20W629%)0] AL TE

=398 Hol AoE 139 ojgy = =3
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244 delAdde WAdA Sa3 248l (=03983, p=0.0178)(Table 4).
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Fig. 3. Nodular duodenitis (Grade 3): The duodenal mucosa shows dense infiltration of chronic
inflammatory cells in lamina propria. The villous process is effaced, flattened, and eroded (H&E stain,

x100).
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