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The Significance of Erosive Prepyloric Change or Helicobacter
pylori Infection in Patients with Functional Dyspepsia

Kwi Soon Lee, M.D., Hyo Jin Park, M.D., Soo Hwan Oh, M.D.
Hong Woo Lee, M.D., Sang In Lee, M.D. and In Suh Park, M.D.

Department of Internal Medicine, College of Medicine
Yonsei University, Seoul, Korea

Background/Aims: The etiology of functional dyspepsia remains unknown, with incon-
clusive evidence for several factors, including abnormal gastroduodenal motility, personal
traits, infection of Helicobactor pylori (H. pylori}) and erosive prepyloric change (EPC).
Therefore, we evaluated the relation between H. pylori or EPC and gastric emptying in
patients with functional dyspepsia. Methods: We performed an ultrasonographic gastric
emptying test in 18 patients with functional dyspepsia comparing 6 healthy volunteers
as the control. The presence of EPC in the stomach was diagnosed by esophogogastro-
duodenoscopy, and the Helicobacter pylori infection was evaluated using a rapid urease
test. Results: The erosive prepyloric change in the antrum was revealed in five patients
with dyspepsia. Among the EPC (+), EPC (~) with dyspepsia, and healthy volunteers,
the parameters of the ultrasonographic gastric emptying test and subjective symptom
scores did not reveal significant differences. Among the H. pylori (+), H. pylori (—)
patients with dyspepsia and healthy volunteers, the parameters of the ultrasonographic
gastric emptying test and subjective symptom scores did not reveal significant differences.
Conclusions: No association was found between dyspeptic symtoms and the presence of
H. pylori infection or EPC. The.two factors, Helicobacter pylori infection and erosive
prepyloric change, did not affect the gastric motility in functional dyspepsia. (Korean J
Gastrointest Endosc 18: 479 —484, 1998)
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Table 1. Comparisons of Ultrasonographic Parameters and Symptom Scores among Control, EPC (—) and EPC (-+)

Functional Dyspepsia

Control (N=6)

Patients with functional dyspepsia

Age (y1) 29.3+19 (26~31)
Sex M : F) 6:0
Symtoms score 0

Fasting antral area (mm3) 348.6+277.7
Maximal antral area (mm’) 1705.0+261.9
M/F 72+4.8

Ty (min) 98.8+48.4

Time to Peak (min) 27.5+17.5

EPC (—)(N=13) EPC (+)(N=5)
39.0+10.5 (25~61) 32.4+8.4 (23~45)
1:12 0:5
6.4+2.0 62+17
293.2+109.5 317.2+94.4
1424.8+461.1 1846.3+409.6
54425 63427
66.4+24.0 76.8438.6
26.5+10.9 24.0+13.4

* Ratio of maximal antral area/fasting antral area
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Table 2. Comparisons of Ultrasonographic Parameters and
Symptom Scores between H. pylori (—) and H.
pylori (+) Patients group

H. pylori (—) H. pylori (+)
(N=11) (N=7)
Age (1) 36.5+11.6 383483
ge 0T @3~61) @7~51)
Sex M : F) 0:11 1:6
Symtoms score 64125 69120
i 1
Fasting antra 27034868 343241187
area (mm’)
Maximal antral 1511.6+485.7 1589.5+496.5
area (mm’)
MJF 6.1+238 49+18
Tip (min) 63.6+27.6 78.3+27.7
Time to Peak (min)  223£13.1 23.6+8.0

* Ratio of maximal antral area/fasting antral area

49%18, 63.6+27.69 78.3+27.7 min, 22.3%13.1
9} 23.6+8.0 min Y 64+259} 69+202 FF7
ol FAHHY F42 WURicH(Table 2).
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Table 3. Correlation between EPC and the presence of H.
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Fig. 1A, B. EGD showed erosive prepyloric change; standing mucosal folds, independent of peristalsis, running transverse

direction in relation to antral lumen.
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