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Potential role of ineffective esophageal motility in pathogenesis of gastroesophageal reflux disease ]I
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[Abstract] Objective This paper intents to explore the potential role of ineffective esophageal
motility (IEM) in the pathogenesis of gastroesophageal reflux disease (GERD). Methods The GERD
patients of East Hospital affiliated to Tongji University from July 2014 to February 2016 were selected
and received high-resolution esophageal manometry ( HRM) and 24-hour multichannel intraluminal
impedance-pH monitoring. Forty-nine GERD patients were enrolled excluding patients with abnormal
esophagogastric junction. All the patients were divided into the IEM group, the abnormal motility
group, and the normal motility group according to the result of HRM. The esophageal motility and
reflux condition among the three groups were compared. Results Of the 49 GERD patients, 19 were in
the IEM group, 15 in the abnormal motility group, and 15 in the normal motility group. The proportion
of reflux esophagitis in the IEM group was found to be significantly higher than that in the abnormal
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motility group and the normal motility group (P<C0. 05), and there was no significant difference between
the normal motility group and the abnormal motility group (P>>0. 05). The average swallowing distal
contractile integral (DCD in the IEM group was significantly lower than that in the abnormal motility
group and the normal motility group (P<C0. 01), and the average swallowing DCI in the abnormal
motility group was significantly lower than that in normal motility group (P<Z0. 01). The length of
peristaltic break of esophageal body in the IEM group was significantly longer than that in the abnormal
motility group and the normal motility group (P <C0. 01), and the length of peristaltic break of
esophageal body in the abnormal motility group was significantly longer than that in the normal motility
group (P<<0. 01). There was no significant differences in the number of acid reflux, weak acid reflux,
nonacid reflux, and the total number of reflux among the three groups (P>>0. 05). The DeMeester score
and the total acid reflux time of the IEM group were significantly higher than that of the abnormal
motility group and the normal motility group (P<C0. 05), and there was no significant difference in the
DeMeester score and the total acid reflux time between the abnormal motility group and the normal
motility group (P>>0. 05). There was a negative correlation between the average swallowing DCI and the
length of the peristaltic break of the esophageal body (P<C0. 01), and there was a negative correlation
between the average swallowing DCI and the total acid reflux time (P<C0. 01) among the 49 GERD
patients. Conclusions Esophageal motility disorders is related to acid reflux. Esophageal acid relux
would be more severe when the strength of the esophageal body weakened or the length of the peristaltic

break of the esophageal body prolonged. The strength of the esophageal body is weak and the total reflux

time is longer in IEM patients, which might lead to the incidence of esophagitis.

[Key words] Gastroesophageal reflux disease; Ineffective esophageal motility; Esophageal motility
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