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Is There a Relationship between Leptin and the Phenotype of
Gastroesophageal Reflux Disease?
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Background/Aims: Obesity is associated with gastroesophageal reflux disease (GERD). Leptin is a hormone which
controls appetite and energy homeostasis. Alterations of its level in humans have been linked with obesity and
related carcinogenesis. We postulated that the leptin level in plasma or tissues might be different according to the
phenotype of GERD. We evaluated this hormone in patients with non-erosive reflux disease (NERD) and reflux
esophagitis (RE) with demographic characteristics to confirm the postulation. Methods: The patients with typical
GERD symptoms such as acid regurgitation and heartburn were prospectively enrolled and evaluated. The demo-
graphic data included body mass index, waist circumference, smoking, and the consumption of coffee. Rapid ure-
ase test was done to evaluate the status of Helicobacter pylori infection. We measured plasma leptin level along
with the tissue level, which was obtained from the fundus of stomach. Results: A total of 44 patients were eval-
uated (RE 20 cases, NERD 24 cases). No demographic data was different between the two groups, except waist
circumference (mean 88.6 cm in RE, 80.9 cm in NERD, p=0.006), smoking (45% in RE, 12.5% in NERD,
p=0.021) and coffee consumption (85% in RE, 50% in NERD, p=0.025). The level of plasma leptin was not dif-
ferent between the two groups. The level of tissue leptin was also not different between the two groups with an
increasing tendency in RE (mean 32.5 ng/mL vs. 28.0 ng/mL in NERD). Conclusions: We could not find any
association between plasma and tissue leptin levels and the phenotype of GERD. However, increasing tendency in
RE could afford to further studies in near future. (Korean J Gastroenterol 2010;56:15-19)
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Table 1. Clinical Characteristics of the Study Patients according to the Presence of Esophageal Mucosal Break

Characteristics RE (n=20) NERD (n=24) p-value
Mean age (years) (SD) 50 (13) 50 (14) 0.80
Sex (Male/Female) 11/9 9/15 0.36
Mean BMI (kg/mz) (SD) 24.0 (3.7) 21.6 2.7) 0.13
BMI<25 12 20
25<BMI<30 7 4
BMI >30 1 0
Waist circumference (cm) (SD) 88.6 (8.7) 80.9 (8.7) 0.006
H. pylori positive (%) 8 (40) 10 41.7) 1.0
Current smoker (%) 9 45) 3 (125 0.021
Consumption of coffee (yes, %) 17 (85) 12 (50) 0.025

RE, reflux esophagitis; NERD, nonerosive reflux disease; BMI, body mass index.

Table 2. Mean Plasma and Fundic Leptin Levels of the Study
Patients according to the Presence of Esophageal Mucosal
Break

Table 3. Mean Plasma and Fundic Leptin Levels in H. pylori
Negative Patients according to the Presence of Esophageal
Mucosal Break

Leptin RE (n=20) NERD (n=24) p-value
Plasma (ng/mL) (SD) 72.3 (783) 558 (529) 041
Fundus (ng/mL) (SD)  32.5 (13.4) 28.0 (8.9) 0.19

Leptin RE (n=12) NERD (n=14) p-value
Plasma (ng/mL) (SD)  87.2 (95.3) 52.7 45.6) 024
Fundus (ng/mL) (SD)  31.5 (12.3) 28.6 (9.9) 0.50

RE, reflux esophagitis; NERD, nonerosive reflux disease; SD,
standard deviation.
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