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Gastroesophageal Reflux Disease
Definition and Epidemiology
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Fig. 1. Natural history of GERD”. It is possible to stay in each subgroup or to move into another subgroup.

(NERD : non-erosive reflux disorder, ERD
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Table 1. Reported Prevalence of Reflux Esophagitis in Korea'

% of Reflux esophagitis

Author Year of study Population No. of cases Male Fomale Total
Nah 1988-1993 symptomatic 10,748 1.3
Yi 1993 health check 2,795 3.3 0.2 2.4Q.7)
Yum 1994-1996 symptornatic 1,010 7.8 3.0 5.3
Jeon 1996 health check 8,314 3.7(3.2) 0.1(1.7)
Yoon 19961999 symptomatic 28,037 3.7
health check 13,439 24
Lim 1999 symptomatic 2,740 7.2
health check 6,401 5.8
* total age adjusted prevalence
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