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EDITORIAL

Surveillance, Epidemiology, and End Results Program which is 
a comprehensive population-based database on cancer in the 
USA. It covers approximately 35% of the USA population.8 The 
average annual percent change in EAC incidence from 1973 to 
1992 was 9.16% and that from 1992 to 2004 was 4.15%. How-
ever, this change plateaued from 2004 to 2017. The increase of 
EAC over decades may be driven by the increasing incidence 
of obesity in the USA population. There are several evidences 
that obesity causes EAC by both gastroesophageal reflux disease 
(GERD) related effects, with Barret’s esophagus and/or dyspla-
sia and non-GERD related mechanisms, such as systemic in-
flammatory alterations.9 The authors explained that this plateau 
of incidence of EAC might be related to the long-term effects of 
proton pump inhibitors, which can mitigate the inflammation 
caused by reflux. However, as of now, there are limited data that 
reflect the low rate of regression to neoplasia in Barret’s esoph-
agus with chemo-preventive effect of proton pump inhibitors.10 
The rapid increase in obesity from the early 1970s slowed down 
in the 2000s, reaching a plateau,11 and there is a possibility that 
the epidemiological characteristics of esophageal cancer will 
follow these epidemiological changes in obesity, the most pow-
erful factor related to the development of EAC.  

Although treatment modalities and their effectiveness have 
improved in recent decades, the prognosis of esophageal can-
cer is poor in patients with EAC and ESCC. The prognosis of 
esophageal cancer also depends on cancer staging. In this study, 
18.7% cases had early esophageal cancer, including Tis, T1a, and 
T1b lesions, which are potentially resectable, and this propor-
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The incidence of esophageal cancer differs significantly accord-
ing to histological subtype worldwide. Esophageal adenocarci-
noma (EAC) has significantly increased in developed countries; 
in contrast, esophageal squamous cell carcinoma (ESCC) has 
declined in many parts of the world.1,2 Previous global epide-
miological data show that the incidence of EAC overtook that 
of ESCC as early as the 1980s. In the USA, especially in white 
males, EAC has replaced ESCC as the dominant subtype. This 
switch occurred around 2008 in white women in the USA, 20 
years after the crossover in white men.3 One of the most im-
portant factors contributing to the increase in the incidence 
of EAC is generational changes in the prevalence of obesity in 
high-income countries.4,5 Significant decrease in the incidence 
of ESCC in Western populations is likely due to decreased alco-
hol consumption and smoking.6 

Hang et al.7 reported that the annual percent change in the 
annual incidence of EAC from 1973 to 2017 was 767%, which 
was significantly greater than that of the other major malig-
nancies in USA. They used the National Cancer Institutes’ 
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tion has been decreasing over the past decade. Epidemiological 
studies of ESCC in South Korea showed a significant increase 
in early esophageal cancer detection with an endoscopic sur-
veillance program for gastric cancer screening, which has led to 
increased survival.12 The American College of Gastroenterology 
recommends endoscopic surveillance in patients at high risk 
for Barrett’s esophagus; however, routine screening is limited 
to men with reflux symptoms and multiple risk factors such as 
old age, Caucasian race, central obesity, smoking history, and 
family history of Barrett’s esophagus or EAC.13 However, the 
evidence for adhering to this guideline and the resulting cancer 
preventive effect is not yet clear. Further studies are needed to 
derive a risk model that identifies persons at high risk of EAC 
through external validation prior to clinical application and to 
determine the appropriate surveillance program. 
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