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Abstract
The original article by Yuichi et al explored whether the Japan Narrow-Band Imaging Expert Team classification and the pit pattern classification are suitable for diagnosing neoplastic lesions in patients with ulcerative colitis. In this letter, we offer some other perspectives. Risk factors for colorectal tumors include type 2 diabetes. Among genetic factors, the deletion or mutation of some genes, such as the p53 gene, can lead to colorectal tumors. There are significant gender differences in the occurrence and development of colorectal tumors. Some non-genetic factors, such as smoking, are also associated with the development of colorectal tumors. These all suggest that colorectal tumors are not only caused by ulcerative colitis, and we suggest further exploration and differentiation between colitis and colorectal tumors.
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Core Tip: Among genetic factors, the deletion or mutation of some tumor suppressor genes can lead to colorectal tumors. Non-genetic factors are also associated with the development of colorectal tumors. The underlying disease can be a risk factor for colorectal tumors. There are significant gender differences in the occurrence and development of colorectal tumors. These all suggest that colorectal tumors are not only caused by ulcerative colitis, and we suggest further exploration and differentiation between colitis and colorectal tumors.

TO THE EDITOR
We read with great interest the study by Kida Y et al[1] which was published in the world journal of gastroenterology. The study focused on whether the Japan Narrow-Band Imaging Expert Team (JNET) classification and pit pattern classification are applicable for diagnosing neoplastic lesions in patients with ulcerative colitis (UC). This study found that The JNET and pit pattern classifications did not show high accuracy in diagnosing the pathology and invasion depth of neoplastic lesions in UC patients. Endoscopic diagnosis of neoplastic lesions in UC patients is still difficult and treatment strategies need to be carefully determined. Although the authors' findings provide new methods and ideas for existing diagnosis and treatment problems, our team agrees that there are still some issues that need further discussion in this paper.
In the case of genetic factors, environmental factors, living habits, and other adverse factors, everyone is theoretically at risk of developing colorectal tumors. The study by Simon[2] showed that genetic disorders such as Lynch syndrome, a personal history of inflammatory bowel disease, and type 2 diabetes are all predisposing factors for developing colorectal tumors. In genetic factors, deletion or mutation of some genes, such as the p53 gene, can also lead to colorectal tumors[3,4]. There are significant gender differences in the development of colorectal tumors, and the colorectum is a common tumor-producing organ in both men and women[5]. The study by Kim et al[6] showed that women over 65 had higher colorectal cancer mortality compared with men of the same age group. Colorectal cancer detection time and mortality are related to the site of colorectal cancer. Compared with right-sided colon cancer, left-sided colon cancer was detected later and more differentiated. In clinical work, it was found that the proportion of right-sided colorectal cancer in women is much higher than in men. All of the above evidence suggests that the mortality rate of female patients with colorectal cancer may be higher than that of male patients. 
Some non-genetic factors, such as smoking, are also associated with the development of colorectal tumors. Among the etiologies of non-hereditary colorectal tumors, smoking has local and systemic effects on the colorectal mucosa through the production of carcinogens[7]. The nicotine in tobacco is potentially addictive and increases the patient’s dependence on tobacco, thereby increasing the risk of colorectal cancer. In addition, the mutation rate of tumor suppressor genes in smokers was significantly higher than in non-smokers. Among the many mutant genes, the p53 gene mutation is the most important. These phenomena are related to the occurrence and development of colorectal tumors. The study by Siegel et al[8] shows that women under 49 are about 3% more likely to die than men.
In summary, colorectal tumors are not only caused by ulcerative colitis. Research by Curtin K shows that smoking (> 20 pack-years vs non-smokers) was associated with TP53 mutations (OR = 1.4, 95%CI 1.02-2.0), BRAF mutations (OR = 4.2, 95%CI 1.3-14.2), and MSI mutations (OR = 1.4, 95%CI 1.02-2.0) in rectal tumors and was associated with an increased risk of rectal cancer. Long-term exposure to > 10 h/wk of environmental tobacco smoke was associated with an increased risk of KRAS2 mutations (OR = 1.5, 95%CI 1.04-2.2)[9]. Colorectal cancer is also related to genetic factors, living habits, eating habits, etc. It may not be clear that patients with chronic ulcerative colitis developed colorectal tumors due to chronic inflammation in this study. To further explore whether chronic ulcerative colitis is a risk factor for colorectal tumors, genetic factors, dietary habits, lifestyle habits and other factors need to be further discussed.
Type 2 diabetes has been shown to be a risk factor for colorectal tumors. Among genetic factors, deletion or mutation of some genes, such as the p53 gene, can lead to colorectal tumors. There are significant gender differences in the occurrence and development of colorectal tumors. Some non-genetic factors, such as smoking, are also associated with the development of colorectal tumors. These all suggest that colorectal tumors are not only caused by ulcerative colitis. Therefore, we suggest further exploration and differentiation between colitis and colorectal tumors.
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