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Table 1. Precancer classification

1) Acquired microscopic precancers

2) Acquired large lesions with microscopic atypia

3) Precursor lesions occurring with inherited hyperplastic
syndromes that progress to cancer

4) Acquired diffuse hyperplasia and diffuse metaplasia

5) Currently unclassified entities
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Fig. 1. Possible courses of canceri-
zation of gastric ulcer (from Mura-
kami T. I Gastroenterol 1967;2:253-
259).
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Fig. 2. Remnant gastric carcinoma
observed during endoscopy (A) and
after extended total gastrectomy (B).
The patient had received Billoth 11
subtotal gastrectomy due to ulcer
perforation 23 years ago. The path-
ologic diagnosis was lymphoepithe-
lioma-like carcinoma (C) and was
Epstein-Barr virus positive by EBER
in situ hybridization (D).

5 years 5 years 3 mo-2 years
50~90%
0%
Mild Moderate High grade Gastric
dysplasia ¢ 60% dysplasia ¢ dysplasia cancer
(]

Fig. 3. Natural history of gastric adenoma (from Luk GD. Sleisenger & Fordtran’s Gastrointestinal and Liver Disease. 6th ed. page 736).
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Table 2. Precursor lesions occurring with inherited hyperplastic
syndromes that progress to cancer

First-degree relatives of gastric carcinoma patients
Germline mutations of ATMS, TP53 (Li Fraumeni SD), BRCA2
Hereditary diffuse gastric carcinoma
Germline mutation of E-cadherin (CDH1)
HNPCC (hereditary non-polyposis colorectal cancer)
Mismatch repair deficiency, intestinal type, MSI-high
Gastrointestinal polyposis syndromes
Familial adenomatous polyposis (40% of FGP have dysplasia)
Peutz-Jeghers polyposis (malignant potential in 2~3%)
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Classification and Clinical Implications of Precancerous Lesions in the Stomach

Kyoung-Mee Kim, M.D. Ph.D.

Department of Pathology, Samsung Medical Center, Sungkyunkwan University School of Medicine, Seoul, Korea

During carcinogenesis, precancers (premalignant lesions) are the morphologically identifiable lesions that precede invasive
cancers. In theory, the successful treatment of precancers would result in the eradication of most human cancers. Despite
the importance of these lesions, there has been no effort to list and classify all of the precancers. In 2001, the NCI
sponsored a workshop on the classification of precancers. When considering all the possible classes of precancers,
it is worth noting that not all precancers are neoplastic. In fact, precancers need not progress to cancer, and precancerous
lesions often have a high rate of regression. Thus, the following five classes were adopted: 1) acquired microscopic
precancers; 2) acquired large lesions with microscopic atypia; 3) precursor lesions occurring with inherited hyperplastic
syndromes that progress to cancer; 4) acquired diffuse hyperplasias and diffuse metaplasias; and 5) currently unclassified
entities. In this review paper, precancerous lesions of the stomach are classified and their clinical significance is described.
(J Korean Gastric Cancer Assoc 2009;9:46-50)
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