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ABSTRACT : Gastric Ulcer, Gastric Ulcer GU) and Gastric cancer (GastrioCancer Gc) is a common disease, frequently-occurring
disease in our country and the world population. In recent years, the incidence of gastric ulcer has shown a downward trend, but it
remains one of the most common diseases of digestive system disease, and has been regarded as one of precancerous lesions. According
to statistics, about 5% of the gastric ulcer can arise, even have statistics of up to 29.4% of gastric cancer from gastric ulcer ™. In malignant
tumors throughout the world, gastric cancer ranks No. 4 with the 2nd fatality rate, while, in our country is No. 1. Studies on the molecular
mechanisms of gastric cancer have shown that genetic variation is the internal cause of cell canceration . A variety of actors, such as
oncogenes, tumor suppressor genes and mismatch repair genes, cell signaling pathways of anomalies, changes in cell cycle regulation and
related products, have certain influence on the occurrence and development of gastric cancer, among which Survivin, DNA methylation
and CD44 have always been found in gastric cancer tissues in recent years and have become the research hotspot of genes. Understanding
the differences in the expression of Survivin, Dnmt and CD44 in the gastric ulcer and gastric cancer helps to deepen the understanding of
mechanisms of gastric cancer development and metastasis, which provides further theoretical basis for the treatment of gastric ulcer and
gastric cancer in clinical application theoretical basis and finding better treatments.
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