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Abstract: Gastric carcinoma is one of the prevalent types of cancer globally with a notable morbidity and 

mortality rate. Helicobacter pylori (H. pylori) infection has been established as a significant risk factor for 

gastric carcinoma. This paper reviews current literature on the role of H. pylori infection in the 

pathogenesis of gastric carcinoma, exploring molecular mechanisms and clinical implications. 

Furthermore, the paper discusses potential preventive and therapeutic strategies to combat gastric 

carcinoma associated with H. pylori infection. 
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