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[ Abstract] PPl is the foundation of the treatment of peptic ulcer, which facilitates the healing of ulcer
and provides a favorable environment for antibiotics to kill H. pylori. CYP2C19 enzyme, the metabolizer of
PPI expressed by CYP2C19 gene, can mutate to CYP2C19*2 or CYP2C19*3 genes. The enzyme expressed
by either of these two genes has as strong activity as CYP2C19 enzyme itself, thus the patients with these
mutant genes will leave PPI a longer time to function. Individuals can be classified into mainly three groups:
homozygous extensive metabolizer (homoEM), heterozygous extensive metabolizer (hetEM) and poor
metabolizer (PM). For EM patients, a triple treatment is usually needed, while for PM ones, a bigeminy
treatment is always enough. CYP2C19 genotype can also exert an influence on the interaction between
PPI and other medicines, like clopidogrel. By gene detection, we can make sure what gene this patient
bears and give an effective and economical therapy accordingly. This article summarize the CYP2C19 gene
polymorphism and the relationship between CYP2C19 genotype and therapeutic effect on peptic ulcer , the
significance of CYP2C19 gene detection for individualized treatment of peptic ulcer and the importance of
translation from scientific research to clinical practice.
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