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[ Abstract] Objective To explore the influences of allicin on serum epidermal growth factor (EGF),
gastric mucosa epidermal growth factor receptor (EGFR) expression and pathological points of chronic
atrophic gastritis (CAG) without Helicobacter pylori (Hp) infection. Methods Total of 120 patients
with Hp negative CAG diagnosed by the gastroscopy and pathological examination were investigated by
randomized control method in Qingdao Municipal Hospital. They all were randomly divided into treatment
group and control group, with 60 cases in each group. Patients in treatment group were given allicin while
patients in control group were given placebo. The period of treatment for the two groups were 24 weeks.
The findings of gastroscopy and histology of gastric mucosa, as well as the serum EGF and gastritis mucosa
EGFR were recorded and compared before and after the treatment, respectively. Results After therapy,
EGF, EGFR expression and pathological points were lower than before in treatment group, with significant
differences (P all < 0.05); while that in the control group was not with significant difference (P all > 0.05).
Conclusions  Allicin could improve chronic atrophic gastritis pathological points and significantly improve
the pathological situation, and reduce the levels of serum EGF and gastric mucosa EGFR expression, which
may be one of the mechanisms of allicin improving pathological points for the Hp-negative CAG.
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