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Effect of aspirin on resistant helicobacter pylori in vitro

Abstract

ZHU Xiping, REN Xu, SUN Xiaoling, LIN Xijie, LI Rui, YU Dan, XUE Zhaoguo, YANG Yue

(Department of Gastroenterology, Digestive Disease Hospital, Heilongjiang Provincial Hospital, Harbin 150001, China)

Objective: To evaluate the effect of aspirin on the clarithromycin resistance of helicobacter pylori (HP) and
explore its possible mechanism. Methods: HP2669S clarithromycin resistant strain was obtained by multiple
concentration of clarithromycin stimulation to HP2669S5 standard strain. Agar dilution method was used to
detect the minimum inhibitory concentration (MIC) of aspirin to HP26695 clarithromycin resistant strain. After
clarithromycin resistant HP was cultured in medium with low concentrate aspirin for 30 days, its resistance to
clarithromycin was detected, and the gene expression of efflux pump system hefABC was measured by quantitative
real-time PCR. Results: HP2669S clarithromycin resistant strain was successively obtained with multiple
concentration of clarithromycin stimulation, and its MIC was 8 ug/mL. After incubated with low concentrate

aspirin for 30 days, the MIC of HP26695 clarithromycin resistant strain was declined and its sensitivity to
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clarithromycin was increased, while the gene expression of efflux pump system hefABC in clarithromycin resistant

HP hadn’t changed. Conclusion: Aspirin could inhibit the growth of clarithromycin resistant HP at some point,

and enhanced its sensitivity to clarithromycin, while this action was not associated with the gene expression of

efflux pump system hefABC.
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Figure 1 Effect of aspirin on the growth of CLR-HP
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Figure 2 Effect of clarithromycin on the growth of CLR-HP
and aspirin-HP
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Figure 3 Gene expression of hefABC in HP26695, CLR-HP and
aspirin-HP
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