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Abstract: Objective To investigate the inhibitory effect of the water extracts of Commelina communis on
Helicobacter pylori (H. pylori) and explore its antibacterial mechanism. Methods The active components of
Commelina communis were extracted by water extraction. The groups were set up with 100 mg/mL, 10 mg/
mL, 1 mg/mL, 0.1 mg/mL of Commelina communis extracts and no drug in them. The minimum inhibitory
concentration (MIC) of water extracts against H. pylori and non-H. pylori strains was determined by agar di-

lution method. Scanning electron microscope (SEM) was used to detect the effect of water extracts of Com-
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melina communis on the morphology and structure of H. pylori. Alma blue was used to detect the inhibitory
effect of water extracts of Commelina communis on the biofilm formation of H. pylori. Real-time quantitative
polymerase chain reaction (qPCR) was used to detect the relative mRNA expression of biofilm gene SpoT and
flagella gene FlaA. Results

non-H. pylori strains was 10~100 mg/mL. In terms of antibacterial mechanism, the Commelina communis

The MIC of the Commelina communis water extracts against H. pylori and

water extracts could reduce the flagella and biofilm formation of H. pylori ( P <<0.01), and down-regulate the
related genes, SpoT and FlaA ( P <<0.05).

certain inhibitory effect on H. pylori. The antibacterial mechanism is related to the inhibition of the expres-

Conclusion The water extracts of Commelina communis have

sions of SpoT and FlaA genes.
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