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rityGuard C18 (4 mm X3 mm 5 pm) 45.60.75.90.105 min
(50 mmol/L 10 mmol /L ) =19 Am + Ra Am
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Am Am + Ra Le Le + Ra
AUCy_,, mg/(L-+h 724.67 +18.96 677.89 +15.25" 72.59 +18.84 87.71 +20.49*
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The transport of antibiotics used against Helicobacter pylori
in rat stomach and the effects of rabeprazole

Zheng Hailun' °? Hu Yongmei’® Bao Junjun®® et al
(' Dept of Gastroenterology The First Affiliated Hospital of Bengbu Medical College Bengbu 233000; *Dept
of Gastroenterology The First Affiliated Hospital of Anhui Medical University Hefei 230022; *The Key Laboratory
of Gastroenterology of Anhui Province Hefei 230032)

Abstract Objective To explore the characteristic of amoxicillin and levofloxacin in the transport and distribution
in rat stomach in the triple therapy including rabeprazole used against Helicobacter pylori ( H. pylori) and the effect
of rabeprazole on their pharmacokinetics. Methods The model for exploring the antibiotics transport and distribu—
tion in rat stomach was prepared. The different sample in rat including blood the different region gastric mucosa
and the total gastric juice were obtained in the different time point after administration. The antibiotic concentra—
tions in the different sample were surveyed by high performance liquid chromatography ( H. PYLORILC) . The sta—
tistical analysis of the pharmacokinetics parameters of the drugs transport and distribution were carried out. Results
The amoxicillin T,,, in rat blood was 1 h or so. Rabeprazole did not significantly change the pharmacokinetic pa—
rameters of amoxicillin in the plasma and lengthened the levofloxacin T, in the plasma. Amoxicillin concentration

in rat stomach was lower significantly than that in the plasma. Levofloxacin concentration in rat gastric juice was
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higher than that in the plasma. The two antibiotics concentration in the forestomach mucosa was lower than that in

the glandular stomach mucosa. The deviation of two antibiotics concentration in the different region of the glandular

stomach mucosa was not statistical significance. Conclusion

The antibiotic amoxicillin and levofloxacin used a—

gainst H. pylori could penetrate the gastric mucosa into the stomach. The antibiotic concentration in gastric mucosa

in the different regions is different. The active transport mechanism of the transporting levofloxacin could exist in

the stomach. Rabeprazole could affect levofloxacin kinetic parameter in blood or gastric mucosa.
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