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Abstract

Helicobacter pylori infection of the lining of stomach and duodenum induces an array
of inflammatory cytokine production leading to gastritis and peptic ulcer diseases. Standard
treatment for H. pylori infection with antibiotics and anti-secretory drugs has limitation in
some patients. Previous study has shown that treatment of H. pylori infected patients with
Curcumin can relief clinical symptoms regardless of persistence of the bacteria. The aim of
this study is to investigate the effect of Curcumin from Curcuma longa on the production of
Interleukin (IL) - 8, IL-1P, Tumor necrosis factor (TNF) — @, inducible nitric oxide synthase
(iINOS) and cyclooxygenase (COX) — 2 in chronic gastritis H. pylori infected patients.
Patients were randomly assigned to receive either a one-week course of standard treatment
or a four-week course of turmeric tablet. Gastric biopsies were collected and examined for
the level of inflammatory cytokines mRNA by semi-quantitative reverse transcription
polymerase chain reaction. The eradication rate in of H. pylori in patients received standard
treatment was significantly higher than patients received Curcumin (78.9 % versus 5.9 %).
This suggests that Curcumin does not have anti-bactericidal on H. pylori. The levels of IL-8
mRNA expression in anti-bacterial treatment group significantly decreased after treatment,
but no significant changes of the levels of IL-13, TNF-a, iNOS and COX-2 were found. The
levels of IL-8, IL-1, TNF-a and COX-2 did not differ between before and after treatment in
the Curcumin group, but there was a significant increase in the level of INOS. Patients
received standard treatment significantly produced IL-8 and COX-2 less than patients
received curcumin after treatment. Most of the patients in the Curcumin group had relief
symptoms although there were no changes in the levels of cytokines, suggesting that there

might be other effects of Curcumin which were not investigated in our study. Further
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