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Abstract

AIM: To investigate the in vitro action of the
chitosans against Helicobacter pylori and its
influential factor.

METHODS: Stiletto method was used to exam-
ine the inhibitory effect of chitosans at different
concentrations and pH values on three strains
of H pylori, including SSI and two other strains
isolated from patients. Bacteriostatic test was
performed to explore the molecular weight and
metal ion on the bacteriostatic activity of chito-
sans against H pylori.

RESULTS: Chitosans had inhibitory effect on
all the three kinds of H pylori strains, and the
effects were not significantly different between
the three strains (7 > 0.05). Within the scopes
of pH8.5-5.5, the action of chitosan on H pylori
strengthened with the lowering of the pH value
(P < 0.01). Chitosans at different concentrations
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had marked difference in suppressing H pylori (P
< 0.01), and the action reached the peak when it
is at 40 g/L. As the chitosans weighted less than
400 000 u, the bacteriostatic activity increased
first and then decreased, and the chitosan weigh-
ing 10-200 000 u had the strongest action, lasting
134 h. The bacteriostatic activity of chitosans
decreased with the increase of Na" and Mg”*
concentrations.

CONCLUSION: Chitosan has inhibitory ac-
tion against H pylori in vitro, and the action is
strengthened in acid condition. The weight of
chitosans and the concentrations of metal ion
can affect the bacteriostatic activity of the chito-
sans.
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FRY¥E (9/)  pH5.5 pH6.5 pH8.5

0 1.42 +0.32 0 0

10 3.32+0.15  2.15+0.12 0

20 9.28+0.22 7.16+0.16 0

30 14.91+0.25 11.91+0.10 1.93+0.16
40 16.88+0.26 14.35+0.13  2.36+0.27
50 16.86+0.31 14.33+0.11 2.42+0.23
PE P<0.01 P<0.01 P<0.01

3fPpHE 2B AP<0.01.

FERAE (/L) Ssl H pyloriy H pylorig
0 156+0.25 1.33+1.8 1.46 £0.28
10 3.28+0.27 3.26+0.23 3.29+0.21
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30 15.6+0.45  15.1+0.52 15.3+0.38
40 16.9+£0.28 16.3+0.56 16.4+0.32
50 16.8+0.29 16.7+0.16 16.5+0.36
PE P<0.01 P<0.01 P<0.01
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