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Abcetract:

Isolated 22 isolation from Aggregatibacter actinomycetecomitans of (70) people from
patients with Periodontitis for the period between the February2013 to June 2013 and infection
rate was ( 31.4% ) and bacteria diagnosed by conducting tests of morpholo -gical and
biochemical. Lipopolysaccharide (LPS) was extracted from bacteria using (LPS Extraction Kit)
.The effect LPS was tested to induce cytokines , including cytokine IL-1B by estimating the
levels of technology (ELISA). Study aimed to the inhibitory effectiveness of xylitol on LPS
inducement by local injection for LPS two doses in gingivalis male rats which were divided into
three groups injected first with LPS injected Other xylitol with LPS, either was injected with
normal saline promised as a control. The results showed sig nificant differences the groups , and
increased levels of cytokines in the serum of rats after 24 and 48 h of injection, the highest value
recorded in the group treated with LPS and two doses was(33359.50 &31477.83)Pico g/ml for
interleukin IL-1p first dose after24 -48 h respectively,compared to control(18810.33&21110.00 )
Pico g / ml for the first dose , while the second was ( 31727.83 & 33842.83) Pico g / ml
sequentially as well and compared to control for

the second dose was ( 19043.66 & 21276.66 ) Pico g / ml respectively , the study also
showed that xylitol may inhibited LPS induced IL-1p in second group and decrease significant
when compared to the group LPS and control , which were ( 25634.66 & 26234.66 ) Picot g / ml
, respectively, for the first dose , while the second was (26340.38& 26801.94 ) Pico g / ml
sequentially as well, and thus conclude that the xylitol inhibition effectiveness of against LPS
induced to produce inflammatory cytokines.
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