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time (1 3 6 h) MTT method and LDH activity were used to observe the change of cells growth viability. The
concentrations of FITC in samples and TEER of Caco2 cells were examined to understand the effect of Hey on Ca—
co-2 cells permeability. The synthetic levels of LTE, and PGE, were measured by enzyme linked immunosorbent as—
say ( ELISA) in cells supernatant and the activity of NF«B was detected by Gel mobility migration ( EMSA) . Re-—
sults  After treatment with Hey the viability of Caco2 cells were significantly inhibited with a time and dose de—
pendent manner. With the increasing of Hey concentrations the TEER significantly decreased and the FITC trans—
membrane transport greatly increased the levels of LTE, and PGE, in cells supernatant were markly augmented ( P
<0.05) ; the activity of Caco2 cells treated with Hey (50 pwmol/L) significant augmented with a time dependent
(1 3 6 h) manner. Conclusion Hcy can accelerate the synthesis of LTE, and PGE, in intestinal mucosa by acti—
vating NF«B signaling pathway causing intestinal mucosal inflammation damage in Caco2 cells.
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The relationship between NLRP3 inflammasome and

liver immune injury in trichloroethylene-sensitized mice
Xie Haibo Li Na Chen Shuangping et al
( Dept of Occupational and Environmental Health School of Public Health
Anhui Medical University Hefei 230032)

Abstract Objective To explore the the relationship between NLRP3 inflammasome and liver immune injury in
trichloroethylene-sensitized mice by detect the expression of NLRP3 inflammasome. Methods Totally 22 female 6
~8 weeks SPF BALB/c mice were randomly divided into blank control group (n =6) solvent control group (n =
4) and TCE treatment group ( n =12) to build the TCE-sensitized mice module. 24 hours after the last challenge
all 12 TCE treated mice were divided into TCE sensitized group and TCE non-sensitized group according to the skin
sensitization reaction score. All mice were sacrificed at 72 h after the last challenge. The blood were collected and
then used for detecting the serum ALT and AST levels to present for liver function. Mouse liver pathology was ob—
served after mouse liver took out at aseptic conditions. The level of NLRP3 protein was observed by immunohisto—
chemical and Western blot. The liver NLRP3 mRNA level was tested by real-ime PCR. Results Compared with
blank control group solvent control group and TCE non-sensitized group ALT and AST levels of TCE-sensitized
group were significantly increased ( P <0.05) . There were no obvious pathological changes in blank control group
solvent control group and TCE non-sensitized group. In TCE-sensitized group a large number of hepatocytes were
swollen the nucleus was ruptured or disappeared and inflammatory cells were gathered. The results of immunohis—
tochemical showed a large number of NLRP3 expressed in TCE-sensitized mice liver. The results from Western blot
showed that the liver NLRP3 protein was significantly higher than blank control group solvent control group and
TCE non-sensitized group. The gene level of NLRP3 was also significantly increased by real-time PCR. Conclusion
The NLRP3 inflammasome is significantly increased in TCE—sensitized group mouse indicate that NLRP3 inflam—

masome may associated with the liver immune injury in trichloroethylene-sensitized mice.
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