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[ Abstract] Objective To observe the expression levels of Toll-like receptors 4( TLR4) and cyclooxygenase-
2(Cox-2) in atherosclerotic rabbits and to explore the effects of atorvastatin on the expressions of TLR4 and COX-2.
Methods A total of 36 New Zealand white rabbits (1.8 ~2.4 kg) were randomly divided into the normal group(n =
12), the model group(n =12) and the treatment group(n =12). Except for the normal group, the other groups were
fed with high-fat diet for 8 weeks to establish the atherosclerotic model. After the model was successfully established,
the treatment group was fed with atorvastatin 2 mg/ (kg + d) for 8 weeks. The levels of peripheral blood lipid were
monitored at the time points of 0, 8 and 16 weeks after the treatment. The expressions of TLR4 and COX-2 and the
adverse events were compared among the three groups 16 weeks after the treatment. Results  Compared with those in
the control group, the levels of serum TC, TG and LDL, and the expressions of TLR4 and COX-2 were significantly
elevated in the model group(P <0.01). After the treatment of atorvastatin, the levels of serum TC, TG and LDL
were decreased and the HDL level was increased( P <0.05) , and the expressions of TLR4 and COX-2 were reduced
significiantly in the treatment group( P <0.01). The grading of atherosclerosis under light microscopy was the most
severe in the model group, followed by the treatment group, with significant differences between the two groups and
the control group( P <0.01). Conclusion The co-expression of TLR4 and COX-2 may play an important role in the
pathogenesis of atherosclerosis. Atorvastatin can effectively reduce the expression levels of TLR4 and COX-2 of ather-
osclerosis in the rabbit model.
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human gallbladder carcinoma( GA). Methods

and in 15 cases with chronic cholecystitis by immunohistochemical method. Results

[ Abstract |

Objective To investigate the expression of C-Jun activation domain binding protein 1(JABI1) in

The expressions of JAB1 protein were detected in 65 cases with GA

The positive expression level of

JABI in the pateints with GA (60.0% ) was significantly higher than that in the pateints with chronic cholecystitis

(13.3% ) (P <0.05). Conclusion Elevated expression of JABI is closely correlated with GA, and the detection of

JAB1 may be helpful to evaluate the early diagnosis and prognosis of GA.
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