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Clinical Research of Combination Chemotherapy of Highly Agglutinative Staphylococcin Plus Cisplatin in the T reatment of
Malignant Pleural Effusion
SHI Dong-mei
(Department of Oncology, the Central Hospital of Liaovang, China Medical University, Liaovang 111000, China)
[Abstract] Objective study the clinical efficiency of highly agglutinative staphylococcine (HASL) and mitomycin plus cisplatin (MMC+DDP) in the
treatment of malignant pleural eftusion. Methods 116 cases of malignant pleural eftfusion patients were randomly divided into 2 groups. Results the etfective
rate in treatment group was 83%, control group 64%.and the scores of Kamotsky in therapy group were higher with less side effects. Conclusion HASL can
eftectively control patients’ malignant pleural effusion, improve quality of lite . less side effects, and is worth spreading.
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The Role of IL- 23/IL- 17 in Experimental Autoimmune Hepatitis
LI Xiqo-n1, DENG Zhi-hua™, HE Jing, WANG Q1
(Department of Gastroenterology, The Second Hospital of Shanxt Medical University, Tarvuan 030001, China)

[Abstract] Objective To investigate the variation of IL-17 in the model mice of experimental autoimmune hepatitis with exogenous IL-23 for its possible
pathogenesis. Methods The C57BL/6 mice were immunized with S-100 to establish the model of experimental autoimmune hepatitis (EAH), the distribution
and the expression levels of cytokines (IL)-17 in the murine liver using immunohistochemical method and lymphocyte from murine spleen were activated
with anti-CD, antibody and treated with IL-23 in vitro, the cytokines, IL-17 were detected using reverse transcription-polymerase chain reaction (RT-PCR )
and ELISA. Result The results were compared with those of normal controls, the expression of IL-17 were increased; We demonstrated that there were
significantly increased IL-17A+ cells in livers of ATH mice, compared to normal mice using immunohistochemical method, and the expression of [L-17A was
significant increase after treatment with IL-23 vs the non-IL-23-treatment control group and the cultured cells both were activated with anti-CD, antibody in
ATH mice. Conclusion Our findings indicate that the IL-23/IL-17 inflammation axis play an important role in the pathogenesis of AIH, IL-23 on EAH may
up-regulate the expression of IL-17 to accelerate the progress EAH, and which might be a target for treatment.
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