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Protective Effect of EGCG Against Paraquat Induced Acute Lung Injury in Mice. Jiang Minli, Lv Lixiong. Department of Emergency,
Renji Hospital, School of Medicine, Shanghai Jiaotong University, Shanghai 200127, China

Abstract Objective To study the protective effect of epigallocatechin — 3 — gallate (EGCG) against PQ induced acute lung injury.
Methods Seventy — two C57BL mice were randomly divided into four groups: normal saline group, control group of paraquat (60mg/
kg), EGCG group, and paraquat plus EGCG group. The drug was intraperitoneally injected, and EGCG (4.0mg/kg) was intraperitoneal-
ly injected at 2, 12 and 24h post paraquat intoxication. They were sacrificed to measure the content of serum tumor necrosis factor — a

(TNF — ), and high — mobility group box 1 (HMGB1), and determine the lung tissue HMGB1 mRNA and TNF — o« mRNA expression
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level with R — T PCR method. The pathologic changing of lung tissue was observed and lung HMGBI1 expression was assessed by immuno-

histochemistry. Results The serum and the lung level of TNF - «, HMGBI in the control group of paraquat were obviously increased in

the sixth hour. Compared with control group of paraquat, mice treated with EGCG had significantly lower level of TNF — o and HMGBI.

The infiliration of inflammatory cells and structural damage of lung tissue were reduced in the treatment group of EGCG. Lung immunohis-

tochemical staining of HMGB1 showed that lung HMGBI1 expression was also significantly reduced. Conclusion Our results suggest that

treatment with EGCG could significantly reduce paraquat induced acute lung injury.

Key words EGCG; Paraquat; HMGB1; Acute lung injury
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SIAH1 Induces Anoikis through Up - regulating the Expression of Bim in Breast Carcinoma Cells.

Tao, Li Chunsheng. Zhoushan Hospital, Zhejiang 316000, China
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Wen Yuanyuan,Yang Zhigiang ,Deng

Abstract Objective To investigate the effect and mechanisms of SIAHI1 on the induction of anoikis of breast carcinoma. Methods

MCF -7 cells were transfected with pcDNA3 — myc — SIAHI, pcDNA3 - myc, Bim siRNA or control siRNA using Lipofectamine 2000.

The expression of SIAH1 and Bim were detected by Western blot. Annexin V — FITC/PI reagent kit and Flow cytometry assay were used to

analyze apoptosis in adherent and nor adherent cells. Results

Compared with the control and the cells transfected with the pcDNA3 —

myc, the level of SIAHI and Bim were increased in the cells transfected with the pcDNA3 — myc — SIAH1. And the anoikis percentage

was 7.36% , 8.02% and 38.4%

s

respectively. Further, MCF =7 cells co — transfected pcDNA3 — myc — SIAHI and Bim siRNA showed
lower level of Bim (P <0.05) and apoptosis rate(8.16% and 36.8% ,

respectively) than cells transfected with pcDNA3 — myc — SIAH1

only. Conclusion Overexpression of SIAH1 induced anoikis of breast carcinoma by upregulating the level of Bim.

Key words Breast carcinoma; SIAH1; Bim; Anoikis
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