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Establishment of mouse model of acute liver injury
induced by cadmium chloride

Wu Yonggin', Guan Cunjie', Liu hongmao, et al
('The First School of Clinical,, *School of Public Health, Anhui Medical University, Hefei 230032)
Abstract Objective To establish the mouse model of acute liver damage induced cadmium chloride and elucidate
the mechanism of Cd-inducediver injury. Methods
with a single dose of CdCl,(4 mg/kg) and killed at different time( 6, 12, 18, 24 h) after Cd treatment, or admin—

The adult male mice were intraperitoneally (i. p.) injected

istrated with different doses of CdClL,( 1, 2 or 4 mg/kg) i. p. and sacrificed at 18 h after Cd exposure. The control

group received only equal volumes of normal saline. Histopathology of liver tissues, serum of ALT, AST and MDA,
and MDA ,NO,GSH,GSH-PX of liver tissues were observed. Results

kg dosage, i.p, liver tissues appeared visible pathological changes with severe ballooning degeneration and necro—

18 hours after the treatment of using 4 mg/

sis, the levels of ALT and AST in serum were obviously higher. In addition, at 18 h after Cd treatment, the levels
of MDA and NO in liver tissues significantly increased in the cadmium group, however, the level of GSH and the
activity of GSH-PX in liver tissues significantly decreased. Conclusion A mouse model of acute liver injury is
successfully established by intraperitoneal injection with 4 mg/kg CdCl, at 18 hours after Cd treatment. The mecha—
nism might be associated with the increase of MDA and NO and the decrease of the level of GSH and the activity of
GSH-PX in liver tissues.
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Apoptosis induced by resveratrol in human lung cancer A549 cells

and relation with p38 MAPK signal pathway
Hua Congshu, Chen Hai,Zhang Chaodong, et al

( Dept of Thoracic Surgery,Anhui Province Chest Hospital , Hefei 230022)
Abstract Objective To study resveratrol( Res) -induced apoptosis in human lung cancer A549 cells and relation
with mitogen—actived protein kinase( MAPK) signal pathway. Methods Cytotoxicity was analyzed by CCK-8 meth—
od. Apoptotic cells were stained with Annexin V — FITC/ PI and were detected by flow cytometry. Protein expres—
sions of cleavage of the Caspases ( Caspased, Caspase3) and MAPK( p38,p—p38) were detected by Western blot
Res inhibited proliferation of A549 cells with IC,, value of (10.6 =1.2) pmol/L and induced

cell apoptosis. Compared with the control group, apoptotic ratio increased rapidly within 24, 36, 48 h after Res

analysis. Results

(10 pmol/L) treatment. Cleavage of the Caspase-, Caspase-3 was observed in A549 cells treated with different
doses of Res for 48 h. p38, pp38 were activated. Conclusion Res inhibits proliferation and induces apoptosis of
A549 cells. Activation of p38 pathways may be one of its mechanisms.
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