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Indole compound GY3 induces cell apoptosis of

breast cancer MCF-7 through AMPK /COX-2 pathway
Hu Chujiao Zhou Bo Yang Ying et al
( Guizhou Chemical Drug Research and Development Engineering
Technical Center Guizhou Medical University Guiyang 550004)

Abstract Objective To investigate the effect of compound GY3( GY3) on proliferation and apoptosis of breast
cancer Michigan cancer foundation7( MCF-Z) cells and regulating downstream factors of adenosine 5 -monophos—
phate-activated protein kinase/cyclooxygenase2( AMPK/COX=2) signal pathway. Methods MTT assay was used
to measure the inhibition rate of different concentration of GY3 S5-minoimidazole-4-carboxyamide ribonucleoside
( AICAR) celecoxib and AICAR combined with celecoxib on MCF-Z cells. Cell apoptosis rate was detected by
FCM assay. The expressions of acetyl-coa carboxylase product of phosphorylation phosphorylated acetyl-Co A car—
boxylase( P-ACC) and COX-2 were assayed in MCF-7 cells cultured with different concentration of GY3 and GY3
+ Compound C by Western blot. Results GY3 inhibited MCF-7 cell growth in a concentration dependent manner
(P<0.01 P<0.05). GY3 induced apoptosis of MCF-7 cells( P <0.05) . GY3 could increase P-ACC and down-—
regulate COX-2 expression( P <0.01 P <0.05). AMPK inhibitor Compound C could restore activation of AMPK
and inhibition of COX2 by GY3. Conclusion GY3 could inhibit COX2 expression by activating AMPK and sub—
sequently induce apoptosis of MCF-7 cells.

Key words indole derivative compound ; breast cancer; AMPK; COX-=2; apoptosis
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Effect of cadmium on PI3K/AKT signal pathway in mouse leydig cells
Ji Yanli'* Liu Hongmao' Mu Kehan' et al
(' Dept of Occupational and Environmental Health *Dept of Inspection and Quarantine Health
School of Public Health Anhui Medical University Hefei 230032)

Abstract Objective To study the effects of cadmium on phosphatidylinositol 3-kinase /protein kinase B( PI3K/
AKT) signal pathway in mouse leydig cells. Methods TM3 cells ( mouse leydig cell line) were incubated with 20
pmol /L CdCl, and collected cells at 4 h and 8 h after cadmium exposure. The control group was incubated with
corresponding volume PBS and collected cells after 8 h. The mRNA expression levels of interleukin( IL) 40 tumor
necrosis factor( TNF) -« L6 monocyte chemotactic protein( MCP) 4  macrophage inflammatory protein( MIP) 2
MIP4 and cyclooxygenase( COX) 2 were detected by RT-PCR; the protein expression levels of COX2 AKT and
p-AKT were measured by Western blot. Results Compared with the control group cadmium significantly in—
creased the mRNA expression levels of IL-6 and TNF-a ( P <0. 01) ; the mRNA expression level of MCP- was al—
so increased at 4 h group after cadmium exposure ( P <0.01) however cadmium did not affects the mRNA ex—
pression level of MCP- at 8 h group after cadmium exposure. No significant differences on the mRNA expression
levels of MIP4 and MIP=2 were observed between the control group and cadmium groups. Cadmium markedly up-
regulated the mRNA and protein levels of COX=2 in TM3 cells ( P <0.01) . In addition compared with the control
group the protein expression of p-AKT also was significantly increased in cadmium groups ( P <0.01) . Conclu-
sion These results suggest that cadmium could activate PI3K/AKT signal pathway which might partially contribute
to cadmium-induced the secretion of some inflammatory cytokines in mouse testicular leydig cells.

Key words cadmium; leydig cell; inflammation; PI3K/AKT



