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Abstract; To investigate the effect of Ilk on secretion of IL — 8 and TNF - a in LPS - stimulated mammary

epithelial cells (MECs) ,Ilk gene was transfected with RNA interference, then the best transfection concentration

was obtained by real — time quantitative RT — PCR. Meanwhile, the transfection efficiency was evaluated by the

Aktl relative transcript levels assayed by RT — PCR and the content of Aktl protein measured by ELISA. The
content of IL — 8 and TNF — o in the mouse MECs were measured by ELISA. The results showed that the
transfection efficiency of Ilk — mus —595 in 20 nM was highest (84.83% ) ,which could significantly inhibited Ilk
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mRNA expression( P <0.01). When the mouse MECs was transfected with siRNA of Ilk and stimulated with

LPS, compared with the control group, the expression of Aktl mRNA and protein was significantly reduced after

the silence of Ilk gene (P <0.05). The secretion of TNF — o was prominently reduced (P <0.05), but there

was no change (P >0.05) on the IL — 8 content in each group. These results indicated that the silence of Ilk

could change the expression of Aktl and reduce the secretion of TNF — o in LPS — stimulated MECs, which proved

that its anti — infection effect maybe related to Ilk,so Ilk could be chosen as a target gene to further explore the

immune function of mouse MECs. Which can provide new train of thought and experimental data for treatment of

mammary gland inflammation and provide theoretical basis for the development and application of new drugs.
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