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In vivo study on MCF-7 cells transfected with ADAM17-shRNA
implanted in nude mice*
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Abstract: Objective To explore the effect of ADAM17-shRNA on implanted tumor of MCF-7 breast cancer
cells in nude mice. Methods Thirty nude mice were randomly divided into transfection group (MCF-7-ADAM17-
shRNA), vector group (MCF-7-shNC) and control group (MCF-7). Three groups of cell suspension were injected
subcutaneously in the right side of the footpath of the corresponding nude mice. The general condition of the nude
mice was observed every day. When the tumor nodules were measured, the tumor sizes were measured every 4
days. All nude mice were sacrificed by cervical dislocation on the 28th day after implantation. The morphological
structures were observed after HE staining, and the expressions of ADAM17, p-EGFR, EGFR, p-AKT, AKT,
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p-ERK and ERK in three groups were assayed by Western blot. Results The tumor sizes of the control group,
the vector group and the transfection group were (639.821 + 15.429) mm’, (643.350 £ 15.543) mm’ and (240.233

+ 10.536) mm’ respectively. There were differences in tumor volume among different time points in the three

groups (P < 0.05). There were differences in tumor volume among the transfection group, the control group and

the vector group (P < 0.05). Compared with the transfection group, the necrosis areas in the vector and control
groups were lager. The data of Western blot showed that the expressions of ADAM17, p-EGFR, EGFR, p-AKT,
AKT, p-ERK and ERK in the transfection group were significantly lower than those in the control and vector groups
(P <0.05). Conclusions ADAM17-shRNA can effectively inhibit the growth of transplanted tumor of human breast
cancer MCF-7 cells in nude mice. EGFR-PI3K-AKT and EGFR-MEK-ERK signaling pathways are involved in the

process.
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