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Effects of ADAMY gene interference on proliferation of non-small cell lung

cancer cells A549 in vitro and in vivo
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[Abstract] Objective To study the effect of ADAMP gene intervention to non-small cell lung cancer
(NSCLC) on the proliferation of NSCLC A549 cells in vitro and in vivo. Methods Twenty-four adult nude
mice were used to establish the transplanted tumor model and A549 was inoculated under the skin of the ani-
mals. The in vivo tumor in the 24 nude mice to be included was increased to 4 mm and then the grouping was
conducted; after in vivo tumor forming,.24 nude mice were divided into the control group which was given the
normal saline,the ADAMY group which was given 40 pg/kg ADAMY each time for conducting the interven-
tion, the cisplatin group was given 20 mg/kg cisplatin each time for conducting the intervention,and the com-
bination group was simultaneously given the substance of ADAMY group and cisplatin group each time for
conducting the intervention;the nude mice in 4 groups were given the medication twice a week,and the tumor
size in vivo was measured once a week for a total of 7 weeks. Results Compared with the control group,the
ADAMY group found that the survival curve of in vivo xenograft tumors in animal was decreased significantly
(P <C0. 05) ,while which in the nude mice xenograft in vivo of the cisplatin group and the combination group
was significantly stable (P<Z0. 05) ;the tumor in the cisplatin group was significantly smaller than that in the
ADAMY group (P<C0.05) ,and the tumor weight after 6-week intervention in the combination group was sig-
nificantly higher than that of the cisplatin group,and the difference was not statistically significant (P >
0.05). Conclusion The in vitro study found that ADAMY can effectively promote the proliferation and protection
effect of A549; the in vivo data found that ADAMY can promote tumor growth,but the cisplatin group has a signifi-
cant inhibitory effect on A549,confirming that cisplatin and ADAMY have no significant effect on A549 proliferation.
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