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[Abstract] Objective To observe the effect of Aikangfang medicated serum on the mRNA levels of
PI3K and AKT in mice Lewis cells. Methods Referring to prophase medicated serum preparation method by
the research group,the SD rats were divided into the normal saline control group (NS group), Aikangfang
low, medium and high doses groups,cyclophosphamide (CTX) group,Aikangfang low, medium and high doses
respectively combined with CTX groups (low dose+CTX group,medium dose+CTX group,high dose+CTX
group) , 10 cases in each group. The medicated serum was prepared. Twenty percent optimal medicated serum
was used to intervene the cells. The experimental groups included the low dose, medium dose and high dose
groups,CTX group,low,medium and high doses+CTX groups,the control group was the NS group,and the
blank control group was only added by DEME medium. The levels of PI3K and AKT mRNA were detected by
RT-qPCR at 24,48 h after intervention. Results The PI3SK mRNA level at 24 h in each experimental group
was significantly reduced,which in the low dose+ CTX group was most obvious. At 48 h,the PI3K mRNA
level in the NS group was higher than that in the blank control group;the PI3K mRNA levelsin the low dose
group and CTX group were only slightly lower than that in the blank control group,the PI3K mRNA levels in
the other experimental groups were significantly decreased. Except for the low dose group at 24 h,the AKT
mRNA level in each experimental group was significantly lower than that in the blank control group.and the
mRNA level at 48 h in each experimental group was also reduced. Conclusion Aikangfang reduces the levels

of PI3K and AKT mRNA in Lewis cells,moreover,its combination with cyclophosphamide plays the synergistic
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effect. It is speculated that this effect might be related to the PI3K/AKT signaling pathway.
[Key words] Aikangfang;mice Lewis cells; PI3K/AKT signal pathway
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