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[Abstract] Objective To investigate the effect of fructus mume total flavone (FMF) on the regulation
of calmodulin kinase/adenosine monophosphate activated protein kinase (CaMKKB/AMPK) pathway in hu-
man neuroblastoma (SH-SY5Y) cells induced by neurotoxin 1-methyl-4-phenylpyridyl ion (MPP" ), a cell
model of Parkinson’s disease (PD),and the mitochondrial function in SH-SY5Y cells. Methods SH-SY5Y
cells were treated with 250 pmol/L. MPP" for 24 h,and an in vitro model of PD was established. The cells
were divided into 5 groups:the control group (only added SH-SY5Y cells, without any drug) , the model group
(250 pmol/L. MPP" incubated for 24 h),and the FMF low-, medium-,and high-dose groups (MPP" +10,50,
100 pmol/L FMF,respectively). CCK-8 assay was used to detect the cell survival rate,JC-1 staining was used
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to detect the change of mitochondrial membrane potential (AWm), Western blot was used to detect the ex-
pression levels of CaMKKB/AMPK signaling pathway relative proteins CaMKKB, AMPK, phosphorylated
CaMKKB (p-CaMKK) and phosphorylated AMPK (p-AMPK). Results The results of CCK-8 showed that
after FMF pretreatment for 24 h, the survival rate of MPP" damaged cells in the FMF low-, medium-, and
high-dose groups was significantly higher than that in the model group (P<C0. 05 orP<C0. 01). The results of
A¥m test showed that,compared with the control group,the A¥m of cells in the model group was decreased
significantly (P<C0.001). Compared with the model group,the A¥m of cells in the FMF low-, medium-,and
high-dose groups was significantly increased (P <C0. 001). Western blot analysis of related proteins showed
that,compared with the control group,the expression levels of p-CaMKKf and p-AMPK were significantly re-
duced in the model group (P <C0. 01). Compared with the model group, the expression levels of p-CaMKK
and p-AMPK were significantly increased in the FMF low-, medium-,and high-dose groups (P <C0. 05 or P<<
0.01). There was no significant difference in the expression levels of CaMKKR and AMPK before or after
FMF pretreatment (P>>0. 05). Conclusion FMF can alleviate the damage of MPP" to SH-SYSY cells, and
this protective effect may be achieved by activating the CaMKKB / AMPK pathway and improving mitochon-

drial function.
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