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[ Abstract ] Objective  To study the effect of apigenin ( AGN) on autophagy and oxidative stress, and its
neuroprotection in MPP*-induced Parkinson’ s model cells. Methods CCK-8 assays were used to screen the effective
concentration of AGN. SH-SY5Y cells were divided into six groups: (D Control group; @ MPP* group; @ group A: 10
pmol/L AGN;; @ group B: 20 pmol/L AGN; ® group C: 40 pmol/L AGN; ® group D: 100 pmol/L AGN. After
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determining the effective concentration of AGN , the cells were divided into three groups: Control, MPP", and AGN+MPP*
groups. Apoptosis, protein expression of Caspase 3, Bcl-2, Bax, LC3-1I, LC3-I, Beclin-1, and ULK-1, and propylene
glycol, superoxide dismutase, and glutathione peroxidase levels were examined. Analyze each group of GFP-LC3 spots.
Results AGN at 40 wmol/L significantly reduced the cytotoxic damage induced by MPP*. Therefore, 40 pmol/L. AGN
was chosen as the optimal protective concentration for subsequent experiments. The apoptosis rate of the AGN+MPP™ group
was lower than that of the MPP* group (P < 0.05). Compared with the MPP" group, expression of Caspase 3 was
decreased and the the Bcl-2/Bax ratio was increased in the AGN+MPP™ group (all P < 0.01). Compared with the MPP*
group, expression of MDA was inhibited (P < 0.05) and the activities of GPX and SOD were restored in the AGN+MPP*
group (P < 0.05). Intracellular GFP-LC3 spots in the AGN+MPP" group were significantly reduced compared with those
in the MPP" group (P < 0.05). Compared with the MPP™ group, the L.C3-11/LC3-1 ratio and expression of Beclin-1 and
ULK1 were significantly reduced in the AGN+MPP" group (all P < 0.05). Conclusions AGN alleviates apoptosis of SH-
SY5Y cells induced by MPP™ and enhances their antioxidant capacity. Its cytoprotective effect may be related to reduction of

autophagy.
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Figure 1 Effects of different doses of AGN on the viability of
SH-SY5Y cells induced by MPP*
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Note. A, Apoptotic rate of each group was detected by flow cytometry. B, Comparison of cell apoptosis rate in each group,

Compared with control group, ™ P<0. 01. Compared with MPP* group, *P<0.05. C, Western blot was used to detect the

expression of Caspase3, Bcl-2 and Bax protein in each group. D, Comparison of the relative level of Caspase3 and Bel-2/

Bax value in each group. Compared with Control group, " P<0.01. Compared with MPP* group, #P<0.01.

Figure 2 Effect of AGN on cell apoptosis and apoptosis-related proteins
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Figure 3 Effect of AGN on oxidative stress of model cells
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Figure 4 Effect of AGN on GFP-LC3 plaque formation and autophagy protein
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A TR LA 25 S DI RE RS, 3 it

SR MELNIKINEEFER L SHE (MMDS) FH & O AL B FT B K AR EY

2 R MEGRR D BE AT 25 A1 (MMDS ) J&— 2 5 Zobr ARk i 7 & iR A% JE [ (nDNA ) 2848 5| & 14k
BB, MMDS 7] i s R AR Z5 40 A1 D) RE )™ BRI, T 35 Z A Rihis 4 . IE4Fk© A MMDS B35
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BHST O WA LU T Tscal BERZ4E T (Iscal -HET) KR, i i 3% 5 B A5 40 AT VR 4% 52 & Wi Pk M e &

—= K
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