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[Abstract] Objective To investigate the protective effects of paeonol (PAE) on autophagy in human neuroblastoma cells
SH-SYSY cells
served as control group, while those induced with AS3T-a-Syn mutation were used as model group. Additional groups included PAE

(150 wg/ml) group, 3-MA (1 mmol/L) group, and PAE(150 pwg/ml) +3-MA (1 mmol/L) group. Cell viability was assessed using

(SH-SYSY) induced by overexpression of a-synuclein (a-Syn), and to explore its related mechanism. Methods

CCK-8 method, cell morphology was observed under an optical microscope, and protein expressions of a-Syn, LC3- 1T, p62, Beclin-1,
phosphorylated c-Jun N-terminal kinase (p-JNK), and p-Bcl-2 were determined by Western blotting. Results Compared with
control group, model control exhibited decreased cell survival (P<0.01), increased a-Syn expression (P<0.001), reduced expression of
autophagy-related proteins LC3- Il and Beclin-1 (P<0.01, P<0.05), elevated autophagy substrate protein p62 (P<0.05), and
decreased expression of autophagy pathway-related proteins p-JNK and Bcl-2 (P<0.0S, P<0.01). Compared with model group, PAE
group showed increased cell survival (P<0.01), decreased a-Syn and p62 protein expression (P<0.01, P<0.05), and increased
expression of LC3- I, Beclin-1, p-JNK and Bcl-2 (P<0.05). Compared with PAE group, 3-MA+PAE group demonstrated increased
a-Syn expression (P<0.05). Conclusions PAE could attenuate the injury of SH-SYSY cells induced by AS3T-a-Syn and eliminate

over-expressed o-Syn by activating autophagy pathway, which may be associated with the upregulation of JNK/Bcl-2 mediated

autophagy pathway.
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