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Abstract;Objective To investigate the neuroprotective effects of ciprofol in a Parkinson's disease (PD)
model by regulating autophagy and neuroinflammation. Methods Thirty rats were randomly divided into
three groups (10 rats per group) : the control group, PD model group (PD group) and ciprofol intervention
group (ciprofol group). Behavioral tests and neurological deficit scores were conducted for all groups. Patho-
logical changes in the substantia nigra were assessed using hematoxylin and eosin (HE) staining. Oxidative
stress markers [ superoxide dismutase (SOD), malondialdehyde (MDA, glutathione peroxidase (GSH-Px) |
and inflammatory cytokines [interleukin-18 (I1L-18) ,interleukin-6 (I.-6), tumor necrosis factor-a ( TNF-a) ]
in the substantia nigra were quantified via enzyme-linked immunosorbent assay (ELISA). Immunofluores-
cence staining was employed to detect relative fluorescence intensity of tyrosine hydroxylase (TH) and micro-
tubule-associated protein 1 light chain 3 (LC3) ,while Western blot analysis was performed to measure protein
levels of TH,L.C3,ubiquitin-binding protein p62 (p62) and Beclin-1 in the substantia nigra. Results Neuronal
arrangement was more orderly,neuronal count was significantly increased.and the number of swollen and vac-
uolated degenerative neurons was markedly reduced in the ciprofol group compared with the PD group,accord-
ing to HE staining results. Compared with the control group,latency to fall was significantly shortened, hang-

ing score was significantly reduced; SOD and GSH-Px levels in the substantia nigra,the relative fluorescence
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intensity of TH and LC3,the protein expression levels of TH and Beclin-1 and the LC3 [l /LC3 | ratio were
also significantly decreased; whereas time to climb the pole,neurological deficit scores,levels of MDA,IL-18,
1L.-6 and TNF-« in the substantia nigra,as well as p62 expression level,were significantly increased in the PD
group and the ciprofol group. All differences were statistically significant (P <C0. 05). Compared with the PD
model group,latency to fall was prolonged and hanging score was increased; SOD and GSH-Px levels in the
substantia nigra,the relative fluorescence intensity of TH and LLC3, the protein expression levels of TH and
Beclin-1,and the LC3 [ /LC3 T ratio were significantly elevated; while time to climb the pole, neurological
deficit scores,levels of MDA ,IL-18,11L-6 and TNF-a in the substantia nigra,as well as p62 expression level,
were significantly reduced in the ciprofol group. All differences were statistically significant (P<C0. 05). Con-

clusion Ciprofol may exert neuroprotective effects in Parkinson's disease rats by promoting autophagy,inhib-

iting neuroinflammation,and increasing the number of neurons.
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