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Inhibition of Ligustilide on Expression of Apoptosis-Related Proteins in Neonatal Rats with Hypoxic
Ischemic Brain Damage

Guo Xizilojie1 , Wu Li*, Yin Huanpeil( 1. Henan Second Provincial People’ s Hospital, Zhengzhou 450000, China; 2. Zhengzhou
Central Hospital, Zhengzhou 450000, China)

[ Abstract ] Objective: To evaluate the neuroprotective effect of ligustilide (LGSL) on neonatal rats with hypoxic ischemic brain damage
(HIBD) by measuring NOD-like receptor protein 3 (NLRP3) , aspartate proteolytic enzyme 1 ( Caspasel) , interleukin-1 (IL-1B) and
GSDMD-N protein levels induced by ischemia and hypoxia in vivo and in vitro. Methods: Seven-day-old male SD rats were randomly
divided into the Sham-operated group ( Sham group), HIBD group, LGSL group, with 10 rats in each group. The HIBD model was
constructed by double ligation of the left common carotid artery, and the microglia oxygen-glucose deprivation (OGD/R) model was
established in vitro. CCK-8 was used to evaluate the effects of different concentrations of LGSL on microglia activity after OGD/R
stimulation for 24 h. Effects of 20 pM LGSL on expression of NLRP3, Caspase 1, IL-18 and GSDMD-N were evaluated by Western
blotting. Results: Expressions of NLRP3, IL-1f, Caspase 1 and GSDMD-N were all up-regulated in vivo and in vitro (P<0.05). After
20 wM LGSL intervention for 24 h, the expressions of NLRP3, IL-1B, Caspase 1 and GSDMD-N were down-regulated ( P<0.05).

Conclusion: LGSL can significantly inhibit neuroinflammatory responses induced by ischemia and hypoxia both in vivo and in vitro.
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Mechanism of Lysine, Inosite and Vitamin B,, Oral Solution in the Treatment of Anorexia in Children

Based on Network Pharmacology

Zhao Yaping', Xu Panling’, Wang Mengmeng' (1. Hangzhou Children’ s Hospital, Hangzhou 310014, China; 2. The First
Affiliated Hospital of Anhui Medical University, Hefei 230022, China)

[ Abstract ] Objective: To explore the mechanism of lysine, inosite and vitamin B,, oral solution in the treatment of anorexia in children
based on network pharmacology. Methods: By referring to drug instructions, the components of lysine, inosite and vitamin B,, oral
solution were excavated, the correlation targets of components were predicted through Swiss Target Prediction website, and the
intersection mapping was made with the targets of anorexia, so as to obtain the therapeutic targets of anorexia in children. Protein-protein
interaction ( PPI) was used to screen core targets and molecular docking verification was carried out. Based on common targets,
functional annotation bioinformatics chip was used for analysis, and the key pathway of lysine, inosite and vitamin B, oral solution in the

treatment of anorexia in children was obtained. Results: Lysine hydrochloride, inositol and vitamin B,, were the main components in
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