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Effects of Wuzi Yanzong Pills ( ) on the Apoptotic Pathway of Neural Tube Defects Cell Model

LI Ruixue' FAN Huijie' CHAI Zhi' LI Yanrong' SUN Mengying' XIAO Wushuai' YU Jiezhong® LI
Yanhua® ZHANG Bo’ MA Cungen' ZHOU Ran'
(1. Basic Medical College Shanxi University of Chinese Medicine Shanxi 030619; 2. Institute of Brain Science Datong University
Shanxi Province; 3. Shanxi Health Vocational College)
ABSTRACT Objective To explore the possible mechanism of Wuzi Yanzong Pills ( ) on apoptotic path—
way of neural tube defects ( NTDs) cell model. Methods PC12 cells were randomly divided into a blank group a
model group and Wuzi Yanzong Pills low medium high dose group. All groups but the blank group used all-trans ret—
inoic acid (atRA) to intervene PC12 cells to construct NTDs model. The low medium and high doses of Wuzi Yan—
zong Pills were given RPMI4640 medium containing Wuzi Yanzong Pills and the final concentration was 125 250
500 wg/mL respectively for pre-reatment. The model group and the blank group were added with RPMI4640 medi—
um. The viability and apoptosis rate of PC12 cells in each group were determined and the total RNA sequencing of
the blank group the model group and the optimal dose of the Wuzi Yanzong Pills group that determined by cell viabili—
ty and apoptosis rate was extracted. The differentially expressed genes were screened and the target differentially ex—
pressed gene set was obtained by Venn diagram and performed significant enrichment analysis of GO function and
KEGG pathway and also performed co-expressed network analysis of differential genes related to apoptosis.  Results
The cell viability of PC12 cells in the model group was significantly decreased and the apoptosis rate was signifi—
cantly increased. The cell viability of Wuzi Yanzong Pills groups were increased apoptosis rate decreased and the
best result appeared in the Wuzi Yanzong Pills low dose group ( P <0.05 or P <0.01) . Target differentially expressed
gene set GO functional analysis was significantly enriched into endoplasmic reticulum stress-mediated apoptosis-associated
and cell proliferation—related GO entries and the KEGG pathway analysis significantly enriched the cell growth and
death—related signaling pathways. Compared with the model group the endoplasmic reticulum stress—related genes
Ernl Caspl2 and Creb311 were down-—regulated in the Wuzi Yanzong Pills low-dose group and the anti-apoptotic
gene Birc5 was up—vregulated which was in the opposite direction to the genes in the model group compared with the
blank group. Conclusion Wuzi Yanzong Pills can inhibit apoptosis protect neuronike cells and its mechanism
might be related to the regulation of gene expression related to endoplasmic reticulum stress and biological processes or
signal pathways such as chromosome segregation cell division cell cycle and other cell proliferation growth and death.
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