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Predictive mechanism of perilla seed-almond pairs on bronchial asthma by network
pharmacology
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5. Marine Biomedical Research Institute, Guangdong Medical University, Zhanjiang 524023, China)

Abstract: Objective  To predict the mechanism of perilla seed-almond pairs (PSAPs) on bronchial asthma using
network pharmacology. Methods The active components and target information of PSAPs were collected from Traditional
Chinese Medicine Systems Pharmacology Database and Analysis Platform (TCMSP). Asthma-related genes were obtained
from Genecards database and matched with the target genes of PSAPs transformed by STRING database, and the candidate
targets of PSAPs for asthma treatment were achieved. Target network and protein interaction network were constructed using
STRING database and Cytoscape software. GO enrichment and KEGG pathway of predicted targets were analyzed using
David Database. Results The active components were 14 in perilla seed and 15 in almond, of which estrone, luteolin, and
B-sitosterol were crucial. After removing the duplicates, 179 targets were obtained, with key targets including TP53, AKT1,
JUN, CDKNI1A, VEGFA, etc. GO enrichment analysis showed biological process, molecular function and cell component.
KEGG pathway enrichment analysis revealed 7 asthma-associated pathways. Conclusion PSAPs could treat bronchial
asthma through PI3K/AKT, TNF and P53 pathways.
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Relationship between microsatellite status and clinicopathological features, peripheral blood T

cells and gene mutations in colorectal cancer

ZHONG Guo-fang, ZHANG Hang, YUAN Xia" (Department of Oncology, Huizhou Central People’ s Hospital,
Huizhou 516000, China)

Abstract: Objective  To study the relationship between microsatellite status and clinicopathological characteristics,
peripheral blood T cells and gene mutations in colorectal cancer (CRC). Methods The microsatellite status, peripheral

blood T cells and gene mutations of 180 CRC patients were determined by multiple fluorescent PCR with capillary
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