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ABSTRACT Objective To explore the differentially expressed genes and related signaling pathways in
patients with coronary heart disease ( CHD ), and to clarify the biological characteristics of CHD with turbid phlegm
obstruction syndrome ( TPOS ) from the molecular level. Methods Twenty-four patients with CHD who were
admitted to the Affiliated Hospital of Traditional Chinese Medicine of Xinjiang Medical University from February
2015 to March 2016 were included, including 12 patients in the group of TPOS and 12 patients in the group of non
TPOS .Meanwhile 12 subjects who were excluded from CHD by coronary angiography as the control group.The
peripheral blood was collected and total RNA was extracted. The data were detected by Human Genome U133
Plus2.0 chip. The differentially expressed genes were screened by Limma software package in R language, and
the protein-protein interaction networks ( PPIs ) was constructed by STRING.Cytoscape screened the core modules

FeEANR IR H AR F L B H (No.81760794 )

Ve Bse . 1. E R R A B b R g0 N DU RE (58K 5F 830000 ) 5 2. 8 i £ Bl K 2F B & oh 2 2 g0 IE JAE W 4P %8 (& R 5%
83000015 3. i LRl ARt ip B2 B b SR E (4 AR5F  830000)

SHIE . ERgg, Tel: 099445813017, E-mail: wxf87112008@163.com

DOI: 10. 7661/j. cjim. 20210602. 091



. 923 - W P 46 4 ks 2021 4F 8 A% 41 3855 8 191 CJITWM, August 2021, Vol. 41, No. 8

of differentially expressed genes.Clusterprofiler software package was used for GO and KEGG enrichment analysis
of differentially expressed genes.Results Compared with the control group, a total of 184 differentially expressed
genes were screened in CHD patients, among which 165 differentially expressed genes were up-regulated and
19 differentially expressed genes were down-regulated.There were 42 differentially expressed genes between the
TPOS group and the non-TPOS group, among which 34 differentially expressed genes were up-regulated and
8 differentially expressed genes were significantly down-regulated.Seven module genes significantly enriched
regulation of innate immune response, positive regulation of innate immune response, activation of innate
immune response, and FC receptor signaling pathway.Module genes were significantly involved in MAPK/ NF-k B
/PI3K-Akt/TNF, Type 1 diabetes mellitus, C-type lectin receptor signaling pathway and fluid shear stress and
atherosclerosis signaling pathways related to CHD.Conclusion There are significant differentially expressed
genes between CHD patients with or without TPOS, and these differentially expressed genes are significantly
enriched in multiple functional pathways related to CHD.

KEYWORDS coronary heart disease; phlegm and blood stasis; differentially expressed genes
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