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Study on Molecular Mechanism of Modified Xinjia Xiangru Yin Plus Chai

Ge Jieji Tang for Dengue Fever Using RNA Sequencing
/ZHONG Xiao—Lan, LIAO Xiao—Ming, SHEN Fet,
YU Hai—Jian, TAN Li—Juan
(Guangzhou Huadu District People’s Hospital, Guangzhou 510800 Guangdong, China)
Abstract: Objective To explore the molecular mechanism of modified Xinjia Xiangru Yin plus Chai Ge Jieji Tang
for dengue fever. Methods Six cases of patients with dengue fever were admited in Guangzhou Huadu District
People’ s Hospital form January to December, 2018, served as dengue fever group before treatment and Chinese
medicine treatment group after treatment, additionally, 6 cases of healthy humans served as normal control group.
RNA sequencing was used to detect the mRNA expression in various groups, and then the differentially expressed
genes were gained by comparison of the dengue fever group and normal group, and of the Chinese medicine
treatment group and normal control group, respectively. Furthermore, the intersection of the achieved genes
between the two groups was obtained to perform expression pattern analysis, function enrichment analysis and
protein— protein interaction network analysis for obtaining the key genes. Results A total of 2 704 differentially
expressed genes were screened out between the dengue fever group and normal group, and 882 differentially

expressed genes were screened out between the Chinese medicine treatment group and dengue fever group, and
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finally 279 potential target genes reversed by Chinese medicine were obtained. The enrichment analysis results of

Gene Ontology (GO) and Kyoto Encyclopedia of Genes and Genomes (KEGG) signaling pathway showed that most

of these genes were involved in inflammation and autoimmune response related functions, such as interferon

response, retinoic acid- inducible gene I (RIG-1) —like receptor signaling pathway and regulation of T cell

activation. In addition, the interaction among these genes was determined by protein—protein interaction network

analysis, and 45 genes, such as CCL2, CXCLI, ILI5, which might play a key role, were screened out.

Conclusion The mechanism of modified Xinjia Xiangru Yin plus Chai Ge Jieji Tang for dengue fever may be related

to regulating the genes and signal pathways related to inflammation and autoimmune response.

Keywords: Xinjia Xiangru Yin; Chai Ge Jieji Tang; dengue fever; RNA sequencing(RNA-seq); inflammation;
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Figure 1 Screening the differential candidate genes between the three groups
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Figure 2 Hierarchical Clustering heat map of candidate

genes for dengue fever treated by modified Xinjia
Xiangru Yin plus Chai Ge Jieji Tang
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Figure 3 Function enrichment analysis of candidate genes for dengue fever treated by modified Xinjia Xiangru Yin plus

Chai Ge Jieji Tang
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Figure 4 Protein—protein interaction analysis of
candidate genes for dengue fever treated by modified
Xinjia Xiangru Yin plus Chai Ge Jieji Tang
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