http: //www. psychjm. net. cn VUK R AR 2023 AR5 36 4545 3 0]

PR L R BRiR B B ARG BEE DR A 15 R 2 5 i

R KA A R
(L 33 R PR A e i T A T/ R, 13 200030
SHEEIEE M Gk, E-mail :xiebin@smhe. org. cn)

(WE] BTF WHEHRSG(AUD) R —Z8 12 R Ml , 58 B ZE 4E AUD (9 & R R 2 /EH . B AUD 19
SCFRAY T IR AR T — 25 BRI 4 B R AL R R BT IRI T ISR Rk A R . B AR ES¥N
%, TR E AUD A% 03 URIME 538 5, 0 AUD BB EAI BT B T . ik IR IR LA E (GEO) T 43k P e 1L 5iin
££ GSE161986. 1 JH R 414 (1) limma £ 57 30 2% 5 2 38 KL [F (DEGs ) o i i DAVID 538 3 k47 3 K & 4540 #r (GSEA ) . i
STRING i 5 1 Cytoscape AR (-5 A AR M 2% (PPT) I T4 M A0 JE N .l ] GSE44456 B0 UETH Ve /e D FE A
LR MG 114410 DEGs, BEMNIERN, BRENERSH5ESHS EAHLSE ALK MAPK {558 55 D 5E iy 4
5. PPL IR IESM BT 7% , GADI . TIMPI 1 CD44 7] & AUD KRR B TRTE A BE N . 538 GADI FI TIMPI 33K 5% LI K
MAPK {5530 % AT e E AUD (1% &9 i A Pl SCHAE T, O T RBAE y AUD 2 RGO TS AE 4 T .

[E8R]  WOR B ; GEO; 22 5 R A3 I B JE
T RS
£ IR IE SR
IR SEE LR

FFRREE (B IRAR 55 ) #7248 (0SID) :

FE 43 KS:R749 XERARIRED A doi: 10. 11886/scjsws20230331001

Identification of potential hub genes involved in alcohol use disorder via

bioinformatics analysis

Zhao Rong, Zhu Youwei, Xie Bin"
(Shanghai Mental Health Center, Shanghai Jiao Tong University School of Medicine , Shanghai 200030, China
“Corresponding author: Xie Bin, E—mail : xiebin@smhc. org. cn)

[Abstract] Background Alcohol use disorder (AUD) is a type of chronic relapsing brain disorder. Genetic factors play an
important role in the pathogenesis of AUD. And screening for molecular markers of AUD is of great significance for further elucidating
the pathogenesis of the disease, discovering novel therapeutic targets and preventing relapse. Objective To explore relevant hub
genes and potential signal pathways associated with the development of AUD through bioinformatics analysis, and to provide a new
direction for the prevention and treatment of AUD. Methods The GSE161986 dataset was acquired from the Gene Expression
Omnibus (GEO) database. The limma package in R was utilized to identify differentially expressed genes (DEGs). Gene set
enrichment analysis (GSEA) was carried out using the Database for Annotation, Visualization and Integrated Discovery (DAVID). A
protein - protein interaction (PPI) network of DEGs was assessed using the STRING database and visualized by Cytoscape software.
Finally, hub genes were validated in GSE44456 dataset. Results A total of 114 DEGs were identified. GSEA revealed that these
genes were mainly involved in the regulation of signal transduction, protein binding, membrane trafficking and MAPK signaling
pathway. PPI network and validation study indicated that GADI, TIMP1 and CD44 were potential hub genes involved in AUD.
Conclusion Aberrant expression of GADI and TIMPI as well as MAPK signaling pathway may play a key role in the pathogenesis of
AUD, and may serve as potential molecular targets for the diagnosis and treatment of AUD. [Funded by "Flying Project” of Shanghai
Mental Health Center (number, 2022-FX-01) |
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Figure | Enrichment analysis of DEGs
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