H46 % BT RDUR 22440 (BR2ERR) Vol. 46 No. 7
2025 4E 7 H Medical Journal of Wuhan University Jul. 2025

DOI: 10. 14188/j. 1671-8852. 2022. 0724 XEHS 1671-8852(2025)07-0857-06
Je T A5 2 27 05 iR UM AR 9 AR A AL e 5 il il 9%

WikE' fza' K H® BNEA®
PR R R B VA BE A 2RI 4300303
PRDEHP R R AE ]2 Wt KL 430061;
CTRMWCE PRI R 451112 #idb S 430021

TEE B & TR E R TR SR AT AR M B 2R BT, U AR T 9 R AR 5 DR R G B B, DU IR AT
R 5 B R AL o o o s OB PRI R 808 122 (GEO) T 28 GSEG6710 £l S 84 , FIH RiE 5 A9 limma £, X 1E
Ja WS B R RS T2 500, BE)G GO/KEGG MRl 252 R 3R BN S 5 10 /LW g i B Jm i . 25 5 ik 3t
A5 A STRING %4 12 AT B B0 M o 5T CytoNCA i 4% 8 15 I A W 48 BEAT 4R $0 20 0, AR AR 3L 9, OF
PEATTIRE R . 25 R AR T L0 16 Hh 90 VAR JE 5 25 57 A IR (64 4 R KRB E R, 26 4~ F IR L FEH) 164
FRAEHE D] (CXCL2,.CXCL1,CCL4 . CCL20,CXCL8 M LCN2) . 3 S 5 £ 58 (K] 76 4R 15 9 5 718 20 21 P 1 2 5 e a8 4k
B, FESHTHEAN TN MG S SR A5 4000 R 7 R4 7 32 06 A8 B R IL-17 45 538 3%
P20 M R AT 45 2 2 ik B Rl . 2538 . CXCL2,CXCL1,CCL4,CCL20 . CXCL8 Fl LCN2 J 48 5 /i & 21 & JE A
K SRR AR JE A 5k 6 B R T2 L 90 R HLAAR (1) B 92 50 R 0 2t A

KB ARE N AR IR I SCHEE I R MR B

hES%ES R758.29

TERFRIRES A FRE (FERS )R (0SID): @

Identification of psoriasis signature genes and key pathways based on
bioinformatics methods

HU Zhenxue', NI Anhong', ZHANG Zhao’, YANG Quanming’
"Wuhan Institute of Dermatology and Venereology, Wuhan 430030, Hubei, China;
“Wuhan Meidu Medical Aesthetic Clinic, Wuhan 430061, Hubei, China;
"Wuhan Aurora Medical Aesthetic Clinic, Wuhan 430021, Hubei, China

Abstract

Objective: To identify the psoriasis characteristic genes and key pathways for a deeper under-
standing of the pathogenesis of psoriasis by using bioinformatics methods. Methods: GSE6710 data
was obtained from gene expression omnibus (GEO), and different expression analysis was performed
for the corrected chip expression profile by using the limma package in R. GO/KEGG analysis was
performed to identify the biological processes and pathways involved by the differentially expressed
genes, subsequently. These genes were imported into the STRING database for protein interaction
analysis. Topological analysis of the protein interaction network was performed by the CytoNCA plu-
gin to identify signature genes and perform functional annotation. Results: A total of 90 differentially

expressed genes (64 up-regulated genes, 26 down-regulated genes) and 6 signature genes (CXCL2,
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CXCL1, CCL4, CCL20, CXCL8, and LCN2) were selected. These genes were highly expressed in

psoriatic lesion tissues, mainly involved in chemokines-mediated signaling pathway, viral protein and

cytokine and cytokine receptor interaction, I11.-17 signaling pathway, neutral leukocyte migration, and
other biological processes and pathways. Conclusion: CXCL2, CXCL1, CCL4, CCL20, CXCLS,

and 1LCN2 were the key genes related to the occurrence and development of psoriasis, which were

mainly involved in the inflammatory response process of the body.
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