194 ISSN 1007-3949 Chin J Arterioscler, Vol. 32, No. 3,2024

ASCBIH . FEM, R, & 8. ETAEYE B IEIEXIR LT RSk A T AE A FHLHI L], H E sh ik
ffifhZu7, 2024, 32(3) . 194-202. DOI; 10.20039/j. cnki. 1007-3949. 2024. 03. 002.

- SLIEWR - [ZEZHE]  1007-3949 (2024 )32-03-0194-09

PR B A B M G T R 5 gl ks AR a1k
AR H AR R 55 1L

EEZH, BEE, £ &'
. EHRFWMBERS G AR, WAL F ST 266000;2. IR T .0 ERK od AR, 37 EEITT 113000

[ E] [BH] ATAWRELFZFIMETENEXT L(RA) Fe S WBAFRAL(As) A H R BAFR 6 5 F
ukl, [HE] M GEO HIEATH RA Ao As (9 A A A% B3 M X ELIRA o As Z R £ F AKX AH @
W EIVIRTFREFRELRG AW FEAER, A B Cyloscape KM £ F R A LR FE G R-E G AL R
W 25t fr iAo A B, TRRUST B EB FHHFT AR LATAMNSEZRTF, SFZBFEAMNKEPRIE B LR
WA RIEEfe R ARE, [BR] AMRAELETRISAZFALRLR, ZRAXAR ARG ESTER
R -FREAE T AR ettt it Ea i R mia B -F 5 mia R -F 2R EZ4EA P, Cytoscape
BrT2FREARAfPEARE LS, %340 4B CCL5,CCRI,CCR2.,CCRS . IRF8 . ITGAM . ITGB2 . LCP2 . NCF2
F2 PTPRC, i £ 4 % 27 A B & BT 5, i@ TRRUST FAA % T84 CCR1 #= IRF8 49 4 %445 B F STATL, B
WiE R T, qPCR BiEL R 27 ,As &5F RA 69 &4 CCR1 = IRF8 Wi Ak R-F 2 FFH T EL, [Fit]
CCR1 #= IRF8 /= £ 6938 T E AR T AL 2 RA & 5F As e B &,

[EgR] ZhmkBAEmEi, H£RIBA%H X, STATI; CCRIl; IRFS8

[FEHZES] RS [ XERFRIE] A

Molecular mechanism of interaction between rheumatoid arthritis and atherosclerosis

based on bioinformatics
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[ ABSTRACT] Aim  To investigate the molecular mechanism of interaction between rheumatoid arthritis (RA) and
atherosclerosis (As) based on bioinformatics analysis. Methods The gene expression profiles of As and RA were
downloaded from GEO database, differentially expressed genes between RA and As were identified through the test sets, the
biological function of common differentially expressed genes was studied by enrichment analysis.  Cytoscape software was
used to construct the differentially expressed gene protein-protein interaction network and screen the hub genes.  Tran-
scriptional regulatory relationship revealed by the TRRUST database predicts transcription factors.  Transcription factors
were validated by test sets, and hub genes were validated by validation sets and blood samples. Results A total of
198 differentially expressed genes were identified.  Functional enrichment analysis showed that differentially expressed
genes were mainly concentrated in signaling pathways regulated by cytokines, leukocyte migration, positive regulation of
leukocytes, and interaction between cytokines and cytokine receptors. ~ Cytoscape demonstrated the differentially expressed
genes and gene clustering modules, obtained the hub genes CCLS, CCR1, CCR2, CCRS, IRFS8, ITGAM, ITGB2, LCP2,
NCF2 and PTPRC, and the results of validation sets showed that the genes were reliable.  qPCR results showed that the
expression levels of CCR1 and IRF8 in patients with As combined with RA were significantly higher than those in healthy
people. Conclusion The regulatory effect of CCR1 and IRF8 is likely to be the hub factor of RA merging with As.
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