P S IREE R - 20184E 10 H - 45 134 - 5 1010)

/I BRI BH I -PE-PEE T 453 473 A ] ] i 26 PR Rk 1

ALITSE

WA B, AR, T
HE Bl YRR S U L - TS0 (CIRD) B B O R i RE R ek i e 4k,
P CHEELY . 773 : M Gene Expression Omnibus(GEO) 71 F 2 5¢ T/ B #5177 GSE23160 it Ji]
F oS R SR 105 B JELLG R , 20 B JBU 2H 2 URE A RN ZCHR A 2 4 VR AS T e PR AN (] ] s B A
PRGN 22 5, IS 22 5 RARFE D AT GO FIKEGG HIRE & 5404 . Pl ik SR 28 70#r PRI 1K e 4tk 1y
22 S HE D PEA T S e AR A A A SCHEE DR 0T o T AR B CIRTASE S b 30f W 35 22 AL N e T e . 45 2R
G P 20 ML 73BT B CIRT ok vt BEAE K A B F WA 323 . CIRT L b i 2 S B 2282 5 s
S A S FIME 5 Sl % A5 o 78 2 N2 SRR AR AN [ P 2 I 1) £ Timp 1 F1 Gpr84 SR [RS8 K A
TRE M, KR CIRUERIJE—LB5E T Timpl F1 Gprs4 JEK [ ik, 518 Timpl F1 Gprs4 ZL K n]
FIE A2 At 11 PP e R P Y D R R
SRR A AL P TR s BEPH I s Timp 15 Gprs4
FE 4 ES R741;R741.02;R743 CEiFRIRAS A DOI  10.16780/j.cnki.sjssgncj.2018.10.001
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Abstract Objective: To explore the key genes related to ischemia reperfusion injury (CIRI) by investigating
the gene expression profile of the CIRI model in mice via bioinformatics analysis. Methods: The expression
data of GSE23160 time series dataset associated with mouse cerebral injury was downloaded from Gene
Expression Omnibus (GEO). The expression of gene expression profile of cortical brain tissue samples and
striatum brain tissue samples at different time points after ischemia-reperfusion was analyzed. The underlying
function of differentially expressed genes were predicted by GO and KEGG enrichment analysis. Then the
cluster analysis was applied to identify the obvious trend of the differential genes for immune cell infiltration
analysis and key genetic analysis. Consequently, the significant differentially expressed genes were verified in
ischemia-reperfusion rats. Results: Immune cell infiltration analysis revealed that mast cells and macrophages
were infiltrated during CIRI. CIRI gene differences major in the genes involved in callus, inflammatory response,
and signal transduction pathway. Moreover, Timp! and Gpr84 gene expression were significantly up-regulated in
both tissues at different reperfusion time. Finally, the up-regulation of Timpl and Gpr84 genes was further
verified in ischemia-reperfusion rats. Conclusion: Our results suggest that Timp1 and Gpr84 genes may be the
key genes in CIRI.
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