—184— r I R A 22 AR 3k 2023 4 3 A 55 28 %475 331 Chin J Clin Neurosurg, March 2023, Vol. 28, No. 3

w %
TG A4 S PRI i i Joged Wi 268 A it TR 7 L

L % oHMEm RFE ZREE K2k

(FZ] B8BTS R ad (ITCA4) SERTE RN TR i 2k SR o 7% IR ER COCA ¥ M mRNAs-
eq—325 KA A 325 ik TR F) e SR AL I P (RNA-seq) dls Kl PREERE, 1 H mRNAseq—693 £ 4 693 91l i 54 1404
BUE . 255 JWEFUR ITGA4 JEH 2 2 2655 (P<0.05) , 55U IDH SE PR | 1p/19q JEERICIRES \ WHO Jig B AP 0A 56 (P<0.05) , 5
HZ I MGMT i3 11§ AR S TS B 2R (P>0.05) o Z2 3R Cox [R5 8, ITG A4 18 3R R S0 A A7 TR AN RLAK S
FEREER (P<0.05) o A= A7 MIZRIIHT I, ITG A4 5 2 A 5 BURD s A A= A7 401 ] B2 4 L (PO, 05) GO M)ﬁu KEGG 73H7 7% , IT-
GA4 FE LR PR ) = )3 e 6 4 200 R B 077 2 i M A0 LD RS 55, 220045 PIBK/AKT 5 Sl i . 4518 FRATAYZE SRR I TUR
ITGA4 1 3K, 5 RTINS BLAAT BUS #DIAOG , 3 B4 PI3K/AKT {75 il it .

(SRR ] BPUR 25 K ad (ITCA4) s N3k AL (5 40T

[XEHS] 1009-153X(2023)03-0184-04  [XHRFRER] A [FEEHERDES] R739.41;Q 786
Expression of integrin a4 gene in human brain gliomas and its clinical significance based on bioinformatics analysis
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[Abstract] Objective To investigate the expression of integrin a4 (ITGA4) gene in human brain gliomas and its clinical
significance. Methods The transcriptional sequencing (RNA-seq) data and clinical data of 325 patients with gliomas in mRNAseq—325
dataset were downloaded from CGGA database, and 693 patients with gliomas in mRNAseq—693 dataset were used to verified. Results
ITGA4 gene was highly expressed in human brain gliomas (P<0.05), which was related to IDH genotype, 1p/19q codeletion status, and
WHO pathological grade (P<0.05), and was not relatted to MGMT promoter methylation status (P>0.05). Multivariate Cox regression
analysis showed that high expression of ITGA4 was an independent risk factor for poor survival prognosis of glioma patients (P<0.05),
and survival curve analysis showed that the survival time of glioma patients with high ITGA4 expression was significantly shortened (P<
0.05). GO and KEGG analyses showed that ITGA4 gene were involved in biological processes including cell adhesion, angiogenesis, and
cell migration, and mainly involved in the PI3K/AKT signaling pathway. Conclusions Our results suggest that ITGA4 is highly
expressed in gliomas, which is closely related to the poor survival prognoses of glioma patients. ITGA4 mainly regulates the PI3K/AKT
signaling pathway.
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