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[Abstract] Objective To investigate the effect of XMDI17-109 on the viability of glioma cells and its
molecular mechanism based on extracellular signal-regulated kinase 5 (ERK5) / inositol 1,4 ,5-trisphosphate
receptor -interacting protein (ITPRIP) signaling pathway. Methods U251 glioma cells were routinely cul-
tured,and ERK5 activity was inhibited by XMD17-109. ERK5 knockdown and ERKS5 overexpression models
were constructed by transfection of RNA fragments and plasmids,respectively. Cells were divided divided into
the XMD17-109 group,the Control group,the siERK5 group,the siNC group,siERK5-OE group,the Vector
group,the ERK5-OE+XMD17-109 group and the Vector+XMD17-109 group. The cell viability was detected
by CCK-8,scratch and flow cytometry experiments and so on. The mRNA and protein expression levels of
ERKS5 and ITPRIP were detected by reverse transcription-quantitative real time PCR (RT-qPCR) and West-
ern blot. Results Compared with the Control group,the cell viability of the XMD17-109 group decreased,and
the expression level of ITPRIP decreased (P<C0. 05). Compared with the siNC group,the cell viability of the
siERK5 group was decreased,and the expression level of ITPRIP was decreased (P <C0. 05). Compared with
the Vector group.the cell viability of the ERK5-OE group was enhanced,and the expression level of ITPRIP
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was increased (P<C0.05). Compared the with Vector +XMD17-109 group, the cell viability of the ERK5-OE+
XMD17-109 group was enhanced,and the expression level of ITPRIP was increased (P<Z0. 05). Conclusion XMD17-
109 can inhibit the viability of glioma cells by inhibiting ERK5/ITPRIP signaling pathway,which is expected to be a

potential drug for glioma treatment.
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ARABRA ] s CCKS A il i 77 4 W F R 5t g i s 7 5 7-
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(RT-qPCR) #l 22 ERKS5 i fik 8% % . siERK5 41 I
siNC g1 %t B RNA #4143 528 5'-CGU GCC CUA
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B, i PrimeScriptTM RT Master Mix # 47 RNA
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L J7 1] 3153 KN (bp)
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S 1] CAC AGC AAC TCG TGC AGA C 19
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JZ 7] CCC ATG TCG AAA GAC TGG TT 20
GAPDH iE 1 CAT GAG AAG TAT GAC AAC AGC CT 23

S 1] AGT CCT TCC ACG ATA CCA AAG T 22
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AW 2 Dy Re R B0 AR #EVE T, TRl B 19 TTPRIP &k,
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