70 EZFF40 2026 &£ 1 A% 36 5% 1 # New Medicine, Jan. 2026, Vol.36, No.1

AURKA# iEJAK2/STAT 318 B&HI il £k FE T- 12 it
15 22 B JE R 4 P i B WA R T 24

A", wEEY, B, FAE, KRR, TEm

1. AL EXRE —MEERMEMN (FL 710077)
2. MEEF¥RE—MBEERMZNE (WZE 710077)

[3EE) B % Aurora BUHF A (AURKA ) X0 22 5 5988 40 Jid B S5 i (' TMZ)
it 24 9 5% i S R BE T R TR R ME . ik 380 GEPIA2 0¥ %2 32 8 AURKA 7 i 5
P v e TR K S TS B9 A e, HE N7 USTMG/TMZ Al LN229/TMZ Tiit 25 41 i bk, 1
qRT-PCR Fil Western blot ¥l AURKA f) mRNA FI#E 133k, id siRNA U AURKA, ¥
HI BODIPY-C11 3%, FerroOrange SRIREF K AREDNAIAR, shA& WG B A ALK Hd
PIER BB S I H I AL T 4 (GPX4) ik, i) CCK-8 yEPEAR 4N MLIG 1 F 2k i
Rz (1C50) , TUNEL Bttt A STAT3 af M FEAH, Western blot il
JAK2/STAT3 M, T4 AURKA SEAET IE 1 0 7G58 AURKA 7EH TR

HalrhERis, SEEANRBUE RFEMKE, USTMG/TMZ Al LN229/TMZ ifif 25 41 Jifd F* AURKA

TRk BT . TTER AURKA J5, USTMG/TMZ 1 LN229/TMZ 41 it v j Jit it 484k 7 4 M
WF KT, GPX4 B IR T . FRFET I T #4313 5 AURKA s IS 5200 40 i
1% J1 A1 TMZ it 25 F . AURKA DTER i 70 i JAK2/STAT3 3 #i% 1k, SMEME TS STAT3
ATERAMIR S ANIATIG R, JFH155 AURKA mEXHIET- e d-EF . 4518 AURKA i 3405
JAK2/STAT3 il AN HIBRAE T, DI S A 25 i SRS A LX) TMZ, (AR 254

[ 88iR ) PR 4NN ; Aurora S A; SKFET; JAK2/STAT3; 5 Bimiint 2y

[HETHS] R7394 [ SCRkFRIRAS] A

AURKA promotes Temozolomide resistance in glioma cells by inhibiting
ferroptosis through activation of the JAK2/STAT3 pathway

ZOU Rongji™, YU Fangfang®, LIU Tengfei', LI Danxia', ZHANG Junbin’, JIA Zhuopeng'

1. Department of Neurosurgery, The First Affiliated Hospital of Xian Medical University, Xian 710077,
China

2. Department of Neurology, The First Affiliated Hospital of Xian Medical University; Xian 710077,
China

*Co-first authors: ZOU Rongji and YU Fangfang

Corresponding author: JIA Zhuopeng, Email: jiazhuopeng2025@163.com

[ Abstract)] Objective To investigate the impact of Aurora kinase A (AURKA) on
Temozolomide (TMZ) resistance in glioma cells and its regulatory role in ferroptosis. Methods

The expression profile of AURKA in glioma and its correlation with prognosis were explored using
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the GEPIA2 database. U87MG/TMZ and LN229/TMZ drug-resistant cell lines were established, and the mRNA
and protein expression levels of AURKA were detected by qRT-PCR and Western blot, respectively. AURKA
was silenced using siRNA, and dynamic monitoring of lipid peroxidation levels, intracellular iron content, and
glutathione peroxidase 4 (GPX4) expression was conducted using BODIPY-CI11 staining, FerroOrange iron
probe, and immunofluorescence, respectively. Cell viability and IC50 were assessed by the CCK-8 assay, and cell
apoptosis was detected by TUNEL staining. Following STAT3 activator treatment, JAK2/STAT3 pathway activity
was detected by Western blot, and the molecular association between AURKA and ferroptosis regulation was
evaluated. Results AURKA was highly expressed in glioma tissues, which was significantly associated with
poor prognosis of patients. AURKA expression was significantly upregulated in U87MG/TMZ and LN229/TMZ
resistant cells compared to parental cells. After AURKA silencing, lipid peroxidation products and free iron
levels increased, while GPX4 protein expression decreased in U87MG/TMZ and LN229/TMZ cells. Ferroptosis
inhibitor partially reversed the decrease in cell viability and TMZ resistance induced by AURKA knockdown.
AURKA silencing significantly inhibited JAK2/STAT3 pathway activation; exogenous activation of STAT3
(Colivelin) partially restored cell viability and attenuated the promotion of ferroptosis by AURKA knockdown.
Conclusion AURKA enhances TMZ resistance in glioma cells by inhibiting ferroptosis through the activation of

the JAK2/STAT3 pathway.
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