PRI A $535% #6 M 20204E 11 T Mod Lab Med, Vol. 35, No. 6, Nove. 2020 59

Aurora-B i 2 305 55 /0 S0 s i s J%
GELIBS i ¥igi]
Rk ™, BE4 ", LR, HEE D

(L AARTT S —EE B¢ a. B4R b B Rl; Bepifiidk 719000
2. VOB AT KA s BB I Ri R Be , P4 710004 )

#H OE. B ke aiE (NSCLC) ## A 442 Aurora-B 8569 Z AW 0L, JHIRT 3T B X TG 0%
B G RriEatthegra X, iR AR 194 B3R R B A IR AL AT B R AL AL S Oy ik A Aurora-B i B
#9 kA H 0L, VA Log-Rank #3& YL4% Aurora-B B & A Fa bk B8 5 M B 5 S A A a1 ey 254, £A COX AR L IE
Do B TG AR & 4B BT E w0 AT AT S T 20, AN F IC50 49 TALA B RN an it 25 1
Mo R DAL T Aurora-B g B £k Fadd & % 63.92% (124/194) . Aurora-B ig B a1 % & a9 ¥ A 7 6) 1)
{&F Aurora-B i85 A M & (P<0.000 1) ; COX A28 2 & Aurora-B i## & & (HR=4.03, 95%CI: 1.80~9.01, P=0.0007) .
Mg RILEA (HR=2.11, 95%CI: 1.17~3.79, P=0.035 7) Zl& 4 H#1 (HR=0.42, 95%CI: 0.24~0.74, P=0.002 7) %A
BE ARG E L, 235 RES, Aurora-B B A a0 I IC50 25K An, H¥H F T Aurora-B & B 1
Mg, EEFAGTFEL (P<0.000 1) . 4518 Aurora-B @3k M m i P A X F 385, 55 EFE 2R
Ak, 5 e iiE A AR, 2R Aurora-B ST AR AR A 3E /) 40 SRR TG W9 AR B RO AR S T B k.
KEEIA : AE/ MR ; Aurora-B W Ti)E; MHEGME

FESES: R734.2; R730.43 SCEAARIZAD: A XEHS :1671-7414 (2020 ) 06-059-05
do0i:10.3969/j.issn.1671-7414.2020.06.015

Study on the Relationship between High Expression of Aurora-B Kinase and
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Abstract: Objective To investigate the expression of Aurora-B kinase in pathological tissues from patients with non-small
cell lung cancer (NSCLC), reveal its influence on prognosis of NSCLC patients and the relationship between Aurora-B kinase
expression and drug resistance of NSCLC. Methods Tumor specimens of 194 patients with NSCLC were collected. The
expression of Aurora-B kinase was evaluated by immunohistochemistry. Log-Rank test was used to compare the overall survival
of Aurora-B kinase positive and negative patients, and COX model was applied to assess the prognostic factors for NSCLC
patients. Cellular drug resistance was simply evaluated by measuring the changes of IC50 post drug resistance induction assay.
Results The positive rate of Aurora-B expression in NSCLC was 63.92% (124/194). The overall survival of patients with
positive Aurora-B kinase expression was lower than that of patients with negative Aurora-B kinase (P<0.000 1).COX model
showed that expression of Aurora-B(HR=4.02, 95%CI: 1.80~9.01, P=0.000 7), tumor pathological type (HR=2.11, 95%CI:
1.17~3.79,P=0.035 7) and clinical stage (HR=0.42, 95%CI: 0.24~0.74, P=0.002 7) were the influencing factors of overall
survival.After drug resistance induction, the increase of IC50 in Aurora-B positive tumor cells was significantly higher than that
in Aurora-B negative tumors cells(P<0.000 1). Conclusion Aurora-B was upregulated in NSCLC and negatively correlated to
the prognosis of patients, and overexpression of Aurora-B was related to the drug resistance of NSCLC, suggesting that Aurora-B
kinase may become a prognostic biomarker as well as a therapeutic target for NSCLC.
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