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Expression of MicroRNA -30b in Non — small Cell Lung Cancer and Its Prognostic Analysis. (i Zecheng, Zhu Chengchu, Zhang Bo,
Chen Baofu, Zhu Min. Department of Cardio — Thoracic Surgery, Taizhou Hospital, Wenzhou Medical University, Zhejiang 317000,
China

Abstract Objective To investigate the expression of microRNA —30b(miRNA -30b) in patients of non — small cell lung cancer
(NSCLC) and to analyse the association of its expression and prognosis. Methods The expression of miR —=30b in 41 tumor tissues and
paired normal tissues of NSCLC were detected by RT — PCR. The relationship between the expression levels of miR —30b and the prognosis
of patients was analysed. Results The expression level of miR —30b was up — regulated in tumor tissues while compared with paired nor-
mal tissues( P <0.05). The expression of miR — 30b was associated with TNM stages, lymphatic metastasis and the genetic mutation of

EGFR(P <0.05). Kaplan — Meier analyse reveled that the overall survival of high — expression group was longer than the low — expression

group( P <0.05). Conclusion The expression of miR —30b in NSCLC is down — regulated , and it is maybe a novle evaluation of predic-

ting the prognosis of NSCLC.
Key words miR -30b;NSCLC;EGFR ;Prognosis
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