© 236 - Ju

7R o

Hp [ i

20164E4 A 45194 %54  Chin J Lung Cancer, April 2016, Vol.19, No.4

DOI: 10.3779/.issn.1009-3419.2016.04.10

. é/%i?_k .

N R EIR S E R T R R

Tk LRk

(BZE ] /R R — 2 HAT = AR AR il

R LHIB B

PR, TSI, IE304Ek, FAYT RIS TCH] i .

FRRRAIE TS/ NAR T 735 AR 2P AL, R REEAE RS RE N, A7 D Dy / NI R T4 BT NG 7 IR, G T
Ji o ASSCRS X/ IN i B Sl RE PRAVF SRR DG E Ji AT 2504

([ RS2IA ] WlifbiRss /NN ; GKS2E A

Advances on Driver Mutations of Small Cell Lung Cancer
Bing TONG, Jing ZHAO, Mengzhao WANG

Department of Respiratory Medicine, Peking Union Medical College Hospital, Chinese Academy of Medical Sciences, Beijing 100730,
China
Corresponding author: Mengzhao WANG, E-mail: mengzhaowang@sina.com

[ Abstract ] Small cell lung cancer (SCLC) is an aggressive tumor and prognosis remains dismal. Screening for the

targetable driver mutations of this malignant tumor contributes to improve the therapeutic approaches and outcome. This re-

view will report the advances on some latest driver mutations.
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