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Research progress in ROS| gene in non-small cell lung cancer

Abstract
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ZHENG Jiaoyun, LI Daigiang
(Department of Pathology, Second Xiangya Hospital, Central South University, Changsha 410011, China)

Lung cancer is one of the most common malignant cancers. ROS1 is an oncogene which is newly found in
non-small cell lung cancer (NSCLC). The protein encoded by ROS1 is a member of receptor tyrosine kinase
superfamily, and it plays a vital role in cell growth and cell survival. More and more studies demonstrated that the
alteration of ROS1 would be a new molecular target for individualized treatment of NSCLC. This review focus on
the feature of ROS1 rearrangements in NSCLC, the detection methods of ROS1 rearrangement, and the research
progress about taking ROS1 rearrangement as drug target in NSCLC

ROS1; non-small-cell lung cancer; targeted therapy; crizotinib
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JEAR/NT S7%, SR, R HELIRIT, TEIRITIT
G218 wh I T B B T R . 78 4 i /K
T, BXCRP 24 9 & AR A LA AL s s — AL
il H AR 25 A s R A, AR T 259 i 4 ol
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PREA - anfar 4k B — A A P A RS I O %, BB
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