e B e infr i B R/ N e g
Hllm R 3T 3

Kk ol E 1%

[#BZ ] BHaoedl/NMufiE (non-small cell lung cancer, NSCLC ) /Y7 H, #UMZ50IARYT diG 28 L e 1 i
i 4k R A= K R T2 AR PRI 177 ( epidermal growth factor receptor tyrosine kinase inhibitor, EGFR-TKI ) ZJ,
B XTI 7 SIS G B 11 4- 18] AR PRI EL SRS 3485 ( echinoderm microtubule associated protein like 4-anaplastic lymphoma
kinase, EML4-ALK ) & BE R 58 AR A s Y 5 B JE - ( crizotinib ) JRCK 1 NSCLCHE[AYT SUA A sl 1, 1
PRIRIE I CAIESE : crizotinibify FEMLA-ALK I PEBE MINSCLC R #ATAL , IFAEMCE B REAR, RV, [B & T 52
MUY o V0 & Pl crizotinib X ROS 137 1A % 2 R i Bt L AT SN/ o CrizotinibZEROS1FE N L HENSCLCH /R T
AEH LR RBUR G TE . SITETKIs—H, crizotinb U AF7EMZY G, M ZGHLIITEIE— L5 . Blificrizotinibf
FABLHL . 254080 128 By 7 IBINSCLCIY I R WF I il R A — 25534 .

[ 55217 | FOHEME s il ; EML4-ALK; ROSI

Clinical Research of Crizotinib in Advanced Non-small Cell Lung Cancer
Haibo ZHU', Xiaoyu XU', Ling WANG”
'Dalian Medical University, Dalian 116044, China; *Department of Oncology, First Affiliated Hospital of Dalian Medical University,
Dalian 116011, China

Corresponding author: Ling WANG, E-mail: whwl@hotmail.com

[ Abstract ] At present, in the treatment of non-small cell lung cancer (NSCLC), targeted therapy has an important status.
After epidermal growth factor receptor tyrosine kinase inhibitor (EGFR-TKIs), crizotinib targeted at EML4-ALK fusion gene
becomes a significant drug of molecular targeted therapy in NSCLC. Phase I and II clinical trials prove that crizotinib is effective for
treatment of activating EML4-ALK mutation in advanced NSCLC patients, little side-effect, and well tolerated. Recently, crizotinib
can inhibit ROSI receptor tyrosine kinase and show extraordinary significant antitumor activity in ROS1-rearranged NSCLC. Drug

resistance also exists in crizotinib. The mechanism of drug resistance needs further research. In this study, a review is performed in the
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mechanism and pharmacokinetics of crizotinib, and the clinical progress of treatment in advanced NSCLC.
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BEIA, crizotinib 2 EML4-ALK, (] 4 i % fz AR A1
(mesenchymal epithelial growth factor, c-Met ) . FF4Hff A=

[KF3Z44 (hepatocyte growth factor receptor, HGFR ) NqEED|
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Crizotinibf2&—Ff IR ALK 5 c-Met it 2 2 4 it AT P
SEp I 47X C, HL,CLENO, b2 (R)-
3-[1-(2,6-dichloro-3-fluorophenyl)ethoxy]-S-[1-(piperidin-4-
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