Cancer Research on Prevention and Treatment

/N R FE VR T HE ST LR
A, £ R

FIHASLC:

TR, T EAR. /NI AR RS ST SR L) ). BRI BT IR TS, 2019, 46(04): 382-386.

SHI Tiantian, WANG Yudong. Research Progress on Potential Therapeutic Targets of Small Cell Lung Cancer[]]. Zhong Liu Fang Zhi Yan
Jiu, 2019, 46(04): 382-386.

TEZE 71 View online: https://doi.org/10.3971/j.issn.1000-8578.2019.18.1360

AT ARG A SCEE

Articles you may be interested in

/N SRR DR B A e B A
Key Genes and Signaling Pathways in Small Cell Lung Cancer
BiRE B IG5 2019, 46(08): 683-689  https:/doi.org/10.3971/1.issn.1000-8578.2019.18.2039

GRS AT AR /N A 3 7 P IR £ ]
Challenges of Immune Checkpoint Inhibitors in Treatment of Non—small Cell Lung Cancer

iR B TR TFE. 2019, 46(06): 556-560 https://doi.org/10.3971/j.issn.1000-8578.2019.18.1563
g o AR Wt o i

Recent Advances of Molecular Genetic Characteristics of Lung Cancer

JbIRE B IR ST 2018, 45(10): 800-804  https://doi.org/10.3971/j.issn.1000-8578.2018.18.0262

B /NN i85 EGFR—TKI 25 L K JA T 5K
Mechanism and Strategies on Drug Resistance of Non—small Cell Lung Cancer to EGFR-TKI
JiIgd B IA ST 2017, 44(3): 225-230  hitps://doi.org/10.3971/j.issn.1000-8578.2017.03.014

SOMERRJE IR WA N i I8 0T 5 0
Research Advances of Crizotinib in Treatment of Advanced Non-small Cell Lung Cancer

JIRE B IEIESE. 2017, 44(11): 774=778 https://doi.org/10.3971/j.issn.1000-8578.2017.17.0319

.
=
=

REEN MIERA


http://www.zlfzyj.com/
http://www.zlfzyj.com/
http://www.zlfzyj.com/
http://www.zlfzyj.com/CN/10.3971/j.issn.1000-8578.2019.18.1360
http://www.zlfzyj.com/CN/10.3971/j.issn.1000-8578.2019.18.2039
http://www.zlfzyj.com/CN/10.3971/j.issn.1000-8578.2019.18.1563
http://www.zlfzyj.com/CN/10.3971/j.issn.1000-8578.2018.18.0262
http://www.zlfzyj.com/CN/10.3971/j.issn.1000-8578.2017.03.014
http://www.zlfzyj.com/CN/10.3971/j.issn.1000-8578.2017.17.0319

* 382

ADBBLH 38372019 F 85464555488 Cancer Res Prev Treat,2019,Vol.46,No.4

doi:10.3971/j.issn.1000-8578.2019.18.1360

/NI AR IR RS AT

edtd, T R4k

Research Progress on Potential Therapeutic Targets of Small Cell Lung Cancer

SHI Tiantian, WANG Yudong

Department of Medical Oncology, Fourth Hospital of Hebei Medical University, Shijiazhuang
050011, China

Corresponding Author: WANG Yudong, E-mail: wyd 999@126.com

Abstract: Small cell lung cancer (SCLC) is a lethal tumor with high incidence and accounts for approximately
15% of lung cancer. It is different from NSCLC in pathological, molecular, biological mechanisms and clinical
characteristics. The majority of SCLC have neuroendocrine characteristics including both neuroendocrine
and endocrine features. The molecular mechanism may be related to the inactivation of TP53 and RB1, and
the disruption of multiple signaling pathways including Notch signaling. In recent years, the comprehensive
molecular analyses and the development of genetically engineered mouse models (GEMMs) and patient-
derived xenografts (PDXs) have provided new hope for the treatment of SCLC.
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derived xenografts
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