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[ Abstract] Small cell lung cancer (SCLC) is an aggressive malignancy with fairly poor prognosis. Innovative
treatment based on improved understanding of the genetic alterations of SCLC is awaited. Recently, a number of
potential targets or important oncogenic pathways have been identified by the next generation sequencing or other
systematic genomic analysis in SCLC. In this review, we summarised the new findings of genetic characteristics in
SCLC.
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Tab.1 Recurrent genomic structural variations in SCLC patients

Item Chr.arm Region Gene Prevalence*/% Reference
Losses 3p 3pl4.2 FHIT 80-90 [37]
3p 3p21.3 RASSF1 80-90 (o8]
3p 3p24 RAR 75 1ol
17p 17p13 TP53 75-90 [3.10]
4q 4q32-35 PDGFC 60-70 (112
5q 5q13-21 PI3K, APC 90 (s
10q 10q24-26 PTEN 60-70 (2]
10q 10q24.1 FAS 60-70 [
13q 13q14.2 RBI 60-90 (a3
16q 16q12.2 RBL2 (s
Gains 1p 1p34.2 MYCL [a-a1216]
2p 2p24.3 MYCN - [a-412.10]
5p 5p12-13 NNT, FGF10 60-70 fe]
8p 8pl2 FGFRI 6 (4]
9p 9p23 NFIB 15 [24]
9 9p24.1 KIAA1432 - (4]
1q 1g41-g42 PARPI - [1r-18]
3q 3q26-29 NLGNI, CLDN1 60-70 fed
3q 3426.3-q27 SOX2 27 (3]
7q 7931 c-MET - [
8q 8q24.1 MYC 40 [-t-12]
10q 10q11.1 EZH2 (1718
19q 19q12 CCNEI - (3191
19q 19q13.1 PDCD5 40 (2]
20q 20q11.21 BCL-2L1 40 (14]

*: Reported in clinical series.
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Tab.2 Genes commonly overexpressed in SCLC

Location Gene symbol Reference Location Gene symbol Reference
5p15.33 TERT o] 11g23.1 NCAM Lo
20pter-p12 PCNA (7] 11q24.2 CHKI 7l
20p11.2 14-1 [37:39] 12q23.2 ASCLI (3791
4q11-12 PDGF/c-KIT o] 14g32 CHGA (3739
4q11-12 VEGFR ol 14932.33 HSP90 ol
5q11.1 ISLI (7] 15926.3 IGFIR r0l
5935.1 PTTGI (7] 18q21.1-21.32 GRP (3739
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