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[ Abstract ] Background and objective Recently, there is no effective targeted drug for to the lung squamous carci-
noma, the targeted drug for the adenocarcinoma does not benefit for the patients with squamous lung cancer, and researchers
have known less targets for this type of patients. The main study herein is to screen and identify the specific key genes for the
lung squamous carcinoma that will provide potential novel targets to describe pathogenesis of lung cancer. Methods Tran-
script sequence was used to detect the five pairs lung squamous carcinoma and normal lung tissues and bioinformatics was per-
formed to investigate the differential coding genes between them and quantitative PCR was done to validate the key genes ex-
pression in lung cancer cell lines. Results The results of transcriptome sequence showed that 534 genes were up-regulated in
the tumor tissues compared with the corresponding normal tissues. The top ten increased genes in the tumors were GAGE12],
SPRR3, PRAME, SPRRI1A, SPRR2E, MAGEA3, SPRRIB, IL36G and TMPRSS11D. Next, we identified expression of SPRR
family in lung cancer cell lines H520, GLC82, A549, H1299 and PC9. And we found higher expression of SPRR family genes
in H1299 cells which metastasized to the lymph node. Conclusion SPRR family genes are identified to be highly expressed
in the lung squamous carcinoma by high throughput transcript sequencing. This SPRR family genes are associated with lymph
node metastasis that provide novel idea for lung cancer therapy.
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Tab 1 The top ten genes highly expressed in the lung squamous carcinoma

* 729 ¢

Genes Normal tissues FPKM Tumor tissues FPKM Log2 (Fold change) P
GAGE12J 0.018,025,3 54.519 11.562,5 0.006,067,27
SPRR3 0.198,758 307.336 10.594,6 9.24E-06
PRAME 0.008,184,37 11.329 10.434,9 0.039,201,7
SPRRTA 0.515,89 575.838 10.124,4 0.010,568,3
SPRR2E 0.125,185 132.156 10.044 5.65E-07
MAGEA3 0.006,615,16 6.476,35 9.935,19 0.008,148,43
SPRR1B 0.511,568 493.149 9.912,88 8.55E-07
IL36G 0.035,212,1 33.301,5 9.885,3 0.025,304,8
TMPRSS11D 0.005,171,98 4.680,64 9.821,78 0.000,461,89
SPRR2D 0.799,756 715.034 9.804,24 6.16E-06
% 2 SPRRSZUGE EE EEMH/AL S IR A AR M E RS

Tab 2 Expression of SPRRs family in the normal tissues and lung
cancer tissues

Genes Normal tissues Tumor tissues Fold change
FPKM FPKM

SPRR3 0.198,758 307.336 1,546

SPRR1A 0.515,89 575.838 1,116

SPRR2E 0.125,185 132.156 1,055

SPRR1B 0.511,568 493.149 963

SPRR2D 0.799,756 715.034 894
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