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protein( TROAP) in lung adenocarcinoma. Methods The differential expression of TROAP and its impact on pa—
tients prognosis were analyzed by exploring multiple public databases. Immunohistochemical staining was used to
detect the histological score ( H-Score) of TROAP in 30 patients with lung adenocarcinoma. The differences in ex—
pression and clinicopathological features ( sex age TNM stage Ki-67 level smoking history pleural effusion and
Epidermal Growth Factor Receptor ( EGFR) mutation status) were analyzed. Results  Database analysis sugges—
ted that this gene was highly expressed in various solid tumors such as lung cancer. The survival of lung adenocarci—
noma patients with high expression of TROAP gene was significantly shortened. Immunohistochemical staining sug—
gested that the expression of this gene in tumor tissues of lung adenocarcinoma patients H-Score ( Histological
Score) =150.00 (100.00 180.00) was significantly higher than that in adjacent normal lung tissues H-Score
=80.00 (58.75 125.00) . This difference had statistical significance (P =2.69 x10 ") . In addition the ex—
pression of TROAP gene expression was significantly different in disease stages ( P =0.039) whether there was
distant metastasis ( P =0.031) and different Ki-67 expressions ( P =0. 006) . Conclusion TROAP may play an
important role in the tumorigenesis development invasion and metastasis of lung adenocarcinoma. It could be used
as a potential biomarker for pathogenesis treatment and prognosis.
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Association analysis between genetic polymorphisms

in the hypoxia - inducible factor pathway and lung cancer
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Abstract Objective Hypoxia-inducible factor 2A ( HIF2A) and vascular endothelial growth factor A ( VEGFA)
are important genes in the hypoxia-inducible pathway the association of rs13419896 in HIF2A and rs833061 in
VEGFA with lung cancer recently becomes the focus. Our study is to demonstrate genetic association rs13419896
and rs833061 with lung cancer in Chinese population. Methods A case-control study was performed between 438
patients with lung cancer and 456 healthy controls. The collected samples were genotyped by Tagman Genotyping
method and the association and clinical characteristics were analyzed. Results The rs13419896 A allele de—
creased the risk of lung cancer OR =0.72 95% CI(0.58 ~0.88) P =0.001 1 comparing to rs13419896 G
allele  and further analysis found that rs13419896-AA significantly decreased risk of lung cancer in the additive
model OR =0.74 95%CI (0.61 ~0.90) P =0.002 . After adjustment the effects of smoke alcohol and age
1513419896 genotypes still significantly decreased the risk of lung cancer OR =0.75 95% CI(0.60 ~0.93) P =
0.009 . However the rs13419896 genotypes had no significant relationship with pathological types and clinical
stages in lung cancer and there was no association between lung cancer and rs833061 in VEGFA. Conclusion
The results show that polymorphism of rs13419896 in HIF2A is associated with lung cancer in Hainan area of China

It can be used as a potential genetic marker for lung cancer after validation by multi-eenter and large sample stud—
ies.
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