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Statistical significance was significant (x> =27.610 P <0.001) . Western blot results showed that the content of
BCLAFT1 protein in PDAC was higher than that in adjacent tissues and the difference was statistically significant
(P <0.001) . Overexpression of BCLAF1 in pancreatic cancer cells significantly increases the invasion and migra—
tion ability of pancreatic cells and at the same time promotes the proliferation of cancer cells. The expression level
of BCLAF1 in pancreatic ductal adenocarcinoma was significantly correlated with clinical tumor characteristics such
as tumor size TNM stage lymph node metastasis clinical stage and prognosis. Kaplan-Meier survival analysis
showed that the high expression survival time of BCLAFI was significantly lower than that of BCLAF1 ( x° =
17.419 P <0.01). Multivariate analysis of COX regression showed that BCLAF1 and TNM staging were inde—
pendent factors influencing the prognosis of pancreatic cancer. Conclusion The expression level of BCLAF1 pro—
tein is significantly increased in PDAC and the proliferation rate of PANC cells transfect with pcDNA3. 1-
BCLAFH plasmid is improved. Its detection contributes to the early diagnosis and prognosis assessment of pancreat—
ic ductal adenocarcinoma.
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Expression of IL —35 in non — small cell lung cancer tissues and cells
Zhang Yu' Zhang Chengcheng' > Dong Liju' et al
(' Dept of Immunology Allergy and Immunology Research Center
Anhui Medical University Hefei 230032;>Dept of Otolaryngology Head and

Neck Surgery The First Affiliated Hospital of Anhui Medical University Hefei 230022)
Abstract Objective To investigate the expression of interleukin35( IL-35) in non-small cell lung cancer tissues
and cells and its effect on the biological function of lung cancer cells. Methods Immunohistochemistry was used to
detect the expression of IL35 in 74 non-small cell lung cancer tissues and the correlation between 1L35 expres—
sion and clinicopathological features of non-small cell lung cancer was analyzed. RT-PCR was used to detected the
expression of IL-35 in different lung cancer cell lines. The proliferation migration and invasion ability of cells were
assessed by CCK-8 assay Scratch assay and Transwell assay after the stimulation of IL-35 respectively. Results
The result of immunohistochemistry showed that IL35 expression was significantly up—regulated in non-small cell
lung cancer tissues( P <0.05) and RT-PCR found that L35 was expressed on lung cancer cell lines with differ—
ent degrees. The expression of IL-35 was positively correlated with tumor stage and lymph node metastasis( P <

0.05) .

>0.05) . The stimulation of exogenous IL-35 promoted the proliferation migration and invasion of lung cancer

However it was not related with gender age tissue type differentiation degree and distant metastasis( P
cells. Conclusion 11.35 is highly expressed in non-small cell lung cancer tissues and cells and promotes the pro—
liferation migration and invasion of lung cancer cells. It can be used as a target for clinical gene therapy of lung
cancer.
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