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Study on upregulation of expression of inflammatory cytokines induced by MAPK signaling related pathway of mononu-
clear phagocytes promoted by lung cancer cells LOU Jian-fang ,SHI Xin-hui , ZHANG Shu-ping , KE Xing , CAO
Yan .WANG Peng, HUANG Lei . HUANG Pei-jun, PAN Shi-yang . WANG Fang ( Department of Laboratory
Medicine sthe First Af filiated Hospital of Nanjing Medical University, Nanjing 210029 ,China)

[Abstract] Objective To establish the co-culture system of mononuclear phagocyte system (THP-1) and hu-
man lung adenocarcinoma cell line (SPC-A1) ,detect the expression of mRNA of inflammatory cytokines in the THP
1 cell line and MAPK pathways in the co-culture system,and preliminary indicate the effect of lung cancer microenvi-
ronment on the expression of inflammatory cytokines in THP-1 cell line. Methods The SPC-A1 and THP-1 cell lines
were cultured in vitro,and the co-culture system was established. The single cultured THP-1 cell line was setted as
control group. 24 h after culturing, THP-1 cells were collected and real-time PCR was used to detect interleukin (IL)
1B8,IL6 and IL8,and the expression of tumor necrosis factor « (TNF o) mRNA. The western blot analysis was used
to detect the expression of JNK/p,JNK., p38 MAPK/p, p38MAPK, ERK/p and ERK. Results 24 h after co-cultu-
ring, the expression levels of IL1B and IL8 in the co-cultured group was obviously higher than those in the control
group,and was 5. 81 and 4. 21 fold higher than the control group, respectively (P<C0. 05). Western blot analysis
showed that the expression levels of p38 MAPK/p and p38 MAPK in the co-cultured group was significant higher
than those in the control group (P<C0. 05). Conclusion The lung cancer cells could active the p38 MAPK signaling
pathway in monocyte macrophage cells and induce further upregulation of the expression of 1L13,1L8 mRNA, which
might be benefit for the maintenance of tumor microenvironment and tumor progression.

[Key words] human mononuclear phagocyte system; co-culture; human lung adenocarcinoma cell line;
cytokine; MAPK pathway
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