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Relationship between inflammatory microenvironment and

epithelial-mesenchymal transition and its significance in pancreatic carcinoma

LIU Yu, QUAN Ying
No. 3 Ward of Oncology Department, Panjin Central Hospital, Panjin, Liaoning 124000, China
Abstract: Objective To explore the relationship between inflammatory microenvironment and epithelial-mesenchymal
transition (EMT) and their effects on the prognosis of patients with pancreatic carcinoma. Methods The clinical and
pathological data of 53 patients with pancreatic cancer receiving surgical treatment from June 2015 to June 2016 were
analyzed retrospectively,including 31 cases of metastatic carcinoma and 22 cases of situ carcinoma. Normal tissues adjacent
to cancer were taken as controls. E-cadherin and N-cadherin expressions of EMT markers were detected by
immunohistochemistry, and levels of interleukin 6 ( IL-6 ), nuclear factor-kB ( NF-kB ), signal transducers and
transcriptional activators 3 (STAT3) and tumor necrosis factor o (TNF-a) of inflammatory microenvironment markers were
detected by enzyme-linked immunoadsorbant assays( ELISA). Results The contents of IL-6,NF-B,STAT3 and TNF-«a in
the local tissue of metastatic carcinoma were higher than those in situ carcinoma,and those in situ carcinoma were higher
than those in control group (all P <0.01). The positive expression rate of E-cadherin in metastatic carcinoma was lower
than that in situ carcinoma,and it in situ carcinoma was lower than that in controls(all P <0.01). The positive expression
rate of N-cadherin was metastatic carcinoma > carcinoma in situ > control group (all P <0.01). According to the
specific positive expression,53 patients were further divided into E-cadherin negative and N-cadherin positive group (E~/
N*,n=29) ,E-cadherin and N-cadherin co-positive group (E*/N* ,n =13) ,E-cadherin positive and N-cadherin negative
group (E*/N™ ,n=11). The contents of IL-6 ,NF-kB,STAT3 and TNF-« in the local tissues presented E~/N " group >
E*/N™ group >E* /N~ group (all P <0.01). The one-year survival rate after operation was 26.4% . The contents of 11.-6
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(P=0.001) ,NF-kB (P =0.005),STAT3 (P =0.004) and TNF-o( P =0.007) in cancer tissues had high predictive

value for prognosis, and their optimal cut-off values were 51. 87 nmol/g, 5. 44 nmol/g, 6. 78 nmol/g, 17.95 nmol/g
respectively. The postoperative survival period of patients with E~/N* (P =0.004) ,1L-6 >51. 87 nmol/g (P =0.026),
NF-kB >5.44 nmol/g (P =0.018) ,STAT3 >6.78 nmol/g (P =0.021) and TNF-a >17.95 nmol/g (P =0.042) was

significantly shorter. Conclusion

There may be interaction between inflammatory micro-environment and EMT in

pancreatic cancer,which may promote the occurrence and development of pancreatic cancer.

Key words: Pancreatic carcinoma; Inflammatory microenvironment; Epithelial-mesenchymal transition; E-cadherin; N-

cadherin; Interleukin 6; Nuclear factor-kB; Tumor necrosis factor o
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