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Interleukin—27 exacerbates acute lung injury by promoting T helper type 1

differentiation via the JAK2/STAT1 pathway

Wang Yuanyang',Xu Fang',Qi Haifeng’
(1. Department of Critical Care Medicine , The First Affiliated Hospital of Chongqing Medical University ;
2. Department of Critical Care Medicine , Women and Children’s Hospital of Chongqing Medical University)
[ Abstract] Objective : To investigate the effect and mechanism of interleukin—27 (IL.-27) on the differentiation of T helper type 1
(Th1) cells and acute lung injury. Methods : The method of cecal ligation and puncture was used to establish a mouse model of sepsis
with acute lung injury, and hematoxylin—eosin staining was used to assess the histopathological damage of the lungs. Western blot and
RT-qPCR were used to measure the expression and activation of the JAK/STAT pathway and the protein and mRNA expression levels
of T-box transcription factor 21(T-bet). Results : 1L.-27 exacerbated lung injury in mice with sepsis. Cell experiments showed that IL—
27 significantly activated the phosphorylation of the JAK2/STAT1 pathway and upregulated the protein and mRNA expression levels of
T-bet(P<0.01,P<0.05). The expression of T-bet was significantly downregulated after inhibition of STAT1 phosphorylation (P<0.01).
Conclusion : 11.-27 promotes Thl differentiation via the JAK2/STAT1 pathway, thereby exacerbating acute lung injury in mice with
sepsis.
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