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Abstract Objective To investigate the effect of IREla — JNK pathway in early nonalcoholic fatty liver disease. Methods 20
C57/B6 mices were divided into control group, high — fat diet group, IREl1a — shRNA group and lentivirus blank vector group. Before the
experiment, mices in IREla — shRNA group and lentivirus blank vector were injected with IRE1a — shRNA lentivirus vector and lentivirus
blank vector respectively. Mices were fed normal diet in control group, but high — fat diet in the other group. Fatty degeneration in liver
were detected by routine method and oil red O staining. The autophagic structures were observed by transmission electron microscopy.
Western blot was used to detect the expression of IRE1a — JNK pathway protein, apoptosis related protein caspase —3, Bel -2, Bax, au-
tophagy related protein LC3 Il , Beclin — 1. Results Compared with the control group, the IREla — JNK pathway was activated in the
high — fat diet group and were partialy inhibited in the IREla = shRNA group. HE staining showed that compared with high fat diet
group, liver steatosis of IRE1 a - shRNA group was more serious. Electron microscopy showed that autophagic structures increased in the
high — fat diet group compared with the control group, but decreased after IRE1a — shRNA injection. Western blot showed that compared
with the control group,expression of Bax, Bel -2, caspase —3 protein in the liver tissue of the model group had no significant changes,
but Beclin =1, LC3 11 / I increased significantly (all P <0.05). The expression of Bax, caspase —3 protein increased after the injection
of IREl o — shRNA lentiviral vector, while Bel =2, Beclin =1, LC3 1/ [ decreased (all P <0.05). Conclusion IREl o — JNK
pathway has a protective effect by inducing autophagy on early nonalcoholic fatty liver disease.
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