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Expression and clinical significance of autophagy-related genes in periph-
eral blood mononuclear cells of patients before and after Janus protein
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[ Abstract] Objective:To explore whether autophagy-related genes( ATGS) are involved in the development of rheumatoid arthri-
tis(RA) and the autophagy expression changes before and after treatment with Janus protein tyrosine kinase ( JAK) inhibitors. Meth-
ods ; Clinical and laboratory data and peripheral blood samples of 30 RA patients treated with JAK inhibitors for 24 weeks (RA group)
and 30 healthy people ( HC group) were collected,and the expression levels of autophagy-related genes in peripheral blood mononuclear
cells were detected by RT-qPCR. Results; The mRNA expression levels of ATG 5, Beclin-1 and LC-3 in RA group were higher than
those in HC group,while mRNA expression level of ATG 16 in RA group was lower than that in the HC group (P <0.05).In RA
group, ATG5 expression was positively correlated with ESR,hsCRP,SJC,PtGA,DAS-28 (ESR) and CCP. ATG12 expression was posi-
tively correlated with hsCRP and CCP,ATG16 expression was positively correlated with hsCRP and SJC. Beclin-1 expression was posi-
tively correlated with ESR,hsCRP,PtGA and DAS-28 (ESR),and negatively correlation with RF-IgG. LC-3 expression was positively
correlated with ESR and hsCRP (P <0.05). After 24 weeks of treatment,the mRNA expression levels of ATG5,LC-3 and Beclin-1 de-
creased , while the mRNA expression levels of ATG16 increased (P <0.05). Conclusion: Autophagy-related genes are involved in the
pathogenesis of RA. Tofacitinib may act as a potential autophagy regulator by affecting the level of autophagy in RA patients.
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