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Effects of endoplasmic reticulum stress and unfolded protein
response related molecules on T lymphocytes in children

with autoimmune encephalitis
WANG Dan, LIU Xiaojuan, KANG Tian
Author Affiliation : Department of Pediatrics , Shijiazhuang First Hospital ,Shijiazhuang , Hebei 050011, China

Abstract: Objective To observe the effect of endoplasmic reticulum stress on the survival and apoptosis of T lymphocytes in AE
patients and the role of unfolded protein response (UPR) signaling pathway in the survival and death of AE lymphocytes. Methods
Peripheral blood samples of AE patients and healthy donors from the Department of Pediatrics, Shijiazhuang First Hospital from
February 2017 to February 2019 were collected. T lymphocytes of AE patients and healthy donors were treated with TG at different
concentrations (0,0.5,1,5,10 nM) for 48h,and then cell viability was tested by cck-8 assay; TG (concentration:5 nM) was used
to treat T lymphocytes of AE patients and healthy donors for 48 h, and the apoptosis of untreated and TG treated T lymphocytes
was detected by flow cytometry; TG (concentration:5 nM) stimulated T lymphocytes of AE patients and healthy donors for 48 h,
and the protein expression levels of UPR marker molecules (Binding immunoglobulin protein, BIP) and (Homologous protein,
CHOP) , as well as apoptotic related proteins (B-cell lymphoma-2,Bcl-2), (B-cell lymphoma-XL, Bel-XL) and(Bel-2 associated X
protein, Bax ) were detected by Western blot.Results TG inhibited the proliferation of T lymphocytes in AE patients in a dose-de-
pendent manner, promoted the apoptosis of T lymphocytes in AE patients, and down -regulated the expressions of BIP (0.50+
0.05)% vs.(0.23+0.04)% and anti-apoptotic proteins Bel-2 (1.41+0.04)% vs.(0.73+0.07)% and Bel-XL (1.23+0.06)% vs.(0.51+
0.05)% ,and significantly increased the expressions of CHOP(0.53+0.06)% vs.(0.81+0.07)% and pro-apoptotic protein Bax (0.51+
0.01)% vs.(1.25+0.05)%.Conclusion FEndoplasmic reticulum stress inhibits the proliferation of T lymphocytes in AE patients
and promotes apoptosis,which may be influenced by BIP and CHOP.

Key words:Encephalitis;  Endoplasmic reticulum stress;  Thapsigargin;  Autoimmune encephalitis; T lymphocyte;  Apoptosis
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