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Abstract: Objective To investigate the characteristics of changes in interleukin (IL)-33 and regulatory T
(Treg) cells in brucellosis,to verify the regulatory effect of 11.-33 on Treg cells,so as to clarify the immune
mechanism of IL-33 on Treg cells in brucellosis. Methods The peripheral blood of 39 patients with brucellosis
treated in the People's Hospital of Xinjiang Uygur Autonomous Region from January to December 2021 (the
brucellosis group) and 42 healthy controls (the healthy control group) who underwent physical examination
during the same period were collected. The serum 11.-33 level was detected by AimPlex kit,and the proportion
of Treg cells was detected by flow cytometry. Peripheral blood mononuclear cell (PBMC) was extracted and
cultured in vitro to observe the proportion and mRNA expression levels of forkhead box protein P3 (Foxp3)
after stimulation and blocking of 1L-33. Results Compared with the healthy control group,the level of 1L-33
and the proportion of Treg cells in brucellosis group were significantly increased, with statistical significance
(P<C0.05). In vitro tests showed that the Foxp3 proportion and mRNA expression level of PBMC in the two
groups were significantly increased after 11.-33 stimulation, and significantly decreased after 11.-33 blocking,

with statistical significance (P<C0. 001). Conclusion I1.-33 and Treg cells increased significantly in brucellosis
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patients,and I1.-33 promoted the immune function of Treg cells. Blocking 11.-33 is expected to be a potential

target for immunotherapy of brucellosis.
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Application value of liver,renal function and autoantibody-related indexes
in the diagnosis of neuromyelitis optica spectrum disorder”
LIU Yanan'?,JIANG Wencan"** ,CHEN Kelin"** ,SHAO Chunging ">,
LIU Xuesong'* v ZHANG Guojun'**"
1. Department of Clinical Diagnosis ,Laboratory of Beijing Tiantan Hospital ,Capital
Medical University ,Beijing 100070,China ;2. National Engineering Research Center
for Beijing Biochip Technology ,Beijing 100070,China ;3. NMPA Key Laboratory
Jor Quality Control for In Vitro Diagnostic sBeijing 100070,China
Abstract: Objective To analyze the distribution characteristics and application value of liver, renal func-
tion indexes and autoantibody-related indexes of neuromyelitis optica spectrum disorder ( NMOSD).
Methods The liver,renal function and autoantibody-related indexes data of patients diagnosed with NMOSD
and multiple sclerosis (MS) in Beijing Tiantan Hospita, Capital Medical University from June 2015 to June
2023,as well as gender and age-matched controls underwent routine physical examination were retrospectively
collected. A total of 95 patients with NMOSD (NMOSD group),230 patients with MS (MS group) ,and 244
healthy controls (routine physical examination group) were selected to evaluate the diagnostic value of each
index for NMOSD. Results Compared with MS group.the levels of alanine aminotransferase,as well as the
positive rates of a-hydroxybutyrate dehydrogenase, y-glutamyltransferase,anti-SS-A antibody, anti-SS-B anti-
body.anti-ribosomal P protein antibody and Ro-52 antibody were significantly increased in NMOSD group,
while the levels of albumin,indirect bilirubin and total bilirubin were significantly decreased,and the differ-
ences were statistically significant (P <C0. 05). The difference index between NMOSD and conventional physi-
cal examination group was similar to that of MS group. The seven indexes,a-hydroxybutyrate dehydrogenase,

albumin, globulin,direct bilirubin,indirect bilirubin, total bile acid and uric acid alkalinity could be used for the
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