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Abstract: Objective  To understand the distribution characteristics of the virus antibodies of Guillain-
Barré syndrome (GBS) and explore the relationship between GBS and virus infections. Methods Virus anti-
bodies in serum and cerebrospinal fluid were detected in 54 cases of GBS diagnosed by Beijing Tiantan Hospi-
tal Affiliated to Capital Medical University from 2013 to 2017. The positive rate of virus antibodies was ana-
lyzed in different aspects,including gender,age,acute or chronic. Results The detection rates of different anti-
bodies in serum or cerebrospinal fluid of 54 GBS patients were quite different. The positive rate of CMV-IgG
antibodies in serum (98.1%) and cerebrospinal fluid (68.5%) were the highest. There were 2 cases of herpes
simplex virus (HSV)1+2 IgM antibody positive in serum and 1 case of HSV1+2 IgM antibody positive in ce-
rebrospinal fluid (1 case was double positive in serum and cerebrospinal fluid) ,and 1 case was EB virus early
antigen (EBEA)-IgM positive in serum. Results showed that the positive rates of RUBIGG antibody and
TOXIGG antibody in the serum of acute group (92.5%,37.5%) were significantly higher than those of chro-
nic patients (71.4%,7.1%) ,and the differences were statistically significant (P<C0. 05). Conclusion HSV
and EB virus may be related to the pathogenesis of GBS. Compared with chronic GBS, the preceding infection
of RUB and TOX may be more correlated with acute GBS. However, further related research is still needed.
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RUB IgM 0(0.0) 000.0) — 0€0.0) 0(0.0) —
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CMV IgM 0€0. 0) 000.0) — 00, 0) 00.0) —
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HSV1 2(5.0) 2(14.3) 0. 254
HSV2 00.0) 0€0.0) -
HSV(1+2) IgM 1(2.5) 0€0.0) 0. 550
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TOX IgM 0€0.0) 0(0.0) —
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COXVA16 IgM 0€0.0) 0(0.0) —
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