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Preparation and preliminary study of inactivated vaccine for fever with thrombocytopenia syndrome virus
YANG Pan',LIU Lele', TIAN Li', HAN Yue',ZHAO Zhongxin®, SUN Pecilu’, ZHENG Xuexing',

XIA Xianzhu',ZHENG Wenwen' (1. School of Public Health ,Cheeloo Collage Medicine , Shandong University ,
Jinan 250012, China ; 2. Linyi People’s Hospital of Shandong Province; 3. Institute of Materia Medica , Shandong
First Medical University & Shandong Academy of Medical Sciences; 4. Institute of Military Veterinary Medicine s

Academy of Military Medical Sciences,Academy of Military Sciences)

Objective To evaluate and compare the immunogenicity of a novel inactivated vaccine against febrile
thrombocytopenia syndrome virus (SFTSV) using H, O, and B-propanelactone as inactivators. Methods SFTSV was
inactivated with H, O, and B-propionolactone, and the inactivated vaccine was prepared with aluminum adjuvant,and the
body weight.food intake,and mental status of the mice were measured for 21 days to evaluate the safety of the vaccine.
Enzyme-linked immunosorbent assay (ELISA) was used to detect the level of SEFTSV-specific antibodies in the serum of
mice,neutralization assay was used to determine the level of SFTSV neutralizing antibody in the serum of mice,and the
recruitment and activation of B cells in the spleen were determined by flow cytometry. Results The two inactivated
vaccines prepared in this study showed good safety, the average titer of SFTSV neutralizing antibody could reach more
than 1 : 300 at 8 weeks after immunization, the induced immune response tended to be Th2 type,and had a high activation
level of B cells,up to 19. 1% ,and the neutralizing antibody titer induced by the H, O, inactivator group was higher than
that of the B-propanelactone inactivator group.  Conclusion In this study,two inactivated SFTSV vaccine candidates that
induced a strong humoral immune response in mice were successfully prepared, and relevant immune parameters were
provided. H, O, has shown certain advantages as an inactivator, which is helpful for the development of effective vaccines,
provides strong protection against SETSV infection, and provides a research basis for the preparation of new inactivated
vaccines for febrile and thrombocytopenia syndrome virus.
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