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Research on the Spreading Status and Transmission Characteristics of Different Branches of the SARS — CoV -2.  Feng Xiao, Meng Ziyan,

Gao Yang et al. Key Laboratory of Vaccine Research and Development for Major Infectious Diseases of Yunnan Province, Institute of Medical Biology, Chinese
Academy of Medical Sciences and Peking Union Medical College, Yunnan 650118, China

Abstract Objective The changes in the temporal and spatial distribution of different branches of the new coronavirus ( severe a-
cute respiratory syndrome coronavirus 2, SARS — CoV —2) since the outbreak, as well as potential population infection preferences are an-
alyzed. The purpose is to provide clues for the spread of the virus, pathogenic mechanism, and targeted prevention and control. Methods
The information of gender, age, strain type and other information is screened out from the metadata information from the global epidemic
sharing website GISAID. Cluster analysis of the proportion of the seven branches of SARS - CoV -2(L,S,V,0,G,GH,GR) over time is
analyzed. The groups were divided by age(0 — 19 years old, 20 — 39 years old, 40 — 59 years old, =60 years old) and gender, and the
statistical Software SPSS 22.0 was used to calculate and compare the proportions of the 7 branches in each group. Results All 7 branches
were also detected and identified by the end of January 2020. The changes of branches L, S, O,V gradually decrease over time, and the
G series branches gradually increase, which are now the main popular strains in the world. There are significant differences in the propor-
tions of the 7 branches in each age group, but there is no difference in the proportions between men and women. Conclusion SARS -

CoV —2 has high transmission capacity and mutation speed. The G - series branches may become a worldwide epidemic strain due to their

unique mutation sites and complex environmental factors. Each branch of SARS — CoV -2 has an age preference for infection.

Key words SARS - CoV -2 ;Propagation characteristic ; Pathogenic mechanism
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