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Dynamic changes of plasma cytokines in patients with hemorrhagic fever with renal syndrome REN Dan-feng, LIU
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Abstract Hemorrhagic fever with renal syndrome (HFRS) is a natural epidemic disease caused by Hantavirus, which
mainly affects rodents. China is one of the areas with high incidence of HFRS, which endangers the life and health of Chi-
nese people for a long time. Studies have shown that overactivated immune responses and " cytokine storms" caused by in-

flammatory responses are one of the mechanisms responsible for the pathogenesis of HFRS. This paper intends to review the

dynamic changes of various cytokines in patients with HFRS.
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