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[ Abstract] Viral hemorrhagic fevers (VHFs) is a group of acute infectious diseases caused by a variety
of viruses with fever, shock and hemorrhage as the main clinical symptoms. VHFs are globally spreaded and
with a high mortality, posing a serious risk to human health. In recent years, VHFs such as dengue fever,
hemorrhagic fever with renal syndrome and Ebola virus disease had continued to be prevalent, posing a
serious challenge to global public health security. The pathogenesis of VHFs are still not well studied and
there is no specific treatment for most of these diseases. The respiratory tract is not only an important way for
the human body to be exposed to hemorrhagic fever virus, but also an important site for the body to produce
immune response, and an important organ for damage in various VHFs. It is of great significance to study
the infection of respiratory tract and reveal the mechanism of respiratory tract lesions caused by hemorrhagic
fever virus, which is of great significance to investigate the pathogenesis of VHFs infection and its severe
process, and to research the prevention and treatment measures. This paper reviews the biological status of the
infection of respiratory tract caused by common hemorrhagic fever viruses such as dengue virus, hantavirus
and Ebola virus.
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