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[Abstract] Bacteria and virus are the most common pathogenic microbes of human infectious disease. The clinical
symptoms and severity of disease caused by bacteria and virus differ greatly among patients. Oxidative stress, immune
dysfunction and coagulation disorder may occur in organisms during severe infection. The interaction among various systems
and the cascade-amplification effects result in microcirculation dysfunction and lead to ischemia and hypoxia of tissues and
organs. Under the above situation, if no timely and effective treatment can be applied, it could easily develop into severe
pneumonia, sepsis, and even death. Coagulation disorder and microcirculation dysfunction belong to the category of "blood
stasis syndrome" in traditional Chinese medicine. Xuebijing injection, which has the function of promoting blood circulation
and removing blood stasis, has played a multi-target role in the treatment of severe pneumonia and sepsis. The mechanism
may be related to blocking the "crosstalk" among oxidative stress, immune dysfunction and coagulation disorder, leading to
curbing the vicious circle of mutual promotion. This article reviews the four aspects such as oxidative stress injury, immune
function imbalance, blood coagulation disorders induced by bacterial and viral infection, and multi-target therapeutic effect
of Xuebijing injection.
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