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Research progress on specific therapeutic drugs for treatment of sepsis

DONG Tian-hao, CHEN Xiao-jie, ZHANG Gui-ping, WANG Qi-yun, HE Xing, GU Jin-ying, DONG Kai
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Abstract: Sepsis has been defined as life-threatening organ dysfunction caused by dysregulated host response to infection, associated

with an in-hospital mortality in excess of 10% and leading to high treatment cost and medical resources consumption, has become a

huge threat to human health. Antibiotics, antiviral drugs, vasoactive agents, etc. have been used in the traditional therapy of sepsis, but

there are also not enough specific therapeutic drugs for clinical practice. How to rectify systemic inflammatory response, coagulation

disorders, and immune dysfunction, contributing to return to pro- and anti-inflammatory homeostasis, and improve patient outcomes, is

the key problem in anti-sepsis drug development. According to the differences of disease stage and treatment purposes, specific

therapeutic drugs for the treatment of sepsis are divided into drugs aiming at uncontrolled inflammatory response, coagulation

disorders, immune function inhibition, and modern Chinese medicine. Research progress on those specific therapeutic drugs for the

treatment of sepsis are reviewed in this paper.
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