PR fG T AR BE 2 2023 4F 9 J145 35 445 9 ] Chin Crit Care Med, September 2023, Vol.35, No.9

* 999 -

- Tk -

SNMEEMRSIEZ ISP RER

HE BE ERE HFE e 42F
FMKFEWESE —EREEEESH, 5N 215004
BAEVEH . R E, Email : 13616203651@163.com

[(FEEY  Mepieets RGeS BRI 1E 3R 0 S 8008 KA A4y B DI RERRAT . e R he fniie d e R e
SR A N SRR () T L R T A [l s AT i, RS W AR T R A TR 583 . ANBMARE R 2k
YRS TE B EAE 30 ~ 150 nm AYAHAIA M, BB AT %2 &1 5T L I T . RNA L DNA SE 2R AE VG
0, 2 5T SORE LN | S | LA Lo Al LA B AR . UTARSR  ANIMA B 2 S T MR YT 42 B RAER
I E B A2 — o ARSC T T [ SRR A S Stk S R IIFSY , 75 B [ A S A TE e B0 12 W Yy Hh i F
SRR,

[EEIA) SNMA s BRFHIE; ZAVETNRERT ; Wi ;

BEEWB : T3 N 98 TAEAA T H (GSWS2021017)

DOI : 10.3760/cma.j.cn121430<20221031-00957

LUy I

Research progress of exosomes in the diagnosis and treatment of sepsis
Du Xin, Feng Hui, Jiang Yuhao, Fan Zihao, Zheng Hengheng, Zhu Jianjun
Department of Emergency, the Second Affiliated Hospital of Soochow University, Suzhou 215004, Jiangsu, China
Corresponding author: Zhu Jianjun, Email: 13616203651@163.com
[Abstract]

host response. Sepsis and septic shock with a high mortality threaten human health at present, which are important

Sepsis is a life-threatening organ dysfunction caused by infection that lead to dysregulation of the

medical and health problems. Early diagnosis and treatment decision-making for sepsis and septic shock still need to
be improved. Exosomes are extracellular vesicles with a diameter of 30—150 nm formed by the fusion of multi-vesicle
bodies and cell membranes. Exosomes can effectively transport a variety of bioactive substances such as proteins,
lipids, RNA, DNA, and participate in the regulation of inflammatory response, immune response, infection and other
pathophysiological processes. In recent years, exosomes have become one of the important methods for the diagnosis and
treatment of systemic inflammatory diseases. This article will focus on the basic and clinical research of sepsis, and focus

on the research progress of exosomes in the diagnosis and targeted therapy of sepsis.
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