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Abstract

Sepsis is a syndrome of organ dysfunction caused by insufficient immune response of the host dur-
ing infection. The pathogenesis of sepsis is not yet clear, including pathological and physiological
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processes such as heavy load infection, immune dysfunction, and damage to vascular endothelial
cells. Adequate fluid resuscitation, anti infection, and organ function support are non-specific clini-
cal treatments for sepsis. Patients are often spared from early infection, but their condition wor-
sens due to the persistent or secondary infection of sepsis (which may be related to compensatory
anti-inflammatory reactions that occur during the course of sepsis, leading to immune paralysis).
In the development of new drugs for sepsis, among them, drugs that restore immune response
may be the most promising. In the field of anti-tumor drugs, the immunotherapy of extracellular
vesicles is very significant. Therefore, exploring the immune paralysis mechanism of extracellular
vesicles in the development of sepsis and attempting to provide a research basis for the subse-
quent development of new drugs for sepsis is of practical significance. This article reviews the re-
search progress of platelet exosomes in sepsis induced immune paralysis.
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SR EIE B G B, RS SR ARG, R DTSR RS R T R T N[ 17]. 2) Pi)E
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1 CDST 40 A7iE[22]. Forb IL-7 BIBIT R ARCR RiF, IFH HEGEIREEAE 85 1) % R, 1L-7 45
Zinl$Em T MG AWK T 40 i AR b« Bl G IARIRIG 45 SRR W, IL-7 R 2 7ERR BT R vk
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3. Shibik
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76 T 4. EVEANAN Y B g b 20 B35 BAR[34]. SRS T LN B AR S 45 85 22 Fh 2 T B I ZEAK
TE R 734 I 1) 2= 51 2 98 RE ALO WL BEREAS [35] - 1M #M PR HET (1) PD-L1 ALFXF T 4008 E 1) PD-1 541k
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