- 1002 - BEMERG A4 2024 AF 8 H 4523 55 8 11 Chin J Diffic and Compl Cas, August 2024, Vol. 23 ,No. 8
{ DOI] 10.3969 / _] issn. 1671-6450.2024.08. 021 /é/jd'\‘ ‘I7R

Bk 1ML ) 58 25 AL AE e B A O LA 1 & s BIL A o 1 AT 5 it
[=] ey m]

By E5w HEEER
4
G . BN A FIEH RIS (gaeik2020-1-026) =]

YEF AL, 550001 BB, SUMERIRSE (BAE) ; SN BERFR MR BB N FHICU (B4 & 5 EIE)
WAEEE . WEME, E-mail ; guohuiy2006@ 126. com

(5 T MeRpAE e PR 1B po A S S I8 R TS 808 B AR A Y B DI RERRE A, Bk A A S8 f
PR o BRBEAE S R A O LA 3 ( SIMT) 2 5™ B 14 9 R 2 — , LR 2% 1 380 A BRAIL A 9 M aod 2 9 4 S 4R Ak
RL LR ARG 7 AR T AR A e S R E ALAE . L rP BRI S BEE ALAE SO AL B EE LR A PR
ARG BRI DI REZEAL A et B D AE DI RE RN R 2 5C EE , SCRE B M D REZRTLAE SIMI P Y M (O AF — 25k 1R
WHAR G PR R B AT RENE , i RAR LS %

[X88IR]  MeBEAE ; O WIHA ; R T REZETL ; A AGHL I
[hES%EE] R542.2;R363.2°1 [STEkHRIRAE] A

Progress in the study of the role of coagulation dysfunction in the pathogenesis of sepsis-induced myocardial injury
Liao Ximing ", Yang Guohui. * Guizhou Medical University/ Department of Internal Medicine ICU, Affiliated Hospital of Guizhou
Medical University, Guizhou Province, Guiyang 550001, China
Funding program: Guizhou Science and Technology Fund ( gzwjk2020-1-026)
Corresponding author: Yang Guohui, E-mail; guohuiy2006@ 126. com

[ Abstract)

tions, with persistently high global incidence and mortality rates. Myocardial injury induced by sepsis is among its most se-

Sepsis is a life-threatening organ dysfunction caused by a dysregulated host response to various infec-

vere complications, with its complex pathophysiological mechanisms involving excessive inflammatory responses, oxidative
stress, mitochondrial damage, cell apoptosis, autophagy, and coagulation dysfunction. Coagulation dysfunction plays an in-
dispensable role, where its early recognition and treatment are crucial for improving cardiac function and prognosis in pa-
tients. The article reviews the role of coagulation dysfunction in sepsis-induced myocardial injury (SIMI), discussing its po-
tential as a new therapeutic target, providing a reference for clinical practice.
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