— 428 — BERERKFZR 2024 £55 49 5 4 #3 (Journal of Chongging Medical University 2024.Vol.49 No.4 )

JERBWESE  DOIL: 10.13406/.cnki.cyxh.003475

2R R VR L [l DL AE ] Mito—Tempo X i w9/ bl
AVENF 505 iR Ok 7 1 T

WL iR
(FERERIR2EM RS — BB EAE R 2R, P 400016)

(4 Z ] B8 T LR AR ) BT AL ) Mito—Tempo X IEFEAE /)N BRUEPEITF 8103 (0 520 K mT BB AL . 77 3% - 4% CSTBLI6 /Nl
LA M x BB ZH (Control 21 ) \E M 45 FL A MIZH (CLP ) | Mito—Tempo J3 7T £ ( CLP+Mito—Tempo 21 ) . K HBE ML FRIAR (cecal
ligation and puncture, CLP ) ¥4 8 /]N FUWR 355 2 JF #1405 5 58, CLP+Mito—Tempo 20 7E CLP AL FEHT 1 h { F Mito—Tempo & i i 51
PEATHUAL B, 24 h 5 RREEIFALSE /N B, B/ BRUFFIEZH 2047 HE J% 005 T 20 2005 BRAD 095 5 ELISA v Wl 3 rh 2808 R -, 40
JEDS Y ARG I T2 21 17 14 4 (reactive oxygen species, ROS) (7K FUBE ISR R BLARTE A, Western blot 32 6 I 20 i £ T~ AH
IR BT PRS2 e R 1Y R4 IR B K R i — 1 (cleaved cysteinyl aspartate specific proteinase 1, cleaved—Caspases—1) .\ BY 1]
L K D(cleaved—gasdermin D, GSDMD) | 1 4 i/ & ~ 1o (interleukin 1o, TL-1a) | 4RI/ % -18 (interleukin 18, IL~1B) K
FikKT-o R Y5 Control HIAH L, CLP A FF 5N EE , ROS /K -3 0, SRR TE 45 H B 3A , A I A T AH G ZE 1 cleaved—
Caspase—1,cleaved—GSDMD \IL-1c . IL-18 [ FEIRIKAFEIE N 5 CLP AR L, CLP+Mito—Tempo 2T A U 05 R R V4%, ROS 7K
TR, R TR 2S M3 IK 52, A A T 26 7R 1 cleaved—Caspase—1 . cleaved—GSDMD IL— 1o JL~ 1P 13 iA K RER . 4518
Mito~Tempo AT LA R EEAE /N BT 05 , AL 7] R -5 B AR S AL RO P A A e £ T i R A A G

[ & 83R aie ; S840 5 S B s A

(B S ]RSTS [ THkFRERD A (e7s B #1]2024-03-12

Protective effect of the mitochondria—targeted antioxidant Mito—Tempo

against acute liver injury in mice with sepsis
Xie Ke,Xu Fang
(Department of Critical Care Medicine , The First Affiliated Hospital of Chongqing Medical University)

[ Abstract] Objective : To investigate the effect of the mitochondria—targeted antioxidant Mito—Tempo on acute liver injury in mice with
sepsis and its possible mechanisms. Methods : C57BL/6 mice were randomly divided into control group (Control group) , cecal ligation
puncture group (CLP group) , and Mito—Tempo treatment group (CLP+Mito—Tempo group). Cecal ligation and puncture (CLP) was
used to establish a mouse model of sepsis and acute liver injury, and the mice in the CLP+Mito—Tempo group were pretreated with in-
traperitoneal injection of Mito—Tempo at 1 hour before CLP treatment. After 24 hours, the mice were anesthetized and sacrificed , and
HE staining was used to observe liver histopathological injury; ELISA was used to measure the serum levels of inflammatory factors,
and immunofluorescent staining was used to measure the level of reactive oxygen species (ROS) in liver tissue;an electron microscope
was used to observe the morphology of mitochondria; Western blot was used to measure the expression levels of cleaved cysteinyl aspar-
tate specific proteinase 1(cleaved caspase—1), cleaved gasdermin D(GSDMD) , interleukin—la (IL-1a) , and interleukin—18 (IL-18).
Results : Compared with the Control group, the CLP group had aggravation of liver injury, an increase in ROS level, destroyed mitochon-
drial morphology , and increases in the expression levels of the pyroptosis—related proteins cleaved caspase—1,cleaved GSDMD, [L-1a,
and IL-1B. Compared with the CLP group, the CLP+Mito—Tempo group had alleviation of liver injury, a reduction in ROS level, partial
restoration of mitochondrial morphology , and significant reductions in the expression levels of the pyroptosis—related proteins cleaved
caspase—1, cleaved GSDMD, IL-1a, and IL-13. Conclusion : Mito—
TEBENA M #T,Email :495067613@qq.com, Tempo can alleviate acute liver injury in mice with sepsis, possibly
BRIy 6y IR AR R B B AR R ZORPURZIEST . by reducing the level of oxidative stress and inhibiting pyroptosis.
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