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[Abstract] Septic cardiomyopathy (SCM) is a cardiac complication accompanied by severe inflammatory
response and mitochondrial dysfunction, posing significant challenges to patient prognosis. In recent years, melatonin has
attracted widespread attention due to its remarkable antioxidant and anti-inflammatory properties. Existing research has
indicated that melatonin may exert myocardial protective effects by regulating the fusion and fission dynamic balance of
mitochondriavia the silent information regulator 1 (SIRT1) signaling pathway. As a key deacetylase, SIRT1 is involved
in the regulation of various cellular physiological processes, and its mechanism of action in SCM remains to be further
explored. This article aims to review the research progress of melatonin in SCM, especially its potential mechanism of
regulating mitochondrial dynamics through SIRT1, to provide new ideas and targets for the treatment of SCM, and to
improve patients' cardiac function and clinical outcomes.
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XA SCM TR T S 78 0 JEL , At i PR i
PSR ZRAE DRI RIS T S HER
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) 2 P ELO NLATIR Ui A sh R R s . BFgT
P, MR FEAE L8 A PN 1 & A DR 2 e 98 TR B 1A
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P 1/c=Jun 25K i 4 (mammalian STE20-like
kinase 1/c-Jun N-terminal kinase, Mst1/JNK) 1 5 i
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CE (5 R R IR PR S N AR er St
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protein kinase, AMPK) {5 5 i }% 415 09 240 it H W&,
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WFFE R W], 48 F G A S A - E2 A OG5 2
(nuclear factor-erythroid 2-related factor 2, Nrf2) JT4%,
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FRUMEEERE O LR 5. Zhen 2624 BF ST W], AR B K
A3 o P Janus G 2/ 5 55 5 5 S E0E H
¥ 3 (Janus kinase 2/signal transducer and activator
of transcription 3, JAK2/STAT3) {55 53 )l 52 SCM
0 LR 05 B P 2 R IR LA 2 0 LR 94
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P s FL SRt / PR AR A, v 2
BB, BRI Ah, R R B B I T G Y



© 124 - i rh P R4S A A 2026 4F 2 F 45 33 4545 1 91 Chin ] TCM WM Crit Care, February 2026, Vol.33, No.1

SCM L L o
2 ZHEBMEESRNHTEES SCM AL
R
2.1 LRLARRNG 5 MRS AT R R, 4
KL R 7 57 8 FRACH A A g i, I8 — Py
SRR AR S . ZoRniRiE RS S T 2 B
BV AT RERaE T bkl S 54
AT R FL SR | BRI/ PR RAE
PR ARG AR 24 . ) 4 AR MM BEAE S5 A O

AN RS R R A 0 R TR N |
I = % A% NP N e S S R AL N R
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SRR D RERE— 2 A O L3
VRIS 2R AA (14 DI RE AN 8 255 7T BE & 18035 SCM 1Y
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BEOL DRI, R AR A R R A B 25T A 4
JL Y A= Sy R TR B TV ERIA YT

3.2 SIRTI PRl & 5 0 R s V5 2
55 SCM O ILERAF : 7E SCM fr, SIRT 55 3@ HwliA
TS RAARTRZS Ty T K 4546 EHEAEH]. SIRT1
i b Nef2 {55 FR M H gL T, A MA2
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