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Abstract

Sepsis-Induced Myocardial Dysfunction (SIMD) is one of the key factors leading to a significant increase
in mortality among sepsis patients. In recent years, with the deepening research into metabolic dis-
orders and immune regulatory mechanisms, an increasing amount of evidence has shown that both
play a central role in the pathogenesis of SIMD. The metabolic abnormalities in SIMD cardiomyocytes
are characterized by insufficient energy supply, mitochondrial dysfunction, and accumulation of met-
abolic products, which directly affect myocardial contraction and relaxation functions. At the same time,
the activation of immune cells and the release of inflammatory factors regulate myocardial inflamma-
tory responses and cellular damage through complex signaling pathways. This article reviews the in-
teraction between metabolism and immune regulation during the process of sepsis, focusing on how
metabolic disorders affect immune responses, as well as the feedback effect of immune regulation on
myocardial metabolic status. Combining the latest basic and clinical research progress, it explores the
specific manifestations and potential therapeutic targets of the interaction mechanisms between me-
tabolism and immunity in SIMD, aiming to provide theoretical support and new ideas for in-depth re-
search and clinical interventions in this field.
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1. B
TR S — B R B R 0 & B SO R AR E, B 2 B B DIRERERS, RN A SR A
TEV, FETRARE[1]. FREEREA S LML (SIMD) g B HEAE 5 3 W0 EL P2 S ) IR RE 2 — . H R L
W e %2 77 T AL 2 TR % AR EL AR PR 2], AR5 U 5 4 88 4975 SIMD oh (4B T 512 T 132 359k . — TRt
PERF TR A%, 76 B M 598 5 O A IR AR S5 O IR £ 28 ok, D WUR bR B Bh A2 1k 5 B 28
R HIFET R AR, ORGP R, B IO TR [3]. X O L 007 2 P 28 T
R R EEIHR, VTR A TR DS SR G . 4005, SIMD %5 40 RE 7
T ONAM AT E, 2EA LU0 TNF-ay IL-18 SE7E SRR i OSSP E F 4] AHOCHEFE R I, FREEAE IS
TR o S A R 1 5 232 R T Lo LR AL SR T, S B0 LT RERERS 5] [6]. AT, g%
2 P DU R SIMD (194 SRR I A2, Sk AR 22 (10 UE 9 32 W3 AR I 35 AL YE H R B B
R, 26 IE 00RO B TR, DU R EL 9, JEBTAR I, LRiE 78 2 0
ATP BERI[7]. BREERERT, LR RIIA SAIBR . IR BETIRE 241, B ATP & Bk, B 31 A2 0Lk
GETHEE T[S (9], BFACSER, AN RO LRy, IR 6 5 5 4 TSI RIRE, 4Q
WHB AL, RO R T RS ZAR10]. BEsb, (U= i PL IR 1 M e R T T h s, LA U e
BRIP4, VO3 o G T ) A S e, SRR HERR[11] [12]. SeBETUTTE M
SEGIERGINRE T, R AR, AR RREAIHI[13]. SyEmi i BV, T 400

ik
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AR A S0 N ThRE R, 25 RIEN R M= A AR, AU RERE [ 14] [15]. Hgu ot ¢
S FUHR 7 IEERE A (7] e 2 200 Bl S 110 e O 1 A HARDIRAS 284k, B0 e A MR R I AR L gm A,
PERE G o, AR AE JORE SOSMEI[16] [17] HbAh, Sy 2R sl 244k PD-1 L HEL/K PD-L1 HRIA
W, A SR IEIRAS IR 18]

AR5 G328 VA T ML (1958 B FH R R EERE A 5 O LR 3 IR O B ER T [ 19] . AR 35 L T BURE AL A
JE, INEE R AN REREAS s T S 4 MURE JEUT) 2 RE A T ] gt — 2B A O U R AR D e, T il
TEIR[20] [21]- BEFCAR BN, U2 SCE A U B ol 184 5 28R AR Th A% AT 23 S Th e Se o LR 5, Gl ik s
SIRT3. AMPK %55 5 iE B BE LR AR L W) & AP, B B T22/% SIMD [15][22]. &k, ARUHA
PR T RN SIMD RT3 88 . B, FEPIEEE lobetyolin, umbelliferone %5 fE 411 28 E %
N, PETTEAC N, RO L17] [23]; ¥R VDAC2 ZE A ) malonylation &1 7T e MR ZAET:, HH
PR DA [24]: R AOKBOREE [m) 42 SOAEN 5T, Wb RIS o UL SE A S 3 KL [25]. A, e di
LA B g AR (0 TR 4255 ATF4. PGK1 854> 1 A ARUNATT S it 17 I £ J7 m1[23] [26].

g5 b, BRERREA DGO WIAR G AR S 5 R R R EAE A H . AR AL S SRR AN A 2 A
LRAT)RERERG, S AN ThRE ISR SR IR L, TE OB . A SRAF 78 5 5 pi 4 7~ AR 5 e e
TPRIAH AL, T L ) £ I 0 R G TR T R YR T SR, DA R AE SR O R TS
2. BRE|AEAR ORI S B4 18 < R HL I
2.1. eBERHEHREREIOATIEERR M

FREERERAS T, ORI RE AR R AR B e, SE SR I 45 0 A R0 g 107 198 S0 35 52 E14
Hl, SECATP ARA L, BTN AR ThRE[27]. o0 I8 i aE EAC 74 ATP, DL4ERFIE
AR R AT K T RE 28] SR, BRERRE AR, H T 28 S B R 2 UIRIEE , (O LA i R AR AR G AR
BRI A A MR A O R, SRR RN 2, (RO NI RERRS[29]. [FIRT, FLER
S A BRI EE IR, 75 IR R B, RN 20 P P AT ST R R A AR 1, 2B O LA
B O AR PE[30]. Ak, ARIDTER AU FRRG . i R S A 2R B ALK S I T W b T AR = AR 2R, 3k — 2540
FLRATIRE, IR RS R 31]. R EREANERT ATP ARG, 140 A (55
MW AMPK Al mTOR 520 o JTLAH M B AU . 5 ) A e S 2, ik oCo JULA03 493 1) R AR IR Fg [32]
[33]. BRIk, PRAFE 516 A AR S AQ U S o =2 O LT REdcss  BEZENLHI, DNIE RIS Ra T S 4t 1 I e 1
FRGHEE R

2.2. SMAThRERERR R E LN

LR RIAAAE RO LA B RE AR A% O, L) BE R RS 2 AR B RE AH DG Co VL4515 (1) B8 B2 B LA 34] . k75
FEF TN, SRR R, IPIREEE SIS EZE, FECETALEZMH, ATP & s/ [35]. Ltk
e AR A RROS) T A, I EAMN . 21 ROS MG, & A FMLR{A DNA,
PO TS AIRZE, InE O HERAE[36] [37]. LRRLAAR H K (mitophagy) & 4457 28 b 4 o 542 ] () 2 3
HLHI[38]o BEEPAEIRA T, mitophagy T RMT, SZHMLERAARTCIE K IERR, SEUZHERAAER, #H—
AR H RGN R [39] [40]. AWFFE N, Narciclasine 383 {2 3 INK KR 1 W3 % A 1 0o L
TRIPVER, #2745 mitophagy A2 2% Al B0 O WA 1 TS (E SR RE [39]. IR, AL S AR 1155
T PR AZ 2, SRR A IS 52 M U R AT €5 2 ¢ BRI WS R BRI N, B LR T2 [37].
DRI, 2 A T i o AR S A R 3 [ A0 BB O A3 475 1) B B B R, 8 v b A (R R S AL
BT BA BEEMIGIRE L.
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23. RFMRESSFELOIRGHRER

JHe B3 Co WLAR 5 A v, AR = P FLER T 7 B2 v (] 7400 S ATP Bt A = ) AR B e AR HPIRAS
(7 B 2 5 U1 SE s SR 0 1 o L R ME AR A TR BBURR A5 5 6, I 4 R P % v R A LR 3R L [30]
G 7 B AT S 5 7= A [ R 7 % v 8] 7= P PR JOE A ORI, R E o LA B0 . ATP AR F= W1 2
MRE SR IS 5707, VAT SR 40 Mg MR R S hE Rl 130k, S O R8O R [3 1] AR GE S
%A1 AMPK. mTOR F1 HIF-1o 75 MEERE Co AT A7 HH 478 8 2 AR I 0 56 928 Je B 1T G 8 A €2 AMPK
VE RN AR, (0 2 R R IR W IR AL, dERFRe AR, JLiE M PR O L) Re kR RS 25 )
FHIK[33]. mTOR & H A 754 A AR, ke H R WeE 2 5 0 UM T M 2 AE[32]. HIF-la
VARG N, (ERERE R, MREPEIRES N HRIA SR m ORI B g F2[33] . i X L5 5
o, TSGR RRERRE QN R, B O, (B 5E32] [33]. Bk, AR & HAE 5@ e
IREFREAH SO RS BIMF RAE L, BRI E MR T HE

3. REEMHEX ORGP EEBHHLE
3.1. REERAES DR ER M

FREFEIRA T, EMRGHM . SAZ A A S P 40 B AR i A4 AH 0% 23 75 U (PAMPs) T 58 i /i 00
FEK AL R H T, WA IE R - (TNF-a). F4HEN2-18 (IL-18)~ EAIIA 2R-6 (IL-6)%F, XL
FEAT R B O, SECCUIThRERG[3]. R K EREOIHE, 51 RS IRAE RN,
ROV EE R, AR IR T SIR5E, DL IRGG[39]. BhAk, EMEYN A 2R oA B Rk 2B %
B, M1 B E RSN R DU KRR, bR ERIEAN T, 4ERERARA: 1 M2 B E R i 0 2
PR AHGUEEThRE, LB JORE FIRF 8 5 22k [41]. AMSHAER, L4 fEA—Fif
PEARURNEG, REWE (it BRI BT S ARAK, IR ORE S S, TR TG UL[42] . [RIRE, FRBEAE 5 5 1) S s
S PR A B AR EE G R, G2 20 R P A DR A (a3 17 g 388 5 A0 S B IR A 0 1)) v e FLR Bl Thie,
— RO SR SN (1) i P AL RR ST 8] [43 ] o R L 5 628 S0 L PR TS 952 ) B 3 BB 2 6 T2 S 2% TR 1 P 4%
F2 53 REERE A O LA A9 HR 1) 98 RE S o

3.2. KEAFEREESERE

JHR BERE HHRETBUT) SE DR 38 b WS 22 4% G (5 5 38 B TR 0o LA L P 8 R S S AR T3 A2 [44 ] NF-
kB 15 518 P & A% SORE S R A AL IE B, SORE R T 1 TNF-a #1 IL-18 AI0E NF-«B, {2k L4
PEAE AR R, IR AAESG[39]. bAh, JAK/STAT i I8 78 i 50 AE I S ot B B B4, IL-
6 S5 JORE N T I8IT JAK/STAT 15 5 3G 5 Co LA R 9RE S B S T2 [45] 0 2R 5 i) S B0 WLAH B P 25
Fas ok, MR CNRZEThEE, & RO NI ERENS[3]. SRR 5550 1 1 PD-1/PD-L1 76 75 G i 5% F1
PRSP R AR RBEAE T, L RIAAR A e EERE Co LA 197 1) S 3 4% % DI AH 9% [46] - 91, PD-1/PD-L1
BT T g0 BEEAL, D SOEA BRI, RO LR Z R B [46]. BRI, RERTF S
5 3 L [R F R  B EE AE S Co WL AR A R T B S A R 2%, TR AE R YT B A
3.3. RRAEBET RELE LA FRIPPIMER

G2 4T M AR TIRAS B RE I L Th BE A S R Y, G e AU U8 15 70 Ak B R AH GO 473 Hh B B 2
BN[47]e BRBERME T, REMis PR e, PRy om LU S PR Re 2 7oK, 1 S BEIR £ U]
FHXTBRAG, X R AR (I 0E T R R A4 RR[43]. B ER, BB P ingLER Ik B A s
ThEE, FLIR I V4% G2 40 B 05 AoTRAS N 9 RE R IR P A 5 M 9 RE . 1Y) 58 FEE R SR I [ [43 ] ]IS
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GBI BETCARIL, P e A A S BE NS 52> 7, W AMPK., SIRT3 4§, #2555 4
IRERC LIRS [48] [49]. B4, AMPK $H A A T35 5 AN JOAE, IO IURI[33]. e AU
R D R A A S Lo LS 0 ) e B i 7 BRI VOB R AR RE L, RS R T P S e R PR, A
S S SORE AT RAE AL G LIR [43] 23 L, SBeAQUHR 1T AU S pe A ML i) D g il i AQHE 5
TR RAE L, REEAE Lo LR (YR 7 TR 1385 170

4. RIWEES REAT NHEEER RAERSZE ORI
4.1. KRB RARERIER N

FREFAEAH S Lo LA 05 (STMD) - AR 2R T i i i 2 SO0 S 7 (Y L PR 3o ARG 5 3 3 B0 LA
Jo A BE B AN S A A REBOKT T e, X AR A BRI S i, R ROE R T R [50]. BARR
Ui, ACHPIIADR BE R RBAE, IEAENAE 5 70 1R S B B A B SOE S AR E5 1] A HIF TR
7, AR DT AN A WA il B eh i TR 2 AR A AMPK/mTOR A7 5 B 5 S S B, M 98 A [
TR, T IR 4 B Ko USRS B ) SR AR [52] BB A, B HF R A B AR (4% 15 40 0 Th REBF VIAH K,
Akt. mTORC1 %55 M2 RE R TR H IR G B, 3t — 2D S Be A ML R M 5 5 ThRe (53] AR+ 15 310
SEAC BB WL B A 2R AR Thae, IR IERL AL BE JEA LA TNF-a A1 IL-6 HUREI,  BOE R
gty RARAETIORRN39]0 £ b, AR IR 2 R SOE S 2, ISR [N, B T IRERAE
ORI RS R

4.2. RERIER M INEHSEE

AR 5% R W] 3 oL 2 2% AR R G 58 Th RERRERG 5 JRE SO NE, T He B JROE S B S it SR 2 it — 2B i E L UL
MMARH AL, TEBCBMEIEIR . ST T U0 TNF-a. 1L-6 %585 S 2R Th RE A MBS 1, 5804k
RLARIPI G 52 45 A0 e B AQ Mt Lo UL R DLy e EACU 38 (48] BbAb, Yo e 40 MO RE A 4 X -1 7]
55 JULZAR L S 20 R 8 200 12 O 1 TP 82 S5 (K R B A, 3 — 2 o S P LMY SR S B2 (37
AWFFEEBL, ER BIFGRTEH [ IRE1a-XBP1 {5 578 R h # 0, ik EREa i i mf QRS &
B T B2 b, IS AU 2R A SO RS [54] . BEAh, S gt A ) AR A DGR I O LR, 38
I 73 A SAE A B HE o LR IR T ANERZE T, IR LI RERRAS 551 PRIIE, e 2 S IR AR
FAELAR, SRR, A ML AE LR HES ik e O WU O 2R

4.3. i - RENFMENERER

AR PR LA 477 (SIMID) A 28 i B A= B R 2 T LR B AU AR O RR AL, 22 i B mT R 7 = A AR R TR
IR B B SREI] S S s LA R B B [56]. 72T B SOREH], o IEROA R DUIE 5 e B 4 AR
T A R PR AR O B 5 SO, R I T R R 4 R L A1 5 4 R (NE Ts) i o JUL 5%
PIRRAE[ST] AR, BIAEAESUTe 2 M5 00 R th AL Se b AT 47 SAURR I (Warburg RO8E), - L A2 PR
AR R TR A G T K X — AL AR 2 S A N RS A RS AR (R OG 8, IRkah T Ho
e IR AR N (58]. R, FRMISARKEMRNR . LRGSR L), LRRIE
AE I 1o 2 W A B U (U 28 2 1 FLIE AL ) VA% S AEHE R R IE[59]

BE I HE N S RIS, (e R AR A PR AR AT M R R AR s B Eh BE B2 AR . S A
FIACBIRFAE A AE AR A B AR, I B2 375 R 10 I 98 2 1 5 i 1) A 0 M2 AR DD RERRAS , IX ELH B
T AR ) D REFEIE M S ERTERE B R RE15]. EMKEHIE S ERET, H A T E R A B4
RIABHRARNE ARG WG ME(ROS) MR M ZRLAATE AL N, S8 ATP A8 R M T REZ 45 [60].
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SR BOO HEAL T “JRRBE 7 CIRZS, EAR 4 B JORE T RERSS, (HONLIE R AN E A G 72 2], 5
R AR R R GRS 1 e AU RE TR (611

BEANRE WG, ORERIABE K £ 341 R A0 S A GUE R A EEASC BRI . BURT BURIRFIE
MIAE ST RTHE AR O 5 AN e o A, 3 ) AR O B 5 5 A R 5, DLSCRAIUR ANE B 40
MEEITIRE[15]. EAMPRM, BRI NI B HT R AU AL 515 A KT T i 62]
B B R B (i M2 RIS PERE R, e TR BRI A ST IR R A IE A B (A
AR BB ARALHE RAETE IR [63] 2R IPHIACE FE AR — D P I BE A AN & oA 8 i 1 L
e, REEABBE A K AR IE R BRED T e A AR B RR B AR, I n] el R B L
BB X AE DR, WA M GR35 PR A 5858 LAl

4.4. Riff - REEERATTED

ST AR S A TE MR O U T I B TIAE 2, A BT AR T B A5 R G 2 YR PR VR T SRS
RS . BRI, B AMPK BB Al KR LRI AThRE, fEsk A, RBREILNE, ATmiE
AT AR PR, BEARAE [N [33] [49]0 TESBEVETT A7 TR, Hihisk i 58 i s I R 1 4% G 928 41 i Bl Ak (n
et E WA M2 A A Bh T & MO [35]. BT B SR TR (W4 T 5* . Puerarin) fl 455
HHTFIRIIBE S SN, o H B SIMD T (038 111641, BuAk, B RIEFE R B, A0t T f2m B 10 79,
Ui GPX4 MEARS, REEOULANRRIBIi[36]. IRR L, MEAMPEPE. 8755 Ke 4P th iR
H T oA 3 A 2 R 1A T AR O LI KR (651 TERRERIE SR ERAS , ae 40 B2 3 il 2 AR 4t 2 4
T2, H= A AR R 1] P2 (I RS A o-T R 8« S-PF FR R SR W VR Sy 2 A g £ b B R 1
MNTHEAR PR ES 55 2 R IR R 7 B B AR B [66] 0 ML Y42 %) S % 20 B B 0is  r e AN The R B 25
W, VK BN AR T A1k, EAREHS REL 58 BAE A B AARLEH i Rk — 2 67]. K
K, IRANEACU S R I EAENLE], AT RSB AR T 1 R IR LR SR A Se R 5. IRANER
fife 2 LB AR AL 1) XoF G 28 200 F PR AR S PR U, 4B MR 25 O LA 497 S5 078 b S B AR T3S BL 1 7 T 25, A
REE— 25 2k e 8 0 WA 493 1R A 20T T

5. RRERE

G2 RE AH S Co LS D5 15 e PR 7™ B8 (K 9 ARE ,  FLA AR ML (0 R 2 ME RN 2 A4 — B R AW U 5
o I HUA SCHREY R G B AT LA Y, AR SR R 5 4 B T35 LA R A o L33 47 P A A 0o/ HEAS
B AU HE A E R LA G AR A AR E T, S BN RERERT, I 1%
BEJRE SN, TN Co LA M R 5 AR T SR XA FIALIRIE s 7 AU G 8 R GE 2 [ AN R] 73
MIZE IR AR, NERMRAREAE QUL B4 178 LA

GBE AL AL Co LR A5 i R rh R BN JOAE A 1 AN S BE A (I Zh A5 AR b o 3k JBE JORE S 2 A0
JULA D 52 BBk — DR T, T ) S e S S 2 5 D VAR R AR . R R A SRE A A 28 A0
VERHIBRAE EAFAE— 2R, (HEAEER IR, R R 4% G S5 AR i FEE MR AT 42 ) o U L4534 f1 B 25
W&o LEAh, AR IEE B A A DGR S R AR L T RE 3B W] REE I AU MR T SORE OB, H TR R 2
S BBE  P 2%

TS H AT A 26 AU S R G B 8 5 £ B B O UL 0 v R B AL AR B 5380, ARSRIE 7T
IV 5 2 BRI A8 AL RN R AT o 2 AL AR A AR i o S5 AT T R N, A B e A S
GRS I BRI, ARSI T R AL RS . SRR, IR B8 VI E BT R A A AR
REERIE LR EIRIT I %, PLSEBL O LIRS AT RE K R A0 XUE H bR RERRE AR DS Co LR A% VR T SRS A0
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ARG A% 9t B #E e AR BR ), 3 FE A5 S YT B B RO FH o ROR )

i AR 6 5 T 2 4R BT T it

DAL AR O LR BRSO AR B UG R B . BbAh, MBI TT SRS I e O N EEE, AR 5%
AIACRPIR SR G 88 S NEARFAIE - Sl E R HE TR T T 5, DASR T RO FFEAR A 1 -

R Eprad, AR IR S G e T AL 1952 SR IREEEAR S o UL D5 A AR RVA JR I SR BERA TS o IR NER

i R ELAE I B 3 B e s A Co LA 0 A0 LA BRE2 R &R, SO I ARG T S AL 1 B A0 S B A
TrT) e AR TEAN PR S B S BO) T RS A5 R BT IL S, HESHIE AR T SR A R, AT &2
F FARARARE B A DI D R S AET2 R, RTHEERIR T RCR AR A0 P
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