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Abstract

Sepsis is a syndrome that causes life threatening organ dysfunction due to the host’s disorder of
response to infection. If it is not recognized early and treated in time, it will lead to shock, multiple
organ failure, and even death. It has the characteristics of high morbidity and high mortality and
has become the first cause of death in critically ill patients. sepsis cardiomyopathy (SCM) is one of
the common complications caused by sepsis, which leads to reversible left ventricular systolic dys-
function, resulting in decreased cardiac output, shock, left ventricular dilatation, with or without
right heart failure, and increasing the mortality rate of patients with sepsis to 70%~90%. It is one of
the main causes of death in patients with sepsis. At present, there is no unified explanation of the
pathogenesis of sepsis cardiomyopathy, but in-depth study of the pathogenesis of sepsis cardi-
omyopathy and the discovery of its potential therapeutic targets may reduce the mortality of pa-
tients with sepsis cardiomyopathy and bring good news to the clinic. The pathogenesis of sepsis
cardiomyopathy is diverse and there is no unified explanation. This article will comprehensively
discuss the pathogenesis of sepsis cardiomyopathy from the aspects of oxidative stress, mitophagy,
calcium homeostasis imbalance, inflammatory cytokines, nitric oxide, Toll-like receptors, immu-
nosuppression, etc.
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1. 5]

PR BERERYE 2 O T 18 320 I G 1) S S 2R 1A T B s S AR A 28 B D RERRAG ” , R SE HAE R
BIE W EIFRAEZ —, B NE S A R E B, BA RS R R, BT A&
Feri. BESKAHE T NZENIRERE, MALEIL 16.7%~33.3% [1]. MEME N (sepsis cardi-
omyopathy, SCM) W4 FR A i85 14 0 D BE FF A5 (sepsis induced myocardial dysfunction, SIMD), A& it 8 H 7™
HIIFRAE N B 2 —, BEEEWREEE R FH N TUE[2]. KIAE SCM IR mALE], %3] 735
5 SR 7 MEE OV, $ v B AR AR A R S, (HE AT SCM B RRHLEITC S — IR, AL
W 45 foB ) [ 9 AT 78 3 R 0t T 3 1 Co IR P AR BRI EAT 25 ek
2. BREBMEDALRRYE XFRITRE

H T SCM iZ Wik Z R PRI “ G hrife” , Im PR 110 i e SR 3 H 000 D e B A B I 3 7 27 1)
W NG A O R R R I O IR ST R 2 W SCM (3]0 BB UL B 00 M 10%E] 70%
ANEE4] [5], EXR—YEREIKRIREDE: (1) SCM @ SUAHf; (2) H TR O RE R R 2 R,
I AR A MRS 12 e, R DA R AR A e 7y O B R A DL SV AT B AR D 520 i
B FEPR . OO RN 332, (HAR AR Ot BN g B 7 R 1S BEUD: (3) X HEERAE Al LVEF
) B — WU B A BEFEBR B W7 O D BEREAS (6] 0 A1 T e 285 12k Lo VLI 1 50 24 32 BB o T P FH 140 o SRR
) M 7 %

il
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3. BB ORI R

T oL 5 5 B McLean 25 N T 1967 456, B i 0 1 T2 08 (HF) (AR e 2RO AT 48 2 (CT) [ 7]
B ), {E 1984 4F Parker %5 {# FBUR 1A% 2 IS 3E R K SCM. 52 XM I F3 I AR S PR 7 5 2 0 Rt bk o
LM, 72 S B LVEF) AR < 40%, &F5K A BRI K BT X = FU(EDV, ESV)H N, 8% Kk 4E7E
RTERE T 2~3 RN, 1E 7~10 RIKE[8]. BEEWFRAMINRAEN, HEHAN SCM AMUEI A I O T fE R
T, 1M HLak 28 A 304 O Dy RERG, PRSI Co U0 e RUR I (1) O ZE 4 o p 0o 2 T 14 386 A 78
BT IE R RG5O MEAR TR O =R AT EAE: (2) HM5(ER) L, Ea30 45 H RS V)RR
Ay (3) XA SRR LSS (R SRS s (4) T~10 KPR, OO RESEHR BAGAS A 32 O LK b sl A6
PR A SR AR AL, AR AR ST WA AS A AR ] s (5) HERR Sk Bk SR A R AR IR [9]. IR B
NS 15 AR SR A BN AL, ISR INEEE, 7~10 KK IE & AN I8 B W 0 F J5 A [ 10].

4. BB OALRE & R HLE
4.1. SN AMLZREE M

TEMFRIE B, RRARTH RSSO Th RERES I R 2B RIE BAETG hild s 20 EEMEH,
UNZRRLAR VA B EIRSE[ 11 )0 ZRRAA = A 1) A A S BRI A A S N 2453 35 I e i e 1, S E0L
JULEH LI T REFD 5 AR 12] 0 B BRI AL R, TEREEEE O D) R BRI K B NO A A e i A=
BN, AP A O R R 2, RIS = T KPS . A, M SRS M A
K& 5N U AR 2 B AL SN, LR O UL e 4 T e IS 13].  H AT S A I8k SE AR AE
SCM FE AL 145 5 82K, Gl NF-«B 15 58 i v] LR e 83 5 & i O VA5, o
I CB2 55 0 AT INEE SCM BRI [ 1410 ZRRLAA [ W AE 2 3500 IS 200 i P9 R 25 7 THI e 2 8 3
FEF[15]0 KELRLIR B WRIIWT LR, E MRS vT DASGE R EAE BT 20000 D) RERR RS, (R B A B 7L 8
H AR I e JE A AT O B EEAE S S O D BB RS, HUEE 22 A O AU T IE0E E W T A
i SCM K345 . B WEAR B SO @ B A PI3K/Akt Al mTOR. 1EFE KA AMPK, —t2E 0N
JHR B0 ) 40 B ) 45203 5 0 PIBK/AKY/Bel2 {5 5l %, 0] LPS 175 B-Co LA F A G 16]. (HAAA 2
HINTY, WOE PIBK/AK (5 5@, BUS H R, AT LAH] SCM 1K A2 K RE[17]. Han S0 FTIESE BN =
Al DA OV R R B0, A% 0 D) ReRRS, 380 LVEF, R4 mTOR @ # nT A il i oE [
RIERPOLIERIER, AMRERRER, $0H] 3V FIALHS AMPK BRI KA CH[18] [19]. HEIFFLE
B, AMPKO IR ER A0 0 E WAL AT HEPT IR B I (1.0 D REHL4%[20] [21]. AMPK I8 I BERR Y 22 2 R
317 ML Z IR 777 ¥0i& ULK] n] GERA LR A W K IEEH -ULK1 25 7 SCM 5 H BEAH 5 PI3K/AK/mTOR
I AMPK 38 B (PGS A28 1E[22]. CHESE SCM A H I S IHLE ] fE 5 AMPK #3% F1 mTORI1 # f)
ULK1 iR A [23].

4.2. FERRASH

2R AR O LA M LA B, MU IE R OGO R, BRICK R Ca® G2 A Co LA M LS P9 v o ik
ERREXT O LIS AR T B (R A I 52 M 32 B T 2R R0 AR T RE 15 5 B R AR AT A % o A3 BF 72 R IRAE SCM . H
OHLEFIRIE Ca¥ MHEH 2451, S8 Ca¥ Ay, 3w s F U s AN &7 5K A ZhRE[13]. ok rP ik 47 A0 i
FREI Ca* R VLM Ca®-ATP E(SERCA2)H™T. ] ERCA2 2 OllEFikfsih, g ca®
AR B LS X 52 B IR TR DR o E 2 Bk A 420 Tk 2 RE 1 /08 BROBIF 90 485 AL mP R T R B RE S 1Y
SERCA2 i, I H 55 M550 T BEALO I REAAAT K[24]. MPTP (LR AR B3 1 5% A0 FL) A7 76 T 2L
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PR, ZERIR P RO AN BN, (HIREIE T A5 = T8 MPTP BIEE TR, X+ 0 L4H
&, MPTP JFA] 3 Caspase & H HWOE, (EREAIMRI T, M-S ECC 40 M e D) BEFrs 251 BIF
FERIL, AR RS — A% B IR IRIR AL 2 F20E 1 M PSR A R A e kAR Th e, e BRTAE
SR I RERERT AR 2] T R PERI[26]. BL BB KRS S T IR R A R R -

43. REERET

TERRBERERT, KE OIS R TR & R ARE N 7 X%, (IR B O DR 28, Ik 158
T RS o e rb 58 VR A i R -1 ZE R e o U AR AL ) B2 2 224 (27 Liwed Ji 587E LPS ¥5 3 (M ik
JiE /N BRUSE IR ORI, BREERE 51 RS R R 1) O WL SORE S B, BV M SR AR, 28 PR B R 0 iR SR AR B 1
(TNF-a). AN R B AL-1/)M AN R 6 (IL-6)IFKIE B, 4k ollgmpfszs, bl ThiekE
#53[28]. 1 Zhu H &R e B, THC (VU 2200 30) i) B35 PR IR R AE /D B 2ORE S B, Gl b i 22 3¢
JEIEA R LG REIR A 1, BHIT c-jun S8 AR v BB R 40 M /15 5 8 71 B e RO BERR Ak, AT 40 40
K7 BB, 046 TNF-an IL-11 IL-6, SZLRYT T IREERE/N BRI ODIRE[29] [30]. DA SIX EE4H ffd [A]
TZ5 T HBENREATETRE, HxbopumsaER.

44. —SHE

NO RAE—SMNBEEGMNSE TR L-FFEBEAMNLLH). REHERRE S O — AR SRR
A RR[31]. —FMHAEHEE— P RIAMRE T NO MARI, FHCLIReRESG. KA, ik
M RIE T FVEN —HU R ETINOS) . AHH B FE TLRs WiE, SBUAER T The, SRER TIid
R TER AL, 20 INOS [RIETHR, I — SR ik SCHRR W], 1 iNOS L%tk
Rt FHOIETNRE, HIa AR OIS B 7 SN 2R R T RERRERG . —IF e R W], HRIBRGNOS
)Y BT AR Lh BT 5 2R AR A RSSO, YR ATP BOZERLG, IR mIKEIE BF HAAE . X —
RS SCRPERL R RS AT NO /e SCM i ML & 1 A B i

4.5. Toll #£52{&(Toll-Like Receptor, TLRs)

TLRs A2 £ o 155 % 180 (1% 5 RS 2 1, 38 1R 30 A [R50 S 42 1R A 96 7985 X (pathogeny associate molecule
pattern, PAMP), 0% NF-«B 15 5188, FIEIERIE RN, 2T RIR s SOV 1) 5 225248k, af i
Sl R AN A5 S5 A A 5 o0 T AR IR U WK S R [32]. DA W FEUESE TLR4 A1 TLR2 1M EEE
SR O RE R R SCBEAE R, TLR 2 1R 50 AR = A RR SR 4 B 98 REVRAT RIS (1) (R BR AT,
I HIH] TLR MIThee, wf DL IR EEAE O T RERRAS A i R I IE 28 IOSE, S ff LR I AR B . #R
AN AN EVEAI AR I Toll BE52 R (JEH A2 TLRA)FIHGE 2 S EEN A F U1 TNF-a. IL-6. IL-8 1 IL-18
=R, IR e i Rl B s e O LA B e i e 70, BLAERR BEREATIE g A I B . 7E Saiyang
X ST R B TLRT (305 I8 123 cAMP-PKA-PLN 38 % AR Ak B S A O IhBEA 48, AR
P TLR7 FIREAE—AH AT 4 AL, DURH T R EEIE Co ML R SCRE IR BRE H9A 18] WA 4 D e 11 ]

4.6. SEHIH|

G HNHI I8 5 EEAE B TA) 00 25 Ty R Rl (1) AL G O, 7 S A 1) 2 5 B 28 58 405 i Ik 7 o s i
4, WU e 5 o2 P47 o A SR AN RE ST B SR A, e faadg 2 e, & SCM B & AET:,
FR R 22 PR BIF 70 R UL R S 2 B U B P o ol FR) R R 8 (R BB T 5 2 U R 28 RE Py i PS8 Y0 A 5%
[33]. fnHpi g i 3 B (Neutrophil Elastase, NE), ikl RNl & 5244k 2 (triggering receptor ex-
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pressed on myeloid cells-2, TREM2){) 25 . F ki gi (A [BA e Mdii e —, PR R RS —
R, AHA. TWE REEM . PRS0 EARERGLS, @B NE R0 JEA, (Hi2 NE KR
BRI 240145 Jo) TRl 1) E 0 A2, 3 SO R R 2% B D R Ry o mh R 240 i 3842 2 1 S #0771 (Neutrophil Elastase
inhibitor, NED#| NE &1, IR RAE RS, IR IKEEREREIR[34]. A ShA KI8T 78 K I EERE S P 1)
O B B R E R R IR, R S B A B A S S T 1 A, T B R
MIACIER S, AR 2 B B s b, R S B A A S A S B T T, BRAC T IR EERE S A
PERS 0 R EIT . A WHTORIMAE COVID-19 AT A, COVID-19 BENEH R G (1 b R 40 i f o075
P ACE TS, Ul R R i SRS . YRYT R I NEL B 6] NE B, g b vk
YRR, BRI ROAE SN, o NEI FEIRYT IR EEAE b A IR BEAE FR 3T seb il 8 S8 v R4 7 IRORPERT o B
2 NE 1E SCM H L A] RE /2 #1051 225U K, NEI 52 75 76O D e B g 1) 838 rhok BIMRAE It b —FF (0 O 1
FWE? FH AR TCIEA FoFrit LR IAE QIR O FE O I B VR4 HE(CRMs)FE TS R IR FL 40 g A1
A b I A s PR OE A ZH 23 B S8 55 075 T AR A SR AR I [35] [36]. B WTFCHIBNAIN, fEE M4
L LB T 0 SCM /N R, S I B AN ML S A 2 R I T — RO R TR B R A MR, s ik
6 R 40 B & 524K 2 (triggering receptor expressed on myeloid cells-2, TREM2), 5 SCM [FJRFEZ DI % .
WSS AR R TREM2 2[R RRR B TREM2hi EUREANMLGER K, T BUKCERE CIE D RE R AT AN O Bl A2
8 TREM2hi 7.2 E R0 i o] PRa ik BEREAE s 1) O D RERAG o 1200 0 R I, 1 R EE O D RE B 05 Pk 52 1) S
e AT RE——LL TREM2 (530K RHIE B O I8 5 B MR A28, 3R 1 G2 4 i VB 6 ik 25
DI ReREAG B/ AL, J9%E T TREM2hi B W4 A Bk 20 O U R I7 S 4t 187 m1[37].

5. &g

LR EPTig, BLEXT SCM AR AL N ERLAR T BERRAS s WL S Be ML 7 T 7039 P B 4 ) 4
ORI, Bobifk B PSSk NIRRT, —%ALE. Toll F324k. i rvE4n MR 4t
M BLE TREM2 J5 T 1258 SCM &R IAIRALEIXT SCM 212 — AN IR Bkik, £
A AR AL, R SCM Bt RISy B2, A0 EBHR RN T E SCM LT . A HE
FERHL NEI ATy 2 LK Th BE FehS AN JOAE B8 1RO T EUHOIKERAE, 7 ARDS S35 Kasof 1 2 ek
W VAT 2 BORa O T EEAER], HORTRT NELAE SCM. H IR 78R — R o G 7 0F 785 170 »
HAMRKIATS, APk SCM kA K BRI HAE T2

EHEUmHE

FHUFE 2022 FEEARAT FE TR H (2022-2)-754).
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