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[Abstract] Sepsis is a life-threatening organ dysfunction caused by dysregulation of the body's response to
infection. It is one of the common and serious complications in clinically eritical patients with trauma, burn, shock,
infection, etc., with high morbidity and mortality. Although the treatment of sepsis has made great achievements in
clinical practice, the mortality of patients with sepsis is still increasing due to its secondary complications. Septic
cardiomyopathy (SCM) is one of the major complications that threaten septic patient's life. SCM refers to myocardial
dysfunction with the aggravation of the primary disease, which is manifested by biventricular dilatation accompanied by a
decrease in left ventricular ejection fraction (LVEF). It'is one of the major complications that threaten the life of patients
with sepsis. The existing research shows that the mechanism of SCM includes myocardial mitochondrial dysfunction,
myocardial cell apoptosis, calcium circulation disorder and its treatment including conventional treatment, 3, receptor
blocker treatment and traditional Chinese medicine treatment, etc. This paper reviewed the pathogenesis of SCM and its
related, in order to provide references for the rational diagnosis and treatment of SCM.
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JHREERE R 22 b K Tl R EEAE S , SRR T ARG L
FAI; R SR T AR T e ) R R 3L
S AR 2 S LR 2 88 B D RERR A, 2 A2 BRI 2 S A
TR P SR TR I P TR PR = — o M A P E R TN
e AR BT S0 B R R 0 et () B AL Y
Rtk AHSEHEST R , FE W5 %5 5 (intensive care unit,
ICU) DA TEAE F8 25 A4 R TR -5 05 AL 2 22 IR A 1 ] Y O BBk
P, HRIE R A 50% ~ 65% 7, Horro WLDI RE A1 3 2 i
T REIE KR B PE A TN 5 2 80% ZiAq ™), W iR H Ak s
JRT Ko s LU (septic cardiomyopathy, SCM)
TR MR FR R A I AT O LD RE RS, 2 B e
BERE B M EZITRAEZ —, FEEFRIN L2 Z I 1M1 53455 (Left

ventricular ejection fraction, LVEF) AL Al 2200 = RS
5, REAR 750 3518 (ultrasound cardiogram, UCG) B WA
Al SCM M EZET-Br. AR B R SCM &A= A,
JEETE T R Z RIS B (51 85D, % BIF5E TR R A AT
BEES BT R REARNEIE SR HAT, SCM A
S A 6z R 3R SR BIL R i oK B VT T BOR O iR e 22
18 . BEE E NSRS SCM AR AL S IRT 7 I 278 iAW
A NATTE 3 IRy SCM 8 & A2 AT RE 2 Hh 22 M PR 3R 2 [
Z: 5100 BRA: B R (L8O WU R 3 | kA T RERR
i O WUAN M T L S PE PR R ), HAR 7 46 W MR T
FIIE IR FIAT SR B FH L B R YR YT 45 . AR SO
FHATRRSHE, BTN Ih RS BLERE SCM BYI2I6 T k4R
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1 SCM By & fm#lLi)

L1 USSR : SCM B AR LTI L A%, SCM
PR 7 R T AL T ORI 28 R e ok B A L BRI
AR PRI LSRR o RECI RATF ST BRI 32 , vl L
SR SO WU BT YE DRI MEREARE RN , ALY
BARZ 1 FLEAN I R GO SR — RN SIEN L. B2
hie (lipopolysaccharide , LPS) Hilli# T IR PEBCAA Toll FEZ1A 4
(Toll-like receptors 4, TLR4) /K~ _F I, Al i#0% TLR4 FiiERY
15 3 R 1 -xB (nuclear factor-kB, NF-xB) {55, {E #(E 5
PR SN, A S RISRAE IR F - o (tumor necrosis factor- o ,
TNF-a ). FI 4/ 2 (interleukins, T1-1. 11.-6) 25 48 iE Al 1
AR, S 200 L L JUE D) RE RS A, 32 3 B W 4 )
AERI LVEF BRI LYK TNF- o AU 3 405
GO SIS T, B2 S RN #E R ARG 248 B I RE
B EEIOEN T PN A EE A R R MR
FERLA K BRI TNF- o | TL-1 45 J0E T A ek R I
AR TR DRI R T S5 BB I 25 Sy TR 1
KA SRR AR A 7 e 8 2 AN IR] 7 X 00 LRI 35 17 9
V] 2 A2 ) R A AR RE SN AT R A2 R HAE FARAALE , BEL LB 2 XU
TR A LI R T SCM AR R T

12 ZRRARTRERE S « ZORLIA R O L2 L 8 A i
% (reactive oxygen species, ROS) ;4 i) T2 237 1 , Wi iAT)
RERG 51 AT 3E A R (R SRR SCM A% 215 L e et
O LR Y LR R VI DI RE ZE L, i 6 R C LA X O
WU AESE SRV E R, AR P I T S B R AL sl R
i ATP (97 E A ELSCM U UL g iR
RE A AE BRI, 4 (2R C AL BIE 24 UL T 5T E al
H,0, DAL A2 ROS H Hi%E, T 249 ROS 2Lk
PR BB R AR 14 e e, AT 5 [T RE 2K 3
WIS FR W, T B S A T DAL 2R A4 T B S
WL O R RE T AE AR Tt 2 B ] S B
AR RARI G e SRR RE 3244 258 Jin.C WLAH
AR T, BT o JUE PR AL RN ET K DI BE L Bl b 24 )y e B £
sF AT RAYT SCM B AR AT 5L

1.3 LA T« LPS 755 5.0 LR A T2 it 1
HOYIREA N R Z —, 0 WU A R SO, 2
X T A AR R T A R 4R e A 2L, SO LA B Y
ST (R Ss h B R 4T R B /A
XFoU VAR R 420 o L T2 A A e N R B AR Hh AR ]
Pl 0 AR PEAE T, b R I L Rk L R AR
o MMERETRERE FEAME . — KR TN T
T, ) — SR Zobifk / B3R C A AP Tl g,
T K 2 S R S 21 JDE 2 R 2 1 18 -3 (caspase-3) J2/D L
AR TR AR AT AR T AR, £
ToHE PR Bax A A0 T 2O A A F 24 i 57 P e 4 L
(mitochondrial permeability transition pore, mPTP ) BT, A
A0 B0 T2 F Bel-2 1Y 3R 3K, 2 caspase-3 P T AT,

Bax/Bel-2 FUAE 22 TH5 , O LA R T 1 b Ak 020
PRI , 8 H 5L PR 1 2608 S 2517 R Al B A ¥ 95E
Too SRR L (R T35 B Bax £ IR il #640
[ 5 S SRR, B O 240 7% 2 1 7K S 6 S, o AL (A R i
KA T T, X5 LA = 5 TR
FERR B ROS 51 A 2 A4 3 0 O A O LA
PR 2P, ROS Sl I T NF-«B i #0212 94 72k
P, FECO MMM T 2, 2 b, 4y Tl i A
PR AE SCM ¥ 4 Az & e e 46 AN ] ZA0 B AR JH (B4 T2 BH.
WM AR T AR R AR ARSI L SCM J I ML i B AT T 2L
HE—RE

14 SSOEIRICTE A5 ESF (Ca® ) 38 38 A2 O ILAN e 3h 1 Ao
BERT IR D AN Ca™ B B R 2 AR RS T,
O VAL SZ RN T R IR b7 A ey, 22 Sl e - U
AR T |22 R EL A T L 3 A O LA A e . ik
BERE 5 | R0 WU 3 T, L R0 5 3 17 BRURRAME AR, £ =2 )2
i (Ryanodine ) SZ /&80, g4k Ca® @3 L 745308 18 0F AL
FILZH A 0 1 R 55 2 S W M e L S Ca™ 5 LS 2R 1
9456 , TEIE ML e > . S e, ORI
P Ca™ YR J3E W G T 55 , 0 LA o Bk, A Ca™ Ry
Wi UL R (sarcoplasmic reticulum, SR) FHIUES & H A T
TV O WLAIAE P B EEAR, GO LA Ca™ AR R
PRI BRI . Smeding 45 W R B, TEMCREAE B E 9O
APt BLSh A 1 - WUBREE PR 25 R i35 L 3 T A
JEFECONIEAT - WARFBER I B S 4 1 OCHE . SR h Ca™
T g i 25 0 0 LA BT MAC 406 1 AR K, IR0 08, BEL LR SR 1t Ca™
B NS AT LA L R B 0

2 SCM iR

21 EHLRST

2.1.1 RS O3 - 2R IRTRER A A5 R A 32
P ZR G0 5% VR LA K N B A0 M 2 i 25 L AF — R 91 L
SCM AR B s SRR 1Y o 53— 7T, SCM R IR B A
AR, TEEE S LR 3K L B 2R B B4, s e R 1
RIT BT o TR R I G R A , T 0 1) S
P05 P EORIE MBI EB T, 5 R A UK FMIR L2 4
AR EEIRAIRY T AT ARG I CoHE 1l RO S bk [ i, B
ARG RS B ThAe R 2, B, Bk T 550 1 A Ak 1R
YL kL Z Ah, i DR L0 B ) 4 RS E JETRYT SCM U E I E
BB DA R AR R T 1 7 D
TRIT IRFRAE A T B IR, SCM AR AU I R BN 32 22 R XL
FIIRERE AT, el s ET SRR SR, R LVEF FilA %
S5 1fin 43 %% (right ventricle ejection fraction, RVEF) &A%, F 31
HEATHR S 5%, B DR A TS24 B 0 RS HE 1 X SCML AR 11
TG 2 OB AMER],  BOR SRR B 7 hy I J
H LI IR TRAA , (E— TR IR FEAE Sh MR 1 SR T
W, 55 A YRORI A R KM L, T 1 B 1 A ™ o e i A
FRF O REEEA R 70 R IR I FE e AR 5L
EIH 3 h PELA 30 mL/kg B RAPARTRGHEFT RIS 95, A I
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TN 1 R B AR 5 T — AW R e A SR I
AR BN (R AT 2 AR S AR ER AR R, 5
O NE AT N TR, — TR BERIFSE W/, 76 SCM. LB i
EIR, 0.9% AT RE 2T R R Ak g
PR, JEHXS FERE SCM BT 7, ZERPE I 0w 20 1 248
FRATRHE T, Jed A TANRR ISPl 28 RN 2 5 Pl S 25 T
WAIRTT 2 BTG R b T R0

212 HUERYL : SCM FEE DU 5 A & B DI BE R, i
UYL IR YT R 2 IE MR K SCM W h 2 & PrERYLIR
T PRI B (8 L 25 W RE S 18 SR AT TS R
Kumar %% 1 Paul %5 fUBIFFE 2], R i S i FLITE 4 o
FHE S MDA 25 W AT IR 7 A G IR FEAE A7 10 R 38
FIREER . PR EREDT R 2505 T M B AL RI7E &0 T h 1Y,
T 3 h JFREEE N 7 ~ 10 d, 454 B et | 255
ST T AR I LA S 258N ) S A R ML B R 25
S S BT B 24 0 0 S 1 s ] il B 45 P 340 AR Al A
GRS R e

2.1.3  MUETEEZSY) : KA SCM I, kst DI REAS 42,
S A 2 R i A R e WL 4 T L
BB B A 25 B B IR R A AT MRS IR TR e
M IEZGY) . — I Meta Z3 A7 4528 o, # HLEE ] 22 EL TR
SRR T S 2 A R B R AEA K, 52 B,
LHE ERRE TR LRI
HE RS2, nT RS 8 C X Ca®" (U,
SR OISR RE . 5 2 LA R A, 20 dn A2
W B- i EIREEZAALEA R . PR, AP B
A DL A v VR PR AR L ) A RN I ] ROS I RER A
PR BRI D AE ™ 53— TR RIAIIESE , AP i B
KA BT A IO FH T 4R 5 e T S et 0 ALt
5L RIS ZTAR L , 26 V4 s BN 3 i e5 i AL O LR
L, AR R R R R s R
{EZE P4 ELX T SCM AR B A2 M 1 A4 18, F AT 7E
/AL

22 B, AZVRBHIE R : XTF SCM B F M F L B B2 AR 5
TATBEWT B, A2 a0, Ja O RS, B O LB,
HEIMEAR SR LI, s O LA RO DD RE R AT . A
g, B, B IR X SCM AR F R BTTRIER , R
BEAS ISR XT COMERY BRI 2 oML 3 BT - D BT
HEER B E EMRERBERRNEL IR B FIRER AR AR
@ FE AL FE PRI R], 3R S DR ; B L N
L AL P53 A1, DT RRAR LB I KRS o — TR fi
IR, By SARBEWT I R AR BEAS ISR R AE R RO LY 26
it SV, HAE IR AT BB 30 TLR4/NF-xB 155 18 P& i
WA 5, T e B 8 B RS G o LA 7 A sl
B TR IR S 257 B ) A2 MRBEH R 3L R R T G
J7 SCM KEUR , i TNF- o | IL-10 %5 2 5E X Fhifi 3L
FIE R e R s R, S SCM R R LA, SRR
VBT A 22 = W45 & (left ventricular systolic pressure, LVSP)

AR % 67 9K 1 2K 1 (left ventricular end-diastolic pressure,
LVEDP) T}, WUER 141 (creatine kinase, CK) FFLR IR & fifF
(lactate dehydrogenase, LDH ) 7K - i 2 R A%, HLA7 7 P 57
B -MBER M LR ERTR, B SR e IR IR
FRAEAT BTFRIR KT, ] 22 Fh S E K i T 5545 5 Tl e 114
WS B SCM B D IEDIRE | R st 32 Akt Hm
JR VR, 320K A SCM TR FA TS BB O FFE J5 1]
2.3 RERIRYT « BEE W T BOR B DR R R , 25 HL Y
FE ARSI BT, AHOC SCM IR BA AR 1. 4k, 3
B 2 TP BEYRY T SCM W) LA . BRI B A B R
JE M EG B AR 43 0 HAT B KR KR £ e e IR A AR
Y, BA R BRI N el R E bk i i i AR . AR DGR
FEAUERT, BAR 2 T LB & T e s e /N B LVEF, BHIE ik
S AU , B O VR DhRE - TR 7
AT I B R ST S T B AR B AT E e R S Y
[HF 1 (silent information regulator 1, SIRT1) {55/~ 51 H41)
il SE AR A 1 AN S B A 2 2 AR /N Bl o JULUR
T3 G O IE S RE 0 171 22/ SCM. L SRR th 2
il B SR D RE R 24 BRI I A2 5 v 2l , L o
15 AN Fr D REAR 28K T MR AE A 0 374, AT g
TEMRREAE A7 P45 O T REROVE . Sk 22 MR 45 4R
TR STRCA] DLBGE 2 AF SCM B I ILES 2 1 1, JURR I I+
TG FEES 2R 5L C- SN 1 A 7KT X L A5 B T g
B EE By EM . 4H7, 2GRy SCM 7RIl IR F4&
SR, ALY R SE ST RIATT SCM 48151 .
3 REERE

25 BTIR , SCM I AL A A, DRI PR B A
I7 ) R BMERE AL KRG I, TRAWFFE SCM AYHILI] | $2 =it
SCM #9INIH Rty B EL R RS . AL BT a], LRI R
SCM [1IRYT KA B T ARG SCM I3 m HAE AR
FlzEmsR AR IR £ b
S0k
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