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i A 2 IR AR 2 R I A 1 ) o ), S
Bed ABET I 25 22— 2016 4, Ji 55 5E AR e 1 1R
FEIYEE = E BRAR AR I MR FEAE 3. 0 1 e S HLAA K ik
Y S IR A A T Re AT M AR A
KR IRFF R b B A] 5 SUM B R T | 2 R R v
FET-, BoBiiRiE BN ,2017 S BRIREEAE A KRGS 4 890
D3, HoA 1100 J7 69 AFET, 5 BRI T AR 209% 2,
HEEE, BAEA 170 IAERR AL BT, - S 8027 1A
FETZR BB AN DR R AE B A B T RE R A AR 42
BROR RO ) 2 —

AU U T R 2 e 0 T B e DL 1 2% B T BE R
15, LK by ik B 1% 0 JIL ( sepsis-induced cardiomyopathy,
SIC) , SIC 5 AU Y B0 25 ¥4 A 61 B el A%, fe i i I R
RN A E WA AET KIS, DIIRE R4, F8H
3AMRHE 2D E D3R ST AR LA B 7 ~ 10 d P Iy
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LR T RS RE 2 7= 22 1 S s
AN g, I HARLARL S 08 AR A R A SRRt T
St AR S [ B 5P 1 & A R SRR R A X e B HL A
FHENEAR A PIT RR R HE R . MeFEIE S 2 0 LR
KR 05k D g A O WL AT M A G e i L RE S AR R
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AL D RERERT B R R, 25 TR AE () B A HLARI o ik
BEREMT , ML= A2 14 0 2 3 76O ILAH i b 3l 2o 2 W52 41k
Tt K Y e 4 A R/ A G e L R S R R Ol R
(nicotinamide adenine dinucleotide phosphate , NADPH ) %8 {1t i}
VLRI A R ) o S R [l i, 20
)P PN B2 A0 B 7 AR B 22 () 3 14 4R (reactive oxygen species,
ROS) , 51 & GHEAEER

ROS FIE MR35 T 20 SIC Ay RALBE R 1L 5 1
Wi (EAY T EAYN FOF1 Difigkhd) ) e
Wi, NADPH LR K & ROS (Y EEORIRZ —  EAF1E
TR 503 2 A G A0 AN P B A SR SERE SV R
A%, NADPH 4L 2( NADPH oxidase 2, NOX2) 7
ROS O, #1 H,0, M4 s 2 /E 1, JOSEPH %
WEZF IR Z 0% (lipopolysaccharide , LPS) B DAL 38 i 5 44 /1N
B JTL R i 2 KL A P 1 A Ak 0 O IR AR 0 LW &6 77, T
NOX2 [0 A2 3 86 S 37 3l T A0 75 1, 7T REAIL 2 Ik B
P Lo L NOX2 , e R A S A W Rt T 43 35 0 JUL 20
M, FEERRARTIRER RS, b Ah B 5T i — 25 WS B 4 py 41
il NOX2 AT {4/ N 52 EL G 25 FHL A FLA ( cecal ligation and
puncture, CLP) 15 S (MR FEAE 5 T 000 WL 46 Th RE R diet, 32
INERL A S N O 32 R R AE o JUL B A% 14 o A

2 BHRISEH
LRI IE H DI RE I LERF AT 2 — 2 I T TR, T4k A

i 3% M %% 3 fL ( mitochondrial permeability transition pore,
mitoPTP) TEAEFE T T 16 h AR EEAE ], TEABRARF T,
BN IE 5 MR B2 1 Ca®* J B B 20 14 X 2k 35 e R 1A T g S
B, Ca® " RS AAR R ] 50 RS 0 v R 5 4, 95 e
ARSI TCA IR PR | 08 I e i W2 08 — A 1 IR 1) JE
R, AT B8P 0 e 1 35, 38 ATP 7= 2 fH Y
HREZ mitoPTP JF ALY 32 B9F & R, X — i 72 i [
M ZR o BREHORNE TG00 S N s — i A, TR
BUT  GORATT AW T BT Ca® ", G2k Ca® " I REME
PEFINY BRI Ca® P AL Fly ZRORE A 45 s 5 28 1 4 11 T
Ca®* HEH U ZRLK Na*/Ca®* 3834 28 LRI IR HY /Ca®"
SRR, W U AR AR R ORL A Ca® R HAE
o FEAE SR, 9T XU RSB A Ca® ", AT T BB AR (1 IR AL 7
1 ERAFLRLR Y Ca®* 2L, 2 mitoPTP FFI, ZORLA AR
HLAL % ORLR B b ik B 2 AN 2L, 5 1R — &R 81 B
Ak, MeREIES S 1 O WA AR S, Ca® 1Y 53 2 R 3
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mitoPTP [T AT 5 L e K A il 2 1 0 , O i 8 5L
LWL AR DI RERETG . BFFE A B, ] NOX2 ] fR-F 40 i
P Ca®* M HEFNZR IR DI RE , Do Mk F AE O LR 451 A
JHFEIE SRR vh ORI Ca®* $532 26 1 DI RE R0, ORI
Na*/Ca®" 22445 D) Gl Wt B 2= 5 20 SIC; G AR I ] L Y45 i
T UK RESEE 22 Je gz K Ca* T4 0 | Ca®* UM K
ke,

3 KhEEMRE

A BRI, 2R AT AN IR ST, DRI 5 2 1 1 P
Lok Ak LR AN AT RE RO TSR B AR 2
KA W) R A e AR LR R R 2 ST B A A A, KL
AW R A I, B M ZORAAE R T RE . 7E KRR AE ]
i), 5 e ) ROS 1A Fh E A i 0 AR, 5 B AR 5 1
324, LPS filid S AL Wy B FE ARG 224K y OS5 1-a
(peroxisome proliferator-activated receptorycoactivator-1a, PGC-
o) MEBCRAHOCSZAA o LA K iod S8 A0 Wi 338 B A B80S
LR W) R A AR e REAE TP/ WA, Al 2
LA W) P AT RE SR HRTH SR M 11 JBRE , A B T 4k £
fo T N LR T RE A REROIR AT, (R Lok (AR
AL DB R AE A U . LLAFS R SR S MG i Naf2
5 PGC-1o HRR AL LA A W e Az, TR T I 2
P R i, YU S SE I 4R 2 35l i AMPK-PGC-
Lo-Sirtuin-3 {55 18 B3 3R 4RI A 1) 5 A SR AR AP 2R AR
i, %3 5 XIN 22 % 81, Sirtuin-3/ AMPK il #2] T PGC-1a
R SRR 1 | DT AR 0 SR AR 2 ) 2 B IR LPS 35 114
LR AR RO LA M BE T, SR BE A A ) e A mT LA
FLRRTIRERE T . ST W, PGC-1a IR 3R IR
KLY R AT B0 ) RS SRR A 5
P A5 4 A Rl A B TS A2 Ay SRS IR RE S S B )
NG RI LR St 34 TT LB 1 200 o PR 52 3846
D30T R A D U RERRE RS 2 DL b 45 SRR I A 2R
KA W) R AR R REAE O L A5 h R B ORGP

4 —FSUREMES

—F AL A (nitric oxide, NO) 7£ MEFEAE H A9 VE T 455k 15
FITUESE, IEHAFLRATR, M8 40 M b 41 8 NO 4 il ™
AT NO X I 485K 77 RN I8 A PR AR E B Y R AR
F o MR 5 Y RRAE 2 — A T 1 Ak, B 1l 4551
RNz SBUNE RS, 2 B S B NO PR A G,
M H. NO BA SR A Fes 4 Hose 77, AR T BE DA AT i 4 i 513k
SRR R M EE O N BUBEL R R i 5 R NO &
(inducible nitric oxide synthase,iNOS) Jif #4: BH & 34 i, NO 7=
AHS 22 | [R]IEAR R Y HAT T J32 200 2 1 Y o 4 S PR
( peroxynitrite, ONOO-) , 3 Z 8 11 5 i £k I3 2o 4 Ak JBE A
FIE1 DNA $1051, 1 H, NO "5 0, A E AR A
ONOO ™ M RRAE & 1 MOk iR E, NO KL
A=A 9 A8 T R R I B T T AR e T 4
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WPER . ONOO — Xof Jife 5 it B 00 WL 2R R4 2 B B 15 A 71

R LA 2Ry A R AR T IR B, 5 3 R R T B
B AL WILIACAR FTRAR ™ N 75 3R I 3h 4 Z BB S TR 10
JE b AL NO F ONOO ~ 1 AR B -5 B0 I 28 by 44 14
iINOS T T, NO B E AL B 1l ONOO ™ By = s, 78
JHEBEARE A Sh ) S YRR A | i AR W] U] INOS FIZR A ik
A NO A iR /3 M, ATTREAIE NO 7K, PRI ZRi A, By
IR E W AGET-) S Ah, AT R -8 ) LA e 7
HiE R AE WAL 3% DL FR 22 7= 25 1) NO Bl WA F A sk

[26]
A o

5 SARRREER

LRI ATP H1 ROS 1977 25 52 fff {5 X & 1 (uncoupling
proteins , UCPs) G % A TR Py AT LA
AR 7 DA ) £ S ) bR S b 27 KR IR Y R
eSS RS TS | R ALBEIR (L e v AL i T e
3 0, I, Ml B A i A e T T ST R R AR Y
MR HAE2: H B BT F il ad FOF1-ATPase Y FO MV 5437
RFIEE B, AT ADP HH A= ATP, 7EAEFRAMET, —4k
H* Jii FOF1-ATPase Bl nJ 3R [ £ £& 7 44 3% it o, v) 38 32
UCPs SEHLA AL ATP (9 LRI (B EE ' Hal, B4k
T 3 UCPs (UCPL  UCP2 \UCP3) , B fi14> B f5r T |1 1)
L, Forh UCP2 £ A Bl BIUR AR o) LUy b i
ROS =4 B EAE T, UCP2 ik 5 ROS ZERi{A i ik i &
TEARZE 15 Gt U B e, (o7 W) 2 674 56, A1) UCP2 3Rk AT
T ROS F=A: , B2 B i RR A, MM A 40 £ A R 2 i 3
VEHA MR R AR B0 LB 5 I UCP2 33k 5 2ok (4351 45 %5 4
MRS /s OB s A R B LPS, KB/ B TR B R
R A7 5 RGO L UCP2 3k B9 WisBR UCP2 LA )5,
DR U5 I84% X F W] UCP2 2 e 35 1 0 B ) B R RSk A R4
P HA IS R, KR HOC2 (L LA I A LPS A Jik
BHE G &M TR IR LIS B0 214, 25 - R ATP /K-
FEAG, OO WLAN M 32 248 45 , 1B 25 6 R BT UCP2 19/ T3 RNA
il ucP2 WA, O WU O E Y ik b A s S
WFFE 4 BAF & |, (H WK UCP2 £ SIC FF ] i & F5 A 1
o

6 kB ERIEEELL

SRRk AE s A 3L AE B T R Bt g R A,
S A A A I B B AN T RE L, JE AR L BB LR 4% 22 20
i, HRE I ROk B FERRR =419 ATP, FEIEFHHT,
AU TR SR A4 E 2o F B PR T 3R AR 95% B ATP, ATP 1)
TEAR SRR ATV 2 R 0 A S A AT 1, AL R U R ( fatty
acids, FAs) 450 FUR fI & 5L/ Y, SIC RFRIEZ —J2
FAs fRIEOAE . 7RI PRIV 2 A AFF 55 5, SIC B A £F: B 25 0>
JUE FAs £ B0 920 DL Kot LA i Hb Big J5 A0 B R 4 AR 2R
FAs TEREIRA: 7= H BT (i 3 806 I R Xt 58 F e 2 11
i N BEEAT T PFA 22 B0 UL B P A SRR R 3] i
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JB FAs EUALZE RS LAY Y . ZHENG 4854 18 CLP ¥ S0 52
B0 MR TR AR Y (A 5 v 2 B, MR T S B T TR A
M5 ALK F i, BB S A8 E SIC ARl /R 5 b T8 0
S| 25t G- D] A M 3 Ao R T R TR A AR, T O R A
/N USRI D DI RE A AR AR 25

7 UGS EREEBETAR

WREERE O WU O 3 Bt v, oRiAR 2 5 Z R A1 i SE T2 J7
ARG AW T BRSBTS,
7.1 ATAgeE ETEEIETZ IR R SR RIS
WS X PR R AR MO R 22 7T e B i 4 e
PR AL AN M SE B PR32k . 7E LPS 1 CLP 55 1 ik
BERE A SR AR v LA Ao 005 S IR AN A TR O T i AR
SO AT LR AR PR TS £ B W Bel-2 IR G
i, FBAL T LRI, BARNF , AT W Bel-2 4 Bax
1 Bak i, 6400 T OGS, BB E LRk A
JIRE, A T R (A5 0 3R C) A DAY TR Tk 3] 4 i Jo
o IR OB | e & B B AE TR . Qiang-Xin 1
EITA IR T O WA A caspase WAL B (U caspase-3 |
caspase-9 Fll caspase-12) I G , i i f b BT 08 - 85 2 AT
B 0 8 T A T A SR, 7 L R R 15 1) S A AR 2 O
T2, B MR /N TS 57

WAL HE [ AR AT 1 L B et 8 0 R R L A
14 AR SV BRI A LA B B, 2 5 2R I & A
MR R I L 2 38 ( AMP-activated protein kinase , AMPK )
X ZREAAR 19 Wk AL A A ) 2 AR P -8 Y 25 A T T A
REE IR AR Y . AMPK 22 8 9 Ak 2ok 7k o 4 1A
MFF, i i 2 ) 2 (4 FE 26 () DRPL I 5 SRR 5 24, Il R
L AWER 3K T ULKL, f H30% VPS34 VPSIS ATGI4L il
Beclinl ZHBIH5E =28 PI3K SGW) 1, 3K Fh & & W76 5 A= 1
B WA R b A i A L RE-3-R 2, LUAS BOJE B B I 1
JEEROT PR AMPK R Rk 20 28R 1A 4 A8 AR 0 4 A

A [40]
=

o

AFE R, AR R R F G 1 AMPK/ULKI f5 -5 4 i
IR IBA% LPS 75 (8.0 L 3, TR sss) 17 M R /) B
LA 2447 1Y caspase-3 Fl caspase-9 [k, BIEPLAT-1EH .,
BEAh A5 UESE T A LPS i S IEIE B R, A S
T Rg3 Al 38 A A4 A % 3 AR DG B 1, 0% AMPK
55 e LR A B 3R AT AR g T, AT £
PRI T O A MR B BT . FTEN ST FE R R AE
RSB, A R PR Y, LR S A0 A0 RN 4R 2
TEHDIRE . SR, BB e 23 AT 3 722 4 o 2™ B B, A Wt S
NEANFESY, i AR B S BORIE I B 45 2R, S0 A
SR R A B R B ™ 2 I 40 M AN T 3 A
P
7.2 NOD # 2k E& & 3 K MRA-Fomie = NOD
FEZ R A 3 (NOD-like receptor protein 3, NLRP3) SNE /M
SR P ZR G B ST, TE M RERE 1755 10 LA
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hHA BB, NLRP3 SiE/IMAR A W) EZALHE 3 A Al
B, BIYH TR S BRE SRR ONLRP3 Al caspase-1 ARG ( pro-
caspase-1) . NLRP3 YE & & W 00 4%.0 88 1, 76 40 H 5t 2
ME5 2K, — B YTE  NLRP3 #3235 ASC I pro-caspase-1,
TR A RE/MASE B W caspase-1, Y1 %] 1L-1B F1 IL-18 T}
T A TL-18 1 IL-18 ZM BB 44 , 515 e i ) |
FETERAL I —FP R P PRI AT T . HoH | caspase-1 #K
TS A A T i R S T 2 B A A R B IR Y
/N BRI 2T v g 22 B ) NLRP3 4 /IMAS T LR 34
5 PAMP FIl DAMP 7P 9 Z 8L, LU pro-caspase-1 %4
BTG G E caspase-1, {248 IL-18 F1 IL-18 4 BLZGRN 43 10h | i
M ST, LPS Z4MNE M BRI R B2 1 ATP %5 Py
TR G35 5 T BE 2 15 3 3L M) 3R 2 00 NLRP3 R5E/IMA,
IRIG B & caspase-1 MKHSUIE 40 M A5 T, QIU 2070 % B, LPS
FEFME 251 F 14 HOC2 (O ULAR A s NLRP3 4 AE/IMAK i
i DRI R i R A A M AR T, R A, Bl S ROS (38
i, X — N RN, ffH caspase-1 1l 57 Ac-YVAD-
CMK FI 4 A /N M4 410 1 57 BAY11-7082 #111 f caspase-1 Al
NLRP3 #AE/MART, HOC2 4 LPS 5 S A9 40 AL T 46145
B AL, B A | A M B EH & B ( Thioredoxin-
interacting protein, TXNIP) J&—F' Y JE 1 ROS 15 B 25 1 4
TR AR A ), 420 32 30 45 Bk R 510 ROS Bk
B TXNIP-Bi A B 1 2 5 ) H i 25 9145 & NLRP3, 4k
il 1% M 4 ( mitochondrial ROS, mtROS ) fi4 3 i 7= A
NLRP3 4 /IMAHEIE ) — AN SR B 22 TR R P T4 0%
fifi NLRP3 ) 2 ki M S5 4, R IR &9 T 30 il 570 3 5t
NLRP3 #U&E I mtROS B9 7 A 3 5 ¢ IL-18 43 Wb, T axX A
S T LABE ROS T BRI BHIWE ) e 0 R B, K SF
B mtROS P Fifi Bt 480 25 A 2 2K A i v B T B 4R 8 2 A A
TXNIP Z A AR EAE A, T2 TXNIP 5 NLRP3 456,
S5 NLRP3/1L-18 15 5 38 % A9 7% , B8 3 26 %7 /& ROS-
TXNIP/NLRP3/1L-1@ %938 i 6 405 B /N siTXNIP 1)
il 7 NLRP3 HJIG A6 AT ROS 1724z, [RIBFBEAR T 1L-18 A1 IL-
18 (7K 48 1 ek S b S R 8 4 T 0 0 A i 14 7K
VA T MR A LR L 2PV B R T STING-IRF3
Al LU S NLRP3 fil % LPS 35519 /)5 LG IR T RE B g1
HHMIAE TS, T STING @B AT IRF3 MBS ER (b AR A%, iff
M0l NLRP3 45090 LA A 7~ R SR 0 LA 7
7.3 #mT  ERFETHI DIXON %1% 4 2012 442 H |, B4t
T2 FANM P ROS AR S8 T 28 e H BRI A2 B H K
IR R IE St E AL Y mE R R EAL T RS TR, A
BN FAL A ) Erastin 0] 8 106 2 BEE R 5 AR % i
PREA A e H B S AL i 4 6Pkl R kst -1 Zokifk
{RHERE BT ROS M A2 A, X SRR AE T 1 SE DR 45 14, I A1, i 1)
2 Pt AR A 2 AN RIERBE T AR R Y L FE R
/DN B R Pt R B HL R K SRS I ™ 7R LPS R
TR BRI R AEASTIRY Ty AR Ay B 181 A1 5 1l g A BB 1A
Foo B I, SR M E B 45, LAY UERH T LPS



1158

BASSR TR Z IR R 7 4 FRIA 2 RS R 7 4

B 5 5 R R LA DT 2R FC A MR e, Bk 2 1) e A

HE— P RO A i Bk, P — D0 o T Lok A e b i 2k

RLURER B TR . A0 BT 2 Rl o 2R A 2R 2 1 4

B A Fm BRI, 51 LR R Bl A i ROS, FR 2

fih Kz 0 WUZR MR i S8 A 0O LR L R AE T

H R SIC bk T i B A i ML i B 9 30 43 0

TSI 3T WG KATF SIC AT LU AT T A 62

RLPREE IR ST BRI, A VF 2 PR ZORL AR 2l B B 1 2

SIC (1 —> T BT RSk | PR 8 [m) Jok B A A9 4 R4 Ty g

Witk P RE VA LE 3R Y7 A Y FRATIARAE , B B 5 1 R

WHRA R I BT BT TR M 25 SCBEBR Y, T DLtk 25 e

TR REAE 9 R 5 S SIC HYBET -,
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