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[Abstract] Sepsis-induced acute lung injury (ALI) is a serious condition with a high incidence. Mitochondrial
dysfunction and the release of mitochondrial DNA (mtDNA) play a crucial role in the occurrence and development of
sepsis-induced ALL In sepsis, mitochondrial dysfunction causes energy depletion of cells and dysfunction of tissue cell
repair mechanisms, leading to ALL In addition, the release of mtDNA leads to a more intense inflammatory response,
exacerbating sepsis-induced ALL This article reviews the pathophysiological mechanism of mitochondrial dysfunction
and mtDNA release in sepsis and the current research status, in order to provide direction for the evaluation, treatment
and prevention of sepsis-induced ALL

[Key words] Sepsis; Sepsis-induced acute lung injury; = Mitochondrial function;  Mitochondrial DNA

Fund program: Scientific Research Fund of Liaoning Provincial Education Department (LZ2019023)

DOTI: 10.3760/cma.j.cn121430-20230828-00702

NN o ANl S A R 90% , F TR ERAYBIRER - e 711
BB ML EL IR A AR N S D 2R K, A TN SR AR S

E B 1] L e 4 ) SR S, D A i — 28 ALL KA
BeAh SR LR S 1 R T T AUB B A2 5 i 4 2 [T

el Bt E TS B 5 R R AT B AR SR 5 A AR SRS
e, 25 5 32 BN 4 RN S PE PR 2R S o BRI, SR
AbF R ) 4 B RAE S NDIRAS , I 2 5 75 5 52 B RAE S
FROAS B, I FEE SRy P 0 B v ) 45 b SR AE A I3 | AR 1l 25 B
AL R 245453 (acute lung injury, ALDM BB R,
25% ~ 50% HIMETEAE 84 AT REA S O ALL, 2= 2 PR Pl
FAZEEAF (acute respiratory distress syndrome, ARDS)L2 ! ; e
BHIE A ARDS BIAEAR R T HABSE RS N 51 ARDS #9%
FEAR L BSRAIT JLAREAE ARDS SCHRAT T 7 TS B K HE R ,
ARDS b3 5L T R, (R /335 34.9% ~ 46.1% .
REEREAH ICE ALL Y SE A BE A P P e E S AE
JS2 IV 75 A il 9, 1 1 200 L PN B AR A L R R
PSR 2 PR AT L P B it [ Bt e B, S S8t —fn
(k) e ST BESZ A | I GO P e VAN () fis sl ok i 45
Ik A - 3 Ay e i S 3 ™ ER AR S MAE AR i R, B

S 0] ASCHEAE P DI AR AAPIRAS R OCHE . DFFRERI], okifk
IIHEE M 2R iR DNA (mitochondrial DNA , mtDNA ) B4
JHEFEAE A OCE ALL A5 3804 S A8 R 21 28 G Y
PRI B MR SORL A T RERE AT  miDNA B 25 e
REAHDGHE ALL (R A LI HEA T 3k , LA E— 25 S 4R R AR
BEAEAROCHE ALL R AR APHIRAR
1 BREERZKRIKIIRERERS AT 5 SANME ALI

LRI —Fh A B A A BRZL A A, A 20 P
By E A LR SX BRI B 4 A A7 R B T A R, &
KUK 1) 2 ) B A 45 S AL B RR AL (oxidative phosphorylation,
OXPHOS) j=H: =Bz it 11 (adenosine triphosphate, ATP), &
IS4 (reactive oxygen species, ROS), L& MM a s 554
o ATP (77 58I SR ARG SR AT Be e B o
AR S A AR S . BRI 2 U S B B I BE
WA B AT R MCREAE A7 7R I S b
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TEMRREAE 19 - B, BB AP TR MR A A D L
) 0 7L DA B 53 A1 R 0L 5 g 2 9 A5 TR R e B ZH
ARBRETER D AT E— DN T 22U R B LR A
OXPHOS FAfE /1 W1 i T W, ATP 977 £ BT g ), L4
TEGRAEF LT OXPHOS AR S H) IV B TH P BB 8, (2
AT AR ES , ATP (87 AR AT A Sl sl >, 200 L R AR 7
TR, AT 4 R 2 R, b s A M A T i A . 7
JHREEAE R 22 45 B D) B 0 A T ARG 38 L A i 4
R BT R MREEAE S8 AN L A% AR peripheral
blood mononuclear cell, PBMC) #&48 5= 53 /5 , {H N R iR IR
(adenosine diphosphate, ADP) Jill % 14 fz W P4 6k 55 5 ASF T 1E
S5 OXPHOS S, AT T 20 i b RE08 ALH LU
Kraft "> BF8 % B0, e 08 1T 175 S 0L r B M 4o s 5
A BE ) W A2 0, LR Bl i, SRR DIRESZ
Jang %510 R B HRERIE B # OXPHOS L T4 h AL IR
B 1 BRI AR, ATP BP0 Japiassa 45 4t
B, PBMC 1) OXPHOS {4 Tk, ATP ™A, ix st
S5 AP R R BERE IS ATP 2B s /b, 5 sl = 1 20 4344
MIRE LN, B0 ALL B ET T AE 568 . 1LSP, Garrabou 55
WFFE R B, IREAE £ 4 PBMC ) OXPHOS HLFHETM 454 1,
T IV S 52 B o 55 TR B3I, ok 1 OXPHOS
KB S RAAT , P B A o, LI £ 4% I 72 ATP 2R
W R R LR OXPHOS 7 ], AR LKA ROS 1
%, 3l i KR ROS IR K5 | LR TE 5 5 S W B Al
HOA5 5007, DT 3R e SR 1 [ At 346 o 48 i
IS BE LR 3R . TEMREEAE IR I 2 28 SRR T, ik
LA ROS HE— BN e 4 SR, B2 s .
TIAN  REERE I LR KV Ut 23 S M ki A 1) D RE A
ROR . RBEAE AR B AR U HOIR BRI A8 1 T e (ks
EMICHENRA SR A AF ), T Sk R re e TR 7 A
WFTE R, IR FEAE 0 5 e SRR VR B B AR SRR A2
TS, B A R I TR X B T
AN FREFAEAR G ALL

LRI REM I R UAME L I Bl P K, TR
PUHLIAES B DI RE RIS AT LR ARG A G 1 2
BN BTSSR W OR MR S A T A
R TR AT R I BORAT B R P i S AL
A B8 5 W 95 0 A2 AR y FETE BT -1 (proliferator-activated
receptor y coactivator-lar, PGC-1a ) FIFH i RGBT AL N,
HAT AT B2 I ZREAR Y RE ) L RE S 4 MR O 1 4ok
PRDIRE" . eI AN AR LR g 4T b T 5 2
R R ORI BT R i GBI , O B IR she ™ e R
SRR R A B 42 R 94 R AR 7 K T
PR LRLAR B WEDRE , i — 0 i T AR A T R A F1 52
Wi £ 44 42 i 7, AT N EE 48 9 S A ALL > 35 3 A
SRR F W T D] NOD FfSZ K FE 11 3 (NOD-like receptor

protein 3, NLRP3) #&HE/IMA 13 E S ANMLAE T, ATl e
BEEFTECY ALL

2 mtDNA B AT — S MERSAEHE X ALL

2.1 miDNA FRFAE : A miDNA {7 FUORAILT , th 16.5 kb
IR DNA 41, 2 N5 T, IR 4 OXPHOS B i 1Y
FIEHE Y 22 M5%38 RNA (transfer RNA, tRNA)., 2 M2 {A
RNA (ribosomal RNA, rRNA) 1 13 /> {Z fii RNA ( messenger
RNA, mRNA). MRS LRL A Py 2R e, Lok AR th 5%
AELZH 0 A A W S 2 T 2 Ak, B A T o LA AR A
Wit Je , A 3 A A i 8 AR LTS B L BT AE , JE R TER
Ko A2 mtDNA 5 2405 DNA AL, #8 B A Kbk oA 2%
161 CpG DNA JF41, il LA BRI “Ahok 47, 51k
5 0 TR AR SN, PR, miDNA B W gA A &
— R A 4> F AR 2L (damage associated molecular pattern,
DAMP ), 75 2 ] 55 27 G 5 RO, i 81 240 5 R 240 f
SPPREE T RN T AE SR, 51 ALL 2,

2.2 JHEFAERS miDNA BRERCALE] « IFFAERT, mDNA 155G
BRI AT , AR5 i 2R kA AR SRS 4a i Ak
25 [a) , BRI 5 FVGEHERAE SN, N ALL

2.2.1  mtDNA BB BB

2211 ZRRSMEZE LA T miDNA B« b LA 1
B mDNA RO — i B I 2, DNA $ifh
B PN J5 9 52 B NS R B, A B AR ELJR 2 (B-cell
lymphoma-2, BCL-2) ZZIG AR IR 1T S5 H0IR 1 pi 51 =Z Rl ¥ AH BAE
FHH 2t BCL=2 4156 X 45 11 ( BCL-2 associated X protein,
BAX) I BCL-2 4541 / & {JilH 7 (BCL-2 antagonist/killer, BAK)
I ORI R ST | B S SRR A RS AL miDNA
TR it o 24 vp [27_28], PEIE ShAnE A T id R . Moriyama
ST, PRI R T LA AL mtDNA
FEIL, 5 ALL

2.2.1.2  H R AR B 2 A GE (voltage dependent anion
channel, VDAC) R P41 F miDNA B . miDNA BB AT
LA VDAC ISR YA VDAC SR AELRLIA S M & B —
ZHESLE R , BA T Rk AR S MEFL (mitochondrial outer
membrane permeabilisation, MOMP)JBE T . BREEAE B H T
SAE R AR, il BAX/BAK AKAfiME MOMP iR A2 Rk
RifA DNA HEAANNE ST, WS A0 1, O FLE SN B 4 A
SN ITAERMFSE 2, ig 24 (lipopolysaccharide, LPS) 75
SRy ALL BN FUIZL 2L BAK R BAX AR I, W i
BAK/BAX /™ FHIZEKIAR DNA B Z 5 T ALI/ARDS (5 Bl
AR, Huang 25 BFSE R BL, 4 22 BAVERT IR A9 LPS
AT LA 3 FLEE 1 Gasdermin D (—F07EAE TS0 40 b i)
SERER ), 175 LR (AR RIS P B A % A S5, S P
B ARG A AR A AE R

2.2.1.3 2k A % P % 4% FL (mitochondrial permeability
transition pore, mPTP) 415 mtDNA Bt : mPTP i VDAC | JIf
WEW R IR A R AUR MR D 4. SRR E D JE mPTP
AT LSRR DT SRR RE L S8 254 L Ca™ 7K
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Thi AN A S AT AT mPTP JFi . 2004 4F, Patrushev
S ET T mPTP JFRCAT il % miDNA FBEBERL 5 Bl itk —
AESE AR . LPS 45 & 1T )3 3 mPTP FF, B mtDNA
PEAZIAET . Nerlich 25 W58 & B, Wi 98 HEBR B 7 A= 14 i
VML ZE A S mPTP FFRL, i mitDNA B3 40 it 1) Jo, P38
JEUEENT (microvesicle, MV ) #2425 [0], i & ALL,
222 mtDNA BEHCEI4H AL
2.2.2.1 BT NMEAMER (extracellular vesicle, EV ) ¥ mtDNA
BRI AN AR, vt EV B miDNA 241 g4k,
I RTINS AR AE S , 3 BN B | A ik 9 e SO , $5 473 P4
P, N ALL' S BV R S TR A0 A A 2 ,
FEAMRAA . MV FIE TS BV, 240 1 18] 8 TR — Fi 2L, 5524
{5 i3z AN [0 o 3 FE A0, A 45 A% 1% (ki fA 2L DNA |
JEZ D RNA )RR AR, MV B0, 1420.1 ~ 1.0 um,
AP T A R . TR SFRAE AR T
MV B0k 2580, bR AR | 24K s R B Ag
JoHG A% B R A R AR L SR oy 1) v
(mitochondrial content microvesicle, mitoMV) 75 I EERER] FH T
B X e AR ATIZR A DAMP J2 PN K2 Y
G870 i I ) S A S 5 AR I IR A N A S N AR
WHTF . BFFTRW], MeRERE A 02K 2B MV & mitoMV.
PR I 8 e T T R [ MV (X 10%ul) + 73.27 (64.08,
84.49) 1 23.72(20.10,30.21 ), mitoMV ( X 10°/uL):22.53(17.78,
32.29) . 3.12(2.16, 3.82),3 P<0.01 ] ; BAR —H AR T+
AAH A mitoMV 3 I1HE I 58, 38 3k P 7 S A T R PV 2
PRSI IRFE IR T - o BRIV L AN B A B b0 7 -1 7=k,
YT R N B 4L, 2 5 R T4 U5 28 S P B
T AR AL AN 230 e S P 2 R AT R R 8B T
Wt K, T 512 28 00 AN T & AR o L s 2
ORI Z IR EV MU S SHUA 24 Bt R,
M5 L e SES6 P i) LAk . WFFE R WAl E 2 EV 5
LI EV X/ BRUBT S8 S BR 1 JER e M il 4 0 B A (i A
FHUU SRR T REZE ARDS B4 K et f R i e .
2.2.2.2 BT ANEAME IR B miDNA 2 4R A5 40 i S0
ARIE mtDNA BERLEN A0 M A i ) — ANt HATE S e 2 1y
S PR A M ART I ( neutrophil extracellular trap, NET )s
PR A i BN (5 S S BEORORL B LR a5, B
S A 2 PR TR B 2% B TR 9 Al I AT 4 TE I NET,
HHNEA mtDNA {HEA K DNA 43 . 7E LPS 75§11 ALL/)N
FUBERLrh W Ak MR 4R =25 1 NET T E ALL RS AE
S NET AT Js s faion 2 SR 46175 5 ALI/ARDS £
R A B R PRI A NET JE880m gz i
J i R SR R SRR EE R B ARDS BB LK NET /K7
B B3NN, IF15 ARDS JEHE R A AT A L IE A SE
2223 AISET- 32 mtDNA BSR4 sh 40 st
(9 LB AT USSR A T SRFE AR T e S
AR, BT B R RGN 545
s | LR A PN AR AL I TF I mPTP, S8k A8 /3 (f 4%

miDNA | 43 2 C) B4R B, i AN T g
FLEIRIE ., AR AY T e 25 1 TR B0 A RAE RN o 4T
IRBERT , A AR 2, T3 N 259 (A48 mtDNA ) %s i3 5]
200 1 B X8, 5 8 R AN ZHL A5 0 A B B 17 o B 6
1E H YIRS 00/ L ALL B | L S A4 iy e
PRV mtDNA ZKF-BH 58 57, 10035 1 mtDNA 7K P T 5 48
R U B e AN AZ R S 0 S IR TR
JH mtDNA , #E—25 15 i ALL; 2R 15 S ALT AR/ N RS
I YL PR T meDNA 7K P45 R K BRI T 120 1%,
TR T A IEIRFERE L T 219 mtDNA, 2 T ALL
9 A S 2 L R A AR T R e
045 T ) S AR AR AR G AL, R AR sT >0,
3R B
FEMERHERDCHE ALT 19 & SR At v | MR 22 A TEHG 2

3 Jie 5 i AR OGP E LRI Dy R e itk B 2R AR 32 40 5 ALL
o5 AR AL ELAT IR 0 0 ST | 3 Rl 2o AR A S BOR [R) K P
F1% T A 7 Rt 1~ g 3 A0 3 45 o A T i T
TRTTMEREIE AR S E ALY A T B2 5T 07 1) o TESZ ARSI T
Ji B9 DAMP H7, mtDNA 5 ALVARDS f4 /™ 5 8 B 5 A7 b 2
ARG I PRAIE S R SE R 5T 5 $s L ELAT (2 kI Jm i
SEAEFH . R, 400 miDNA AR L 3 bR B AY miDNA
a4 miDNA A5 142 58 SV AT miDNA 51 AR
FERE , HAT AT b, H ATE 4645 253 JEA T3 0 T PO
2200 [T U IR FHL A P miDNA f 55 ek 5 b
TRIhfE  ME R MEERER M ALL P A B AR S W sl e AR
ML — X Tt 2B 0T A £ 2 ELA I S e PR 7 S
RIS VEE AR FilRS s
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