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Related Inflammatory Diseases Caused by Mitochondrial Dysfunction

and Targeted Therapy to Them
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( School of Agriculture, Ningxia University, Key Laboratory of Ruminant Molecular Cell Breeding in Ningxia, Yinchuan 750021 )

Abstract: As an essential organelle in eukaryotic cells, mitochondria play a central role in energy metabolism, maintenance of redox
balance and regulation of apoptosis. Mitochondrial dysfunction, whether caused by mitochondrial damage, mitochondrial DNA gene mutation
or defective mitochondrial electron transport chain, oxidative stress, or abnormal genes and inflammatory signal transduction, will cause certain
damages to tissues or organs or lead to inflammation, such as kidney, liver, breast and other organs or tissues. This paper summarized the
functions of important components in mitochondria, including mitochondrial DNA, cytochrome ¢ and cardiolipin, and the inflammatory diseases
caused by mitochondrial dysfunction, as well as the treatment of mitochondrial dysfunction, aiming to provide more technical support for
mitochondrial dysfunction, inflammatory diseases and targeted therapy.
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L8 VAN i DR ER A S s e S N PES:S) o 1 S E - T
LRLAR N RERERT HIG YT I8 0, BAE W
DR L AR ) R I i 11 3 50 B4 4% 0 28 5 48 2 i
PERERIARE
1 ZBr{ERiA

2RORE AR R R I OBURE PR A L 2, B £
Foft 20 B Dy BE . 3 2ok 2Ok A IR S AR DL R IR
H (adenosine triphosphate, ATP ) 1 JE = B¢ it Hi 41
J BTt B R ER Ay e, Horh i AL EE (electron
transport chain, ETC ) FIEALBERIL R G H A BT
TE ATP AP hIAZOAERIAE, Lot 2 5 & e
POS U N D E TS Y 18 NV O B S Y ORE B S BE G TR
R P AL T LA SO NS A T A . 2ok
A — DI FERI A, 2 AR IR RNA 25 93 i 22
AN RNA, 2945 1 000 i A R TLkiiAd, Br T
K& DNA ('mitochondrial DNA, mtDNA ) Zmfis iy
EEBAL, A X S TR R A A i o A
I FALA L AR T AR R,
Ttk S 2SR TR ISR IR ROS, A8 4 K- 14
ROS A A5 & AP E PRI E B AR, (Fd =Y ROS 23
IR Z R N Ry 1, dnEE B, IR A DNA,
AT A8 R 240 LB 25 015 R AR ) R e i RN R A4
TR AEAL, SRR RO AR Y ROS T BR
RGN E TR ROS ()7 A . FERLIR RN
T, kiR ARETE R ROS 23 BRI,
T kB (nuclear factor kB, NF-xB ) Z& {1 4 4 ity
FREROE TR ARIE R KA, ROS 1 A iA v g5 |
I 2R A 37 PE 5 98 FL (mitochondrial permeability
transition pore, mPTP ) WIFTH, SEMMZRIIA L) 2% F1
Rk e, JRASRIF AT L RN R
FROS AT LA ik SR X LR AL 48 FIE BEEA 7RIS,
AT 7 A B BE 2 ] AR 20 LA o o B A FRATL
i, AERFERRIIRE S OGS .
L1 S Fo S R S 9 09 2 he AR R

ZRRLAARTE S A5 R 1) S A 1 56 R B2 B vy o
R CHRAEN . F52 b, UASIE, BuREH
F 2 AR 2R B 3Z /K (pattern recognition receptors,
PRRs ) #ill ], PRRs 32505 J5U AR 5 43 115

3 ( pathogen-associated molecular patterns, PAMPs ),

MHEEER. B2, B, &R, E8REL
Kok A A A AR B A < 70 TR ((damage
associated molecular patterns, DAMPs ) filt & #l {4 %
K A i I N PRRs 28 J i Toll £ 52 14 (toll-like
receptors, TLRs ), 1% 1F R 5 & #£ %Z /K (NOD-like
receptors, NLR ), C % %t £ & 3Z 1K ( C-type lectin
receptors, CLRs ) FIPL #HFRIF FHE A [ FEZ 1K (retinoic
acid-inducible gene I like receptors, RLRs ) F&[RIZH A
P PRRs F21/F 3 1 NF-kB 4330 T 7 T35 2 fIe %
NI T PAMPs J& (RSP I BOR 451, 0 4n i
DNA | 4l T 4 i BE Ji 53 F4H 3 N- FHBE Ik, DAMPs
SEHAL RS BN IR 7, R A TETR R h Rl R B
WZARAR DNA | LR IR N- HIBE K. BEIE IR 7 Bt
HEARPATEE . PRRs 3% 2WOE e K &
Se 40 F IR AR AZ 1R TLRs, S BUA A= S K R
P A T an R SRFE A (tumor necrosis factor alpha,
TNF-0.). 142 (interleukin, IL) 257, B &1k
AN BRI, A S 20 S Rl L T
TR AR E Bl A S
1.2 AT NLRP3 X jz MK

BHBRE A ERAEWBEZIAEARS3
( nucleotide-binding oligomerization domain-like receptor
protein 3, NLRP3 ) {1 3 FR/r 4 AL + 22 B A i L Al 45
¥ 3% (pyrin domain, PYD ), W AT R 45 & 55 B
S5t (NOD ) Al C 5 8 52 IR B A (leucine-rich
repeats, LRR ) Z5Fy3k . 7E75 =00 4 i . ELIR AR
BE B AE G Hh NLRP3 S 5% /)MACKR A 45 46 O HAE
TEIEHOLT . S/ MARBOE A B T IR Lok {4
RS (BARRGBE A OLT , AR E e AR A i
WEAL . R A A AN B B S eV B 2 B AAE
AR FRESE FBLH SAEREAR 1, LA T R
Tl I 2 BN . AR BTKT AR
e PR TGP % (mitochondrial reactive oxygen species,
mtROS ) ¥4 | MABEIL AR IR TR (nicotinamide
adenine dinucleotide, NAD ) B R, 80407 A M
ANMISH ATP D/ 04, Tk SE SRR OGS L # UE
W15 NLRP3 4 /MA M Bs A ¢ 0 SR, 2okl
PRI BERRERHINT NLRP3 SE5E /MA R 5 DL A2 18 A
THRE . AN, AR/ IMAOE 1 LR AR 18 15 B
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F-Xf NLRP3 S8 /M HAT Fp S . AR SR AL Y R
JE/IMAUNRAE/IMA 4 (nod like receptor C4, NLRC4 ),
ROE /MNME 1B ( nucleotide-binding domain leucine-rich
repeat pyrin domain-containing 1B, NLRP1B ) 4§, FfA~
WM FLRfA, HET, MAEELRARER S
NLRP3 ZAE/IMARGTE T, TS5 HABSE R 1 408
ISR, T ERZ RS
2 ZREFATRENEZNR
2.1  ZAARDNA

2L k71K DNA ( mitochondrial, mtDNA ) A8 B J& 3%
B DNA (3RAR I3 ¥, HBE AR BE 00 % s 7 LR B ot
AR, K BEHE SR I SRR A TR AL B LA 7 A i
1) mRNA | tRNA FZHE {4 RNA. 78 DNA 45 5,
B U AR DNA SZRAR A DNA 255 8 145
B, LABT IR R 1 18 AN AZ BRIl B0t . kL
N F A ( mitochondrial transcription factor A,
TFAM ) 152 mtDNA # 2 BEA0 A 435 2 1178 3l
T XIS 5 miDNA 45 & DASE 2ok A 5%,
FFAEREA LR AL R rhERe S 7 DNA A B
fEM . T TFAM Al BT mDNA F1, I E
TEZERF miDNA BREE . LR A=Yk A . A0HIx RE
T R Y SRR T A S g P A G
BEMMERL TFAM SR 23155 mROS 1977k |
mtDNA SEAZHFE 1) 51 G35 DA K H 715 i ik v g 4oks
PRIFIE BB 0, ROS I 7= A T 5| R Lk |
0 T DA fih K B W AR R Sk 1L BIK Sl Y 1 VA A
H4a Ak miDNA fRESE . IEAb, Ak ik n] DLk
FrRIA, JE 8L miDNA R, T fgi
P AR TRLO 8% 11 BR 45 5 55 R A5 M B 2 AR K
TR 45 #4475 A NLRP3) SEAE/MAE 515 551
22 mit ke

82 ¢ (cytochrome ¢, Cyte ) ZZRIARIC
AR IR A8 SR O A BT, 2 —Fl/h
MR MERE T (29 12kD, 104 2R ), BAT 4
A o BREEAN 1A M2E 2 LM, Hiy 2 A-2R 2 iR ik
JE( Cysl4 Fl Cys17)ILMEEET L FELRIIK ETC Hh,
Cyte LAY B E5Y) IV I THIK, 289
IV XHEFR AR bel A KF Cyte EALEK Cyte

oxidase, COX ), # ETC FIIRESE KT Cyte (977
fEo Cyte EANME I Tt B CHENE T, 7R i
VAR E {55705 N (AR i 1) 20 i o B o
AR, E5 T3 1 Capoptosis
activating factor, Apaf-1) fHEAEH, FECERIAKRET:
PRAGTE I, DTS T i~ D R 2 i O I sh 4 g s
ToAE. b, AR TR, Cye fE0.O W%
BRI AR, MERE Cyte S5H0 RS0,
XAPEAREE R T Cyte 7E1L %A AL A (hydrogen peroxide,
H,0,) FA7E N B OB AL WIS 1, fE ik Cyte
MR N I (inner mitochondrial membrane, IMM )
AN B 3 B T R B v, RS s S A i
JET U R T A T AR AN, Cyte S — b
FH AR TR R RRA, A HA PR I R H
HLFIIRE 1. Cyte ERIERITE R O IE Lk (A rp 78
4 H,0, BIFERA, Z58Y) 1 AIE AR B 05
MR B A — K% E R (nicotinamide adenine dinucleotide,
NAD) FJ li L4655 0,
23 SHEE
O NS (cardiolipin, CL ) Jg&— F gt 4l 4 5 i
RIS O IR A P R I, RIGZ SRR
O WG, CL J&— e 57 A T ZobL A o T i ik
FeBENR, AVFZ NS, MR BIHEE R AR
MUH I BERR EHEFN 4 AR IWTME M BEIE I, A2
R H R B N 2 R v R KLY B T A B D T R A
T ORI R IEAE T AU R G, AR AN Lok
{5 ( outer mitochondrial membrane, OMM ) Fl1 IMM
CL o5 2RI B g % 51 10%-15%, T2 AFAE T
IMM , Xt 4R R AR SE B AL b (RIS T Al T e o,
TERLRAE T, CLAMET OMM b, 1550+
SRR [ WA T S 0, CL ARk
IRTRE NI RS rh AR HEOCSAVET, 2 CL R A 5 B
S| R—RINMZ R G 7 B T LS
TRIMERISE, CLIEZ ST LRkl f, ifE
FUS - 8 FSOMIEE 5 - BEAHELAR P M RS
A, CL IR ERER e R AbR G ERENR, ok Z
MIUESE 2], CL FEZRAART IR A fE it ™ A 45 J LR
REAR RN A AR R AL O Y, e
LR A AT AR - BRI R, CL S
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AWV RIS B 5 G R S IMM AR
AR, TR e ATP e
3 ZRETIRERERS S Kt Rm
3.1 AR IR

JHES sh P A SR de e, B — PRIk
HORBR SRS, WS R R Z—.
IFES 5k, RER Q. e . NZrIIhRE. BE
LA S A A R AR R, R HUATE S
PR G o TERT AR 2R A e B S A0 A i A
By WY A AR A R A A . SR A e hr
PO AR BRI 1 B R RE & AR Bl
A, R ZRME SR HAh, SHIELR
Mo E TR, HAEY A a1 E L Hop
20 e A LA TR 2 s A B, LA L T A
AR, AT X S i R A AR T e O IR
g 2 BRI, BUEAL KA IR ( mitoquinone,
MitoQ ) # [] £k KL AR 362 77 wT 410 i 58 ¥ A 5~ TNF-a
OFNEYE SO (1 IRV e 3 S VAEDR - SR R S FE A
(lipopolysaccharide, LPS )/D- 2 Z 4 ( D-galactosamine,
D-Gal ) B MFIERLL . BEab, Lo P R H Rk
3 A5 P LA 1A ) BE I A5 71T BB 23 S BORH G Y S
Bk, ZRE T REN R ELORARN > | R KITI fE
FIFEEACTERRACREAL . B A FNES R R RE Sy, LD
AR LRI IE SRR A W RE ik i) R PR AR, AL
FRACRCHEFNGE SRR TR, T RE XS TP RE 4 Qi 2
AR X, SRR T RE R [ T B SRR A
(Al B AR IGAN, 3X AT R 2 S BOIR s A2 P 3 T K2 Jr ik
RRTVERT 26 120 Beah, WRFTIE & BUFFEF4EAk b
I RLIR AN T A 5 R A D RE AR A 56
32 BAEKIE

P FE P R A 2 24 T R O ) TR B R
PR B AR AR N R S e RO SRR, B IR
PR Al 43k 2k B 145 (acute kidney injury, AKI)
FEPE B WEEH ( chronic kidney disease, CKD ), AKI
AURFIE S D REDREU T R, A AR . TR
AT, CERPEE . MR (. K
i /MR I BERERS ) DL R ATRERY 2 48 B 30, CKD
AT REIE TR /NIRUE ) 2k B A B B e P N
XATREFECO MR . ML, R R E SR

ANREFZFIFRAE . VI8 PR 2 S I 3 %
2R O I RERES 5 1 2, B S le 4k
RALZE I FINRE, KRS AIFL A, AR
&, BESEHEE . ROS R kAt E L SRR
SRRz o (R /488 ) AR s )
WililE, ZARANMEEALH ROS Al miDNA J Be 2
JYE DAMPs 0] LIS 4 i 2 44, S BOR IR T i R
JiE T ROS M % T B 2% b (A 2 (I Jf
JCEHEASAAL ST, ITE LB ETC DhREFIHE ALk
LA IR 25 AR F LR BB R 0 7E LPS i
/N AKT R B ELRE AR T RE AT | 3 Al
Y B SETE YOS A v SHIE T 1o ( peroxisome
proliferator-activated receptor gamma coactivator 1-alpha,
PGC-la) S AR LR ik 1 5 AKT 5
FREEAISE 0 IEAh, miROS 8 AT LA ik T A A
5401 TLR FI NLRP3 S AE /AR 7 3 L0
i BRIk, SORAXTE IESRE R CH 2, HleBy 14k
KRS I D RERE AT 2 52
33 UK

FURR 24 P i i WA 2 —, FUIRAR
RN SR YA i B SR R Z —, 5L
WRR B KA 2 HE F YA RRA I i 2 4. %)
PRI R AU, A 0™ AR A 2 R
ROS #5874, LRI SR A ROS JE A
A R YR, AL RIS R A A FUIR R T8 W R I
ROS 7K. N (malondialdehyde, MDA ) 34
AL EPTEAALEE ) (total antioxidant capacity, T-AOC. )
AR, SERAAN FRILIIIA TR g 0, 34
IO 9805 | A9 4R A IO SR i e R AR ATP 5 T B
ETC DIREREAT, [R5 i SR04 5l ) 27 A DG BE TR 3R
BEUE, SRR E RS R, NTITHE A ROS
(7=, SIREAR A FROFLIRAR T
Sh, TEVFZ MG EMFURI T, dobi R i
TR AN —Fh EEBOR SR, iR CH
AR AE D A FUIR E R AN rh 5 | ke 7™ i i 2ok i
i RS A5 T B R AR D RE R, TS 2 FL T B
SRR FUIR R AR KR 2 5 T SO K T B
75 J1 R Map $80] ZR AR TF fith e 2R AR ) ) AR G EE
11 (dynamin-1, Drp-1) A5 49 4= FL AR 26 k7 A 4 24
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GIE ol EE AR G SN S Sl = TTE> 4 AL 7))z
BEATLEFUIRAAE T B WF SRR AL, VE Z LB )R
s A WIHAR T
4 LRFINEERRRSELEIETT

WESRARIARINRE, 1T ARG (e BELAL A
NEWIRAAL . BEELR Ak A, SR &
A= SR A S RE R0 ) 200 0 2 2 AR 1) 6 77 ) LR
TR, AR ROS A L RAE/MATEAL . AT
TORZRIA F g Y B, MY TR T
AT SRR AT RS T B E BT A T s 4
RERAEARFIBE P EE

HAE, MWERRIIREA S AT —E T SR
AR D RERERS, A0 LAZORL AR O #E A4 P iR
A RLIK 2 EEE OB 4 H A AT et/ 2L R ) R e
BB S O, A T 1) ORI R Y Cyte I
(7 Fsf 80 45 -5 R A S B e A 5 ) P20 i s
P BH 2 i 38 1 ( voltage-dependent anion channel 1,
VDACL), VU B A 2 IR 1 3 Csilent
mating type information regulation 2 homolog 3, SIRT3 )
Ut ERAE BH AT 7 2 [A] P8 25 11 1 (silent mating
type information regulation 2 homolog 3, SIRT1 ), PGC-
lo 55, MRS T ERRIIRERERT, BRAT T RAER
PEf T FRTC AR T R R A R
S M LR 20 G B ORI, I BOR AT AT TE b 2 IE 2o
A DNA FRYBORZRAS , RS T SOk AT 5 K
SEAL IR AL AL AL F Y, DTS A S LR A g
(R IEL T

FOW, SRR BT S8 AL R TR 2oL A B i iR 4T
HORBI., S 3 i 0 ) ZORL UK ) RE e A
EEEAYNA) ¢ R N G S a0/ RN E
ﬁfz@a‘ii’fﬂfﬁﬂ NF-xB ﬂ]%%}?(ﬁ’ﬂﬁ% E[/)%(@ﬁ (mitogen-
activated protein kinase, MAPK ) i&7%H 85 15 (U IR
PEAREAR TL-6.. TNF-o0 Al IL-1B /K-, SREFLRL A5
HLAZAOESE , T ROS YL ™A, fRIP M FL5?
Witz LPS i %, 1EFLIRRIGST o A4 A &
PR s MitoQ J&— s A 1y W] L S 8 [ L Ak
AIBTAAL R, MitoQ 7EZORE A b i B2 AR 206 1,0, B%
2 H,0 10, FFb At B 2pr iR i st
MNP B2 CAR SRR S 2 000 > 22

Fn AR, MR . E R HAT SR LR,
WIRE. PiR . P rRetE, Bl ZmEy e
2RV D) RE AT 5 | S BB VR T T AT VF 24,
DU B 2R 30 3 TS 5 R AR ) BE AT DG R DR R 1 R
1t & A ¥ B ( AMP-activated protein kinase, AMPK )
K BELRLR TN RERRRY, 1E S ABLIR b 3 B Y52
TARRIR L R K B 50%-80% L, 35 5 i
EIARMF PCC-1a EARIARIE, £FF MMP 1 ATP
IR, PR LR, SRR AR SR 2,
HET, BEX M sn 7 4on 2 RE R A i HoR FI 2454
TFR MR, T AR EAR K 2GR R
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