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[Abstract] Periodontal disease is a chronic inflammatory disease leading to the destruction of periodontal tissues caused
by dental plaque biofilm. It is characterized by gingival inflammation and progressive destruction of alveolar bone. Mi-
tophagy is a major mechanism that regulates cellular homeostasis by selectively eliminating dysfunctional or damaged mi-
tochondria through autophagy, which plays a critical role in the mitochondrial quality and quantity control. Recent studies
indicated that mitophagy participates in the development of periodontal diseases by inhibiting periodontal inflammation,
decreasing cell apoptosis, and promoting osteogenic differentiation in periodontal ligament stem cells. Moreover, it pro-
vides a promising therapeutic strategy for the treatment of periodontal disease. Therefore, this review summarizes the
progress of research on the definition of mitophagy, its molecular mechanism, and the role of mitophagy in the onset and
development of periodontal disease.
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PP 2 &R R, 2 A KRN
UOUER], Sk B g PR 1 7EAR AR R A i
A8 N LA L i A s SR S A I LR A
Wit T PR L B A 5 T B A T L b S AR R A
RAEAHC A Bk

F Ji 9 A2 — i 8 RN kB L B (Porphy-
romonas gingivalis, P. gingivalis) K 3295 5 19
P2 VR PR o 12 PR S W] LASE 0 2 R e 4
JUETS, BRI RS — B B4R, TR B il
2 Ji B+ 40 MY (periodontal ligament stem cells,
PDLSCs) SIS E Mk, E—Pif 4 gr HH
FE B IR SR A Wi T L 2o 41 ) 24
RIESNL . FEARAEAE AT . S PDLSCsHUHE 731k
ERBS 5 AR R A MR . A SO 2 ik
H W TE 2 JR K A Fre i VR FH A 72504

1 ZeRifk 5 e 5 FHLH

1.1 ZENFHEEKAE

1.1.1 - ParkinffCHiURLE % B BEFI 5K 71 4 11 W) I
¥ (phosphatase and tensin homolog, PTEN) %%
¥ W1 (PTEN induced putative kinase 1, PINKI)
MIE31Z % i% #fiParkin (PINK1/Parkin) 45y
REAA ) g v FL B A0 i b L 2k iz B
PINK 12—l 61 35 AR (AL 16] 2 51 1) 22 R IR/ 95 &
PRI, v DLER X a2 61 i 2R 40 e sh ok ik B g
LRI AP REY . IER AL, PINKI1EE IR0
ML R G, Ak SN ERL 7 i (translocase of the
outer membrane, TOM) FI N 5% {7 23 (trans-
locase of the inner membrane, TIM23) & & ¥i#EA
bR, — HaE o 2R AR NS, PINKISE 24 2k
AR PR R A 22T B 11 (presenilin-asso-
ciated thomboid-like protein, PARL) 1], K5
R RLAA KBS (mitochondrial processing peptides,
MPP) B, T DhAE R Z 5002 it v 3 8 R oA 2]
PINK1 (1 FRE", SR, Lk iR i b s i 47
A, PINKI1 K i BB FE Lok R b (outer mito-
chondrial membrane, OMM) I, i FIHH &
WER ALK . BEER fEOMM _L /)12 % %5 15 15 [ Par-
kinSH4E 2 Z PR, FF 0 Parkin, 005 J5 19
Parkin AN Y BE I B 52 it 2R ki i, iR fEflOMM L
KEMEATIZZ, P ERYZ 26, e,
— R A WESE L B I p62 . Beclin-1, 4 28955 745
WP W 1 (optineurin, OPTN) FI#Z% & 24 1

52 (nuclear dot protein 52, NDP52) 453 2k H.Citi
Pz REA S5 OMM Bz RALE A5G, M
HNERA A M CE A 1 #2583 (microtubule-asso-
ciated protein 1 light chain 3, LC3) #H 5 1FF X 1§
(LC3-interaction region, LIR) S5 LC3MIZE4G, f#
Z LR AT VR B T B A W/ MA ., Bl
A W /MA SR BHA RGP R N A, NS
POy AR K A T e e DA T 58 i 52 4 R A 1 e
RN BRI
1.1.2 Parkin JEARH B3 % PINK 1/} 24 Parkin
W, AT DU Parkin B 1 BER
12 R AN AR SELC3H 3k 2 1 R IS 2ok i 3 Wit
%A o PINKIA] B4R 55 A Wk 25 11 OPTN A
NDP52 % Z £k kifhk, OPTNHINDPS2i i+ #4 i [
Wi s FUNC-51FE 1 (UNC-51 like kinase,
ULK1), DFCP1 (double FYVE containing protein 1)
FIWD E 5 45 F iR LA B AR S 1 (WD re-
peat domain phosphoinostide interacting 1, WIPII)
e 52 45 LA T LT A W B TR B, AT A5
T2 AL BT i W/ IMAST i — 2P B
B o BRParkinsh, ZRRiRE37Z RiEHEE1 (mito-
chondrial E3 ubiquitin ligase 1, MUL1). AJRE37Z
EiEFERARIHT (human homolog of drosophila aria-
dne-1 ). smadiz 4L 15 EF1 (smad ubiquitina-
tion regulatory factor 1, SMURF1) Z$E37Z &% 4%
il 2 BIESE 2 S PINK I A LR A A W R
12 RARIF8 K AR B

AR TR LORAA [0 i OMM_E A LIR
52 A T S LC3M BEAE N, 5 A/ MER 2
WA ZERLAR, DA sh kiR A g, 22 R R
F €1 $f FUNDCI1 (FUN14 domain containing 1) .
BNIP3 (BCL?2 interacting protein 3)/NIX (Nip3-like
protein X, NIX) . BCL2L13 (BCL-2-like protein
13) MIFKBP8 (FK506-binding protein) 2",
1.2.1 FUNDCI ¢ FUNDCIl/Z&43 & 14 LIRZ
A OMMEE . A Bl A 5 S LR A A WY 32
K, FUNDCITEZORL A F Wi #& rh ™ 4% 52 Ser13 Fl
Tyr 1807 i B MR AL AL B R AL R 45 . 78 1E R3S
T, FUNDCI [#LIRZ, #4388 7% Ser13 F Tyr 1843 #4553
HBLCR2 M Srei iR ik, MMl FUNDC1-LC3
PHEAEH . SR, Srek iEME, FE(Tyrl SR
O BEAR o TR BF SRR A 22 52 IR/ 95 24 R 1% TR 1
PGAMS (phosphoglycerate mutase family member
5) E#iiRfkSer13, MM RFUNDCIFILC3Z (]
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A EAEF, FRAEELRL AR A WEATE B
1.2.2 BNIP3/NIX i 5 NIXFMIBNIP3#R 4L % 14>
$ 1] OMM [ FfL 3 1 C Iy 25 JI5% 45 A4) 3 R 14~ N s 114
LIRZEFI . NIXHIBNIP3 @ 1+ HILIR 4544 55 5 y- 2
FT R Z KM <8 1 (y-aminobutyric acid recep-
tor-associated protein, GABARAP) FILC3 41 H 1E
Ao NIXFIBNIP37E L AR 7 W5 bl B AME
BNIP3ENIX Yl AN 23 52 M A A F I, {HNIX
FTBNIP3 [R] ] ke 2 25 00 il 2 7 1R Xof dfe 4 45 1 1) )52
Mo FEBRAE ST, NIXHIBNIP3 i I o He
it 5 I 235 ) B 7 7E OMML L, B N3 LIR 25 ) 3
TR TS, ) 5 LC3AH BEAE HIRHE 5 A
Wi /I ARG B A2 A B 2R A4 . LIRS, Py ek i 28 74 25
BH W7 5 LC3 M A B AEFH , 5 80 Rk A g
BB,
1.2.3 BCL2L13 F1 FKBPS jfi i OMM % [
BCL2L 134 & 2N LIRZ5 #5), (LIR1/LIR2),
LIR2 N LC3M HAE X . BCL2L13 HA {15 £ ki
WA IIRE, HdRESIFERLRMREZRL, 1M
JLUTER T 2 B R R P K . Otsu SEP N R -
BCL2L 132 [ BE 2 b A [ Wk 37 1k Atg32 1 i 2L 3l
[FJ54, BCL2L133@ 14 LC3 554 B L b iR 1fi,
P AW/ NI G, DT B 52 408 0 SRR .
{HBCL2L13 4na] 4 5 2 A4 [ 1 A9 1 4 BIL ) 38 AS
TR

FKBP8JRFRFKBP38, J& FKBPsSE i 1) 40 435 il
Bt o FKBPS:l 12 C i 5 i 25 ¥4 S 5 2 7TEOMM I,
HNuGA VA LIRSS A3, 122 45 46 38 2 w0 P 76 44
RSN S LC3- T3 FN4E & LA SRR A 1,
ZAE AU T PINK 1/Parkin /S (3 % . 1L A,
FKBPS8:f i 5 Hr 8 1- 5 I BCL-2 MIBCL-XLAH H.AF
FIE SR L Rt rp, DT A 2 1 T f 9
PP,

2 LR BES TR

2.1 KEAKAEE TR KERS

2.1 SRR B R R AR RN R
FH TR 2R A= 40 B | %) 24 ] S 4 2 2R Jmy i Jk e
PR, AP S B IR F U Bl JE R R Y R ak
PR PE RAE SN, 3O AL IR, 23t
GEPCIRM] SR ARAE SO SRR H K- )
FHIC . Jiang SE0%F o Ji] 48 38 A R4 4L LA I ft e
FURALH AT, SRR @A R4

HE, AR EE T RAL P &bk A AR &Y
PINK1. Parkinlh &2LC3- Il Ay mRNAFIE 17K F-3
TR, JiangZEPUHILIZES V@i r. T P, gingivalisizs
B BERUE A E WE A (bone marrow derived
macrophages, BMDMs) FlJi§ £ B (lipopolysac-
charide, LPS) %5 {5 i) APDLSCs (human
PDLSCs, hPDLSCs) HJZAERAY, 455068 5
PR AR FE, RAE A0 FT 40/ & (interleu-
kin, IL) -1B. IL-6FIMIEIASEEF (tumor necro-
sis factor, TNF) -o55 98 4iF 4l J [ i) Fe 1R 1 53
MiPINK1, Parkin, LC3- I AYmRNAFIEE % kK
P FEAR . Zhai FEIFSE T F JH R B ¥ PDLSCs
(periodontitis PDLSCs, P-PDLSCs) FITNF-aif&
fPDLSCs (PDLSCs+TNF-0) #AEMAL, 45540
R TEFTABPERAEIE T, SR/ A2
TENL . A WE/MAE LR B g R B 3 A
Jiang ZEPY I Li%E > £ BMDMs FThPDLSCs 48 iE 45 1
T2 BN SRLAR I 850 47 SEERK A L R A
BEIA. FEE P EEFORFE AR H R+ (mitoqui-
none, MitoQ), &5k A 3 SE 3 55 5| £ n] DLad f
HASERPINK 1, Parkin, LC3-11 mRNAFIZE [1H)FE L
ATE L, 41000 40 4 AE 20 i I F-IL- 1B M TNF-a
MR, GZHR, BERR A B FIN-2
Mk Bt 22 (N-acetylcysteine, NAC) fill AMitoQ
AbHJE FYhPDLSCs RAEAL AL, 5524 B /R NACIRIT
Wi T MitoQXT SEAE R HIVE T, ZRILA A 41
K FIL-1BFI TNF-o ) k8 =, R S os 25 21
EBAFH TS — 04518, BRI SEE JI AT 1 i 4ok 14
FIWE, SOEZORiR A Wl o AR E SN o

2.1.2 kiR A mE v b 36 P40 (reactive oxygen
species, ROS) 74 ROSHL N Jy & Fil s 1)
— AT G, FELER I A O R S b A HE i 4E
YERT . TEABRZEMET, KISFROSZE 4 M N 4k
RN R i 7 . RAEIRAST , ROS”™ A 2w
Wom, R B ROSTE FLALIADNAR S, [
RZRARIE LA, JF 75 SR B 1 RIRR 5T 1 41
b, DT 38 2o TR SRR F e, BB T BR 2
AR BT AL, FRARLRAR A ROS  (mito-
chondrial reactive oxygen species, mtROS) HYJ =
A, LIRS ARE N SR A [ I A A T 48
i S AT A R IR R, T mtROSTE H: Hh 47 1
B R PR Sl OB IR AT R
MLPSiFE FhPDLSCs . P. gingivalis-LPSIFEF 1A
AR A YA LA S P gingivalisifs S ) BMDMs &
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i B Y o 2 i Y ROS FTmtROS 7K S, 45 5 & 3 .
48 iE ) 34T S B0 I A ROS AlmtROS 7K - FF &
gk g R AR A kgAY FIE, JER SRR
N JE JEE A B AE YLK 25 R 8, 4 il N ROS il
mtROSIKE T, IR R [ 15K (3
5. JiangZFCIRILIZECI NI« A7 5 H00KE . JRA
FE A, [ EF MitoQ A % 1 i BMDM:s .
hPDLSCs 4 fiE A B P ROSH A= il . A2, iR Ak
FINACHICoQ10 AT 1l 24 e N ROS LA K mtROS 1Y
ME, ARFEMLPSE S AWhPDLSCs, YUK 5 =
BN SR 2 i A K P gingivalis-LPS15 509 A\
R 2T 4 240 L 2 A4 B I K P25, Jiang S5
RI: i HINACHIMito-TEMPOIHIP. gingivalisifs
S BMDMsH 41l il NROSFHImtROSFH &, A i 57
PRI E 40 LT R, RAEAI M R FIL-1B. IL-
6 FITNF-aff) FRIKFEAL, X LEZE R R FJH %
FE AR S 23 5 [ 41 i P ROS FImtROS HY S AT
3 B A R B mtROS W]l 35 2 Pl A2 5 1 2 b Ak
KA Z LR B R i — AR R AR [ WY
WoE, MO ROSHELER , IR I JRl SR AE S
22 ZAKABES TR KBS

S JREIT 0 H B R SR, S A
A5 A e, I R A S R IR T
TG B OCHE, T ARAESD I PDLSCs B H & A 1 &
T Z 500 R Y 2 T gy R B
PINK 1/Parkin /5 i Z& 744 H W5 76 27 JH] % PDLSCs
L AR T R PR A . Toie 2l i ]
g A2 B0 Ze ki A B W R 23 AN [A] A2 B2 2 i PDLSCs
R AL, IR A B 1A I PDLSCs ) AL
B
221 WSSOI A WE T MR UE S R R e Li
ZEP3H 3T hPDLSCs R SE MY & B . A B 1Y) E 2 b
1A [ I B 58 5] 1) 400 K R MitoQ@PssL NPs AJ 3 1
4G PINK 1/Parkin 47 3 19 28 07 4 3 W5 35 42 i 1F
hPDLSCs ) BB 40 b o %58 ik — 2L 17 T 8l
YIS m IFIE W] T % 45, B MitoQ®PssL NPs 1
1 G PINK 1/Parkin 4 5 (9 26 R0 AR 5 34 42 411
Wil TR R R, AR IR 1
P-PDLSCs M PDLSCs+TNF-a 4 fif # 8 b | #% A
METP/siB -catenin AJ i 12 14 5if 26 R 4 7 W5 ok 42 F
PDLSCs/8 8 70t . TELPSiFE S i K B & 4o A 10
W, 2K BURIMETPIA 728 di, KRl
PR, IR T AR A . XU
A T GOk F W LYK &2 PDLSCs il i 431k BE

LI . FeifEC b . 7 HoA KA E b e
B PR 41 Bl (single-cell colonies with low osteogenic
ability, L-SCCs) ', & FiKPINKIREH 2 i L-
SCCsI B 4t TR, HA @ e L RE 711
Y g (single-cell colonies with high osteogenic
ability, H-SCCs) 43 ¥ &1 s o] DL 2 8005 L-
SCCsHPINK 1/Parkin i3 i Ze A 4 [ W5 R AiE i L-
SCCsH) BB 431k o 12 F Coii /K i BFL1 (ubiquitin
C-terminal hydrolase L1, UCHL1) 1] i [a] & 45 P-
PDLSCshUH 434k, i At 2 il Zbi A | ik
R LB . ARERIE B FERIBRUCHLI
FE By P-PDLSCs 5 s b A, JeE AR DG HE K]
FILERLR F AR R 2k B TR, Lokik/
AL E N BRI B
2.2.2 W 2R R B W AR G2 10 R R Ak
7EP-PDLSCs & PDLSCs+TNF- o4 it 15 5 ) A 57
ORI 1M RAE I SRR R Ca B, JeE ]
i 1 3 1 Wnt/B-catenin 18 #% > 30 il 266 4 B 1,
M HIPDLSCs i 434k o FeidE k3 : PiERH-
SCCs 1 PINKI1 Hy ik, REGE I il H-SCCs il & 47
b, I WH-SCCsH B b4 15 8 &=/, Runt
FHEHE 56 [ F2 (runt related transcription factor 2,
RUNX2) FIE45% (osteocalcin, OCN) F:[K Ay
FORFEARS; A, UTERPINKI I (K A] #7 l H-
SCCs /3 Wh 1 WK X L-SCCs i 1L 731k S 15
FH. B UCHLIEER (9 P-PDLSCsZ 2R A [ Wi
HilFIMdivi- 1B )5, AHEEF X REZE, Al A G
DR ) FRB AN FE T i, e Tl e il R 5 T R A1
23 LEKAEL @mRA T
FTIRANEAE T E IR AR, oL IR I
PAT R —FP AR A R Ty XY, i T AT REAE
TS RAE SRR KR R EE AN, IS
RAEVET A LIRAT 5, FERIMSEZIR S, &
Bl EA 5 7 12 h] S0 27 iR R 4 PINK LA 5
SRBLAR AW, SR S St R G WA SN K
I 28 k7 4 [ W 3L [ PINK 1, FUNDCI., NIXZ%%
mRNAZK Y, 259 %I PINKI mRNAYE & 055
BE12 hif ik B30, MFUNDC1AINIX mRNA
MR TCIH I 25 57 5 G 88 D8 6K I T Western blot
PE— 2 E S T X — 45 . UTER AR - R 4 i rp
PINKIEEH, mI3hn AR B Rz i e gs 1=, RIH
LRI L L PR, caspase9 TR o ISR 45 42
/R : PINKIA S 2RI [ WA = B 5 1 7 iR
b Rz A A A T A R A E T, PINK G A
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IR IE 15 28 JA 9 9 o AU 4% DT AH G . PINK1 A
L RLAAR [ W n] BE S PR 37 24 R B 20 I S i T 4R
BRI AL

3 INEERE

L5 TR, SORLR A S A 2 R 9 E S
A 3 2 17 e 0 = 0 R 7
WG R R0 K AEME R, $Eonghifk A e
TR kAR REECEER, AR
F RGBS . HRTE AR .
2y R IIRAL A el DLl i T iRk | g2 5
HoAt B 8 B YR TT 40 1 B P e 2o 9 47 PINK 1/
Parkind 15 R 1A [ Wi D2 ] % 2 T R s 1) Ao 48
TR B FS % 1 3 i 0 PINK 1/Parkin
SLRLR [, X2 BB PRI T B A Ak F
PRYVEFIRY s 228 K Tl 1 06 PINK 1/Parkin 3
LRI AW, B e ) 25 R 0 20 LIE
JEOUSE Pl AR A% G b 2 K AT RO A R RE
SGIBUR RVES T IR NS SR IE T i R L P Y da s
FUR . A B TSR B me e 2 Jalie & Ak e
(R LTS AN B, AH DG 25 90 1) T et T 2
— SRR NI RAIFSE
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