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[Abstract] Ferroptosis is a regulated, iron-dependent form of cell death driven by lipid peroxidation and plays an impor-
tant role in a variety of diseases. It has been studied in cancer, ischemia/reperfusion injury diseases, and neurodegenera-
tive diseases. As an important form of cell death, ferroptosis has received increasing attention in oral disease research.
Some advances have been achieved in related studies. Ferroptosis has become an emerging therapeutic target for oral can-
cer and has been associated with many inflammatory injury diseases. As a chronic inflammatory disease, periodontitis
may have some correlation with ferroptosis. This work reviews current findings on ferroptosis to provide a reference for
the mechanism, diagnosis, and treatment of related oral diseases.
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hgEr, UG T —E kY.

A SCHRT IR T BRAE T R R AR A AL,
AR SE TS 5 TV I B A G I BIF 5 B e BRI AT
ZRIR, B AR RS TR B AIL A2 ST E ST
HE% .

1 $RIETHIR

1.1 kLW ie

TENFN B LREA T, AP I i 4]
fEpRic Wy A AE o] T HDE & AR AE T . 18
MRS, AT DL R DRk G R RN SR AR P B
AL TR S I 20 ML ST TR PPA R SR T A AE S

BRAFETORY, R AR, @ R R N,
b G P4 (reactive oxygen species, ROS),
PR 40 R A B il A A i A 2R R, A& AR
B F MR, L6 A T B 2, ook iR a4 H
HR BN, ORLRIEAR D s, AR SP
B,

WAL FRHE, BRI T ISR T ST
PEA R . BRAE T R W MR E e B AR,
(E|RCR e NRSTE AL S ey =i I E % N O |
f§ Wi R (polyunsaturated fatty acid, PUFA) [
FAL TR FEERBE T K A, SR g b — BB R T,
LN AN FRE 2 (monounsaturated fatty acid,
MUFA)", ZHREIET- 1 L. eah, g
FIARER FHIET . RLPIRI A L SFe (1),
Fe (M) fA7E T M. 8RS Ib A% F AL
BRICT-MRE NARE 2. Fe (1) DUIATR 2 Bt
(labile iron pool, LIP) RIEXAfFE T AT, 5
AP K (glutathione, GSH) 7 A AYARAH XS
T EAEYE S, RHEIE TR KL TMiFe
(D) BR T 7ERE S ARG O 5 P L A SR i 0 05 T
XAFTELISL, i et e n I Ar e s b
it o K 1 AR AL I TR S DA SR R TR 25 8 1 0 T R
SEEAE R IE TR R
1.2 ks8R 4= Huh)

H T2 280 1A LU R 48012 MAERAE T 15
HLHS: 1) BABR/MARR S e is{k (glutamate/
cystine transporter, X FKSystem X ) AJHIHl; 2)
A K A AL P4 (glutathione peroxidase 4,
GPX4) {4 il /3 M/ 3% 5 3) ik IR T A i Q10
(coenzyme Q10, CoQ10) M #E; 4) LA
. BRECPUFALL 20175 S BT ot A

Syetem X, H % it 2% /K & % i 5 SLC7A11
(suppresses solute carrier family 7 member 11, XF§
xCT) FISLC3A2 (suppresses solute carrier family
3 member 2) PIPIER Gt ZLUEHERB, Sys-
tem X, AN HEHE R TR FENL T Z — . H
—, XF I E 2 EE EAENNT
W, FlUnErastin, MIEGEMLEE  (sulfasalazine,
SSZ) A% BR (glutamate, Glu), AJ LI Sys-
tem X JfFHILIERYIET: . HZ, BEAmRFEHR L
FR T System X, 94 ML SR I, oAl DL S K58
oo H=, BEPURIE N T 5 GPX A4 il 5¢
Vi S EVF Z MR i gt T, @l R
1% M2 #& £ (mevalonate pathway, MVA) I i
CoQI0M ¥ & WL s CoQ10I4 J5 il 25 1, 7EAS
AFAEGPXAR MG Fh ] LB k30T, e, i8]
DL g ad BBk . PUFAsEE E L9 [#1 411tBOOH
(tert-butyl hydroperoxide) = FINO2 (1, 2-dioxo-
lane) JARHERIFE SEAET: . 54N T T LI
AL, BRI ARNHL I E B A 55 BRAE T 10 R
P, OV BT BEEE & 858 g IE T4
Eicz 1 B it i S S S W SR 17 A e
Vs B -

A 3™ S ) SR A A5CRH e h 41 o k
FET-. B SG, BRAET- R R B R i o i A
IR SR, T BT I — i AR A o AR R DG B 1 9
il &, BRINE -1 (ferrostatin-1, Fer-1) F1F| 3 ]
fis'T (liproxstatin) A4y F H1 HE4r 4R 50 nT 410 i i ot
A E AT RARIE T, =Rk, AR BRI Y
A RN Tl A G R T A BE K R K B 4[Acyl-coen-
zyme A (CoA) synthetase long-chain family member
4, ACSLAZE S — 6. e, Edlgmn]
FIHHR S 3 H 8. 28k (deferoxamine)™
A e U 2 L PN R AT R BE T

2 RRATEARKRHXER

HET, SRAET-C RN T IR 0 — R 246
SRS AT R 2 n] e B T RGBT 24
PRI 20 LRI T DR AE Y . eAh, BB SR
RV R, Kt h a5 T T R
DIRE R PR AT — 2 i ORIk
2.1 %ThoER

BRACT A —Flogr B i AR e A i sE 1~ =X,
TEALEE F IR 2 N IR T e B B OCH 2
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ER . 2G0T, STk 2R e A i
1, Bl TR A QR A Lr 4edk . H ATIEIE I
Fo 43 0 A R BB T35 3 AR B 4% P 218 28 1 9 2
M. BRIET-E S0, 9] 4n GPX4 il 7] F1 System
X APHF, S B —EMinyr .

TR, XA TT IR M B 5 2 5 1 i
BRIET- 25 05200 . RIE T A B T8 R s BH 1R
1 8% IR 41 Jf9 Je  (oral squamous cell carcinoma,
OSCC) ZH LA BEGFE & 20", BRI T 5 3 0 sl b gk
FET- 4500 o] 5 B S OSCCAN M M BRFE T XJ 24
FRAFFNERFE T AH SC 5L R A 3k — 2D iF 58 A B T 81
AR SRR T 3K 10 s 0 T S S I 2
Sk SR 5 UL AR S R 2 — O R AL AT )
R AR 41 i J  (squamous cell carcinoma, SCC) .
Ji R R 2, HLA SCC T B 1 80%, T A
DI B, R, il BEZL.
211 SERFETAHSCHIZYINGIT A — A
M EIRIT AL A OSCCTE N 1Y £ Fh IR 5 1Y — 2 259
AL LI PR TS 245 1 6T 45l 258 1 AN RAE TR R YT
OSCCEH 1) FEFERG, HZFEBUAIT RIS
R, HAT, RPN, BIET
Ry v MR DR it 25 PR B8 ) B bR . AR R B,
TR TP T, XHIEAHCHT I OSCCA L AH
BT X HRZHOSCCAN L, &L BEARAROSFIfE BT
1 ALK B B R GSHIK S, 1 U B R 1] 3
1L 75 R FE T 1) A Ao BT TS 245 24 0 Xk D661 6%
U, X P M Nrf2 (nuclear factor erythroid-2-rela-
ted factor 2) /HO-1 (heme oxygenase-1) /xCTi&f%
R . IR R X FIA YT ] LLSEiIikOSCC
A2 PR, R BRI ik

ZEyi Al (quisinostat) & —F H A BT iR UG
PRI 2H 25 1 5 WAL R R o A BF SR PEAN 22
W AT R A LR (tongue squamous cell car-
cinoma, TSCC) i il {4k FAR P A A7 6E J1 14 52
Wi, SRS AU A B REN IR TSCCUN I Y
EAERETT . AR K FNIERS s (R S L AR A
W 7R, 28wl i ab PR TSCCA i 20 Hh B k:
R g . B BERG N . SR RIE I BN e, R
WA TERIET . i — PR R &3 al ]
3 PO GPXARIpS3 2 A SCAR = l BR I N TS CC
AN ROS/KF-HE T 5 TSCCAN M RY BRIET . [A]
Bf, iR b tiE S TSCCAMET . T, T
XL, 2B wlfth A] BB & — RGBT TSCCIYTRTE
244,

AT 2FNAS [ 1) s 95 28 il R ——FaDu
(—FFIASCC) FISAS (—Fik A AJH A LU
FIRAEM LR R SCCAI R ) Hilll g K 5 AR
M (chrysophanol) XTERIET-(IZ5PRVER, 4503k
Bl . KREHRB SR 7 AEFROSH L4, FEAL
T GPXAIIKA-, 3 e W R B AR My HL A 38 2ok ST 2k
FET RV Z% 11 eI A8 i R (RNG YT I8 7T o
2.1.2 HERETHCHIAEZYRNGTT A SRR PEAL
T AR B PR XTOSCCANE A RZ I, 43 312 X 4
MR AEfEYEFe (1) 520, 5 RLEF 4E4n A Lt
A B AT OSCCH AT SRk R AR VEH . 1k
Hb, TR ASCR I B TR A AE T Tl A o
fb8kFe (1) My%R . EIEREETIRN )G,
RN R A T R Bk Ak, A T R AR A
kiR ALY . A AE IR A B R T B S
TR DA A G IR Bk 8% (ferric ammonium
citrate, FAC) Frfieif, Jf#i L8N (desfer-rioxa-
mine, DFO) FrBH 1L, $E/RXFh 4l fIFE T 5 ERIE
TAEHA G,

A5 TR A0 R AT T B A AR IR S A
T ERBE TR 63 197 (photodynamic thera-
py, PDT) MR, £Rstr-nl LLiE o = 4 ROSHI
J5U I W A 2 it N AR AR I 3 B R PDT YT AU .
P CHEGR Ce6 TR IE T 155 7 57 Erastin [ 20 25¢ 5l —Fh
B R 4> F Ce6-Erasting K 254, SR J5 7E AR AN
RN PEAG T HXTOSCCRIBT IR Tk, 45 R FEM
Ce6-Erastinifi #1175 S 41 L N ER AL T- 09 & A=, fdi 4
JLNROSI BERR R, AWK N, SLCTA11K K
ZAN], P S B PD T CAL-27 40 it i) A% 1 1
T 9R o XIS EE XS SRR A MR /) BB B Y 47 i
TARCRMW A N R . 2 R R ERBE T BRI
PR HEROS ™A, 52 fiff 40 ke 4, 2 17T ) A 39 o
PDTIHUREAE M o ZWE5E 0 e IRPDT ARS8 AE VR JT
rh R A B TR B AL T — ol L%
2,13 HERFETOM R B R gy R g i
RNA (non-coding RNAs) L8 iik B 7E 52 1 9 41 g
FVER BT 114 45 35 TR A 9 0 v ke o S S 1 Y,
JEF A RNA R A D BEVERNAZ T2 R, AN il
TTEARSGY ., Bt 2k T 2R 27809k 5
B RNA, {145 /NRNA (microRNA, miRNA) .
K IEGIBRNA  (long non-coding RNA, IncRNA)
B FIRRNA (circular RNA, circRNA) 4%,

Wi %6 % JERNA (short hairpin RNA, shRNA)
UL 3 circRNA FNDC3B  (circFNDC3B) #] DL 5 &
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BRIET ML EkHE, circFNDC3BHREMS i 1)
0 [7] miR-520d-5p 34 N SLC7A11, ¥ 1 1% %% circF-
NDC3BFEM#E I OSCCANIE ST LA,
TERR AR /N B 17 B BOR PERFSE R W] . circF-
NDC3B (1) & 35 1l ] 7 OSCC 41 Jifd 7 44 3 14 A K
22 FATLAE S, circFNDC3BI#ES T OSCCA it f4 4k
HET-, FFE LR 1T miR-520d-5p/SLCTA Tl i7F T
OSCCHH 5 4 K . CircFNDC3B. miR-520d-5p i
SLCTAIA e N OSCCRITEELEIRTT bR .

A 5T K B L Zeste i PRI 14 98 - 19 N 2 [+
ISP EZH2 MISLCTAL ()3 5 90| T Erastinifs
T TSCCHI M B ERFET- . MiR-125b-5pi 1 ¥ 1]
SLCTAIL R P45 TSCCHI ML BRFE T . EZH2: 1o
il miR-125b-5p A3 58 SLCTA 113 #11 il] TSCC 21
ML ERBET

HIEW AL, OSSCH miR-34c-3pflFik
BAK . FESCC-254H if rp i 5 F ik miR-34c¢-3p ] LA
PRI A IG 5 . b, miR34c-3phiid 32k 2 F
SCC25 4 MI (R AET- . LEWF IR 25 SRt n T —Fb
i 3 miR-34¢-3p/SLC7A11 il I I Erastin i 5 Y
OSCCHERAET- R B sk lg , K] T XFOSCCHHiAH
Je—Fh X OSCCIIEAEA ZLUITRYT AW o

BT AR DR P Y R A R A AR R E TR
W R &AM EZRRZE, PERUEZ.OER T
AL 2 — . 7EOSCCHH i % h 2 OSCCHEA
i, XFPER1FIGPX4/KFdEF7i 2, &5 IEH
HA L, OSCCALIPER /K-35 K B 1 GPX4/K
S TR W A GPX A3 Tk K S Ko B e Y
OSCCHEH M AL ] . (R BUR L%
B . PERIAYLE B R IXMG T8 4AE SN+ (hy-
poxia inducible factor, HIF) -la, fEdf TERIET,
FEH T OSCCry A . MLl |, PER15HIF-1a
454, fEUFHIF-1ofE FIREMF; 1MTHIF-1a 5 PERLS
BF45G, RPERIFL AT RO . iz 5™
ZE AR SB[ PER1/HIF-10f8 T S5 308K 1 BE
OSCCHYIRTT P AE— g iy SR W

40/ % -6 (interleukin-6, 1L-6) 212k
SN 1o B A AR S AE A1 L I 7, xCT
SLCTAI 4, J&—Fh i B ERAE T HEHT iy OB 2
iz EE . SRR, SIEW DK
FRRELHZUAR LY, 285 B 11 B 0 Sk 390 30 e R 248 8
(head and neck squamous cell carcinoma, HNSCC)
H AU ) o J AL G B 4- 72 3 TG 2 (4-hydroxy-
nonenal, 4-HNE) FIIL-6/KF55, H 59748 %

PERREE S IEARSC, [AI), xCTRYZRIA HIL-67KF-A
5o ML EF, IL-638 i JAK2/STAT3 (Janus
kinase 2/signal transducer and activator of transcrip-
tion 3) IRAEHEFEWTE T xCTM R, 1A, IL-6
W T I xCTHRIBR BT -5 5 7 Erastin T 55 R (1
HNSCCAH I R AL T A ] o X LERIFSE 2551
$&78 . TEHNSCCHRYJE IR, IL-615-F HY I
TP B AT o IL-6/STAT3/xCTHI 2 4K 3h
96 i JRE ) — RO AL, A T RE B AR SRR NG
T

JE Wi 20 Jf 3 5 ¥~ 45 5 25 11 1 (adipocyte en-
hancer-binding protein 1, AEBP1) J&— fj#% 541
iR, 2 5 QR s AR RN 98 RE BN A G B A
Yk [WEF, AEBPLAEN —F i 76 0y s 5L 1
g 33k 5 Mg 0 e A FR ARG o BIFFE B,
AEBP1 7E 5 98 4 M F1 20 2 b im 3R ik o D0
AEBP1 AT LU ] 11 i J 240 e 3 0 . 2B AR 2%,
I HLAT DA 5 11 i 98 A0 i X SSZ A SR e, kT
PR RIE TG S K A o [RIIE, G A AT /N
BRI, AEBP1YLER AT LA /0N B4 P e A
K, JF Al 35k SSZX iy B Bk AKF | iR i A Ak ok
V- Dh KR BE T A DG B K R 3h K- 152 . K
RAMREE K B, X EARCHT B F R A0 i B A
R E B S RE i F . AEBP 1 [RCER T R il
ToF 181G Tun 24 35 0K 35 184 B (Jun N-terminal kinase,
INK) /p38/4f B 4 98 55 & 11 BB (extracellular
regulated protein kinases, ERK) il [ >k fig i#F £kt
TG Sy, JET 0] R 2k . ABFSE 7R AEBPI
Al REE— TR IE T R, R AT 25
g8 ) — TR AE R T T A

UEAE RS BRFETAHSC A OSCCRE AT RIS
JEEE AR,
2.1.4 SEYICTHCHAEYIE RN HIRR
ERAET-AHCHEA (ferroptosis-related genes, FRGs)
TEOSCCR AR N, —LeAWf5 B2 b
WV E T — S TE R 5 BUS A AR P bR
B A BRI OSCCHIYBRBE T A 56 3L K 5
PEAT oM, RO RN, Hrp TRy (in-
terferon gamma, IFNG) I3 A4 K K+ 52 (&
(epidermal growth factor receptor, EGFR) 7£OSCC
HAP M RIBRPFE AR BEFEMEL (P<0.05).
XA BE AT AR S OSCC T 5 W FE AR 4 o In-
CRNAs AR K VI, BRALT-HISK IncRNAs
5 ZRIEAE TR A K. AR E AR E R
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2EOT AT EIR N 5 OSCCH S IR FET - IncRN A,
£ 4% TTLLI11-IT1. HOTAIRMI1. ZNF710-ASl,
AL022323.1, LINC02454, LINC-00294, AC100861.1
FILINC02081, GSH-EGPX4 14N 1, £ W
FEPIE  BR 5T GSHER [n] ZRIE TR IR YT O s, 1
E T 4% 0 7 8, BIPEGFR. PTGS2.

HIF1A, VEGFA., TFRC. SLC2A1. CAV1. CD-
KN2A. SLC3A2. IFNG, NOX4, DDIT4, CA9
MIDUSPI. X S6HfF 5% A GSHAEZRFE T H Y #8455, LU
JA] R K i LR A TR Y DL, R TR
1 GSH AT BEAE AIRYY M i — RSPk, B
A — [ A5

& 1 OSCCEEIBTAXRMKRILTH R
Tab 1 Researches of ferroptosis in OSCC targeted therapy

T /AL i HE A

OSCC 2l R/ LA

FHSERBL ERPEN

FUERR . Nrf2/HO-1/xCT %42
i)

ZEfi vl (quisinostat) CAL-27 F TCA-8113 4l

KHMRE (chrysophanol) FaDu 1 SAS 4ilfify
4B TR (non-thermal plasma)  SAS #l Ca9-22 4fiJifl

PDT Jill Ce6-Erastin CAL-27 4lifig

circFNDC3B ., miR-520d-5p

EZH2, SLC7AI11. MiR-125b-5p

miR-34c¢-3p

PERI1 OSCC, SCCI15 Fl CAL27 4fijffi &

IL-6/STAT3/xCT

204y TSCCREAS, SCCOFICAL27 4Rl &

43 {5 OSCCHEAS, SCC-25# CAL27 2 fify

SCCY-DDP 1 CAL27-DDP 4iiffl (KT I BUR R AL BRGEA T 25 1 OSCC 4l ffl £ F5 Ik GSH [13]

K-, HEIROS Ffl B A ALK s XA E A AT
liproxstatin-1 i %%

NN SRR AN L3R 4, R iRiB L B [14)
B, LROBRIEE BERE N, 40 P ROS K38 i,
GPX4

ROSFHEE, GPX4 /KA [15]
MR A TR AL, A ROSIKS, ZRKL [16]
RN ROSKTF- I s ARS8 TR T Bt s 4 i st

TR B R SR Y FAC FEiE sk, JF-Bk DFO Jirfm i

YU N ROS & FEBUR , M BE N, SLC7ALL % [17]
PRS2 EIH ]

32/ OSCC #A, CAL27 MISCCIS4UMEER i@ i shRNA ¥JL B circFNDC3B A DL i il GPX4 Fil [19]

SLCTALL ik, 438k OSCC 4ufiH () ROS ., kAl

Fe (II) 7K3F; CircFNDC3B R NGE T Erastin i/f

BT OSCC 4 i) 2 A il 7 FH

EZH2 #1 SLCTA11 it 4t R ik M il T Erastin 15 5 1Y [20]
TSCC A MM BRAE TS, FEN @K F-FFe (1) 7K

R

miR34c-3p i F 5 {40l 7 A9 ROS, TH % . Fe  [21]
(1) /K¥EJF, GSHFI GPX4KFEREAL, H b

Fer-1 i

i1 %31k PER1, GPX4. SLC7A11H1 GSH /K WAL, [22]
BRI Z M. W . ROSHIFe (1) KFFt+

o, SRR AR, MR R, ORISR BT

2k PER1, GPX4, SLC7All fl GSH /KT, 8

BREE MR, N . ROSHIFe (1) /KR,
RRR T B IE A2k

129/ HNSCC FEAS, 12 R A BERG FEA, DUBRXCT, AUMIZRRIIARS ST, LRk dif (23]

HN4 Fll CAL27 40 MFe (1) ¥Z, IR EMKTHEMN, GSHAKT
FEAG
AEBPI CAL27 , SCCISHICAR (M 25400) 41 DiER AEBP1 R T i SSZ i M 41 i ) ROS | Ui [24]
[LES Bigk . W MR BKTIE, FTHL, GPX4 M

SLCTALL FIRAKTFFRAL, AR 2 K AKFT 5

A W5 ok 3 53 43 B (principal compo-
nent analysis, PCA) BIEHIE | —DMERILT 4 7
PERE D SRB R, BIERSE o004 (ferroptosis
patterns score, FPscore), PLPEAf 44 i (1) 2k 58
T AL . OSCC A # 1 (= FPscore 5 [ - 1) T
Ja . SERIE TR B O R L Xk T ik

FGRRETT I B TR AE UM A G o 3k X HLA R ) 4k
FET R 1 B A A MR 9 27 5 PP AG R HE TR
fEABEHLE, T RE S OSCCRIIBE AT ki N A HLAT I
PRAB M

XEEHF SRR A M T OSCCH R FE T AH S 3L [H]
Pk, NAENTEE | VERRAYOSCCIIE P RS 19 f 5



ER 5,4 BRBETAE T BN h AR FT 4 o4l -

RUERAL T Ikah ;s FIETZEOSCCIfIRER BiRYY . TillA
PP S5 7 B AL 158 i L
22 T hHEFTRAE

VI 22 R 104 107 5 95 B UE BH 5 8RB T2 40 G o
I JE 9 J— i i 2 o PR G v AR I A 2 R R |
R A SR MR, R A A 048 1 2 iR
RIS HR K, SBOF A%
SERBEIR, W 2F AT i . A T B 2l O A o
B, AR B S AR

S R S P R A | RS A T 1 S O T
5 Z Rl 4 B RGBT, WUEEAE | O AR
. OB IR I L S U A G T AR R AT 2R 2k T SRR
(Alzheimer’s disease, AD) 5. I it A obR PR
AMIEFEHL (outer membrane vesicles, OMV )PUA] Zf
ok IR 57 R, O AT SE Ak SRR 2R A | R/ 4
T IS RN R A 285 2 8 T o 33 A DR S 1 4 28 PR A
5, M FEILT, A FEILITIT
ZART TR A I R A

AL KG VE RS Wi % (nonalcoholic fatty liver
disease, NAFLD) J2&—FfClivEie, m&n &
OB AL R A0 . PR R 2 S T
NAFLD R . K. A e 8 A fRnh ke
MO AR 25 25 sh A Y,k BRAE A7 1 IRGZ TR 1Y
NS BINAFLD B R R0 A, W iEUE
YIREFAC = A T ARk o AE T1 AR SR o B
JH TR 70N B JHE I R R 2% B AR BE T A DG A 1 AR
fbo RAMIFTE Y, 765 SF B AN bR R b
F5 R 0 A A oW 2 B R SE TR AR AR Ak, JF HL
ZAAL AT B I T R Fer-1 BTt 5% o b4k, oF
L P~ bl P Y TRT AT A4 P Sl % JHE A R0 B H Thi7/
Treg b 5] (4 2 5 o 3 26 % I 32 B 11 Il 24 thiR s b
MR ] B S/ DR NAFLD, HALH AT 8876 T
ZAELACE YA T 1 Th 7/ Treg 2 iy i & A4 JH
YRR ERBE TG Bl o A SR A bR B TRT 52 ) R BT T
() 5y F R AR — D5, (HGE A R R B nT
PAYE R T3 Bl N AFLD i —FUHT (19I5 7 50

ZF R A pR BRI TR A AT DA AR 2 R ) IR
Hr iy ig Z 8% (lipopolysaccharide-Porphyromo-
nas gingivalis, LPS-PG) J&— F 4l & N 2 &5,
AT PO AHURE A5 A% T 38 T i R AN () ) B 8
% o LPS-PGIA Wi Hh A 20 M 1) 42 R Rt 18 2
N, TEA TR A . KRR EEEM . A6
FEVR B LPS-PG AT 5| 2 4 it 2k KL 14 ) RE 5 7%
20 i W ROSTR SR A AL WU 1y, HEILPS-PG H]

REAE R R FE T 1 2 (19— F1 25 ) [ 22 7 2F ) ¢
st AR

FWFFECI R . 23 LPS-PG Ak B 2F J& Ji T
21 i R RGN 2 R AE T A AR bR AR b . 2 AR IR
JE 6 (peroxiredoxin 6, PRDX6) f1fh—Fh#ii A
B, AIXFLPS-PGIE S N A R LT 44 (hu-
man gingival fibroblasts, HGFs) #4E Jz v FllEk 5t
TR ER . W% PRDX6 A B IEEFA2 (phos-
pholipase A2, PLA2) [if# 15 n] )l 52 HGFs H ) %2
iE SN AR AL T . Nrf2 {5 S I — S Ly 55
AN IR I MF i %, ZEHGFsH il 15 PRDX6
Rk, IFRBERIPER . XI5 N 5L T PRDX6
FERIET 1 2 Tl R e A R T ML AL T3 X e o

T3 2E B AR K B A R 2 i g2
FIERBE T TG s, [A B & B LPS-PG Al L & 1)
HGFsH#RIET-I5 3. 4 LPS-PG AL F [y HGFs 4 Jif
WAERBET A S8 hn 0] LUK AR ARk, AL FE Lok iR TE
AASLFIROSFHER A . X LY i PN H LPS-PGifs &
1) A% AT R AT I 50 Fer- 1 Fr ki 55

IncRNAs J2& — Ff B AL (1) 5% 4 P N 6 1 RNA
(competitive endogenous RNA, ceRNA) i 77+,
R RAE R KA. KRR EEAER.
LINCO006164& —Ff 37 % IncRNA, 7] 78 R {4 4 Bl
SN ] 9 BB v 3E 2 SR B A AT U ok . BE
FEVE B . 4 i LPS-PG Ab B oF J& T 40 i
(periodontal ligament stem cells, PDLSCs) H A
FNERICT M K FEAR Al . SE— B R B
IncRNA LINC006167E LPS-PGAb P () PDLSCs H %
KRR B F W A BA L PRk B,
LINCO00616 7] LA 7 4 i1 7 73 -3 i PDLSCs H ()
BRIET- 15 3l . MIR-3704% iF 5% AT # [1] LINC00616,
I il MiR-370 M Tfij 3% %% LINC00616 T ¥ 45 3k f1Y
PDLSCs Xf 20 fifl 1 71 Je 8k BE 1= 16 3l 19 5% 1™,
LINC006161F Jj ceRNA, 1] L 18 1 MiR-370/1z £k
T 32 2 E PDLSCs 8 A8 -5, [tk , R I
LINCO00616 7] fE s — > Hij 5t 1Y 3l 2 45 2R 5E T
TG SR 2 R 9 R TT 5 1) o

PRtz A, ZF0 2 I S0R B CF BRIk e
W HAZRAE . RIETIEH N . i )
AL 7R R R A AN TR AR D RS, angE AR . L
Mg, . Th. AMFET KM TRHATHES
) IS R 2T A 20 L ) Z2 Fp Al i AE TR 20, H 4
FET AT QR AL T R A, AL AL T T R AR
ALAF5 S O T R £ 4k 40 E 1Y) F NCOA4 A = 1 4k
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HWERERIE TG s kA, iy &4 TR
. ROSIA AL . A e H Bk i #6385 A i B 4 Ak
3.

Wik — IR RF R GHT LR, A
5 UE A A B HTFRGSTE S JH A h i ik
PETTIRAARTE A 28 00 & AL o %A 50 i o
225 RIK P M ¥ 5E T 71 DE-FRGs (differentially
expressed FRGs) , fU f§ILIB, XBPl, MMPI3,
ALOXI5B. ENPP2, SLC2A3., RGS4. ILIB.
XBP1FIMMP137E 4 11 57 - 2 11 BAH HAE ] (pro-
tein-protein interaction, PPI) RIZ&HAHHEVER, 7E
1% DE-miRNA I il il miRNA Z [ () 52 42 ), %
W78 @, T AL ILIB, hasmiR-185. hasmiR-204 .
hasmiR-211, hasmiR-4306F128> IncRNA [JceRNA
D 25

F 98 52805 RS (diabetes mellitus type 2)
ZIAAFTE R R o A WFEPSEE 671 ER 3 Ak
DRI A 32 S5 500 B, 5 S 2l S A e ST
FEA LR Wy - e B AL R W 2 K (ad-
vanced glycation end products-receptor for advanced
glycation endproducts, AGE-RAGE) {5 5 i i,
Zo3d o M R BVRBE TR b2 2B BRI 2 A R R
HLHIFGY T W EE bR IL-1b, IL-6. NFE2L2F
ALOXS5J& Ho i iR BE TR o BIF 98 L0 28 £ 134
WIEZG Y, Hrh 545 (echinacea) HIS: T vl 4F
(ibudilast) A LI AMME . ZBTEA BT
RS T fif 2 J& 5% 2 U s 1) L[] & s ML
IR BRIE T eSS vh A ISR AL 107 ) LA

TR B A (A B 0 R A 25 L AR o
b A W) ) FRUER S HAT BRAE TR AE Y R AR AE
S g oA Fe KB, TR BB T R 4 R LS e o
JAl R B BERE o I J] A8 RN T5 - 1 A0 i A T R
#. JERUS A . 23U IR E U (mitogen-
activated protein kinase, MAPK) i} . pS3if % .
A4 K IH F-B (transforming growth factor-f,
TGF-B) i f{5E 3R 1A 1F 2R IE AR B L, £
B X PR R 22 8] AT BB A7 TE — E ARG . Bk
T 5 28 J R 2 1) ) E AL . A+ DG 38 #% R G 5
15001 W AR EY, T SEAE Iy T — 2P
SRE . I ER A bk R iR S I A o R R K
ZREB RGP EELR R, SH%ETH
RAAFAE— 0 W R, AR AT ik — 2B
05 1] o AR WA R 0 BT R DR AT AF T R S Bk
BE T R I 28 M2 4R 58 2 Ji 98 1 O s AL o] 2 A 1Y

Jithe
23 #uThAtboEiA

AU LR 2SR TSR IR
IRER IR Al REMIBRIL T M ¢ o IS VIBR A S A9 R
B, MR IRAE LA AN DU R SR T 25
S, IR AL — 2B WS B i B A A T Bl Bk
BT, XU SR T RAE AN N 1 2
AT IRHR N LA 2, I | R
NN 1 R G D e e 2y v 8 T T 4 R
T, RN T FIERAET AT AL R B

HeAh, YR A R AR T, OF
R £ A1 S e A A S5 A A B &8 30 0 s R R A A
55 Jl B I R BEAE B, d R A I B BRAE TS B
AR ERASMET, e T
20 M AN TR B A B [ WS Shh e, HAG I 2]
LA N 1 B0 Bl ELOR ARG B Bk A8 T A SR AR

.

3 MNESRE

BACT A N MR P AR TR — R, 542k
HE B 00 2 i AN T, F AT EIR R b Bk
FET-AE I OSCCHIBM IR, (e eI ~ATr ik
R BEIRT IR | B ERIRYT PR A5 T K%
EEEAN, BABVIMN LA HATIE
PR OF R R FNRIE T R A v REAFTE— E Y
RIRNE, 78 JH 5 52 B 10w AG I 2 R AT T2 10 &
A, XA AR BRI KRR G T A S
o s 22 5 A TR BRI RE SR I L ik B
BRICTM R o BRAE TR 15 18 HAL M B IR B |« %
JEB AR R A 1 B R RS, AT
et — PRI

@k REY: HEFRAIRAET K.
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