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Abstract

Background: Ferroptosis may be involved in the development and progression of steroid-induced
osteonecrosis of the femoral head. Objective: To explore the relationship between ferroptosis and
steroid-induced osteonecrosis of femoral head, and to provide new ideas for steroid-induced oste-
onecrosis of femoral head diagnosis and treatment. Methods: Using “ferroptosis, osteonecrosis of
the femoral head” as the Chinese search term and “ferroptosis, necrosis of the femoral head” as the
English search term, we searched the PubMed, Science Citation Index Expanded, ScienceDirect, Sco-
pus, Wanfang and VIP databases, and screened the articles related to the study of ferroptosis and
steroid-induced osteonecrosis of femoral head from the establishment of the databases to 2024,
and conducted a review analysis. Results and Conclusions: (1) Ferroptosis plays an important role
in the pathogenesis of steroid-induced osteonecrosis of the femoral head. (2) Ferroptosis in steroid-
induced osteonecrosis of femoral head is regulated by various mechanisms. Many of the genes as-
sociated with ferroptosis in steroid-induced osteonecrosis of the femoral head screened by bioin-
formatics methods still need to be validated by further in vivo and in vitro experiments. 3) The
mechanism of ferroptosis in steroid-induced osteonecrosis of the femoral head is still unclear. Fur-
ther investigation on the mechanism of action of both is expected to provide new therapeutic ideas
for steroid-induced osteonecrosis of the femoral head.
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1. &

JBE S IR HE(ONFH) & — i WL (0B SRR [ 1] o 7T DUCKRE e 9 P : ARG VAT G405 P 1 Sk IR A
FEARQIOIPE B SRSt BT G AR B ot R 3 BRI VE B 1 Sk IR U (SONFH) 2 f
HHISRT[2] . WERVEBL SIRIE, kT 30~50 & IR AE T k. R E R JE IR AR 3], 2
HT T 08 B PR i A R BUB B SR I BEROR, SRR Sk b 40 S B BE R R T [4]. R ERHL
BRI T, i, AR BRI SR, AN, A R O A T T . 3 B A P S R S R
HARRET[5]. SRR ROS (EMER)™ A2 T AN s 4R T2[6]. KR B R KT BTt
GG MR E AR SR, FECAN, SLERPUL AT BT, B SPIETRUR 7] BRARRES
X AERF AN A IE W A F T RE A B X [8]. BRAET 2 th TRACHIRRES, NS E, SBUREMESR
Bl 2, KESAOBTE IR U AR R, BRI Ss e 5 Thae, 2Em 5 kK 4Estr[9].
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HI B RHELE T 2R R AR N R A R4, R NER R P38 A SE B M BN . ZRkr
PRI AT R [10] o HAh A AARAE AL HESH L ) 2 08 H K (GSH). A —FE(MDA) T HE A M H L ik 4
filg 4 (GPX4)R3% LA S ROS AR BT-ROS [ERAE[11]. HEICTAHRMAN 7L, 57 OB M4 1980 4, H
Bannai 5 & Pl % i H R RIR IR M #5384k R 4t (System X-C)FF4R[12]. 7 2003 4, Dolma %5 & #i,
Erastin 7] A543 Ras 2 RAZ A MRAET:, (HHAE L SO AN BIRA[13]. BEJ5, Yang S57E 2008 FHfisE
X i 8 1 B B AR T Yy ORI IR T2 [14]. ELE 2012 4, Dixon %5k 3 Erastin 1J LA System X-
C, MM FEAMILT:, I Fpa st e m )y X iEXdr 4 “kIE 1 (Ferroptosis) ” [15]. ZKIETFEZ Fh
PR RAEEEAEH, WA B . BT ROR . BAET A RAME . B e
P PR T 9 1 PR S5 B B A D Hh b R R e 5 BB [ 16] . R IR MIF 9L R B, DFO (2
BRI T HIF-1a/VEGF FRI&FHAR I T 0l B e 175 5 BB Sk B IR B0 A 1) I8 A s fn i [17] - SR
H AR TR PE T AR VE I B S IR BE PR O FE A X D [18] o VFZ AR R W], BB TR LI
SKIRFER AR e BN . 7RI T IR M B Sk IR PE R A R R T AE AL mT st F R
BURIE IR T . BLAL, $MHIERIE TP RE R 10 TT R PRI SR IR SE I — Flof 3 LA A5 B 10 1E £ [19]
[20].

2. BT SHEMRELFTHHXER

2014 4, Yang & E R GPX4 EZIE TR SCHEME I [21], wladid FEAIRAR BT ROS KA Bkt T
[22]. W5 GSH &A 2, GPX4 TEMERFEL, FEURFUL A ViE RIS H R, 2040 H i 1)
DhReFNZEt, w4 SEA MK ESIETI[23]. MFEENBEET 4 GIEEMERE SR & HE MR A, 12
BT FRACH AR A XSl R BE 1, TR ELISA Kl GPX4 HI& &, KIASEIX GPX4 & &K T IEH
X, GPX4 RAMHIBLIET: (548 T, HIEIX GPX4 & NIRRT — M E S 5B g
SKIRFEI R A o DL VE R 1 Sk A0 38 21 i s 7R 1 AR BMSCs 1R R SEER 0T 4, % hBMSCs HEATIT
2R GPX4 (SIGPXA) I ¢, % I GPX4 1% R £ 11 hBMSCs (A B8 17) 78 5 40 i) 5 B R 7542 RUNX2
ALP ) mRNA F£ik. i AZ 21 Rg3 A Ll GPX4 i1 mRNA £i&, F£{Eit siGPX4 J5 hBMSCs H# |
M RUNX2. ALP ff] mRNA ik, {Rbs me[24]. 505 NGHE M B SR A0 bR A Fp R BE X
5 R XA R, RILZE R AR DR R 2 SR JEA DG, H A IRBEX it GPX4. A
1Ll 1. Bel-2 H 1 58 B B 1 Al v A 1 XA o i A I 45 SR el s B E M i i Sk SR SE i ARCOI
B REE, BR PR R E 3N . A SO S TR O AT SR TR UK T R
%, $EmE AL SR, S RCE AR IE T R AR, e S B R M Sk IR B0 R AR T g
J&[23]. R AR T AE SR MR B SR BE R Hh e B AR A [25] . Sun F &5 AR A 9015 B 2% 0 i i
T2 H b FE KA KB B (1 BSR4 1) 22 R IA R N, KEGG IhAE B E AT WM. 2 Bt H Ak An
BRAET h . ARANSZEG S5 R B, HoZEKMAALFE MC3T3-EL 4015, SLC7ALL & A FE B2 L, RS
BRI B IR B FEAR GPX4 FIA L 3% [R5, 4y MDA & & F+ i, ROS Mgl ROS M. HgH
LR R, HFEKAA PR S, BE 4B SR AR AR AR D, 2ok iig B b, 7R Dex Ref%i% T
MC3T3-E1 4lififl K A kA0 T . 1 ik SLCTALL A R SE T4l 7] (Fer-1) ] ¥ 5% Dex 5 5 1) MC3T3-E1
YHMIERIET: . HUZEKIATT DAIE S p53 FRaAH N, it /NP BER IR (SIRNA) MUK p53 131k A i #%
MC3T3-E1 fil MOLY4 4iiffiH SLCTALL Fl GPX4 Rk i, M b BFET- 774 . ABATTIIAT Fo4h 3
W Dex il p53/SLCTALL/GPX4 B 3 A E 4l MC3T3-EL 4HB4kAET:, SLCTALL n]RETEHhZEK
AN SHIBRBE T P R 4% B B /E FI[19]. SIRT6 52 Sirtuin ZEE— 61, B NAD + #KiitE4l 5 A % 4Bk
BTG 4 DA B ADP-AZ M L 55 RS GG 14 [26] . SIRT6 76 BE 70 b S I8 A il R FE B EAEA . Fang L ZAM
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PR MR SR FEA R v K R Sk PR IR (1, 45 3R W] SLCTALL Al GPX4 R B &/ . GSH Al
MDA & & I AR RIB ) . LIS ERFI R K i T IR R 2 o X e 2 SR B R PRI Sk AR
AIRERAE THRAET. . SR Western blot V2 HLHE T 1E 5 B s M B Sk IR AEA AL oK SR B Sk SIRT6 4
FIREKEHIAE L, 45 R R HR R LR EIX SIRT6 ik iii/b . 4t ik SIRT6 iEE, SHE
ML, BB S REEW, BE kg 5e%. SIRT6 ik %k CD31 f1 VEGF FHYE4NG %, 1%
BN, i A SR FE AR SRR L AR AP SEIGIE ] SIRT6 It RIA LY T MC3T3-EL 4 iU 7E SR & R 1) ALP %
PEAI AL, F H Runx2 AT OCN [EEETHE . IRERER I HUVEC 40 IO\ JBF % bk A K 41 i) GSH 1
THFER MDA &, $#25 HUVEC 414 ROS /K7, SEZI P GPX4 Al SLCTALL Rk /KT FE1IK,

I 3Rk SIRT6 v LLii#% GPX4. SLC7ALL F1 GSH MIF#AIK, /b 4i/fi N MDA Fil ROS AR R AbATT 0T
Fi 4k Fe % W b FE K B A B A oAk, BRI TE R, 3 INZR BN Fe? R ROS /K317 S8k 5t
TR A, I FRIA SIRT6 Al A0 TR A, DR N P B0, AR e Ak, AN 1 e Sk
WHEHI R E[27]. MP (FFikJEJE, Methylprednisolone)fiiih ROS &k 2 48 -4 BMSCs & 4h & 731k
BMSCs H1#] ROS /K S4IfsET R EIEAE, MP ALFR S g L AR S B &8N, 1 Hm (L E8%5%¢
FEB Harmine) A2 DL &AM 77 3005 T IXFOIRAS . MP AR ERRRAIS T ZRRi R AL, 1X 3% I 2R 0T PR 4
T . 2 Hm 4b3E BMSCs I, SRk A S 3IMKE . BRIE T RFIE 2 2RI I B A AR B i Ak 2R
. Fer-1 f1 Hm ¥JREA R FEK ST MP 35 309445 . Hm LB 3% A% T errastin 175 5[] BMSCs k4t
T2 B APE BN HEN HIFL-o 257 MP S BAET . & AR ED IR/ BT tHAIESE MP AL T
HIF1-o (3835 . Hm F-1 ] MEE HIFL-a 25 TG IN GSH 77 42 T i2E — R 3k 1 B B (T8 B

M H shHifla #) HIF1-o RIAKS, Hm BERFIERTE L. XL REIE TS T-25 T MP 31
BMSC #ifi, Hm it HIF1-o {5 5B MF MP 5 3 A0, FRARERIE T AE B MM B Sk A BE R T AL
il AR 7K [28]. B R (MT, N-Z1k-5- F 4 5 i) /& — P s R, =B i A3l vin RARTE
a5 BSR4 34 [29] . MP 4b38 BMSC J5, ROS /K-F3n, GPX4. SLC7A11 fil SOD2 f#] mRNA /K&
Z R MPIHIBCETER, 4 MP 4bFE )5, ALPL. BGLAP. #3¢[A-F Runx2 1 SP7 4 5. & [& (. MT
AEFETT R /> ROS (7742, [EI), MT {8 GPX4. SLC7A11 Al SOD2 % ROS i 4 3 Kl A0 IR A& 7
FIEH .. N MT J&, BMSC HIRCE e T BIKE . BT EER MR E SKIRSEsh A B3k — 2B 583F 7 MT
IR 1ER . H&E. Masson 45 MicroCT 455 E/R MT IT 45 R34 . MP W6 T )5, E kN
ROS /K-F-t 22T, MT AXF A B, [FFE, MT BERE(R i eE /A S T a1 RUNX2,
Osterix 1 OCN [f1&1A . #IET-Z5 T SONFH MR RIEFE, MT aJHIGI8kIET . FIFHAEME %007
Wik ) GDF15 #£[K. Western EIFZE /34T 4n, MP Ab3E) BMSC ' GDF15 {3 A [#{K. GDF15 7Ek#
BRI TIPSR R R, MT A3 rTEEHE i GDF15 3Rk, GDF15 K+ Fl ROS Iy ek
T IMRE T N shGDF15 Kk GDF15 7 BMSC T if3kik, #—PI0UE T GDF15 7 MT #7518k
FET IS RS R I Th g . BMSC ' GDFL5 JE[RIRFR G, MP nf 5]k 5 @ 5 (A At T, ZRpifk el
fi B AR ROS il BREE R SLCTALL 7R3 S il 2. MT ddiid 11 GDF15 fIFRIA, Mifife
HE SLC7TAL11/GSH/Gpx4 ik FE T MR SONFH, #h784MEME MT al 2697 SONFH [)—Fidg
R 7775 [30] o ARMGSE NI A= WME B2 b, AR IERCE RIRSER R IE R R CA9, HimRiLiR
BRI B SR FE RS R A T E RS . R I B SRR L 5 IR AR, B CA9 Bk
B R FIRSIYEEA ) SLCTALL Fl GPX4 & F 5 mRNA Rk /KP4 IEH 4 B K, ACSL4 HH
5 mRNA BEEREm T IEFEH, R T PE P AEE B UL A R BRE TR A 2T e 7
RN KRR CE R R A T RIS AL, BEE MR SRR B S AR T VIAROE, CA9 AT L
SLC7AL1/GPX4 ¥ EkAE T 0 R AR [31] o ARt A5 NG Ik A &1 52 56 5611 AR 22 A 75 R 410 1) e KA
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AbPE 5 MC3T3-E114 HERAE T (3 #%, A 7045 B3 W1 A 22 I AT Redd i 4% SLCTALLIGPX4 il pl
HYIMIERIET, RIEXHS R SRR BRI T (R I [32] o M 20 i NGB 40 sE 3G 36AE T =L 2]
DAl B A oAk, I FLAR SRR 4R 05 33— 2D XA 20 PSR IR A AR EAT miRNA TP, M i
e 11 N5 ECE A SRR 2 7RI miRNA, iHELE mRNA #H7T GO fl KEGG &0 1T, KB SEIET:
FHISH PISK-AKt {558 # . p53 5 5B =5, UL 4b DL K B 40 B Ak A8 T AT A 6 3= 1 i i
SRR R AR BSFREAEEEEEH . REHWET 12 NMERIETIH O M 45 (miR-98-5p/PTGS, miR-23b-
3p/PTGS2, miR-425-5p/TFRC, miR-133a-3p/TFRC, miR-185-5p/TFRC, miR-23b-3p/NFE2L2, miR-23b-
3p/LAMP2, miR-98-5p/LAMP2, miR-182-5p/LAMP2, miR-182-5p/TLR4, miR-23b3p/ZFP36, miR-182-
5p/ZFP36), & WML E AL RIS AA R mIRNA BT R8I Ik A 5 40 B0 T FH DG L DR b T 5 R i
JBe B SR FE[18] . ik F S5 R FHAEWE B 1R R1G T B DR M i Sk R R R R AT T A G R R
TXNIP, CISD2. GCLC il SETD1B 4Lkl fa Al . 76/ me3T3-EL 4iifill &+ in X\ DEX DUBLHL
S T B SKIRFE . FI ] QRT-PCR SiiTAti S8 3L 1K 1) mRNA ik /K. & BL7E 48 /NI JG, DEX 41
o TXNIP [FRiA 1, 1 CISD2 [F3RIA#E Fii. 7 DEX 4 Fer-1 J5, TXNIP fil SETD1B [J#&iA
AP R, 1T CISD2 [ZRIATE 24 /N4 11, GCLC MIFRIATE 48 /N Ja# Eil. #iE T CISD2.
GCLC. TXNIP 1 SETD1B 1 N MM & SRS TS A hr 54, TXNIP Al SETD1B £ AT 5 &
MK, CISD2 Fll GCLC =&kt T-#lii B[R [33]. T2 IREE Nl id A5 B4 #ir, ik 7 4~ SONFH
BT R MIERE, 55 PTGS2, MAPK3, HMOX1, LR4, CYBB, MAP3K5 #l TSTAT3, HHEN
SONFH JE&7E MR FET A 2 Wi AL VbR 47 o 3X SeBE R CUYEBRAE T BB AR5 93 75 T A I #ik1E[34] - Huang
X SN EL G BT, Sl 64 MEERMER A K IEH SPFET AR ZE RN B, 27
KEGG 1% & 4215 /0 i, L% e Y 18 251 i, LR BRAE T ik th 4 N5 AE T2 M 5G HUB %2 K MAPK3.
PTGS2. STK11 il SLC2AL, #il\ N AIE iR It i Sk R FE T AZ T (18 E kB T AR G AL bR 4
FNZPPHE RT[35]. LuH 55 AR GSE123568 £fs 2, 8 2 M AW B 2357 i e T — /MR E ANk At
T-AH AR 2 K (FRHGS) NCF2 1 SLC2AL HIiZWibsic . £ 5 DIA S HTilE sk 13X 3 AN J2: R 7E IF 8 FIER
WX ERFKIE. GOl KEGG EHE0HEMH, FRHGs BB 7 HIF-1 5 5@ EE . Xibss
RIER, FRHGs n]{i2ik SIONFH BIERAET:, 1X v] 5 5 19 it A B+ /= A f R i HIF-1 {5 5@ A 5.
KA H RARA, PRl 7 NCF2 Il SLC2AL 7EAR A 1) mRNA ik, ESE | NCF2 7E{g FE X d8k i) 251K
TIRBEIX, T SLC2AL WA T IRFEIX . IXLL4:E RHER, FRHGs Al gt SIONFH 8T, XnlReY
HEINFAB AR B B S A AR HIF-1 (5 53854 0%, dIseie s R, Hh3eKia T3 MC3T3-E1 41
J&, Gpxd [k, 1M TFRL [IREME I, Rt ZERM T HUEYIET KT . [, NCF2 [
AN, T SLC2AL I . FUEAMF VE (HEIRIER vitexin) il AR R 15 51 Gpx4 F AT TFR1
U, AR NCF2 [3K5E, #8n SLC2AL Rk . $En VE AT HEIE I 0 8 T 1M 45 R ZE KA 155
SRCE LR 2 A%[36]. Liu I S NEEAEYE B¥ 5%, a3 AKT1S1. BACHL. MGST1 Al
SETD1B & SONFH ] 4 NMERFET I SCHEAH DKL, e A1 Ik i B 40 2 AL AN G E ML E SONFH 1R A2 K%
JEHREOCEIE . A, 31X 4 ANEERYEA B R N, TEIZ W AEST SONFH [2E )b
EWI[37]. Chen N 25 NGB A W15 B 22074, #£ GIONFH Ji 5 A19E GIONFH X [ i) 4 ) ik A 2 [a) 33k
BT 2T NESHIET- RN 2 5 RIE I . KEGG Al GO MBI & £ i B, SHIETHI LM 2 R Rk Ttk
PRl 2w AR Tl A AR SR B4 i e AR JR AR S, BLAC HIF-1. TNF. FoxO 5 ‘5 Il Al
B M A T . BiE T 8 MR, 45 TLR4. PTGS2. SNCA. MAPK1. CYBB. SLC2A1.
TXNIP Fl MAP3K5. fE£(#i4E GSE10311 H1iff— PG iE T TLR4. TXNIP Fl MAP3K5 [f13IA 7K - ik 35 1
I, X =ANFER AT REAE A GIONFH HI3EAE LW bn B AN 2515 55 [38]
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3. MEMRELFEPHRECHEXEFEFN BRSNS ENER

KT LBRIRBIRRERVE B RIRSE T R IE T AR SRR I, ¥R 22 R M AR 8 B ik i As 0
ZEI, TR AR N AR SN SEIG HE — D IR S BRAE T A SR FR DR TR AR SR M BB SRR BB R AR A TR rh K
AR, ARV RN  H 5% T BRIE LA BRI Sk AR H AE 78 K 22 H00 e 10 ik 4 S R
AR, SRZ PSRRI TT. LU IR B AR BB S IR FE T Bk SE T AR S I R R A SR L
JrmEIE R — 2.

3.1. SLC7Al1

P53 i ik 4 4] SLCTALL {F 4R X 2RAE T 1R, 30l ok 2 BRI FAIE GSH 7/KF[39]. System x-
C A1 SLCTALL FEAR it H Ik & B A2 Ao b A AT /b . SLCTALL AR E X Bk BT B %, 24 SLCTALL
FILRBEACHS, A A IR BRI F5 2 AP, GSH & ks>, SE i+ ROS AR I it &k
APTHE, B&HSESET [40]. TR (Mangiferin)iBi Keapl/Nrf2/SLC7ALL/GPX4 3 i 1] 1.1 41 il
BRAET R IBR B BB AARE[41]« Dex AbBE 5 BB 400 MP AL 5 (1) BMSC St 4b#E 5 1) HUVEC 48
Jfl GPX4 Il SLCTALL Rk AKPREAK, FEGIMERIET: . Mid3RiA SIRT6. kKA CA9. MT FIE M £ ik
BT RS IE I T SLCTALL/GPX4 i 40 fu ik 4E T .

3.2. HIFl-a

BB IR 5 R 4 T B S I T L (HIFL-a) B 55[42]. HIFL-o 385 T AAR L
TEYl R E[43]. MicroRNA-18a it HIF1-a 3% MIBEIAIER F-a ' F R BCEAHRAET: . TS FIR
FEMEETI[44]. HFBRZ HIFL-a, BRI RCE 2 2S00 [45] .

3.3. GDF15

GDF-15 1E 4355 25 A 807 T R IEVE T [46]. GDF-15 /KPR B Sk A0 A 5 . Hb 28
KA ] GDF15/AKT/MTOR 15 ‘516 Sk, #it BMSCs 385H, M. HRZ K D7 il
i GDF15/AKT/MTOR {545, 4% 7 HZE KM 31 BMSCs $ifji, K BMSCs HIHCH TE I fE -
IEAh, HhZE KA S EE A (ROS) AL 2 GDF15 /S 15 S5 S _ Bk I 2, ¥R £ ik D7
I T GDF15 [RIA, RE T SOD1 (EE AL EE 1), SOD2 Flid S A0 A Mg &5 Hi A R ) 2k, M
T e T HZEKAN 5 T I A Ak I R R AT 471

3.4. CA9

CA9 /& HIF-1 F A bR 2 —, B 27 & A 10 B S IR i S 0 75 o (48] SRS Wi
I 9 (CAQ)KIAIEIN[49]. 7E “ A —" KA (NAHA-CaP/SIRNA GK k), FRERETEE 1X (CA9)
SIRNA F1 NO TR A 40T & TiE it iE R NO A v s E Mg 4 i o i) CA9 Kk KT OA (1
KATRY)IAIT « PRAMSLIER W], IXe NPs (oK BURL) r] DL 25 7 B 5 1% AL A0 8 NO /KF, JFF
i CA9 mRNA [{RIEKF, MIE ML ERE4I R E Bk M2 KA, JE4e S 5B R T TGF-A1
MRNA [F13RIE 7K, R B 40 i I8 12[50] -

3.5. TXNIP

TXNIP 38 s 52 Mo 41 A P 4800 300 TR AR A AR 71 JRE >R 52 1 s B A M 300 B At B AN e A B . b 4b,
TXNIP a] F T 000 22 R Ao, AL TRk SERIRPESCH RAE 4 & . TXNIP 3@ AL R
MAGAEFI A P 3 42 R i B AR [5 1] SEEREREH, @bk TXNIP I3 7 hBMSCs 1 MC3T3-E1 4 ffi+
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PIBK/AKT/Nrf2 {5 53 % (30, #0#) 7iEEE(ROS) 42 . #E— BRI ThAE i R B, TXNIP fid %ikiE
i H5R ROS 774 k4] hBMSCs Al MC3T3-E1 4 il 4. % —J51, mefik TXNIP 38 id s
PIBK/AKT/Nrf2 i@ i hBMSCs Fil MC3T3-E1 41 it i 74k BE #1[52]

3.6. CISD2

CISD2 Fiffi@Eit 45 # 4% P53 /) GLS2/SAT1/SLC7ALL A1 Gpx4/TRF 15 5@ M2 5 A\ Ip &
SKOV-3 4l EkFET i FE . CISD2 FifFEMK T SKOV-3 i) Gpx4 /KF, /7 TRF /K F[53]. &5
shCISD2 4+ G HIIET- P RI-FATHLE] . —J2 shCISD2 3Bk 5 1 B e - (omith 2k 2 1 % 35 1 o iy 25 4k
AR Z; AR CISD2 [IFEH 5 S p62-Keapl-NRF2 @B M, 5 E AL N AR IET[54]

3.7.GCLC

HZE KA N ROS JK°F, &K T bisafLl SOD. GSH-Px F1 CAT [fiftt, [Hi R T MC3T3-E1
P EALE A Nrf2 L H TR E E NQO-1. GCLC. HO-1 #il GCLM ik, SEALE. huc-
mSCs j@#id 1 MC3T3-E1 4HfiH ) Nrf2 8 F1385E ) R84 HO-1, NQO-1, GCLM 1 GCLC %
5Kk MC3T3-EL 40 H AL RLBR[55]. B #E 2 (Glyceyrrhizin)ifi it 5 5 AMPK B ERLAT NRF2 (1)
RS, YD BB 4l ROS TR A, AT 580 HO-1.NQO-1 il GCLC 5% AL B ity L, 1] RANKL
7 S AR 40 AE R [56] -

3.8.SETD1B

SETD1B & —/MKIET M K IE A [57]. 20 BT B 55 2 (Mycolactone) il it ik #t SETD1B [ It H ik
7S Y IE T [58] .
3.9.CYBB

it 3R b-245 BEHE(CYBB), JEfEdbiFE AR A ) NADPH S I A W4 B 47 [59] . EDIL3
JELTBH KT ITGAV-ITGB3 #8415 75 W 44+ SMPDA 35, T S CYBB /- S ROS 7=4:[60] .

L A SIS A — R G BE SRR (COD), % fh X By CYBB RS 5 e, i Ah I 2
e 2 L 2 01 060 26 5 3 K (ROS) P A2 [61]

3.10. TLR4

TLR4 J&F Toll FE2 AR, 52 R RIEZRM A X[62]. TNF-o 31 TLR4 KR, fEilk PMOP (41
2 5B R FAE ) B 40 3R SE[63] . AEG-1 (Astrocyte-elevated gene-1)#k 2k 1] B3 i 1] TLR4/MyD88/NF-
kB 5 5 I B 1 o5 R AL I R R R B RN BB [64]. TLR4 JE R EibRiE L % Wnt/g-catenin 5
58 R A R BT A [65]
3.11. PTGS2

/NBEREFEAC T 4-HNE. TF 1 PTGS2 iR A RIE, 345 1 FTH S E/KF, Mfi#lf 7 HFFGD MR
ANEUBCE RSB T, M) NAFLD 353 (08 B R £ 2 BT AAIE[46]. Cd A1 Mo X % 55 P [F 42 =
T Fe2+E EAE R AMPK/MTOR #ili, 4 5@k B Eil§ ACSL4. PTGS2 1 TFRC Rik/KF,
] SLC7TALLl. GPX4. FPN1. FTL1 fl FTH1 FKik/KTi% FEIET[66].

3.12. MAPK3
MAPKS3 FIAH I T i A5 = 38 B SR W 2 JoT i Fa i o Feg 1) = 2 715 K] - . SP1 (Specific protein 1)1
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i miR-133a-3p/MAPK3 % ()% 55/ S ik T BMSC f B 43 46[67]. LrB (Loureirin B)Ji/> 7 MAPK %
JBrh p-38 F1INK (BRI, #H] T MAPK {5585, %M T BMMs [a) 04 & 40 M i 38 A 2344, Ik
AT ERIRL[68]. CXCL2 38 I B 41 ERKL/2 (MAPKS3/1) 5 53 5% R ek 55 B 41 i 43 1k [69]

3.13. HMOX1

Hmox1 W75 & 418 5 i A2 o e AU A2 B [70], 3860 18] 70 0 40 i (1 B A [71], R EH Hmox1
e R EMBE LT PER[72]. 8RB E(Carnosol )il it ¥ [i HMOXL F1_E ik S A4k B 22840
R T 180 A oo [ R AL Bt B S o A1 1) 2 T B 0 PR A DR AR P DT R ) P LA FE[ 73]
A, &R K (irsin) B35 Cavl 454, Cavl #3531 5 AMP iE1LE HBEF o (AMPKa)H HAEH
PLEGE AMPK 1842, $1 HMOX1 #3536, HMOX1 Z 587740 M &3, (it pii 4n g 5E[74]. Hmoxl
Al R8BI p38. ERK1/2. AKT. Wnt/B-catenin i %25 2 Fif (5 5 4 1% SR 18 5 BB 2046 [75]

3.14. MAP3K5

UM {5 S RIS 1 (ASKL) XARZZ R FIE S H I 5 (MAP3KS), ATy ASKL Xf 440
Bom UK, IR Tl AR [76]. BEFEREH, ASKL S S54UMIIE T, SOE. AL ROER
fih it FE . ASKL 7F MAPK G A5 EZAEH, MAPK GBI ZRAY IR, T 4NRIEEE. 2
WA T R R EAEH[77].

3.15. STK11

JHE bl (LKBL, WFRA Stk1l)2 — P22 IR/ 75 S BRI . LKBL SREAIE N 7 Ctsk B B4 ffa 1) 15 58
S A0 404k [ 78] Stk11/Lkb1 40| mTOR @ISR FH IS 22 R IR - HEIRE (. WAL
T, St VT AR A B 4 R L JE A A B TR Sk o BT AP N ) StRLL SR IR A
HREEREE, CEBEETRCE ARG EIER, R8T 40 1 2 [79].

3.16. NCF2

NCF2 /2 NADPH % {b g i) B 25 22—, 7E NADPH S AL I L) 27 D e rh ke o A i) B AR A
FI[80]. ROS 7K-FF1 NRF2 i VAL e F i A r i . NRF2 3K 8 40 R 5 1 0 B 4 S 2 8] )
Fe. AR NRF2 fEE faadsh A SEAER], HoRs S a2 M E SR = HEEEGE NRF2
T T BN ST B AR SR 0 sk [81] -

3.17. AKT1S1

AKT1S1 /£ mTORC1 K 7K+, W] fee 40 i A= KA 5E i) R +[82]. 1F N Aktl F1 mTOR
Y 1 EY, AKT1SL /& AKUMTOR {558 % A ok 15545 A 4% 2 Fh A= it R 1) S B /E FH [83]» ek ik 2
FIRF AR, PUBR AKTLST AT BEINZm AR T2 FRAR AN A s 77 0820 22 Rl diE i 8 4 J2 [84]

3.18. BACH1

Y EAAEH 0T ROS BILRI LA, 40 Nrf2, BsHilr 2o i LR 1 #RI5 . M, BTB fil CNC
[FJE1E 1 (BACHL) & Nrf2 B 40 T, Sl Hi e LB 2k . BACHL #IIFRE L 5 5 Nrf2 375 1)
PUAAER 1) FRIE R T /N R RANKL A5 [ B 20 i A= sRE R, AT BEAIC4E e ROS 7K F[85].
BACHL T4 iE ] o] DL ISR FET[86]. Mk Bachl k42 T 445 175 T 0 ALK, S48 T RIES%
%ot R MR T, DL AR 33 1 3L BMP6. OPG AT RUNX2 f#6ik. mitfik BACHL fJ A %% f A

DOI: 10.12677/acm.2025.151230 1724 I IR 2= =23t e


https://doi.org/10.12677/acm.2025.151230

EPE

JERERT PDLCs Ao RE AL N B8]
3.19. MGST1

ORI BEH BK R/ 1 (MGSTL1)2& MAPEG Z (28 R A e H kA r (0 BEAH 2 25 1) )
f1o MGSTL B ATt H Ik e A i A I S AL ) i 1 [88] . MGSTL itf ik i 2 11fi] GC (Gastric Cancer) 4 g
T AE LT AKT/GSK-3p/B-FEX B SR T4 . tbah, FATAKI MGSTL #if] GC 41+
ERIET[89].

3.20. SNCA

SNCA T IE B 55 A5 H 4 A A B WSO 5%, a5 B TR A 28 B Fd B AH T A O 1 9 MR
BRZ S HE PURK90]. KEIEERY], mRAM SNCA FRBHINSHOILRE, XMEdt | 4hifkD)5e
PG AN AL N [91]. B= SNCA [I/NB, WLEE S| OVX 53 it i J ohksb> 40% [92].
3.21. MAPK1

& ¥ miR-92a-1-5p 1] EV (extracellular vesicles)ii it Jik /> MAPK1 F1 FoxO1 ik KA A &Mtk & 4 A
Ak, SHCE M RIIAER A . #E1A MAPK1 Bk FoxO1 (1) siRNA S 2005 B 40 i Th RE R A LA I . ZE4A
P, I ER KRS 45 T R E S miR-92a-1-5p 1 EV R HFE AR, X5 E T MAPKL Fl FoxO1 ik i1 f#
Il 95[93]. miR-186-5p Al @it # i MAPKL FIERIAIRER IL-18 15 5 M BCE 40 M S RE4 19 [94] -

3.22. STAT3

STAT3 j& STATT EEZRIIARIY, 1E/ T RIETT HARAERBIEM . KE OA H&H OA /NRAEAL
(ks A R R 1L STAT3 RKik/AKFTHE, £W STAT3 257 OA k. 7EH IL-18 i S B 4l %
SRR H (1 20 7K P 1 EL A A FTUE S, STX-0119 ik k| STAT3 W ER v K HAZ 5 A 1 #9044 i vp
(R JRE KL, [ I 2k B A P A AR [95] . STAT3 Al sSFRPL (4l (E FI TR 77 1L-19 X fiili] 7o
JR T4 R o AL A A VE FI[96]. LncRNA SNHG1 75 STAT3 #iR{k, F&K ROS /K, T Lehifk
REEARM, SR HECE P AE[97].

3.23. SLC2A1

1 SLC2A1 #FERI/NEAF, Wnt7b S 1B & A ThEE R EELINT, &2 RIS m[98]. SLUGUESK
SLC2AL 7t SONFH 3 4 I LA K s B R PEFE S R 236 F[99]. SLC2AL n]fig& SONFH & 7E
FIS WA P bs E4[100] .

4. BEERE

BRIET S RN B SR BRI AH ML AN B . VR 22385 AR 15 B 25 0 02t AR BB T A DG [N 2
TAEBERNE I SRR SEA RAEAE R, AR AT A AR S RANGS o BB AL T AE SR M B 1 Sk IR AE
FVE ML, B AR R PE T AR SE BRI R BRI TR AR, AR TR USRI B SRR BB R A R

B
RS YRR B e S0 5 (R IR o S J S i 3 R K 0 33
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