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Abstract
Non-alcoholic fatty liver disease (NAFLD) is a chronic progressive liver disease associated with
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genetic and metabolic factors. Ferroptosis has been implicated in the development and progression
of NAFLD, but the mechanisms underlying its role in NAFLD are still not well understood. Recent
studies have increasingly reported that traditional Chinese medicine (TCM) monomers and com-
pounds can exert anti-NAFLD effects by intervening in ferroptosis. This article systematically sum-
marizes the role of ferroptosis in NAFLD and the advances in TCM-targeted treatment of NAFLD,
providing a basis for clinical treatment strategies.
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1. 51§

AR 4 JiE 9 M 9 (non-alcoholic fatty liver disease, NAFLD) & —Fhig PEAC 4 N BE T, 2R AE
IR EA I I NMAE R, B IR R BRE R, RIS R R SR 4k R Y e A2, w]
DLFR BRI 5% 0 FF4HM B R 1] NAFLD %0 60 55 S RORS Vi 17 FF(NAFL) AR M i 1 B 2%
(NASH) J HAH ¢ FFAEAL A0 FF 20 B (HCC) [2]. NAFLD S0 2 ik 25%~35%, 11 25%H) NAFLD 3% ]
HEJE NASH, H 20%[1) NASH & &2 kRN 2 HCC [1] [2]. NAFLD TR 4= ERYE Bl A 1)
ANFETPAENE, O EE FE S RE KA . Bk, $URIEST NAFLD, fii2 Wi s e g8k
&, BAHEKE . HAl, NAFLD 53R A HHERIRe 29y, 1nIR B E 20697 FBON AT 77 A
SRR SRR YT o SRAF) A nl stk (R 0a YT 29952 B R EIRIE T T 1)

NAFLD AImbLI A E 4 B, AR RPL NAFLD %4 % e 50T 1 A 5 S VI R
[3]o BRALT. & —F I T 4R IE T L PRAE A2 T2 A W R A0 14 O A2 e MR 4l U BE T2 (programmed cell death,
PCD)E, -S40 P SE AR BB DIAH 2 [4]. T CIRIER W, £kFET5 NAFLD KIFFIF AL 45
KREY), I HBRIET-IHIFIRES AT BN % NAFLD, KUEEIET- W] 1A NAFLD #F 78 () 5 B4 4 [5]. %
F NAFLD S5#AET: 2 [ HI58 RZ BRI L 1) 567, HEIET-7E NAFLD [R AR B i Bk
IHEEATY TR NIRAIE , PR, AR SCAS TR R Gu b 45 7 R AET-/E NAFLD 1 I4E F DA S R 25 2 7] 7697 NAFLD
IRE T, 9 NAFLD I R G T AR YE o

2. KT
2.1. RFETHENX

BAET R TR A N 1 Fe? il i 55 1 (fenton) 5 N A2 125 14 %6 (reactive oxygen species, ROS)JEIH &
H 3L AR, 31T S 8 A 22 AN AN fig 1 R (polyunsaturated fatty acids, PUFAs)HI%EAL, R T
AMPIL-00N) M R [6], X—IdFERA FHAMIT:, BT PCD 1 E K.

22. REXTHLE

2003 FEHACT B F 4 KB, Stockwell W 5T HBATEFi L R AL AT RAS HIHIATT 250 W52 21 i) — Fh
FR RS A AE TS [ 7] BEJG, BFFR N SRR R BAR B & 70 NS Be e BT S8 AL 75 e W5 BT erastin 5]
ML T:, J HRI M ROS /KT8 THE[8]. 2012 4 Dixon 45 14 vk EiRdisE T 7 R IE R
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TESUNBRIET:, BN —FETEES S AAREAE KT E S SGAE T. IRAE IR TN B 0 4
FET- HA B3 72 R MR ROS 1#T AL PCD JE[9]. 2018 4, AL M & & 2 IERKB AL 8
SRR AE TR S A R [10]. BRIETSHIR I, NS 2 BRI T A Bk 5 T .

2.3. BRILTRYFHIE

RS L, RN A 4E, B RSN, ARARGE N, WS DB Ok, (BRI AT PR R I
WIRAS: AL L, FERIDy: SRR, e A DU STR IR R A 11

2.4. KX THIFEENH

2.4.1. S5

PR AR IS N E M E TR, RENENA Fe?' ) FS PIMIER . NETEI LI N
RO R Fe LA E S s, Fe* 5UMuME % 2k A (transferrin, THE5 G J5 UL TE-Fe* i 2 id 4% £k
B 52K 1 (transferrin receptor 1, TFR1)#EAZHMIN, FHiEik il 5 B4 oA TR E 1 Fe? Ja, &l =4
4B IZ®E A 1 (divalent metal transporterl, DMT R MEIK A (AR @ ki, DAERER R BE 2 kAT
BREE AL 2 KR AEAE . AR B 2 Fe?' i, K& ROS w2zl fenton AR, ROS K&
HERRBEIA T 2R RS o XL oy T IR AR e 1, A S B R BB T [12] 6

24.2. BERIUEK

Jlg B EAAE AT R R . HAE N BRAE T A O IE . —, I8 AR RUd # ¢ L-OOH,
TR IR LA R AR BB T o MR DT IR SR S SE AR A A 7], B ROS 1 PUFAs MY . PUFAs
VENBRBET KA R o> A SRR}, SRR 3 S 22 1 W LAl A 5 B BE SR I BIR 4 (acyl-CoA
synthetase longchain familymember 4, ACSLA)JI% 4L, P 1V ML B% i 19 JIE Bl P9t i 7% #2186 3 (lysophosphatidyl-
choline acyltransferase 3, LPCAT3)#AT B 54, 15445 ROS F»A 8 £ 1) L-OOH, M 4uffiE, iR
SRR RS E TR AR B DR, e B IRERAET(13],

24.3. MEHIER

JREIR - A3 2B [ S 18 1A (system Xo)a ) V2 AAAE T4 M b (1) S L R I I e aa A, BRIV AR K
J& 3 07 2 (solute carrier family 3 member 2, SLC3A2)RIA R #AAZKIE 7 B 11 (solute carrier family 7
member 11, SLCTAI DA%, FEN FHEARE MR, 45 90N B b H K (glutathione, GSH) )&
BRANFRE . GSH 24N T ERIPUEMTIZ —, EZ 2 PRI PiALiE S N, ROS LR, M
TEHFIRIET R A o FERRBET I RE AR PSRRI 23 e Bk AL 4,, GPX4A) BRI EHE EEH .
GPX4 Fefifid )5l L-OOH, R A2 2Rt T e . Wi GPX4 Thee i, L-OOH Jizf &gk, M
M- BRI T 14].

2.4.4. HEESRE A F

P53 A& G T4 ) 0 L G BE R T %) bR A e S DR, AT 7 e R A R AN T BT S RGO
I 1 4% 8 R A B AL B R AL 2, B Y ROS /K PE S 58FET[15]. ZEFAM R 2 A%
[AF 2 (nuclear factor erythroid-2-related factor 2, Nrf2)Bk & 4 g S8 A0 SLF 7 o i 81 B S R 7, Rk
SRR )OSR, HATFEY Kelch £ ECH XHEKEE H 1 (kelch-like ech-associated protein 1, Keapl)
Iy B Gy Ar e NARRZ W RN, 5 R 37 X B e SRR AR A A, TGS R IELn HO-1. GPX4
T EM R Rk, SRS FTHI. FTL S8k EE ., DMERE GSH & B LA LA i o )3 S pb S b, ik
Mk ROS HAGAMAE, SKYEFFHLAR P AR JE T [16]. Nef2 & 7] Bl SR SAE T R A 1
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(ferroptosis suppressor proteinl, FSP1) ¥R WAL E AL TIRE . FSP1 Ay — Tl A LR A U5 ) i
BRI TR, e pa DA Q10 SKEGINERFE T Hi it AP AT H AR SR G M AE R [17]. SGT AL 2
-1 (heme oxygenase-1, HO-1) KA FHVIE T 4% H BIAALEPFIOW A: — 7 TH HO-1 nlE i A M
FAAENRLL R BB ZRZR DA S CO SEAHSRARI ™, X Le 1y m] LG R i oo 8 A ) SR A 4 ff e e i A= A4k
RN, URFESUEAGTT T AR ORER « 5 —J51H, HO-1 B BESEE nlid i B SO & Fe?', kT
BT IE B0 B R LA SAH B (1) — A TG 20 248 AT A S X RO N A 3 HO-1 ARy —4E
MIIGIFEAE[18].

3. 8T T=7F NAFLD R EEHH

BEERT AR HIIRN, HikiEf HEIET- 5 NAFLD K95 FAE BPLH] 25 UIAE <[ 19]. NAFLD &4 T it
HOE AR A R, X BB S AN ROS AR AR, (R EAR B A6 [20]. BRAET I G4
FHIE RS I T ik, NAFLD S IG5 AR R, BRae i 1 ix e i it i U0k [ B
B2 SRR ML T [21]. NAFLD % B8 A AL R, FRPET thik i T A AL BISOK#4T - NAFLD H
(AR BB 5 T iR B A B R AE Rk TRRBET [22]. NAFLD F 8 KHE,  49RE AT LUIN R4 # i 42
ERIECIRAS, MR RERIET IR A2 23] IR BUEE LR, HNHIERIE T AT fE RN IAIT NAFLD [T SR
[24].

3.1. &R

BREFUE NAFLD HJRIMZ —, NAFLD EEENEAEAIE N, X2 FEUFAR FEgads. 4
BRI 2724 ROS, X2 SEEMRIEL, ™ BN E A4, NE NAFLD, M5 KEIET IS
HANRAET[25].

3.2. BERE&EK

B NAFLD #tfE, fif BEkiiid fenton SN HEACAR L AN, i o id S AL 0 2 38 35 P AEE P )
RKHR Gy T A LA MU RS (R £ o i RS 2o i FEAN A NPT AU, AT 300 GSH M4EZE R B =, FFBhK
AR AT VEDE IR . BRIk, g U U5 T VRSB T27E NAFLD )R AE R e ke 4 22 G s 26 ]

3.3. GSH B>

NAFLD E#1A AN GSH /K-Fr REFFK. GSH 2 AR I 2 B A H 2R E 2 205t -t & IR %2
AN B H & OB AL R A R, 5 GPX4 R N R FEAAMIE RAE R, KA #1 L-OOH 4k A
EE YR (L-OH), A& P4 B S8 SR (1 DS BEEA T . GSH b 2 n a4 i A AL RO 3, iR 4l i Y
A TG VE R Bh A P4, 520 ROS L BRI 2R BB T2[27].

3.4. BRILTHHXES

fE NAFLD ZRFETE R, LA O 1) Ba i A [RI WL ) 52 0 A oo AL A0 P A SORIER AR, DT X
NAFLD (& = E RN fEE LB (lipoxygenases, LOXs)& KM st B AL IR BRI, X —ifEr”
AT R A, X e T A T DS B B R £ R BB T s R ERIBE 1L B (adenosine deaminase,
ADA ) I 1 5 280 B A 1R 7K Y- 5 00 20 i ) kA R A A B S R T T R AR A A H I A )
Fi(glutathione peroxidases, GPXs)fg i id i/ i T SR R 47 4 M S 32 AL T2 0405 3, B IL A =0 Th
RERRAG L rT e (R BFER AR T R AE s BRI % B [ (iron-sulfur cluster proteins) 7E 2 AT AN AIE Ji7 i B 2
HEEH, KW RSB BRI R IR T228]
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3.5. hEThEEFERS

LR AERE R B & AT ROS 7S o (10 2 R E A B T AR BRIE T DhfE: dobiiA 240 A &
ZL[¥) ROS /A2, NAFLD & i gkt A R AR i L S5 AL 2 98000 ROS 1A i, XA B34 1
LORIAR, TR AL (1 B B 2R P AR SRR A TR AL BB, (A5 ERL AR S N7 5 52 B AL
PR, doRiiA R R EACSII 0, NAFLD S ERIAI R M 2 2R AR DI RE, AT R kS8 T 5
£ NAFLD ', ZRpifk B 6 r] Be sz BIHIH s e A 4, SECBMAR A4 1) ROS R, Bt

HEERIET I R A2[29]
3.6. RAES L
NAFLD P 1B AR SORE, 7 1Y 98 0 I S5 A AR 2R BLAN AR I Z 48 1 - A2 98 At i BT 5

AR R A S, AT AN R RR B RIS, SORE G HE R AR, X SN A
A, MR IET IR R A [30].

3.7. EEEERE

BRAET AR TR J 5 5 0 B (0 Nrf2 JE %) AT BETE NAFLD S8 s . 1% 8 5 R4 B 48 Nrf2 1
FILAFBUEMEAA . SRS 545 T 10T DL R S 2 &, W B 3 BUURTC 1A RO i
A N BORD REAS495, AT B33 NAFLD (3R 8 . Nrf2 VB Jg 4 i A 5 1 470 S8 7 48 22 6 i S s i 4 R 7
WP CBEERET- IR . BRI S, BRSEToN Nef2 JED % . 05 R 2 B B U, AR
Nrf2 15 538 % B 0E nT DA AE T 5 Bk JF 22 /i NAFLD [31].

4. PERTTHRER

TEFEESH, NAFLD J& T “HFRE” Julh, FERUCHARREE SR KA L G REFAR, HWALE
BE, wI9B R, EERRERRIZONE . B ML R, #(32]. A/NARBE AN NAFLD B CImbLl « 28
AKRAE, FERRJCAN” , Forp,  “gE” SRBREAE, W RS NEEAER, ATV, SLEB0E: T
Fwnitt, VRS, rTBh i aEth, MRS, RMAEAEFR T, nTBI I e, R AR
B G, JLE4E RSN B B ARK SR RS B AT [33]. JRANE . HHRB R IEAHL . BEIZE
Jew], FHARERMRER, WA, SEWUASIEREAG RS, Wi, . |0 MG
T, AR, R FERSEE TR RRE N A, T TR BOE . VU, SRAE RS EE BT NAFLD
[34].

H S22 DUHFIE Y N IR, CAGE (g i o 32 B0, SRR, SCE IR R A N
N R P T B R R AT DL R A A DR R 35 ITAESR, MORRZ (S FLR I, BRG] L@
WA ERIET 3% NAFLD.

4.1. PZEE A% NAFLD FEFT TR

FERUSS. RES AT EH SR, HATEREM. (LREg: . WS 3. £ fRMEFRIY) ApoE”
/NER NAFLD #8dr, Z 5 e B2 FHITHE GSH 4 & 5 GPX4. FTHI Fik, 4% MDA KA % [F-F TNF-
a~ IL-6 /K°F, JEEATANRh Ik 55 045, TR Had k2 #0525 PSS L IE B &k FE R AT VE
[36].

Tk = A AL, R 2 B AT 2 B Nrf2/HO- 1 38 B 82 A S5 405 40 i 8 1) 78 T4 gk BE T2 4h
T TR UE SE4S 20 v 5 2 5 R 31 B 43 T3 1E 22 @ 15 N B Al S8 Ak 4% B R T vz eS8 s 5 TR
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B, B BRIEGANTE 2 8h, BN IR ERSE TG AT ), BT B SLC7A11. GPX4. FTHI
Tk, SRR S ESORCIRAS, LT RS T “ 2 gy - 287 J7 T NAFLD #k3E T
HERR I AR [37].

WIAEIETT (B35 FEEHB) N AEETE ApoE /N R AFAE ps3 3&A, i GPX4
(IE R, I ook FFF i ot S A 45 49 DA S R R AR, 3 i TR AE T2 [38] 0 X S FARTL 1 24 “$k
IEREAR” BARLE TS T R AR N T, L2805 BRI R A NG R BRI 78 0, (2
TR 9 M o ANV A P P24 5 2 S50 I PR B A Bk e

FEHIET (GEER) , HEE. ARWERAR, e @IEFNE. Sk TR s
Nrf2 {5538, Ei FSP1. CoQl0. GPX4. GSH %M H T, TEMK MDA 5 ROS, Mifiiil iFiE
BRIET, FELE NAFLD HERE[39]. 1ZJ7g5tifint, (EFMUHIAT 6, H& B mimmReE g .

4.2. PEHREI NAFLD FERFETHIF M

TR R P A M B ARy 2 —, BB, DRAEYIR BB, (HHEAE =
ARERIEABEN . fEREY T, TR HAANUEMN IR AR REY, BERE R~ ps3, b
¥ GPX4. SLC7A1l J¢ FTHI ) m RNA KEEHEIE, /> ROS FR R 50850, k1m0 i) Bk 40 ik
BETS, ZRfik NAFLD [40]. 28 SERE 7P, Bonl RIGIFRATR, HER&E4
R P SRR B A Ak P L e T X AR I R R P (1 D o

BARRREARFHIER OB, A 2, HAEEE M —FOABAE, 1125254880 5
S TR N H BRI IR AT T AT . 7F NAFLD B, AR ZE LIS Nef2 /55, L1 HO-1, 1%
5 GPX4. FTHI 5 SLC7A11 Ki&, WREMNISGERICTI[41]. 2R PARE AT HLELEW, E2459
TR BB, (AHZ SR RN S KA 22 A AT 75 RGPl

5. INESRE

BACT A — R R At T, B RBLBORUE 2 R0E, DSR2 U L 2 —, 4
BRIET. 5 %5 R < (A Ok R W IEIR B B2 4R R It . BRAET- 580 JIEACH & GPX4 S5 UIHRG,
£ NAFLD F A R ks 2 R, X RE RIS M — 20 LA 8 AL NAFLD, H 15t
e PP s AN U BRFET-VETT NAFLD SO AT BE[42] -

IEAERKTHRIETS S NAFLD HURTFE H#TE 2, BATN —H WA T HIAGR, E0ErFS
B AR R, RS AR L BRIE T R A iC I M ANTE 28 B 1 SRR RS, =S A e
S HIEYIT; BRICTAFLER Z ARG HK RS ok, AT ERR S 50T EE R A
BROEANHEIF . SR LEE SR ERSETS S NAFLD Z IR B R RIRANIZ IR, DURKRILE 26
JT NAFLD [251; @nlJT e 2 WU G 1E, EMIFT FUERILT R BN LI f2Jd s, T 2 o iR T 1R L2
WHEAL S H R AR, BJE, BETEIETR MMt T i, X 5EZPORIKAREY), 5 HAba
HBET 5 2 X 5 1B R B A AR AR

B, WRAWFFCBRIET I 20 1AL 5 R B AR TR NAFLD BAARRMREREM, E3CRER T
BRICT-AEVR YT NAFLD J5 [ A 5 2 e T REE, JRAE H AT R A I R BT IR SEEE A Bk BE 1T27R YT NAFLD
iE, (HEERERIET AR —MIETT NAFLD BgrEass 5851 .
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