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 OE PR A DV R IR e S A AR A DG IR A e R A S R AR P A IS Uy XL
TESETE ] R PV BRI WA 4 BRI I0TR 55 TP 1 28 22 45 (central nervous system , CNS) ¥R 1 & 5 88 4E . TR EEIA
9 CNS FI LR AR R R AR L SR 1028 Hh 25 B4 T CNS B IYTRT , 3 26 Hh 24 SRR S [m] 42 R E
TO TR T R 7. FET I A SCLARIE T A A, R G0 FR R T-7E CNS S H (s FRAE T,
TEICEERT B, EREE AN 10288 v 24 BLACHE 0] BRPE T2 T FUAS [R] CNS 5903 (T 98 2 Jre , LA Oy Jis 2 v 24 B AR DG HL

WHE KB 25t A AR AL BE 2%

SRSRR v 2 FRLAA BRAE T s PR RGBT s A IR 5 1553

HESES:R285  XERARIRE:A

HhAX i 28 2 42 (central nervous system, CNS) %
o 375 A 22 3R AT VRS IR LA P U AR R
0 55 2800, BoAT R RBAF BT B B R
AR RARRAIE , © A 4 3Rk 20 S T A= 400 ik 155 S 1 Y
flt FREMERE . BRAET R — R DUBRAR S A iR B
SN E AR R4S e A 5 5 Ol R ik A 72
PEANAEAE T Ty I TR 2R & 8, H CNS #il
TR R RS R LU, TR B AR R B R AR
PRt A, P, BRAE T FE CNS BRI I R AE VR S o
P B A

MBI EE , CNS PR 2 @ A B AR 2, LIS
HE A (U RAR . AR M AT IR S, H AR, 5t
IS BE ARG 2 , % DL HRR B R T RE .
SIS CNS P KA K T Z R bl VRS
TR OB ST A LR R g il i 5 gt
BN Bt AL B R Z R AR AR DCHRS o Rt
MG M2 2 B e CNS IR BT IR R B T R
G N g, HORA T PR A TR AL
BT, AR SO ERAE T 1 S B o3 5 HL I AT A 2

XEHS:1672-2639(2026)03-0107-07

figt BT Bk SE T CNS B K A | A S F 1) g B2 A
T D AN M 2 H 28 R[] Bk AL T B CNS
P RV AL, LU g Jim 22 v 24 A 1) ER AT
o 2 RAP HLI T 50 SR 25T A 4R BE R 2%

1 $RFETTECNSEFHAERMLE

IEHEOLT A EAN R Fe Bd I Ry Fe? I
FAAEARTE G T o Y M N B 40 , i i Fe
i 12 Fenton J2 i 77 A= K i 3 M 4 (reactive oxygen
species, ROS) , 5| & AL N ik i . ROS n] #f —
A T 2 A P ) Z2 R AR DR (poly-
unsaturated fatty acid, PUFA) , Ja s IRt Ak . 24
W i s A1k ) (PL-OOH) %5 14 A= 1 3 % 2of
GPX4 5Pt AL R SR I BRBE 1IN, B 2544 ) 7
PRI REZ B0, B 2 A S BRAE T A . HARERE
52 , #% R F- E2 A1 & I F- 2 (nuclear factor erythroid
2-related factor 2, Nrf2) f& 4+ 20 it 470 4 £k B 46 1
PRAD SR OB 3 R, FLUOHS ml g o Bk A A7 5 Ak
HE .GSH & 1%, I1175 5 1ML 21 25 0 & 8 (heme oxygen-
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ase—1, HO-1) ZE 40 4 A FE R 235 | A Ti 10 i) 2k 2E
TN gR B BRIE T th BRRRAS RA IR B A
TR R B At S A By ) 2 A7 1) Sh AR Bt
1.1 $%RTS5ADHRENE

F0] SR % 1 BR % (Alzheimer’ s disease, AD) H%E
P AR 5 i P B A A R S I B DDA O
AD IR EE h , ABUTRR AT 5| & SR 5 8 IF 7 A= K
it ROS, > ROS JH B JiF 25 Fe> i, 1 25 52 1 A= 1k
B2 E R Aol % 20 B I A R B AR, S B 4
JCERFETZ o X BU i 4 , 4 B 2 AR M O
Nrf2 {5538 % , —J7 i 42 #F FTH1 (9 & sk imi i 2
BREGAST | IR HO- 1R P& S0E , 53— 7 THI U
GPX4 14 J5 g Bt Ak W), BH AR Bt Ak S
SR, AD SB35 igi P 53 A7/ GSH #E9 , AL 4% [
T GPX4 5L, i it — 2L HIl 585 1 FSP1 i s A 5
B ENTTRS &3 G EZSIW 72 A
1.2 H%RETS5PDRIHENH

TEWA 4 #5295 (Parkinson’ s disease, PD) H1 , £k 3E
TS HE MG S5 T 2 UM (dopamine, DA) BEM 22
JCHYIR AT AR . B IR Y 8 1 2 (iron regulatory pro-
tein=2, TRP2) (175 1k 53 % T &1 , il 5 2k 3 1 mRNA
AR BN T2 A A R B, S A N
Bkt A M B IRP2 IR R AR R AL R
DA G 2 BRAE T4 5, JE T PD ARG Y12 5 2)
REFEAT " Ak, PD b S5 W 1 LRRK2 AT 4545
FFH ] SystemXc™, F 2 GSH & .32 P & GPX4 i 4
B, DT ik 2 i B AR A M RBE T Rz,
1% Nrf2 {75 538 % 50 9 25 D6 H G i (glutathi-
one synthetase , GSS) FJ fi¢ # GSH & i%, . Jilli# ROS
RV B, T AR AR A, R DA R RN
1.3 HRETSE5EMHNREE

TR AR T A 26y PERE I AU A B S 28
PRAE , BE 10T BOA AT 3P B 45 . Keap1/Nrf2/
HO- 13 5 AF Sy 4E R 8 A8 AR 2 1 SC DL L 78
IR BT SR A 2 T Rk EAE . AR
ARET L Nef2 5L SRV 52 keleh FE ECHAHSCH 1
TR 5 B A AR, 40 M N K & ROS fi2 fiff Keapl-
Nef2 525 Wik 25, Nef2 JE A A% 5 ARE 4545, )3
) T liF HO-1 AFHE D e 3%, [RlIF 138 GSH ik, 3
ML HTAR Bt AL RE T FE IR, CoQ10
Al kR R S R L R GPX4 Rk KKk A
GSH 7K -, 410 1l 50 9 455 78 v () 2k 25 FRL 5 i Jo ot 4
A, AT G2 e A AR S 245 s
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1.4 HKIETSER/MSRENRFIEIS

15 153 ZLAE (schizophrenia, SCZ) 8 35 i PN 2k 46
TR I A, B R GPX4 M SLC3A2 ik
TN . X — AR P TR A SR AL WA
51 1 (endogenous retrovirus group W member 1 enve-
lope, ERVW—1) it 58 0% % UIAH G . ERVW-1 38
i 30l GPX4/SLC3A2 i 3 F & 1, 2 MDA FH 5
K GSH ¥E 3 , Jin ) 0 484k & G0 g e . e 4h
SLC3A2 () T A5 F System X 45X Cys i fiE
A AKT/Nef2/GPX4 {5 5 38 #0380 , I TTTZ &
BRIET-Y, (HASER M, Bl SCZ B i 4l 8L A
T Keapl 5| & 19 Nef2 FOBMA% 50 2 HMOX 1
Feik BIE AR IR IS R LU By GPX4
TS ERVW-1 A 1R E T 5
1.5 $%IETSSHEENREVS

FABAE (major depressive disorder, MDD) 7, 12
1 4% B 1 1% (Chronic Ultra Mild Stress, CUMS) 1] i
KRGS LA T B SR AR X A AR ERAET . CUMS
2N I GPX4 F1SLCTA 11 530 GSH #E3% , [R] i I 14
ACSL4A FITFR1 B3R 15 , {2 3 IR BT a4 Pk 5 14k
W, M5 & g i Ak . X S iR it A Ak ) 4
WiE TLRA/NF—«B 38 [ A1 fff /8 J5 5 448 it o 132 3 Ak
IF B IR E R B8 R AR AR ZE L,
SE 2 IR RN AREE AT R 2
1.6 HATSEEHRGIRBEZNH

KRG (spinal cord injury, SCI) & —Fh ™= 5
A B , AT S BRI M S D BRI AS . AR
K, BRIE T 7E SCLYR L HE 72 b 1 /E L H 25 52 31 ¢
Y WY Z B, SCLE B ROS B 88 AT S Nif2,
HEIMTPE GCH1/BH4 38 % , A2 i 41 A /8 BH4 7K P-4
52, NI B0E B ROS I 28 fift A AL R ORIk
Ab, 20PN HO—-1 33 F2 3k ] Bl R o T 25 475 ik
FET, 1 Nef2 0] 3@ 5 R 8 HO-1 &35 , By 1410 i Py 4%
ik, HE— A SCTH YRR AE T

R AD PD W . SCZ MDD K SCI f4 95 K] Al
R HLAS A ] B BF o R R gt T2 5 1
P e . S EALERIR G, IR B 5 i A7
FE Fe ad B 3 BUTT 51 K (BRI 35 L, W) 45 £k b
GSH #E ¥ . GPX4 if 1 T B LA K SystemXc ™ H B 52
P, A R B VEIR B E A R B BR BSR4
RN E TN R S = R S R IR G £k ) €S (O L =
W, Nrf2/SLCTA11/GPXA 70 4 Ak b S 12 1 A A A% 0
PP Z — o Bt $E mOE Nef2-GPX4 3l A



FNE M2 T 25 SRR BRAE TR YT P AR 28 R GEB B 5

AP0 CNS S I )35 el 28 R 4P . AN ] CNS 5%
o PR IE T Y AR R 1 AN SE AR A, PD L SCI
DAk Fa 52000 5, MDD L AD IE i A Ak R
253334 M SCZ . PD MIMDD NI 5 Z2 P14 System X/

GSH/GPX4 B Az 452> o PRt , 4% B AR Ak 4 A L B
Tl B o ik A8 Ak PR S BT B T B A A DG B B YT, T
fi8 4 N [] CNS %599 14 2R B0 T AH 0 495 2 41 J HL &
XFPERIRYT B

— IRP2 —> FerriinmRNA Nrf2  C¥s  Glu 2)](Eida;ive Stress
- . . RRK D) — xcitotoxicity
= o Fr:e :on l l s s UL &Neuroinflammation
Mitochondrial ee® © Feritin} Pl ]
i ( J
AB dysfunction SR I GSS ) @ Keapl  Nrf2 CoQy
: ' Cys Gl | v
® @Fc” i - - Y c
® .. ® IR ’\té/ Lipid peroxidation { Nif2 Ferritin |
®® on. 5 o S ARE
AT ] ¥ AN Sl
Nrf2 GPX4 PAVAVAYS VA
GSH t
Lipid peroxidation FT¢H1 H¢O ) l {
l i M5 AR HO-1 1 Lipid peroxidation
Dl Iron homeostasis &
— B = Inflammation | el . GSH 1
FSP1 pathway Dbl R é\\A Antioxidant gLt
impaired 1 defense
ERVW-11  AKT} Keapl} % CUMS — ACSL4  TLR4/NF-xB
>
| ! | % & | |
Nrf2 | % S
GPX4 | Nif2 4 = GPX4 TFRI
e Microgilal
SLC3A2 l | s il l J e activation
® @ic
I SystemXc  HMOX1 1 GSH oo © l
Do L
MDA t l Eﬁ/l&"\%ﬂ Nrf2 — GCHI l v Hepcidin
l Cys uptake | —— ! Iron overload
5 HO-1 — ® .. ® | ROS clearance Lipid peroxidation <—|
GSH ompensatory P
but insufficient HO-1 Iron
Iron overload dysregulation
. \l/ l Prerent iron overload ot
orves == B =
Lipid peroxidation BRFET

Cys: F 288 ; LRRK2: 5 72 288 & S8 2; ARE : 30 8 AL BB LA 5 CoQuo: 50 B Qo; ERVW -1 W R ML 45 g% A 20 W A%,
B 1;HMOX1 : s 40 2 2685 1;GCHI « & 3 = BRER SRAL K A B 1; CUMS 1844 R 7T 7 4 2 fm 5238 ; Hepeidin: 4598 & o

B 1

2 HWRIEMEP G BEIFIEIRILTIAT CNS
FRm B AL

AT I T 2 FRLRTE CNS % 1 Bl i v L
AR AR i, HOHAE FBLE S 2R AE T2 DI AR
Ko NI, ARSI 25 RS 18 o b LT
1L i S 12 24 LA 43531 ) 3 I kA T
167 CNS B EAARHLE , BT g #E 15) CNS B 25 W & 12
BEIRIRARIE
2.1 HERFEFRMEASEERREX CNSERBETT
ER

BRSNS R 2 2, B TP (astragalo-

HARHE R G AR ISR IE T LA

side IV, AS-1V ) J& H = B2 7 0% M o3 i
Aok, AS-IV R FE 8 FE T2l 35 SCI.PD 55 £ Ff CNS
PR T 45 52 e 1 . 7E SCIJT I, AS—1V 3 i |- %%
kA EB (transcription factor EB, TFEB) i) 21k, [
il Fe** \ROS A1 MDA 7KV, [A] I 2EF GPX4 Fl GSH 5%
ik, TR FE T, 985 Ha04375 5 1 PC12 2 if 44
i, BeAk, AS—IV 1A B B 1] 78 0T T 41 i 21 s 4
] 3 AT R T SIRT1 {5 538 [, i — 20 14 5 X2k 4t
T A A, o 2R A T 25 RN 4R Ak N 3 4
1357, #E PD H, AS— IVl 2 308 Nef2/HO-1 38
{2 GSH . GPX4 2 SLCTA11 By ik , FEAR 40 Ag 4 4k
B AR T A B i, el A M K e A e 28 5T U
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534

T2, 80 PD R A & Dige™™ . [RlET, AS-1V il i
P TLRA/NF-w B 38 5, 8757 /)N85t 4 e a £k , D2
P2 JAE , DETTACE PD /N BUAGI2 Bh T BE RS
2.2 ASEEFEMERS ASEF R I CNSERH
BIT1ER

ANSHBR TR ATEZ), B4 KR &
Jok & 6 =2 TR, N2 B AT Rbl (ginsenoside Rb1,
GRb1) B H FZIH s . Meng S5 WFFER I,
GRb1 38 28I 9185 T i s o e IS Jr 4 6 2 P 1) 6
ik, B 4% 1 (beclinl, BECN1) mRNA i) N6—H
SERH H ALK, JE T3 58 BECNT 2R H ) K1k,
1% SystemXc—GSH-GPX4 $T & Ak il , A3 250 3t 1 ¥l
BRIET I o8 /N AT AR HEAT o 7E AD R B,
GRb1 3 & #36 Nef2 {5 538 #% , W 3% L5 HO-1,
GSH .SOD (3 ik , By HLIARIE Br ROS I RE ST, KI5
PRI VE Y e Ah, GRb1 i T 3@ 3 F I miR-
130b—5p , # [m] $l il TLR4 M NF-«B {55 538 %, M1
ol 7D /0N 5 S5 4 L3 A U R 8 A 5 P 4 e i
Y5, M3 SCLis sh D fg™
2.3 FAEEEFUERS A HEFINHEIL T CNSEK
fRERTT1EH

FRAT T PR 0 I AR Y 2 o 2 A5 2
1 (paeoniflorin) J&H FE MGG PE N /. Zhai
SR oY e B, N 25 AT o IR 45 p53/SLCTALLY
GPX4 3 i, Mk IE T, 238 AD /N B 22 452 05 A
INFIAT R o D30, 2% 25 BRI G b — 2L 48 R AT 25
TrHT AD B AL AT RE 5 22§ S5 6, ¥ kA
T RN R RAE S 2 . fEPD
A 251 8 1o BOE REE AT SE AR I o 28 fl %
(a—synuclein, a—syn) ik , Y 2 PD /)N fA 42 R E
MZ B RE 2 A ), 78 SCLJy T, A5 2 1 il
b BTG SIRT3 38 6, A H20.451405 1Y PC12 241 Jid Y
Fe?*  ROS I MDA 7KF-, [A] B % & GSH 1 GPX4 £
I I AR BE TS G PR T, DT A R R
YERP,
2.4 FASEEFEMERSFHSER A X CNS Eiw
BIT1ER

P2 R i A 2 % B2, 720 1A (tan-
shinone 1A, Tan 1A ) 2 H 3= 2RI —ms MRS 15 1
BARE L BRSEY K B, Tan TTA — 7 T 3 o 90 61
NF-«B i #% (1% 52 B2 05 1k, B AR PD K B 2H 21
TNF-a IL-18 FINF—y [R5 75—y T L i
1% Nrf2/HO-1 38 [ , BI85 ik 41 21 ROS il MDA
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I WK GSH K B HO-1 2635 , T il &AL 17
S22t T, I8 DA e 20 0k, i PDAE
ARBYS FEAD Y, Tan A @33 F i HO-1 &K ROS,
T S A 2T R ERBE T, B AD /N RN )
e, FESCIH, Tan TTA ] 5 2 FRAR 0405 X 4 5 1
Z 5 MDA K, 18 i GPX4/ACSLA Sl il #2250
5/ R A0 T, ek iz sh Dy REM A
2.5 AERFEFEMERDLEREX CNSERH
BIT1EA

2T 5 K (Salidroside, SAL) 24 L35S 16 M2
HRZGLT S R N B OB RSy, A Tz i b
ZARPHE . AE PD Hh, SAL i 53 4 #5 Nef2/GPX4 18
%, BEAIC MDA Bk I a—syn [ 7K, $2 5 TH, GPX4
FINf2 (335, YR SRR B A IR R AR T, 2k
3 PD /NG ShIIRES . #E AD H  SAL A FE{IK ROS .
COX-2 Fe Flig Jit i S Ak i 7K F-, 3% i SOD Fi1 GSH
&, B GPX4 . SLCTALL HO-1 [ 35 , T 1K
2SRRI ELA, B AD /N BUNATIRE™ . IEAk,
SAL 38 iyl /b CD8'T i iu 12 ¥ , B Ik MDA 9 7K F-,
PE 15 GPX4 5 SLCTA11 S5 8 1 KK 7 I 8k
FET, WA B 36 Bk 4k AD /N BUASTA 01 30 BE Al dh
Zouiifi

BrULZ Ah, 2R IE R 2 FRE S A £
(R 2 28 BT 2 A S R I R I O M
Hrp IR EFHCOCGR B H RS L
R AR B WAL A LA NEERR AR
R A= MR S A A 0 e DA BT BR ) ol 4 35 A T i 28
164 W, Yo e i B Nef2 | 98358 PI3K/Akt LA K 311
il NF-xB 4 {55538 I 45, TIERAE T, M ek 3
CNSHWG o B2, AN I 28 v 24 B A I 3R )= B
B T R E A 22 A 22 BT T CNS 2R A
T, FRARAR B ar D% S0 Fh o S90S Ak
RIFM AR ER

3 BREERE

BRAET AR 8K 5l CNS P HERE ) SCBEL Y, 2
5T BACH A R B 4 A S IR A R L A
o BE 3R o ARSCRGE A T H L] K
HAE CNSE P iy AR, A, R G R4S T #b
AT L2 A5 v 2 LR i T PR AT T R R A
ORI BIPTFEREE o

A XS AR L R B R TR (EHG I PR
MG Z ERE. H o, T2 R R 2 R
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VR T B AR 18 oA 5 4x B T, 5 301 AT 4545 S5 A 4 15 25
BORBEATHL () R, G G 2 5 . Lk, K
SR Hp 24 LA 38 A7 7 P P A AP R AR | ot Jik 5
B 2 37 PEAS I IR L I BT 5 15 Bh 25 Ak 2 46
R A I 1) 98 K A A 3o 26 A R T B, B R
figp ke L L2 RS AL, B T 259 1 AR A XS

L AR N TS 3 BRI 4B T Hh 2 A
A DA At S5 56 o P AR ) BE R , by LLBRBE T
A5 ET CNS B B 6 S 22 4 (R ey R g R4 5
L
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