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) 56 B 114 4 JE 200 M i K e Ak 0 s /L /9 2K DA
RS RN ENG B UR- 31/ ok 7/ K kel o A
2% BEH K (glutathione , GSH) A9 #8 /X A1 45 e H Ik o
AL W) B 4 (glutathione peroxidase 4, GPX4) 1) 2k
TGS MR AT X T GPX4 i Ak 1Y 38 J5E I
ANBETH B 7 AR R IR Bt AW . R B AR )
H BRI RE B A AL E RS PR R AR L M B R 2
JNHELFT G B BR (polyunsaturated fatty acid, PUFA)
WA 1 S SR R TE T 10 3 AN BEAARAE . AR R BE
J5 i AR AR 5 R BRI Ry R R T A L TR 4 A
R, BT Z LS WM YT OF 2 2
BRI R . BRSBTS R W K 2 AR R
7 AL FE B AR L 2R AR oA

2 BEREBEHERFEIEES AD

BRIET-ATRES 5 AD KAEHLH . AD fix N gk T
i AU ok S8 A 7= 1 IR 3l S s T BRSBTS AE AD &
FRALE R A E R . BF T BRI SR BT I £ F
MR AAE AD th AR TE S 0, AD H 3 i N A 7R
BRAC W A2 A8 K Al A AL B )R AR A R M (redox
dyshomeostasis) Mg i id H ki 2 =5 AD kK
BLI .

AD H 3 1 K i v S 7R A7 AE B AR A 0 L I
b A A e H BRACIE 2R AL . S AD R BT T AR
Kt FE PR AL T AR A IR YET . BEgEN R L AD
S0 A0 Bk R i A GSH /K B A% . £ B GSH
WRASWBIR S AD ARG, BT GSH K¥1
M, GSH A ¢ 19 Bt & AL il 5 e H Ik S-5% %% il



- 668 - WG BB K 2 2 it

HAsHE el

(glutathione S-transferases, GST)7E AD Ji5 ¥
WARA TR, I IRE GSH K5 &2 AD
HEIR A SO . 16 AD [ SRR G bR AR
KWL 3 GSH 7K BEAR, 5 1E % /N BURH LG » AD /)
BUI A GPX4 KRR . GPX4 3 BE 3R 3k e %
M AR B AL R R R & TC e AR BT
AMLFE M. GPX4 PR BR T B D XY il 4
JCE R I A RIE R BT 40 I s AR i Tt e, R
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ANERR BRI i 0% ARG S e & o0
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ERK 306 F1 B 5 1) pf 28 9 0E 51 5 0 02, BRAE T
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W 7 ) FCAC DI RE AR 28728 1 L iR B o 48 Ak 7K
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2 P i i AL R BE 19 PUFA 19 32 B F € i
XPAD BEHIET- M RAE W B CEE, ERNBEIEN
FEW Sy PUFA, JEH 2 TR 26 5 1% — M &8 7 1y
PUFA &% 5 3 B g Bl A AL B . il T 1
FAAE R B PUFA, # 22 S0 0] R SE 45 5 % 3] ROS I
i, T BOIR B AL R, e ok AT RE S AETE 2
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A T A BRI 25 2T 2 g 44 1) A T R T I R
235 D X R R A ) 451 2% T A8 S i A 1Y A0 A BT
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s 523 S i it S Ak 7 W 5 S U A R I A AR
O, EA R B, ik PUFA B IR A &
fif ( lipoxygenase, LOX )., ¥ & b 0§
(cyclooxygenases, COX) F1 40 il {6 F p450
(cytochrome p450, CYPs) iX = 2 If it 4 1k Bl , 75
AD B2 R A T RN . AD B KR 12/
15-LOX Ay i % P4 1 2 39 s H AR 1 Bk F- 52 ma /b
SRR (R 10 A2 F 2 2 BB T 1 12/15-LOX 1Y 24 B 2
PO AT DL 3 AL X b AD B R RS L ER N R
( malondialdehyde, MDA ). #& } F£ [&
(hydroxynonenal , HNE) Fll N & % (acrolein) 7E P )
RT3 A = W FE AD K i K B B TR e
F T U 3 2 J3T I A7 7 . K98 PUFA (H-PUFA)
Wb kb . ik PUFA(D-PUFA) SR EUYR

ST 4, 5 H-PUFA #f [t /5 & PUFA (D-
PUFA) B 4E 28 i 5t i /AL 19 A FR 3548 =X s . D-
PUFA TR £ a] 7 1E AR B2 it 4604k 7 9 00 T8 1, OF AR
APP/PS1 #IL /NP A 8 AR B . Wik,
Jig i S Ak 7E AD 9w BER 25 ke %5 G s L IR
J i S AR B R AT Tk AR P Y T R T L R AT
Xt AD g i ik Ak 1 B 4k B8 TR 9T T R IR 1Y
B

3 EE RS R AL W B D 4 Sk TR T 5 R R K i B
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12 AD o [a] A7 7E B BT A AL 35 0, TR AT T
R R I o A TR AR Y 4 i AE T X T AR AD
rh o R i BT Ao A AR R T ) AD & AR A
Yy, i BRER A T I A & vl g HC A 38 T 3 o 4 ) Bk A
=76 AD FRIEIGITEH . 78 APP/PS1 X% JE A
AD /N W, = K & B # (tetrahydroxy stilbene
glycoside, TSG) nJ i 1of ) i %&b 7 3 A i 5ot 4L 1
B AD AER . TSG [ 8 GPX4 Fli 4 fk
Yy ;b B (superoxide dismutase, SOD), T ¥ — #
G 8B TS IR R A A U R S 5 R 5
4 Cacyl coenzyme A synthetase long-chain family
member 4, ACSL4) Fl ¥ 3Z 1K 3 1% 7 4 (nuclear
receptor activator 4, NCOA4), Ik & M &= &%
(ferritin heavy chain 1,FTH1).CD98 Hli# it #k {4
FJE 7 W5 11 (solute carrier family 7, member 11,
SLC7TA1D), £ W] TSG "] Ll iF SLC7A11/GPX4
T % ACSLA % FER AR % A ¥ P IR B S Ak
FEFET-RIE Y . 78 AD [ SAMPS /N U
/NP AR A IR (GinkgolideB) il i il GPX4,
SOD Al GSH . #1f Nrf2, 1198 FTHL, T % 8 &
H % {& 1 (transferrin receptor gene 1, TfR1) F
NCOA4, &k MDA 1 ROS 7= 4, 31 2 3% /) BLA
AR B A v-GOL R B R S R R R K
N2L, 4t 3% % ¥ % ( Eriodictyol ) Ml #b 7 fiff
(Selenium) ¥ fil 8 i Jig et A A0 A # GPX4 3 it
7E AD M EARPEGR D, BT —RUEaY
RAEPULRICT AL o A W o BEAA B R AL B T %)
BT A 7 W s /D T TR B X R B T A 0 AR
JH S 2 75 8 4 2R A QU 38 % . GPX4 3 f%  ACSL4 i
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LB Y I 1538 ) 22 08 PR R R A T R AR
BL o



=[S S AN S 74

HAsHE el

* 669 -

£ MEMEITE TS AD ML W IE RS A S
wan o i 25 HL1F 2% Xk
T OB RAETEEIE 5 XFAD /MR v IR i 4k v INEIREZ 41 v AD /N UG H AR BEd L AR % ik Tau (20]
P i E AL A BACEL B33k v 8 B A A H K
WA MR APPswe/PSIAES-  § B Fit Sl L RIIRERE R, ¢ AROLTAREE § A IR 15 I 0
CMS121 T 3 RN B A 2
A% 1 AYEMRMATE ¢ IR AL R AR TS B M 25 TEIE T R e (22
AT 1 N B A R AR V5B M 25 TEE T R 2 (22
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