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Abstract: Neurodegenerative diseases (NDs) are chronic disorders marked by progressive neuronal loss, with pathogenesis
involving abnormal protein aggregation, oxidative stress, mitochondrial dysfunction, and other contributing factors. As a
core mechanism regulating mitochondrial quality control and cellular homeostasis, mitophagy has gained increasing atten-
tion as a therapeutic target in NDs. Food-derived bioactive peptides have attracted interest due to their high safety and low
toxicity, demonstrating considerable potential for the nutritional intervention of NDs. This review systematically outlines
the molecular mechanisms of mitophagy and its dysregulation in neurodegenerative conditions, with a focus on how specif-
ic dietary peptides—including corn, rice, walnut, and marine collagen peptides—modulate mitophagy and restore mitochon-
drial function via pathways such as PINK1/Parkin, AMPK/mTOR, and Bnip3/Nix. We also summarize evidence regarding

their efficacy in reducing neuronal apoptosis and improving cognitive performance in animal models. This work provides a
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theoretical foundation for the use of food-derived peptides in neuroprotective nutritional strategies and offers insights for

developing functional foods and early dietary interventions against NDs.

Key words: food-derived peptides; mitophagy; neurodegenerative diseases; nutritional intervention

1 22 1B 47 P 9% 9% (Neurodegenerative Diseases,
NDs) & —JE LA X R Ge i & oot TR b dsr
TEMBEIR, AL HE BRI SR 2K BRI (Alzheimer’s Dis-
ease, AD). I4:#%JK (Parkinson’s Disease, PD) | IJlZ=
4 ) 2 i# 1L AiE ( Amyotrophic Lateral Sclerosis, ALS)
F = 3L 15075 (Huntington’s Disease, HD) &1, jx L&
PRI BEAIL T 2 2, b M AR T S i IR AR L AL
. SRR TIBEREENS . ML SORE DL AR L2 n NER SR
M RE 227 T, AU B FR 3 AR T A,
At S EER RUTE ML . HarHTIEIT
MR AT 1Y 2454 T 2L R ARRE AR EE I H 75 (an=e
ZRURST . FHTAYER L 22 A0 A1 NMDA Z&+53T
FNCanSE LN, (HALGEET B SRRk, JCvkRH IR0
PERRM 40, JEBE R B ) 75 BB Be R IR i 2,
B ARG ST, (HX AR B RE AR A TR . IF H,
X LE2 ) 2 AR B R ER T A P 2 oo vl R
TN, W R BHAR SR T8 W T T
RERE ALY, [0 HATEL = A 20y P2 Wr = BefHAS T
JRYTHIHLAYIESRE

LRARTIBEREAF PN 2 NDs & A FIUE R IAZ
AL Z —o YENANMEPNI “BEE T 7, &bt
AT A AL ATP DAV e 41 A BB B 75K, i 4i i
AR, 5 2RSSR | AR AR T LA A At i
AT A AR TP RS E . M e T H S EE
T R FA BRI A= RE 7, Xk AR T B s I S X
8%, 7€ NDs 77, ZRRAKR D) GE Ffig 25 S S0 A D S
hn, rEAE R TE SR (Reactive Oxygen Species, ROS)AJ
4 497 20 B P9 9 2 BT . BB BT AT DNAG 3 ] 1
AL A tau B H T IRPTZE R . HLoh, Zeki
PRI BE PRSI 2 T2 ki B W (Mitophagy ) 52 FH.,
TCIR K BB BRAZ I AR, E— 25 iRl 2204
13, FEEEEACE IR, I R M diigdiT, WF
SEFEHH, P4 PINK1/Parkin 3 4% 7] 14 5m 2Rk A4 1 15,
e e e AL N (T Rk = AT G S B 2wt in i
X IT BT R E SR T RS RAE T U

EEPERK (Food-Derived Peptides J/Eh—FhHAG
AEYIRE R ARG, PR S i TRV FHAIS, A
T AEVR TS A AT e RN (R T A E S22
2R EURMIK EEORIE TR s 1, il
o P e T R R SR B T R B /N BR B,
HAPUEA. ik . gelfl s 2 m s rE™. of
FEZRHH, FRIRD FIAZ AR RN S RT L 38 55 38 B 4 it
PN ROS, VGRS AL B R AR i 5493 5 B Eekn
NS R e g S R BB AL FES < STA L N 5 ST NI
LA FTEAS, IR EORARTIRE, B SR ERN T,
ESI s s RS/ FU Cly b U= i S T}/ ES AL NE|
WERIALH, FTRES NDs 9B iR TR AHT B .

1 ZenifkBIERIALH
1.1 ZRABERNEIEEN
SRR B MR AR < TR 517, LT 1 BRAZ Y

LRI, HERAAR D A AN B FRAS SR T E A
FAARRT, LB [ W 3l A P 1 a2
IR IR LIS, [ 1L X A0t it —25 1)
Widss, DAL AR N EALAAR I BT RIS Al XA
(SIS AT B S L 2 —, tJE—Fh i
B F AR ALH] . B LR 1 W, AR AT LA
RS2 RPN, SRR, AERFAIEASER,
LR A =4 mT DA 4 S50 R, 5 U 0 2R
FUBE . BRI A AR+, s ACigha s = A e
=,

1.2 ZRABEMNEEESIBIE

1.2.1 PINKI/Parkin 15538 M- T AL 9 W
PINK 1/Parkin 15538 B R PSR A B3 AZ 0L
il FELE FF LB R TR TP B CHEE R (B D) .
PTEN 5 5% 1(PTEN Induced Kinase 1, PINK1)
S 22 SR/ D) A PR T, TR B0 TT W kiR 58
A 415) Parkin( PARK2) W J&—Fh E3 72 & -FE A
T4t L PR 98 A8 55 M0 4 RIS 19 & e AL I 3 DA
Febol, FEIEH AR FDIRA R, PINKI 5 28 k7 {4 41 5
(OMM) L AL B A4 20(TOM20) 456 /5 8 5%
i BLCRAR P (IMM) U785 592 248 I EHA R
GEAE ML B T AR B D) R B, 4ERFIKREA
EjlElas, Parkin &b F [ BAMHPRAS . MLbiiAsz
0 & A R R AN AR AR T, PINK JG ¥ IE 4 7538 &
IMM, TR BRFELCRIARS M 202 SRR SR &
PINK1 19 H Bk, MITTses Hgmg s 4, 3
JG 19 PINK 1 BRI LIRS NEER 1 FIZ R 5T,
T Ser65 v 25 A= R fh1Z 3 (p-S65-Ub) . p-S65-
Ub 5 Parkin 454, fili & Parkin 25 P H— >S4y
X3 UBL 54438 i B P, fft 5 Parkin 9 0,
JTAE Ser65 I s Wik — 20 W 1k, 58 4 Parkin
WEPE . BEE, IEALAY Parkin X} OMM & 1 #4712
M7z R AEN, TE e R EPY, sy ReEw H
W 52 AR 2R 1 (U0 p62/SQSTMI F1 OPTN) 4 Hij 16291,
i H LC3 g5 &l A AR - LC3 AL A,
fEHE A WEIARIE . B2, AW SIS R AR5, 15
il Z PR, BT F &, PINK1/Parkin {5 518
B AHAZ ODTE T PINKI X550 Lok A ilples viis U1, I
AR AL I ST SIS Parkin, BETTERES (3645
BT AR SRR RS A R EORAR A
W, X —idFRA T IR A AR, T 5E e i
SRR, 5| A ZR A TN
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Fig.1 Mitophagy mediated by the PINK1/Parkin signaling pathway
TE: AL TSR PINKI 240k SN EE 11 (Tom20) 4 A IMM -4 25 11 B VI EIFE A%, Parkin 4b T A M HPIRES: B. 440k 4:
LR F ML (APm FF&), PINK1 7EZERLARST i (OMM) AR W BL B985 4k 151K AY PINK 1 4K M4 5% Parkin, T LAY Parkin fH
& Tom20 JE M2 JZ 4, 12 REER A 2 ARDIF45 & LC3 HH .

1.2.2 ZARA-FILBIAR AME 2R SRR BA
W 3= w2 RS MR L 2 AR R 1 IS H
A E ARG 8l X EAZ RS Pl LC3 AHEAE
JFHX(LC3 -Interacting Region, LIR)F:7, PRI &
H AR 1% LC3 &5, IS 32 i £obn A ity ik
PEMETE R HARTE M) EZEZRE H AR FUNDC1
(FUN14 54835 11 1) . NIX(NIP3 FEFE 1 X) Al
BNIP3 (IR A AR EAE I A 3)45E0R,

1.2.2.1 FUNDCI -3k i FUNDCI J&
5 —Fh OMM & [, SRS T AE S B £k
A H W24l i 355 R 1A, FUNDC U EN T
LR b, S LRI LIR L)%, XSz (AN S
BILRABIAAR [ g N T2 FP AN SR, A FS AR . B
anasrfb. FUNDCI il it 58k s)) Ji- R g
1 OPA 1 (FIMP 25451 1) A Drpl (B 1EE AR
EH DHEAEH, S 5Lk s 553,
WFFE 2, #yE FUNDCI S5 AILRBHAR F g n] e
B IEZ2E 1) 18] 15

1.2.2.2 NIX/BNIP3 /- LR A S Bel-2 K%
SEANMIIE TR “ AR FEFFC”, NIX F1 BNIP3 #5 Bcel-
2 KGR AR, BT B SR RR

P o NIX 38 +F H N 39 LIR 2% 5 LC3 4545054,

MTTfEE H WA IE . BNIP3 825 a4 i
JAT, FRIIZRAA -5 AR 08 1T 2 A 728 S
P30 ARSI T . NIX/BNIP3 S-S R /71
LA W S AP AT oAl . ITIHIES TR,
BNIP3 4 S AR [ I BE T2 35 Dl A i e it S 20
M DIRERET
2 MZRITH AR LA BN SFE
2.1 SRIARTSEREZTTHIER

P2 TTAE Sy e BE S AR R AR D, A 2R T 25
DIREXS RE AU AN LR AR AT 5 1 i AR P
LRI o F AL AN BRI P oot
AERRYESF AN 2 TCHITH B, S e & | S fil s
i i i G s A e PR ke R . A, B R T

VE I PN 5 A5, S 5o 24311
BE, AL ICMEY | G, LRIk
JES 0] LIS ATP G 8. BR T =440 ATP
B, SRR SR AR NS 251 AL ED . ok
YA ST LR AAR ) 55 2% P RE ) A SORAAE b H At T
B AU AR 2 TR] i P R E R 4E RS AR 810, dufi
NESFR A I ZEEEL T e TS & D RE T R AT REkR i,
F A T0 PN AU B S B TR B 2 B SRR (ARG i R
DAAERFAR R B i sh P4y . WFoT 2B 1, AD 4§
PRLEAR AT FURG 1 43240 AR 3 H IRk AR T i
=65, 7F AD. PD Al HD S3FAZHZL ., 14l 4
FR I 2 i J5T 2% 32 A v R A AR LR A A ) B
K. DRI, ERF 2 e AR a S X 28R A s
MR R R S S,
22 ZNAABERRENEEIRITHEREIZNS
TEAPZART T v, SORiA 1 g i 38
HYIRESE SR eSS, HAL TIPS S st %48 S AP B R 3
HYE 232 HAE ), Shpilka 5944 WF57 & F1, WH4:£%
5 FR A B T 22 BB REAT 220, PINK 1/Parkin 38 ##
DI HEREAT T B [ Wk 55, SZHRERAR SRBUnE
MATTIR . BAIZR PRI BRYpE W) S22 R A S 6, — 7 T
LR A WS L S 30 AB F tau 7 FH S SR AR
5 —J7 1, SRR [ WS SR B EE L, s
L RAATE S W . ATP &8s/ & ROS 55 7=
Az, IR AR TR AL R . Yang G517 ST
KB, TEEBRIZEHE A (OGD/R) B I A 2 40 it
eIl 0i L e BB PUK 8 25 w YA LN = T DG 5 VA K N =158
i, P NI T, A, Hou 25981 &), i@
PG RAAR g T LAREE AD BEAUINEUN AT il
TCARBETNRE . RIS RIE R, Sk A WS H
S SR TR AR 2 AR e VI SGHR, H R wisk
PCNERAIE S S W . ATP S )808/0 &% ROS i J#r=
Az, SXCEE PR ZR AR TARIE, JE A sh i 2R A T ik
G O P i o N Y| g 1 [ o e YA N E ] I AR B
ST 2R A TR P VTR SR
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3 RIRMRE T IR ERIA BT HEZIRTT
MERRIE 7T

BRMEARAE S H 8RS 8 B 8, 44 1s
ZRE SRIETZ, MREE Y AR VPRI R A )
B = EE AR . A SCR G T AN FZ5 1 Es
PR LS T ZRRA 1 a2 B A T e i IR
THAEHGE 1.
3.1 A4IRK
3.1.1 EKRAK  EKRAKIELL B K (Zea mays) FE H
Shy IR}, i gk i A o Ak A ) A I R ) A IR T
HIETERBE . MBS — R R RE R B 5L, FORIREL
o im/h . Sy, EIRUME E SRR, FgE
KB, FAPRA R 2 L E T & Yo AT E b Ak
BE 17 m, HyE o A B8 AGLPM., HALGA 7] DL H
U 1% DPPH [ 3L HT ROSPY, 17— S 3% 4 F- B
CSQAPLA . YPKLAPNE, YPQLLPNE fE il i &5
5% R UNIS U T s R R 2 W VA G =9 AL R L IEZ¥2 1D OB
P, ESRFEEAD I, oK AR i3 380 PINK 1/Parkin
NSRS ES S AL NE N 37 g ol f1c87) o =1 = VA N ee g i Es = IR L N =]
55, WA % fire T IE R U MERR L 1 Big S 55 FNZoRL A4 4
1132, IESZ ARG HENR U I (NAFLD) 75 & 19 AD 1Y
S ERERE, 145 AB DUFR. tau 2B S BRR AL FIph 22
TCIAT O, B R M S ER . BT R KRAKE
W B, (RS R AR B PRV E TS e AN 7848, He
X KA B Dy REME ) STHREE TR — R AR
3.1.2 ROKIR JOKBRIZ R K (Oryza sativa) B4
Tty & = ) AR e R R, HAA B b TR LR
PURARIE, I SR Ty H 22 B0 W AE 1 R FH A
{H. BFFEH, ROKRRPTiE o Z R0 L & E A A
YEF . —J7 T, Fang 25 P4 WFoE & 81, & il Rk ik
(MW<1 kDa) HJ 38 3 1 il ZRr A Bk e A7 A REEAIR e 35
LRAATIEE ., Y5 — )71, Corpuz %55 BIFSE WK, &
Ji# KK AR (HSMNPSTNPWHSTVHT ) il i3 | 8 5
XA Y i 45 08 3R R L % ERK/CREB 15 518
% . $2 = S WERAGRAK S, I 2 5 R BR e P e,
PNIEE R G N R A7 s S T M N R TR VA - SR S e =
ZESRLIRIR, ROKRIKTT fEiE i g gbr A Fa s St b
KBS, BREMAOYER, (B EAR B AR KBTS
T2 R
32 RERK
3.2.1 MK EBRICEMAZEE (Juglans regia) FEH
I N FRE PR R, REH B bRk PLR
AP ThaE . WFoR 28, ZAHkIK(TWLPLPR) BB
1% I 2 REAIR ROS 7K, BB AL, TR FLk
BARAE YGRS R R 2 AR P AE L RE S0,
Hoph AR P AL am it F Y% PINKI A Parkin (932
ik, PRk Z LR Yz AR A B AIE B, I H
s AMPK I mTOR {5538 2%, H 58 LC3-11
I Beclin-1 F WEAH SCHE 1103235, DI HF Loy 4

FIWERT Sk, Zhao 5508 FE /)N BB B F 5 v 2 3,
EHEAK (YVLLPSPK) g |8 NRF2/HO-1 i sk
R AR AR, PR LRAARTE S A HE, Jis2k
ERE SO S NSy il T2 NE Ci N RT3 | IS A %N
F WEAE G EE IR, BRI T p62 7K, [ 4o is
TP 51.8%, B LA LRI TR I E R
322 MATRK TR AN T (Pinus koraiensis)
A RE A TE AR, AR S I T LR
ATPESSIR T TR B B R ST . SIS IER, A4
FAK KWFCT., QWFCT nJad it B3 B A i e
AN AR5, IT53 5K HepG2 4 Hul% J3e 7+ 2
109.02% FM 117.32%P%, b4, ¥4 F K WYPGK i
TEPOE SIRT3, b 25 [N A b B AL Bl (SOD) 11
LA SLO, ATTTHE5H SOD MIPTAE LG Tk, 33X fh
SIRT3 SR IYTREHLHRIAERF T ik i b
BFAHIBE ST, it —Ht it T 2t [ gt A2, A B
Fe B BRI RE S H IR

323 HETFAK  HETFIREE WA MPUEALTEERN A
M-I AEF, Shi 451 A% T (Corylus heterophylla
Fisch) 45 I 7K il 42 vh 28 52 Y 6 At 4B IK(FSEY |
QIESW. SEGFEW. IDLGTTY. GEGFFEM. NL-
NQCQRYM), iX SE IR EE X Py iR S AL i il g8 1 L
TR JERILS e H AR (GSH) - Liu 2512 JBRT i T/
PR 3RS Y 5 — B A AR KB (ADGF . AGGF.
AWDPE ., DWDPK , ETTL . SGAF), &gt [iF
SOD Fl HO-1 33k, Nl XO-1 /K-, A%l ROS
PR A%, T S 2 ] T M A 9K 2 T (Angiotensin
T, Ang I ) 355 5= 19 A BF &8 ik PN B2 41 il (HUVECSs)
M EARIIT, BERZRAARTIRE, JTU T 4UAdE T
X UL S RS T A IRAE P A AL D R L5531
Poktts, S FRUISOCE Rpl st 1 BRZA 25— 256 0F
3.3 EFERIFERK

3.3.1 FHefafk  BIFES EIRR, BRI T
Ji TR AR, PR S 3 1) A A v P A s (e R
EL AR S SR A R B B e, Horp, P
JZ Ik (Tilapia Skin Peptides, TSPs) fE it 3 o35 = s
SIS/ NBR R EANIL(GMCs) Ze R AR T RERS 1S, 45
EI RISy VAL S UNE R N /-5 YA % N ASEN VAN R4 25 YA
AR 42 BA B T A4 PN ROS BYZKSEY . FESh /K
-, TSPs 14 A] s 8 biyps K BRI QT+ A A0 B s
PRARAY,, FH-3H i 2 APE PRI B (R B2 4R 28 AD S54f
ZERA TR B UE L), Jin SEOY 250 5T A N,
TSPs i BEALIH i #7% Bnip3/Nix Z&BAR [ W55
I, Wsm AT 2T E AR O E T RSP, o
AR R R FH A -

3.3.2 RWERa AR ARG R B, AW EE £
(Raja tengu) FZ 85 /KA Th 43 2 s AbAS 20 g —Fie
SV p-43 I HI K (ZGYRPLRGPQFL), £ AD Bj
AR EEE . ZAKBGE R SIS p-4y
PABER P, S TERIAE B KA 1A= AL, PATTTYR
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Table 1 Mechanisms of nutritional intervention of neurodegenerative diseases by food-derived peptides
through the regulation of mitophagy
BRPERR WFFE AR RRIK SR gy TEM®R YEFIHLEI EEPT N
wopp ABAP L?i \Lrﬁg"JHesz AGLPM, HALGA  400~2000 pg/mL Eidn s o [49-50]
Al THIRROS, MR ROK -, 78
CSQAPLA, LA [ W, (R 2 AT A
— YPKLAPNE, — AL ZHili. BIEPINK/Parkin/F [51-52]
YPQLLPNE FILRLIR [ W e, feat 2 Lk
E ISR E RS _ PN 143
@E{fyﬁ%ﬁ@ — 800 mg/kg/d, 70d  PINK1/Parkin [9,53]
, Pb>i7E FIYPC1240 /8 100 pg/mL, BULHE  p o hoy e THBEROS, M ILAIL BRI
" ikl » PR
A B MW= kDa 12h Rl R b
PN e TN 25, 100 mg/kg/d; A (R CIIREIL, M Caspase-
BT, H,0, 1% S SK- HSMNPSTNPWH 54 500 1000 ng/ AL I 3/-8/-9W IR , DT 41l 41 it [55]
N-SH ki) STVHT mL, BiLLHE24 h P
o PINK1/ Eid [ JHPINK 1 FlParkin )31k,
BRI HTRAURVNRSE  Twiener ATl B pinAMPK/  (EEZCRIRIE ZIAH  [1056]
mTOR WAL o 8% AMPR A
mTORTH 5, 45 H AR A
- in- e
H,0,% SHIHT2240 1 60 mg/kg/d, 28 d; ﬁ ii;;gjg?ﬁ‘ﬂ‘?ﬁ%%i’%
B AR RS S YVLLPSPK 0.1 umol/mL, B4h NRFYKEAPUHO-1 pog gofhrts (v mocopaqs  [57-58]
’ B 4 v LA G, W AT B A
/N J¥. JfiNRF2/KEAPI/HO-1&
FEBIEPINK L, {2k A [
ABAPif 31 HepG24l - ; T BRROS, AR E LR AR 15, 1
AT I KWFCT, QWFCT ) AR % H ’ oVl 59
Pk Hukom Q 0.05 pg/ml. . N s S
IR SIS T /N R 60 mg/kg/d, 30 d; AU 07 . PTG SIRT3, ik
fﬁﬂ;ﬁzoziﬁﬁ_ 10} WYPGK 0.1 pmol/mL, T4k EAL I I ek R 2Bk Ace-SODZK [60]
PC1241 fufsiAy JH24 h S, iR AT A AR
FSEY, QIESW,
SEGFEW, IDLGTTY
7 — g ’ — AR
Pk GEGFFEM, PR wros, wsa g,
NLNQCQRYM LRI, (AP AR5 2 41
YRGBT
MRS 1% TE'FE/J A\?fgglli: ’ S\?/%I;K 5~2000 pg/mL, T4t AN . [62]
HUVECs4H {57y ETTL. SGAF FH10 h
A PR ORI W, LR
KT BERERY . LR
A S B NER R G338, PRAZ LRI LA, YD
UZE | 50531 NI 21 ) OR 1 TETpN - 3000 mg/kg/d, 56 d Bnip3/Nix LR A 4 s T RN Y [63—65]
A ROSHYITEEA . BLTE
Bnip3/Nix{s 51 #%, SR o0
G B2 AL ST T R
i N T B4 ARG, AR AT LR
AN 4 A WA -
Rt 17 ik - ZGYRPLRGPQFL — 0 B- 53 W T I Ty [66-67]
U A AR B 5, R T
— g T o FACR, Mg FERBel-2f9 K, MG 40 A
=PI IR PCI241 AR AL GTZDZLDK 100 pg/mL - T, WA X AR, [68—69]
WATERA e
STiPUN keS¢ N BN R 2= K
R GAIE N e e 2
Ac- JCo JB/PROSH R, PRI LbifA
e YN SDK B! RADARADARADARA 100 pg/mL JAK2/STAT3 BH A, SR ARAIE T, H e [71-72]
DA-CONH2 AW, BIGIAK2/STAT3 (551
e, PE— AR 2otz A Ak
o SRR T B 4
| EPINK 1 flParkinfi 335, 3k
ZIERR )1z R AR [ 0 A
TERR, Hesm A H W DD
. R/ 8 \L 4]
K IR U DIKTNKPVIF 10 me/kgrd, s6.d PINKI/ParkinAMP  ROS?E L JRALZRLB L PN )

K/SIRT1/PGC-1a

MO, e A
AMPK/SIRT1/PGC-1 o 53 i,
{RAP 2T A 2 S AN R
ToRYE
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k1
JERTUEIN TFFEAS T KK 4 BRI fER&ERE 1 FIBL] 275 30k
KAk — GWLKVGQHTR — AR TR B B SR IAE B Ak, [76]
U E AR LB R AR R A5,
- Asp—Arg—Glu—Leu — Ner/Keap 1 Mmg&;#éja *ﬁﬁi Hg %?&‘H: [78]
B Keap 1/Nrf2/TXNIP, M4
N KYSSPIHIW .
e Pb* 5 SHYPC 1240 X 0.2 pmol/mL, ikt SRAH AT ALRE T, (R LKL
Itk e KADLYNPR, man  KeapUNIITXNIP Cpepe sepmpmoeriik, i 0 50)
A 28T 1 AR N AR
. H,0, 5 APC 122l = )
L NHAV, HVRETALV 10 ug/mL B oS, BGRAIROKT i 181)

H,0,1% % HepG24  WVSPLAGRT(H2)

izt IGFLIIWV(H3) FUbE48 h
H,0, 5 #fYHepG24 ~ WVSPLAGRT,
J[ug Eit) IGFLIIWV -

0.1 pmol/mL H2;
0.025 umol/mL H3;

LRI EAL0G, A R Lbs
PRI TE B IR SE R b
NE-BI S, Wb 45 A T [82]
(771 WA S R IRk
R, (AP 22 AR S 245 5

SRR Mg
E

AALR [83]

B A XERAREEPEME Y X — ML A B
FHERFER BRI R TEFE M, I RE A2 e v Zknid B

W, SHAESE AD BERERAL TR T AR . A, i
JREE B HAA 1 A B 280 HH S 28 b A AT P, BEek
LR RARTIRE, FHEREE MG AL A BRAEYT, LB
PEPEIR T T R

3.3.3 =B S AR Pangestuti £5 18 ) = BE g 5L
(Hippocampus trimaculatus) "1 53 5 i —Fp HAG 42
LRPYE /UK HTP-1(GTZDZLDK) . AR4M 3256
UEPA, IZIKREA AN AB) 4, 5T PC12 Al RhLE
B, LR ML Sy — 7 s EJE bR T 3R A

Bel-2 13K, PRI AN T, 35 AB 4, FTEBLAR
M B35 D — 7 T, Z K BeYA T Gebi AR T ieta
A, Hama R HE A BT BRAZ IR, BSR40
AL 4 FIFLCE BYAEIERE S, AR, HTP-1 B fb
TP CUNIE R E B 258 UL TT et — 25 P[RR s Lok A
A mER AR, e R MR E

34 Hfth

3.4.1 ELWEIR LERE P AL AR KPR
W 22 &9, BadiR . biEfb. PridraE
Z P EAE U, 3 vE F A Yy R R I 1 o b
ZARPRIR, R IT R B —Fh 3L T RRSEOKEE S (Ac-
RADARADARADARADA-CONH,) 147 %4 i3 1% 22
iU, ZBRGA M E GG T 220 R KRR
M, E VR > ROS A2 il R LRI A IR AN, Vil
FAEALR ARG, Jm e R SR A W e AZ 45 4
MR ATERR . BN, X RG BRI JAK2/STAT3
(CRCE il R P R =R A IR G it e (e M SE IR i
ToRE S,

3.4.2 HAREEAK SR ERAE N N AL 5 (Solanum
tuberosum ) 35 FH P HEE Y A P00 TN R, BRI
B SE IR AR A S E L Y S aBPITATITR = sovier o s 0 o h
A, G445k DIKTNKPVIF il JEE Lk i4 [ mfn
EALREON S5 R AR R AR E . 1E5r+
HLI 7 T, A IKERNS 2 55 1 PINK 1/Parkin il
B ORI 2200, PRI SZ LRIz ZRAHIT 05

AT, PTG SRR A H WEeRUY [RIAT, 2 kB
HEA %V ROS A il PR Lebr AR RS Ha A7, FF-H ]
AHMEYE T . Huang 257 3 2EAF9T 2600, A2k
i 3 7S AMPK/SIRT1/PGC-1a {5 538 4%, 3455 41
M PEfRRE T, (R IEORAR A Y& AN T BR4E R,
AT 22 7 T SR AL A 2R3 o
343 RKEAK KE(Zizyphus jujuba) VE ML G ZY
FAAEY, AL Se i 5 & B MR us 1 A sk
J 51, FRARBUAEALIRZE Y BT . Memarpoor-Yazdi
U 15 14 A R ) K i ) S L s Ak AR (GWLK V-
GQHTR) B W EF WPt fbimt: . iz AKRets B0
SR A L, I B G B T ECG VR, Redmii g vt
AL, EFFERR S A e s AT e e k. ik
VEFIE R & ot e sz Aty SEmieE Az )
RERRE AT . AR SRBIFSY R B, RSk PR 1Y 1% P ik an
DREL( Asp-Arg-Glu-Leu) R il i3 # 7§ Nrf2/Keapl
{5530 %, W58 NPT ALER 2Rk, SR Al
R IERTEAAR 451405, I 7T B ik PR EORLAA B
A FRAEFFAPZOTIIRET . ILAh, B AR BREORT AR FH 7K
Y (WISPHs) WHIESE HA W 2 1P b FT ACE #1j)
T, HARSr R KB (<5 kDa) BB %03& 5 A
e RFHAN BT RS R, IF T GEiE T R ek
R REAH I B, ST ZIRA T BRI s 7 T T
FI8,
3.4.4 FRK  ZKWF(Camellia sinensis ) KAE A —Fi
RARAEWIEERR, BRI 2 e AR 2k,
TEMP LRI TSR I E IR T b R L 2 7.
5T 35 W], CsTP4-SFDPLG #lI CsTP10-PLYPGG %
ZntAKAE BI4ETERSR DPPH A1 ABTS H i3t 2454
JE BT, FEING B ik, B B P AE RN
PV, b, F5 R (K'Y SSPIHIW . KKADLYNPR |
KYGPTPVRDGFK) A3 £ 3#7% Keapl/Nrf2/TXNIP
B, L RPTEARE RS, P SR 2N A BT
SEALBAEEE ST, JE h LB, Zert AR e
th& oAb, I REAR E I ZRBAAR 1Y A WETE R,
ALFpLAARERA . BRI, Y HTAS IS 2 IR e —
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3.4.5 BEEMKFAK  BERCKF(Ricinus communis ) BKVEN
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FAEYINE M, 7E NDs 198 35 W0h B8 W FH M
{H. WFFE0, ERRHFK(NHAV, HVRETALV) fig
HROERR A 3L IEIR G AL, IR ARSI SR b
I VR H,0, SR gE oY, Hapr S LT
AL FEREAR H,0, 75510 HepG2 4 il N ROS FlJR 5T
ALK > NO 7=, iR el oA a1k
Wits, (EDED R, FIRTLRBAAR I, kA, BORR
KK (WVSPLAGRT. IGFLIW V) i# i 54455 NF-«B/
iNOS 15518 4%, & %A% TFN-y. TNF F1 TL-6 254
R F IR, IFHEFHPLR T IL-10 fyRIA . I H
TE H,O, HIFL T, #F ROS /KRR 72.1%+5.0%%1,
B R U R R FEP TR ST R VB, R4
kiR e vE, NI B T2t 2B 1 M AE o
4 £5iE

Lkl B BEVE S R ph o iR S RO LT,
TERPN 2R A TV A A2 5 % R T s S A
AR RGLRIAR T B PR EIKE 1 P84 PINK 1/Parkin |
Bnip3/Nix 45 £ R4 [ W SC 5 1%, L &% AMPK/
mTOR. Nrf2. SIRT 55 BIE S5, ARG LbiAT)
B VR E AL S 2R SORE | AR AN LR T4 T
RIFM AL TER . ok A TR Rk B HEfm 255
P ISRACTR TR B, ASEAT B ARSI AN 5h
W) S B UE A S HA Rk, e R B 2 L IR
PE . S ARSI IR, S SR A TSR 1
FE IR T IRAE TR B R R IR . SR, 1%
SURA RIS ZZ PR, BUE T IT 284 3 T A shy
FSEIRY, e = i S R I R 58 30 U L S PRy T R S e 4
e BURMERRIIAIROE R | ARARIETE . 2R R
B R ak BRI i AR e A I EH o RSP RRE t L shak
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