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Application of Nrf2 activators in the treatment of Alzheimer’s disease

WU Yufeng, XU Lili, DI Bin*, LI Bo™*

Department of Pharmaceutical Analysis, Key Laboratory on Protein Chemistry and Structural Biology, China Pharmaceutical Universi-
ty, Narjing 210009, China

Abstract Alzheimer’s disease ( AD) is an irreversible neurodegenerative disease. Main features in AD brains
are abnormal deposition of amyloid-beta peptide ( AB) in extracellular senile plaques ( SP), intracellular neurofi-
brillary tangles ( NFT) formed by hyperphosphorylated tau. The cause of AD is not clear. Oxidative stress is con-
sidered to be an important factor leading to the development of AD. Keapl-Nrf2-ARE signaling pathway is one of
the most important defense mechanisms of antioxidant and/or electrophilic stress in the body. The activation of
Keapl -Nrf2-ARE signaling pathway induces the transcription of a range of cytoprotective genes and reduces oxi-
dative stress. This article outlines the therapeutic effect of flavonoids, phenols, carboxylic acids, esters and other
Nif2 activators on Alzheimer’s disease.
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RIPIFPEAL, FGA H 5 T A AD gt i) 5% ~
10% ,— % 55 % Hif A0 , A B 2 it 0 My A A T i 4
% 1 (amyloid precursor protein, APP) | F.Z&E T 1
MR EHEE 2 X 3 M B EER TR, L E
3RS AR KA AE . BUR AR B2y 5
A7 AD JE IR 90% ~95% 3 H FE BN i AF Iy
Wi (=65 %)% . AD MR I E 4 KW, 16 2 Fh
FILVERT A0, AT RE 5 4R 0% st A% A Al A 3R
(BLFEHH K- SkARIM AR H A Wb IR
TS5 ) Ao, ELRT M A SR A T ik o Yok
TR RE R A5 A7 G 1Y UM N C B IE S 2 iF AD
RAEREWEZRNZR, 5I1EH KL, AD B&
2 rR R A I, 7E N AD S RN Y T
Lo 28 U A A U 21 Nef2 ARG, Nef2 A7
S RINEAR =N fi1) (B N L R N I E =R A Y TE
R, SEpR LY

E AL % (oxidative stress, OS) H 14 N & AL 1A
VARSI AT 5T 7 Az, 95 PR A B 37 1 4R (reac-
tive oxygen species, ROS) {3 mE B HT AL R S
Y ShRERERS > FEIE 3 AL BA PR, ML 24 1
ROS 5H AL RGEHFRAY ROS 4b TV, 4
ROS {1477 A i 0 48010 22 48 191 B R 7 I 0] 25 7
Az OS AN 0 Ha T DR IRT ) g 46 S A
HRZAFRIIR (5 T84) , 5% % ROS
R

Keapl-Nrf2-ARE {55 i % /2 HL A4 410 01k F1/
SR H I B A B AL AR 22— ek o
AT LA 2 0 A8 I SRS DL A AR A, Vs
b OS, WFFEERM, B AE R Y G, Il b Nef2 R 5K
TR S ROS ZHAA] 75 0S, AL, BTG Keapl-
Nrf2-ARE {5538 % 7] GE 21097 AD 19— i of
DTl ASCEELER Nef2 JOE FILE AD JRY7
R

1 FIRREERRS RLAR

AR A A A T BRI TR 2 — (]
A TAFAEP PR T, IR TR H
Heo SR ROS J A PN — S FL AL 38 J5 ™ 1)
1 FHAS B L 7, ROS 3l LA A5 v A
Fasg fg k" . ROS FEA4E A B b 5L
B (-0,) REA M (HO ) (Had A A %
(HO,-) Flid % A f12& (ROO - ), LA L AR A i ZE AT

AW 0, i S AL E (H,0,) Fld AT i R £h
(ONOO ™ ) &5, ROS = ZR Y5 A0 4% SN F1 A 5
P, Hi R R RS e — LAl e ) 5
(andeheRl D5 E e BUER RIS EE E
Tk A F LR . ROS RN ALl 6 i1 4 2
FEY TR R G BT B SR . AR IE
WA, Ok \NADPH 44 {4 i} ( NADPH-
oxidase , Nox ) F11 25 I % 45k fiff ( xanthine oxidase,
XO) AR 1 ROS G i AR BT 4801 770 4 455 76 A X
BARAIKF o (H 254K ROS FIHT A AL K- = [7]
(P BB TR, AR ROS BB, 77 2E OS, MM 3 2
HE LR R B AL, 5 LA I R DI RE,
YA P AN hIRs WE PRI AD (A< AR | I
SER AT S BRI, A0 ELAT RN R AL ARG R
45, T LIHBR B B 5L, 2> ROS, AT 4 5 A L id
JRRR A, b A b B 3 A 45 A 1L W) B 1L
(superoxide dismutase, SOD) . i % 1k & ¥ ( cata-
lase , CAT) Fl1 45 Jbt T JIK 3k 26016 ) Wt/ 36 S5t ( gluta-
thione peroxidase/glutathione reductase , GPx/GR) Fll
A . AR A L R SR A K (glo-
tathione , GSH) | i J52 ¥ =X 14 08 5 Jie it W vy — A% 1
FRBAEIR (NADPH) 470 IR Il R A < 1R A B i £ R
SNEATEIE SR NN X 2 A L7/ R

FRAX f 22 22 5t ( central nervous system, CNS) Xif
OS FERIBUR, BRI ANR : (1) KIGIHFERE I K, X 4R
AR ORI T R RA 2 4 x 1074
FIEIBE N1 (2) R rp R B #2242 SO (i
Z AN ) 7 A R K ROS; (3) 2 FHUR
i v 453 Ja 1 - OARIG n, inss ROS 17745 (4) K
iR B AT R S TR 2 A A A g
W' KK H i OS B AR UF AD g K A
JEUOT A s (1) R AR 0, 7 A Y s
AR PITEPERE , G4 4- AL TR N R 2- NG
P (N ARIEE ) LA 8-SR FI R AR 5 (2) A B 4 k4
T, 77 A RE 1 B 3R LR R 5 (3) DNA 1
A3, 320 DNA RUFER L, 7 Ak kP 1Y 8- 5k
It 4 7 8- B IEERG 5 (4) B AR AL TR K T it
ARG PERR G, DF 5T & B AD (835 2% P PR
R BLLR KRR FEALLR e R AL
AR C YRR E KRR, AD KA A X
ol (AL HR AT FIRH B2 ) BT A A A 3 1
WA (4R SOD CAT  GPx FlIf £ & i 4 i HO-1) ;5
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(5) Mk Hh o R AR DUAR Py 3mSR AR T 2
) B ks (6) BE AU D A4l (5 5% C AL
(cytochrome C oxidase ) 1§ RG22

AD (8 D) TS IR A0, SR T, BOR B2 1Y
IEHEW] ROS Al fE K45 O HEAE HT, I 72 AD
BRI H 22 IS B = 7K - 1) ROS, BR ROS
FTREAS S AD Y fil & AR H B AT AT R 1o S A it
P B 5 LR A R AR ELAE FT IR kg . 1Rt i
1 AR Y ROS JKF-, 245 41 48 f i i B 25 AT
AESZIRYT AD B— TIPS T 14

2 Keapl-Nrf2-ARE i@ % 5 S 4k B

A W2 B SN (AR 3R GRS SR
Z5) AN EE (ROS &k AL Y RN S5 ) 4y 5 i)
B, — BAR N SEAGE A A A T, ) 2 S 3ORE OC
PRI SR L RGOS, 4 i ELA A 7] Y 97 48
R G AR A s 5405 . Keapl -Nif2-ARE 55
HH F R UADT A B B T A B AL 2 —
B RIETESR B VIR G, G4 Mg | p 22 3R 471
PR O MAF PR AL %

KR 2040 i 222 AH 2% X1 2 (nuclear factor
erythroid 2 related factor 2, Nrf2 ) , S5 P =% & g
4% (basic leucine zipper, bZIP) %5 5% [N T Z it 7 i) —
bro Nef2 43 7 100 Ff OS AHSCHE PRI Rk,
WEEPAILE A T R g AR KT |
I DL B — S5 S IR 14, IX S6 2 1 S
FER A 30 5 DXCER & A X E 15 S5 fF ARE 7 5]
(PLEARIE T ) , B Nef2 FS5 SR,

Kelch £ ECH £:FEE 3 1 ( Kelch-like ECH-
associated protein 1, Keapl ) B—FffiH#EH, /] 5
2 R EH (Cul3-Rbx1 ) J2 Nrf2 4545, Keapl BA
3 >Ry 2F bt 2 R 5Kk (CyslST, Cys273 FiI
Cys288) , a] AR A (9 S A3 JSOIR A, X Nif2
AT TR AT . TEIEH A BA T, Nef2 DTG M
MIE XAAAE T M, IF 5 Keapl {1k, Keapl 4
S Nef2 (932 2 A0 HE AR B A, M ob A Naef2
YERFTEARMR FE K -0 72 OS FRAE R 251K (il
ROS BSERAL A 5T) , Keapl H1 A BE 2R 5k 5%
WAL B 1, T 2 Keapl BYHY R L, Keapl &5
Nif2 fif 5, Nef2 1992 8 AL R R A5 1k, B 5 B
Nef2 205 06 A AL, 57— R 540 M f)
4113 (41 SOD . CAT . GPx . HO-1 .NADPH it 42 4k,

W JEEE(NQOL ) 45) iy %% 3¢, I & TP R 51
WO AEFR AN RS . AT i 2, Keapl -Nrf2-ARE
{551 Tl AR AT LAY 20 i 14 4804k 38 JEUIR 25 LA 4
Franfiazs, 20 E 2R Nief2 1640 i % &
PRI A T X7 38 1 I e S oy Hp P B
Keapl-Nrf2-ARE 38 B (38006 7 B F O3 A 4K
PPN, ALFE O MBI RIS P AR T R
TRAIR S o VF224 5 A Nef2 J27897 AD [ 4
b, F HF 5 & B, & Keapl -Nef2-ARE 3 % 7E 1]
SRR T RO TN 22 R P AR RE S5 A e 2R A T
PESIE AL LA RSB IETFIE S o G, T & Nif2
PTG SR T Keapl -Nef2-ARE 38 % n] LA 4 s 2>
0S A7 AD I—ANT ko

3 Nrf2 #iE 77 B 7R 3% it BRI P Y R A

W5 F B, MR T IE 3 K, AD H % T
P Nef2 f) 7 B, OS BB in. OS & 3B
W B TEMFEEE IR TTAR, AR IRTLAR & gl 08, &
B AD BRI B &5 & B . Keapl -Nif2-ARE {5 %5
T [ R P SR A A TR AR 2 A R Y A
Nrf2 8 700 vl A3 i ) Nef2 4 35 L i S 40 i
T4 L B 56 5% /0 08, kst AD Stk , 7] 7 Ky
TBIT AD [ A4 o AR SCM His 800G 70 B4 245 4
Gy, EELER TS B2 RERZE R S H At
J& Nef2 S 50T AD 697 BIFIE 2R M AF 9T &
RS2
3.1 HEAx

B G W12 46 FEA BN 228 5 J5 i
—RIMEAEY, T Z AT HER B, 2 bR
AR, WIS BRAR Y A 2, B AT R . o B
R A5 A Nef2 S50 551, o] 38 G P9 Nef2 19 75
T RIBIT AD WA SRR S

2E 5T (orientin ) S —Ff {23 fL 5 4, © 9%
HERREAT Z R A Wi v, andi 4 Bk e Piadk
PO MRS % . Law 2% % B orientin 7]
DABRAG K e R A4 3.7 .8 F119 (A3 P, DT U 2 ol
ZA SH-SYSY AT, Yu %50 AB,_, Ik
S B0/ IN B R i T rh kg AD ASEARY [) pof i s i
5} orientin, & F orientin AJ LG /B Nef2/HO-
1545 38 %, $2 =5 i B Nef2 \ HO-1 7K, B AIG
ROS & i, FAIRER (1 5 19 S8 A0 7= 13-l S 1 R
Ji I B AL =) 4- 363 T R DNA SR AL =4 8-%
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%-2’—Eﬁ’§&%ﬁﬂ<¥ , fm]ﬂﬁ%[‘l AB_p Hi(g%-?f‘ YOS, Vi
55 AB_pn IKIES 1Y AD /N BRI v i R iR T g
BEAF AN T 0 7KA B S50 & B orientin 7] i
INRIZHRERERT, R MRY7 AD BfRIEIL S
AT (baicalin ) 2 M AE Y #5255 ( Scutellaria
baicalensis Georgi) 1) T 1 A v 42 I 73 125 ok i) —
MEEZRAC GV, A Z R R TE, iR Sia
b I IR 22T, Chen 272 & Bl #4510l
Hest AD BRI R BRI BREAT:, D820 15 S5 240 B 1
b, 30 3 % K P F TNF-o 1 1L-6 [ B i, Ding
S AB o IREENE T AD KRS, R B 1T
n] DA E Nrf2 223K, BEAR N . ( malonaldehyde,
MDA) /K-, 1/ g B4 4k, F 3 CAT SOD GPx %
PUAALERHE I BE R R o [RIINF, B4 ) R

v~ OH
OH O O OH
Orientin Baicalin
3.2 B %

BB ZAFET HERA h. HarB2k
B RFEFIEY, T Keapl FAYRRES
FE SN, 7E A0 5T BRI Nef2 , Nef2 5 437 28 40 A%
YR LB ARA R I (ARE) 2454, 5
T AR R 5 DR 1 5 S, (4 4 G OS

BT E XK Wy (tertiary butylhydroquinone ,
tBHQ) J&—Ff & T &L, to 2 2 A1 N2 5
5 %I, Eftekharzadeh 25" 47 3 (BHQ ] 411 %
H,0,/FeSO, Fi/8§, 4-¥% 5-2-T- il F 3% & NT,N
PN FET ™, VD S Ak 1 38, $5E s 2 I H K 1
I A AR BEH I TE R, Lin 45 4f3# (BHQ
A 3 R A RE 1/ MR AR IO S AR
AP KM H [ /35 B . Nouhi 254 AR, ik
EST K BUR DA AD R & B Ah AT
tBHQ AJ 3% fin & BUI H Nef2 , GSH  HO-1 F14+ 2 ik
e e SR B I B A, B AIG MDA ZKOF, 3820 4R
A3, tBHQ (14 T514h B AT AR BRI P9 AR LER,
HAWRIT AD i1,

iR C R AN 3 19 AR, sk 08,
B IR DL AR, KT R 2% ] FlC A B
3 OKSRED) I A a7, AR AR, K5
LI Th 45, X AD B SR PR VE T, X
AD JRIT AR R L.

Jing %1 4 38 % H1 W (eriodictyl ) AT 38 i 15
Nrf2 38 B AR 2T HR A AB,s_ 55 BKB1 & AYFE
T2, 080 OS, AIREVEMIRYTY AD B &1,

BN, Lee 25 B 5Y 1 1 4 R A I
ZA A E Y LM-031 X AR Jik 58 48 (4 4 1 =
A, %+ ROS [ 3% B VE F & X Tet-On AR-GFP 293/
SH-SY5Y AD 2 a4 i R 47/ H . ML 9 3%
B LM-031 38 i3 3458 HSPB1 A1 Nef2 AH G 193 &ML
wRERIM BT AR FEIEM 2R

OH
OH

0._0
X I°]© 09e
/
OH 0

OH O

Eriodictyol LM-031

ZEHR (curcumin ) &Y H 22 AR L0 F 2
MRZWLEY), AT AR LR JLAM B R
BRI A TR L, B RESHFERT
o, B-AHIFNBR AL, & ] DI B 1 1 5 5 AR an
Keapl | (1% 2 it 22 B2 1Y % ik S 7, DA T 8 e i
Nrf2 , #07% Keapl-Nrf2 il %, Sarkar 251" 338 258
R AR HLBEA 2 A AB,s_ s IS T A 2
BRA0 M 4 i iy OS, Jdi /b ROS & &, 55 Nif2 1Y
RHG S5, H I A M A7 3 S /b p 8 B, B
DNA & & i APEl ( adaptive prencdictive enco-
ding) .polp ( polymerase beta) FlI PARP1 ( poly ADP-
ribose polymerase) [iff ) 3215 , I 42 AD FEAR

Chen"™ I Yang 25" 84 42 38 1142 7 i (res-
veratrol ) I 4 /€ £} 3 (plumbagin ) 55 My 21k 5 11
ATLAVTE Keapl -Nif2-ARE {5538 % , i Nif2 B fii
ZANMIAZ R 0 L DR e TR A 3 S, 3 S i
BIAH 2R G0 BT , DR s e AN, 98 AD REAR, BT
YERIBYT AD 1 b 59, 2 AD 167 S8 Y
L[y R
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OCHj4 OCH;4 OH 0
HO HO OH HO N O‘
o PSP Y (J
OH O OH OH ©
Tertiary butylhydroquinone (tBHQ) Curcumin Resveratrol Plumbagin

1A, Simoni 25 R T — B 1L R AEH
HI AL A Y 1 TR IR0 b L A A B
ZEH IR AR BRI ESR B E il 25
PP B LS B A A2 ) 12, 16 SH-SYSY $ii 2
TR M, TS 12 LB B 0 1 o
T R B fi 2 Nef2 588 K 755 Nef2- 1 14 B
fEH:H NQO1

NN N
HO HO

OH OH
1 12

3.3 AmE

FREBHLIR ( carnosic acid, CA) E—Fp7E kb EF
MR LB i, BA S S
BEEATY . BRE—FER TS, Eid A Ak
I A R T R TE 20, TG Keapl -Nif2-ARE {55
T, fd Nef2 Gy AN R, 7S AT SA L
41 HO-1 \NQOT 55 [1)%e 53¢, (R4 20 MU HAR OS ., 7E4H
JAE T XS B T AR SERRFRST Y I Ui 42
JTCHARYER . 72 AD S Eisdh, CA a] g />
REGEIRA 2R | 5 fiuh 25 2% 1 28 i o 1 A L AR IR TE
BUZ# AD SERY

Vanillic acid

Carnosic acid (CA)

Rosmarinic acid

EIEF PR (rosmarinic acid) J& I\ ZFh 24 FHLH)
Wk k7 oy A B KIS YR IR B W), 2 —
ﬁ?ﬁﬁ‘ﬁ’ﬂﬁ%%ﬁﬂm o Rong %[39] Fﬁ Ast-ss Hi(gﬂiz
7 PCI2 ARk AD REHY, T B 2K 2% 7 R ) 18 5
Nrf2 #5%5% , 5 ARE 454§ Nef2 \HO-1 By & H
Je mRNA JKF-, [ ROS 5 8, 3D I oo 4 1k
Y, AR OS JKF-, il fF 20 AD f R ImG )7
M

FH R (vanillic acid) i % 48 25 24 19 4k
19, WA B A2 SRR, A PR PR
FRH 247 15 . Singh 25 % 375 55 R ] 1G4
i e P s 5 | 2 %) S 08, 003/ B > R
IR, R R APUEACAE . Amin 257 /N B
MTEST AR,y I HE AD BEAY, T3 ROS /K7 Tt
P RIE Al BRRE A R A S
i 1 S A R R AT Nef2/HO-1 38 | $2 5 GSH
(7K FF ] ROS 19577 Az, B AR ARy RS T 19
Pl R T FR 2 AE , I NI B . TR
IF, 7 55 R N 40 I TE A B AR O R 8 2 62 T
AR, IR HT22 (40 35 77, TR AD G971
AR S o
3.4 B %

i M iR K 2, g ( caffeic acid phenethyl ester,
CAPE) j2 8 Ilg P iy R B 2 —, BAT Iz Ry 25 B
WM, S HUR PURAL B EE PO S, T
L5977 B (BBB ) o Morroni 25 38 5 73] /)N Bl i
WS AB k51 % ROS ZKF-Thim P&t a5
SEAICAC PG, N 45T CAPE J5 &K Bl CAPE
A Nef2/HO-1 3 8% , 42 /5 i 55 X Nif2 1 HO-1
TR BEAIR ROS JK-F-FIfh 2 4 MU FE T, w52 > il
PCHNFN IR , Yl bt 22 15 5 240 B (/0N I8 J5 240 i
BICRE AL W Ak, R DT AR BT R EH]
I, CAPE AJ{E Nyt — 2097 AD BB 4 .

Z03% M i (andrographolide ) Jg MAE P A1 RR
(R 24 HITAE ) 20 2 P AR BB F2 B0 M, & — b
TS NEERAC G Y, B 2R AR
PUREE B PORE RS MR ATV FAZE' . Ser-
rano 251 7 T8 50 3% N TS T /D ABPPswe/PS-1
BRI BE RS . Seo 25 ) i 50034 Y I8 1T LA
V5t th HT22 40N Nef2 AYZE05, fE ik Nif2 A
NI 5 (0 2 2 A , AT 9095 5 ARE (9 B [N 5%
FMPTEME B RE . F0EN R T H 40
&R IL-6  IL-1B  Fi 5 i & (PG) E2 Fl— S AL A
(NO) By Az, 400l J Joe 4 M 35 4k o ik 2645 2R 3R B
ZFOENEE ] RERA P07 AD B9 ).
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Caffeic acid phenethyl ester (CAPE)

Andrographolide

B SR — 5 ( dimethyl fumarate, DMF) J& 5
1@ FIIF R Y THRYT 2 L MEREAGIE R 254 , LR
ni 44 Tecfidera B8 , B —FHTZY , TEAR N AT B 4k
DR AR W E D R B TR ((monomethyl
fumarate, MMF) , 2013 423 H ,Z&[E FDA #t#i DMF
VER—RZY TR YT B R AL 2 MR E 8

Dimethyl fumarate (DMF)

3.5 Htbsmk

B IR EEERE B2 RIS R A AL,
WFFEE I K — e A EEF 1k & ) AT Nef2 35
S, T 08,0 AD JRYT IR ES %

3H-1,2- i 4 20 M -3- B (D, T) & —Fhig
R L R, BEASIOE N2 {5 Bl Y
Burton 25 738 DT ] 383 Nef2 3 %4847/ B e
3% MPTP {5 A 80 , % Nef2 G /N BB A F
P . Wang % I F N,a/ APPswe 4iIjfuf4 4 AD
AN, S HT B : DT AT 2% 1 Nif2 1) mRNA
FESERIER 1 IR, BEJS 4 3% N,a/ APPswe 41 fifg
HO-1 F1 NQOI ffj mRNA %53, [fli, /NT-4E RNA %
Nef2 [ F 9 DT [ 240 M A4 /R A 2%, Ui B DST
WATIOE Nef2 S8 B R R E R . BRI Z 58, DsT
BEAB TG AD 4HfI RS R th ROS (4= B, 42 i 4k
il H, f37 ( mitochondrial membrane potential, MMP ) 7K
-, W R AR B R OB AR MDA & it Ib 4k,
D, T AbFRAA L 24 h, 7R X Nya/ APPswe i fif
AR BRAKF-  Z 4H, wIAE R AD JRYT AR TR

KHG26693 J&—Fhemsfiz A= 497, Cho 451 4 18
KHG26693 W] & 2 ki 55 )5 A QB BT pf 270 AR kG

EDPOO

2014 4 1 A FRARERY EMA L . DMF A $2 55
Nif2 ) mRNA F1 8 H Bk, 2> H,0, 551
ROS =/, [ A OS 5k i 456 T . Campolo
U T AR, IR SH-SYSY gy AD #RY | K 3
DMF J% G MMF a] DL 0 A, K7 & 1) 20 iy 3E
T2, BAIR tau A A9 FEBERR AL , 3 Nrf2 38 5175 5
SOD 1 HO-1 {4k , ITIREAR OS , HAG P ettty /g
I, AD BB TR TR 1308

LA, Ansari 25 B4 1 EDPOO, £ B 1L
K EWE T MR B ( epigallocatechin  gallate,
EGCG) ™ Rt dre — i & 5L P AR G 5 i 2 Ak &
Pyt AT LA A S Nef2 JE B, d3E AD SRR, N
AD JRIT RIS R

Epigallocatechin gallate (EGCG)

%%%4&@(&0 Kim %[56] Jﬁi:'j}l%‘ Ast—ssﬂi(?fﬁﬂ‘%u
AN B By XM /N BLOAD R R, R R 4 T
KHG26693 . #f5¢ 221 , KHG26693 1] i#iE AD /)N,
BRI Nef2 58 %, $2 = HO-1 %35, FEIL TNF-o
FIL-18 K, KHG26693 3 i3 [ A% iNOS 7K -
Ik AR KA T PY WA AR, T o MMP 7K 3 /b
EEFTAAL (E B PR I B L (MDA ) i
ROS WIE K, $& b8 AL g CAT (SOL 1 GPx (1)
FoIk R 52 AR BRI S AL 17, WA
J7 AD IR TEL S .

S NH
&S S
|\)': NH
D,T KHG26693

i £1 2 (lycopene , LYC) & — i £ 7 7fi 74
IR AER RO G ER, C RV HA b
S ML AT R S 2 A . Yu TR R
B LYC Al @ 4 i OS A tau 8 H i BE B R 1L 2
0 P301L R 78 1Y tau B 5 /)N B A4 A M1 g
Wang %5 9P( T T AHLLE X LPS -5 (9 1 28



654 @ & A X & 24 Journal of China Pharmaceutical University 2019,50(6) :648 — 658
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KEAT OS 52 A, % F0 LYC #2585 7 41 A% 5 Nif2
23k, HO-1 I NQO1 ik i b2 T, 2%
FEART AR, AR TTEL, AR T IBA-1 (/NS T 4
MAE bR ICY) ) 235, 180 T RAE A 4N iNOS |
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