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Bl /R X i BRI%  (Alzheimer’s disease, AD) &
— Mg . ZE . ARl HEATIE R A b
ZERATVEL o5 IR E B 1 Y 60%~80%, &
KT 65% MU ERZAFEN . AD B AAL S
5Bk (B-amyloid protein, AR) R
TR L tau 25 1 5 8 WETR 1L T B ph R 21 4R g 45
(neurofibrillary tangles, NFT) LI #Z RAE . £k
FET . SRR RN 4 R B 2 ELAE ARG

T, AD PG PRIA YT 32 B T IR 6l g il 17
TR A S IR AZ AR FE DU AE 258, X Se2h) AR
TE— AL b AT Dheks B i AT g, (BICAR
IGPN BRI . Ak, 25l R AT e
LS RIS L PRREE R IR B A A R A
B I, SRR G IE R ADIRYT BIHTE
BZBNT Tz W R — MRS, &
JEBLIL YU . bR . DU . PUWEE . DUAL A feE
PR EYETE, JHA B TR B . AR

PR AL S PG S 0 (B11) . k)
IR RN, R A M B2 220 b 22 1R A7 1 95 v
(neurodegenerative disease, NDD) , 4% Jll J& AD,
HAWAENAYYER, B Z s 3205
DITHA R 8 filan, #hsnE S R
ZIRRPEIUY AT DL L B A A R ) AR R R
KX AD K =AM AR ER 0 AR BTER
G LR FR R 2 DR VR R T B BT s A IR S
FERE AD Hh iy HAWAE FIBLEI 5T ik e
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Fig. 1 Schematic illustration of the biological activities of quercetin and its roles in various diseases
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1 R ERRRIERIELER

Wi R, NAMRKE, B TS T Y T
A, 4R CLH0,, AN AR Bl AR i
7, MEAETIK (60mg/L, 16°C), HET LW, &
ik 1 S LI R 0 LR B 4R

PRI, BIAR BRI 53 B ERYLE &
F. CHFC25 C3ZmIMAUHE, DL 4 S50k
HE o T R FUOBUREE A A7 A R T AR 5 A B B AL T
PR (I 2) . BEE AR 208 5 DU TR
KAETE, PRAL. B VHOMiSR R AR
BEFNAS B R AOK R b i B i ey 120 b, AR
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Fig. 2 Schematic illustration of the chemical structure of

quercetin
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2 WEEHHERIAFE

21 WREZERRE. KiEFnHEt

M e 22 AE AR N AR R 5 4 H 2 B B
(F3), Okt RfE, HEO KD S5E & MER
{4y e R 1 3 o S B s s K E AR AR, TR R T
TR R - A TR, HX A RERIEA
SRR 2RI Y, R IR IR E MR S
DN R TR (B ) LASIR ) JT ek
B LRIl Y e/, M R T R AT Rk
PR A ME IR 5% A2 i  (uridine diphosphoglucuronyl
transferase, UGT) % MERERR L, Wil SL% 4 il
(sulfotransferase, SULT) #infRk LA M JLZ5 5 -O-H
I F2 W (catechol-omethyl transferase, COMT)
H Ak AR A AR, s o
A o BEJE MR FR R AR 4l
T TR i 2 R D5 VIR . 4R (2R
P450 i Z i vT AL . B KR KEEF TR

W AR A RRAE R A P as A N, LTS
HEE TR AL . BRERAL AN AL, BeAh, TUARACEAE
HE TN 28 0 SRR R A B AR F A4
HEAE M AR, i 3R AR 8
it Z 25 i 25 M O¢ #E H (multidrug resistance-
associated protein, MRP) L1 R 5 FAH I,
RT3 o IS A PR A [ /N iz 8 A S i rh
B AER T, ok BN RN IE B A AR
RIEEREBFERT , &1 T — R I EW AT
B O(EHRL ., Bk, k. iRk,
Ml 5) 7oA S T RIS AR ST B s I 2R A5
e, Mt Zamad i i AR A . 2 AT R R DA
AP IR S AR IR ZE S e AR P
22 WEENEVFRE

TG 50 £ %) 1 R 25 24 FE it B 2R i A= A
FERZE (292%), Z )5 IS RO AR e R
B2 ZR A I A (G 2 3 A R E 249 0 44.8% 2
NIEBEGE R, W =0 0 IR B RIR &
(3.5x10° L/h), FIZORFEFH 3.5 0 > K
AR = M 2 -3 - AR R T A 2 25 -3- R 1
2, 4 5I7E 0.8 h 0.6 hikF i AT 20 itk R
A A B AAAE W i MR 2 5, X5 2
Tt (Fldn, MR, ARG E ) FANEMEA
£ (flan, SWRERT . REEIRN R 2= AR
fb) FE™, —IFs R, it E 51 H 25
WEAE ALY B i P25 24 2R 498 PR L 1 IR e e vy
2015454 0

TERIZE RGEPIRINAEIT T, s R AP A
FHBE I OG5 J2 L 28 2o il B B B (blood-brain
barrier, BBB) MR, K4 BBBEIAY /R, Hith
Z I BBBBBRLN 65.54% 77, LRl i FEE
KEUBERI A, 4Bz 2538 0] LAXT BBB (1) 58 B MR D)
RE = A BRI 2 BeAh, BRERATF L T4
PR TH B R AR 25k ik R4, A HRIMIA
PURFLE . DRI . SRR, REDIE
WA, DIRR A YR RS O 1) 2R R
Ban, Lius§ 0 8T IfG 0 1 Ay B8 i A it B2
ZJBA (Men-Qu-Lips), & ¥ Men-Qu-Lips GEfE
FARZE%E BBB, 238 T 24 AD /MR AL N A
MIZRAE, JHEE T EMr S fncicae
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Fig. 3 Schematic illustration of the absorption and metabolism of quercetin
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AR AT AR AD AR ML A% L
72 MR AR, KM R AR R B AR A
KT R EACNL, S0 7 A T 1 AR S
(reactive oxygen species, ROS) I i o 21 jg A
200, e A A i g T B iR R
YER—FhRIR BT, g o Iy A
9 b 30 A1 JiF 5 5 30 A0 Nrf2-ARE . JNK., p38
MAPK ., PON2, PI3K/Akt Fl PKC %45 4 i &5 52 f
TG BR ROS. AL, Mt B 2504 fig i ok Z Fh
PR % AD, G454 Ap 2 H A SR tau HE
M) 55 iR Ak, DL CRRAR B 7r WA 1 (B-site APP
cleaving enzyme 1, BACE1) F1 £ [ IH 6% fig /i
(acetylcholinesterase, AChE) F9 3 ¥4 o 3k 2841 il
LR B T M T AD RO 2 4ETRIE , SRR IY
IRITERAE TR
31 WEEHZFRPERNRENIE
3.1.1  FENCR2-ARE(F 5l

KR 7 B2 #H K7 2 (nuclear factor erythroid

2-related factor 2, Nrf2) J&—FhiLfH¥, FHES
5SRO SR S N B . AR, Nrf2
ik 5 Pt A A N B #E A1 (keleh-like ECH-
associated protein 1, Keapl) Z5&EME &Y, 4
il 2 T AL A R R, Keapl BT Nrf2,
fiff FCHE N 20 A% T 45 B b A Ak N B B T 14
(antioxidant response element, ARE), MIfi)5sh—
FIONPUA AN LR DR 0 2 e A

A WF5E R0, Nrf2-ARE i i 7] LAJE S5 6045
LTS (Huntington’s disease, HD) . MH4: #%5H
(Parkinson’s disease, PD) #1 AD 7N /Y JLFH NDD
AR AR R IT & R A R B4 . Nif2-ARE
ALY AB 175719 ROS = A AN LAt T~ HAT # 22 1%
Ve Y. Hussein 55 5 B9AFSE R B, itz 3
) RELR- R O MRILR Y AR KL IEIN T IR Z
WE 5 i 28 35 14 /DN B 20 2050 9% rh 48 e T IR
(glutathione, GSH) . i &AL S Bl y 2 FE T Rk
B, JF BT ONef2 ML 2L KA A B 1 (heme
oxygenase-1, HO-1) K MRIE. 7E ABIHEFM
AD KA Mt i RS PO S TT 4 24538 o 3
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SR B0 TG PE AT Nef2/HO-1 263k, DA K F&A
AP,y FIZKT-BE T R BRI EIIEAZ T RE B, K
SROC LA D, A 22 R AT DA Nef2 A1 HO-1
Feak, DA U 559 0 A0 15 = 1 4 4 Ak A5 00 R A
T- 97 FE D-2B RS 5 10/ B & B A TR o
il iz 2% 38 3 U0 Nef2-ARE 38 5 47/ B e sz A 20
THRERE A AR 2 eI T B8, MR 254 A A 1
Nrf2 37 ZAL AL F Keap FEA#, 85980 Nrf2 7 0
PLRCF T AR 3 5, NI A Sh ks e A £k,
TR FEPUAAARTER

3.1.2  #ip38 MAPKAS 51 %

22 54 7 1% Ak 2R A BB (mitogen-activated
protein kinase, MAPK) J&—H LI ST 192 AR
TR MR, W4 k4 AW . ERK1/2, p38.
JNK I ERK5, £ T 4 &4 i) MAPK {55 5@
% . MAPK {5530 [t — B g e g, B
MAPK i (MKKK) —MAPK i## (MKK)
—MAPK. MAPK WBERR LG LS5 T s
F I AR A O SR A0 R T A ) A% e A A
R BRSO, A N U4 TS 3 p3s
MAPK 7E N ) MAPK 15 538 %, %% 1 MAPK i
% 3 3 A 2 R S 44T R e e 45 Mg 5 40 i 1Y)
MUREZS 5 RIENT (Bl n—F AL &M e P4 i
) BRI, XA oS BURAE KM b i) AR BE
R OF S B & R AE . I IRIF Y 45 R R
AD HF KN BERR 1L p38 MAPK 4 7K - 5 95 o 1 Ji
BIEAK, L, $m i p38 MAPK g A/E—Fh
A TR ARIT R B 2, T R 5 p38 MAPK
A EAER, HETEA RN BN R
KEEEFRM, Wi Z X AD B3R 7R 545 4%
T AN p38 MAPK i# F§ A RE ST . XF PC12 4 fL i)
AMIFFE R B, Hithz % (40~80 pmol/L) i i [FAAIK
p38 MAPK B2 {2 A AN T AB,sss 155 FHIZK
RARPAT, SR ML Y . Zhao &5 )
WFFE SR, Wi E 3R B AE X ROS A3 M i (14 2 bt
IR B AR S, BRI AT A p38 MAPK {55
B, DT AR T AR R A ot P T R B
ATP 5 Nk . ROS 77 A= 36 22 gL ik i SRR ik =5
(MR, X AT B 2% i A AR N BORT R E SV . Kuo
&R T T AR TR (RMP-7-LE-QU-
LS), HFEWM B4 RMP-7 (—Fh &R AKRELIY )
FMFAEEH (lactoferrin, Lf), MImIEsm T 2=
%1% BBB [fE /1 . RMP-7-Lf-QU-LS i i i /b SK-
N-MC 4ii g N p38 MAPK HIBEIR 1L K-, A RURFAR

T ABE I TENE, B X2 ITiE T
PRy EH . MR, JUTRFSE RS T #i i R X p3s
MAPK i 3G . flan, 76 IR 2 5 S Ak
N PR BV-2 /N i T 4 B, i RO(5~
20 umol/L) 25 24 fig 3 I 1R 1k p38 MAPK 7K F-Jf:
Wl —E AR B A W Ak, MR (7.5~
30 umol/L) 18 i B4 % p38/Nrf2/HO-1 3 J% H1 417
ROS/Z LA 8 138 I i3 1 W i I 375 1) 2400 i 5
PRG-Ik, i R X p38 MAPK i
B AR TG S R AT BB T 2R R R, AN
YRR SCIR SR L i 2R AV R R 7 B ()
o DT EAETE Z M A5 R S A
DL UERA L E 2R P E TP
3.3 HHIINKASS 51

c-Jun 2 3 K Wi (c-Jun N-terminal kinase,
INK) J&EMAPK Fi#E Sl F 252 —, 1
F5 INK1. JNK2 F1INK3 =AN[a] T, 5 INK1
INK2 T 20 TR ZURTR, INK3 Fr ik
Tk RS, FILAEPD, ADSENDD A
HYRTTIE Jy  INK AU T B 2 R R 2 R
BRI BRI AL, i I WA F MAPK B iR
it fh 2 () 87 SUABAILAR BV, AE CaCli5 3 1R F2 8lifik
JeA /N BT R A R 2R o B AR INK 3Rk K HL
PR Ak KA, 3 3% s I 730G B H 1 (activator
protein-1, AP-1) 154k NI UE /> T ROS j= A 92
PEELAE B B R, Wit R A5 INK G
A AN AB,s.s 51 PC12 40 Lk A3 475, 1k 1
RIEMARIVER . BLAh, Park 55 P JEBH T H
R0 WE i A= o Mt Bz 3 -3-0- B -D- i B 1T R A
RAW264. 7 B gL Ade R ek, HHDAWR EE AR
b SO T INK B R 1L .
3.1.4 IGPON2/E S %

XF4E W5 2 (paraoxonase-2, PON2) J&XJ %Ak
il G A B, PR HLAE Mg 4 40 v R ki LA X
PON1 Fl PON3 F AR5 4 i . PON2 A S —Fh 41 4
TR, AER M P = Z 0 A0 T 2 U RR X S BLIE G
JEARAE R, S A 37 D = PR kA 5
PON2 TEL R H (1) 43 A1 A B T-O47 4 i 552 S Ak
03, i PON2 ik = 1l i SLRRAR T BB RS 57,
SR, A i f0 2 I8 b 2 2 e ) PON2
KO 2R, T 3 AL AT 1S i PON2 7K
B 1F 22 Pl 3 | A AR R 33 Y. Costa 55 0 &
B, M AT DR/ N T . SCIRIR IR I R
21 RN W 40 Bt P A PON2 3%, H PON2 R3A 1Y
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b1} 2 (AT ) S [ N E= R A IR v N s 4 S 19753
(PR 2 AR 3V I AE PON2 S5 /)N B 240 A Hh e 25 ik
. S —WCT AT 2 EE i =T L
8 5 5% ST AP-1 1) DNA 45 & 19 4 328 1 5K 58
PON2 )ik, H AP-1-15 DNA 455 id 32 21 JH 1
Jiig B WS K% A 2 #% R (nicotinamide adenine
dinucleotide phosphate, NADPH) % 1k i 19 1
i 1061 Remero 55 1 L iE R 1 AR AR B
HIZER) NADPH & (LB B R 19 70 TR 2 —
3.1.5  BIEPI3K/AF 5 3E %

BRI LEE 3 i/  (phosphoinositide 3-kinase,
PI3K) 2 — {240 L 1) ol B T L il il , Ao 2 — b
HEWHME T EF . HHMEEB (protein
kinase B, PKB), FrK Akt, =& —Fhaififliy 222
TR/ S5 PR 2 L . LA PIBKORIT Akt Ry, ¥ %
ZAE T 40 F GRS 38 B R A PIBK/AK (5 5
S AR A A P R B R R AE
T, ZAKEE AR I (receptor tyrosine kinase,
RTKs) SFPERRZR KA BRI, 8 PI3K AL
B B TE o N6 ALY PIBK LSS — A5 [ i AR Ik AL
i -3, 4, 5- = #% BR (phosphatidylinositol-3, 4, 5-
trisphosphate, PIP3) ™k, i iZEsE Akt 765
kR . BERR I Akt )T Bl R UERON R, A
FLa Y MR R A M (mammalian target of
rapamycin, mTOR) . i J& & i B # B 3p
(glycogen synthase kinase 3B, GSK3B) FHLaIE M
FHREE T, I &3 ZFhHLE T HLAR Y £5 Fh A= 2
N

PI3K/AKt {7553 B2 45 X pft 22 2R e 240 L
AL AP TR NS SR A YA R
HHLE, 52 R G 1Y KR L 2 U0 A
K FEm IR B MR /N, e R Y
2 FNCACZ A RE 5 E AL VIAOG . XM e
RN PR IR UL S ROS FIBR LI AEAE, 25
BEAK T 4095 PI3K . Akt I Nrf2 78 YLK 48
M, R S 2= 06 AT ss /N BB e ik
REJ1IF e i AN IR TR . H SR =S
FEF Ry, HA S AR AR
Jytes s T B R A AL E R A S AR X A
M E RS R, MWENMER ONT
10 pmol/L) BEMEIE & 34 I FRBl AR 17 25 N o144 45
# 1 (cAMP-response element binding protein,
CREB) [BERR L AHLTH Akt IR b B30, M
TR B R A IS AR S o T vk R AR e R

(30 umol/L) M4 S5 Akt/PKB W42 1%, BOH
caspase 3 JF A BT T RR, X RUIHH
B RAEAFIHRE T ol 88 50 AR A 243000 77
UEAh, i 2 A sE g4 A E ML RRAE - (R
PUIAAR BV 7 & AR e R - W e &) il
HAERE B BA ORI R AT fE . 7
Fi st i R RLrp ik R ER A8 SR YT WA BRI T4
ORI BT AP AT (R 57 S, X%
PRAE B NSO X R 4l (5% C. GSH. GSH
o ALY . GSH I U 1% 2% 32 14 i AR a4
OIS B AR . e Ah, PI3K/AKt 411 771 LY 294002
THER T R AZ s BIRYT DAL, TESE T i%iE
BT R T PR AR E B S BRE T T T
HT22 if B i 28 70 240 Jf v 5 4 (] A 4 o 550 e A 2
Wi Kz 22 7T DU 3 PISK/AKt 5 3% GSK3B 1% PE T i,
R HIRYT AD R 7

3.1.6 HHIPKCIE 51 %

14§ C (protein kinase C, PKC) J&Z 5
NG5 5 T 1) 22 TR 3 R R AR AT A
A ZE A 1 AR TR . PRKCTEMIZ RGN R
IRHTREIC N, R RN A | A B
B TS MR R AE N A5 Z AP Al it A Y ISR
W, ROS: i A AR R 5306 PKC, izt
W I PKC Y MRk 5L A Ak . filn, Aguiari
S I ERH T AR RS S A N RO R I 1 A i v
ROS W75, HETIELHE PKC-B. il Hz 25 B HL P Ak,
R 7 REZX N ZE 1 (endothelin-1, ET-1)
5114 PN 2 D) e R i AR S Ak A AR B T 1
FH, ABAUH Bz A T ET-1 35 5 i PKC 35 P 1
et XTI BURAR Bz 0T 28 e 4 M i A g
M e 2238 0 R R PKC-¢ SR8 S AL O T3 i 28
JUANf sz W E UYL A, M R AL /)N R
BRI 5 5 RS A B AT RS TN AN R S AR 0, Hpi R
T AT BEA B T HUBRAEREVE T 75 it AW 5E
RIN, MikRE 28 AT DL B R ) Bk ) PKC-6
JAK2, MNTiRT 58 AR AT 1 K k22 Ak Fn S E 77 A6
TR PER
32 WEEMEADKEMIERALE
3.2.1 {WHIBACELGTEFIAPER S

TEMFE R IR UL Y, AR I 53 TTBUE
AD 190 b s BE 1R, Hofh & E AF BE (senile
plaque, SP) MJEL, SRSIEMNFT, HEZF3
ZICACT- IR . AR AIDTRIA 2 3 B0 28 B I
Mgt ds | EALRIIORR 2 RAE, TN AD
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B B AR U ABJETEMFERIREE I (amyloid
precursor protein, APP) ifiit BACE1 Fily 73 WA /K
fif I 7 BT 39~42 NSRRI B R R B, BT
FEAE I AR HE— 2 AR W R IR L ERIA
JRerde, HEZRR R mERES 7

BACEI f74E TR Z U4, {8 3B A AR A
TR b A B LR BE A R AE i DX v R s
BACE! (18 [ KF- N A AD KMk i K 25745
T 245, B, PR HIE X T AR AR BN
PR R A A EZE L™, BACEL & EUI%] APP
A AB I N sty , DT = A — A S5 RIS A ) C
Uity i BORR R C99. BifiJi . v 4 WABEDI ] C99 T RE ik
AR AB K. BACEL MIYIEINALF R AAE AB I Asp+1
M Glu+11 7 5, W BACEL J&—Fs 1t
fit *1, AE KA APP U)EN Y40 MK ST 1 R
il BACE1, TP ABJTE BB BT Rms . fRah
AT AU T 4 P inm: (i . it
R EmMSEEER) MIFEE OF3R) U
F A v 2 B H BACEL G M:, L rbifi iz
Fl i 5 R AR BRTRFE Asp32 & B T A 4%
PEHT . 5 —TiffFss WoR, MRS, W
J¥ 4 100 pmol/L (H iz Z F1 ™ T X%} BACE1 44
0460 7E H 23 51 4 11.85% 1 50.67% . 7F tgAPP
AN U R Gl A R A T B R
(30 mg-kg-d", 4J8) MIIREHE D& AL ZL R
FI BACEL I& M APP Kk, XA BTk ABRY
[

Wit Kz BAS AT LAXT AR A B A S 3 B B idE A7 T
T, AT LI AR JRAR X — G R ) R IR B
FESSH L, AL 22 I S R R 2N A
W, HE 2~ MR FiE:, B EH EEDA 3
AL, IS AR Y BT S S o FUE Mg K
YER, SREERRSLRBAE D] AR I R AL it S HL et 4
REEM T L. BLAL, T2 & A7 i FE AL
%, HyrApREMTEEMR ™ HAEMREN,
Wit i 22 B 3R L LA S5 M 7E 5 AR AH BAE AT
ek AR, IR RABBREE Y . X SRRZY
P AT LI i 5 AR R R % i R A RN
e —> O-Fit-ABL, AW . XFIGRAERE T I At
25 I MB R, i E EAA S AR
RAERAMBITETE B Beak, Mt E T AR R Ik
TR, BEIREIE B AB JREF e ffa e, Jfa
e ABA TR AE Y, fE SH-SYSY 4 g,
ik e 22 RIS 2R B ] AR BR AR R BB [ L

BREE 1 SZ IR WA BA5 555 S R IEM LA R ™,
Zhu %5 UK RS LR 48 B T o e A7
FIE L AH B AR A AU AR T, ARk T
i e e R O k> AR B4R, T Bk ROS Al
AR HERMK/FA A TSN, 28 TR E
(AR DR B s P RNAY PR . ek, K
Wit Hz 23R )7 6 8 1 1 55 AMPK {55 5 5 A i £&
AR ROS 19 77 A K I 28 AB R 4E, M el
APPswe/PS1dE9 % Kt A /N B 142 iy R U0 g
73100 Wi 3R -3-O- T R e B uE B AT Lk AR
A tau B R AL, JF 05 ABL, U5 K N K
BT
322 fiiltau st 5 BERR L IE BINFT

AD 55—~ “hratt” S HEiE R NFT I
B, HAZOE M tau, NET BT M tau B 1Y
SRR 7, BART tau 2 I RERR 1L A4S TR DIL R
W SEETE A, (AT A BRI S 21k 844,
FEAELATR . AR R BRI [, Had
TR AL 2R tau B SRS 5 A, S ZoRi kT
W RV 28 38 B A G B o0 T BE Y. A, p
JCHH tau FERRIFEZ A RIER T, XEHT5
ST J o 40 A0 /0N Jg 5 40 45 5 28 7 S 40 i o7
T- . Yao 5 Y &k T —Fi i it iz 2 00 1 3k A1
WA (Exo-Que), Exo-Que it 1)1 il 41 ffa & i 2 1
WA PE B S (cyclin-dependent kinase 5, CDKS)
AT tau BERR AL AR AN PE NFT IIE K, A 4L
M T X R 5 19 AD /N BB D RERE RS . 7E
AD K FUBIRI A, 45 4 R 28RN ok a2 A e U AL Ak
FUA T BEE AR B A AT XL tau o8 FE B IR A AN At 2500
JATS, HARFIAL L RGABOIGR T Hi i R Ak
FIRABBB 45 /1 . Ib4h, 7EP301S-tau/)Mif
BRI R 2t Bl I RE RAARR I Sh AR i J2
1 tau 25 [ A BERR AL AT I NFT IR B, AT
BT /N RI 200 B R AN SN B
3.2.3 i AChEWG 1

NG B 100 e - 24 1A B AD I RS HILT , $2
H ZEREA, (acetylcholine, ACh) #t=Z /&S EAD
TN BREAG A R B R K ACh B HAfth i 2536
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Fig. 4 Schematic illustration of the mechanisms of quercetin in improving Alzheimer’s disease
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Abstract Alzheimer’s disease (AD) is a prevalent neurodegenerative condition characterized by progressive
cognitive decline and memory loss. As the incidence of AD continues to rise annually, researchers have shown
keen interest in the active components found in natural plants and their neuroprotective effects against AD.

Quercetin, a flavonol widely present in fruits and vegetables, has multiple biological effects including anticancer,
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anti-inflammatory, and antioxidant. Oxidative stress plays a central role in the pathogenesis of AD, and the
antioxidant properties of quercetin are essential for its neuroprotective function. Quercetin can modulate multiple
signaling pathways related to AD, such as Nrf2-ARE, JNK, p38 MAPK, PON2, PI3K/Akt, and PKC, all of which
are closely related to oxidative stress. Furthermore, quercetin is capable of inhibiting the aggregation of B-amyloid
protein (AB) and the phosphorylation of tau protein, as well as the activity of B-secretase 1 and
acetylcholinesterase, thus slowing down the progression of the disease.The review also provides insights into the
pharmacokinetic properties of quercetin, including its absorption, metabolism, and excretion, as well as its
bioavailability challenges and clinical applications. To improve the bioavailability and enhance the targeting of
quercetin, the potential of quercetin nanomedicine delivery systems in the treatment of AD is also discussed. In
summary, the multifaceted mechanisms of quercetin against AD provide a new perspective for drug development.
However, translating these findings into clinical practice requires overcoming current limitations and ongoing

research. In this way, its therapeutic potential in the treatment of AD can be fully utilized.
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