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[ ABSTRACT ] Alzheimer’s disease (AD) is characterized by progressive cognitive decline
and memory loss,and its pathogenesis is complex. At present,no effective drugs and therapeutic
approaches have been found clinically to fundamentally prevent and cure AD. Quercetin is a
flavonoid phytoestrogen that simulates estrogen stimulation of estrogen receptors to produce
weak estrogen activity and has a protective effect on the nervous system. Quercetin has high
biological activity,wide source,no teratogenicity,no carcinogenesis,no lethal effect,so it has
been widely concerned. In this review,the biological activity of quercetin, its neuroprotective
effect on AD and its mechanism of action were reviewed, with a view to providing reference for
the research of related drugs for AD.
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4.5 WEEIAFITRERL DG

A R A R TC AL 3 I 2 28 A N R B i WL S A
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TR i AR S R A A W B MV R b 22 R 1
R 5 M R 21K (estrogen receptor, ER) £55 47
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P 28 T0 RN B 22 0 0 A L - A ek, E S R S AN [
PN ER 455 5 sh DA 1 5% 5% BRI RIS — R UG
5 [ (A R S T, PR R AR AR R RN . WF TR R,
HE VB 2% T 3 s 4 o) R A SR B K e S A, T
T2 4rF Bel-2 i P, SRIA2 08 24> F Bax YRI5, 11
200 B R T A S APP A R RIS ] AR
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Wi Bz 2% AT 5 M AR R 25 R RRAE , B A A AL
PR B R AR — N B 2R, FE R T e S MBI R IR
Ho B MR . AR A AT 5T 45 S 2 B A
FAE— 5 ) 1 70 ] P RE A A M 9 3R A2 AR BH M Al i &R
MCF-7. T47D #3458 , {H 0T il 30 2 32 1 917 40 i 3
MDA-MB231 JCsZ A, 4 B 3= 5 e 52 R 5 B )
(IC1182780) F:[RIVE H B, Xt 4 i 38 5 1 F -5 % 390 0F
MZHAH LTS 127 22 57, SR W e 22 EA MEV R AR
A3 B ERs S 19' %, #E— 4R A RT-PCR il
Western Blot 2 #M#i j2 25 %) ERs &3k 152 M, 25 S ik
7~ ERa mRNA FIZE 145 35 , % ERB Fik T ¢,
X 5B R R 2 R TR S AT 1) 4 R —
O Mz T B R ERa 3R 1A W 0 M
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E, FRMERSE A0 R HLE . iRz R AE o —Fh A P e
PR TEIRTT MRS AD K2 3 7245 1) 2%
o TASCHRIESE M Bl it ERa X 2T A
WEB R RER I, B Bel-2 & Y 3L, T i Bax
F1 Caspase-3 2 H R IA, 52 ABysss B PC12 41l 1)
P05, (AR AL i AN BA AR . PR L, 75 BEIR AW ST e
Fiz FIF AD IR)7 MERL AR VR FBLE
5.2 IR T R M AR

BT 21, Lok R ol R e A S 5L AD % i .
BB Beph 2ot b = A9 E B R N . R T BE B A
ZIE] AR DIAR A Tau 2 55 BERR AL , 1 W0 Ao 3L
TR SR FE T LA A5, I8 3 2R AR A v R T
WA AT, AERRSORARIE & DI RE T BB IR
JT AD LI IV LE IR YT SR G, Bel-2 KRR 24
RN I S T Bl = = W N A R e 111 s = I
Bcl-2Bel-xL . Bel-w FI{E A T4 1, 41 Bax ,Bak . Bim.
T2 T30 e 5 ) 2 A R o 1 190 ik A ki a L A T
JCH 1 40 L €5, 25 C (cytochrome C,Cyt C) F B 7,
Cyt C R—FM2 I T, IEHIE L N AAAE TRk
JEETRN B, AN BESE ok SR A, > 52 3 AH L 4 1 1215 5 R
B A R 2 B v 5 | A AR R R T

R & BT M 3R AT RE SRR T L
W 1 ER S 0 AR T R R AR I AR E . i R
ALIE LT SRR B RS . ATP &
A4 AL A SR G 155 B, D/ D Sobn A7 5 1Y
AT, Sharma %" ST WA K R AL PG 14
Bel-2 Al Bax & IR ZRE, nl AR5 50 R B Y
HMLABET . BLAh, it B R T bR g Ml 2% C
(BRI LA S Caspase 16 AL, I8 T 405175 3 1 SR A4 b
i U5 25 4 A R 1R TR A . Wang 2517 LAY
Bz Z ] ffi APPswe/PS1dE9 % 3L [H AD £ /N FRU) i 5
B R MBURAR R LR ) ATP /KR 50%~85% , 2
1 AMPK [ 355 P | ol 38 280k 1R 2 E I A%, ek 20 3 & BE
ByUR . TR RSN rp T A 2 AT 3- R T R
Xof Eh R AR 3 I b K, PR A K B R AR Y CAT il Mn-
SOD (i P , BEAIK A 03k S Ak K P (R B 26 sl
FHIE X5 CAT I Mn-SOD £ (A il 35 A7 ] 55 1 1T, 8%
A 5 ERHALV AR R S80I i 32
A B3 o 2RO AR RS A R 40 B R T
5.3 IS MAPK 1555 508 I L FEp 28 R4

22 Z4 R 3 Ak B 3T (mitogen-activated protein

kinase , MAPK) J2& — Fl &1 & PR 5F ) 22 & 1R / 75 & TR B4
Til A 3 I R, o FA A2 338 B A A% v, SR At b 2
B B EE . 7F AD BYSEDR Sk I 5 40 i JE 4
HEGE Ay AL JE B A0 M AE T A i R o R 2 AR
IV, MAPK 15 555 SR 12000 i B AR Ak = 24 (e 40 16
TR VR VA4 D 22 2 40 M A 30380 30T MAPKK
W (MAPKKK), # B2 1k 1) MAPKK 4 Bi# i 1§ MAPK
B (MAPKK), i 5 B2 1k MAPKSs , 38 1 7% s 5l 4k
SRR NE AR AN gl . BATE A MAFTEE
£ %117 MAPKSs {5538 % , ERK1/2 . INK/ 34
1% 15 H 4l (stress-activated protein kinase, SAPK) /I
p38 22 24 % 4k 2 11 ¥ ¥ (mitogen-activated protein
kinase, p38MAPK) & MAPK i FLERAEPE Y = 5538 8% .
ERK1/2 {5 5 %% 53 [ =2 22 8 3 40 i 19 A= K o Ak
INK Fl p38MAPK 1557 T B 7F 4 E 5 20 Jf 9 17~ 55
IO IR N R P AR O A O — RO

TEMEFLE S AN, 5 ERK1/2 AR 415
SRR N R 2 MK MAPK (55 Sk,
i AR RIVAT I F Ras Y 15 5 5% 508 B8 300 MEK
DL KR Ui B ERKs, i 1M1 5 30 % 5% 1 Fos. c-Myec.,
Jun, Elk-1 5%, ik —Su{g i e gl i AE Ar sl 7 AR bt
PRAAMIIA TR . i R PRI LI
Wil K 253 3 B0 ERK1/2 {5 5 %% S g%, M Bel-2/
Bax [ [, %t P19 #2850 AR 9 4EH . >4 ERK1/2
IR UO126 £77E BIAE LT, Al i #4462 10 4 1
AT Lee V04 szt 48 SR REIE ST T4 Kz 2 i 5 i
T ERK1/2 5538 [ Ad /N SRV i jz e ph e oc e sz 2 T
TR A 0. 3 ERK /2 W] fg e Mt i & & 1%
MR E R ALH 2 —

INK K W) c-jun 8 B2 A6 38005 1 0k 5 40
MIPHT- A O, AN IRGT, 8 G il ) L A i R R
i 7, AR K AR TS INK {5 53 4, PRk INK
{5510 B PR 7 SAPK. BFFc kW77 AR T LB S
INK FEff e 3Rk , #EMiE c-jun. ATF-2 Elk-1 45
SR, BB c T, MR, B0 INK (T 1
FR IR AR B PC12 BT B ™, INK A
p38 15 5 10 % & A AH R ) Ui 00 L F, 40 ASKL
TAK1, — A BB BTG INK 1553 8% 1 20 it 1 o) 384
1 B0 p38MAPK {55 5 . AD A= 2# W5 b 41
e Sl R 7 Sz 5 ) p38MAPK £ 5 AD 19 & 4=
TR SR AR A4 Tau BRI P2 0E 25
iE TS fil D BE BTG . 5l — TG PR A IE 40 45 R,
AD B H R L) p38MAPK T 5L EE A
B I, #0046 p38MAPK # ) 1Z A K & VA JF AD i —Fh
AT IR AW o Yung 250 DR 40 B Kz 2 009 6 R A
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