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EGCGUrFR A Co Hig O s 2 A I 43 5
MEIMILEE IR, EGCG i1 4 MFRICH AB,
CFl D B FR4LAY G 7R Do A F1C A
ML, 7E C2 A AT — DAL TE C3 b — 1P’
TR, BRI EHA 3.4,5- =K. DAHEKE
TR e C3 AL WC & N HR . 1B AR 7 7
450, EGCG BA syt A iE ) . EGCG Bei
X 48 & BH B 1 (superoxide anion) #l i & 1k &
(hydrogen peroxide) , B W ROS i 3 ) DNA #i}
fii. EGCG J& — it 40 V. i R £5 1 B 0], m ol /b i
IR A AE T O AT 7 A R #h AN G A Al AR
A5 [ H R Y 58 AT DLE i SR O R L T 4
J& B A RV S AREPEIE B = A0 Bk R R
SEEE G DT /0 % 6 455 T 1) I 5 o DA T 4R 32 3% 1 R
(reactive oxygen species, ROS) i i, It4h, EGCG
A BE A BE H O i Atk W B ( glutathione
peroxidase, GPX) Hl ¥ & 1t ¥ &k 1k f§ (superoxide
dismutase, SOD) [ 1% PE B HE P A AL AR i B %
iR T 4EA 2 C M E™Y . EGCG Y% —A B B ki
S HCELA 5 R 1 O 5 R 3 3 1 L X T R R 5 B
K B 531 B B A O o B e AT i 2 ) A
HRAF
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gallate group OH
OH

(-)-Epigallocatechin-3-Gallate (EGCG)

1 EGCG HILZ4
2 7 AD HHIMERIFERNLE

2.1 X ABMfEH
210 W AR 5T Y F A A A Tk AR
EGCG REMEFE R AN H AR i 5 1Y S Ak I S 5 405 .
2001 4E P ARIE T EGCG £ AD (4 248 9 76 I
FI I 5 00 W 22 T0AE AR 175 5 10 1l 448 743 P A 72
FBFSE T 425 2 W EGCG WA R B AL Fi bk, 45
FU EGCG @ 75 Bk AB BT ROS 197 A, il
PG TT IR T R A BE I R L g R A AR
AW EGCG FUBE 7 R RS 1 it 88 T v 8% 08
140 1 ( pheochromocytoma cells, PC12) F1 A #
% b 2 %4 M (neuroepithelioma cells, SK-N-
MO w1, EGCG g % 1 i R 4L E U m AB
(aggregated AR) FIFL{K AB(monomeric ABR)E T
20 J 080 T S T T A P AR AR25-35 Ak BEAY /N
UK B JE AR 40 Bl v A5 B F — 25 B EY . 10 X
10" “mol/L EGCG Hit4b HLK [z J2 41 2250 30 min,
BERZ A 1 X 107° mol/L ik B ¥ AB (Oligomeric
AR) T B Y £ KL 1A ) BE B 5 R0 A0 ] B AR i & Y
NMDA #5085 i . 78 K BB )2 b 28 e o ik
TINSEEE K B, EGCG 1l i 3 Ik 55 AR1-42 ) #f &
BTk 380 48 AT g e 08 T ROS A L K&
TR BERE HEE 3(caspased) K, AN, BiRFER
E R o7n AChR K T i 38 B8 15 5 70 1 W i ot L
% 3-#4 B (phosphoinositide 3-kinase, PI3K) #1422 &
12 / 9 R 45 1 I B B(protein kinase B, Akt) 194
T T A AR By i 28 50 Bel-2 F i, AH
M B W 2 BE H B8 2 K o7 Calpha-7 nicotinic
acetylcholine receptor, a7nAChR) 5 $1 7 7T 5. 2 ¥
55 EGCG X AB 5 3 1y #f & 35 1 19 ph & R 9 4B
I, «7n AChR/PISK/ Akt # S5 S EE 25 5
EGCG Ml AR 5540 ML 58 T 1T & #5 1 28 LR 37 4
IEC

EGCG FE N il AR 75 5 1) 4k 0 4 45 .

EGCG(2 mg « kg '« d AR & 2 E KR
ALY A L o SR U A e IR A
it A DG T I 320 T il A 2 W -6l R MG S I 45 T R
BT BT S B A B PR R A A e H ik
S5 e Tl 1 LT ) T 3 L R AR T R R P B
B R W EGCG BHA WU 22 i R UK ik v 5 48
s AF DG 1 S AR B 05 o G 5 TR A ARL-42 B/
BRI, 3 Ji 9 EGCG il Ak 3 RE 18 77) tt 44 561 1 Hh
FEAR AR1-42 75 5 191 1C B 5, 820 fili oA i 28 5T
=1, EGCG M8 TE 55 A 0 IR 45 245 1 Ak 68 2%
APPsw HZ /NN e . EGCG £ 7] LU
4% IR 5 2 (streptozocin, STZ) % S 1 AD K R
AL RE Ty L B HOA R B | R A 281 BT b A5
Py StooB & . M OHl £ B H B Be B8
(acetylcholinesterase activity, AChE) 1 4 Fl — 4
LA (nitric oxide, NOYREIHIFI ROS Y 7 4, E—
AUESE T AL A WM E AR Y EGCG 1§
AT LA 2o 0 Rl 2 o0 T 38 APP/PST /b LY
4 H K A F (nerve growth factor, NGF) /# & 4=
K A F i & C(human pro-nerve growth factor,
proNGF) tb 3 # # NGF (¥ #1 X 2 ik /K F, e 3%
APP/PS1 /N BN H BR300 Bk, EGCG RR %
TEMAR IR AR 75 S 1 p 22 TT 41 s

2.1.2 Bl AR RAE AR JE H TE M RE R R R AR
[ (amyloid-8 precursor protein, APP) £ A [a] ) 43
WAEERE AR BY D) A . DESEDT BOR L EGCG Re % I 12
APP 5§ D) 3E 10 5% W AR 19 77 A2 R0 AR, GIE S8 T
EGCG REB M APP 5] . EGCG Rt fie 2 &3
FEAE A R A B BT ) B MO 5 I sAPPa 1Y
BT, 175 5 46 1 B C(protein kinase C,PKOC)
M Al 4 PKC GE A2 BLIT EGCG 7 5 i 43 W Bl g
FyRETE H AR 3 o (secreted amyloid precursor
protein alpha, sAPPa) [ 7=, $/8 PKC &5 7T
EGCG W55 1Y AE VE ¥y F 88 11 2E iU A2 19 B0 S o J3
WA TR I 4 . E 5% G SweAPP 1 N2a 4i ] 5
HLEGCG o fE o) Wh B 00 3% 2 3E 1 8 m
sAPPa B A 40 M9 N o-3R 3 3 A BX (o-carboxyl-
terminal fragment,oa-CTF) () & & , [F] A 9k 2> AB1-
40 F1ABL-42 WA R . HE— L HLEI IR BoR
EGCG 1 i Wi ZR 52 14/ 0l iR 158 AL It 35005 8 5 R
o4 R S5 A B 2R 1 T 10 (disintegrin and
metalloproteinase domain-containing protein 10,
ADAMI0) i #E 4k 5E ¥y B 2R 1 A B 12 1 a1
Al B A 52 R L EGCG g g M il Apl-42 i %
B -4 W i 1 (beta-site amyloid precursor protein
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cleaving enzyme-1,BACE-1) i, 1 il JE M AL 8 3
A LB AR R BT

oz B R . EGCG REf% 5 APP 5 41 3 ifif
SN AB YA LA, 3 BRAIE APP KO, [ i
BN 2o sAPPa K EGCG 38 A DU Hp 4k i) 35 48
T /IS BV 48 SR M 3R 4 b i) PKA R PKC
bl G PKC & 4 8 5 HE JE M AR M APP
53 L B . EGCG X a4y 16 g 380305 1) 5% ) E 78
Tg2576 /I B P9 45 2 UE 52, B A 1 o CTF
sAPPa /K-, [R) B B AR T ABL-40 Al AB1-42, X b4k
BG4 WS MR A AT Rl R — WK
WIH R EGCG(6 A H) Ay SEi 1 4t T — Bk i 45
H LB EGCG ik AT PR FUR S PEIE X ABL-40
1 AR1-42 YD, VA B sAPPo BERL RIS TN, Bk AN 45
WD AR R LA K X B AR T B e
ADAMIO JE2SE i, Choi 2817 BIF 5% o 3 — 4531 52
EGCG F&MEH Tg2576 #E D ABL-40 Al AR1-42 /K F
PR AB BEHffr . LB RS B IR T
EGCG REMS FEAR G N AB1-40 1 ABl-42 KF, 5
Fernandez %" 75 240 g % 77 v 3K 15 19 45 - — 30, —
SEOR N AF 5T 8 R EGCG /] LI 3-Fn y-43 2 il 119
TEPELS2 L DL R AR BACE-1 F1 APP fy 36 312,
i AL ) R B A W) TS 2 AR v (peroxisome
proliferator-activated receptor-gamma, PPARY) il
i IR BACEL #46) AR 9724, EGCG W] LA
i WE PPARY (9 BHIE 08058 B4 WA A9 R 38 A AR
18 A 0 U2 R PR T SR N R O T R R
S

i, EGCG 38 £ P AN [F] 19 38 72 52 ) AR 1Y
A2 R — 7 T A S ADAMI0 A F T A JE B EE
AR, o — 5 T i ] BACE-1 380 /20 3 B i
Az B A NI I8/ AR A A A DA T 28 1) H: o 22 £
FEM .
2.1.3 M BERIE R X AD 55 3 /N UL
(953 B 3 s EGCG IR Y7 5 ki PN ki 3 493 A 30 e 2 Dl
AR R e T TS DL KO R O R G T
EGCG , ¥ 05 3] 3 By BEBE A AR 7K T B A AT 1
BRBA RS . IR IR /N R AR KT I AR A B S
A 9gE IR FE A F a(tumor necrosis factor-alpha, TNF-
a)/c-Jun N-K %5 # B (c-Jun N-terminal kinase,
INKO A% 5 B89 30 il AR 5 R 32 KK #7-1 (insulin
receptor substrate 1,IRS-1) A [&{% ., & B EGCG &
S0 BT 5 5 S AR BT O B B
EGCG 1T LAFEAR AR K, il AR BEHe iy T A1, i
10 2 > ALCC D Rgt ) I wkoe ™ R,

TER IR R S 1Y AD APP/PST WS 3 P B Al
EGCG g it ADAMI10 7K - & 3% M AR AR &
BCFN AR BE Bk 671 757

2.1.4 HIP AR RERE EGCG HA W/ AB L
44k (amyloid fibrillation) A ZHEES 1, HH K T
(thioflavin T, Th-T)J& —F 5 JE M #F 2F 4k 45 7 M 25
B 8 Y SR YLkl 7E R K 482 nm At
FH Th-T 1 5 36 K I 5€ 658 J3E 122 9 Ol 0 B 119 528 55
KT AR R, SO, RAE WU W,
EGCG fgte 0 BRI AR BEE, it — LB S B E
FLHEAH AR BEMEHTY . EGCG RS {23 J7 2F
AR ARL7-36 H & 0] N AE L5 AR R W, A A
EGCG i fE M #F AB 2 K ¥ (Oligomers) JE
BT B B R AR AR BURAERE AB W
TIBUE N E M2 LB, 5 a0 5t %,
WFoEDY iR EGCG it i 5 RA KR &M £ ik
SEGIF B LR 27 4tk AR B I, IF B I HLEE L oh A
HFORER SO P E K (aggregation
intermediates)

34 EGCG HA 98 i 56 B B Y J £F 4k (pre-
formed fibrils) BYPERED 21550, HifiE 5 41 4k 4k AR &5
AL BHIEHSmER T Wass ., AR EGCG
O3 i 5 JE A 5 B8 (Schiff bases) T 5 £F 4 4R
AB NI iE B e SR S8 Bk AR &R 45 . EGCG 5
ABL40 MR RS & Ja I EE M AR LKD) . ¥ 1k
RIGHETE, 7E AR T ABL-40 B R IK M EGCG
rhUR AR Ik R B B 04 25 0 AR Ak EGCG R h #h &
FEPEANH] R 0 2 U B AR T R RS . EGCG fg
AL PE 27 B ARL7-36 T AE [0 i A 45 A4 % B
PrBo URALRE R R 4R ABL-42 AYTE AR L 1T HL A B
WWE TE B 25 4k 0k ABL-42 1Y Fa & vEPS . [k,
EGCG HATH ¥ AR RS MIEM, LAl AB
R BRARLT 4tk AR TE K A2 HE AR SR YIE WL
M HELF 4tk AR RS AY I BE .

2.2 Ml tau AT EHRA AD W Tau HAS
TR AL BNy, S o BB RR AL Y tau A LU
T % 2 5 24 25 ¥ B, NFT's JEAE £ 50 N B,
JERERALIY tau B FA7E AD B M 228 P F2E 330
TR R A K R R R M., GSK-38 &K
i — R OCEE Y tau WO L AR i NET oo B2 g 22
B9 A, AR Al a4 PISK Fl PKC 342 T 0%
W R & R BE i B8 3B (glycogen synthase kinase-3
beta, GSK-3@) Jf-ffi tau & [ & A EEBE MR 1L L R,
T S 35OM 28 T D fig L A5 A AR g B AT, B
7 BR EGCG BA P tau (A M BLEH 76
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APPsw # 3K /N b, EGCG (I s v 5 A B 45
29) J5 E AR AT tau B3 E B R AL . B SR
R IR P tau 5 A AT AR SR A DA T 410 )
ZROUAR YA M EE R R A, FE SAMPS /R,
EGCG /b8 5 5 R Do N 5 i i R Ak tau 28
IR D, AL A S AD KRB R A,
EGCG RS W /0 i N NFTs BB %, 768 AB25-
351 S AD KRR, EGCG BE WS Wk /D g 2 5
JEHE MR AL tau A& RN, EGCG M| GSK3p
AL T RIS tau 3o B @S R k. EGCG i i 3 il
Tg2576 %5 5 /NP GSK3B BB 1 c-Ab/FE65
HEVWERLA, BERET AR AT M & &M,
EGCG VA7 BE AL T Tyr216 fii GSK3p # I 1k 4
. EGCG fgfi% il i ik & F e Akt/GSK-38 15
5 N Ser9 i B B2 b GSK3B K -, I FE AR
APP/PS1 /N EE AICI3 55/ AD KB GSK3p
1) & 3R K0

FEJRAR K IR 1 R B JZ M & oo, BB L2 )
EGCG & #F B iR Ak tau B (A9 75 B , (0 L3 BR ML
AR EGCG HA MR LR R A W T BE , 75 5
A5 tau 3 F A M HT22 41 8 (mTau-HT22) 1,
EGCG 4b P 68 % 3% 5 mTau 5 2514 40 i 28 kL 44K 43
ZABETIN AU |5 i RN 24 43 S 3 TR O /D
20 A7 0% R I R R A IR I i B TR AR A
EGCG 5 tau [ W B MR fb X 325 & JfF s A8 3 3D
SERGA G, RN tau 2 A BEERLYY . EGCG
Ml tau RE M tau S0 . BOEFRY B
NSEGCG WY tau B 1F J5 18 Ui R 40 M B 22 1) 2%
EGCG 7E &4 3 il ! 3% & — % (Methyl glyoxal,
MG) 5 F 1 tau BEEEAL , BEA BUD 6] MG 7 319
2R 241 0L IR 200 60 v s 0 3 Ak 27 O B I
WM AT100 {7 15 tau @R 1L , [ BT EGCG £ 4%
TR S LS R R 8 e A SR B MG ™
Tl VR 149 UL 20 26 P R B 2 P R 4, L F 5
~ EGCG it #H G 1 RP/EB KRB 1 4
R 48 41 41
MTOC) # 1M e U 1 56 B 1k
23 P RIEEH P& RAELE AD K ik #
R EEEEN .25 AD R ARG EIERR  #h 4 R
JiE T8 AD W ELE B TS e J B8O & R E
K s T J8 A A0 A 400 ) ot 28 9 0 % 2 R 3R
¥ AD B ¥R 5 2 07 EGCG i 4b HE i £ b
(lipopolysaccharide, LPS) % 5 ) & 4o 1k & 5 /D K,
ARG LPS 75 5 0 012 35 03 Fn b 28 e 240 i R T, O
il LPS #5589 AR /K-F-# F+ i . APP.BACEL }

.L>» Cmicrotubule organizing center,

Hr= Co9 Wik, MR A A B IE LPS i 31 2B
52 J5 240 i 3 Ak R A R P T AL HE TNF-o 140
ffi A2 1B(interleukin-1 beta, IL-1p) | [ W 41 il £ 7%
S PR | AT 4 I 8 B 1 R TL-16, DL K
515 T A — A 4k & & B (inducible nitric oxide
synthase,iNOS) Fl 35 & & B 2 (cyclooxygenase-2,
COX2) £ N 1 2 M 85 11 10 38 I, 76 15 3% 19 B R e o
A h  EGCG b 4] LPS 55 19 40 i P il Al
FERYREAEME AR A R WL EGCG 3@ i 9 2
52 S5 4T R TR0 1 i 22 9 i A O AT i R Sk T 1212
BB FITE RS RE AR PE L 3278 EGCG 16 AD o B Hi
ZRIEMIER . EGCG BEME B Wl AR 55 T 10/
JiE 3% 4 B TNF-o. IL-18. IL-6 #1 iNOS By £
U R AR R WL EGCG i 1 3 i LPS
A BV-2 /)N e J5 40 A B 2 92 40 A 7 1L-6 R R
JEA R NO R,

YK WAESE T EGCG MHLREH .
15 APP/PS1 3UkE H H AD ## th , EGCG HE % i
BN RAE . TR EGCG/ 4k % C 4k 25 fig g
7£ APP/PS1 W 3 AD /N B ] i 3% 38 fin %8
fi s DR/ 1P 2 RAE L AR BE B B a7 DL K B I AT i R
AN ABL-42 JKFEY SR B R i — 2P E 52
THPUR G, 7E & IR K& 1 APP/PS1 XL 5
AD BRI EGCG i 1o [ AR B 2 16 ot 4t it Sz i 7k
F1 Toll BERZ AR 4 K9 /Dl &2 RAE . 7E APP/PS1
N EGCG HA B S i Bt & VB 28 3 R 9 28 /N
52 S5 41 1 98T 5 R ARG AR 28 40 B PR P TL-18 A1 Jin
B4 0 P TL-10 . TL-13 , DA 17 2035 W) 5 5 3% 1
28 fil B 1 R KO
2.4 PrEALE  EGCG gl AR % FHIE L
N 7. FEEE SR R oT T, EGCG RE % 18 55
AB1-42 53 1) ROS F=A:  BERS Ml AR 5 5 1Y
2 Ri A4 I BE B 5 F1 NADPH 48 Ak 1 38005 A 3 1
ROS =A% e AD gl W5 A0 b i il S A 45 8
STZ i 5 AD B h 25 7 EGCG "I RER ROS &
i, A BB PR A S PR ORK T e W
(glutathione Peroxidase, GPX)M, #F— L F 5% B
RSEGCG BA W FE G A ARG 1R R B RE . 78 AR
AR BV2 /NS4 EGCG Tl b B RE 1% 10
AB T 1 40 B 7 1 B2 5 48 B RK (glutathione,
GSH) A= & il iy B T i -4 22 Ik - e 20 1 o 2
fiff (glutamate cysteine ligase, GCL) FY) mRNA ik
fEdE GSH £ R, W8 Y EGCG I fit 18 i 1 5 40 ffg
AL B 1 AE 1 AR AR A SR A Y . B
51 BoR EGCG BEME bR JL AR T S I0 i Y 1% M, £
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i GPX.SOD . i %A b & Bl L S BT 0 M2 o2 & 1
M GSH “FHt E Ak 73 . M Ah, Hoak mr Py /b HAlh
SAALFRIC YD . 0 oo S Ak B Bk 2 A R
MR BoR, 7E A AL R B T 1 AD K RUBE Y
EGCG 5K & V41T (Vinpocetine) H 1 [w] 410 1 5 &
BRI S 0 AL 5, 2R B O B0 B S AL RE ) Y R
MDA J8/b  SOD ¥/, AR 4k B i /I i Jox 40 g v
REME bV 4 M N ST A AL R AL L &2 MG 7 2
(nuclear factor erythroid 2-related factor 2, Nrf2)
FMLLTZE %A EE 1 (Heme oxygenase-1, HO-1) ¥ 7K
S AT AB i B ROS AR 1 19 % I 1 «B
(nuclear factor-kappa B, NF-«B) i 1k , I 2> /)N it Joie
240 B A

Kt EGCG 72 AD 44 P 1 50 5 v 5 A7 410 11
S A IO SR A T A T S 3 B A B AR ROS I 5 4
it 47 S A By 44 R 2y A 3R] 52 IR BT AR AR PE T

3 I &

EGCG A LAFE AD 4 Jif A5 ) i1 2 49 455 70 v s aok
ZROLH EEM SR ER . EGCG R HiE .
P BL R I AR A R R EAE ., BR
EGCG 7£ AD H iy 25 84/E F 24, )& EGCG 2T
i H e ML 5 3 H AD A E G 45005 78 FH it A 7
. EGCG HAREZAW M TIae, w22 5%
MM i T S Ak 2 5 0 IR Y M 40 i E T Rk AE
AL 42 78 EGCG 7] A8 3 o 41 i 2k 58 1 & 4% %F
AD G VE R X 2 B H O 58 0y 24 8 ), 3 i
B Z SR B IE  EAR I — & .
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