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Abstract: As the Chinese population aged, the number of Alzheimer disease (AD) patients is gradually increased.
Epidemiological studies have shown that tea consumption can help reduce the risk of AD and other neurodegenerative
diseases. It may be due to the ability of functional components contained in tea to regulate the main pathogenic factors of
AD. In this article, the effects of tea functional components such as tea polyphenols, theanine, caffeine, theaflavin and tea
saponin on the main pathogenic factors of AD are systematically summarized. The multi-target mechanism of tea functional
components from aspects of f-amyloid, Tau protein, acetylcholine, neuroinflammation and oxidative stress, etc., to
effectively prevent AD is clarified. It is expected to provide a theoretical basis for daily tea drinking to prevent AD and the
development of tea functional ingredients.
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BR] SR 2% 15 BR 95 ( Alzheimer disease, AD) J&=—Ff
AR ARSI 28 R GEARA T R, R E IR
PRI R ICIZ I HERER | 25 Al AEsaUIZEEL
BT RE AT RSN L. AD BEMA
JRAERYIE B ZE 50 % LU, HLAREARE 15 I U XU
Bt AW N, H AT R 22 m) H @i,
2020 4EFRE 65 X K LA BB AT 1.91 412, 295
BT 13.49%, AH%R 2015 4FH41E 3.03%!", Z4FE AN
T A IR 25y S B SR 2V SR SR U 1S, 1
G4 AER W 2050 AR EEEAE N IR 4.49 42, Ho
BT SR 2 i BRI AR s AN B aA 2124 3003 U7, 2y 2015
SRR ALY 2.35 1%, AD fEN—Fif 2B A7 P
Ioa, PR R R OB A MR S A TR T, 4
i N S H S s e OBl . A BB PN 3 () i, HO AR
95 N8 ORG24 BT AT A e v [l b2 S T X )
—ANEE LA,

AD BHETEALYRHELE  HAT ST, i 4onet
YAkgigl | WOk AS YA PEFN Hirano /IMATE B4R 55
PERFIER, 5 IE R 2 UAMH L, AD S Ik i 3E sy
FEBEER I 28 AT ¢ g 45 5 H R R b EY . AD 3
WML 2%, sZ BB L IR f& R 2R, A S-TERY
FEEE I (B-amyloid, AP B L. Tau S HEBERILIR
P A 2380 T O A e A 28 U T IR 6 R 3] 9 i 45
FR VLA F I BOR IR UL, 20 AD 19 I FE s
— R TR A TP, IR R £
ZRWRFTE . A sw ARAIR EL P71 25 AR s FRED o) 51 ek 38
AD JiEdR, BARIXEe 25 ) HoAT 22 AD SiEARIVE T,
(R L2 A A FHE A A — R E I i R, SRR
T HEFRY . AD J&—FrHRITHBI0E, nl 2y
P TSR DL HRAE , e R B R B 1 i B 0 o A
FLOP S RIRYT, Tk — SR sR R, IR T
T AT BEAE T BT SR 2R vh A 22

AR AL SE R R CRHE Y, HAT Rl
ZARPVE o WA TIR2ERTSR R IR SRS R B S
AN BRSPS TAFE DT 5 —T01 H A AR A FELk
PR B 5 BH i BE DT PR 2 ST T R B, AR SR AT T
e B FREMGA IR XS ™ (R 1) o ZERtinighnmg
WAL SR T, —ZHAE T A N EE 431 T R W 4%
45 LA RS e A AR A iR S IR S A S
(£ Do MATHITE B LEUESEAS 0T BAT 2% 20 BRIPE
AT ) 2RI A A 2 Wy . 25 A BRANINHERGX — 2
TIREMLSTRT -TEARAEEE 1 . P A TCET AR sl
AR TOT0 A, ZRBE ER | -2 0 T RS S R A
JEx) ADAYIR PRLEAT PR VE N, SRS AN
T R AR B Re ST, I BB S T
Bl SR PRUF IR IVEF o BRI, AR SCIagh g asnt iy
FZEIRE A3 TE T BT 2R 2765 R 7 T i BIF 98 i3
JE&, BRI D BRI 53R BT I 2 BRYps 114 22 3 e T
HLH .

1 REESR/RZEHRR
1.1 ZFRSEHIE pEMEEBRNE K

AP TEMRH 2 AR P R TIEUE AD B
iRz —1" Ap TR T B2~ B
& AD NHADIBE FFFE EZEA, BRsl T — K751
YRR R E S, RS SRR RAE R T ERIA
HEaR N Tau ML BEBEIRILSE, I P& ITTIRE
PG FISET-P0 >, ety R Ehm st LA LSSE S F 4K
P B SIS W R 2 W) AB 1A S A Bl A BRI FIR 16l
AB A 1) o A SR HHTAY BT S-TEMFERTIA
# F1(B-amyloid precursor protein, APP) /KRR, A
PR A K i 30 B, 55— SRl o B-43 WA Bl ( B-site of
APP cleaving enzyme, BACE) VI EI /K i &2 1l 433 74
VERYFESE 1 B(Secreted amyloid precursor protein S,
SAPPpB) Fll B-C K uitg A Bt ( B-C-terminal fragment,

R RIS TR SRR RO XU Ok 3

Table 1 The connection between drinking tea and Alzheimer disease
TR [LEEIN T2t ik MMSE 43 1E#
n=170 <3/ 1 267433
L2 n=108 A~/ A TR B AR/ K 0.84(0.52, 1.36) 27.3+2.6 Kuriyama S, et al.”!
0=725 = 2K/ K 0.68(0.48,0.94) 27.6+2.5
n=138 AN 1 27.0(0.3)
S n=195 1~6 K/ 0.64(0.27, 1.49) 28.5(0.2)
n=157 g HKH 0.21(0.06, 0.76) 29.0(0.2)
n=98 A 1 27.0(0.3) Noguchi-Shinohara M,
Wi n=180 1~6 K/ 54 0.86(0.31,2.30) 28.0(0.3) etall
n=212 B HAKH 0.51(0.18, 1.45) 29.0(0.2)
o n=404 AN 1 28.0(0.2)
n=86 1~TR /B 1.41(0.55,3.61) 29.0(0.3)
n=954 AN 1 25.9+4.4
e - n=868 AR 0.84(0.65, 1.09) 27.243.1 )
B ERRLS R n=519 TR 0.76(0.57, 1.03) 27.7+2.8 Ne TP, etal™
n=160 Kk H 0.60(0.36, 1.00) 28.0+2.0

1 iR R YR A T 51 SCER AR U T TR EE A FE AR . 2 Noguchi-Shinohara MZEHFSY HMMSEIT/045 5 P9 28 M AEA bR 1% 22 (Standard error,

SE), HAI ST 5 A EEA AR #E 2% (Standard deviation, SD) o
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Fig.1 The mechanism of tea polyphenols affecting the synthesis, degradation and aggregation of A

BCTE), B y-5 b B U FI K BCTF A Ak, Frh )
F APP 19 B-5r i £ J& BACELP* 1, Lee 45017
WFFERI, K2 Wb R E T ILERIKE TR
( (-)-epigallocatechin-3-gallate, EGCG) BE % 5] i {4
HEHBREAR AD BN BRI R 2 M 05 Ak b B y-51
AR IE M TR AB 7K, IR E a- 53 BT
W PETE R, AT BEABIL R I Y 7 XA A IR S S
(Extracellular signal-regulated kinase, ERK) F14Z%
FEONE Y B 40 MI 1Y w57 5% 1 58 ( Nuclear factor
kappa-B, NF-«B) & 1% . EGCG % BACE 15 4: A% 14
AR ] R SR ik A A 1 BE ) SO A2 AR -y
(Peroxisome proliferator-activated receptor-y, PPAR-
P)IRARPO, — AR AN LE I B I LES R X BACEL
PIAITE M S LS E 2L C2 Il AR C-3 R

T RERHR 4y KPP, ok, JLAS 3 5B 0818 1 AR
AD FERI/INEL p- 5 WA 2 30 LA T BRAE o 43I Bl 2H 53
XA TT REAR p- WA BTG PER

o-GT WA EE A~ APP ZK 8 M 1Y) SC B, o
ST EFBE VI E] Ap G5 M Lys687 F1 Leu688( AB
HYZE 16 1 17 REE) Z A8 APP695 3L 55, 7K A A 1l
43 W I GE By AL FE B a( Secreted amyloid precursor
protein a, sAPPa) Fll a-C K ¥ H Bt ( a-C-terminal
fragment, aCTF), aCTF 1] LA#¥ p- o B E], r=A4=
Ik A Bt P3 FiI APP Jifd N 45 A4 32 ( APP intracellular
domain, AID/AICD), MifiidESe AB HAERITH. sAPPa
HAMAEIRTIRE, iS558 flpyn] SEpER>>1, B
FER I EGCG G TR o~ MANEIE T, W33 hnmT i
T sAPPo I BE L, H 2N T A2 & PR
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C(Protein kinase C, PKC)PY i&4%%, PKC /- M5 555
B FEANT, TENF Tau 2B HBERIEH o- S filkZ 5
EBER A7 T BA — A ECY . [/, BT 8 maT
#1E sAPPa, EGCG ifs REHE N 22 4l ML 25 B 53— 1Y
PR SRARP S AT FAPER . EGCG X a-43- WA BRI P
FAHE R 2ok A TSR I R RRLH R R R AR
5 M B 10( A disintegrin and metalloprotease 10,
ADAMI0) YL 7R (Gallic acid, GA)[A]
R AT LIS ADAMI0, EL3EEH BACEL MG,
{HJZASFE M ADAMI0 5% BACEL 1954 5%, JT- e 22
PZERAE, T2 AD AR/ NEUR A AR

AN, EGCG B/ NI S APP 193K 58
MR D-2EZUPEE S0 AD BLRL/N BREA SR E
HPL M EGCG X APP #5111 7K P i BE AR U P16
APP BFEAINH], AR RO, 25 LTk, 252 WrE
AB W A o i B IR ER, — DR
YEFT a. By 53 IEEIX =S CHEM A A= B RRH
iR AR A BIZRIRIK, 3 —J7 10, X T AB Gk
BRI BT APP, Z5 2 W B AT F A 17EH o
1.2 ZRBEMEEE p- R E B RIPERE

AL RefE st AB K&, (HURAERZI AB PRI
P 7T, FTRETE A 4. AB TEARN MR #2537
| ZFPIKBEFNE B2, TSR AB ARG
( Ap-degrading proteases, ABDPs), 5Kk AB [ i it
PRSI LI AR SE 2 B0, (B B Rt A8
JIKHEF (Neprilysin, NEP) | Ji# 53 22 (4 f# i (Insulin-deg-
rading enzyme, IDE) Flifil 45 5% 5K 238 7% #. /i ( Angiote-
nsin-converting enzyme, ACE) %545t X I EHA AB
BB THRER . AN AT SCUTR, EGCG Rgif i 521
ERK 18 f% 315 APP 11y = ZS/K it g, [F]4:, EGCG
ez I B R4l f b ERK 38 5% LA A it PR i BiE 1ok
WA it} (Phosphatidylinositol-3-kinase, PI3K ) /4 [
W% Bt B(Protein kinase B, Akt) /S5 S ik e
P NEP (1953, 7728 AB WYREMEaAE R, i 55
— AP [ES# i IDE (3RIBNIASSZ 5200 ; [RIE), 5T
B RIMILAS R IS B n 3= ) LA 3 (Epicatechin, EC) |
FPEE T LA (epigallocatechin, EGC) . £JLZKR
P EFliLTE (Epicatechin gallate, ECG) H-AN52 0 2
J B 4 it NEP Fl IDE #3kP%, {HYE EGCG S/
07 I /) BRUBR 5 ZZ2 AR BT i w58 TP IERH EGCG AT I
V& IDE & [ 5 FEG RGP /B DY, X R ZR
' EGCG Bgx/NER NEP #EA U5, X3k IDE
PRI TE VR AT Be BA S E e ib Ll . HeAh, SR
AR BB S PE ST SK-N-SH 4H i) NEP i
Tk, ACE MTE PN A &2 B W ARRT0 . S
BUIRFEASE], — I ARG FE R B LS 3 B i)
ACE &M E T MHEC T IEH N, AD B HF KRN
ACE & 5835, 12 [RI A 558 1A 268, JLAS
HoKFREE T RZ M AD IR 22 ALk
REIX ACE UG TE, R AD B R RS S0

B, DL s RN W X NEP HAG P 1E
JH, X HAth ABDPs (S m b LI AT 75 iE— 2B R5E, i
IKZXt ABDPs M 2T VEFHITE T AB FEft Tt
P2 ZF ABDPs Z-55 HAMAE B LH] 52 o
1.3 FEZEIE -EMHEEENERE

WFoR RIS Z i B A RAEEFTIFIGE
S R SE A S AL SRAE 19 A R Z A
AL BREFVIR, SRR AB TRl EEE . 5t
IR, FLRORES G 4 )m BS T, I BHAE AB RIE K -
P 2S5 TERIFELT 4E . Wang 25144 2% L2 i 4t
M KEARZS S EGCG 5 AB,_,, ZBIMAHEAEH,
HEE# EGCG/AB, 4, LEARIG N, A B AE &
BN RBUKAI EAEH . B EGCG e IR &
HERH I A ¥R ARBAE, EGC Wi Fifi A AB HizK
KR A £F4ESR4E, fH EGCG fig /198 T EGC, 3
BH EGCG M B FILEAENIR AB, 4, IReFdirh B
SCHE™, HAbLAS R I E T ILERIEE TR
fig ( Gallocatechin gallate, GCG) . ECG 1 BE #1 il
AB R B R JRLER RIS AR SEERY), (A HAEH 55
F EGCG, H:H EGCG 4T HREFIIIHI AL, RE
LA YE I RE S HE A & T3> &3> [H
Sy SRR, DL e R ] EGCG HAT S 214t
Ap RENEH, (H R LR IR AN (SH-SY5Y)
il & 5 EGCG A L, JLZS R & T HRNR (Cate-
chin gallate, CG) I ECG %} SH-SYS5Y 4f Jifs it $i
Ap TGS A BAT E SR LA E T, 13X
BRIV EARE TS MRS, gt i BA o 2 24 i 5 FHL
TR

ZRZWHNH Ap BOEE b By R AR
T TES . & E TR A BRENH—NE,
AR VER—Fh 4B 5 A, e 4l &R AN oKk P 2 3k
AUt ) s 2 TR AR AL S A R S T A A, R g 2
RS, 52m AR DURRI AR 4 s & Fe™'
Cu™ il Zn*", I HiX =Fh 4 & B T-7E AD BE KK
R E® . EGC il ECG fg4s4& Cu* Hil Zn, 3t
i /b ROS BUF=A AT Cu' Zn>' Fl AB) 40
N 2B 40 09 Neuro-2a AWM &5k, 260
EGC Fil ECG figili L # AN 4w 2 o4 AB IR
FRLT4E B PERY, eAh, Fe* BRI 17 APP 1)
Bk APP TEPEAKSEPY, T Ap B G Jm %
Ak, Btk AB P BTRR 2 — PP A ph & A b Ry
P, BEil AN Fe' )BATT APP iZER . EGCG
D) i o kA RN i O =, TR R AR s i i ] APP
FFA) 5 R BHE, BAAR APP 1928 505, J1353 5 AB
T IVEFINTTREAR A HIEREE . 7E EGCG 4564
JB B FfaXT AB G I RZ I 5T L B, 455 Cut,
Zn* 1 AB N EGCG Ber= A & AB RAER,
MANA EGCG &L & A &=t 45t
AB BAEMPY, W] EGCG MMUREES ST A48 5
T, WHEXTSE S4B IS 0 AL RAEHATEW ., LI AT
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Rt , A 2 TIRER D PR TR SRR DT S R - 505 -

FHRHIRZMmEES A PG E&EmE T, ik
AB BEVI TR APP IO, I A a5 B &R 5
TIladkeimitl Ap REMEE S, MBIk AB UTFH
JAERL E2ees

1.4 ZZEMIIE Tau EEMELESRE

ALt Tau 25 Y EERERR b 5 SR A rt A il
JB I — PP R B IR BRI o Tau 852
—MZHHETERSRENZIEEH. £ AD £
F i b Tau 85 8ok B2 B R 1h, 33X 285 B iR 16
Tau FRBBNAENE p- 2L, FERG LT I8
Jie#E (Paired helical filaments, PHFs) £5#4, %2 i
1 28 4T 4 98 2% (Neurofibrillary tangles, NFTs) 4%
14, S P S AN G5 AR T B S R e , IR 58 fih
Fitp e e R >, R, @8R b Tau 85 HH A
AR BALRE AL, 5 R S oo S Ak s 7
S50 2R WIS Z2 Wy BE A5 IX) FH R 155 S I B ZR g
BRI A BRI 2 R CAZ 45453 0820 Tau 85 o B0
FRALl®, [, ZEFH SAMPS /NGRS, t
£¢%)] EGCG v LLydi/b Tau &5 1 EEBERR L. 3
— IR ik EGCG ARXUATREIK AB DT

i, I e 5 1 s g i 2h 245 0 =X — A1 7 /D Bl iR
1k Tau K3, i EGCG 2028 525 A AR Bl
figft Tau EHE, AimeE/ NEAAIDIEE ), Lin 460%
UEW] EGCG AbBHAT LIE 98 /b c- Abl A% 20 ir
DT 30 OB IR S B B 38 (Glycogen synthase
kinase-38, GSK-38) 14 1 1k, 18 i 12 i 45 3 58
APP K fitt T EAEE AB KF. GSK-38 HA 12 3
Tau 7& I 85 B2 16 9 DI BE ., 68 5 % R i 2A( Protein
phosphatase-2A, PP-2A) — X} Tau &5 HUEF71#7Y,
JEEWEAAAN-F Tau PR ILAIEE S, WAFR
KW EGCG FEMIK GSK-38 BRIk /K- =z —H
I 55 /) BR A 1 s i 988 $K SE Al F-a( Tumor necrosis
factor, TNF-a)/c-Jun ZIEAR VR (c-Jun N-terminal
kinase, c-INK) 15 5455, FTHAEBHEME R 2R SZAKNE
4J-1(Insulin receptor substrate-1, IRS-1)Ser636 {1/ &
BEIRAL KT B PR S5, ATNTEEE AD M35 s rh X B
AP, HAh, EGCG R HERLAE Tau 1y = 4E4%
14, HBESBUE MBSTR AL LS5 6, Ta I o/ I it
FEAL, DL i IGTE R A 2 W BRI Tau 2 ABE
FRAG KA, FLIRAE P R A L 520 Tau BERR AL OCHHE
1 GSK-38 BEAIK Tau & AABERR LT 456 3k
AR Tau & M L, 58RI AT w2 b Tau B
FRIRER .

KWyl #ER L Tau FE FHJE R NFTs t 54
ZAVERGA ., s, EGCG W aEfgE
a1 i PR b S B Y 1 IR AET 4 EE D NDP52 il p62 Y
mRNA Z& kB INBER 1L Tau & H UIE KR, EGCG
X F WSS IR S ROE FH DGR 1 #545% 3 (Microtu-
bule associated proteinl light chain 3, LC3) I[I/LC3 1
MIBA FZ N, ABLE S — I S alEs v U 22 B P62

5 gk R A 26, EGCG 4 NIRRT P62 M3
ik IR R 2R EGCG fEimad J#T B W geAR
FRE S M mTOR $#25% ULK1. LC31/LC3 1 %
ik, MIMEREE AD S 230ATE 5 H I R SR, FHPEkE
AB TTRE AN PRI Z W T P& A R H AR
N BB fm e b Tau 274k, siFW GNP B Mg %)
AP IFIE,

552 AL JERL, 45 2 Wyt B I S B e 1k
Tau FHHAREFEA, — B d S Tau ALK S,
THIERAE; 75— TERHIK Tau ZE 1Y R3 Z5A43503%
EFRik . FERIMALSH, IRHEE EGCG el H B
Tau(His-K18AK280) JE Ji%. g 1 )= 454 1 A3 TR (IR R
Y, NI FSE Tau AL S 4L FEE) . EGCG
AL GEE 1L A 255 Tau 2B HBEATLE S, 70l Tau
B HRAE, WRR SRR BR B Tau JREF4E, T
T4 Tau 5 HIE AL PHFs 4544; [FIBS, #£ Taw/EGCG
HeFE SR 1/10 BYIE DL T IR A ] Tau MAZ LR
{55, UEBH EGCG X} Tau & 1 HAABERAILE S S50,
WAMFRIHIE, ILAE T GA iS5 R3 g5iikss &
SCERAN ] Tau ZE H R EMWDIEE, M R3S 5 2
Tau BA LR =4 PHFs AUE%.01, EGCG th
AT LAIE S 00 ) XSRS A2 S P 1 2 I e 1 L 18 1 K it
A (Dual specificity tyrosine-phosphorylation-regulated
kinase 1A, DYRKI1A) 77 =k%) Tau ZMEF 10GX &
— T R3 50 AN R4 5 A i 23k i 3L R 19
BEPEVETT I TR, BRI R3 S5 3Eak k8,
1.5 ZZEMINEIZ Bt ABRE PR 7

AD W IR Z —J2 R TR AEEE RStk 8, 4
WEAEHK (Acetylcholine, Ach) /K3 T [, SEE 5145
REJI T REC . ACh VE R —Fhif 22386 T, REfr = Hb
VEF T2 S NEmSZ A4, LY g B IR £ IR IR s it
( Acetylcholinesterase, AChE) F1 T it HH #& fig &
(Butyrylcholinesterase, BuChE) ", W5y FIH A5 £
My HAT 2% AD SRE ARBR ARG = (T ) . Kim 48071
JHAR B 0055 S 00/ BB UGG IR T 25 22/ % AChE
HAMFBIWEM . Okello 557 PAERAS 4355 T PUAhJL
%52 EC. EGC. ECG fll EGCG, &% #l EGCG J&ME—
X} AChE(P<0.01)F1 BuChE(P<0.01) BLA S it
X zEgEm G E ARG, I IC,, 1H 45351
/7 0.0148 gmol/mL F10.0251 gmol/mL. 5 EC.EGC.
ECG # b, EGCG 5 15 AChE Fil BChE 45511y
REH B AR, 23 B2 °~-14.45 F1-13.30 kcal/mol ™!, LA
LR, JLAS FEXTNEREEE IR BT EGCG
SOy g
1.6  ZSEMIIFIR/RIRGENR P R RUHAHCEAAE

FEALN P4 (Oxidative stress, OS ) J& Bl 2R P15 BRI
ASA] RSB S . AHES T IE R N, AD BBE N
B 5 e A R I TE M 4L A 3 (Reactive oxygen
species, ROS), HIEZRIE > —K Ap il 48 &
T RBCE A AR ZR I, T BN 0T . A ot
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AL, P gt 27 iy ROS AU
i TEH g A BRARIST, IR B S Ak i an 4-72 LT
5 ¢ (4-Hydroxynonenal, HNE) 1] & 25 #2 =5 BACE
FOZRSEL E—2 30 AB BURIZKFE. SR R%
Wy P A AL BT, B T B G )R A M DA S,
Shimmyo 257 fUBFFER ] EGCG Al LA 4 AR #6i ME
HLIE /> AB 514 BACE-1 1 ROS BY7KF, M
W Ap Fl OS Z [l TAAEER, PRI R ST LA,
WA MFEHGEEREE T EGCG fEil i ot
14 3t & Ak =2 7 JG 4F ( Antioxidant response element,
ARE)/#ZHF E2 AH2HF 2(Nuclear factor erythroid
2-related factor 2, Nrf2) #5155 5 ML ZE INEEF-1 7Y
W, DRI TT OS2 AN [ S A s pd s U7
IR ZH 2R B AN S B DT R U e
P SRERINE, [RIRE, 76 AD R B RN i, g BEA AT
B AB UTRL. NFTs A2 A 2850 S ph 45 5 e
R AREPEAL T B W AR AD AR IR GE K AR
P Rt A5 R SO 2 A 1A 30 A . S A I PRI Rl R 4R Ak
R, B T3 Ze T AR MR 453, T S BT 4 AL P 3
Ab, SR AE PR 19 R TORIT AR N B g i — 25 A1 i
AB RS UIEETS ™, U] AD BEAR N YR IENL
il s BE AR B AE RIS R A . 252 B W]
WRIPTRAE . TENRZHER AB BEE 5 S0 BV2 /)
Jig I A At S E S Hh & 1 EGCG R o i1 e 2
1% 25 1§ ( Caspase-11) Bl NLRP3 % M/ MAFR ik,
M B ARARE 2 B 11 47 3% -18(Interleukin-15, IL-
18), IL-18 Y% | FERF5rb KB, HE S —IT0R
Kb, EGCGIRYT AU g Z 0175 10/ BL AB.
APP Fl BACEZ ik, i il 2IE K B 4 iaiSi1k . 400
PR~ T v A — LB S 4 1 AN i 3 2 — S AL AU T R
MG -2 BB, [RI, RS RS IR0 BRI B 4
X5 2R EGCG i GBI b H1 il A 28 AR G4 i
N HIRBOR IS Ap AT, 72 APP/PST /) Flist
SrrhE—2EUE T EGCG W SRLIEE 1 /NI ot 4 L 1%
AEIKA-, AR R R 7 TL-148 FE PR - 1L-10,
IL-13, JFHUELE] AB BEH /D, B2 Z2 M i PR
VEFH R IAERT SERE B0 75 7 H
1.7 R EEREBEELRATNHIS] A R R T EE
SRR DIRE RN & R AEAE AD S INNY —
A BRZSS, T ZORAAR DI RE B fis 7] B2 AD g Bk 2
ZEGIR IV AR B AR EGCG H
ALRRMEIZ R T, BRAdi328 AL . R BTSSRI
B LR A I W B33 | ZORLA B L 32 . ROS 77 2R F0
ATP /KPR 50% 51| 85% ), A5 2y FIAE T 211
PMENGY T REMGE D-2PEZUPHGS S 00 K B e i i Zoks
IR ZEFG IR, IR LORAAR T TR ARAR G B Ik
UL 41 2984 -2 (B-cell lymphoma-2, bel-2) | bel AH3& 2R
F1 (Bcl associated x protein, Bax) . sl J7 #0585
1(Dynamin-related protein 1, DRP1) FIf #f&Z546 15
-1 1(Optic atrophy 1, Opal ) BFRiA, MIMEE L 0

W05, BEEIC 2™, AD P ItRIFET IR IR 2 —
J& AL VUSSR T RN 8, JL-F-PIr A i8R R
PRUBE P TS, VIO 2 5 S80E RS s R
PrZ&F, i Du SEF7 @ TR ARG, & B EGCG
HE TR S AR A0 bt 25 AT PN T Do o7 85 O B 8, 11 R 25 1
%5 H 78( Glucose regulated protein 78, GRP78) .
C/EBP MBHR B B2 I TeA 4 6 5% s B[R & 1
(C/EBP homologous protein, CHOP) . Z# 2Bt
MREEFME 12 (Cleaved-caspase-12 )Fll Cleaved-caspase-3
PRI, FEEITREAIC T AR RS N3 X iR N
T A S S0 7 ) 4l g 5, R EGCG Ao 1
PN ) S R A S A I I P B T, AR T /N B 22
RS
1.8 EZEMEPFIREFA

T SCITIR, 25 22 W0 2 701 357 Bi) 2% 2 1 BR s 1)
A M) 52—, 1025 FE 3 AN 38 W AT I fiv 5
I A5 [ AT e AN B BB 38 0] AR R FH R R 250k i
BRI, HRETXT T3 A 2 MmIa i H 25 =25 1
LT R . DORFAR T EIVER . T &R
FIFHE A E AR SRS B, LS SR HA s/ N
PR R AN N2a AR ATEZSFIINH] Tau A RE
FAHE 7, Hor, B8 =i LA RO = TR 48R =)
JLESENERAR = LA ®S . FEGKEAR D, AR
FFES EGCG, Cano 5% JF & RZH T zR IR 4 —
Bk PLGA 44K 0k (EGCG/AA NPs) fETE /)N B4
PN ks HE B R I ESUE P, BRI AB IG PRI TR BE S fil 3R
B . Smith 450 H & YK A BT EGCG BURL AT
K SweAPP N2a 4iMAY a-F3 B /KRR 91%, %%
SO M IRIFEES EGCG 1Y 2 fif. #8550 kK: EGCG
R FH T akig B R g0, R R EHMEMT RD2 Ak
NP/EGCG( RD2-NP/EGCG), & 3l RD2-NP/EGCG
REVR A T T AN I B2 5, b 25 RAEAIC AD AL/ INER
Jigk HH 98 0E AT TNF-a AT IL-18 7K, 558 31 25 5040
i, HICaw B #EM . URRWE W ARG s 2 W 2B 4
FIHBE R HAEH . BRATSORRI A 2 510
TR, EGCG FNBIERIR 14 FIVE AL 58 T X4 /)
ERACHRIAY AB 7K. DR FIAH S5-I BE A ) 15 28 R
EGCG 5iz ghthaePrFI$E & /N ERic 2 ae 77, B/
B BT )2 Rt Sy ] it AB KR, EGCG 5
My EREVE SR, 5 epifdi EGCG #HLE,
HREEEE EGCG BRI LY,
2 RERR
2.1 FEERT AB. Tau FABHEAE R LA

AR A e A LR, BAT ph &R
ik, WEEXT AB. Tau FMHEEBE RGP, fH
U2 PSR LSS B ST R RE BH B KX SAMPS /)»
ERUZL L) AB, 4y TETE, U8/ B2 RN AR, 4, 1
BEHO G, IR B 5S 2R RERE X BACEL fYALDRIFI
EAHRIFEE . LA B H/NR Tau A
Ser199, Ser202 1 Ser396 {37 x5 19 id BE W 1R 1k, 1M
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LEREAR GSK-38 riE AN H] Tau fyict BEEBER AL AN
550 Tau ZHAEBEPEDY . FEAR RS 0055 T 00/ BRASE
wirh G B, SR e R RR S I # AChE myvEPEDY . DA I
TSR AR A ] AB FRIBFIERAE | Tau H I
WA LA T JE T IRpEER I RE ), (B S As = W AH L, B
SR A B A Frie— 2B 09T .
2.2 FRBEHNGIE K A TER R
FEAMHI E AL BTy T, Kim 2500 f)F 57 % 81 L-2%
FIRAMLE NI AB 15 HE, IEREINH] AB 175
S AL OIS 9 ERK1/p38 . 222455 (L AR 1
4 Biff ( mitogen-activated protein kinase, MAPK) Fll
NK-kB iffi [}, ¥/ 8 (AR B A A 5455, I
Z ARG, WiTE%A (reactive nitrogen species, RNS) [
FRAEWLIZERL ROS S5 T 8 Ik i, —& ik
A (NO) TEMFLBA N th— S AL B G B .,
BT 28 0T 5% WAl S Ak, 3583 a8 fal Fioph 22 5507,
M L-25 2 R ReEAR 2 338 1Y SH-SYSY 4HAf i i 3%
i -5 & MR 155 S 1 N-H 3L -D-R A &L 32 A1
Ak . c-Jun N K ¥ L B A1 caspase-3 B WG AL, FEUE />
NO y5=A:, X2 T L- A2 R REI5 58— b A
GG &t —F AL A S B R KT EY . TE
R R R NS R A v R IR A5 U W] RE BE 47
DB Th AR R ) ZE AL . R UE GSK-3p B b AN ke
% Tau 25 I BEER ALK ST, WIAESERE K- 0Y 9875 J5 1,
4% 24 1R H A A FH B BRI S8 SiEAH G BBl TNF-a F
IL-18 W28, itz oiae"”
2.3 FRBELNE S ERIGEER S % niint
HAAS [F)FE2 B 1 22 L e D RE RS0 W] BB AR AE
B] IR e RIS 1 25 BP0 T L-2S 2018 m] e 32
1 T SE AL 35 FF VD BUTK v 25 1k, 13X S FHBEBE N-
FA 3L-D-RA AR Z MM Z B D1/5 Z AR5 HT5H
DL R 3R R I A (Protein kinase A, PKA )1l
R EHLT, W] L-Z & R REl i 22 LU IS D1/5 52
AR-PKA 4%, 3% AD /INERIAICAZ T RNt S B[]
1455 /E ] (Long-term potentiont, LTP) #145"°, 1t
A, L-ZS R TR AR W V1 AL IR B S8 S A mil
A 1 (Mitofusion-1, Mfn1) Fl Mfn2 5345 ik,
TIE 2 20 BLAT oG 2 UMD BE RS fs AN ER P Be b {4
FYZIRES
3 DfRERR;
3.1 WMMEERREDED AS I E RS RE
A2 PR AL FEIIMEDS, . A T B . L,
WnMEERRAE o —Fh AR A2A ZARKEPLH, BEW Wi
AB BIEIEIZIIRERERRN ), I HAE APPswe /MR
5 P RS S AROR R B BRI S T AB L, -
1(Presenilin-1, PS1) fil BACE1 HY7K-, £ Ak
Bt AFNTH RN, — ISR aT 2R, ZentA:
Py JLASFE AR BRI iR 40 il NEP 75k,
AR T R IOk . ZIE AN AT 20, Wi rEDR R REHY 58
ApBDPs 1 NEP 764, HALTIPT 68 -5 4= 84 = 2 i

BRI S S S i S SR (B2 N 7 A S e e OP A
Fe LA SE S BT R Vg BRI UE R G T U 11O, HESy
TFBh IS, iHESRBEAS IR A REETE K
M) B R ZLEFU0, Du 28007 fifF oY Hh UL F 45 5193
AT HERCY) TP e . LK R AR T 2K BEA [ R
PEIELZLR U, AB I IREE 2 3R HUMIS, JE—2F
AEE T WM ERRELAT P AB SRAEMITE -
3.2 MIHEEPEIE Tau EEBERE, BETHEUBSE
FERS

— SR PR EG R B MEIR BB AZ KRN GSK-38 114
WAL, (R AE — IR M ERP ] Tau &5 B Tk
LEG PRI ST 3R W, U A M EA E % (A1 Bl
o Tau £ AU IE Tb -5 7K M, FEBLE mT -5 uin ko
PREEBER NG PP-2A M HAZIRNRTT A2A ZARMYTE I
A, i GSK-3p JuK; ILAh, ot s Far 20
WA 8 A% R AR 5C 14 2 Mtk R (CCl,. CClg
1 TNF-a) B — L4 A N A G 8 P (Nrf2, Mn-SOD
FIXAT PR IR a ) &R 25 1, winEmk AE
F#AK Tau & FABEERTL, FHEXITHUAREILN B . SAEHIG
ATV, PR R S
3.3 WIMERS S RERREE R 5t

W E DR BAT {2 2 AR RS A S REN . AEAE
DR FE R T, W ERREE B2 5 HEAS s wa il 551
AETE g PERYSE A AChE A1 BuChE, #iil £ B AHGK A9
RS, (HAHXT T AChE, WiHESAI#] BuChE AI1EFE
55, 3 A BEJ i TS5 BuChE AH Ee, MnHEs B 5 5
AChE 19 Trp86 (i iAEF, IF AT LA, Tyr337 Faxe!'',
AN, XFF 20k AR 5% 3Z /4% (acetylcholinereceptors,
AChR), WIMERRELAT M & 16 b AChR i« & B
¥ AChR Bl iE XCEEE AN,
4 HipmR

bR T A . AR . MNHESRFIIETT 2R A1, y-24
FL TR (y-aminobutyric acid, GABA) . Z5 82 . 45101
Z51 B M B RAEA T I S i tuaext AD Ji itk
AT AP RSB

S0 BRI T 20 AN [R], S 380805 S D R R
SY AT — 52 X5, A FH 4 W A5 S Rl it i s | e
K. B ECMLI ST Ap ALEE) PC12 4t ATk
5y, K IAS[FIZERIZEIHXT A SRR i ]
YER, Hodr, FA35A% EGCG #ll ECG BH AR T35, 1H
155 p-23& T % (p-aminobutyric acid, GABA) FlI
A S Tk B 1 K S Jm ds v T A A5 26 U, GABA
VER—FRi i o, AFoE 3R] AD B3 KN GABA
18 e AR Lyl A A 2 s T R ST GABA
HEXT AD B st sk = HAT#hFEAE .

HAfwFssh 25853 . Z51UEs i B fZs 2 EZ 19t
FELAINH] AB W UTRURTETT 2 BERR AR K- 2, 2%
R ITARSEE R A I, LTI T h 2 1
EATEY) . WFST A E R AR ST VAN BRI v
B p-Sr BRI TR, TR ADAMI0 #E PR IR KSE A
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WL, 38 AT I 2, Ik R A P it 1o 12 1 R/ S
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