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Abstract: Alzheimer’s disease (AD) is a progressive netirodegenerative disorder of central nervous system. The clinical manifestations of
this disease are the decline in cognitive capacity and memory,-and the'main pathological characteristics of AD are intracellular neurofibrillary
tangles and extracellular senile plague in neurons. At present, various hypotheses on the AD pathogenesis have been reported, such as amyloid-p
peptide (AP) cascade hypothesis, Tauhyperphosphorylation hypothesis, cholinergic hypothesis, oxidative stress hypothesis, etc. Tea contains
catechins, theanine, and other natural bioactive components. Previous studies have shown that the bioactive components of tea can provide
multi-targeted neuroprotection in AD. Particularly through the regulation of a-, B-, and y-secretase activities or protein kinase C and other
signaling pathways, epigallocatechin-3-gallate (EGCG) can reduce the production of AP, prevent the aggregation of AP or disassemble the
preformed AP fibrils, inhibit hyperphosphorylation of Tau protein, modulate levels of neurotransmitters (acetylcholine and glutamate), and
increase the resistance to oxidative stress, thus preventing AD. The main findings on pathogeneses of AD and the research progress on the
neuroprotective mechanisms of tea bioactive components in AD over the last decade are reviewed in this paper.
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FN 1%, Fik>85 & BN 32065, FERIEFE K
ZENT, AD BONGROIER . JERE. iR SR
SEIYRBIENEARP . TE HATE/45 600 /7 AD i
#, L5 R ARy — B, B R
CIZ BRI, AD RGN, ok
Sy 21 2™ B A A R A fE R 2

HAET, AD FAIRHLEI A, BTN p-iE
FFERK (amyloid-g peptide, AB) TR EE MR L Tau
RIS, FARIE. TSR BT ( cu™ . Fe™,
Zn®) . ZEABBRACT B 45 148155 8 DA e 2 A
A S5 AD, [Hlitt, AD 7] R & H 2 P R [F 5] .
Bt FIRVBER N, VAIT AD SRS E RS AS.
Tau M. HEE, JESEET. LBHREGRELES .
BRRZWE. MIGKR EFH TR AD 2R 24
EExf i —#0 A, S£[E FDA itk LT IZ5a ZEE
TREEREHDHIFIfhreAR, ZRIRST, FIHTTIEE, n=2fh
)RR 2 AR (S 8,

KBTI FIRTEERF U, AR EE 0T AR
AD. TAEARESEMZIBIT LI RN, RIS R
g5, BRGNS AE AR B E 26 [Camellia
sinensis(L). O. Kuntze] ZJE K E, ZHH A A2
RER EVREEDEEYR, BAbiEi. B85
SIRBET PUAE. HUMR. (R ph 225 T ek loy
I 10 AR, A5t AD HIFHE AR R ez #1| E
M, MNIFERHB G AD ST T KEM IS, 3513
THEZHBEIFRE, BA RN RSN
I, ARCEHRT AD EZRIFME] ARG AD [
VEFINL AR .

1 AD % mtlll

FIR, AD FPZRTRIEA2 W T DARRZE Seaa i N )
MRALTAEGT GRS ) SR DY LB AR, Tk T
AD FIRPUIAFAE 2B, W ABZUBER . Tau 27
F S R MBS B AR R 5

11 ABEK IR

1984 4, Glenner 555 X 4R41F] AD i i
TEMTFEE B SE T HEAERTY, b5 Masters 55
BOAE T AB J& AD BAEZ B E R . SR1TT, 1992
., Haass “ETEAMIEE IR R I AB & TERFERT A BE
(amyloid precursor protein, APP) 7E4 Qi F b (1 1E 5
gt TREFFE N APP KL PR,
KILAPP & 770 NEIEIRTRIE, AW K&
St a-/ > IBBRAE 687 AL /KR AT
FERTAE 4 a(soluble amyloid precursor proteina,

SAPPa) , FiH1 p-7rIERAE 710713 AL KAk, 1Zi81%
FEAE ABLT-40 AT ApL7-42, Bl P3 kB, Ar7E A,
L B AEEAE 671 AL R K AR A AT RN
FERTAZE A B (soluble amyloid precursor protein S,
SAPPS) , FEHI p-rIBEAE T10/713 AL KAk, 1Z%i81E
FEAE ABAO FIT ABA2, BITTVETE AB, o ABAO 2L
e, HLLApa2 NEDFEEAM. BT, AB BB
& AD RARHLEIH AT B Rz —, AR
BRI R SR A T e 5| 2 APP AR, 5 AT
W AB FEERITERR AT, PRI E AR, IE ABTE
i P SRR R RTV 1: AB SRR FIAS TV PEATHEIR AB,
BTSSR BEERL, 25| R — FREUA BB,
YA B I R o EAL R RERN . AR
TEVE. RRIARTHRERERG, P LPLEIRGESS, | HETIE A
PRI D REZREL . RARRIEVERIR P& ITIET S,
ﬂaiég%“:{& AD[8'11’13'14]O

HET, R RS ENE AD B R B Sk
FEFRAFTERAT 21 S5 e tafh |- APP JE[A], 14 5 4L tafk
TR 1AL Sk D RERIER 2, Hi
APP LA T APP F=A:, FL3E 2[RI GY p- 7 WABRR
PEA L KRR AR, X Ll B R AR R S e
AD BE LR HERIE BV EM N F IS, [ Apa2
FEA N, T A0 PRI, (HEAR A FhEEL
BB R E. Hah, BFFERIL, Jetafk 19913
| #iiI55 A E (apolipoprotein E, APOE) %K 5 AD &
UG, JTHAM AT AD, 552, 3. &4 —
ANENTFER o Forp a4 ST BRI — AN B R kst
FEFERGTR 7, MECARIEH#, i —A e4 SO EEF M)
SRR 2~3 £, kRN B R L 12 %
O8I, APOE4 £xlimik AB 4. TR, [#IK AB 15K,
TEMG A T e R REBEER 20 R, KB 4up s
SIGRE, AB RERYTR SR AIE e )R &
&L, FIVATE AB SEERIRELET4EIR AB. TERFEBEH 13K
TP RE 2, X B RIR I AB SRR
Wt SR, IGPRIF TR, 218 30%fH 70 & A
KM rPAEAESERRERTER,  JIA MG SN RE J Al
RN, XU AEA—EE. Fik, A X
AD RIFREIEIER, RENELTE AD KANH
BRUTSAS B A o

1.2 Tau & G 74 88 LT

T — PR A, fEAMRANESGEIER, JF
WA N BIS . TR A GEI 3 S =R
B 4h-4 8 A (microtubule-associated protein, MAP) : 1
EHEAEN Taus MAPL I MAP2, MAP A] 5545
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AR S, AR SRR E . AU,
Tau AR H RSB IT RN IS, W
AD. JEIRZREIE. KREMER-FRLEEIE. HUgirt
RIEIE . R a5 o IR 2 1 B TR SRR 1 2%
M4 S8 Tau BAF R, bEE S R
-3 (glycogen synthase kinase-3, GSK-3) . i &
9 44 46 PE 38 g -5 (cyclin- dependentprotein kinase-5,
CDK-5) \ flMz ‘575 1/2 (extracellular regulated
kinase 1/2, ERK1/2). #&HI#MHE A (protein kinase A,
PKA) S rl b Tau & H 8RR 1L, & & 05 R I
-2A (protein phosphatase-2A, PP-2A) il 25 H 1 IR i
-1 (protein phosphatase-1, PP-1) AJ {4k, Tau 2 A BB iR
B2 1992~1994 4F, Khatoon 25198 K I, AD i
I PR AL I Tau 2R A LI A\ 4~8 1%,
HEWESGRRIIFFIC, 5T RERAUR e 422
B YLy, BT 4 ss P, 2007 48, Li
LEUORIL, mEBRRILT Tau B AAAMEE KA T)
e, T H2BREIES Tau S EF MAP2, H| i 4
3, BORE MRS IR, T PP-2A AR I2E
MK, Tau B A E ERRRIL S 5 M 2
5o NGBS el M LN 1 I 2 il
BT, fAFE ADP, I BER O R ZE U BT
TR, PhELAYegstE S AD B LIRTG IS
YIRS, TSR REBESRAEIX 77 AR BESEETY;

13 e Bt

1971 4, Deutsch £5 5 (it X IBRLRE R4t Al
Be 5% 5], RIZThRE TR L BE BT, 2 Bt AR R
(acetylcholine, ACh) & 23 P Z P8, 7E
S AT B 2B NS F£ 1 (choline  acetyltransferase
ChAT) fE A IHBRAT 2.9l A A2, RIS N S fish )
B, SR T Sl e B GBS A, (5244
JEE = A L ZE S HEBIP S Mt AR Ty BB S 1 L BERR R,
il (acetylcholinesterase, AChE) s /K fif FHAHE .
1976 4F, Bowen %5 BTl AD B35 K R 2 IEAAE
PRZE IO HE SRR ChAT i i 2 [%IC. 1982 4F, Bartus
ST R DR IkAE RS ) ReRRS 5 29 NCiZ &AL
PIFROG, BRI IHmER RS . IRPREF TR, AD
BE ML P EIRRE I TCE DS, ChAT IR,
JEBEAEE . ACh BEARIHEE T F%, RILHINEL. 2123
RERERS SRR AR, 1 AR A £ EEHE B s M i 75 AT 2
i1 ACh 7K, Bt AD B ARIRE 7] T FERIAT Ak,
R, Z B CAIEBRAE RS H T A S50 AD RAE
31 R T R LR /M AD B IEARAEThAE I
W, EE| AD B HBUEB A ThRERERS, H.Z
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B WHTTE I NIERRAE R e 40075 T B2 2 AD IR
FREPI, (R, Z WO EGED I H Al
RIGTT AD 2254

14 SR BB

IEHHUAN AL RS PLEA RS TP HTIR
A, UVMAEZEER, AR VARRTRE K
ZHTAEE GRS, SPEPRASHIRm = Ad 2 H
HdE, IXUEE RESKGREAR, B, B, BEE
AR TYIR, EREL ARG, PRGN
WO, LT H AR, PR R SRS 2
AR AR T & 2 DA R SR S 4 -
m, HprEARe I SUEx s, ik, 5 T# A M
B 5 RESCNEL . PraticoOZ ) g ix iz 24
WERRATIREEEL. REABIESEETFUL AB
Ho AT B2z A B IRET E AR, 51EE AD AHK
SRR AT FNBRE R A, (28 APP A 5. Tau &
1 S B, 32 T TR e A RE BRI 2 A e i 2,
i AP A A AT R | GBI, BB, BT EAD
B3O, R, KEEMWIAIGRTT R, ARk
ST AT AD RERRFIE, AD FHIZ1ZH RNA.
BEHR Y B A T, drabaess N,
HAEPE IR AB LR Tau B A 5 H R
1k, AD BFFEMHLFT RNA, AR &R FE L

SRR, R B AR

2 FMBAIE AD BEFHLEE

R EEILRER . REREER, JLRER
R 12%~24%, FEATEREE T IR RKE
T2 (epigallocatechin-3-gallate, EGCG). F& & T
JLZ% (epigallocatechin, EGC) . #JLEZEEE TR
fi (epicatechin-3-gallate, ECG) « % ) LAY & (epicatechin,
EC) . JLAE (catechin, C)%%, M EGCG &ty
o RAMAS R RIRN AR, — R SR TH
19%-~2%, b L AR, IR AR AE 15515
LR N BZEL A4, 3 B YR A AR S )3
PEL A AB FREEEBEINAT IR A #i] Tau 1%
FRAL S AT A3 KT P A B T s v
AD.

2.1 R kB E

211 AT o ukBEE M
AB FIBIERUEIAN, av B -/ HAEETE APP [RIfR
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Wb AB PR, TTREN AD WRITIRECE TR, H
A, DX =F IR AR 1 250 72 A T IR R
Bt WRICETEARIMITIR R, G455 AU LAS
FHARXS p-r IR A IR AR, AT
fi ) LZEER AR, EGCG e Eemle 8, 2005 4E,
Rezai-Zadeh 57t APP LRI KE, TgAPPsw A5 AU Al
SweAPP N2a /MR ZHfuE A L3, EGCG Rl 42 o-
SHUAEETETE, (R PERNEAE, HH] AB40 AN
ABA2 P, I SAPPa TR, AR P9 SR RS ER.
2009 4F, Lee Z57E ABA2 FF/NRAIFZ AR 2 R
A5 AD /NI SRR B, EGCG i3 B A 2
2. WX oy IERETE, FIRSHIH] By ARG
Pk, MR R SHREPY, 2010 48, Smith
KRR S EGCG HZ AR LU A3 il BRAKIRL, AH
EextHEZE, sk s EGCG 4% 1:8 JR-& 1] A K in
YRR -7y IEETEE, 1% 1016 RS R EIRE EGCG &
YR R,
212 AT EE%EE C FIE5iER

T F 4 C (protein kinase C, PKC) f&—Fh i A1
Ca’" Mok e, B ZATR, AEUsHILL PR
FURAE BRI N, KEFFIERIE, PKC s e
R JRNCNLREST . PR AB KPRk Sl il 55
JrRIEEEMERBT, 2007 4F, Alkon 25 k2
PKC & 5155/2 AD BB, YONEE PKCYE
SEEERT AD B2 TR,

2003 4, Levites 2] EGCG AbHE A FRIEHE 40
J8 PC12 4Hfi, REWSisns PKC IS 1L 3%, WL o-
I3 UL, sAPPo AL I IMIE 6 fi%s 118 H PKC i)
5, sAPPa X4k T, W EGCG miE PKC,
I o- 2 AR 8 T PKCAE , [FIishs itk €57/BL
/N Al EGCG (2 mg/kg) 14 d &, ¥ 5[X PKCa il
PKCe /KI5, sAPPa S ssihn, HEL
P AE 2%, 2006 4E, Choi %7F PKCe/APP #
SR G AR R, i ERIA PKCe FHEH A
APP AR I 42y T Rl L B8R N B R AL
(endothelin converting enzyme, ECE) i PE%ME AB, ik
ATERREBE LR S A URPC, 2009 4E, Nelson 45
TEARS M S 58 A8 S F0E PKCe J5 RIH, JL
IR R ECE iGMERIF R Aa2P, XLt fik
HH, EGCG 1R a] RE[F] i 4G PKCa 1 PKCe, 421 PKCa
ARG IR o- M ILEEEHE SAPPa A2, 41 PKCe 1845
145E ECE TEIE(ZIE AB B, PR A IIEFPEMEH,
MR 2. AN, EGCG ifn]iEid PKC 554 S
w42, BEK Bad. Bax SRFTHEFRIA, s
2 A7 R0,

7 PKC 155384, 2009 4E, Li Z50F5¢ K0,
KA LA Z T SAMPS st b /N i X
PKA/CAMP Jx R 7T 14 25 & 5 1 (CAMP  response
element binding protein, CREB) {25845, 4N PKA
HI CREB RIS, izl ABA2 FEERMINITE L, 12
(BN EIE L C DS A R PR & il TR 2B P TN TRCVAs
S, 2013 4, Jia S APPIPSL HERERE R
KB, EGCG Kb 38 wT 171 il Jifr 98 IR Bt [K ¥~ -a (tumor
necrosis factor-a, TNF-a) /2 & R bt (Jun N-terminal
kinase, JNK) {55145, 405X Akt Al GSK-38
RERRILARRE, AR 1 X TR 252 R -1 R A /K
TR ABA2 R, B A IRCALAE 41

22 % AB REES BT AR AB

2008 4F; Ehrnhoefer SE{EARSMIT 73R L, EGCG
e BB SIRIT I AB 45 ikl AB TE I E R R a5
24, Harvey S5 B6RIE J1%sciegt i %4, 2010 4,
Bieschke 55l EGCG i n] LARIR LRI LT 4tk
AB, B HIEA NN TR AR BTE e A IR R
TARAK, WM AR MR, 2011 48, Liu St
G FRAWAN 53 71 - TARA - IR 28 2 R TR 5150 HT
KA, EGCG 5 Apa2 BHHAZ HAEHZHAH Apd2
REENIL I, EGCG-ApA2 SHW) T1%MI454 H
HHARR SR A, [FIR, 252 1 12 5 EGCG Afy
SRZFHEAEFN ABA2 BR3E, WL EGCG il
ABA2 BEMSTHUEC, F, EGCG ErfsdE
P AB REEFIPURR. (EEZ A A IR RS
R AARYVER, FTRE N AD 4 05 A FBL.

23 W Tau & A BB AL

Tau F5 I BRI A S FL R T U R 4T 4 Y
gh5 AD BFINAThREREIS VIS, HAl, X154
4] Tau 85 I B2 B R A 5 2 SRAR IR T ST AE X 2
/>, Taniguchi F1 Han SE7E/R4 M58 K3, ECG. EC.
C BEEAHIIT 2545 510 Tau 2 5407, 2008 4,
Rezai-Zadeh 2505t & ¥, TgAPPsw #43EHK L I AR
EGCG (50 mg/kg) Ji&, MZHZIh Al HmEiR L Tau

SERERE, AEEHRI Tau EAS EE S
Pem, “HESESIER KRR, £ EGCG Rt
£ Tau 25 FUR RIS, 2014 48, Li Z5H] X H R 15
SRR AD A, XIHERSEREEAH] PPL Al
PP2A T 51 Tau HH mEBIRIL, Rkt qE
5 BRI S X M TT Tau 25 ARSI ILFEE, o 2= ]
CHZAEST, T X L T
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2.4 TR E I FUKE

241 AT TEARmAKT

2004 47, Okello ZFfEARAILEG RN, LRARAILL
FOKIEHAIRT AChE P4k 553 512 0.03 F1 0.06
mg/mL, XF TP JE B R s 40 0 B2 35 08 0.05
mg/mL¥7, [FI4E, Kim 254508 T Emsbsciet, %%
%t AChE ARl 248 pg/mL, X B2 Hlis
SRR, ESE 7 DR 0.2%55 28 5, FELXT
MR, KB P AChE IR EE 71%, WG
e\ A Re 0, 2013 4F, Biasibetti 257K =5 P EE
IR R IR R, 4 4 DR EGCG (10
mo/kg ) Ji5, MELAIRYL, EGCG fefs il sElx s
O REAME X AChE i&IET i, thas A snae 12,
SR, Srividhya &1 & B Z R RIES: 30 K OR
EGCG (2 mg/kg 1A ) f5, fsigdZd AChE Fl1 ChAT &
PRI 3 8, 45 BB, EGCG Wi id 17 ACh-AChE
EFR, TR K E2 2 ACh 7K, i iz g /.
2014 4, Zhang 258158 KB EGCG Al i@ S a7 1M
B 2 BERERRAZ 4R, )8/ DNA B ZERL, AR AB
XA TR, T o7 JEmEL 2
FRABREAZ AR TS IS, EGCG AL seduf i1
FZE RV, BT, ST rhim AChE MGk
BRI IEASIIR, AT ACh ACH MR F5 Ttk =25
W5,
242 IHIBRERSE AT

BRIR AL PRI RGE LB T A 5T
Fod BRI R 2R 2 A, 5 RE4E R N 5
TREMR, GRS KM, S & cd st
S, LR E M 2 S LAy s A, 2002 4F,
Kakuka 2 F U tEAric BRERZAT 7T R I, ASRIRAE S
5 L-AEIRSE 485 & 3 T B RIS, A48 N-H
-D- R A& E (N-methyl-D-aspartic acid, NMDA) . a-
I 8- k-5 FE 405 % M 7 R (a-amino-3
-hydroxy-5-methyl-4-isoxazolepropionate, AMPA) L)}
V3 N\ % (Kainate acid, KA) 32440, \wasaki 25765
Y0 ST AN K RRASE R VRS S 4% AMPA 5244
FEPURIRES LGS = A AZ R8T, #iie S CAL X 4HH
JHT2, I NMDA SZARFEHURIENEABER, eSS
AR WAL I B S = ANAILRE ), $emifE s CAL
XAHMIAEERE, WAL RKRH, REM ] sl bt
AMPA ki o™, 2010 4, Di &4
APP G BL[H SH-SYBY 4R KL, L-RARYH
NMDA ZZ{RZEE, BHIK L-AZIRTE S IAIRRET,
) INORT4- e 2 P2 25 1 -3 (10387 A S 4 Y Ca™*
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WET S, BT NS —E RS B (inducible
nitric oxide synthase, INOS)FIffZE TR —F R A R
fiti (neuronal nitricoxide synthase, nNOS) /K-S > 4H
LN — LA (nitric oxide, NO) 774, i AJ LUK
AP0 P, TR AR 2 AT,

2007 4, Walton SF[IR |45 2R/ 2 EE 6 3R
BRKA AD [Is2PY, 2008 4, Kakuda Z57EJ5
AREGFR K R AL T4 MR T 5 40 B A s 78 A B0,
KRR H T AN os g, —eRE Foek
M 2 RGBT 2 B A PR i
12, PR 2R T ik MRS TG N SRATAIRR, AT
TRAP IR S 2 IR LA VR PP (E R AR
HRABOS AR TAE RN IEANELE . RARRIDH A
AR RGN 1B LA SO B2 AR S B
FAAR AT e H A A (R 1 FH (RS A

AL, RS IR AR SR CAL XK FEHY
SRR, PRARE Y XU & E IR B
(brain-derived neurotrophic factor, BDNF) /K~¥-, {iidf
WX PR R H A, nsRiR o H bR idiZ6e 71

[82~84]

25 AL AR

FITH ) LA R Tl B SRR E 2, PS4
WHTEMA DI RS, B EdESREE 75 %
K H HEAKE, AR, SEEH L& DNA it
4k, s 24, 2003 4E, Koh %] H,0, %
T P C12 ZHffuid AL RO, EGCG Tkt e vl is
o O IR BEULEE 3 UG (phosphatidylinositol 3
kinase, PI3K)/Akt A1l GSK-3 55 idkt, 4
Mo 25 ¢ BN caspase-3 WG, /5 (ADP-#%H#)
BOTWRL, MITFRMIT H0, 51 4 45 450,
Haque %55 5 AMEERE /N AT ABAO 75 5K SRE T 3256,
TERR LR 26 F e, RS B 2 AR I A g o sk 4
AR B AR X Ve MR AR A, SRR I R S I
Priabae /1, seEa etz B, 2009 4E, Kim £
F EGCG 4b3 BV2 /NRJT4HM, BEf%A &3 iINOS
FERIRIEA NO 724, Hasadi s LD Mae /1,
/b AB25-35 FHS AT, 2010 4, Li Zontilf
PE C57BL/6) MR EKWIORILKR R G, BRI
W B A BB e H O S AR K, I8
DX ARRME A E A, B T
-«B (nuclear factor-kB, NF-kB) &M et =B, A
BRI AL B A AR 0%, 2011 4, Dragicevic
SEWTFURIN, EGCG A4 5 SweAPP N2a /)M 4l
O ZRATAR IR o 22 AN L AR FL AT, 93/ D v e A= 2
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Hin ATP KV, ARPRIG S EIMH—S4E %, EGCG
AEE BRI APP/PST FJE R/ BRI ES X B2 J5T )=
SURIRERAA TR, 4N, Kim Ml Jo 2520 R et
ABA2 /INERIET DL K N R 20 SR 41 SK-N-MC il
SK-N-SH &, L-ZREERALHSMH] ERK. p38 £43¢
JE AL (134 (p38 mitogen-activated protein kinase,
p38 MAPK) UL NF-kB &1, st H kK, I8
MRERRE AU AL, TR Apa2 w4 stk
[92,93]

1E AD B K Z WX, BFRX, MM
M ETER ML LA S N R AR A, kTR AR IR
FHEME, P S A AR SRR S A
REmE, RESMNE dEYITRESMIE AS
REEFPA AP ALt R, & R His
JET. WFRW, EGCG nldid ks, s
WAL B AL AR, Pk 7% S 10 e
A, Rk, EGCG wlAgidid i 25 s v & A
WHEBORET, WO AmESA, R aan

[94,95] i
3 RE

BEE AN D ZRAGERE IR, AD RIFHRZF
I, ST AD RIEHLE AR, FACE 2 P
RERE R 2R, BIHFCNIE, T E—E o Es
BEIIGRZIRIT R IFA AR, AD R AJREE S
FERILFEIVER RZE R . [FRF, AD IR EIIAH 2,
I 8 s AT R 5 4 5 A 2 2t R, TR R 1
AD B AEF KA, U S AD SN E

Ur 10 4E3k, 28R AD BIRREARA 1 T S KL
B OO E PR o BRI R AR
SRS YRR, B AR, A RUERE R
5, BAESEET, WA CBHIHRE L
KT, AT on B p= W0 . PKC S A SRR TE 1
BEAIC A phZeaEi s HH LT B BB B ) 77 R
RIRSZRESDUR R REZ R SERIER /N
[FIH e, AT HF & BRI s B TS
im, TP AD BT 1ES¢ AD KiiFE. T AD
SREENLHIA 2 R e, 28 IR YT SRR T RO,
G RZG4 & T R A LA Z S8 pi AR N S m), T 2RI AT
B 2 H M B YME RIS ER, (BE X
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