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Abstract: (—)-Epigallocatechin-3-gallate (EGCG), one of the important catechins in tea, has been demonstrated to have
anticancer activity both in vitro and in vivo. The anticancer mechanism has been confirmed to be associated with cell
apoptosis, resistance to angiogenesis, regulation of cell cycles, retardation of cell transfer, and collaborative anticancer
effects. Unfortunately, EGCG has limited clinical applications due to its unstable characteristics in neutral or alkaline
environment, which stems from its “polyhydroxyl” structure. Previous studies have demonstrated that the anticancer activity
and stability of EGCG can be remarkably improved by molecular modification. The review summarizes the methods used for
molecular modification of EGCG and the anticancer effects and mechanisms of EGCG and its derivatives.
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KEETILEREETREER ((-)-epigallocatechin-3-
gallate, EGCG) =AM PRAMILRER, SEL LG
ILE R B EMIS0%~80%, H YRR FIHLFEMK
KI, EGCGIE 2 AMNEIHIE T Ko T4t b &8 KEM
W R, HIERAHTHEMPHAR, B, DR L
B T8 AN dE, (FHAEREIEZE. EMFHE
i TEH PRI R AT E . R E 5
s, XS E G| LY EGCG I B AR . B B 7T AR
WHRANKIL, &S5 MRS FIEGCGHT A AE PRI FH 2%
RIS, HAERLT RN B RIREGCGH 3 /14
Yt 2 AL EGCG R A5 B 58 400 1) 2% 1 i
Wk H: 2015-02-28

K MR L EGCG BE S 3R I PRRS VAT By 35 1 4%, ey
fie [ 5] NTE AR B R AT A s PR B T4 R ol el =
EGCGINFIFHZ ., MimiEE T EGCGHIIEHJuH .

B AR T AHEMFAFE N T BRI R E, ILE®
KRB PTEALR i prgEE, P,
RO AES . e ARt e i A A s v L
MR — W AR~ CHREGCGHUREAME B K20
9t. IGPRIFFCUESE, EGCG KL HATAY AA T 2 WPUElE
M, BXPIE SRR e, X e BT A
BUESM, A SCHEBREGCGHUA 14y T M v, 3%
EGCG K HATAMI PR NLIRAN ST 0 57 AT 4518

BEDH: BEFMALR GO PlEARERER LT (CARS-23) + EFIRARN = VEARN R4 Z A A g5 10

s

({2

XK (1988—) , B, SEIWRF R, fid, FEMAFERHMTSHEESIFIA . E-mail: lferswu@163.com

HEEEE: £ (1963—) , B, Wi, %+, FENFERNINLSHREEHIPF . E-mail: scteawl@163.com



322 2015, Vol.36, No.23 B5ail

= XABIR

1 EGCGH Ttk

1.1 Bk

BrAS TR RNy R L MR A0y, s AT i ek (R e i 42
R N BIEGCGI R IR HHAL, LR M EGCGHINRA
MR ENE. HAT, BB R Z KREGCGH #1k
&M, RUKEGCGHIE ¥4 30 7y B AT AL Ak il H 3 B, 1T
JaERS— RV R REAATAEY . B, FIEMLEGCGIL2:1E
M B LA AR b A il U e A s,
BRIl & Sk SRR A SR RS A
BRI A A R, b i3 Moy — A U s, {3
SNLFE 2 AR T oy BSR4, 1T S PR T VR R AR IR
R IEIT R, O D IR 2 A H AR RS SR
4f; T HIELEGCGAMMEMT (BREABME) KZ /& MRIAR
Fmb oy Bt O- R R i HE R 5 A B R e L 3 AN
AR IEIRIFO-F IR IR EEGCG AR A b AL,
b 2B AN AE A T 5 L EGCGAL & 3L 1116 Fil
(E1) , Hph P EMAEGCGH4 F, —HIE{LEGCG
HS B, —HIEILEGCGH3 M, NHIEEGCGH F,
LHEMEGCGH?2 F, \HFHEILEGCGH fl. thsh,
KBTI 5I N B A SREGCG IR IA TR, tidid
TR S AL 25 R AREGCGAE i 1 s v MEEGC G K
LI AT SR A R T S s £ %

Rg

1) R,=R,=R,=R,=R,=R,=R,=O0H; R,=O0CH,
2) R,=R,=R,=R,=R,=R,=R,=O0H: R,=OCH,
3) R,=R,=R,=R,=R,=R,=R,=OH: R,=OCH,
4) R,=R,=R,=R,=R,=R,=R,=O0H; R,=O0CH,
5) R,=R,=R,=R,=R,=R,=OH; R,=R,=O0CH,
6) R,=R,=R,=R,=R,=R,=OH; R,=R,=OCH,
7) R,=R,=R,=R,=R,=R,=OH;: R,=R,=OCH,
8) R,=R,=R,=R,=R,=R,=OH; R,=R,=O0CH,
9) R,=R,=R,=R,=R,=R,=OH; R,=R,=OCH,
10) R,=R,=R,=R,=R,=OH; R,=R,=R,=O0CH,
11) R,=R,=R,=R,=R,=O0H; R,=R,=R,=O0CH,
12) R,=R,=R,=R,=R,=O0H; R,=R,=R,=0CH,
13) R,=R,=OH; R,=R,=R,=R,=R,—R,=OCH,
14) R,=OH; R,=R,=R,=R,=R,=R,=R,=0CH,
15) R,=OH; R,=R,=R,=R,=R,=R,=R,=0CH,
16) R,=R,=R,=R,=R,=R,=R,=R,=0CH,

E1 PEAEGCGHEHR
Fig.1  Chemical structures of methylated EGCG

1.2 Bt

T A 12 i A U0 35005 S [) 9 D9 C- A A 1 A O - i
AEM, AT AAEEGCGHT ik 1 b 51 NBEIE 1 T B
WA &9, Ja 3 fe 1 07 M SR b 5] NTBE S 1 7 e
Bt &P, FHILE R MBS 5 2N O- Bk &1,
BV AE REGCGERKATA Y, WEGCGHFMEEE ", i
BEmE AT, AAEBEE. S A K A B
LA A B FIEGCGRE R ATAEW . (B G SR 7RI, K
B % B0 51 N W i EB] 7y 0 i 7 A 1 5t i A s G 2 T o7 Bl
WA, RS K T O 2 34 Bl R A T O R B B v 2 1 Y,
DA S SR 22 £ WP AE BN /NG B 3R AT IR 4K RO
BRI T REREDY, IR I ) S I
MEALT S NI 75 B B ) 1 77 SR R EGCG S AL FE
FERU % A g D B LipzymeRMIM . (HEALF)) #1145 2
BEALEGCG, “fEANRINEN2.1% (FIESE, LUK
Wity | CIEFIREE JREL:D) ARBEFIRR .
40 ‘C/M12 hy EGCG5 41 2 JTa IR i it /2 Lk Ny
110, AIH BU#EILEGCG BIFS A7 FIDIR3 . 5 A7 HUAE,
H S5 -0- 2 #-EGCG. 37°,5-2-0- 23 -EGCG M
5°,3°,57- L FE-EGCGP,
1.3 B

H T4 i 2 5 45 nf & HEGCGRA — &1
SRR, AH AR VA 7K A (89 A M T2 A1 T 1E SR oK 8 il
P, AT EEGCGER S | 5] N—AN L2 A SRk M I bl
S THREM, ABREM R IEGCG/KIE MR . B2 T
Jrik, BEEEILEGCGHEL (LI OIS B, 20 ol
R B RRE L B R MR E G, AnKitas 5@ i
BT R AL B AL EGC G 13 31 (—)-EGCG-4-0-a-D- M Wit 7 4
PEE FI(-)-EGCG-4’,47-0-a-D- ML 4 % B £ P FREGCG
FEE AL A Moon PRI F HE B -6- 18] 457 i Sk B R I 11
1k BEREFIEGCG 2 3.5 B EGCG-7-0-0-D-NH W 7 25 A
EGCG-4’-0-o-D- M % % i H FIEGCG-7,4’-0-a-D-ME I
HI T BEE 3 FEGCGHEF L4 -

2 EGCGHuIEmRI’E

2.1  EGCGHiszHLH
2.1 A I RE i

T UM B4 T (G SHIL G Ry
ZH, I SZ M AR K IR AT Y YR PR R T A TR . H
i, EGCGXS Jii A 41 D 1) J& 390 ) 4% 32 2 3% L AE % 1) 39
HIRE £ o W7 &K B, EGCGH I i M 4T 4 4 il
(heme oxygenase-1, HO-1) Z&H. FiFMIEIRIER T-o
(tumor necrosis factor-a, TNF-o) 25 A1 A4/ %&-10
(interleukin-10, IL-10) £ RFEF T 0 FRIE, MIMEH
WIS HAEG/MB, & SRR RE T Arim
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o Ep2 740 B JE A E A A S A 2 IE . TR
G A4t A A A 2 -4t B R S SR M 2 64 (cyclinE-
CDK2. cyclinD-CDK4/CDK6) fiEtE:, 7 S41uG, ik
W, S R PANC- 140 M B F b 1 FE Y, @
W O b R s KB AR 20 e B 1 85 A eyclin Afllcyclin E
Fik, SEUIG BT, M KB g sE"" .

212 FORHEREEE

e 210 M PO 20 A 304 B KR T L O 2 P SR g A ),
PALE R (telomerase)  JENTER & (fatty acid
synthase, FAS) . AWM. LB HE AN (matrix
metalloproteinases, MMPs) 5%, s fiff i b f RN A

(human telomerase RNA, hTR) . ki g AH o6& A

(hTP1) . by i Fe 5k (human telomerase reverse
transcriptase, hTERT) 2541, #4575k, EGCG
AE R T B SGC-7901 41 i c-myc AThEST2/hTERT %
325 SR 1 1 i o B 9 R A BP0 H s Mittal O AR
5 ZEGCGIE T A MEMCF-740 fg 7 T~ 1L 72 vh R B0,
EGCGALF A i 4N fuh TERT mRNA A T %, hTERTE
T EHAKCP R IE R Z0H],  HARAE 2 .

FAS & 4 4 40 B 3% 1 16 A U5 1k I 7 R 1) =5 22 4R
Yo R, TR DT R O iR 2 P B B2 -1 (carnitine
Palmitoyltransferase-1, CPT-1) 5|5, DH MU 2R
A& RT ik e 4 i B FA SAR T 42 250 i 4 AL FL R 3=
PERE 22, TeresaZ5HIF 7t EGCG X 3. [ T 4 A JIg 15 R 4 it
KB, EGCGHCPT-1LA—FhIERE & 78 s FAS (13
e, ELXCPT-1 ¥4 Py B R 15 OB S 30 Yeh ST
F AR A MCE-7 L5 YL k24 hab PR, IR A KA
¥ (epidermal growth factor, EGF) J5R]ffiFASH H3RiE
AP EFEK, A5 NEGCGE I AEGF N A] B .47
HIFASE [ FImRNA [ ik .

Be4h, EGCG X Jig i gk 4 i AX 6 i 42 52 i 0F 52
K, EGCGHMAMM E MG (lactic dehydrogenase,
LDHA) il ¥y L2 1R #h 35 Rk Jd i 22 F 4 A i 42 4l
HILHDAZ L, I 235 U an AR 8™ EGCGH n]
L 2 R FE R S (mitogen-activated protein
kinase, MAPK) il 1l 58 ADP- 4% 2% i A1 fitg-410 ) FF 4 M
KA+ (hepatocyte growth factor, HGF) 55 fIMet
AL, BN T i ARCRTERK (RE IR 1L . iR KA
12 FNHE i 45 )8 55 I BE-2 (matrixmetallo-proteinase-2,
MMP-2) 5MMP-9fIZKIE, SEHAHGF 5 HE R 1 41
W, IEFIPUE H AW R T E Ik OB 2 U R AR R
JH SR BT 988 20 B e o 4 P
2.1.3 B A I A A

e i 44T R D 20 A 3 G A 0 2 T OB I IR A R
& W A K BIF (vascular endothelial growth factor,
VEGF) ] L% T A2 2 i 40 0 f) I 2 1, 1 22 F

FLAE SEEGCG B A 0] 5 240 Mo 8 A= g . H
i CLATEGCG Al i it ] B 2 4 1 I 48 75 3 I HIF-1a/
VEGF-AH [AFRIE, il 3G 17 (state3) 523
VEGF-A mRNAZIE R 24 A0 48 BH & 7 B i
ERK-1FIERK-2/( %« #iH| VEGF ) 2634192 75 2 se Bl
o} g 240 B AL A A
214 FHAME T

TR HZ AR AR e FH T,
JE R T A AR R R AME S O A R N B T
fiff Caspase T £ o A4 B T30 T2 il i IR 134 7% Caspase i
Ao N EEE AR, BARMAKMET. ERTR
B, AT HuZk A v Caspase-3#i8iE, &1k )5 1 Caspase-3
ALl 2 5% (ADP-#ZHE) KA (poly ADP-ribose
polymerase, PARP) JyEHIMIIZIEY), FER LTIty
AN FBONT S 40 T gkah, B R BIEGCGH]
PEIAZ 86 5% A T-«B (nuclear factor, NF-xB) #I#fi|4)1xB
Pk LI K FLE A AQPS FIp564Mi], fx 215 T U1 L 41
i RSKOV3JH T, ol it 1 n4i i Casepase-3i& P4, T
WBcl-25: K 1y 26 ik R F i BaxJE KB 3@5dpS3 T i ik fb
£ [R1J5 B I mRNA R IA I Ty 240 ) 5 2000 41 it 28 5 )
FHRHET, hEd R R R TR HIY-2 (tissue
factor pathway inhibitor-2, TFPI-2) i ik 40| & 84t
W4 KA S TP, EGCGHEME T2441 i Caspase-3
FIPARPHT, 4 B I HPARP 89 kDZLARE F B Hi I
SR E AR D, TiproCaspase-3 [ % ik E M EGCG
WP B KM >, RN EGCG g W & F4 R T24 40 g
p-Akt (Thr308) Fip-Akt (Serd73) ZEfhla{k & [
Rk, LBBEMET24MM T A% EHFRIERT
EGCG#Ht B /E L. wiE FiBel-281k . iiFfk
Caspase-3, FRARAKIRBSIE AL (AP, , fRHEAME
F OISO Caspase-9, I LR AT T2, i
SN BT
2.1.5  [HWAM 2

FEAMMLRR T HA LR AEK. HALMRr sk, &)
FEAR AN SEI R R, AT 5 IEH 4R, AR 4% B 1)
BE, RASHEMUATET. Li YajunZ W% K, EGCG
A] @ I Y 1T p 65 AH A i A7 AN PR p 65 1) e Sk 1A 78 7K P SR 1A
FEp65TE M, 3 T 0 ) S T R T B R R
Je ) J A I i s 1 n i I S S A% SRR E2p4 5 4H G A
“f2 (nuclear factor erythroid 2 p45 (NF-E2)-related factor,
Nrf2) . I0AEAR B SR 1 = 0 B2 i 45 05 % 2 4% % iy
(uridine diphosphate-glucuronosyltransferase, UGT) 1A.
TASHITATOM 3 K ik, #W)2-2F-3- Ak
W[4, 5- ] R 5 < 1) A0 B 4% M o - e A2 e 3 2 J ),
A5 SNef2-UGT 1A(5 TRk, 0] 45 i AL e it A=
R,
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216  HrEMIEH
tHTEGCGHIBH E& AIGHRR LA, ReidRIEINE
MHEREAHE, BEERBE T, MMEDERKREEE 10
W W R e g T A DG T R AT R A R O A
LA . NAD(P)YH: i U1 38 J5 i 25 N VR BT A S 1,
MR T 7 EGCGHUABHLAR EA0 R B, 5 i 40 L R T
ST Nrf2 2 — RSN TR AR, 7E Ak NG
T rb R 5 B AT AR 1 I A U T IR PA2 8 I AR Y,
KweonZ: i 7t % W], EGCGHEMHINrf2HIHO-1-AREJ
FIFRAMEERD, BTSSR EASA I T, IR
I — 8 IR E-FIE KR .
2.7 fREAMIEH

Bk 2 BT AR SE, EGCGAIE L b b 1E
AN M T, vl R A AR A B IX — H
Mo WA, RrFeHE 255 s g s 8k,
EGCGillid &8 & Tk, #0, 8/ MEGCGR AWM
FREY I, FE e AR (H,0) « BENETA
2 (0,  PEREH mEEFE NS (reaction oxygen
species, ROS) i 7A=Y, MG i — F S AL B HOA
B, mA&TEMBBEIET. MIERNMEEF, EGCG
A 5] I N ROSFIZE R AROS/K P in, X 7E 7R Iinid &
W& EG (catalase, CAT) FIHEZEMNYEALES (superoxide
dismutase, SOD) R ¥ TERE, MR IIN- 2 -1 D2 R
(N-acetyl-cysteine, NAC) AJ5E4iEFREGCGT| fEH2199
Je 20 B R b AR S AL B 0 R4S DAUE S, [RJ B R 8-OH-2- it
H 9 (8-OH-2-deoxyguanosine, 8-OHAG) IR 1v4H
A 2AB X FRAC A M EGC G S i 40 i 3 T- FIDN A
P05 AESE, EGCGAabPE 5 3 i 4 i > A= i 4 i 3
ROSHIZE K AROS 2 175 5 40 A I T f) 3 B2 S (A, it
4, EGCGP=AEMRIKFEROSIE AT LMENE (E RS 5T
Wels S im s, WEGCGIH T M5 &Pkl T NG S,
WoE N 2 e 41 UMIA PaCa-2 0 [ c-Jun %2 5 R i I8
fii (c-jun-N-terminal kinase, JNK) M fj 5| 2 21 i 4
207, [R50 I 4 i A 22 41 i
IS FVE S5 8, AT B A2 T A (7] 48 i o 48 50k B2
AN TR T 32 o
2.1.8  HREH

FLAE20MH 286048, 24 WF 7T N G315 I I8 400 it
UL A ATM,  HOKE 9808 R i BB St k. e & AR
N, v AT B 40 A A o R T, A S
— RINGRE N, HA R AR T HENF-«B, IL-1,
TNF-o. NO. jfh[HFIL-8 & E Mk kath 745, i
EGCGHT 22 A/ FHA LA U 3= 2 ol D i3k e 4 g PR 7 ) A ™
IR A F-2 (cyclooxygenase-2, COX-2) Flif &A%
R & RilE (inducible nitric oxide synthase, iNOS) &4
SE R AR P A IS, 18 M SO R AR R 1%

WS, I COIE SR AE 2H 4P COX-2 FIINOS B e i
FEEE R 2, WRALIESE, EGCGW i it #HINF-«BiF 4,
K TNIHCOX-2 LiINOSFKIEL, i Caspase-9H1Caspase-3iit
M SR E U, phat, REPE R A, EGCG
A S RE N e 40 B A SO49 R 1 5, FLAE I MLEE AT
AEZEGCGTHECUGBP1 (—FRNAZAEH) HHMR
ISP HE 2 BE (lipopolysaccharides, LPS) (4E 3 3 [A
T 5. X TEGCGHL AIE 5P KB IHLELF 7T
FHXTED, FRpE— BRI R P AR R
219  WhEYUEEH

W7 R, EGCG P [F 408 1 H 7T B FH 2 7 &
WD L 2P T RE . BT KR YT IE A . XTEGCGH)
[F 47098 2R R 98 K B, NACHRESE TREGCGI A4 5 1k,
[ B 2 e FUAE 40 R P 9k B, A WL TT BB 2 EGCGTE
TEPEAALER I R R AR R B FR 2R, IR S5 NAC
(1) i B 2 [ R A I s e B AR BREGCG-2°-NACE &4,
T e 4 6F il e 40 PR (g 4 1 4 VY EGCG 5 K& Hr
B8 (vincristine, VCR) & FA]f# [K i 2511 A H B VCR
PR T AE F RG22 B AR T 41 UK B V200 HH 20 40 it 25 1
e Y EGCG AT LE B8 40 i R IE 5 40 B 2 18] 7 B
AN T R A R B AT DX 5% AR, AR R DA 6 1 0L 40 i
ot i 2 2R B R 245 U7 5 4R 254 T [F e AR TR,
EGCGik 7] DL it 55 480 M P9 I3 55 45 4 1 S2 30 0 AF
., WEGCGHEHEM IROSA B, MM IE P Y 1 Cu™ %
¥, BIEMEADNASERTZ, R&SEdmmpmET;
EGCG-Cu” & & WL A 15 F 1 45 I RKO 4N Al % 5. 35 1%
I A ROS/AK T, HLBEZA Yk B 38 I, e 40 i & 34 3=
BUFHITEG/MH, 5341 i P B e S A Bl v 1 2 PR
A EGCGHNEE 1 Zn™ 78 41 i 28 R 44 R 40 g 57 v i) 28
L, 5] RS F IR 4 B 25 27 2508 R 4 B R I 20 1 1 B
&, SEHTHI R4 AET-"™,
22 EGCGHT Dyt 5t it g

- TEGCGI 2 JR I M N, A AR PE S PEA
JR HRAFAE AR E AR OBCR AR [ i, AT 7™ 2 i £
H A RR 2R Y ek S RN L I L
FIFRCER, SHHE NI EGCGHE T 2 T8 fa KB, HATAE
IR SRR sE ,  HLAE Ja S0 70 Th e s S e i PE e
BRI Frdag, JHRILH 0 Re 5 DU U

Kazuaki %" F] Fi fi i Bl 0 1k 6 34 54 72 4E FHXTEGCG
HEAT 4> T8, 15 FIEGCG-C4 (THiH) . EGCG-C8
(FBEE) « EGCG-Cl6 (FRfEltit) 3 MY, @
T 3% AW IR /N B30 AW LN &5 i e 440 e ) 4 L R B
EGCG-C165 /)™ 5 1) 45 iz 240 P LA BH S5 X 4/ FH ELAF
TEFIEAMIME, A5 2555 950 mg/kg EGCG-CL6[#) /)
BT 4T M A7 9 5 B 2 /N TR 25570 5 10 mg/kg /N BR . 7
YEGCG-CL6HFAT I J5 223 st R L, BRALAIEGCG-C16
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o LR AR B Ak A R S AR TR A, BT S
FKIREGCGHASEAAA™ . Lam%5 ™/ EEGCGH 5 |7
NIt 2. 2 FS BIEGCG L 4R Fe AT AW (Pro-
EGCG) , @it 3l ot R I AR 2 1N RIREGCGIH
6 i, £ G FLH R BB S IEGCG B R X 20S &
g A P A AR Y, DG 1 L 40 B R v B
A EE AR T RAREGCG. R, /N AR R 58 5
7, Pro-EGCG# 2 T RAREGCG R 3L AR 8 (1 19 K B A
B BRI T, a2 R I B B A A 5 Pro-EGCG X}
TR B4 P 0 189 0 38 11 75 5 e g 4 e o 1 o

B 2 K R B4 T EGCGHE T R B8 1115
12 PR EALATAY), IO TCE AT I 40 B i 2 1
I, EGCGERHAEHBZ, X241 HuBel-7402 51 i
% it 25 20 i Bel-7402/5-FUR 40 il 5E M R OK,  [RIB A77 42
Wkt IR i 249 380 5 S NAFAE — SE M RR &R, WIEGCG H &
AT At F S Tirt 22 26 240 i Ak Bel-7402/5-FU ¥ £ 2451 24
(multidrug resistance, MDR) W {E ¥ L RIREGCG
59, HEGCG L HEAL I HALAT A T7,4°,37,47-14-0-1H
#-EGCG. 3°,5°,37-=-0-Z.%-EGCG. 3’,5°,3”-=-0-}
J£-EGCG X} Bel-7402/5-FU A 5 o (300 4/ F 0,

OsanaZs" S EGCG 43 1 DIA [ X o ik A7 2 SEHUAR,
AR =W ol AE BT e 40 e 1) 2 (I g A4, 15 3 BB T
Chan®:"il i #l (R EGCG 4> F DI L g4 s>, 37 Al
57, 3VFREEAG I3 FHEGCGRY), SRIEKxX3 Fhfldy
()4 S0 ¥Rk 2 kA J5 1 T 1 I3 40 [ 2598 400 PR ik
A Ak, 458 RORTE OB RS T3 FREGCG Z
T A 7 A= 0 S 3 G g 2 AR 9 A R L T A, I B S AT &K
R ARER, M5 SARIETS; Lin™EEGCGH
3-OH5I N—RVIBcEE 5 KL, BEE S| NBREERIIG I, JL
i 50-38 S5 1) PRI 5E,  FETEBI NCL6RTIA B i KAE
(IC5=0.53 pmol/L) , NEGCG (IC5,=6.29 umol/L) %
PER12 %

3 &4 &

AR, ZRHE TR e L P RT A I Th REVE VP
Iy S22 A& eV ERAL 7 T 5 R B 40 A P = A0y 1R 2
U AR LA R S PR RR 4 7, EGCGLLHL R
PURACPERG TR AR D O R b R S U i 7T 5
wio EGCGZr T I L RERS IR L E 1 H AR 4, (H A2 =3 1H]
ZERR S DA AR R B IR A AR AT T BEAh,
BIRWEGCGHAR A SN Je =i A T2 i 7™, (e
EGCGHTAEMINE & B WIAE i N AR A S AR A5
Fe S ISR FEIE AR SR =

FAT, EFXEGCGHIZIEEMTFE K 2 Nk IM 4G R0 520
fisi 5 F T NARIRPRIG ST, LAENLAE RSP AL . TR

WAL AR RS 2, I T B 3 5 4 T A5
Wi, Bribz 4h, WRMIB G R E LU NE, H
BB S BN Aoy BT B 25 HoEH N
ZHEM 2, MAESTEGCG K HATAYE R & A% &
i} 24 P4 FO i et R AS L N

EXTEGCGHUENLE M L P IE KRB, &8
B H5EGCGHFIME 5 2 B i SUE EGCG 5 7k 21 4k 7
B, WNVAMREE . SEREME. ZEEMESCY, HEGCG & H
RIS B 250 1 P FIAE R AR E 0 LR, i R 2
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