(-)-Epigallocatechin-3-gallate suppresses liver

metastasis of human colorectal cancer
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F1E Fie

KT R b BEEOEVEDO—D>Th Y, R TREECEROKN 10% %
HEOTWD L FIRIT RIS O b2 WEBEBENL TH 0, KIE & 910 Tk
EZW SHTZRERTT TITHK 156 % ORBFIZHIER 2RO 2, K& o
BENZ ORI TICHEES 2 RBIET 2 & LT\ 5. Kk E B O H

TIFE L, Fs-OMMist e & OEBISE I LAARRYIRZ 95 2 &L TR
BT LR & 5 3. FEIS, FFUIBRIIRIGIATEE T 2R BRI TH
D, E—DIRIBIFETHH S, LL, B0, K&, MERENGIT
B EE O 25 % L2TUIFROESIZIZZR 5 4, ARIGRIATUIRR 2 Jif T T = 72
BETH 3 AL 1 NFIFEBRERE L TLE D 6. Fins TETRWITERIZ
X9 DIEEMER IR IT 2 L TFRIETH D 7. 2L FRIE TORYIAEFFIX
MClEd s b0, EFOLPERIEOEST L0 OIRAREET KIGE O 1% 1%
WELTE TS S T, oxaliplatin <=° bevacizumab 72 E D X 9 2
PUREAI OB & AN IRIED B 2R DF ML R IE A~ ORI 10 BIER A REdE
ITRBEO THRNPUELLZDTHS 0 ZNETHRCTIIMEH I TWRNWE
ISR 2 FE L, ThEBFEOsEAlL T2 2 &8¢, KigEBHE

SORDLTROUENMGFTE .

AR TR P T RAICE S TR Y, LIAT & 0 R KT T 5B R
SRS TE 2100 EEMAIIETIE, Az 1 H 7 MULEBd 5224 T
RIGRE 6 L CTIIER 2 TR EAT 2 Z &N HESh TS 1L 2o L



RITIRICEENDIR) 72 ) = RGTHLI N T X UREFLELTWD EE
ZAHNTWD., BT F3EHT 8 FEEGFIEL, FAIZITEIC ()-epicatechin
(EC), ()-epicatechin-3-gallate (ECG ), (-)-epigallocatechin ( EGC ),
(-)-epigallocatechin-3-gallate (EGCG ) W& £ T\ 5 10, K2 EGCG 3k
LERENEL, BRICEENDI DT IO E 5D TWD 12, /2, =
NoOHTH o ORT EGCG 235 b iR < MfaFE 4 il 2 = L3l sh
Tk 18, EGCG % HLNT TV E THA RO Mlakk C IR <R3 M Thh
T&E72 10, L OfFZETlE, EGCG R F 1 v & —B RS RIROTE M %
T5Z L CHIBEN R 2T 5 Z £X° 14, ¢-Jun N-terminal kinase (JNK)
X p38 R ED A L AL mitogen-activated protein kinase ( MAPK ) %
EHEAEL, TR =225 &R ITZERMEINTWS 15, Invivo DHFSE
TiX, EGCG OHUEFZNRITEICK FEAET LTl Sh, BRSO K Z M
FlT D Z LIIBICHRESRTWA 1618, LinL, BHRIGHEZEZZBRICK TS
REET VORMFHTE T TlER <, IHarFr A7 BREE 2 8L L LV BRIR & e L7z
[P T LV CHOMETT 2 2 EMUETH D 19, KO R b2\ R B
(IR Cd 228, I E THEBET VIZE W T EGCG DOPUEEME % i

L7 13720,



w2E HH

AWFZETIL, in vitro Tt b KIBEMIEKIZ K2 EGCG O EFEINHIZI R D
NNz, b bR Z AWz~ BT T L 2B L, ATisi

IZxt9 5 EGCG OHEENREZHONCTDHZ EA B E LT-.



FI3E EBRGE

3-1. EGCG

EGCG (% Sigma-Aldrich ( St.Louis, MO, USA) X W EEA L7-. #KIZHRM
T 572012, EGCG 2 1mg/ml 12782 X 5 IZRBEKICIEMEL, -20°C TR
FLlz. £z, ~UA~EET 572912, EGCG % 6mg/ml (2725 £ HI24E

HAEREKIZEML, 4°C TRIFELEZ.

3-2. MifarE®

b N RBEMEL E LT RKO 35X HCT116 % v 7=. Dulbecco’s
modified Eagle’s medium ( D-MEM; Wako Pure Chemical Industries, Osaka,
Japan) (2 10 % fetal bovine serum ( FBS; Hyclone, Logan, UT, USA) B Xk
' 1 % penicillin and streptomycin ( Invitrogen, Grand Island, NY, USA) %
AL 72 TRER L7z, 3N TOREMIEIE 37°C, 5% CO2 &\ FfFIC

HELFA L Fa_XR—F—NTEEELT.

3-3. i fuIHETH

EGCG O KIGFEAIERI R 2 Ml s 2 R 2 FH 9~ 5 72 o0, Ml e A7
RITHE L TSmO Bk HRERHEIC L > TEIEENDT b TV U U Al
FRET S WST-8 B, BLO, MKHEHERICE LTt deoxyribonucleic
acid (DNA) A OIETH 2% 5-bromo-2-deoxyuridine ( BrdU ) Hi b jA Lk

B % 61T L7=. i 1%, Cell Counting Kit-8 ( Dojindo Laboratories, Kumamoto,



Japan) %M\, #3#1%, Cell Proliferation ELISA, BrdU colorimetric ( Roche
Diagnostics, Penzberg, Germany ) % f\ TRt L7z, BEAREIZIE, KM
fatkz 96 well 'L — M2 3 X 103 fii] /well T OREFE L, —BiEE LIRS

EGCG Z#mL, 24 KRERICHINL AR & Margim=R 2 & L7z,

3-4. TRF—V R

EGCG O RMFEMAKICTT 57 R b= AFFENRERGFTT 5720, TR
h— RiEFECAE U AW/t DNA % TdT-mediated dUTP nick end
labeling ( TUNEL ) 12 X Y #iH9% DeadEnd™ Colorimetric TUNEL
System ( Promega, Madison, WI, USA) Z AW TG L7z, BREIZIE, KIG
JEAMIEE Z Lab-Tek II Chamber Slide ( Nalge Nunc International, Tokyo,
Japan) 2 6 X 104 fil /well FOFEL, —HBaEEFE L72% I EGCG ¥
L, 4 FFAZOMIEZ AWz, 7, RIORTIFEBET L~ U 20 HHERL

TG 2 VT, 7'a b s — VIV FEBR & T L7z

3-5. Western blot

KGR 6 cm dish 12 8 X 105 {83 ORI L, 48 Wefiikiss Lzt
IZ EGCG Z&HmL, 12 R OMIaN G Z o7 B2 LT, Ml fik
% 10 % sodium dodecyl sulfate-polyacrylamide gel TEZIKE) L 721412,
nitrocellulose membrane ( Millipore, Bedford, MA, USA) (85 L7=. —IRHL
K%, AfFHEGERE > 71 & LT phospho-Akt ( Ser473), Akt, A kL A

& 7FvE LTC phosphop38, p38, WiEM=> hr—/L & LT B-actin %



A=, Z&kPUARIE, anti-rabbit IgG horseradish peroxidase-conjugated
antibody % H\ 7=, Hif&IL3_T Cell Signaling Technology ( Beverly, MA,

USA) % Hwi=.

3-6. RNA mO#iH

KIGFEEMIKA 6 cm dish 12 8 X 105 {83 ORI L, 48 Wefiikias Lzt
IZ EGCG ZifsL, 2 K& OMMIan5 ribonucleic acid (RNA) ZEH L
7=. FREUZIE, NucleoSpin® RNA II kit ( Macherey-Nagel, Duren, Germany )
ZRVT, 7a ha— LI WERE G T L.

RNA 7 A4V 7 4 — L EE % NanoDrop Spectrophotometer ( NanoDrop
Technologies, Wilmington, DE, USA) ZHWCaHMiiL, 33T?» RNA iR
D 260/280 nm DYWL 2.0 L ETHD Z & Al L.

WHREEFRIZ LD complimentary DNA D& klx, AMV Reverse
Transcriptase ( Promega, Madison, WI, USA) & random primers ( Takara
Bio Inc., Shiga, Japan) % W\ ChafT L7z, EARAYIZIE, 1 mM dANTPs
( Fermentas Life Sciences, Burlingame, ON, Canada ), random primers 0.025
pg/ mL, AMV Reverse Transcriptase 0.25 U/ mL, ##iffi RNA 500 ng %* K&
<WEFIL, PCR system 9700 ( Applied Biosystems, Foster, CA, USA) % Hw>
T 30 C T 10 77f, 37 C T 60 77, 95 CT 5 7, 4 C TWHELW

97’1 b 2—/LC{T\, complimentary DNA (% -80 C TERIFLT-.

3-7. V7T vZ A4 A RT-PCT



ARZEBRTIX, vascular endothelial growth factor receptor 2 ( VEGFR2 ),
epidermal growth factor receptor (EGFR ), human EGFR-related 2 (HER2)
BEO cMet ® 4 2OFn v o F—BRSEERORBIZHRH L. £z,
WTEME = > b r—/L & LT Glyceraldehyde-3-phosphate dehydrogenase
(GAPDH) # M\ 7=. mRNA Of5ix GenBank @ web ¥ h THRE L.
7T A4 ~—DikEtE, Primer Express® software for Real-Time PCR ver. 3.0
( Applied Biosystems, Foster City, CA, USA) # AW IV, &t L7774

—|¥ Hokkaido System Science ( Hokkaido, Japan) LK WHEA L (£ 1).

U7 V%A I reverse transcription polymerase chain reaction ( RT-PCR )
IZ, SYBR Green Realtime PCR Master Mix-Plus ( Toyobo, Osaka, Japan) &
7300 Real-time PCR system ( Applied Biosystems ) % f\C, fEHEE DR
TARER 2R FNUAENER AT L. —~ A 7 T —DOREIF, 95 C T

SyEMEAD%, 95 C T 156 Bil& 60 C T 1 D 1 YA 7 a3d 40

YA 7R IR LT

3-8. ERBWY
TNTOIMYERITFBE AR FEY ERE B OARB LTI, CHIRSE
INRIE LT THFEREESE 23610 2 BB & ORI B+ 2 55T 8 B LU
P R FEV) BRI |NBUE | IZHS & NBERY R 5EE THiAT L7z,
TRCOFHYERT, 8 W TIAE 21 ~ 26 g OHM: severe combined
immunodeficiency (SCID) <7 % ( CLEA Japan, Tokyo, Japan) % L

7. WAL~ A3 12 B o R A Tl S Lo fF = o h T



S, KGy, EHITEBICEIRTREA R & L.

3-9. FEBET NV

AV TNT A K DWNRIEO%IZ, MEEIER U CRE L7z, FlRARS %
microclip ( Aesculap, Tuttlingen, Germany) T2 7> 7L, 1 4O 2 L
w Ll 77 7 aMRERL 1 M OBREEREIS, BTFRIC 27 7 — V8T 2 X
106 fHl> RKO M A VEG Uiz, RS D ORERNERE L T3 5720, M
gzt L, BEZAAIL, FihakT L.

~ 7 ZIRIGHED control # (n=12) & EGCG %z#5 L7~ EGCG B
(n=12) 125 J7=. EGCG RETITmMaBhbitz 7 HED 2 Wbz
T 1 HIZEF 7 8] EGCG 30 mg / kg body weight & JEIEN G- L, Fiiitk

21 HRIZ~ U RAZEHIES &, AFlgz it Uiz,

3-10. fTEs#mEH

B AR M3 572012, M LoD 4 F£x2n£i 2 2I20%
L, 10 % neutral buffered formaldehyde THE L7=. /XF 7 4 »@EL, %
NENOEA TR REIEIZ/ZRS X912 4um 29V H L, hematoxylin-eosin
Yettmtto 7. FEEBEEIIE LN 8 UIF 2B L, EEFIRICKI 2%
RS O MRS & WAL Y 7 b7 =7 T 5 WinROOF ( Mitani, Fukui,

Japan) Z MW TEHHEIL 7.

3-11. MMEMBILFEE



RIT 4 BB EINTMBEO R 2 L THART 7 o VL, =% ) —
IVTHEAKRIEE, WA~V A X X —BEEZ 7 0 v 73572012 0.03 %
hydrogen peroxidase (ZiZ L7z, Ny 27 750 REEEZIKET 572012 3%
bovine serum albumin ( BSA) T L7=#%I2, —&k$ifkE LT anti-CD31
antibody ( Lifespan Bioscience, Seattle, WA, USA) % 3 % BSA T 100 f%iZ
AL T 1 KFM=IE TR L7z, kPR E LT peroxidase-labeled polymer
conjugated to goat anti-rabbit immunoglobulins ( Dako Japan, Tokyo,
Japan) % 30 /=R CALEL L, ¥{41% diaminobenzidine chromogen
(Dako Japan) % A\ /=. Hematoxylin TxFELYeta L7-#1c, =% / — /LTt
K, F LU THRHEL, Multi Mount 480 ( Matsunami Glass, Osaka, Japan )

T~y L, JFHMETHE L.

3-12. MEERIRE

~ U AL S 5 EANCIRE IR 2> S PRI & T L7z, BRI L 72 i
I%, 1,200 g T 10 4rfiliE O L2 BiG &R L7=. FUJI DRI-CHEM 7000
( Fuji Film, Tokyo, Japan ) % T, amino aspartate aminotransferase

(AST) & alanine aminotransferase (ALT ) ZH|E L7-.

3-13. #EHFHMEHT

TANTORERRZ FIME + RERZETERL L. 2 BRI OB T



unpaired t-test, 3 FEILL EORFTIX, one-way analysis of variance with the
Bonferroni post-hoc-test %\ 7=. & X TOEERIZCHBWT, p<0.05 *HFEZE

H L L.
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EA4E R

4-1. EGCG i X 2 87 M 2h 7

EGCG S KR DRI 5 2 2 8% fagt LT, RIGEMAarkIC
EGCG ZiRhL 24 KefRIC, MlfEFR%Z CCK-8( X 1A,B) T, Hifas
JE#E % BrdU ( X 2A, B) TRl L7-. WK MEKITE 12, EGCG 50

pM & 100 pM CH EICHPaATER & EiER N KT L7,

4-2. EGCG ICX D57 R F—V RAFHEPR

EGCG (2 &2 RIGEMIARDO T R b — 2 ZAFHR R AR T D720
EGCG #NL 4 K% TUNEL e Tabffi L7z (X 3, 4). ARGl
BiTE HIZ, EGCGOuM & 25 uM TIZ7 R b — 2 Al Z B 225 7273,

EGCG 50 pM & 100 pM TliI7 A b — T A O HBL 2RO 7-.

4-3. EGCG BV 7NV InBICE 2 D EE

EGCG 73 KIFEEAIIRAR D > 7 F WAREEIC 5- 2 2 B A T 272018, Hix
RIEED EGCG ZiimL 12 KRe#ICY 72 8EL L, Western blot TH
U7z, WRIGEMIaEE <, EGCG 25 pM, 50 uM B X 100 uM T Akt @
BV b a8 (X 5). RKO Tik EGCG50uM & 100 pM T p38
DV Uit EFRD, HCT116 Tik EGCG 100 pM T p38 @ U U ig{bZ 787

(X 5).

11



4-4. EGCG BRFr I ¥ F—PRZERICEGE 2 HHE

EGCG nF v ¥ —ERSRIRIZE 2 582 RET 572912
EGCG ZismL 2 Kf#Icy I Va2 L, U7 v A4 .5 RT-PCR CHist
L7z, BefLizTm - —¥BRlzgkit, VEGFR2, EGFR, HER2 ¥k
W eMet @ 4 B TH%. EGFR, HER2 3L ¢-Met Tid EGCG %%
MILTH mRNA ORBUEITRD 2h o723, VEGFR2 Tix EGCG 25

pM, 50 pM B XY 100 pM THEARBIK T 238072 (K 6).

4-5. EGCG DATEBERE I 250HR

EGCG 23t b RIGE Mtk O PR IR b 2 2 A it 272901
RKO (2 X 5T T L2 /ERL L 7=, control HETIIARIAM L L, EGCG

TIEMaBAE 1 WD 2 @icHhzY 1 AfIZER 7 B EGCG 30
mg / kg body weight ZJEFENTE G- Lz, X 7TA (ZWEEORRE, X 7B 1%
hematoxylin-eosin il L 2 Ak E CTh 548, EGCG B CHisBIEE O
EROMFEIR RS-, M 8 (XM COFEBEREL L6 0T, EGCG
HCABICTEEmEORD 2R 7. FiBEENO TUNEL 4 Tl
EGCG #TT A h—v2ffilan < Aoz (¥ 9A). =512, EGCG 1T X
HIEBENO MEFAEIZG 2 5282~ 57-® anti-CD31 antibody TIL& N

FEH 2 s e 45 &, EGCG BECHAME DD %2387 (X 9B).

4-6. EGCG N~ R IZkIETEIVEH

EGCG 2~ U A KIETEWEN & LT, KREZEL, BRO, ITHEReiES 4 Hm

12



U2, MR CREZLICAEZITR DR )- 7= (¥ 10A). 7=, iy AST,
ALT il WA CHE R Z TR O T ( 10B, C), FFiREREE LR O 720>

7.
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BHE EHE

b MEAE E R~ U AR UAER S 0 2 BFERAEE 7 /L 1300 B AR
ZERRIIRAR R & L CIRELS A ST\ D, BERBTT VITIZRE < o)
T 22505V, 1 DB DEMIAARA, BT DI 5 FPTER
METVE, &9 1 DI FAET DIRER NN T 2 BTt 7
NThHD. BFHBHET LOPTHLEZMMEH I TV D HIEIR, K TBHE
ETNTHD. ZOET/MIFENBECHAEMER S L Z L, g XOHl
ENRHTHY, B2 EBMICTHEMTEZ 2R EORENH B 1. ZhETIC
EGCG I RIGEMaMkZ 7o TRARE 7 /L Tiat 41, £ OFUEE 2R
WE SN TE 1618 L)L, doxorubicin X° 5-FU 72 & OHUIEA DS KA
RR D B FRAE 7 /WK L CHUEE SR AR L= b oo, [ Uldz v
TR 7 Tk L T PRSI R B G bR o To & W S iR H
%20, Ziud, [F USSR CH R FBAEET L LTI E 7 /LTI A R
DIEWNZ L > THEBEMROZEE N Z L, JrBEANCRT 2B MHIEVRAET
iz eEZ6ND Y. T, RErEBEET LV TORRHIMNZ, Ak
INFEE, BT 2 il (SRS A A S S R FT AR 7 /L T O AR M
DB NBE L 725, K Cie b 2V iEREZIESR IR TH 2 b oo,
INE CRIBEERET LV TO EGCG OHUEEMNE 2 Mat Uiz @is 32 h
Sl B THxITE MRBEHEERET LV AER L, EGCG 23t b KM
RORR D P IEIG 2 3 92 2 & 2R THIO T BT L. Lavl, &

[l DI DT v TIIIEENIC & 5 s G 2 BB T 0 Z T T,

14



PRI R BN T IRp o T, SRIBEENIESG 2 /il TE oLy 7 =7 —
PBIUnF 2 8 L2 Ege 2 W28 7 L 2 ERLL 21, TR0 IR 2 1

(IR T 2 MDD D

M4 & VT OIS X0 FHOME DRI NLBETH S, EREE
OISV TIBBEOREL MG L, BEDZHENT 2 EITLETHY, M
EHAEMTON W & ERERE LIS 2FRE DR E LRI TE 720 22,
ZD, EEME &Y vascular endothelial growth factor (VEGF) %%y
WL, TOZERTHS VEGFR MNEMLIND Z & TH L oA I M #E
EHEL TS 22 F, ZbOHAME 25 L CElRlges~ 0 2 5] X
BT EEZLNTND. ZDXHIZ, EREGOHEIECIE R & L a4
B ERERICH D, VEGF OF /) 7 n—F Uik TH % bevacizumab D X
O AEFAEZ HET 2HAD, EREBOIREICAEZI THD Z LRREIN
T 2. £/, VEGF O & ZfHEFT 2 2 & LRI, TOXBEETHD
VEGFR OHRBLAMMZ D 2 LIE, MAE AR OIS 2 16l 5 D1
BHThHHEEZOLND. Fox D invitro DEBRFEES, EGCG 1L VEGF
DEERZHETHS VEGFR2 ORBAK T &, ZOFRY 7T niEk:
W CHIRATE, HOle PICEES B LTV D Akt RBOFMEZ KT &8,

AR OIEFEDN IR SN2 B2 b b, ARIOFHKA OHFFETIT e N RAGEM
BECL2MRET L TS, EGCG (I & PN R A e 0 5l A8 112 i o3l A 2 1
il L7220, VEGFR2 ORBLZK T S0 T5/FEHRH L Z L HgEShTn

% 2425 FREBIEGE N OB EMLE 3D 72 o ek R 2B KT 5 L, EGCG 130

15



MR 9~ 2 R 22 E 7200 Tide <, JE B oo a8 PR BRI A L if. A8
EANET 5 2 & TGO R 2 Ml L7z REMEN H 5. Ak & i
B & DIAF T TO EGCG OIEHZRRE L, L0 aEle A =X 4%

ONMZL TS BERDH D.

p38 1% extracellular signal-regulated kinase (ERK) < JNK & & 12
MAPK 77 XU —%FLTEBY, Zo—#HoxF—8I1%, 8, 21k, 7R
= R 7p O CEHEREE ZH STV 5 26, £512, p38 & JNK (X, HiZEITE,
RIEMES A N A v, Bk, B\ a v 7, SN E Oflasth b ORI X
STHEMALT S Z LB A ML AGE MAPK & LTaMbLATWS 27, fllflast

APV RIZE ST p38 NEMALT D &, Mx 2EEEPMAEMEH L, RIERIS,

Si6

e, MfRE s L, Bk, 7R M= AR EEREEITENALN
T\ % 28, Irinotecan X° oxaliplatin 72 £ DNA %% —/% v MZ LTV 5HL
JERID p38 ZAM L TT AR M=V AEF|ZEIT I ENHEIN TR 2030,

EGCG 2BV TH p38 R JNK 2N LTT R h—YANFHEEIND Z L3 #H
HENTWD 15, SElOFk 4 D in vitro DB TH, EGCG #5112 K-> T p38

DEMELTBY, ZHIZEX2TT R M=V ARFEINEBZZOND.

A, BARR Y e 77U A v b ORI CHFFEE 2 5] & il 2 L7 RERSe 31,
invivo T EGCG DL ERGICIVIFREENFE S NIZE WO WMERDH Y 32
EGCG M AHIEIC 5 2 D50 B e ST s, Invivo THEEZ A LTz

EGCG #h5&1%, MEFNEE TIX 100 mg/ kg / day, #A#5 Tl 500 ~

16



1,500 mg/ kg /day ThH Y 3234 FxN45mEEH L7 EGCG #h58 & ik L
TRV EZETHS. £, EGCG I[TIEHR b MM & ik LT, b Mkl
JEICF L C R A BLE ST 5 2 E s SN TV 5 3. 5%1F EGCG 2
PRI 52 2 BB 2 SRS AT 2 MR B 503, ATk 35 Liz k5 72
w7z HE&ED EGCG #5925 2 LT, BWEHO U X7 Z&/NRIZI A, &

GOYEZMMR H 2 ENTELEZEZDND.

AR O KRG O L FRE O ERITZ A0 FHRIE T, 5-FU, oxaliplatin,
ilinotecan, bevacizumab 72 E&ZGFHHT 5 2 & TTPENUHFEL TE7 9. fxid
AED in vivo DRFT EGCG At b KGRSO K2 Mmifil+5 2 & %
oMLz, F, KIBEHRTIXZ2VWE oo, EGCG I 5 FU <
oxaliplatin ZffH# 535 Z & CHEMREZRIET 5 Z &A in vitro THEE
ENTW5 3637, 4%, KREGREMIICE T 5 EGCG & BEFOHER & OFE
% invitro BL W invivo THRFH L TITS LEN B 55, EGCG & DO
FRIEIZ LD THOEERED EREDEBHIFRTXIEEZ2 06N 5.

EGCG IHAICHEENTVDH72®D, TTICHENICHEH SN TWD. xR
U728 518 Cd D IERENE 5721 Tid7e <, EGCG ok N5 ThH e b
KIGFEHIIR O BT RBAEE T /M Z B W THEE OB R IH Sz & WV O AR &
%1618 F 7, FEIRAFZED pilot study THEAY 7 U A b ERMAT 22 L TH
TSR KR R ERG 12 D BIME R IGIRIE L PRI CE T WO ME L H Y 38, 7
Vany MEEE LT EGCG ZNRT 5 2 & TRIGFT#% O™ EZ T T

DAREMEDNH D .

17



F6E Kim

EGCG X VEGF Z&EE0OMmiE 2/ LT Akt OIEHZIC T &, £7- p38
PIEMALSED Z LI h D v P RBEMEOBEEAZIGEI L, TR b= A%
H 7=, EGCG I3t b RIFEHEBEENO T R h— A &2FHETHZ L2 K

> TH BRI O R 2 i) L7z
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AT DITHTY, BEHRPTRZIT ORI LG A TS > TE KW
BOLBIRICIRVVEE L IE&#H 2 L BT ET. 618, B2 OHFEOH T IHRE
Z L CW2 2V i R — RRHEZER & 13 C O THL 2RV EHIT I 28 D B AR I AT

7-LET.
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Gene name

Forward (5 to 3)

Reverse (5’ to 3’)

VEGFR2

EGFR

HER2

c-Met

GAPDH

TTGCCCTTGTTCTGTCCTTTTT

GGCTGCCTCCTGGACTATGT

TCCCCCAAAGCCAACAAAG

CTCTCTGCCCCACCCTTTG

GGAGTCCACTGGCGTCTTCA

GTCATTGTTCCCAGCATTTCAC

AGTTCATGCCCTTTGCGATCT

CCGTGGATGTCAGGCAGAT

TGTCCCGCTCAGGCATTC

TTCACACCCATGACGAACATG
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