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1 * & = 8. %2 31 a-mangostin £_F € 518 42 & EGFR 325 {v ™ ¥ d-v
(PKC&4r Src)ie m #rd|imre 4> j8 7 > 2L 5 /2 2 I ¥ a-mangostin Jk B 4% % >
% 7. EGFR ik (v 11 2 # T 5 PKCS/Src A5k 1 " 87 % 3|44 » # p-HER2 % 3
W4 o e 82 B PKCo4 | (Fig.5) »

a-mangostin (uM) 0 4 8 12

o ND SN9 W | EGF

. . -
F = p-EGFr(Tyr 1068)

[ o oo g | t-HER2

. “ | PHER2

|—-—"’ - | p-PKC&

[—— — | -PKCS

-;""' p-Src

| — e o -l B-actin

BEAPE-HAYL T a-mangostin T Rmie B fom R P MY TR
% MEK1/2 2 2 ERK1/2 i /= - U0126 ¥ MEK #7414 » QRTPCR & % 38 7 -
a-mangostin f= U0126 rJZ 7 & dZ ™ ¢ { “eFr4] MMP-9 7 mRNA # 3 (Fig.
6B) - 4 & 14t % B m a-mangostin € i i 4r4] p-MEKL/2 3 4 @ vhgejs > 5 @

pea L B YRR T & a-mangostin Fr ] B dm e A ¢ R B AR eniT Y .
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77 microRNA-133b ££7 a-mangostin #7#/ F&.jm 77 & #

4 A7 40 9 42 MICToRNA eh R § 38— # B PR me i 2 2%
it 4 [18] o Tl IMJ REIHFFIR > A 2014 &% % 4 > A £ I miR-133b
b AT RO ¢ § - 4% MMP-9 3 -UTR 4 & > ¢ MMP-O 2 £~
e Py e chd Ko~ A 2 BB 4 [21] 0 Bl A iREK a-mangostin
T ] Bk m e ik 4% > 2.7 € 548 miR-133b & > e A drd] MMP-9 -



IR o F o AP * real-time PCR i&- 4 A 4% a-mangostin £_F € % %
MiR-133b & B » % % 7 r0 3 IAEF a-mangostin Jk & 3 v » miR-133b 2
Thow WE 203 4o (Fig.7) o Tt 24 e 4 pl miR-133b 729 ¢ %27 & a-mangostin #7#r 4]
T AR P .

Position 43-49 of MMP9 3' UTR 5" .. .UGUAAAUCCCCACUGGGACCAAC. ..

LTI
hsa-miR-133b 3' AUCGACCAACUUCCCCUGGUUU

E s .y
£ ][] H il H
=
a-mangostin(pM) 0 4 8 12 0 4 8 12
786-0 A-498

#3747 F MRNA ZE# MMP-9 %5 £ %

4 41 * TargetScan = ;% 35 ] miR-3123~miR-483-3p~miR-2355-5p~miR-149-5p
{r miR-6734-3p % ¢ target MMP-9 3°-UTR 24 » ]t & &k ¢ £ $iz & miRNA &

7477 f2E_F % | a-mangostin A i@ frdlwie BR T o

TDa;'?;r T;;gﬁt -I—Sac?;t miRNA Name |Gene Symbol |Gene Description
Details 1 86 hsa-miR-3123 MMP9 matrix metallopeptidase 9 (gelatinase B, 92kDa gelatinase, 92kDa type IV collagenase)
Details 2 66 hsa-miR-483-3p MMP9 matrix metallopeptidase 9 (gelatinase B, 92kDa gelatinase, 92kDa type IV collagenase)
Details 3 64 hsa-miR-2355-5p MMP9 matrix metallopeptidase 9 (gelatinase B, 92kDa gelatinase, 92kDa type IV collagenase),
Details 4 62 hsa-miR-149-5p MMP9 matrix metallopeptidase 9 (gelatinase B, 92kDa gelatinase, 92kDa type IV collagenase)
Details 5 52 hsa-miR-6734-3p MMP9 matrix metallopeptidase 9 (gelatinase B, 92kDa gelatinase, 92kDa type IV collagenase)
Position 179-186 of MMPS 3' UTR 5° .. .UUCUAAUARACULGGEAUUCUCUA. - .
_ 11T NEARRR
hsa-miR-3123 3" CUAALIUIUGU - - - JAAGAGAC
Paosition 108-114 of MMP2 3' UTR 5° .« « GUUCUGGEAGGAAAGGEAGEAGUG. - .
LTI LT
hSE-miR-ﬂ-BS—Sp.‘] 3° LCUDCUECCCUCCY - - - - CUCCUCAC
Position 52-59 of MMPS 3" UTR  s5° .« - CCACUGGEACCAACCCUGGGGAA. . .
LT
hsa—miH—2355—5p 3 ALACAGEUAACALAGACCCCUA
Position 61-67 of MMP9 3" UTR  5° . . . CCAACCCUGGGEARGGAGCCAGL. . .
LTI
hsa-miR-149-5p 3" CCCUCACUUCUGUGCCUCGEUCU
Position 55-62 of MMPS 3' UTR  5' .. .CUGGGEACCAACCCUGGEGAAGGA . . .

hsa-miR-6734-3p 3° GACUCUCCUCACCCOUUCCC
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