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1.2.1 4ifE4%4s BEmaiiE TEL H& 10% FBS
f) DMEM 5 i85 35 51 37 °C 5% CO, M4 F
Bige AR AR K BERERREION A K AN
JBERR TR IR 18 h, 40 Rl & 5 29k 70% B 3k
e 16 500 wl Opti-MEM 35 35 36 fim A 10wl
(200 pmol) siRNA F-H#2 2R AT 7E 500 pl Opti-MEM
BEFRFEFIA 10 pl lipofectamin 33457, 1R 2] f5 & K
5 min; i BEUF Y siRNA F1 RNAi-Mate X F1E 4,
FICE 20 min SRR AW INBEE IR L 40 AE
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1.2.2  Transwell HHIIRIMZ 2SR &4 410
TE1 F45 10% FBS f#) DMEM = #5532 3475 37°C 5%
CO, MIE 2 N o 9%, i L s B AR, B 25l
1: 8155 FEUTAY matrigel 50 T/NE IR R L=
I, ZEHNATT h, B 37 CHRA R AE matrigel 2KEGL
BelE, LI 300 wl TR A TG I3 K5 77 3, =l
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600 wl % 10% G4 Mg 5 583,37 °C 5% CO, H5iF
FERESE 24 h, BUH/NE VK PBS ikt — i , vk H B
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1.2.3 Western blot SE56 B X804 K WIAY TEL 44
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K Z MR 80% ~90% it EA T YL Ab B 5555 5 h
JEWSCEE A I, T2 PBS VR B A 3 UK, 4 il 2 i
T, T W RE A0, BCA Bk 2 B Tk, SDS-
PAGE BERZ LK B 2 1 L
ENiE %] PVDF X 1 ,5% I A5 W43/ TBST & /4] PVDF
B A ERER 5 h 30 we, Cav-1 TAEHRE A 1:
500, B-actin TAEWHEEE R 1:1 000, i TAEHRIE N
1: 10 000, ECL i &%, X I A B, Wi, 5, ¥
Sl ARG IR 53 HT
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Cav-1 siRNA Negative control
TE :2a: 744 Cav-1 siRNA J5 ;2b: #5¥Ti ;2¢: 5 Negative control (R,
FHYLHT) LB, " P <0.01,
B2 AR WA Cav-1 siRNA
HiT o 4 M A 22 B ) UL
3 % i
LR, Cav-1 FE IR b 0 2235 7K A7 B A7 8 7Y £
AR AR 1 I I AR AS 2 i g 20 i b e 2 RS
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BATHTIA AW 7E 25 R B oR |, Cav-1 7648 1 40 i
HR IR Cav-1 KSR A T LASD 48
SRANAR Y1228 SRR R ), X SEZ5 R IR Cav-1 7
B R R R s (e A L (R R B
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58, WERR AL A N F 2 40 F I — s AR B =X dn
AKT 9 8% B2 1k (36 4k ) Bt 5 g i9 & A % U1 M
SRS A NS 1 S h T PO LIS = A e
PY14Cav-1 FYZRIKIKF-2K T f## PY14Cav-1 2R 2R
BT Cav-1 FIEIE, S5 BoR, B4 A
Md TE1 o PY14Cav-1 55455, #17T Cav-1 siRNA #%
YT S, TEL 40 Cav-1 5 PY14Cav-1 3k
R, IT H A 2 28 hE )t Bl Z BEAIG, s 3R
PY14Cav-1 AIREEHE S 5 BB W58, PY14Cav-1 7]
AEE Cav-1 fERFE1E P TR ALIE 20, BIRATFE B &
R, ERE Y Cav-1 siRNA J5 , A Cav-1 S K
SRR T, #E Cav-1 S EE FACTE BRI IS T A 7T
A2 I PY14Cav-1 Fifi Z FE Ik, PY14Cav-1 BER H 2
Cav-1 FIRFEMRA)—FhFERE RN, PR, FRATTER A2
HERTE Z S5 W9 th A7 OC PY 14 Cav-1 2057 (Y BF
5%, B4R 3 —F PY14Cav-1 947 S PR R 2 Ak 410 1 771
T B — 25 B B R T PY 14 Cav-1 76 B 4598 & A=
IYER .
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