- At 20 0]of -

2 SEE 9l AMZAXCHEE
A, JAEZA(Estrogen)

NALEZZ0 EotA BiS2 AIAEZH +8A o2 pol| OJal Lojue 2= LEA UTHES).
Ol o Wl = EAIE 2Tt B2 TAF QARSO] DR HIOFET M| S} 7|58 280, o|AE=R
Aol ot ke HioFE7 M 229] 7S 2 E oM e A9 &l Bzt gl I8 EE AXtE2
O}2s HiOFE 7| M| O] DNA S0 QLojA | AEZ A O] P&kt 19 #HE ASHY 22E o)

S| LA} SFRAC
NAEZAE [PHlthymidine incorporation, BrdU incorporation W A2 £5 S7HAIH ST,
0] Sih= O|AEZZ 4=8A| AFA|Ql BHmAlHO] Qo AAH AT AR =, AEZH2 AE
Z27 FEA a 2F pO] T &1 T2 E 2T M (c—fos, c—jun, 12|11 c—myc)Q mRNA &l
£ES B7AIFLE B |AEEHE CDK 29 CDK 4 #1F opUgt Afo| 28 D1} EXx E7HA|
7o, oyt M7 2F TS0 7= PDI8059 (MEK AAIANO Qo &A= AT, O]
= HEZCE o AERZAE p217r'} p27° (CDK YA TS A)Q] & LA, 0|49
AIE Qoo AERUES TheA HOFE7IA| 9] SAl2 FXIAIZ|H, O]g T AH82
MAPKs, CDKs B Z2EL2FHS A Q510 O|RojAItH= A2 B GHATHE).
ESH A AEZAT caveolin®] &HIAIE BOI LA ATE HAIGHALL, BIOFE7 A 2oA] o &
EZE caveolin—1, caveolin—29] 4dS ST 2L AEZA ZEA|Q1 ICT 182, 7800 <]
8 AR EQCE NAEZAS caveolin—1, Sre, AktS QIABIAIZ I, o= ICI 182,780,
PP2(Src—kinase AAIAOl Qo Fod AA AFHEJATE LY 294002 (PISK AL PD
98059(MAPKs SR Qi A AIAEZZ 95t caveolin—1 2& 1} [*H] thymidine 84
S717F A= AT
Caveolin—1 AE4A siRNA9| transfection AAEZ 70| 95t AH M AHe—fos, c—myec,
c—jun), M|ZEF7] ZEHA NZSFT] F S phased S7HE AAAIFTH BEXCE AEET
2 Src, PI3K/Akt, ERK1/2 ASHYAE E5)] caveolin—1 Y S S7HAIA HIOE7|AM 29 &
Alg SXA S HRTHT0).
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B, Z2ZAEIZEH E; (Prostaglandin Eo)
EZAEEHH By Hijof @23 GRIE7IM 2] el 74| 2 FHET|M| 2 J7Fo ZR5HH,
ir

S
R HjOFE 7| M| 228 Al ZAPEAHapoptosis) 25 H H @6l Al Z-ok= QAR Bl
HATHTL, 72). THER NAFES ZEAEISTHO| 95 HIORE7 M S4] 27 71710 thoh Al
LOFEQATE,

LZZAERZEY Eoe= [PHlthymidine incorporation, A|237] ZATHZIO HIE N 7] &
S phase®] AMZ &3 ME 5 EF Z7HIZ AL E-type ZR2AEEHH £84 1 (EPDS] 774
At e S B7MAFCE T2AEZHY Ex= PKC, Sre, EGF $84), PISK/Akt, p44/42
MAPKs9] QSIS S7IAIZ AL, Z+2-9] AIAlE ZEAERZEY R0 oSt N2 5418 SA|GH
ACt AEXNOZ TZAERZHY Ey,= EP1 48742 3% PKC, Src ASXY ZAZ0} HE0]
EGFRE &¢! PI3K/Akt AoHE BEE Solf p44/42 MAPKsE SHSIAIA HIORE7 M ZE
SAIAZTHT3).

BN
o=
=

C. =1 (Dopamine)
ol SFAEASAA 2 4 S|
SHe UHE, B Vs Y 25 280 :
&AM EL}T celld] SAlS 2E0H, Y, YT} HokpA|l ALY SAlS =t
EAE Sl AT

LSOO Al W 75 28 D13 D2 84 Sof =W, 0] & +8Ale 27t £31%t 7|
2 7HAAL LA o M2 HA RO A2 W TSRS 2 Reshk= 22 )
AFE& URRA HIORE 7| 220 DNA @/g0f| tfst =uplo] g utet Z1of e Ao
AFSHRALH.

=S DNA eH8e A} 50| QER O R HAAIZ O, =il D13} D2 &A|7F ke
HjOFE 7| M| 20| S o] H DNA ghd Ao #ofsitte= Zie HRlth =oile AX W
cAMPE E7HIH 2N, PKCE E43AHT &S PLC &dT LY Ca™ BEE Sof A2 U
Ca* 58L& B7HIHT

L0 p38, pdd/42 MAPKs B! SAPK/JNKE Zt2Zf QIAISE Al W A2 U HO, B8 5

ol
-©
S
fo
N
o
fjo
B
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ool E7|1H 22 A # 71 =2 (1) =

T LM NF—+«BY &g REoltth =rlo] ot o] ASHEE™ES e AxF
7] &4 %‘iﬁ,gg(cychn D1, cyclin E, CDK 2, CDK 4)9] #& & A2 2M R o7
A329] DNA gHd & SAIAIE 4= S-S EABIATHTS).

D. o}d]%=Al (Adenosine)

OFE| Al O leql UQIALS] ERILISHE QI MAE = FEUQAIEE ATP Fdut 2819 &
‘:'7:10]1:].

O Al Ml W AlS R YT} gefshs ZRE0| ZR3F QIAFEAI(76) Al BIof|A] 201X OFE| e

AlO] M| ZE i AFOJEZFQ1 A9 1 K3 & LOFE IR} SIRATH.

Adenosine FARIZ 1 —N-ethylcarboxamide (NECA)+<= BIOFE 7| A 220j| A T1L—6 THai & HE

AE S7HAIZIL O] 28A] B Ay, Asa, Asgs, AsS] T B71E SRISIAITE NECA= IL-6

mRNAQ} THHE O] Hr5) ’<7r Akt, PKC Q14 Ml Wf Ca™ ¥ cAMPE E7HAIZAL, Ol

caffeineol| 2Jal &A= ACE.

SHH, NECA of 9af £7He IL-6 EH]= Akt GAA], PKC 9AA| (bisindolylmaleimide 1),

adenylate cyclase inhibitor (SQ 22536)0] SJa] GAEATE NECAE MAPKs QIASHE £71

Al71=8| o] Akt AAA, bisindolylmaleimide I, SQ 225360 93f 1A= AT NECAY 9

oF IL-6 Yol 9 2H]9] Z71°t NF-«B Q4 CREB Q4tel E7F= MAPKs SAIAO] el &

F AREHATH 22X CE NECAE HiOFE7|A|2 9] A|ZEEES] adenosine receptorg ol

Ca™/PKC, PI3K/Akt E= cAMP M4 S S7HAH MAPKs® NF-kBE S/JAIICEMN 1L-6

Lolg STIAIZTHTT). Eoh, M2 2o EASH= OHE| kAl 2 RIAMHATP)S BOFAAI 9] THGH Al

ZE9| Ca™ SEE S7HAIA ME B4, 0|5 E E3}o| Hojoh= A= UHA ATt

ATPE RHOZ I F 7Y £84 & P2X9 P2YE Sall A2 Ul ThdsH HFe S ot

Ol& 8Al= HioPdEol QoM 523t A oittal HAEQITHTY). MAES URA Hioks

71MZ 9] BA0] QLo] ATPS] Butet 719 TRHE A 2D A 20| tholf Yot QLT

ATPE A7} 5% 9EXCE [PHlthymidine 28, BrdU A% ¥ A|XE £9] S7IE AIA S

RT-PCR BA0|A 0t HjoFE 7| IE P2X3, P2X, P2Y1, P2Y2 £84| Walg Bt &

St ATP= M2 WO cAMP2} IPsO] 252 B7HAIZICH, PKCa, 6, ¢ & AR HZR 2

)
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ATPO| 9J3t A2

’

2 Njz2Ekg S3F Ca™ FYoll 9Jgk 210]a1

W Ca** B7h= ATP-gate HIE0|A L0|2 SE(P2X 0|2 AID)9H P2Y 8| BT 98] {1
S A,

PISK ZE2& HlotE7|MZM B4, A&, thsd9 A0 oA EL3h WetA HAE2
PISK/Akt QIAISIOIA A2 29 ATPO] SIS A gsto] PISKE| 5H B 27 0Re2 HIOFE7 Al

A1 AIZAT. ATPO &J9 Ca™ 24
VS

320] ZA0] A HOl USE & 5= AT
ESH o)™ H729] ZE1 2ol A|it 7] 2 e A (cyclin D1, cyclin E, CDK 2, CDK4)9] &
H2 PI3KS p44/42 MAPK B2l QEXQIS LUTE O|Z2 Al Qo] EXfSH= ATP7F M2
T8 EEAY I RS IS I 4 Aas NSt ESHATP #8417 oF ¥ &3t 5
M PKCE Raf-1, MEK, ERKE Z35= MAPK 29| 6l = 11 0|AS E5f HOZ AT
EMEAL, 22 E 274 EHTAIH,
olgol A 52 AXE 9] ATP7 2RF HHO} g 50t 53 st
O}gﬂ/\ﬂ:‘t Ise 5@0}71 ot AH @6& =77t E 4 At
F PKC, P

>

I3K/Akt, p44/ MAPK
of 4{5751%1 /daﬁ%%i% Soll aFL HHO]'E7]/"”:‘—E—Q] A 28 ¥ &+ Ate e Halst

FAEHT9).

E. o|u| 28 (Epinephrine)

U ZHL o= A 84 (adrenergic receptor, AR)E E3f| Hjo} &gy} 7|3 T4
Hofot M|z Z4] 23} Ol 20| £8Q%! 7HHE2H0ITH80). 1B EE ofjuju| Zo ojst
HHORE 7| M| 32 9] M| 22 Z4] 28 7170 THal YOoFE QAT

ol =2 DNA g E—J AR subtype (1A, a2A, g1, 62 H 3) mRNA Zd S Z7HAZIC Al
Z W cAMP, Ca™, PKC &/g3tA|17|H ofjmju| &0l Ofsl QlAlsHE EGFRO Qo Akt Q147
FEERAL.
ESH PKC EE AktE AAAIRES me ogu| =20 93t pd4/42 MAPKsS] QIAISE | ZHA]
AW, pd4/42 MAPKsE RIS e AUl =0 Q5 E7HA protooncogenes (c—fos,
c—jun® c—myc)Q) Brao] ZHAE L)
O] HIOE omU|ZH 2 cAMP, Ca®/PKC, PI3K/Akt, ERKS] ASHEAE E3f vjorE7|
AZ O] DNA 28 & S7HAIZ S HAIsHETHS]).
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sol Z714 %] A5A4 L 7% 23 (1)

Epmephrlne
-

ZnCI

Notch/
Hes-1

[ Wntt/

B-catenin

Protooncogenes
c—fos, c—un, c-myc)

ES cell
proliferation

A . Cyclin D1
: CDK4

a2 2. $84 QIxjol olet F7IME 7l

3. MZ2| 7|2 ¥ 7= HE(Gap junctien)

A, 2Hd(Laminin)

MEL] 718 & & otuel gfujd2 =7] sjor 2 59 M2 AR= JFoh= QA=A Hio}
7M1 B Al 7HE S Q0 QIARE AR AL Qltt, 5] 2HHd S A0 £ +EA12F A=
ArEoto] Al BE) OF, 7, 23, A|ZAE HIESH TS |22 U 7|5 238 QIALEA YEA

’

QUTH82, 83). MALSS OIS HjokE7 M=o Helsio] HIE oS0 njxle Jake 3ol
olof] Tojot= QAR EHIEES Yolr T T S BASITIA SIYTE 2l (10sg/m)e

r&"
0 ol
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NESH S AR M| 220|E2 B7IAIZAL SH'H0] 28l a6p] integrinst} 2H0H &4
(LR1; laminin receptors 1)©] mRNA &2 ZASIHLE ESH 2HH2 FAKS} paxillin Q1A
Stet, M2 cAMP s, Epaclit Raple Hd &g S7HAIZEH 0128 E7h= a6l
integrins®t LR19| S2t A0l Qo] 28] A= QLT o]2M 2tulidol] Zgfsh= LRI a6h1
integrins®| &40l ExA g2 ot A SHBEZ2E dofela Yu|sitt

2t 2 o1 ASHEHEZEA Racl/cded29} protein p21—activated kinase 1(PAK1)ES &
7HAZR 2 F0]o E-cadherin ESAS] QtHE FXoHT 225 C =, SHu'd2 a6p1
integrinsit LR1¢] A% ot & FAK/paxillin®t cAMP/Epacl/RaplE& &3} 5l ol=
Racl/cdcd2E€ SHA2E FLAIAH PAKIS EHAIZH. 0|8 S €93} H E-cadherin ¢t
Al BIOFE 7| M| 2L 9] Ol 52 ZXISIATHSA).

B. mjo|HE2YH (Fibronectin)

ool E2UH 2 JFT #Ast] 7HS ol 4zl QRVIA FEHCRE, AR BEL o), 4
FAeI, ol HZ U™ Tl Eo] Al 2B integrin®l] eiolH A2 ME, BAL 0j5E 2
SYO] HAIETHSS, 86). TLBEE AAE2 Wo|HZUE O] ORA HIORE7 A3 20
= G} o1 HRAE NSHY AEE RAKGHAT

O] HZUEIS AI7F Q)EX OF integrin 1, Src, FAK, caveolin—12 QIAISH A|Z AL 015 QI
A8H= integrin 1 E2FIA|O] QJo HAE AT, O] HZ2UE 2 caveolin—11} 17 integrin B
1, Src, FAK Eg/AE 4ot HINdHe Sol &Rl mo]H=zUEo| Q&) 714
RhoA2 Rho kinases= PP2, FAK siRNA, caveolin—1 siRNA, MACDO|| QJelf o4 QA At
= AT,

ool HZ2UE 2 Akte ERK 1/2 QIAMSHE S7FAIZ S, O]= FAK siRNA, caveolin—1
siRNA, MACD, GGTI-286 (RhoA AAA|A), Y-27632 (Rho kinase &JAIA0 Q5] 1A= AT,
ool E2UlE 2 AGURFHAY (c—fos, c—myc, c—jun)@t Al 227|278 T (cyclin D1/CDK4,
cyclin E/CDK2)9] Ydg Z7HAH 2H, 0]= FAK siRNAQ} caveolin—1 siRNA A2| Al Zr4
SIACE Uo7t ZF Aledid ZEE A 29 mo|HEUE 0| o8 Z7HE [PHl-thymidine
incorporation®] A= AT

HEMCE WOJHEYHEE caveolin—19] QI4I8HE S RhoA-PISK/Akt-ERK 1/2 A&
SHAIA HioFE7 M2 Al EXAT = A2 BHRTHET).

0

Ok rp

£ > o
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ot 271929 54 L 7% 23 (1) =

C. Galectin—1

7F GLUT &3
Carbohydrate—binding protein MU &9l 5tL4Ql galectin—-12 F2 glycan9
lactosamine 7:Z20] Z8Ioh= lectin Q2 HIOFE7|A| 2 S HIESH E}O""BP E7|M 2O A LA E
CH88, 89). Galectine &7|M|2Z9] A7} AVY, B4, 2912 28ck= 5% < o5t Al
et Mz2-Alx 45281 Batg ™6t % 3t 017\'}0]13}( , 91), I8 E=
galectin—10] HIO}E7IHZLO] 7158 =F St QINEA 11 711 E LOtHEQITE
Galectin—12 2-DG uptakeE Al W 5% YEFOE S7IAFHOH, O]+ GLUT-1 2%
g transporter®] Ll 7ol Q5 U= Zie & 4= QAT ok, GLUT-19 e Aot
A= W, Hjor E7|MES] 4]0 AAH = Ae SRIFLEMN, =T 9| 54 W GLUT-19
KI5l0] Hjo} B7|H|ZLO] B0 £Q3t HES Bhe 99T} Galectin—12 3t
Ca™/PKC, ERK1/2, Akt ¥ mTOR 45 71HE @83} stRen, ol oxlstale ,
GLUT-19] &dd B ZE=TO] A2 W §4 Eot GAHE Ze & = AT 22X
galectin—12 Ca*/PKC, ERK1/2, Akt 2 mTOR AISHEAE Edll 2=Y 545 S7H
7= Ag SRISTHI2).

32

L} AlZ B4 28

Galectin—12 [*Hlthymidine incorporationd} A2ZF7] R A O WE  Srct
caveolin—1 QABHE S7FAIF AL, Sre JAIAIQ! PP2+= caveolin—1 QIAISHE AA|AIZACE T
St caveolin—1 siRNAQF MACD= galectin—10] 9Jall £7F8 [PH]thymidine incorporation
A7) 2- SR O] BHe g AAIot T Galectin—101] 95l £7HE Akt mTOR Q1AL
oh= PP2, ERas siRNA, caveolin—1 siRNA, MACDO| Qlalf AX|= 11 Akt ARA L} mTOR
AAA (rapamycin)= galectin—101 5 71 MZF7]28 Tl Wl s AaAIZIoH 1
HEE galectin—12 Src ¥ caveolin—1& & AlA Akt, mTOR AlSHE7 Mg A R0
HiORE 7| M| 22| BAlE FXAY = e HAlsHATHIS).

D. 7F=A% (Gap junction)
Gap junctione M| 27t P,J A Y Z A A SAITFO] Aol TS 77} 0|20
A|ZEOf= A EZEF ZHE THZEIO] connexin (Cx) 67471 B0

L,

ul al
Y 9] connexong O]F 1L, O] Al

o
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A9 connexonO] B¢t} 214 1.5 nmO] AEF L] gap junctionE 7+g510] 1kDa OJ5k] A2
HARtET 771972 o5 8271 Eth OfZTh Hl227t Her2 NI o5} SAIT Ee THSSE Al

i 7|5 2E0 HHE O] QT T gap junctiong St A2 M= Fa Al 710 €A 0]
I Cx TEALS A2 ALO]Q] CHAME 7] Al /dEEE ofL et HjoF HE I Al JHAH 58

PSS ot A2E HEATHO4, 95). 53] gap junction?] QIAISk= AE ) 751} 2612t ehd
2780 ZR35HH, Cx432 HiORE7| M2 71 U SlO] A= subtypeL = YA AUTHIS).

<= JERIARI EGFQ} HHOFE 7ML O] Cx43 2 AL 75 279 3ol tal &+t

ALk EGFe &5, ARFQEF O R Cx43 Qitels B7HAZ 2, Ol= EGFR AAIAIQ1 AG 1478
I} herbimycin Al 9Jaf F9d UA AFAE QUCE EGF= Ca® R PKC, p38, 181l p44/42
MAPKsE 45HAF 1L, Ca?t ZHOIEN|QF PKC YAIA|, p38 AAIA, pd4d/42 MAPKs SAA|0
OJal Cx439] QIatal7t 7ol Al AhtE & RIst,. SHH, EGFS} 18¢—GA (gap junction &
AA)+= protooncogene (c—fos, c—myc, c—jun) YA A|ZF7] 2 GA AL 4~ GLUT-1
A ShY - 12]112-DG E4E S7HAZLE ESH Cx43 siRNAY transfection SA] A2 9}
2-DG 4 S7HAIHL 018 Z21E EUE EGFY| 9ISt Cx439] QARSI } HIORE 7ML SAIS
FXIoh=t YxshH= AS HITH6).
HH, ThISE M EZ20A] ATP= gap junctiong S Al W AEHE UAAZIH, ATP 142 g
junctiong AJAIZICH= B 117} QILH97). ESE O Al T NECAE Cx43 mRNAQ} T E O]
e EXAFICHE H1(98)E BIE O 2 NECAZ} gap junctionT} Cx439] 2o Egkol ths)
TOIALE Ol eal ARl NECAE Cx439] QIAISHE SAIAIZ S, o]8 gt a1t Ofd| kel
SA AFIAIQ caffeined] 9Joto] AA|E AT}, TS gap junctions &0k MZ27F EXO|Is Y&
ZX5k= SL/DT assay9lA NECAE QUIAMZEZ O] Lucifer yellow? O1=S IA| A|ZT} ESH
PI3K/Akt, PKC, MAPKs, NF-¢BY] QIAISHE A M ojgsh A5 [MYA A9 ARl=
NECAO] QI35 Cx439] QIAISHE AAIZILE BS0] NECA A2jH Al 2= Srcll QIMSHE R ot
FOm, caffeine A A0l Q5t0] T GIE AKX AlZ 4= QUARUTEH Cx439] siIRNAE E5F Cx439)
AR =St Srcd QIteE REEHIME 0] = AN NECAY 93t Integrine 51, FAK 3t
paxillin®] QIAFSF} caffeine 4 A 2{Lt Src AAIAQ1 PP2 & A 2|0l 2ot AAH= Zig Skelot
%t} ZEXOR NECAE PI3K/Akt, PKC, MAPKs, NF—BZ E35}0] Ox439] QIAISIE
oM, 0]= Sre, Integrin f1, FAK, paxillin AISHE RAE E510] ARO| 05 LU B S £
Sh= 22 HITH99).

o

I e oz 3

fl
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ool E7|1H 22 A R 7] =2 (1) =

Integrin

RhoA

AKi/PKB
«EaE» Y  ROCK N

ES cell proliferation GLUT expression {

O3 3. M=Zel7|=ol| ot E7IMZE TIs =

4. M=2| OjM|

A DTG

7}, GLUT =8
GLUT12 Hjot 29| B EAoA 523t g 2RIF|O|H EA7H Sl @ of 27
Hjoh= =gl F4= 12|31 GLUT1Y HalE Z4A]7] 1L O] = Hjore] F4g O]t #E0] Q)
TRz LA ATH100).
Aol oot GLUTsS] el Aoket HiRtz7] Al7]of =T 9] ASh= Al AFEALE 927
a1 ol WAlZEolEet Sl A2 &4 TIAE F2 i o|fY] duksi) utt
7HAZ B EfEE Gkt M EZE0A] LEEEE GLUT1Q mRNASES ZHAAZS Ho
FATHI0D).

rior
o

tio
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AN L 0p2 HjolE7 | M ZOIA TEEEY| 2-DG S0 ot Bk al e
of tiell A St AREY 24412 A2 Al 2-DG &4 7F AIEH AL U D_H/léﬂ} g
AERE 540 &2 FA ¢oton, GLUT19 mRNAS Tl A Hisl g Zh4 oL
EY2 NI U cAMP ¥E S7HAIZL

ESH MR GO Ot AISHA] AEFA7FPKC B MAPKS 22 o2 S7Q| HHd 7o) 0]
29 &4g E7HIZTH102, 103). UL BioRE7 M=M= RS p38at pdd/42
MAPKsE &3} AIZ O, o] abgof Egdithet PKC7F B-AEO] QS-S HoWRATE ol
O] AWME QoKLY UREYL NFRA HIOFE 7| M ZOA cAMP, PLC/PKC, AlSHYAEH A
H MAPKE &0t0] 2-DG §4& A ethe 21E EalotRATH104).

E
rd
e
>
}01'
i

l

B AIZ B4 =4

ZEE2 RES SEA|RA ST Ao,
2rY2 A4 B, et 2] ABHAEEE Al
JEATHI05, 106).
AR 2 sk £7] Biote] HEI} 7|50 ¢ 5R°% I
A=Y AR OA UL HIORE7|A|IES] Al SA13} T1 717 Beul7] floh Al
ol 2Rt 12 =H0] [PH]Thymidine, Leucin, Prolin 2 BrdU Z§t& A7t}
Tk OEHOR ZVAZY. HS0] AEEEE AHZ YWoON ROSE B7F Az, Aktet
MAPKsE QIASIAIZILE.
TEEEE cyclin D1, cyclin E, CDK 22} CDK 4 THiE S S7HAIFHTEH AIZZO] G1/SEH Ao
A 8oL Qe M F7) 2 Tl cyclin DI, cyclin E, CDK 22t CDK 4+ PI3K 9
A, Akt QIRIA 18] 11 pdd/42 MAPKs SIAA|ol] Q)5 ZraE ATt
NEEHES PI3-K Akt A0 Q8 ZAE RB A S QIAISIAIZIT) 0149 At
QO] 112 PISK/Akt2 MAPKs A S MY AIE S0t 024 HjoFE7|A| 22 SA10]
HO5t= AS HAISFETHI07).
[N O = HjoLET MRS SAIAZ|AL T 7|83 HE|7] ffof 2= HEjoA S7Fok= @l
A2 LAl QX LEIA 15 WeE A5HATE 26mMe] sk =T} QHX QEIA 119] ¥We)
AelE smM 529 Zege ANP3US moll Hlsh B &2 A3 Wf STAT3S] Ql4tsket Ca™ §
Y B7FE FEolaL, PKCaq, B, &, (9 238 S7HAIZT

Jlrn
ol

| Ejore] EE St

AR SO tHet 3

s

S5},

12 713

Oll O'lﬂ

b

=1

H:l

OO

0!
BTl

T

=
)L

sr2 n|AIA Eoh ARS
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ool E7|1H 22 A4 R 7] =2 (1) =

TS O)& p381t pd4/42 MAPKsQ] QIAISHS £71A]7] 1, protooncogenellt AL F7| &
CHHZEIO] cyclin/CDKE] Wa S S71AIA DNA 41} Al 8 S7FAIFTE ol3st a1t=
QR LEIA type I 4~8A (AT1)E] Ao Sl AA=UL ZEXLZ X EHI} QA 2E
X 2l= Ca”/PKC, MAPKSs, AT1 8A18 B35t HiolE7 A9 B4 £X
= Argg HOFQUH108).

E3E, LREFol| O AliE SA0] HXE = 7ML EM A2 71E HE9| gl HAl=
gt o]t HAH A MG AR E HHGIIT LR EH-2 HiOFE7| A9 A2 71" K2
NEEGT} QEX QEA] 119] EEEA Y
0] QIR QEIAl [I-4=8A] 1(AT1R)9]
P NEEEE AXZY ZEsEet PKC QLISHE E7HIAZ2H, O

>
)

M o 1o (S o2

Kifil Al TGF-p1 HA2 £71E 9 2 losartan (AT1R 4
oJs 71 TGF-p12] Falo] AR EQIL}, TGF-A1 siRNA& 113
E%*Oﬂ olaH %7}% o] H2Y BT} JNKO gdg SAIHY L JNKO YAlE 12rgo 9
7| 2GR A 9SS ARSI} ATIR, Ca*'/PKC, TGF-41, JNK, 10|

= UEEYo|| o5 E7He DNA ghd 2 N2 7] 5 S7100] Qe Al
#% Z:.PiAlZi CEEXOR NRTHE X QEIA T19 TGF-41 Al2HY F2E Eoto] Hf

OFE7|M 2] BAIE £112E EQIoITH109)
O] OIS oS 7| M| 22 0] AR o) Q10A] caveolin—1(Cav—1)T} integrin S1(IN 8
19 dHY 2 o] HoAA FLBEE KANSS HHA HjoRE7 M2 B4l ZF6h=T| 1L

s

E 0| Cav—13} IN 19 250
=G0 95 Cav—-12}F IN 18] a0
S7171 A= AT

AR EE| O B7HA SAAAS S p38 MAPK QXSS H£XIA|7]4L, 015 AA|oHH Cav—
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