The investigation of the mechanisms of
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cytokine-induced skin fibrosis model
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1) COL1A2, c-Myc ® mRNA L ~L TOZRH]
TGF-B 5ng/ml. CTGF150ng/m! % IE & A B8 HEZF 0 A L 5]

B L. 24 BRfE&RIC RNA ZHtH L. cDNA Z &Rk L7z, ABI
Prism 7000 Sequence Detector System (PE Apllied

biosystem Foster city, CA)% i\ T real time PCR J:IZ TR

L7,

2) Luciferase assay

Dual-LuciferaseReporter Assay System kit (Promega,

Madison, WI) =R\ THEEMRELEME L. EiF 10ul (ZF
ITEEW 50ul ML, VI A—F—TALT Tz T—F
EHEZEIE LT,
3) Western bloyying

SDS-PAGE Toik&E%IZ PVDF EIZERE., Bt c-Myc T

{RH14& T Western blotting 247 - 7=,
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1) COL1A2 O3E & i E{EH M

Bz MR HESF BRI TGF-p& CTGF ZRBHIHRE L 2 4 B
M# > COL1A2 D3I % real time PCR THIE L7z, 2 4
R #% 12 COL1A2 ® mRNA L~V TORBIZITGF-BT 1.
S5ERELRE L TCWAR, CTGF ZREFICHE LZBAI
X2 fEREIC EH L7c, £72. NIH3T3 #Agiz T COL1A2
D ERBEiE M % luciferase assay (Z CTHE L7z, ALK5STD
(TGF-Btype | receptor DEETEMHR) L 58K BB L1z & 2 A,
COL1A2 DD 2.5 FREE LA L. 612 TGF-pTHIE
L7l Z A, 35EREIZER L ALKSTD OA LY HEEE T
Hol, =HIZ, TGF-pL CTGF O F DRI TIx 5.5 %

FREE L luciferase IEHEN LV BEETH -7, (K1)

2) COL1A2promoter 12345 c-Myc D#Et,

NIH3T3 fifuiz ALKSTD % 3&#|3E 95 &, COL1A2 D



EMHIX EF 3252 c-Myc IXF0EMEZME L=, $7-.

TGF-B T H BEREMICERENE LT B0 c-Myc % 54|
FRETH L, COLI1A2 DIFEMHEIIH STz, Lo T, c-Myc
i COL1A2 7 v — & —|ZHIHIMICER T 5 Z & VR

==, (X2)

3) c-Myc DEEH,,

R B R HESEMEIRIC TGF-B& CTGF Ml L 3R, 2 4
REfEI 12 D c-Myc @ mRNA L~V CD3E. % real time PCR
ERWTHR L7z, 3% ICiE TGF-p#IlE. TGF-8,CTGF
ME ORET c-Myc ORBUIIKT L7z, —F 24 BEf% T
i TGF-B,CTGF i ORI T DA c-Myc DikERI 22 FEBK
Tns L (K 3), X512 Western blotting I TEH L
NVTORBREHBLIZEZ A, 24 BR%ZTO TGF-B.
CTGF & DR TH I c-Myc ORI HF STz,

(X 4)
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INFETHRLIT, FAE~ YA TGF-pEFRAICIER S
T3 L AFEBBIEREIN, S OICRAEAIZ CTGF 235
LTWBZ Exb, CTGF 2 TGF-BIZ L A#R#ELIZBEE L
TWBLEZ, BaRRHNEIToTERL, TORR TGF-
¢ CTGF o5z X v COL1A2 @ mRNA @%é’ﬁﬁ%bﬁ
ERLEBIZaTF—FUrOELEREL TS ENS Z D
HEA L2, MR A=A LITHTH -7, c-Myc T
COL1A2 DEEFEDOIHNICEE 3 2 FREMEN H D Z & D3 LLH]
LV RENTVABEERMEFMIICI TS TGF-p& DORF
BIIRBETH o7, SEIOKEFTIX TGF-pTH COL1A2 D
ER % c-Myc 23| L7z, & 52 TGF-BRIEIZ T c-Myc 23
W SN TV B A, CTGF TIiX & 0 BEEFEICHF s T,
LLEX Y CTGF 12 X ML OfERFICIE c-Mye 23B8 5 L T

WA EREES R S T, (K 5)
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1B ANBRMEZEMIRRIZ VT COL1A2 R BT TGF-pEH
LY CTGF ¢ OREBFHEICE WV THEEICER L, c-Myc @
FEHIIFRIFREIC LV BEICHENICED Lz, £72. c-
Myc Z58HIZE 35 &, TGF-BIZ L5 COL1A2 @ promoter
{EMEZINEI L7z, COL1A2 DOREFAEITIL c-Myc DI

BE LT\ DR "R s iz,
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S EIOBFFRIZ L D . CTGF 12 X B #H#a(L O#ERFIZ 1T c-Myc
BEE LTV DRIREMEN R SN2, Zh G6IXIEE M
ERAVWEERTHY . REEMBTIIRER ARG EZRTH
REMEL DB XALND, Lo T, SHBITHMEEMR L E

HABRKESF M1 D B AT 5 T#THh 5,
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