F4SBA b & (RGBSR RS 3E)
SHEB RS EE

& B MR oR B AE K M SRAESERIRE (12 BV) 5 TCFRR 4D
BB OWT OB

siffzEE FOEE
BHE ARIER
whE EEFHEZ

MARE

RAEARFERFBEFE R R L8 B AT
R RFREEERZE AT R BT
R RFERZE GRS AT IR B B 2807

SHEMEBRETIIFORMEEORERRICBVTEET A A4 >, 552 TCFROREE A% <

EZLNTWA, 50, 4 REFHEEEIBVT TFREAROEMMBAIZ BT 288 %

in situ hybridization B & WRFEFREEICTRIT LA L 5, oMM ED KB RMEFH

RIZBWTBEALY S IRRERRUTRZERAORN A ORBAEEREEEIIBVTY, in

sﬁuWMﬂmanElbWTbtﬁLTbh ELHIZING ZHREGEEOBRMETMOKD

EHMMBEEIIBVTHEIL TWaA I &2

Rbiiz, PLEL D, WEAAommiz L b, TGFp

DEFEEVFTELTL I LA G UREEOHEICOERIIES LTV 2TESENT S

720

ATFRE

£ B M 9% 2 4 (Systemic sclerosis: SSc)
MR URBEERSEOWIL e EHETLE
BThY, TOBLOFEIIHELTHL L
E2ONTVS L HBORMELICIIETES
A M4 OBEOEEEAER S,

7 T b TOFBIE 2 D7 o C & By 2 el %

BELELTVE0TERIEFZERSRT
VAL

TCFROZHRIIRAE F T 3 MOTHEHRHI#
HENTEY S, 205 I HXBFFERUIR
SRED 2EHPTCFROEFREIHES L T
HEEZLNTWED, MK ET, TFRIET
BRRZEFRIIITHEL, TOREHNT ER
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FREEEL, IRXERFIEEEFD 2
GS FAA4 %) YBIET S EH 6 TGFB
DESEZEENFILTDLIEFBILHSR
Twa?,
EHUERERRDOEEREFHRTER
WABRROEEHETFA LT, T8
SEHELIMNEREEORAN LA LTV S
EDVFEERTWAED, B REEREA
BNIZBET 2 SO R BEEDORIHOBH I H
EIR TR,
SEOBHTIX T REFFR U DEZA G
DRBADHB LRI L7

B. B8 )5 i

1) B

LEE TP L, BB EMRE AT o 72 SSc5 # (&
Bldcth) 5 & UMER A 5 B (et 3 61, Bk 2
Bl EHV, BlER 1 ISR T, SSc o
FEEBT AV FBEARN OB 3
AR LWL TED, L1/ —ERE
RL Tz, 30 1e8Sc T, 2 F)id deSSce®
TIH | BICEREHEOEHIFZOLN
7oo HRMERISEFRBMHE L DiTV, &
W) I TEEL, 8974 22Tl
L72e NT PRI vtV ifefail TH
BFERCBEREOB L ENlEH S,
HEREBERMBOFHEAL, HEEIZR

il T, RATW,
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) FERE
—RPFIH TOF I BIRBFHRE U TRES
A& 4 12 Santa Cruz Biotechnology (Santa
Cruz, CA)DOREA L, BBE~Ns ¥ -3
{Burlingame, CA) @ Elite ABC % v F%H
W oum I THW LA T 714 YYIR %
FLLyTNI=MRFNIL DL OE T
74 MALL7z0n, 0. 3%8BEAKRFEK 15 5
I THEED LA X F—FEHR L,
1L.5% Y FMFEI T Oy 2 Li-I2 1.5%Y
FMFCTHRLAEFF Ay B ¥
B2 T 30 4 RIS S H7: 1%, ABC #ZEIZ T 30
SPEUS &4, DAB $RH b X B bk #k 12
IhRpsEl, BEBERIIATIF YV
NTHERLITY, TLI-AX Y L%
FICL DAL, ~U/—nickhHEAL
AR

) In situ hybridization i’

Sum BIZTHY LT 74 2P %x
Ly7ha— VRN E O DB/$5 7 4
AeLizms, 0.2 HEOERE T 15 58T
e L, 30 4 37CIZT l.5ug/ml @
proteinase K {2 CiH b Lo # Dk,
4%paraformaldehyde (2T 30 ST HEE L,
FD% 154 2ng/ml D F ) 2T 2 M@
MB L&, M7V AE—-2 3 %47

272,



TGFR I B &# D70~ 7t Dr. ten
Dijke (Ludwig Institute. Upsala, Sweden)
LS SN 2300 BEDTFI AL M x,
TGFR Il B F4k D 70— 713 Dr. Weinverg
(Whitehead Institute for Biochemical
Research , Cambridge, CA) L hit5 s h/:
4000 IEZED 7 7 A 2 FNFH SPTIS
TI7AIFIHALLbDERHW,
DIG-RNA 2 ~ ) » 7 % » }+ (Roche
Molecular Biochmicals Cambridge, CA) %
BT Digoxigenin-11UTP (2 TI L L7,
70— 7R EFNRARRE lpg/ml (T
HUZe N TN AX - a oy
7= S0% 7+ VAT XN, 10% Dextran
Sulfate, 1x Denhart’s solution, 100 ug/ml
tRNA, 5x 8SC, 0. 25% sodium dodecylsul fate,
1mM EDTA, 50mM NaH2PO4 12T 18 K 45T
DEFIZTINA TV T4 ¥~ 2 a v & %47
272 MED T T — 713 2. Sug/ml @ RnaseA
WO L, 2x SSCIZT1[E, 0.2x SSCic
T 2 [m2hEh 50CISTHE L, DIC #%Ak
i * v F (Roche) L TRE&H 72,

4) EF{fi

FELEEBKRY in situ hybridization E®
BEROHEREHAROR O V-6
WFEPED 3+F TD 4 BRFBE TV, AR
3200 HEREFIC B A E e RRER L 7,
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C.Wr7es R
1) sense 70— 74 AWV SSc EMEB LU

B E NKEMICB T 5 in sit
hybridization sense 717 — 7% H\»7- S5¢
Rl L UREARBIIBTIRERILS
FHAREBOBFELFINIEIREELY
REIEDON Lo, TOTENL,
ZOHFEDR Y I Ty v FHER AR

WI EAERR S L7,

2) BEANE®IZBITS antisense T —7

*H /2 in situ hybridization
FMRER2IIA T, TCFP I BZAE oRNA
B LU DRZEEoRNA & b IR - BRI
ERSMCEOLN, REBL U:E&”%J:Ei
CHERISEO LN, BEOER M
KhEhLRENEDLN,

3) SSc R IZ331) % antisense 10— 7% H

VW7o in situ hybridization

REREFR 2 18T, TCFR I BIZ74 mRNA
BIUTEIZHEERNA & $12SSc EMICH
WTHBERR - BRUCERL Tz, E72,

BENEMERLY, TOFB I BIE74K nRNA
BLUTEEAESE oRNA & b 12 BISHRAE
M ORI  RESRH LN,
HEBIUMELRICPEEIROON,

HEOHEROMBIC O T4 a8
2R (A



4) BENEM 2B A TOFR I BZHM4IA
HBIUH TCFRI MZEERMFEIZL LR
ERBEREELR2ICHT, TCFRI BSHEE
EOBLUVINZEARAORIUIIER -
ERICEHASMIBHON, EEBLUN
FLEcPEFIIROoN, AEOBER
HMOBEEOMRIC LTI REHIED
b &th LT, insituhybridization
IR DFERIE O NI,

5) SSc FZMiZ1F A TGFR I BISAEMAHE
BLUH TCFpI B HFAAEIZ L 2 RIE
Bt fE R AR 2 108 T, SSc EMICB T
SR ALY LRI TOFR I MEAKE
AL FITHEZEGEHORBIIERL X
UPelticis< B bh, RELME EEIC
PEEICED LN, BRBHEEMOHE
OB MBI EE AT L T
MLTw e L L%dts, HERORY
MALIZBY B in situ hybridization T
B LN RBMEOZERIIAERA T

BOLNGRD ol

D. &%

TOFBIZETE SSc 2 B tr & F & M LER
BV TR LS RIL TS EER
LT A 3 TORRIZ iz & Mg MESF IR )
LR~ )y 7 AOEATRIBL, @

HLkBEIaRITLEELOA TV DS,
TGFBIZ tyep I, III, VI, VII B LU XD 25
=7 B L fibronectin R 7R FE ) A
YOEEERTESES, 20IRRATREEE
DETLHHUSRBFZORL CERNTREE
HEHHRORELX LASEH I EIZLY, =
by s 2A0EHRERETLHLEEZ LR T
%3

—%, ¥4 b4y ORGICRY A FOR
REDH% 6T, RECORBRE b RIEHIC

BELTwaEELORTEY, RBERS

X U4 DBMELEBORERAIC TR I &
EREL LU THEFEIWG T 2 TS
HoLEZAOLND, RELDOHETTILRIEMH
Ro, MEFRMR, MERMEYD TGRS
Wah, MUEFMAIZLS autocrine 2k o
TRUE TCFB AT, & u>-Jif 2 W REM A
EZHLNRTWE,
COBEHIBWT SSc ERIZBWT, BEA
Rl &t L CTGFR I BISAks L U I RIS
BESLEGIZERHIZER L TwE I EERL
oo MR TIEI NS ZHHED oRNA DER
ORIMATF— 5" @ oRNA DEHD EFIC
HUOEVIRE 1L HY, ThoSHHE
DREBAOTEFHMEAIIBNThaT -7
DRERBBO LA T2V TWALREEA S
HLEIOLND,
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E. &8

TCFB [ RIS B HB L VT REEKDORIOTR
EFSFUREEOREER I EVTEDLS
N, TGFP? autocrine F|¥A & SR IE IS
BUTEBOBBILOHAL LTER bR 5,

F. 3CAR
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R ARHTHEVABREBELRRAOELY

£ %3 B HEnRs TR
FE@ 61 L lcSSc R h &R S5
FE2 55 ¥ deSSc Topo-! 3
fEFI3 15 ¥ deSSc Topo-! 3
fEH4 54 T 1cSSc+PM  HIKIBMHAEIHIME SS-A  2E
EMS 56 T IcSSc R bnA7HE 5%
f#EAl 43 -]
MR A2 a0 L
R A 20 k4
R A4 22 -3
MU AS 45 E:S

1cSSc; limited cutancous systemic sclerosis: deSSe diffuse cutaneous systemic

sclerosis: PM; S R$IRLS: Topo-LiL bARA WV AS — ik 55-A;

$#iss-A Hifk

P2 SScHM BN A B IZET Binsil hybridizationd & URZREOER

In situ hybridization k-3 ]
§- 1223 1}-7%:2 -2 IHRB % - 0F-3: 23
BREHANE AETER No. BB SETEN No. # AR BT BEER i 3T SN
fEM1 + + 10-20 ++ + 10-20 ++ 4 ++ 4+
FEM2  ++ ++ 10-20 ++ -+ =30 ++ 4 ++ 4
fEM3 o+ + 510 ++ ++ >30 et + ++ ++
FMs o+ ++ 1-5 ++ ++ >30 4t 4 4+ 4
RS 4+ ++ 30 ++ ++ >30 44 +
BMRAT 4+ + 0-1 + + 1.5 ++ ++ ++
MEA2 ++ - 0 0 ++ + ++
-} 0 0 +4 ++
BEALL +4 + 0-1 ++ + 1-5 ++ ++ +
BEAS ++ - 1] ++ + 01 + +
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BAERBHERARMNS ERIERBRRARTER)
SHAIREE S

E MEERRICBIIBEFIZLB 77y TORIF
REHHDO XA =X L

SERRE FOE
s =L
BhE EERZ

HREE

A RERFIRE RO FHF B8 B R
RERFREREERVEHE R RERERAE
R RFREREE AT @B 5%

B EOHE LD M EE R EHREWE K ENR TR

TATO Ry F B EHCESE S NRTEDY,

EHE AR T

TGF-beta o X B F & & h 5 T & EGF X & # F & B - B 2
TFG-beta T HAEORER » A it & & 25 2 & d»H6ATO B,

4 | & 4

transcriptinal level

3 E % K M & % F 8 B2 (= 8 »w T EGF 1
I8 v T PKC-delta # f+ L 7 7 4 7

post

g+ 7 F rHBICHED > T3 2 ¢ F2BHG»ICL T,

A. WFEEE®
NRMEEEEDORED 1 D& L TR
Hbho BMILIELIB TS R T7747
OA 7 F i OB~ M) 2 A8
FETHLEEZONTWE, FLEFHK
KBWTHHRHLicEVWEb 2F L s h
HTCF-betaiz L b 7 v 4 70 4 7 F Al
SNBTLENHENRT VS,
EGFIZZ S DEBMIERH A HFTHH A P4
»TH BN, EMRHEFHICBITS
TGF-betaX BHDRER L THE S5 2 &4
LR TWA, HMEESRE B REHEF T
TOF-betaZ HFHRDBFBERL T2 I &2

HFINTH Y ECFO M EDREDOTA -
SELTwauElsH 5,

S, A RECFIiZ k2774 7uirsF 0
REHIHOA S =L 1%, EEEMEEER
Ba% v URET L 7.

B. BFRHH:
1) HE

Calphostin C {34 T® isozyme @ PKC O
£#l. Rottolerin i PKC-delta DFFRAILH
FRELTHHL . £/, PKC-delta % &
DFERMICHET 5 HEL LT, dominant
negative form (DN)? PKC-delta fFH L 7=,
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2) k7o M E

BEEROLBERITIILT I SN
ICHEBIL, — POt O—ABIEFLL,
Z MO u—RAEEIRT T A TR F R
#8 L U PRC-delta HitkE RIBS€, A+t
FUy—ERBTANEERVTRES L,
3) /—Hr7oy bk

guanidinium thiocyanate- phenol- chloroform
EEBCTHS LR X %7 O -2
WIKEDL, +A O VRICEE L7z, % cDNA
Tu—TERRSE, T LIIIBRL,
4) luciferase assay #

subconfluent DIRFED R F MR,
FUGENE6 (Roche) % FiV>T transient transfection
%ﬁo 7-o pSV- beta- galactosidase vector
THWT, SARELHIEL
5) EHbEE

A4 NFTAROBEEFHABLE .,
PKC-delta itk R &8¢, 70Fd 4 &
R2AMBLHNTRO I,

C. BiskR
EXEMBESFMEBO7r A 7R F K
B, RMEFRARIEGFIZE - THET S

B 1, 2 1R & ) IIER MG
774 70% 0 FoEREEERAQR, RIZTFR
Bifitit EGF i2 X o THRAKTH, BRMEKEMIC
T L Tz,

H LEEREFMRII BTS2 7747042
FrE&AR, BIETRERORKTY
2 IEEBRETMBII BT 774 70 %7
FrBAR, RIZTRERORMKIY

EGFIZL A7 74 70X ¥y BEREDOR
FEilzonwT

B3R TLIICEGFILE B 774704
F v % B 7 # & Actinomycin D & OF
cycloheximide IR T CHIF SN d o7z,
ELHIL774AT7URTF BIEFD message
stability ZHRET L7275, EGF O L o T
stability 370 L7z (H4), F77 747D
FOFrTOE- Y ERIIEGFHIBIZ L 5T
BlELadrol (H5)e TNOHDIENSGIE
FREMBMEEMRRIC BB EF It 7 74
TRAIFAERESHRL NV TORHO
AETH LMD TRRE I NI,

PKC-delta ¥ 7+ VEZBERIZEGFIZ L 5 7
TATRAFYRMETREAK ST S

K EGF L& 7747032 F UftE
FREALCHET D> 7 F MEEERICD
WTRE L7, M6IZRT X S Calphostin
CEURottolerintd EGFIZE D7 74 7O %
7F&QAR, RIZFRANEL & b 12HH
Lo SHICHEEIHIE dominant negative
PKC-delta (DN PKC-delta), % Fiv*T EGF IZ &
57747030 F rBEARBR~NDOEE
BEF L7 B 712RT & 912 DN PKC-delta i
EGFIlt A 7747047 F Y EARRAT
T L7,

EEEMBEERBICBVT EGF 2L Y
PKC-delata ¥ 2+ VR ZER G T 5
WG MEFMIC BT EGF 12k 5
PKC-delta {ZiEREBAERRICERH{LI T
LR L7, B 8A IXART L 912, EGF &
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PKC-delta HHEMBE & TH L7, 2HICH
8B IZ/RT X 9 12 PKC-delta i EGFHI#EIZ & b
BB THWEHT RO,

Rettlerin i¥ EGF (2X 57747040 F
BRIZTFREMERAERI S €D,  RIZ,
Rottlerin @ EGF il & 27 74 747 F it
(ETREMIEB I T A B % Actinomycin
D RKMEDRZTREEMLNET LI LI L
DIRET L 720 B 4127RT & 9 12 Rottlerin fF7E
TBIB7 74 7030 7 RIZFIIER
BT oM & 13IR R UEIE TRHEBIZHE
FEE NI,

D. E%

LA OkETIZ & B, EGFIZPKC-delta® /- L.
post-transcriptional levelT7 74 70 %
7FORBEHETLIEVHL LR 57,
PKC-deltaidTGF-beta/Smad signaling
pathvayil bfb o T EDHELH Y 4R
HEALD 2 = X L TCORE.HI TR SN,

E. 5
EFEEMGHEFREREHVTEFIZL S
TrA 7R FoRBERHBOA =X L
WO L7, Atk MUEESEBROM
MRV h E8 LR AMETILELERD

h,

F. UK
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Differential regulation of transcription and
transcript stability of pro-alpha 1(I} collagen and
fibronectin in activated fibroblasts derived from
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fibronectin and type I collagen mRNA levels by
transforming growth factor-beta. J Biol Chem.
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factor up-regulates expression of transforming
growth factor beta receptor type II in human
dermal fibroblasts by  phosphoinositide
3-kinase/Akt signaling pathway: Resistance to
factor  stimulation in

epidermal  growth
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C. BFRERE
LAXRR &L
2. ¥ £%% N6 FEBRIEFARR

H HWEHROBE - BE&RIT

=L
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e W ol ar g
practin o

EGF (ng/ml) 0 5 20 50 O 0

fibronectin

TGF-a (ngim1) 0 0 g ¢ 20 50

B

fibronectin

GAPDH

EGF
{ng/ml)

1 EEGS#EFARICIBTE 7y O
JFCOEAR, BETREBEORKGMH
(A EAREE G RizFRER

GAPDH

EGF
Acinomyein D
Cycloheximide

B3 :EGF ickd 77 700 F VBT
RERRAEIZEB D Actinomycin D,
Cycloheximide D&

A

fibronectin &332 W ﬁ u m
an;i&i&i‘fT'i@ﬁﬁy

Time (hrs) 0 12 24 48 72

B

€2 ERMEFRRICBIIS 7 71 703
o F EEL, BEGFRERROMBIKTE
(A EARER

(B) BT RHL

®-0% greaud wilh EGF
o ma dalod
gerag  Ireated with Rowkain and EGF

B4 :EGF Id7 74 O35 F > message

stability Z jiE & & 3 A1,
Rottterin Ik 0BT 5,

ETOERIE
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3
{ Fibronectin

EGF - + - +
VYector + + - .
DN PKCH - - + +

B4 7 :DN-PKC-delta i EGF itk B2 71 710
0 F CRETRBEUEENRT 5.

relative luciferase activity

0 5 20 50 100 5 (ng/ml)
EGF TGF-8

5 EGF 3771 70xsFr7OE—4%

EHICEEL Y,
A
PKCe
A
B-actin
e - PR At T Time (min)
Fibronrctln W “! " “ Q m] " "
EGF fughnlt [ ] n L] 0 Ll ] o 10
Anttletin (uM ) L] L] [ ] ] L] 1 1 3 B
B
LIJ_IJ_'_u
6 : Calphostin C f&7F Rottolerin {& EGF non-treated treated with EGF
t;67747D$9?>ﬂE%%ﬁﬁﬁ
ZMEHT 2. R 8 : (E#BRGRRMEFMRIC BT EGFICE
(A BEEHHE O6) HETRRE D PKC-delta > F IACERBEMEMELT 5.

(A) EARBR B) WA
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BENBAFHARENE (EHRERERRFRTFSR)
AN ARG H

B RERRMESEMIARIZ BV B EGF 12L& 5 11 &Y TGF-B
SZBEGRBETTEOEFICDONT

TERFEE FOEE W AREREREERB R EH
% IREE—  RRREREREF ARG £ F
e REFEE EREAKFKEREFRAEREGHARERE
BHE EEHE HERERERESRMERLEHFER

MAERE

BAEMREIZB T TGF-PEEARHAOTULEN AN~ M) v 7 ABETEICRS LTWA T
EXFBRESINTV S, SOFKEA T TOF-PXBEGREBETNESIELT A P I A X EXZDRFIZ2
WCIRE L7z IEREMBMEFMMIZE VT EGF 13 1 B TCF-R AT REE, HHit%
W& 72 EGF 12 & & 11 B TGF-BR AW X TRHUHE L Actinomycin D 12 & i il S 72 2%,
cycloheximide |2 THIHI & i o 72, 11 8] TGF-BEEAERILT O message stability (3. EGF #E70
DHEEIZL > TEE LD 270, £ 72 p3BMAPK JHEHI T & 5 SB203580 13, EGF (2 & %5 1 &I TGF-B
ETHEEBETRBTTE LI L 72 1B TGF-PREE promoter luciferase construct @ v 72 115!
TGF-BEEFRIZTEEEMSIL EGF 12 X o TN L 72. EGFIZ K % 11 B TGF-BEEHREFIE
BiEMETTE G SB203580 12 X o TR S 7z, EGF 12 X 5 T B! TGF-pRAMRIZFHEE M7l
i3 dominant negative p38ad» 5 v* {3 dominant negative p38BIZ & - T S /- LLEDE > S 1E
B AR TS BV T, EGF I p38MAPK R %A LT 1B TGF-BRHHRERZTET S
S EATRME I T, FARRMEMAE TR IR TGFRRERDREADSTEL TWwa e Tks
FHE LA, EREMBREFMBETALN EGEF 2L 5 IR TGF-REAEAEITHEAST. Mk
FER MSAEF MR TR SN E ol SOOI EdGL, Y ENK NG BHESEMM T3 p38MAPK
DHFFLHETHEGFIZL o TERIND ¥ 7 FMEERBOREOFEITRHE I N,
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A IXLDIC

R ERIEI I - 23 Lo LT2
Hiast= b U v 7 ADBRELIMLFICLLERE
B I UABEERSE OBMIL T EHE LT b,
Sz S Rz 1 AR S MR L TS 2 M R M S
EHELLU T LA IR vI A, VI B collagen,
fibronectin, glycosaminoglycans 7z & DAL~
MU 2 ADEAEENN, tissue inhibitor of
metalloproteinase 7 &) protease inhibitor ¢ #E
ddARE SN TE Y, HE LA~ -
oy o AkEDRREEEEOREO KT
HhHEEZLNT VD, PRI ER KR
HEFMBATARICHREN T M) v s A e A
T AHEFEIEHS P TIRLVDS, TGF- 5 DS
O e A LIRT A SR I N T W 5, B,
Tk Ao 1 By Rz A P79 AHE S e (2 TE R R R
ML & S L C TOF- B B D RIATTE
LTwad I EaRML, EFEMBESHR
(2 TCF- g R HHE —BEICMBHEEL Lo
T4 PRIGTEEGEEATUET 5 2 L 2R
L7co &6 THRAE B H RN AR - B
I} % TGF- g Pl dH 5\ I3 TGF-21 7~
Ftrr AF ) Tx VT TGE- g HIRIZER
BOEMIZE B D7 - ViHETRIAB LV
EEEEAMIEl SN s T EAHEL Ty a,
Aelal, TR R R AR AR RN L BV C EGF L &
A N B TCF- g 2 B HRFEBTGEDRFEIC oW T
B a L EHIT, ECGF 1T & A MR IER AR
HesE gl o 11 BY T6F- 8 ek Se g~ o %
MR L7,

B. ¥l & HEk
Gt 70y FEB X P Northern blot i

BAESFEMNE % confluent F THEL, 2 4 BRH
B OKBEIZL, GEROHETHIRTHL K
1870, 420 RYT )T I KNI THK
W%, = oo —-2ARICEE L, —Xkit
k& S+ ¥ g6 itk Rz &4,
chemiluminescent 12 THH U720 $ 72 poly A
(+Y RNA Tt o Bl L, o B
TGF- 3 %% 1K, GAPDH 7o —7& /4 7
14X UHH L7,

DNA transfection 33 X U luciferace assays &
M ERAESF B % 100mm dish (ZIEFE L, Y VAR
AT 2 AFEILT TGF-BEH/ k70 € —
% —/uciferase HZTE FF XA 77 73
v L7z, ML 48 BERIEEE L, £ D 7% reporter
lysis buffer (promega)iZ TR L 72o ANiE 71
132 4B, 2000G 3E.(M2 TER#E L 72, Bio-Rad
HOFBEHNERETHVTLEOEARS
%iJll5E L, lucirferase substrate & & & {2 5 #07
BUIE & 4 luminometer (2 TETAEL 720

C.REREER

EEREMREFERO U B TGF § SB54%
A, BETRBEBE EGFIZL > THHET S
[Z] 1, 2 607RF & 3 VSR R R A S A R

& TGF- 8 SHEKEL R, R TRIARI

EGF 12 & o TEEKFEHY, REMURAFAIZTTE L

T,

EGF I2X % 11 B TGF 3 R HEARBATEOS
Blz2wnT

[ 32§ & 92 EGFIC & B 115 TGF-BS %
BT T2 C#E T Actinomycin D 124 L
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