HA =57 & Insulin-like Growth Factor-1 #&o0| A xo ojxj&= Het

B0t - ¥ ol
Aaddsty 4E4E e

A2 ZfE P ALY 93 o] PulHE $4E Tk w94, B4, A% 2 ve
%8717 5o GFS GFaF FHoHE AYO2H AR v 9G93 AR 4H2FAA
j =]

2 AELE FAUA € UF Rt Uk 2F Wl ERste AUB4EH, & Mik growth
factorMGF)9l £/ Z+ Insulin-like growth factor(IGF), Epidermal growth factor(EGF), Transforming
growth factor(TGF)E-0) A8}, 0|2 7}-¢5] IGF-1& DNA 43 AZEIEAL =779 A

AR Fdle o gElA 9Jon Td YA E e IGF binding protein} IGF receptore] W8
o da) FAE S49 Al R FHE FAHT ol & dFE AL Xf Fol EHH SlE
IGF-10] z @A Zol mAE G EolE YT

R

IGF-1 rich fraction E-2j= 9 & 24417k olWlo] 253 22 2SS Hossner? Yemm®e] why
2 30kDa¥} 1kDa Ultrafiltration(UF) membraneE ©|-2-3}a] IGF-I rich fractiong ¥#)3}¢ich £
IGF1 rich fraciomflo] &gFo] & IGFIL Hossenlopp P 593} Battelli S¥o o
SDS-polyacrylamide gel electrophoresis(A) western blotting(B).2. 2 #2134 77, Fraction Woj] &£ o 9}
+ IGF-1¢] A &2 sandwich enzyme-linked immunosorbent assay(ELISA)E o|£-3le] 435t 4¥
of AFE3E QM EF = A427, SK-HEP-1, A498, Hela, WiDr, SNU 165 A28 2z} ¢4 Eof IGF-I
fraction 1, 0.1, 0.01 & 0.00Img/mle] =EE H8le IGF-[o] cell mediatedo] v]X & H3E MIT
assayE AHgetel ST

Bt e Jo

k-,

=R

HE

IGF-19] &a}gko] 7.6kDag] Ao} &<tated A 2§ We free IGF-1S 30kDa#t 1kDad] cartridge S
AL ultrafiltration©. 2 B8 &F ok IGF-I rich fraction®] ¥8H o] AU+ IGF-1E& SDS-PAGES} Western
blotting©. 2 &<¢18t A& Figld 2o ELISAZ %3 A3+ IGF- rich fraction 9] IGF-I &
%2 10ng/mg(protein concentration)2. 2 & A}

-314-



G E AZL Al e ME 243 A E apoptosis®] Bl s o] FoiX = o7 A
TN B T A% apopt031s7} A G = Ao gol AAske AL ¢ vjgr). Butler &
®o)] w78 ulol] o)5}H IGF, EGF, TGF & A& Ao o8] SA T da 2 A7 2-o] gojzrt
T &gk oo o8& ZAE T3, 288 IGF-I rich fractiono] GM X A& QS A5ty
th 1 A3 H QM ES A42T cell IGF-I rich fraction 1mg/md(IGF-I 10ng)¢] EE ) A& 33%, 0.1, 0.01
mg/mlo) M 23%, 20% 2L 0.001mg/mlo] Ay ¢k 13%8] A X A4 &S Fig 2A)d VR
Kodama 5] #QGAE AS49 cellE AFE-3lo] IGF-10o] MEe] A& FFL HIGHFET
10~100ng/mb 2] FZ ol Al A549 cell: 2o g =% &2 DNA TA %89} cancer celld] =
Ae Asfsin H3 FEAAME oF 45%9] Af&-E HLFA ols B JPJA Y 2L Ao
A H G EANME mitogen A Q] JFL AL P|XA] Fow MEFA Ao FRoEHd IF
€ Fe AL ¢ F Ak

7kt M EQ) SK-HEP-19] ) 8}ed IGF-I rich fractiono] MEA &) A& 482 A FE A3E Fig
2(B)st 2okt Imgmle] FEolME 2o thrlste o 2%, 0.1mg/mle] FEAE < 8%, 0.01mg/
m} 0.001mg/mbe] FENA ok 17%} 13%S] GME AF As)&E Btk SK-HEP-1 celle] 2=
IGF-19] F=7F & "Rt Wold o) AX A3 Aslade 53t ol#8d A2 Baserga
57 A7 B33 IGFBP-37} IGFbE Za31A AFA T L3t ATALE AN 55 3
T, ®= 23¥¥ IGFBP-39} IGF7} A 24 IGFY] mitogenic E3= A48T T3 IGE rich
fraction?] FE& 97 A3l =R IGFBP7F IGFY Z o] AojzH A IGFBP7} acutocrine
actionol] oJ3] AALYA o= FE/AE GAEE A ¢ lvke B3I YA s 24

A498 cell Imgmldd W 22%9] YHE AAA 245 HFow, 0.lngmle] FEIME o 9%
AR &3 0.0Img/ml 7} 0.001ng/mee] FENME ok 1% ol3te] Asi&RA 0.0Ingwl o)5te] B5
dME GAE A& a3 A 02U mitogen . ZAM 9] B4 £ YehtA] ggtthFig
2(C)).

a b ¢ d e f

Fig. 1. SDS-PAGE(A) and Western blotting(B) analysis of thefractions.

lane a- Marker(Sigma. USA) fane b- Standard IGF-1(R&D systems. USA)
lane ¢- IGF-1 rich fraction(M.W.1-30kDa) lane d- Standard IGF-1(R&D systems, USA)
lane e- IGF-1 rich fraction(M.W. 1-30kDa) lane f- Bovine Serum Albumin
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Fig. 2. Cytotoxicity of cancer cells by IGF- Irich fraction.
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