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- Insulin-like growth (IGF) system-- o2} 7}#] thekgt A2Addkat Al o) gl=
Ao A IGF systeme] wisjol Hala wslA QA 2ok apebq 2 <
o IGF systoms] W5-& Alsiaiol 424l IGF gystome] 4T o sl
18) 0] 27 317 QAAEN S Aasled AZAN mElS WS
12§ 1,3,7,14%) 20900] AT G2 ShehE S 3096 4AAG 885 A
I} IGF-Il =9 JAY IGF binding protein (IGFBP)-1, IGFBP-3 =%
Tl M i AT 27 A0 35.2~42.3%0 itk AW IGF-19] Fxi
] 3] PO% 3%3}711 ZAastd ot IGHI = %
1 2 Foz A5l IGFBP-3: A ARZeIA #2014 oA Fotshgeh A4
GRIS] g Bl 225h ulmele] kel g W, IGFIIS] et e sleh
<& elsky

Hoz A glont

oA 94 AT 2l

31 ) gste] sham A =2E Agkeh 49

=7 3)eink
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Arolg hehhA skoteh @AM IGFBP1S] Fmt
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ATAA 5 AR WA IGF

K

S
RiA e}
chokat AlgEEelx] A5 (coronary artery) & 2%
gk ol AZAAL A7) AZA AYPFE =
o] o3 7|7k Ft ol&Hel ex vk AN F
of AAA 7)ol Axe AT Z7)9k AAA
el Agte] oA fAREE =719 AME T & 4 9l
= FEe] &7Eed AN Al HAAEY (eft

descending coronary artery)<S 7 &sle] AZAME §
wshe el AR A EaA e gl
(Pfeffer 5 1979, Anversa 5 1985, Pfeffere} Braunwald
1990, Pfeffer = 1991, Liu 5 1997, Hearse¢} Sutherland

Y
s
St
1—‘ rlo

20099 = A (w&33t7)Er) e Aoz IxdFAd
} % 3% 9173 (No. 2009-0074581).

A (dE e o) e) 3 5-stad)
@chonbuk.ac.kr

B3
o

lo
L

*
do X g
g 3L
;@ﬂ‘

2000, Muders¢} Elsner 2000, Ahn %
= 2003).

34, Insulin like growth factor (IGF) system-2 IGF-13}
IGF-I1 27 9] ligands, & 2ZF-2] IGF receptorse} 6%
2] IGF-binding proteins(IGFBPs) .2 F-Al=]o] 9]t}
IGF-17} IGF-I1= Ql¢als} FxAoz) 7|12 oa
WA A S 2 polypeptide=A] F=2 7hat 32
oA FAEH, ATH 2E 23S B2 Az ATt
el heslar o] 52| 22 Az 9ly A4
FEA e 2l A w7)E] o], 67} 2] IGFBPsel| ]3] %
AE= Ao=w od#x ¢t} (Baxter 1994, Delafontaine
1995, Jones¢} Clemmons 1995, Colao 2008).

IGFS/IGFBPs system-2 53] 417, 7+ 9 29 A%
7% B el Iedh o] & AV|F ATHE, A Z
2 I3 2g|ZA|FA 2= IGF, IGF-II, IGF-I 8-,
IGF-Il =84 2 IGFBPsZ WA A A x22] 7|5 3
043}'”/}31 gt IGFBPsy= wj=F 6714] 5771 9lem o

2 IGFBP-3= 3] &A5l= Fo w24 o

2003, Nahrendorf
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B7 |GFse} 85kDaacid labile subunit (ALS)o] ZA3gtsl
150kDa 23tA| ez ZA)8lal YR Exleko] 22
IGFBP-1, IGFBP-2 & IGFBP-4¢} Z3}sle] 50kDa =-3+
A Yele o)l w3 Yo IGFse] FYE =43}
o], IGFBP-1-& AZA £ 7158 843} A7E 7%
< 7}A 3 ¢} (Elgin 5 1987, Baxter 1994, Jones2}
Clemmons 1995, Dean 5 1999, Matthews 5 1999).

W73 IGF system®] A2 AbgtellA F

2Adow Sl T BAE oz B
Az} AW IGF-l 2 IGF-Il 352 W3l7} g2 x)o]
vehfelehs maelq 3e 4 9le(Ren %5 1999,
Conti ¥ 2001, Yamaguchi 5 2008). IGF-1-2- A3 9 =
ol A AAF 2 A ZAMA] AlRF7|SI)Ae] dE zhe
3ted (Ren 5 1999, Kotlyar 5 2001), A A ajna] 2} 7+
AR A A Fu okEe AFH 2 gl (Fri-
berg 5 2000, Siminiak2} Kurpisz 2003). IGF-11+= insulin
receptore} IGFBP-52 7-¢-3te] IGF-1l mMRNAZ 4~5
W SLHAA AR B wahs vepd oz A2
AL A7 =237t odek (Kluge 5 1997, Vogt 5
1997, Kotlyar 5 2001). 2ol = IGF-1 -84 234
2 Aelsigle W A2 FAelA AN )7} gk
S os o B3 Aol sle] A A A4
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= SkaL &= AlAR AL Slot(Ren 5 1999).

o] A% 351_’°ﬂ A7l el IGF systeme] =]
He A7t ASHE o 2 s IRE AL7
Al Fodt Az 2Hgeta due Aotk 1
St A ARl A Aol E 282 A7 Q)
7] el A7 AN IGF systemel] w3k A]zE 72

o e BT A7 ool A7) %z ek Tel=
2 IGF system w27} A2 e Aale] glelA] o}
A BegspeAol Bja A77L Bag Aol o=k,
Geld 978 dadez 9T w9 AgEae 2

9=
Fole] YA A APEE whe FYshn A2
(e}

Animal Laboratory Co, Jeonju)ell~] 602 2] 471 3]
(Sprague-Dawley rats)& +33ted Abmel B2 A
A7l 2o AgsiA Al Agsisich

o LN

T3l AdEE2 dWHAAE (left decending
coronary artery)S ZAa&ate] AL E YK oZ F
ksl o} (Pfeffere}l Braunwald 1990, Pfeffer 5 1991,
Ahnz} Kim 2007). &.oFsld, v} 208-H ]| atropine
(0.05mg/kg)S T)RxHFASE 5 = Evpu) ek (70mg/ kg.
BW)& wjshol Fakstel vhashiet. v el 995
3|2 7)o AH-S st 91 FE35357] (rodent ventilator,
model 683, Havard)E d743le] 3352 §X|AHT &
A Za)w ALe) 5 A F3ted AAE xEFAI7| 3 ARt
< o] Aol A, A4, T e] Flo] 3
e w5 2 2A7] o FHAR QAT el
3 5}= @A A A}o] 71A] (paracona interventricular
branch) ¢]*]& Zto} curved needlez} 7~ 10 polypropy-
lenes o] g-3te] 9hn13] ARsedh AN ol
Q44 o] Wk e Qs AAY ARe] Hg
A gelekgy st svg 4 e 23
258 sto] QAT Aol A Fo(1,3,7,14% 30
91, n=13v}el/group) AHEEE A7 APl AHg
atgieh A2 Mol ik sham o) =7 (n=13v}e)) 2 /)
&2 St AAEE del AAE =3I Tt

22 F 309l HYAF

AN

MZEMel 27| 5

=

3. AR &F <t &

Yz 7z A (n=13=}2]/group)e] 2o 8%
chloral hydrate solution (4mL/100g BW)-& wljqlel] FA}
sted w}A% Bhe HelAel M e AFHshe] 3
< 25ty A 22U IGF-13} IGF-119] =2
) Aste] Az e AN e A A7
215 —70°Col] BA3}ed A& 283}
AL 2718 23] sk 24 F 1Y
ool = plenimetry (H 472 H) e A -gsaeh Al
< PBS¢} evansblueE 143l 93t v} 52 =2
A& AAE 2mm HH oz 7h2 AHdsle] 1% TTC
o 37°CelA 10%7t u-SAIZT PBSO] AlH & %
A o W2 s 3ddn] 7 (Leica, Germany) < AR
ey ARRIEIE oo fAA ﬁﬂO] mA gy AR
9] WA L] vlES ket s Tkl (Pleffer 5
1979, Pfeffer¢} Braunwald 1990, Ahn 5 2003). % %
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543E 3098 71A]= AR 10% neutral buffered for-
malinel] 1243t & sleldle)| =Zmlslal rotary microto-
me (Shandon, England)& A}-8-3ted 6um 77 2] dH-&
Az}t H-E M4 A A3} image analyzer system
(LeicaQ 500MC, Germany)2 ¢]8-3te] AAl vPgE
o} F=Ed tiu] AR ZHe|o] v|E FAketa H
& 71 perimetery (59 7-5H) & A4l 22 A
P ALY =275 SAsod (Pleffer 5 1979,
Pfeffere} Braunwald 1990, Ahn 5 2003).

4. 1GFs (IGF-1} 11)2| HtA}moi=X

1) Al=o| & Xz

A&% IGFsE w5+ IGFBPse} ZA3s ez &
A sle =2 IGFBPs2RE IGFsE H2]3}7| ]38}l acid-
ethanol extraction (Daughaday 2} Rotwein 1989)} formic
acid extraction (Berfield 5 1997)u} ol 2]sle] Hz]s}
o} IGF-19) #e8]= & 200uLe] acid-ethanol (2 M
HCL : ethanol=1:7) 800uL S #7}sled £33t o8 Al
2ol A 3087 WAsle] Rl A¥HE EeAA
o} 7 & 3,000rpm, 4°Col|A] 3087+ A Ba)sle] &
2 IGF-1& 33l= A= 500uLe] 0.85
base® 200l def $H AHgsleh HEe) A2
223k 2z AgPE 42N el Adad 025
gell 1% trifluoracetic acid (TFA) 2mLE Y31 7&n}sy
7] (Polytron) 2 waatar fAlEelste] AEde 3
)& acid-ethanol =% ¢ 2 IGFBPs=%E IGF-
23le] FET 245,

IGF-119] #a]= &3 50uLe] 0.5% Tween 20& &
3= 8.0M formic acid 100uL & go] &£3}sla1 350
uLe] opHlE-S AH7keksich 1 5 3,500x gell A 153%-7¢
4°Col|A] LAl R sle] A=<l 200uLel] 1.75M trisma
base 85.7uL& ol Aol ARkl ol =] AR
243} 7 AR A2AAN SR A2y 025
g% 1% TFA 2mLell Yo Auks)r] = vhafsiar U4
Ha]sle] Al=ollg 3t o}g formic acid-acetone F&
Wo 2 IGFBPsZXRE] IGF-I1Z2 2e)dle] ¥ =2 =3
ahgiet.

a1
<
E.
3
)

"

2) IGFsFHX| M=

Chloramin-T (Lee¢} Henricks 1990)8}4] & <F7t 3]
AA A Z3} Tk IGFs =4 2= 0.2M sodium phosphate
buffer (pH 7.4) 10uL e} recombinant human IGFs(Calbio-
chem, CA, USA) 1uge #7138t & [1] (Amersham Life

A2 AT} |GF system2| =& 69

Science, ILL, USA) 1 mCi= #~7}staz 0.04 mg/mL 2]
chloramin-T 10uLE& golA] A143] wHkst & IGFs ¥
AAE Felstdnh IGF- 3421 [PA]IGF-19] Hej=
cellulose CF-11 column (Bio-Rad, CA, USA)el| &35
7}&F o8 20.6 mg/mL barbital buffer 2. columng- A%
33tk 1 ¥ 12% bovine serum albumin (BSA) £-98 o
2 £3AA +3 437](20 drops) 2 Rrebr] gamma
counter (Packard, ILL, USA)2 cpm< =A 313 vAs
o] 3x10°cpmo] H &= 77t BFsle] —70°Cell Y%
Bstolet

3) IGF system HfAjoied =X

IGFs?] 3 ==3]-2 ['%]-IGFsel] polyclona anti-IGFs
= ARESE vlApH o =AY (radioimmunoassay, RIA)<
o] &3l o}. IGF-12] =3 RIA =92 0.5% BSA,
0.12 M NaCl, 0.1% sodium azideE- &-8-3F 0.04 M sodi-
um phosphate buffer (pH 7.4)S Atg-3t9oh. IGF-I =&
Az}l A= 1,0008] 31X A]7] polyclonal anti-IGF-I
(Santa Cruz Biotechnology, CA, USA) 50 uLE A7}s}
o] gl 17 HhgA7IT Zhzke] AlQ el []-
IGFs (20,000 cpm/100 uL)S A 7}s}e] 4°Cel|A] 1847k
Feh v AIFHS. 1 2 ¥4 (Sigma) 50 uL 9} 12%
polyethylene glycol #8,000 (PEG) 1mLE #7}3s}ed 3,000
rpmef| Al 30%7F AR A A AFE T vAEES
A7 Z2sse] ¥hasS gamma counter (Packard,
ILL, USA)2 =A sl &Y IGFBP-13} IGFBP-3
= IRMA kitsE F93le] Al8-3)5ic} (Diagnoatic Sys-
tems Laboratories, USA).

5. SAIXL

£ A dojal A8 meantSEMo = 243}
Qa1 EA A §2)A-S SAS packagee] Genera Linear
Model (GLM) Procedure (SAS Ver. 6.12, SAS Institute,
1998)2 ANOVA=Z EAAZ F $24-2 Duncan's
multiple range testol] 2]3te] ZA sl o] P<0.05 o]
3te] ol de BAEH zlel= A sk

2 =

1. 27 HEFAH S| Het

30g 3l SYAIA AT e BFA
= 3454990193 A AP it xfolE B



70 EYEEI, OHEE, HHHE AIFE} ZIolAl

(=R E = iy |

Table 1. Time course of body weight and heart weight after coronary artery or sham ligations

Days
Sham
1 3 7 14 30
Body weight (g) 345+9 298+6 316+9 325+8 337+8 373+7
Heart weight (g) 1.12+0.03 1.0+0.17 1.13+0.02 1.14+0.04 1.3+0.03* 1.4+0.05*

Values are means+ SEM. Significantly different from sham: *P<0.05.

Fig. 1. Representative light micrographs of sham-operated rats(a) and myocardia infarct rats at different time points from 1day (b), 3days(c),
7 days(d), 14 days(e) and 30days(f). All figures were of the same magnification ( x 25). H-E stain.

Fig. 2. Representative light micrographs of sham-operated rats(a) and myocardia infarct rats at different time points from 1day (b), 3days(c),
7 days(d), 14 days(e) and 30days(f). All figures were of the same magnification ( x 50). H-E stain.
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Fig. 3. Mean myocardial infarct (MI) size(%) in rats at various time
intervals postinfarction. Values are means+ SEM.

oA ggkeh A FAE Hara vlwstel A2
i F 1,39 7Yell= xpolE HolA] gghort 1494_
I 3096 W2l H|Fe] YA A =r}stact

QWP AF F 1ade] 2449 352+14%
7} Aol $451513 3,7, 143 309 Fol 77 302

+2.1%, 42.3+2.4%, 40.1+2.9% % 41.8+22%= A|7}t
Al we AT 2719 Aol BAEA ghaket
(Figs. 1~3).

3. "ELY IGF-| =Eo| 3}

AFoNA AZHEN 8 F 1,3,7,149 30¢ 3
Y IGF| =9 WEE #Es A2 sham =z
o| A 236+25ng/mLo|ich AZ73A fk F 19 (123
+21ng/mL), 32 (151+ 16 ng/mL), 7 (132412 ng/mL),
14 (109+11 ng/mL) @ 30e] 113+19ng/mL= =
ol vlsle] A AF FlM FA A A
(Fig. 4).

CEEHLY IGF-Il 59| B3}

4
QAN ARse] ATANE AT WA
vl IGF-Il =2) Wigg %25 243} 1,79 3083
22y 26+1.8ng/mL, 29+1.9 ng/mL, 27+ 1.6 ng/mL &
= sham =23} vlwstel 2 o) Frbshe AFE B
o Fglot A AYZAM FMel ARFA gk

A2 ZMTL |GF system2| =& 71
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Fig. 4. Serum IGF-| levels(ng/mL) at 30 day after sham ligation
and at 1, 3, 7, 14, and 30day after ligation of left anterior descend-
ing coronary artery. Values are means+ SEM. Significantly differ-
ent from sham: *P < 0.05.
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Fig. 5. Serum IGF-1I levels(ng/mL) at 30 day after sham ligation
and at 1, 3, 7, 14, and 30 day after ligation of left anterior descend-
ing coronary artery. Values are means+ SEM. Significantly differ-
ent from sham: *P < 0.05.

o} (Fig. 5).

5. d&U IGFBP-1 %2 Bis}

AW IGFBP-19] s =°] W= Fig. 59} %re] sham
22 A 40+35ng/mLez A=k AZAA
% z27)Ql 1933} 3Ux & Foz Z7lste] T
Z33 vlwstel §o4 Al 718kl 2 (P<0.05),
7l HAEHA FHAE] AlRbEle] 7,149 309
AN 22T o] Z HelA] kel (Fig. 6).
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Fig. 6. Serum IGFBP-1 levels(ng/mL) at 30 day after sham ligation
and at 1, 3, 7, 14, and 30 day after ligation of left anterior descend-
ing coronary artery. Values are means+ SEM. Significantly differ-
ent from sham: *P < 0.05.
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Fig. 7. Serum IGFBP-3 levels(ng/mL) at 30 day after sham ligation
and at 1, 3, 7, 14, and 30 day after ligation of left anterior descend-
ing coronary artery. Vaues are means+ SEM. Significantly differ-
ent from sham: *P < 0.05.

6. XL IGFBP-3 =2 H35}

HH oA IGFBP-3 5 =5 A3 A3} sham tjx
(1,600+215ng/mL), 1< (2,545+ 161 ng/mL), 3¥ (2,364
+245ng/mL), 7¥ (2,698+ 230 ng/mL), 14 (2,265+
195ng/mL) % 30Ye] 2,6565+287ng/mLo = 2= ]
om, ol vlEte] A AN FoA A F

7kt (Fig. 7).

7. MAZEER|Q| IGF-l SEo| B3

L

o
sham o) =23} 2744 APFE A4l IGH
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Days
Fig. 8. Heart IGF-I levels(ng/g) at 30 day after sham ligation and
a 1, 3, 7, 14, and 30 day after ligation of left anterior descending

coronary artery. Values are means+ SEM. Significantly different
from sham: *P<0.05.
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Fig. 9. Heart IGF-11 levels(ng/g) at 30 day after sham ligation and
a 1, 3, 7, 14, and 30 day after ligation of left anterior descending
coronary artery. Values are means+ SEM. Significantly different
from sham: *P < 0.05.

F=E WET A3} sham d 222 45+3.5ng/ge] <l
1, 3,7,14% 3092o)| ztzt 25+3.1ng/g, 29i1.6ng/g,
22+2.3ng/g, 30+2.8ng/g & 32+2.6 ng/ge = A7

A 27|19k F7] ZE AP LA dlzel vlste] M
A zFasksidet (Fig. 8).

8. A ZIZE|0| IGF-Il ZE°| Hst

Al Zzhﬂ IGF-Il *sx=% sham o 2<2ol|A] 13+3.2
ng/gel 1, 1< (16+0.9 ng/g), 34 (15+0.6 ng/g), 7
(17+£1.2ng/g), 14% (14+0.7 ng/g) o] 3112 30Y =] 16



+05ng/ge g 73 vmsle] &
A F-o)Ad o] FEHA] skt (Fig. 9).

SRR

o #
7 A2 2l FF wepd A2 f2
T, AR B AISAAS Z717F Beksie (Anversa
=

= 1985, Hearse2} Sutherland 2000, Muders¢} Elsner

2000, Nahrendorf 5 2003), A1 273 & 453 & A4
Ale] ZA o] 30%KH 2h A5 22 A7, 30

~40% S ZFEx 40% o]Akel A= = A=A
2R F2 70 27)9) A2HA 0] Al AL4H
31 20% o3}l Aol = FFH Al Wt} %zy]
o W37l vgl= AlZvdE el A g=

sto} (Pfeffer 5 1991). 2 AFoA = /\1_1731,\qu _Igl_
Al e AP o U3 B9 94A
ARsty dAs A7|E 2 3| YA A /\1‘776-,])&11]0 =7
5 7 =717} Bokall Ureht WEe] Ao

4% 4
7] A3 A2 21} w9
AR

JL:

°lﬂ
=

I
I

sy e ft E

(Pfefferg‘r Braunwald 1990, Pfeffer % 1991, Liu % 1997,
Nahrendorf 5 2003). 2 A3 r= 2dAlAle] v}
FAsk] ATAN F 1,39 7ol AR FA
Aol g Mol ehokw 143} 30Uel Z7bshgied,
oI Z7ke) Pl F2 AL v AT 7
= *Bﬂﬂ*ﬂ 2 Aol A 2 el olshw A2
149 R E] osFe ukz] ok QAAl zxlom
s}oq QA A 7ol BsA ol FelA T Qs
& 4 Ak
IGF-1& A RAA5e 237 Be 793 27e)A]

—_9~, Flr o
lo

o o ol

71%& =43 (Jonese} Clemmons 1995, Janssen 5
1998, Reeves 5 2000), Al 2ol A] IGF-1& Ao AMo =
Abopte A ZH 2] gpoptosisEHE] B 2H4-S gt
T A=A ik (Lee 5 1999, Ren 5 1999). o] 9} 7ol
A7 ANA IGF-I-2 vl 9 F 23 A4S gohy o4y
A UARE F2 ATAN I R AR 75
st A AR whe dA3 A2z
Aol Wiste] et AFHIE 3]sl ohebr] 2 A
ol A é‘.:?s‘*‘%—% fridstel dAg A7|E= g3 4
TEE B3 g 7EA]

A2 ZMTL |GF system2| =& 73

o= Aoz Qe

At A 54 Al 73 3tel vt P
IGF-19] =% o ZrAsitb= B 31 (Conti 5
2001 ¢} Zrlslicl= Rai(lee 5 1999)71 Sle] s
Zpol & Holx gl AFAE o83 £ Aol A
¥ 1998 04 A AUToIA 7Hs)ed
9wy A2AAe AR AT 2GR

]

ol
2

=

(S 1 of mx of =i rid

==

ol7tell webr FFM IGF-19) zha
Z33r *ubg%ﬁﬂi ks —7}011 o Aw
5 1998, Reeves

e

44

N

el

—_ 1:0
i 1S
s,

H

>

IGF-1& #33t 7&4 IGF- =7} =7 f2=H A5
7447} =3 (Dean 5 1999), Algte)| A
IGF19] F=t FANZAN F 27 A58 ek
=49 44832 4 9lv}(Jonese} Clemmons 1995, Conti &

2001, Bondanelli - 2006, Yamaguchi 5 2008). & &1
AN IGFIE A7 5 AR 712 B3 et
A ZHagE 4 4 UK oHd A= AA =
o] IGF-I& fAgH A3 F dojvis ARA
o] S Y F xRS TsA sFa o

HHsle] IGF-1& FAlele] 7 A3 S 3 g
ow, IGF-12 A G717k AA F7k517] e
A2} el oj2jd s2Ee FA6 24}

ATAAY QAR Geld AR S ¥

e Aoz AZAEL = JAY IGF-19] &AL A

Al
=4

A YA A °1Z}(b|ochem|cal marker)e} FA 3} 9
LA o F5 A 4 5 e b

< A F ‘il‘;}

%!
)

oioiflJ-‘)’rﬂé_}Ljﬁ.

IGF-1& A% 529 ME7ee 2Ast Wl
IGF-11%= Wi by 712h g3k Al B 9 A2

Aol Sleld 2o dFe wdea glon]
(Daughaday ¢} Rotwein 1989, Jones¢} Clemmons 1995,
Kluge 5 1997), A9 +533 A3 gle wiAal
actin, myosinz} 72 chuide] wlaS Gxsly dF
GR35t 94412 ¥3s) WA 24 Sl
IGFs= A =) A (cell remodeling) 3 X]-§-3A el 33k
o] ¢lt}(Delafontaine 1995, Heemskerk 5 1999). %] 2|
H71e] Aol 88 9 ABFA IGF-112] mRNAZ}
siedsle] A4 BEshe B} Qg Rasgle



1 g} (Kotlyar 5 2001). & A1&e
= 233 EL:—»H IGF-11%= W #7} 9l Al IGF-
Z Feo= 7‘/‘6}31 o el ASEA F

AL AT IGF-lo] Fedt 7l FU= o 3
chElch webs 1GR3} IGF-lo] A&
= Al syt wste] zgel] gle]
7H] 71%%E sk A 4 5 AR IGF-
A 27 AZE B3ske &) o
1997, Kotlyar 5 2001)= B39} 2}fo]E B
n2A % 2 QdFda= FAY IGFBP-1

|

Z7)ol|"t 2712 Hel Lee 5(1999)¢] ®

154 AR 733Fe veblFar gle] Als) Baie} 7

T2l Aol A i%cﬂ AZAA FET A IGF-II

ﬁ} IGFBP-lJJr«l IHAE ] Sl E 37t
Al A7) 2 %7193 AtE e},

IGFs:= 79 o33 IGF binding proteins (IGFBPs) 3}
sl ez =A)5)7) w o IGFBPs:= IGFse] b
152 QAAI7] A, 292 uks s 5 AR
e 243 oz 4EA gler, dA7tA 6
7Ne] IGFBPs7} Hais|e] 3tsl= @Yo IGFBP-3
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Abstract : Insulin-like growth factor system (IGF system) has been reported to be associated with the variety of
disorders of myocardia function. However, the effect of myocardia infarction (MI) on the IGF system has not
been fully described. Thus, the present study was to investigate in more detail the changes of IGF system in the
male rat following myocardia infarction (Ml).

Ligation of the left coronary artery was performed in male Sprague-Dawley male rats at 60 days of age. Control
rats were obtained sham-operated animals. M1 rats were sacrificed at 1, 3, 7, 14, and 30 day after ligation of |eft
anterior descending coronary artery. Control rats were sacrificed on 30 day after thoracotomy. Myocardial infarct
size was assessed by planimetry and perimetry. Serum and heart concentrations of IGF-I and -1l were determined
by radioimmunoassay. Serum levels of IGF-binding protein (IGFBP)-1 and IGFBP-3 were analyzed with a two-
siteimmunoradiometric assay.

Mean infarct size was 35.2~ 42.3% of the |eft ventricle after coronary occlusion in experimental groups. Serum
levels of IGF-1 were markedly reduced, but the levels of IGF-I1 were not altered in M1 rats compared with sham-
ligated controls. Serum IGFBP-I levelsin M1 rats were significantly increased at 1 and 3 day compared with sham
rats. The levels of serum IGFBP-3 were significantly higher in the ligated rats. IGF-I levels of the infarct/peri-
infarct area of the |eft ventricle were significantly decreased in rats with myocardial infarction, whereas the levels
of IGF-I1 remained unchanged.

These results demonstrate that the IGF system is atered in the myocardial infarction and suggest that the IGF
system plays an important role in the response of the heart to myocardial infarction.
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