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Abstract

Objective The experiment investigate the relationship of IGF-1 with neurologic impairment and clinical
prognosis in type 2 diabetes mellitus patients complicated with acute cerebral infarction.
Methods The patients from department of Neurology of the First Affiliated Hospital of Xin Jiang Shi he zi
University Medical College were divided into 32 cases T2DM patients complicated with ACI as observed
group, and 33 ACI patients without T2DM, 33 T2DM patients, and 30 healthy volunteers as control groups.
Levels of serum IGF-1 were measured by Enzyme Linked Immunosorbent Assay (ELISA),to compare the
difference of IGF-1 on the 3" and 14™ days among these four groups, and All the ACI patients were
assessed neurologic impairment degree by the National Institutes of Health Stroke Scale(NIHSS) score, and
evaluated the prognosis by Modified Rankin Scale(MRS) on the 90" day. By correlation analysis, to
research the relationship between IGF-1 and NIHSS and MRS score.
Results (1)The IGF-1 levels on the 3™ and 14" days were lowest in ACI+T2DM group((88.08+24.22),
(114.43+24.54)ug/L), followed by ACI group and T2DM group ((99.73£20.25), (125.89+20.35)ug/L;
(106.45+19.29), (127.14+19.11)ug/L), and healthy control group ((152.50+28.56), (152.56+26.40)ug/L) in
turns (p<0.01). The IGF-1 levels of both of ACI group and T2DM were lower than healthy control group
(p<0.05); There were no significant differences between ACI group and T2DM group (p>0.05). (2)The
NIHSS scores on the 3™ and 14" days were significantly higher in ACI+T2DM group (7.44+2.34,
4.34+1.86) than those in ACI group (5.48+1.87, 2.61+1.87) (p<0.05). (3)NIHSS scores on the 3 and 14"
days were significantly negatively correlated with IGF-1 levels in ACI+T2DM group (r=-0.934, p<0.01;
r=-0.821, p<0.01) and ACI group (r=-0.807, p<0.01; r=-0.653, p<0.01). The MRS scores were negatively
correlated with IGF-1 levels on the 3" and 14™ days in ACI+T2DM group (r=-0.309, p<0.05; r=-0.306,
p<0.05) and ACI group (r=-0.308, p<0.05; r=-0.369, p<0.05).

Conclusion The serum IGF-1 level in ACI patients complicated with T2DM can be used to evaluate the
severity of disease and predict the prognosis.

Key Words Acute cerebral infarction; type 2 diabetes mellitus; insulin-like growth factor-1
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ABBREVIATIONS
2 e FILAFR SR FR
IGF-1 insulin-like growth factor-1 JBR B B A AR -1
NIHSS National Institutes of Health Stroke Scale ¥ S PR R B A R R
MRS Modified Rankin Scale o4 K Rankin &=
ELISA Enzyme linked immunosorbent assay Vit EE 9192 TR ff
ACI acute cerebral infarction Ut ot P fi A
T2DM type 2 diabetes mellitus 2 RUFE PRI
BMI Body mass index NS R e
SBP Systolic blood pressure W4 =
DBP Diastolic blood pressure F ok A
TC total cholesterol Aot L[] e
LDL low density lipoprotein REENREE
HbAlc glycosylated hemoglobin bR IRA N
FPG Fasting plasma glucose o R B
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(Introduction)

1 #ERm R 2RI R R

I 2 P BAT R A R S e R AR AR R H T EUE LU N B R R 2
=, JPEAEHE NSRRI, Patt A LA S GRS 2011 SN AS B B AR T N
1%, H4ERVE N FEOETI S KR, RN AR N SO E EE A 4Bkt
FLATIEL 600 J7 I ASE TN, AEARB AR R SRR [ 55 SET- N EL 90%, Hafh
THEARR 2 ERVE FE I 2 o BB ST N B R 12%, IR AT Hh S5 N T3 5K 11
i At AE T NHOB K g B B 20% !, 2 AT A BRI, RIS ) 510 fi 45 v 2
FAET AW I e i H A ER R RN E K2, AR S AR AT
NEUw 2, (EWHFERE BT R RN, 4 B A e KB RAR O vy . A RE
B AT AR v R v, A A P B SE y 87%, N HE AN AT 10%, 534 3%
OEE SR IRIR RIS I st Lo ] DL IR AE AR B 4 S i AT e () AR bR 1 22—

INRESE, ™ M RGN L MR A A R e B 3 2 JR R el
srig MR e LT RE S B SRR IR I, ] FEBUEE R AVETIRERE R, RemfAriE
ZANFNTIRE, I KT S EUEE 57 5] SOCIiZ DR BRSSO AT L 4ERAE N R IR
SIS 1SR N AL ) I R AR TS AT AR K BED , HZp00R 16t B 1) D RER A )3 X %
BEAREE AW TR, 20 =0 2 — s HH AR o At o KA AFEBD, 4itha oK
JE R G4,

FEARZIRIN 2, 2 TR Jas e A 455 I 2 PP £ PR PR i L5098 1) — A B (g Ak ST
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TR MR AT S8 s o B AR S e AV 1 AR S NATT AR A B v, 2 R PR Ao
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HRTOT, 22 A [ SR IR D0 HEF ST 45 SR o, 2 OB PRIA (A0 B VA DR S B JE 1) 5%
TN F M 2 A 2o R 38, 2 OB PR SO0 R A LTS, 380 2 AUME PR 4k K
ISREZE IR o A0t — 2D sy, 0 H 2 Ok R o N A HE e 1% 2 A0 i 5 A 1)
HLEL R L

X NS R T KT 100 e PR A (R AR VA 5O I R S0 A 22 T e b o
AR EE AL, AR, R IR TRD AT o O PR I i B 25 11 66 PR 3R DAty 10 B 71 A i A
5 ML PR v P T il £ SO P R () A A5 5 ), AR R 2 P R
BIRE IR L 2 TR s I IR A6 A8 T P SR D0t R D ARl A B B 2R 5t
G R RN, AT BT I T 2 2 ol DR SR AT ELAE FH R 4 L, Sl P A e gt
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FRETE I 05 T S RAETIILE], R L TR SR 2R AU, B TE et
PR AL R S WSS, AHHIEARLRIIAR SR . IR, AEW RS Yx
A5 T AN TR R AN 5 DEEATTR S0, e (R 8 A= 55 0 R T 5 s 1 A
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Mo BN, HR TR TUR AN B S 34T 5T UG A T t BAT R X .

LRI RS, 2R ER D IR & = AR KA -1 S giaE xS i st
BB ThREW R HA BRI, Russol R K B, IGF-1 7R ML 54 X
M ARG RAR 2 R ORIVER], B b APty e MR, QARG e, fedtal
AL 3L, IR ZE TC AN ZE R AN M AR T Rl 2% A e el R A B A
e DA IHIE I I e A P O A N AR AL SR MR TGF-1 7K1, IS 5 50 ™ F R
LA (AN, o 85 IR0 3 K R TR RAT- 0T R . IGF-1 2 5#fig
Y, JEH S5 L g RGP 1A B R A, @ IR LR AT ST, H
JEEL AR 2 BB b I A R AL R BT AR )R T (KT 1)

2 BBEMHEKETF-1 ( IGF-1) BIFRIER

2.1 1GF-1 NEYF1ERARARIER

JE R AR KR T-1 (IGF-1) &8 K RIS, 1458 & H1Salmon! *457F 1957
EFFUAERKIER (GHD (IR B RO ILGHANBE B R E AR K, T2l Ak i
e () 4 5 sk 0 A AT AR R AR, TR R AR A R A 2 A i 44 A R R AL
[A-f (Sulfation factors) ; | 20 B4l 60 FEACFroesh5 18 i fifF 57 & IILFE & 25 i Py
AR FH UK T 20350 0 IR L PRI S 3508 4 I 05 400 RO 0, 0 AL AT s AN 40 52 1) 110 Jig B 2R A 0
P DR~ 5 SO ANBE PR 0 5 ARG PR 7 (NSILAs) , I H R IUX LS R 7 REHS T 1R
W OEZ Y, BJEAE 1972 4 Pierons: XA I3 43 B SR EH —Fhn LU 3EAn M 43 24 1)
R, FERRIL A B8 5 R s YE R o T8I DL ST I B h Ao g SR g, RIERAS 1 =
W) g B B RS I A AR E R AN, BEE 2 AR K €, 1978 4F A
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IGF-1 b 12 S QLRI , &2 i 70 DN IEIR AL R ) 588 2 Ik 7+
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JEFCEREARE o COUFSZIGF-1 X 2 FE A o 26 28 B 11 A BB ARAVE T, JCAE P ML 2 B8
IR AT, 800 5 AU HRIETR 1, IGF-1 ACVBEAEREHIBEE, X
4 S ORI FE 3 I A % 18K OB PR I 7 S s R G ORE R 184 K8, R A ok
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MRIER*E
(Materials&Methods)

1 WRMR

HEFE 2013 4F 10 H & 2014 4F 6 HBrsma i 1 K24 B 2= B s — i B B B ol 22 Y BT
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1.1 EIER:
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R RIS AEBX 3 (B TR
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EZRAEK -1 (IGF-1) WJE.
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&5 R

(Results)

1 4R a]—RE B R A R E LI FREEES

HXBEZE B PRI A« AR A2 < O R 95 2 S E s ARG AR VR . RS . R 4R 5L
SRR ZE TG X (p>0.05) , PULHIAIVCES R 4F, HA e, U4 IGF-1
WEE (3d. 14d) . WML A, FEMELEZE R G S E X, W& 1.

R 1 PUALI Bk

fbr A4 B 41 C 4 D4  AF P
(n=32) (n=33) (n=33) (n=30)

MWRIBI L) 1715 18/15 17/16 16/14 0.214 >0.05
R 63.07£10.32 63.24+9.48 61.55£11.03  60.47£10.67  0.639  >0.05
BMI 26.3942.48 25.41£3.69 25.03%3.16 24.52+2.18 1324 >0.05
SBP(mmHg) 147.31£17.34  151.11£1827 146961622 145341+1937  0.62 >0.05
DBP(mmHg) 87.73£12.5 89.92+9.81 86.34+£11.36  91.23+1221  0.89 >0.05
TG(mmol/L) 1.86+0.32 1.67+0.54 1.71£0.93 1.49+0.52 231 >0.05
LDL(mmol/L)2.65+0.78 2.63+0.91 2.53+0.77 2.50+0.83 0.17  >0.05
FPG(mmol/L)7.7942.18* 5.00+1.87" 7.294+2.21% 4.85+1.22" 18.83  <0.05
HbAlc(%)  7.50+1.62" 5.9041.42" 7.25+1.50° 5.64+1.217 29.72  <0.05
(IGF-1)/(u g/L)

3d 88.08+£24.22%  99.73+20.25*  106.45+19.29" 152.50+£28.56 8.671 <0.01
14d  114.43+24.54% 1258942035 127.14219.11% 152562640 9.226 <0.01

* A5 D 41 H# p<0.01,p<0.05; #5 A 21 Lb% p<0.05
(BMLAAESRH . SBP: ik DBP:AF5KE . TG: M H[EEE, LDLARE ENEH A FPG = MEIMEE . HbAle Kb 14185 )

PUZH R PR e PREFeE (BMD . Wik (SBP) . #F9KI (DBP) &5 —Mt gl
thie = g2 m X (p>0.05) , BHA k.

DUZH a) 3 JH [ B (TG AR E G 1 (LDL) 2545 F5 LR 2 2 48275 X (p>0.05) &
IR (FPG) « WFEAE+HHE R0 41 23 I I v 1 A AL 21 e E 3 ARG 4, 2= 3 4
TR (p<0.05) 5 WNBEZE-HBE PR 21 5 S aliofl FRs 20 2 18] EL I 22 S o g v 75 X
(p>0.05) &

LI AT (HbAlC) -
BH2EE X (p<0.05) ;
X (p>0.05) .

VUZH 5] 3d B} IGF-1 K- FUER s B A+ PR s ZHAIC T B AR A« B J s 20 S 1E S A A 4
ZEF A G L (p<0.01); fixi A PR 2 55 85 R s 20 2 1) 22 e G I s vt 27 i X (p>0.05) 5

HURREZEZL Kot PRI AR T IR AR 2, 225 A geih 2 R (p<0.05)

IS B+ R 412 I LU 5 TR SR AL I T 6 el 2 57
M-+ R L 5 0 S B L2 I LB S 2 R
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14d B} IGF-1 7K1 PE: IR ZE+K J s AR T il AU 2« W PR 21 S s AR 4, 2= 5%
B E (p<0.01) 3 WiFEZEZH S50 R 2 2 10 255 oW B4 1242 L (p>0.05) ;
HIWBEZEAE S Bl PRIF A IR T IE AR A, ZERagiha=m L (p<0.05) .

2 BXHE T+ 18 kR A K B tEFE 2H NIHSS. MRS 14 EbER

wali 2 TR R B A TE 6 B Y T L T RE BB R B, i RE ZE -+ R o 20
3d % 14d B NIHSS VP38 T iniistaEd], Z= A g2 m X (p<0.05) , W3k 2.

2% 2 JWKHZE 3 NIHSS 374> MRS $F4 L4

151 % NIHSS
14d
Hi A L+ PR s 21 32 7.44+2.34 434+1.86
i AT 2 33 5.48+1.87 2.61+1.87
t{H 2.391 2.027
p fH <0.05 <0.05

3d I5f NIHSS P50 MRKHAE-HREPRIE (7.44+£2.34) 40 5 TIKFEsE4] (5.484+1.87) ,
EZrAgot X (p<0.05) .
14d I} NIHSS $F55: itEsE+6E R (4.34+1.86) A0 B TIkifssEsH (2.61+1.87) ,
EZrfAgot X (p<0.05) .

3 LEERREIERIE D AR

IGF-1 /K5 4 ikl B 2r g S3ga Ao (r=-0.367,r=-0.312, r=-0.401,
r=-0.168; r=-0.412, r=-0.327, r=-0.441, r=-0.203; p <0.05) ; Jxi##sE4 3. 14 d NIHSS
PE2 M2 90 d MRS ¥F4r 55 3, 14 d I IGE-1 HAHSEME, Skl . B2 & A L B
Mt W 3.
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X3 NITEEE 3d. 14d I IGE-1 /K S0P g 2 vE o AE e itk

1) NIHSS MRS
3d 14d 3d 14d
T B L8 PR S
4
r {E -0.934 -0.821 -0.309 -0.306
p i <0.01 <0.01 <0.05 <0.05
I At 2H
r {E -0.807 -0.653 -0.308 -0.369
p i <0.01 <0.01 <0.05 <0.05

NIHSS $F5 5 ikl AE-HRE PR i 4 f 5 3d. 14d I IGF-1 W2 B AT 8 35 A ek (r=-0.934,
r=-0.821; p<0.01) .

NIHSS PF5> 5 gl sE 4 H 3d. 14d I IGF-1 WK JE A BEMErE  (r=-0.807,
r=-0.653; p<0.01) .

MRS P43 55 i ZE-+- FR o 2H 5 3d. 14d I IGF-1 W B AT B AHEME (r=-0.309,
r=-0.306; p<0.05) .

MRS P55 Bl s sE4H 2 3d. 14d I IGF-1 W B WML (r=-0.308,
r=-0.369; p<0.05) .
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it

(Discussion)

IREZE N2 2 BB I3 ) i 08 2 4 o [ R L2 ) B o7 D U )y R ER s ) o B PR
A OB 1 P T I K ) AL AR RS 7E 2009 4F, SRl fE T E A
TRE LB PR B0 2 OB DR T 399110 SO 8 03 500 0 9.7% 11 15.5%., B 4353 ot 3 o [ e
BEM 9240 J7 AN 1.482 42P¥. JmAESRBEA 2 A Bkit, AATTARSE & TR R ekas, il
WEIRITE T R AR AR TS T 2, SR HBAREEE T IR 2 R8s ) R 4 . H ATt
Gt b 2 ROE PR ) 0w N CAEIT 240 12, IF H A RACR BB A 0 1 1 i, It
2 TR B ) S NBHEAR SR LA R 221

i A o — e R RGN, ARV ] PR AT BRI K R R
i A o (RO IR S A, A PR Bt A DR 3255 2 U B R 3 SR IR IR 5 R . TR 22 11 T Bl
S IIOA0N, e PR A A A 1) TSR 2, T RO I A R, R x e
AP A B S 0 A X ) M T2 328 D S L o 3 DO A 6 0 i WLl B
PR A 1oy IR . A WETCIR AR e S A B ) 2 S A el
AELERE PRIE 8 I R S PR R R ZE (¥ B30 BERR rh R AR Y, hRat e, Xl oE
R BURRAY 2 /NI S BEAT SR P VEYE: B ZE 0 B AT B PR 1R K RS ALTE 4 /N IS
VR B AN AT B PR KRR 22 R s (RN, AR S 45 B D e e B4, e
PRG3RI R AL 63 1 B2 R S I T, SR B R (o I B e At
JRIS: PR Yl 25 1 0 o B 2 A1b 8 B o ads o B Ji R A0 J 0 42 T 6 1R 403 T B REAATIL IS 00
EUP A i 14D A A7 5 389 7 R T S8 KT L I T S PR 05 2 i A B () e
fa 2, AR AR L, R s B 2 DT I AL IR ZE R K, HL
20% IR FRIps SR E L T INRESE, XSt S P KL AR S T B SR R 22—, K
395 [0 PR A L5 e i 5 14 08 RS, 1 LG W PR TR R AR 1 4, IR BT 1) K
RSN 3% FEAL SR AT, BEPR R, IR IRAESE i A — 2 4
AR, 2 BRI T AR PR ISR« vad7 . A e 52 O Il R = 2% 1) S — T
TR P o

1 IGF-1 5 2 BItERT®
1.1 IGF-1 BY3RIR K& EYZ4514E

IGF-1 JE K P it AE 12 S 4e Ak b, 21 70 AR SR E 2 Ik, A &
A 50% P FIRR, LB PRI R A AR R SR AR ), T B 5 1) 32 AT 1 4
P & 2% () B A A T IR (R 2R O . R SRR -1 SR S AT
B AR FIEE . BTSRRI BAPE AL B T IGF-1. IGF-2 KBl 35U A8 60 AL4FHI
s H A —ASFTAR 3 AT R o T2 7 T LIOK JsUaa A L AED i gl i e it — P i 245

11
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7 DUENT MBS TR SR, AN A2 SR QU R 22, i A2 8 1 5 10 5 A 41 g g
SR 2o R KRB FHESH YR B, XA R B Rt 2 AR IR BE O B, JT R ml LA
i 07 240 B R A A e DA SN A 1) A DA AR st . I Ry 25 IGF-1. 2k
KR 2 hREA IR, LA IR SR a2 S IR AL, JF HOA ARy
R LME SRR SR MEARBE 2. IGF-1 « IGF-2 K E TRk 7,
AV RAT WA I R, (R AT TR A = . IGF-1 B R 25
RIS 5 e ARG & I G st 220, R IAEA R 2 IR S 2 45 & B R m
(RS R [RIRE, B 28R A R -1 U AR TR P PR R -1 45
AR P IR SR A AL, RINCR SR 3,4,15,160 IXLE45 K E 22 5 S AR
B NIGF-1 (R S FOnd B 2 3% AL AR FH T2 115/ PB4 T AR, iy ) B2
s A AR o

1.2 IGF-1 Xim#EiAT R

IGF-1 582 HA RV, U ORE T —2ey sl i A 2R Th R, nrimBhie i =
P AR BE 1 AT AR IG R WM, 2 ROBHIRIp B AR IR T 80 meg/kg
(MIGF-1, HESE/NJE, w2 5 R EURTERSR 3.4 5. FRER, BARBIUEY, SR
Y5F 160 meg/kghh B ZFEERKINF-1, 7 K25 nl Rl H I K o0 i i 22 ot e 5 ok
00212 ARG BERL T 10-80 meg/kg i 2AEA KK -1, 12 R Ja nl 53 AT
W S AR B, o TR A M 20 2 1 M 1404 1 il ) el DY I sb gk iR,
IGF-1 AT 2 BORE PR3 (1 i 22 MUt BRI /T, DTS 28 53tz 2 R0 P s i
HIIRARAEIR VE T o CUIESEIGF-1 X447 44 P 16 26 B (1 P ke BB AE R, A e ]
AFAR AR KT, F 18I0 5 R U . I RIE R 1, IGF-1 /K4 B 4 % 1 1
KB BEAT, RN 25 5 35000 PR s S5 3 BEAERA 8, W PR Ip Pl I 3 2 S A 48
G I RAE ) KBS 16K o

2 IGF-1 5x#@EIEHyK FZ
1.1 IGF-1 BB FEREIR B /5 B 820

LUk 2 TR W ER TR B AT (0 5/ A, TGF-18 52—+ F
MR /g N 5 IR, IGF- 1S Il i 2 Mgl flrpe /e,
EL R U= S PSR S0 NI (1 v 2 DD TN ) 101117 =0 I S R 2Tl N e S ) 2
Bl Bl PR E S YRR S, SR A A R, NP IGE- KT T iRt e, £E3d
Sk e, EE (RAPORIME S 2B I 2 40 I e . Kooijam S5 /% i
MOZE MG, MUAIGE-13 E i m, IR sh&2M, IHIESEIGE-1K -5
VR A AR GNE . Endres™idad 24 9246 2 W it M FEETE 5, ILTSIGF-1KF
R IR ENAS R BRI, T RE K Bl B4 ik 2 SR TGF- 1 w5 K850 ,
IGF-1[ AL A A AR R I A K

12
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IGF-15 i 4 v (70t m) BE A AH DG, A7 SCHERHRGE Fi8 HB o 26 rh B IfLIGF-17K
SR A R T S AP I e RS T ABETR, TGF-1/KCP 36K FR) S5 38 J 1 6 T A B K
RO M, WA R R IGE-1 AT R ABEIE T RS, L R KCF IIIGE-14 %
UG B B A B B o £ — TS S I R AE 5 3 (9 R P, SIGF-17K 7 BRIGF-1
/ IGFBP-3 LA 3 15 5 4 v 3 F B B A R DO RE TS AH DG, 70 2841 Lol of A4 R A4S v
73 KK BIGF- UFITGFBP-3 R 34 =1 25 P (1490 i 1787 AR JXUBS: o 3 Ak, AR S5
NPT RIEGT R, AR R IGE-1 Al B AR VR, a0 M i 2 (1 o £H 252
005, MIGE-1X P2 RS E F 32 SRR & nl DLt i 46 v S i o A7, Rl
R IIL 5 P00 A i A % i 26 v i ) e 28 A R4 41 B PR 14 1 o ¥ 97 HHIGF-1803% 18 FHIGF 45 &
T (IGFBP) FCARRIFNEIF, (FIGF-1 N EATTHI45 A 8 1 L ik, AT 38 b ik i 25
FEAAC R -1 A iE e, 7R vhm] SR8 H s B AR TR A

1.1 IGF-1 X3485 /E RV HI AR

X FIGE-1E FINLHBIIwESY, Bidi)a, IGF-1 &% 285 R pA b je —Rh i
PN o FEZE Y0 SR B RL 0, Py SRS i it 12/ K 24 /NRE I, A P A R AR
HEARAN B AT R & BIIGF-1RH PRGN . DURZ )5, XS 2 e IGF-19 2k, BUmAR 2 (1)
2 AL TR IR T AN M LA K — 8N A o S0 AR B AR AR AT AUE W Z AR ML A 2B 1R A /D>
B o 0 STRARR A 5 72/ NI TGF-1 mRNAZKSEZER G 307 2 &3 7,
XAz, B R, IGE-1AR MU vl O ahE sk, X 240 ke
- R E

IGFE- 145 N UG A Pt BB AR T, AR B A I 1R T 08, 2 i Ay e i 453 4
)3 P S N, %3 R 38 5 S 4205 S I HTF- LRTVEGF (1B, M (i if 5 A 3z 4
FRPAE K, B AR P BB AE A I AR D, (BT 0 08 T B IR 5%, T (e ka2 o0
MIFEAE, SGERIAE A (A 2R B UREIR, A 2R I A5 P () A 0 AT L T J B 40 it A ] 3
PIZE FR R T UIIGF-1. VEGEMIPDGF-BEK 15 T 1M AR A, 1K S ik >k XA A (1) 75
RSB ST . IGF- U I AR B AR JEAE F & BT R iy, RV HAE B 41
GUR S M A RIE T A PR E205E LART, wif sl ™), e A KN T2
AEAE T I N R A0, 5 HLIGF-1 ] 388 T ifi 57 Py B2 4080 (R B8 R A0 e D ot v i 425 7
JEE TR B o

e, TR B IR Z B AT TT b i, R A b s R AU R LRI S 2%, f2 2R
FHEAEHMER, 1IGF- 102 rp—FpE B M N 7. — LA T A RiE fe
FEFRHRIGE- 1K Sl P 26 2 A OC, AR = 18 BB S il s A AR
LR S R ] S EUMLIGE- 1K R, BRI X R AR 2 5, AR/K L3
IGF-14)5 5 o 26 v KU 0 386 i B A A SRR, AR ARSI AIF B, B 2R A K A1 1 A el
AR T ZEAEIGE- 1 N P A] i A AE B (s A R R, I F e 2 1
KHATG o IGF-10] i 1EAR R T r XA P PE R AL N, JF FLIGF-1 IS 2R . i
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M AR E A S A JH 1, IGE- 1 ] ORA / 5 Jie It 4 Mt £, 52 4 it 75 78 1) 5
Wi, MR B ORI, BRIEZ AL, Ead RES (e B0 BT A L8 (111 1S Ao 28 5 ik P 75
e, SRR U, T HOR WA 223 SRR DAOR IS i3 0 i I 4L 2R 1)
i A5,

31IGF-1 5 2 BRI FH A fiE 5t B & IR

{HBRSMGE-1 B AHE 15 St OrarE R B i 2 B98I I K S E i ZEIGE- 1
A E AR T RE . KT PR A IR Do FEFE, Bl PR S TR IR 6 A 2B A
6 et AR SRS R 2-4 U0, o OB PRI S O A M RAE,  FLIAEAE R A ), B DR
9% et T A2 S 0 b A B0 1 i K U (1 s A e DR 22100, TR 2 RO DR - e s v P M A
BEMTG 2, 85k BOERE . Kk, ARSCKE S 2 BO5 R I Rk Sk s
IR MIHFIGF-1 W M 122 J 3 A 22 T RE B M KT 105 md . ARBFIT 45 R 8
TR, 2 BUHE DR T R A IR AT 3d. 14 IGE-1 ZACES W AR T-HAh =41, =54
Giit e E s WA TR R TE 0 I ZEHRE PR AR TR Zb A, 22 e gt 2 3
ki K ZERE PRI 2 S I ZE2H 3d. 14d I NTHS ST & 90d I MRSTEZr 45 5 55 3d. 14dIHf
IGF-1 REHA AN, X E5De Smedt P RfF 5T 45 BRANST, S il o 2 o £ 3 135
IGF-1 KT 5 Ih e 2 2 1047 W B IAR DG . ARSZEG 45 KW, IGF-1 /KFX) 2 BUp IR
995 e oA G0 S 3 15 e L S I PR U mT R 21— I T T s T2DMIF e e P i il
AL A PE B ZEIET2DM B A D e A0 B . TS B 2%

g FPTR, IGF-1 1B —Mp R4 R, S vRAl 2 08 PR% e Sk Il A8 £8 %
(TG IR T — 2 IS M E. B oA s SEI0AIESE IGF-1 X I sE A £ fh
YER, {EHAE T2DM JF K Sk B i 2993 BEE R vh A FAL S A i R S F AN B9 AN 58 4= e
ffr, LAWY SEITT, IGF-1 7K P A BERCH T2DM FH A UM I 4t i 3 14 T Js o
e Febn, e T ISRV TT R T B

KR FA N s ATV ML IGF-1 KPS 0 2 OB R s St i i A8 S 1395
155 M KT (K52, H v A e W IGF-1 MR FEBRAR L 2 BB R0 I S i 4 £
oI A T e IR SR A 2 2 TR A E AL . IGF-1 n] e —ANDhRetEgme 2, 1M
AN B A hrc S TNAE o 250 R AR R RE v Re K 2 FPHLIAH B/ F () 45
R LRI, TP b IR L . AR SRR AL B, A
ARBIHER >, A0 (PR FE PE SR PR 2 B — e g, 752t —D 15838 A IRAE, 1
IFEA S, BT KFEA. Z sz, M AE s g B D w55 =, R REISE
U FHAEAL B AR 255 VAL, it — D5 IS B SR 20 4 v . 38—,
AHF T AN R R ML IGF-1, i AR S s, AN RESE A R N AE HAX
RE (CNS) A FA AR, F5 15T MRS 1 I3 5 0 S 5 sl i 8- 2 8] IGF-1
Ko Y, ARSEEG IGF-1 R0l T Besh (i, A Fpidt— D4 iy S5 7 v SR - By, BA
R R AR . S, AWFTUE NIRRT, FaHTHE— DA, %
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25 R00] T TR _EVPAl TGF-1 70 IR A8 Sk 393 1o i R I A T [ A e 1

15



2 BURFRIRF A 2B B A MIE IGF-1 /K E5METRE R R IR AT /EHH XM R

ELE it

(Conclusion)

(1) IGF-1 /K55 2 Rk b A s A0 6 3 9 A e B HAT — 5 RO 5

(2)  IGF-1 1EA— B/ a1, PP 2 RO RO I e SR I REAE 2 1 7t
Ja AR T S A

(3) 2 RUBH PRI I A SR IR AL 8 SR N SE A P 8 4 T RE R A5
WHL 3 HJR TR R

(4) 78 2 BURE B T R SRR REZE S AT PIR Hh ik — 28 I Jig IGF-1 [T, K]
HE A i R A B AL ST R P KU P A A R T IR A
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