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[T BM R BAERANEDIUESE S 0 )1 508 R 200 i Ui 40 1367 5 19e i Z e A K [ T--1 (insulin-like growth factor-1,
IGF-1) ZKFXF O3 TS, F8E  BeHX 2021 4F 5 A & 2024 4F 5 A FRER T — A REBIGATY 120 BIAF 20U A
O IR SR NSRS G, TR B B2 4 B ik Bl kA AiRYT (percutaneous coronary intervention, PCI), ARJF T U012 Hh457>
WIAIF . RYEIEIT 4 S IGE-1 P AUk (118.6 ng-mL™") - HIKTFH (n=65) MEKTH (n=55), W2 HilH
B — gkl M Logistic [MIJAR R | AR 1 ERIA 4 WA PSR ZRIE, IR ZIKIH 7 (variance inflation factor,
VIF) Gt bk mILg AR i, Jrir B4R 2 O NIEFEA 0 1 30 38 IGF-1 /K- 5.0 % 0 & AR KU AT ARG s SO AR E 42
LR AR A A TR B 2R (percentage change in left ventricular end-diastolic volume index, ALVEDVI) ¥ 4> A0 %= HIBY]
(ALVEDVI >20%, n=67) MEAELEEIBA (ALVEDVI<20%, n=>53), &2 4BE Mok, Wb imEm, oir—Eba
(nitric oxide, NO). WZRI—F /LA G (endothelial nitric oxide synthase, eNOS). A4/ %-6 (interleukin-6, IL-6). 7 IGF-1 5
EOEEMZE PG, E5R AR IGF-1 KV EHE W FEN AR 25l $Ebifzr M (glycated hemoglobin, HbAlc) .
C W FE ] (C-reactive protein, CRP), NO, eNOS. IL-6, 0% FiimFE%0 (left ventricular mass index, LVMI) . &7k % 6] fR R
(interventricular septal thickness, IVST) K&FIKIAZAEZJGEERSE (left ventricular posterior wall thickness, LVPWT) /KF-25 33 HAA G811
FH L (P<0.05); £ Logistic M5 ZRIEMVELR . VIF Gl dr HIBRILME AR B 5, IGF-1 5 BUE O %8 1 08 R AR XU AT A7 AR Il N7 AR 5G
o AN AR HTEE R N, NO. eNOS. IL-6 #J7E IGF-1 5720 %F I Z M R FET /A3 (P<0.001). &5 ZHFELEDL
WUEFES 0 1350 . &2 PCL ARG BE G RS MMAVPIIEYT 4 JHJG, ML IGF-1 7K V- 5.0 %8 5 4 & A KU S AT FAH G, IGF-1
AR, B R A CETIBHNE K. AI7E IGF-1 WV AL Wb S TG 24RO il B O S TIB R AR AR, i
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The Predictive Value of Insulin-Like Growth Factor-1 Levels After
Sacubitril/Valsartan Treatment for Elderly Patients With Acute
Myocardial Infarction and Heart Failure on Ventricular Remodeling

LI Xiongchuan

(Department of Geriatrics, Longnan First People’s Hospital, Longnan 746000, China)

[Abstract] Objective To explore the predictive value of insulin-like growth factor-1 (IGF-1) level for ventricular remodeling in
elderly patients with acute myocardial infarction complicated by heart failure after sacubitril/valsartan treatment. Methods A total of
120 elderly patients with acute myocardial infarction complicated by heart failure admitted to Longnan First People's Hospital from May
2021 to May 2024 were enrolled as subjects. All patients received percutaneous coronary intervention (PCI) followed by sacubitril/
valsartan treatment after procedure. According to the median level of IGF-1 (118.6 ng-mL ") after 4 weeks of treatment, the patients
were divided into low-level group (n = 65) and high-level group (n = 55), and the general data of the two groups were compared.
Logistic regression models were constructed, with covariates gradually included for stratified adjustment from model 1 to model 4. The
variance inflation factor (VIF) was used to detect and eliminate collinear variables, so as to analyze the independent correlation between
IGF-1 level and the risk of ventricular remodeling in elderly patients with acute myocardial infarction complicated by heart failure. In
addition, the patients were divided into left ventricular remodeling group (ALVEDVI > 20%, n = 67) and left ventricular non-remodeling
group (ALVEDVI < 20%, n = 53) according to the percentage change in left ventricular end-diastolic volume index (ALVEDVI). The
general data of the two groups were compared, and a mediation model was established to analyze the mediating roles of nitric oxide
(NO), endothelial nitric oxide synthase (eNOS), interleukin-6 (IL-6) between IGF-1 and left ventricular remodeling. Results There
were statistically significant differences in PCI procedure time, fasting blood glucose, glycated hemoglobin (HbAlc), C-reactive protein
(CRP), NO, eNOS, IL-6, left ventricular mass index (LVMI), end-diastolic interventricular septal thickness (IVST) and end-diastolic left
ventricular posterior wall thickness (LVPWT) among patients with different IGF-1 levels (P < 0.05). After stepwise adjustment of
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covariates by Logistic regression and elimination of collinear variables by VIF screening, IGF-1 still showed an independent correlation

with the risk of ventricular remodeling. The mediation model analysis showed that NO, eNOS and IL-6 all exerted partial mediating

effects between IGF-1 and left ventricular remodeling (P < 0.001). Conclusion

In elderly patients with acute myocardial infarction

complicated by heart failure after PCI, serum IGF-1 level is independently and negatively correlated with the risk of ventricular

remodeling after 4 weeks of sacubitril/valsartan treatment. The lower the IGF-1 level, the higher the risk of ventricular remodeling. Post-

treatment IGF-1 can be used as a potential biomarker to assess the risk of ventricular remodeling in elderly patients with heart failure,

providing new insights for elucidating the mechanism of ventricular remodeling and the prevention and treatment of heart failure.
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I8 YR AR I T A S A SO LA ) S H TR,
XAy 2 T RO L2 AL LA T, 20
O ESE S ODRE, InEREY . 2k JUE
WU RO S R RN, MRS O E A
SR P FR A I ) TS 1) S AR AT v 1 iy
b ER (e SR K=Y S SR LN N KB
REA RS OIRE . R IRXE, ©H T 2k
O U FE A 0 T3 3208 SR IR YT R AR
£ HF-1 (insulin-like growth factor-1, IGF-1) j&—
P EA ZEIRE AR T, 7RO MER A 351 5 0 2
AR A A A B Re SR i LA
K, G AR A RGERIRE T« RO IR IS B far
SRS KA AL H] W g O TiRe,
e EREIP R R E—EERY, ST, XTFY
JEE B i A VD G Y S5 IGF-1 7K X0 2 598 /4 1
Wrfl, HErwEZ BEEuEE . ik, AR E
OIS G IO 1= . 29248 BOER B ik
4~ AJGJT7  (percutaneous coronary intervention, PCI)
ANJ5 B AU FEE Vb G Y7 IS 1GF-1 ZKFEXT0
= IR PR, Ay PR AR 0% F 0 2 i
KA BT8R, 3 ahE AT IGF-1 5BE L=
EICR, ABFIRARM IGF-1 .0 NS
L EEIRHRVERLS

1 M&REFE
1.1 HRITE

EHL 2021 4F 5 H % 2024 4£ 5 A TR B 18—
ANREBBEAR 120 F1248 2 V.0 IUESES 000
W E TG, A B EYEZ PCL, RE
TR S HGRTY . RYNAYT 4 S IGF-1 1
FREUKFE (118.6 ng-mL "), BN A BE - MKK
L (n=65) FEACEA (n=55), JitRHEA L
A IR A IR S8 M2 (percentage change in
left ventricular end-diastolic volume index, ALVEDVI)

BB I E TP (ALVEDVI >20%, n=67)
MIA BT (ALVEDVI < 20%, n=53), H
8 63 . 2 57 4], AEIE 60 ~ 85 %, AR
(68.23 £4.28) %, AW C KRG EFEICHZE D2
fitiE (45 20200840), BEMFELME, %
BHERZES. MARRRE: OfFS GE ST Biam
R 2 Bk g B AE 2 W RAI TR RS ) Sl Sk L
BFELWibnifE, RIAFS ChELG T =2 B RnE
yraam 2018) Uil Iy I A SRR, @O E
S5 < 40%, Killip DINREATRIL ~ IV, 4T
A 00 g s R (UMM PRI | 3% shifis 1 B
PIRHE RS ), RS A A R0 T 3l ;. AR
% > 60 % ; @250 PCL, HERRARAE: DRE
A e RO e S B 4232 o D IR R (£
FEEAR T RECIERFIAAR . RS | 5
RBNWKFZBERERIARSE ) ; QONFEIIREA 4 ; GFFLENL
Bk % I Bl D ) R (angiotensin-converting
enzyme inhibitor, ACEI) /Il 45 ' 7K 2 52 K5 bl
(angiotensin receptor blocker, ARB) Z44¥2kiE# ;
@FE 2 WU BEIR PR S8 .0 ) 208

1.2 FHHE

FLFRAERS . PRSI . IR E 5% (body mass index,
BMI) . Killip OHIRESM . A4 AR
1.3 BT A *

BE ST U Sy e (A st e 2
HFRAF, [ 25 0ET HI20170363, KL : 100 mg
(Y PEE i 49 mg/4R Vb0 51 mg) 1AYT. W2
IR RIR S0 mg, K 2 ¥k, FHZHI ] W &
M HR 2 F25Y a2 A& oel g, # 8
B2 RAF, WG mfy, DIRiE, ERER
200 mg, AR 2K,

1.4 ISR

IME IGF-1: TIARYTHTLARIT 4 R TE RS BIR
B, mhBUREFKIN 4 mL, B TICPE Eas %
M4, ZIREE 30 min J5, L3000 r-min', B0
A% 8 om B0 10 min, 43 B LJZIMTE, —80°CHRAT
TR o SR PRI S e e S , JRYT 4 J8)S IGF-1
ik 118.6 ng-mL ™", AIGF-131%.: AIGF-1=14
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J7 4 JAJ5 IGF-1 7KF —I6J7 R IGF-1 /K-

I A= A6 45 bR . 1l 35 WUAF (serum creatinine,
Ser). C Wi (C-reactive protein, CRP). [H%E
[ (albumin, Alb) . =5 M8 MBF . W Ak il 20 &
(glycated hemoglobin, HbAlc). & FIRITHIMIA
7 4 REHRAEBEIRET, fhilunt: 4 mL, L
3000 r-min ', B4R 8 em .0 10 min, B
MiF, K4 A sh A AU

I N D RgdE br . F AL A (nitric oxide,
NO). WHE A% LA G (endothelial nitric oxide
synthase, eNOS) . 40 i 4~ & -6 (interleukin-6,
IL-6) . TIRITHISARIT 4 JAIG i /=2 IE MG bk i
4mL, LL3000r-min', Z.024% 8 cm .0 10 min,
SR FHEGR G 52 W R A6 DN

Ao E LS S E IR . A 00 F AR AL
(left ventricular mass index, LVMI) . &7k = [6]fE
J&J#  (interventricular septal thickness, IVST) FI&F
g 1] /2 = 5 BEJE EE (left ventricular posterior wall
thickness, LVPWT). By & TIRIF I KIRTT 4 4
Jakl, BEBAEMEML . PR, A2
0 B0 U A P R R 0 22 05 e P 0 Bl [
10, B S A A, AR IRORI (T O
SEHIEE]) P VST, LVPWT, JELEME 3 S0
RO (E, R 56 [ P 0 3 [ A i i
RS R, BAERREFRIESRT T LVMIL,

15 GitEA*
FIH SPSS 23.0 GEH 4k BEAT B e it 70 #r

THE ORI + hrifE 2 (+s) MIBAFOR, 4
[ LR ¢ A s THECRORHEE I (%) myIE K
FOR, YR HECRH ) KKk Fisher K #0565, 4
# Logistic [AIEMERIZ A9 A PME T 0 2R,
KH 2 KN F  (variance inflation factor, VIF)
H 2 Em LA, HIBR VIF > 10 AydEZe p: A8
H, TR IGF-1 K- 5.0 = H ¥ & AR KU
SEAR SN A g TP A RGN AR A3 AT A PN B D e AR
IGF-1 e = EmRn - . Kkt o = 0.05,
P<0.05 hZRAGE 7R,

2 &R
2.1 AE IGF-1 K FE—fFERILLE

WA IAYT JE IGF-1 A B0k s /5 10—t
Tekk, SRR, RKEA S KR E R
A ABFTE] . 25 JE 1 . HbAlc, CRP. NO, eNOS,
IL-6. LVMI. IVST. LVPWT /KFIb4s, 25 HE
AitEE X (P<0.05), Haptitrm 2515
EE N (P>0.05). P8I AR B 7 HE, IGF-1
FKEH S ANTE] <2 h BE G TR KO
H, FENARE =2 h BEEAKEH S TR
KA BEAC AR A b, ARK P 4 2 T b
HbAlc F TR RIEFEIR CRP /K F41m T
KA s I N LAY PERRFR NO . eNOS =ik
M FAKFA, TL-6 KA TRk Ed; &
0 450 5 I AH O | S $8 AR IVST. LVMI,
LVPWT ¥R IR i Tk, Lk 1.

e i a
P BB (%) BMUkgm” Killp CHERL sapamiml (%)
rss) 2 Z bess) ESS I ~ V&R <2h >2h
R4l 65 68.18+428 34 (52.31) 31 (47.69) 23.20+225 47 (72.31) 18 (27.69) 20 (30.77) 45 (69.23)
EIACFAL 55 6824+4.19 29 (52.73) 26 (47.27)  2328+226 44 (80.000 11 (20.000 31 (56.36) 24 (43.64)
iy 0.077 0.002 0.194 0.962 7.986
P 0.939 0.963 0.847 0.327 0.005
@8 n ?ﬁﬂﬁﬂ[l??/mmoli ! HbAlc/% Ser/mmol - L 1 CRP/mg-L ! Alb/g-L ! NO/umol L 1
(x +5) (x +5) (x +5) (x +5) (x +5) (x +5)
RAFH 65 8.52+1.22 8.24+0.76 83.64 + 11.42 4.06 +0.79 30.27 £ 5.40 71.12 £ 8.28
mACEE 55 7.55+0.94 7.53+0.52 8523+ 11.50 3.24+0.68 30.33 +5.50 80.30 £ 8.36
iy 4.810 5.862 0.758 6.034 0.060 6.025
P <0.001 0.001 0.450 <0.001 0.952 <0.001
a3 " eNO S{ pmol-L" IL—6{p g-mL" IV§T/ mm LV]\iII/ g'm”’ LVP}VT/ mm
(x+s) (x+s) (x +5) (x+5) (x +5)
KR4 65 13.80 + 1.65 15.58 +1.70 10.64 + 1.82 105.24 + 5.60 8.60 + 1.64
7K 55 16.02 +2.33 13.77 £ 1.62 9.11+1.58 100.46 +5.63 730+ 1.40
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sk
a NOS/ 1-L" IL-6/pg-mL"
45| T Res) (vis)
the 6.088 5.938
P <0.001 <0.001

IVST/mm LVMI/g-m” LVPWT/mm
(x £s) (x +s) (x +5)
4.871 4.648 4.623
<0.001 <0.001 <0.001

IGF-1: JERBZFEREAEKE -1, BMIL: {AEI84: HbAlc: PEMLIMZE A Scr: MiHEWLEF: CRP: C RMEH: Alb: HEH; NO: —
AAbE eNOS: WM %L B AEE: IL-6: A4/ KR-6; IVST: #F5KIA=EMEE; LVMI: AO=RERES; LVPWT: &7kl

T BT

2.2 EHEOLHNFIBEE IGF-1 KESLEEBRRZEN
B g Jh 37 4R 5K 14
DVBE RS O a mImyE AR R, LU IGF-1
AR AAS &, L2 E Logistic A IHALRY
AL 1 2R 4 ZALIGE IR 15y 2 ROE, SR
VIF fity, SRAAEZ R E, R
4 45 oK IGF-1 5830 % I R AT A

M ST A SE (OR = 0.60, 95%CI: 0.45 ~0.75, P <
0.001) . ¥ IGF-1 ¥4k — 5K im, SI0KF
IGF-1 [b#, /K IGF-1 55 (830 % H 0 R A XL
B 475 5 4h 57 fa A 56 (OR = 0.79, 95%CI: 0.63 ~
0.90, P <0.001), BHMEKRBAFAELITFEX
(P y <0.001), WLF 2,

IGF-1 Z4325[OR(95%CI)]

1] 0,
kil IGF-1[OR(95%CI)] {EIGF.1 = 1Gr1 Py
KR IR 0.66 (0.47 ~0.72) 1.000 0.76 (0.70 ~ 0.88) <0.001
iR 0.65 (0.43 ~0.70) 1.000 0.75 (0.68 ~0.83) <0.001
[Eit) 0.62 (0.53~0.88) 1.000 0.70 (0.65~0.82) <0.001
A3 0.58 (0.50~0.76) 1.000 0.77 (0.66 ~0.85) <0.001
i 0.60 (0.45~0.75) 1.000 0.79 (0.63 ~0.90) <0.001

AL 1. EAER . BMIL PR B 2. JAEAER . PER). BMIL Killip OIS ZE; BiR 3. WEAER. PES). BMI. Killip ©2IhAE
9%~ Ser. Albs B8 4. RS, M. BMIL Killip O ThEES 2 FE N AREL ZIEMHE. HbAle. Ser. CRP. Alb. NO.

eNOS. IL-6. LVMI. IVST. LVPWT

23 BRELEEBEEIGKE L

HIL DT 2 4R E SN AR
CRP. JA¥7HI IGF-1, {AY7 )5 IGF-1. AIGF-1, NO,
eNOS. IL-6, LVMI, IVST. LVPWT /K7 H
Aot ¥R (P<0.05), HApMRRH2ZERH TS
ERE (P>0.05), SHACEEBPALK, &£
OEEPEHBEFENABRE =20 GHLHE,
CRP. IL-6, IVST. LVMI, LVPWT /KF W&, ifi
JBIT AT G IGF-1. AIGF-1, NO. eNOS /KFH ik,
ZSWMEAGFE Y (P<0.05), W33,
2.4 MERREINEEKEXT IGF-1 5E0EEBRF N

ER

PLIGF-1 R F AR 5, 720 %8 8 ¥ S PR AR &
NO. eNOS. IL-6 535l by H 4 A% o 1 v A 2400y 45
A, SR Bootstrap K5 . 5HWR, IGF-1 XA
O IR BN N —0.386 (Z = —5.361, P<
0.001) . IGF-1 X%} NO, eNOS £ iF [ % i (=
0412, 0.398, P < 0.001), X} IL-6 & 7 [A] 5
(f=-0365, P<0.001); NO, eNOS X Z.Lr & H

PRGN (= —0.286, —0.264, P<0.001),
IL-6 Xf e B B IE 520 (B = 0301, P<
0.001), PR )5, IGF-1 X203 SIE I A
B B % (P <0.001) . [8]FERL N 20 B,
IGF-1 i@ 1 NO, eNOS. IL-6 M0 250> %8 8 ¥ fi 1]
POV 409 0,118, 0.105, 0.110 (P<0.001),
AN A3 ) BAEOV AY 30.57% . 27.20% . 28.50%.
/R NO. eNOS. IL-6 1& IGF-1 5 /20> % H 81 2 [f]
PIRAERR A, Wk 4, 1,

3 iFig

Sk IR BE A 300 ) 5808 22 UL T 4E A RE,
£8 PCL B A JF M AE M SE M4 . KA O WLNE T
(B UG L PR TR . 2R A 4 WA S O AT 2
BRSO IR R, RS AR R 0
BEAAL . FEAEBE AT T AL O BIALHS . YR
A0 HELVE S A 5K 2 32 M-I AR A A ), B0
LW B T 5 0L B R AR Fr 0 gy, e
I IDN | 4 T 8 =N U & Y = 3
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BEWG, (HAKRRLDEEBAE ARG 2T 5K,
AR TR AT AT A I A bR S TR 2 S
T WS, AT B % A2 PCL, YOI R
ERYDIIARTT BB A DA IR0 T s R
FEEAHr, S5 BIRIGIT 4 BJS LS 1IGF-1 K¥F5

A3 , CFiR/E PR/ (%)
(x +5) - %
=]
Ly EEPH 53 68.16+430 27 (50.94) 26 (49.06)
T EEMH 67 6830+£426 36 (53.73) 31 (46.27)
th 0.178 0.092
P 0.859 0.761
-1 -1
T = EEBA 53 83.27+11.57 3.10+0.70
foEEBAH 67 85.73 +10.45 4.04+0.86
thl 1.221 6.444
P 0.224 <0.001
453 " NO/EJ,mol-L’l eNOSKp.mol-L’l IL
(x+s) (x+s)
Tha=EIBY 53 79.23 +7.54 17.36 +2.42 1
FOEHRMMA 67  71.80+8.58 13.84+1.70 1
il 4.967 9.346
P <0.001 <0.001

AIGF-1: JB By Z AR AR 7-1 Y697 T R AL

IGF-1 JE—RZ IR L A K7, R
RN, HSEOUERE . YT BEE L
AR . AR N RS, OIS RSk
FEARY 3N . ARFF" A BL, IGF-1 nliil.co Lgn
MR . B O WLIR) B BE LT 4k, BRI E X0
FEY k. MER IGF-1 B RO NUE R B

T, EHHIARLEESE, AR R,
EARFE AR IGF-1 i 5 TRk, I IGF-1
IS T B A S R PR . TRAET KA S,
ARG R E . A5, U EE i
HIAIT 4 FJG, IGF-1 Bk 4.0 % T A AH 5 i
$&Fr LVMI. IVST. LVPWT & ZE L TE K4 ;
Z & Logistic [FlIHZ 0T 23K IE, AL
15 IBE . SAE . N B DIRE SO R R SO S bR
LR PEAR RS, IGF-1 MK IH &0 25 W i il Sr
RPN R, BNV E 4RV AT S IGE-1 178
A BB ™ AR PRI S, AR BRI E N
T A7 U U AT A 0 ) vy FR AN RO & T
VETE AL YRR B

28 T XU S R ST A DG, TGF-1 7K A 220
EH IR A R PN 2 UESE, IGF-1
Br EEAER AL, @835 NO, eNOS. IL-6 4
S I PN B T RE B A8 RE I S R S S =

R
kg PR e natiE ()
(x =)
JIE% 111 ~ IVZR <2h >2h
23214232 41 (77.36) 12 (22.64) 29 (54.72) 24 (45.28)
23154220 50 (74.63) 17 (2537) 22 (32.84) 45 (67.16)
0.145 0.120 5.798
0.885 0.729 0.016
Alb/g-L" IGF-1/ng-mL" (x +s) AIGF-1/ng-mL"
(x+5) IR Ni=trd = (x+5)
30.77+£575  105.63+14.32 13529+ 15.76 29.66 = 4.15
2944+4.86  97.46+12.72  102.83 = 15.50 537+3.26
1373 3.305 11.308 35.917
0.172 0.001 <0.001 <0.001
-6/pg-mL" IVST/mm LVMI/g-m* LVPWT/mm
(x £5) (x £5) (x £5) (x £5)
336+ 143 8.19+1.16 102.64 + 5.58 8.06+ 1.40
5.81+1.50 8.73+1.20 109.55 + 4.75 8.78 +1.75
9.069 2.484 7.324 2.440
<0.001 0.014 <0.001 0.016

A B 58 3 W25 B IGF-1 % 7K F 2H 25 165 1 b
HbAlc, CRP, IL-6 B F+f, NO. eNOS /KFH
R RRIHEEL . 12 MR R S A O WL
U S U T R UL A RS g A vl 3 i
I K SRR ILEH 2 IGF-1 A 5 AR W is v, )4
Bif 45 I Kz 5 T CRP. IL-6 AN BEGE I H] IGF-1 114
ik, T RO NUS AT e s A, fE ik
JEREDUR, InECHURES.oE Yk, 2o
TIHBHEFENANR =20 S, #R0
LG ifin B [ RE 2 B0 IGF-1 3k 5 Jim 22 by it
i, iR A, ORI, MURS R
P IGF-1 U RE 1 32 450 B I

HA BN 0 BT 45 SR B NO ., eNOS, IL-6 7
IGF-1 5.0 B\ Z A R th Az, sy
B FE 2 ik F) 30.57%. 27.20%. 28.50%.
eNOS-NO 3l SR AERFIAT N 2 5628 . BFOK A . I
B0 W B ey B S [ . IGF-1 W] 1 eNOS 3£
ik, fRHENO R, BCEEMKMIER . B =R
Fitagr, REEMHELOIURES LEY 5k 24 IGF-1
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O RFERT, eNOS iEPEZIN, NO GARE, Wi
yREREA I — RO LR, 5 —J716, 1GF-1
A 7 [ P4 1L-6, I IGF-1 RS T IL-6 2 B Bk
W& DR RAEIRIE, S0 ULTAR K . 40
HMEEITHERY, HES A ARG R, Rl A AR

B’z B

RNIGE-1 B AL O B —-0.386

1% a:IGF-1 £ NO 0.412

245 a:IGF-1 % eNOS 0.398

4% a:IGF-1 £ IL-6 —0.365

P45 b:NO F 00 5 I —-0.286

447 b:eNOS 2 A 05 59 —0.264

BRAE b:IL-6 & /e 00 EE 9 0.301

FLFZ RN IGF-1 £ 77 0= B NO) —0.268

BN IGF-1 2 780 = B (5] eNOS) —0.281

BN IGF-1 % 47 0 28 5 ¥ (3% 1 TL-6) —0.276

(B3R 3E 3 NO 0.118

ﬂﬁﬂrLJﬁMﬂ 0.105

B4 2B i IL-6 0.110
£=0412] f=—0.286"

B =—0268"_
A[_‘\’f
ﬁ_ ~0.386° iﬂ
=—0.365,
=—0276"
= —03%6

: P<0.05

AR RBRE . A, WFSEJE T R
PEMEEWEGY, FEARARR, fEEEBm AT Hik,
ALK T ARG LT IGF-1 K-, ARAI.C WL
# IGF-1 MR Bk, FEUIMUOUER 23097 )5 4 14,
ﬂmk%%w%ﬁ,Km1m¥ﬁ 70 )
e . AHBET R AN EA FF i — ST
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