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(HE] BY HITHEZFBRLEEHAKATFIAGEFD MEEHAKAFLLEG9-3(IGFBP-3) . % A
EAEKEF(VEGE) £ DMt (NSCLO F ey ls AMAE R4 X, Fik RALFARELMNT 30 4
1 Bk (3B B 50 #) NSCLC % %4 IGF-1.IGFBP-3.VEGF T, b £ 5 & Fmm 4k /a2 19 09 £ 7
B3 AR AR X, R NSCLC &% IGFBP-3 K -FI& T2 B4, VEGF K -F & F 21828 (P <<0.05),
# 0 IGF-1 KF £2F R it $ &L (P=0.754), %4 VEGF K-F9% 23 F 84 (P<0.05),IGF-1.1G-
FBP-3 WA+ £ F £ %it &L (P>0.05), TNM 4 H A4 5 # & % IGFBP-3 &K F # A& (P =0. 038),
VEGF 5 TNM o # Jr B K B LHBHRA X A (P<0.05),VEGF 5@t #HHF — 2% A (P=
0.047), ABX MM 4R 7 IGFBP-3 5 IGF-1 2 E48% (y=0.762,P =0.000),%5 VEGF Z fi#8% (y=
—0.358,P=0.011), &t IGFBP-3 &£ NSCLC Wik ki H Y5 TNM 4 #48%; VEGF &£ NSCLC ¥ & & &
HFh5EFSABmESIEME, VEGF 5 IGFBP-3 /R T ey KT 2 ik,
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Clinical value and correlation analysis of circulating IGF-1,IGFBP-3 and
VEGF levels in patients with non-small cell lung cancer”
TAO Shaoneng ZWANG Yingying s DAI Yunhai \ RUAN Hao
(Department of Nuclear Medicine ,Yijishan Hospital ,First Affiliated Hospital ,
Wannan Medical College \Wuhu s Anhui 241001 ,China)

[Abstract] Objective To explore the clinical value of the circulating IGF-1,IGFBP-3,and VEGF in non-
small cell lung cancer(NSCLC) and their correlation. Methods The changes of IGF-1,IGFBP-3 and VEGF
were detected by chemiluminescence in 30 persons undergoing the physical examination and 50 patients with
NSCLC. The difference between them and the pathological features of the patients was compared,and the cor-
relation among 3 indexes was studied. Results The IGFBP-3 level in the NSCLC patients was significantly
lower than that in the control group,the VEGF level was higher than that in the control group (P <C0. 05),
and serum IGF-1 level had no statistically significant difference between these two groups (P =0. 754). The
VEGF level in the squamous cell carcinoma group was significantly higher than that in the adenocarcinoma
group (P<C0. 05),the IGF-1 and IGFBP-3 levels had no statistically significant difference between these two
groups (P>>0.05). The higher the TNM stage,the lower the IGFBP-3 level (P =0. 038). VEGF had the rela-
tion with the TNM stage,tumor size and lymph node metastasis (P<Z0. 05) ,and VEGF had a certain relation
with the tumor distant metastasis (P =0. 047). The correlation analysis results showed that IGFBP-3 had a
positive correlation with IGF-1 (y=0. 762, P =0. 000) ,and negative correlation with VEGF (y=—0. 358,P =
0.011). Conclusion IGFBP-3 has low expression in NSCLC and is correlated with TNM stage; VEGF is high-
ly expressed in NSCLC and is correlated with multiple pathological characteristics of the patient. Meanwhile,
VEGF is negatively correlated with the level of IGFBP-3 in circulation.

[Key words| non-small cell lung cancer;insulin like growth factor-1;insulinlike growth factor binding

protein-3;vascular endothelial growth factor
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Jili J5 (lung cancer) J2& ™ 5 B r A 25 £ B /9 — b
A I L AR S HP R RE S8 BOEE L 2015 AR B
K BRE A 733 300 ] (55 509 300 i, &
224 000 i) , 5 3 & S AE B 17. 1% 5610 200 1 fili 43
B (B 432 400 #F % 177 800 #i) 7E [6] — i 1 5E
T 5 A IR AE 2 21. 7Y% . IR 0 & A R R
BY SR T A W PR e e v 19 R 3R R BB SR A
B H RS R Y L R PR i R
Fr, JE /N 40 B il 4% (non-small cell lung cancer,
NSCLO) J# 2y i 85% ., Milids & —Fh IR 2B A B
720 SRy AT 1 g, 1 5 AR A IR % 2 5 40 i
KA B I A K N F R 2 — .
F BN 2 5 E A K -1 (nsulin-like growth
factor-1,IGF-D A B Z A AE K H 454 F H-3 (in-
sulin-like growth factor binding protein-3, IGFBP-
3). AW KB IGEF-1 fig LA W B A KA T
(vascular endothelial growth factor, VEGF) B 3% ik
T TR 5 W R Y K R . BLARA NSCLC A & 1 v A+
OB 5E o (H R AT S6 1F 5 45 SR A0 o o8, HL o SR A fF
FBH . ASFST B A R X e G B AR AR AE NSCLC 1 %
R,
1 #R5H%E
1.1 &%k (1)ONSCLC 4HiEBUARE 2018 4F 1—
6 H AF BE ¥ X B i2 S NSCLC i B % 50 #i, 4F #
(61.0410. 3) %, Hoifb B 33 fi], 4 % (62.0+10. 1)
%4 17 AR R (59, 2410, 9) % s Horp g 17 ],
3 33 . BT A R Y WA S B2 W, SR i i
KIEATHLALYT 8 F AR .+ B8 E PR bR B (UICC)
2017 4 TNM 3 WAr i #4743 300, o T 39 10 ), 11
19 0, M3 16 41, IV I 15 6, (2)%F BRZH g A< B ik
FREAKH: 2 30 9, AR5 (57. 4210, 0) %, Hip 5 19 44,
AERA (56.3E8.6) % .4 11 B, 4E#4 (59.2£12.3) %,
XPHZH 5 NSCLC HAE W b 2 5 Lo it % 2 X
(F=0.453,P=0.503),
1.2 FEACREE AT WF o8 % %2 349 25 16 R 45 & ik it 5
mL, Z R E 1 h,3 000 r/min .0 5 min, BB E
BT —20 CHR R AL .
1.3 & 5R%  IGF-1.IGFBP-3 {fi £ HE 75 ] F
Immulite 2000 4= [ sl k2% & G & Hofid &3 7 ik 17
Kl , VEGF W52 % AL &6k iR 5 I [ s 8
EAEY R A R A A .
1.4 Siitsghb s R SPSS17. 0 888k 47 4¢
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AT . HHERERIT = s Fon, 24 R R

K ZE J7 22 98 Cone-way ANOVA), P 4H 8] bt %35 % A

SNK Kz %, PA P<<0.05 HZERAFHITFHE L, WA

2 (] Y 56 F R H B AR S 1 A AT

2 & ES

2.1 NSCLC 4 5 Xt M4 1 34 b IGF-1, IGFBP-3,

VEGF /K #  NSCLC ## IGF-1.IGFBP-3 /K

AR T X RRZ, VEGF 7K TR (L3 1), H )&

IGF-1KFHEM AN 2R LH it E X (F =

—0.099,P=0.754) ,IGFBP-3. VEGF % $¥H % it

i L (F=8.841.,25. 855, P =0.004.,0. 000) ,

*1 NSCLC A 53t 84 IGF-1,IGFBP-3,VEGF

Ik b (x L)

IGF-1 IGFBP-3 VEGF
215 n
(ng/mL) (pg/mL) (pg/mL)
X 8 20 30 143.4459.4 3.94+1.23 140, 8446. 4
NSCLC 24 50 139.4453.5  3.1841.01  372.24246.1
F 0.099 8. 841 25. 855
P 0.754 0.004 0. 000

2.2 NSCLC A A 4% BV & # #& 1GF-1, IGFBP-3,
VEGF % 7k F I #  IGF-1., IGFBP-3 By K % 5
NSCLC 54 Y B IS R JC B A0 56 M (F = 0. 249,
3.278,P=0.620.0.076) ;1 VEGF 7K - 7¢ 8} J# £H B
BETREA, ZRA%EIT %2 X (F=6.995,P=
0.011), W% 2,
x2 AEFETE NSCLC B& IGF-1.IGFBP-3,
VEGF MK FE b (2 + )

5 IGF-1 IGFBP-3 VEGF
L S
(ng/mL) (pg/mL) (pg/mL)
MRoEE4H 34 136.8+52.1 3.36+1.03 312. 64225.0
WAl 16 144.9457.6 2.810. 90 498.94247.5
F 0. 249 3.278 6.995
P 0. 620 0.076 0.011

2.3 PE¥ v IGF-1.IGFBP-3,VEGF 7k 5 NSCLC
BHEREARE I E R IGF-1 K FE 5 M8 TNM 43
199 Y AR LM A B RS MR Ak B A Y T G
(P>>0.05) ; TNMII ~ IV NSCLC &8 1 ~ 1
W B, 25 A 5% & X (P=0.038); VEGF
K5 R i TNM 20300 g 10 48 Ok B 25 55 55
i 8 S Ak 5% B AH 56 (P <<0. 05) , L3 3,

*3 NSCLC #% IGF-1.IGFBP-3 . VEGF Kk 5EHFEHFMEZEH X R (x£5)

T n IGF-1(ng/mL) P IGFBP-3(pg/mL) P VEGF (pg/mL) P
TNM 44
I~1 20 150.9+48. 8 0.217 3.50+1.13 0.038 235.84193.5 0. 001
I~ 30 131.7+55. 8 2.97+0.89 463.2+237.5
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HR3 NSCLC &2 IGF-1.IGFBP-3,VEGF K EFE EFEBFMEZ BN X R (x +5)
i [ n IGF-1(ng/mL) P IGFBP-3(pg/mL) P VEGF (pg/mL) P
T
T1 10 153.9+58.0 0. 665 3.78+1.38 0.105 216.5+214.8 0.003
T2 17 142.9+56.0 3.16+0. 88 317.24254.6
T3 12 135.14+38.0 3.16+0.76 405, 84225, 4
T4 11 125.4+62. 4 2.6940.92 522.14219.5
N
J 20 147.7+49.8 0.372 3.36+1.10 0.310 277.64+221.7 0.025
" 30 133.8+55.9 3.0640. 96 435.44224.6
M
J 35 145.34+50.8 0.235 3.23+1.04 0.616 330.64245.3 0.047
B 15 125.5+58.7 3.07+0.97 469.34226.6

2.4 IGF-1.IGFBP-3.VEGF W AH G4 AH G
P A 45 R W% IGFBP-3 5 IGF-1 £ 1EH 36 (y =
0.762,P=0.000),5 VEGF & i #1 & (y = —0. 358,
P=0.011), WKl 1,

© IGFBP3 VEGF
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3 i it

A, M an e A= K W F R F s B2 8] 12 iR
F. IGF-1 2—F L 6 A R, £ 2 i IFEAE N
— PPN E A T EEAE R RS B R 2 R R
BEMERKNHAT 1 Z1K (insulin-like growth factor 1
receptor, IGF-1R) 254, IGF-1R Hll i 4 & 4 K, % A
TRJLT- i A 40 AR A e i AR K PR . — Se gt 3%
B IGF-1 78 AL 35 Jili 6 78 P 19 1 22 00 1 i Jee %) 240 i A
KB bR e 5 EAR Y. IGE g4
HH (IGFBP) % th 6 Fh 454 A1 ¢ 2 13 28 0, 29 75 1F
Wil b # ik . IGFBP-3 & IGF-1 iy £ 454
H LR IGF A 2y Myt T/ . 78 R L2500
e, IGFBP-3 ¥ WL 5% 2] 518 38 19 IGF-1 /K40 ¢,
HE— 2B W5 & B, IGFBP-3 X 40 i 4 T F1 40 i A= K H
A EAER IGF AR B Y IGFBP-3 a6 fifi 488 4
KA.

H—AMMB 2 IGF-1 Fil IGFBP-3 Y16 34 7K %
A BE T Al XUBS: ) TR A T B . — Nl 57 il
It KB 2 1) 91 %o BRRPE 9% & B, I 3% TGF-1 7K

FhE FL 3K IGFBP-3 7K - R AR 55 i 98 XU 79 3% fim =L
A AHICE s SR L 7E 55 Ah— e ) R F 5% A B I
5 TGF-1 7K F it g KU =22 18] TG AH 56 . R & K F
() IGFBP-3 5 i i KUK R AR AR OG- . ABIF 5%t 50 41
AN TA] 41 20 2 R EE 4 01 NSCLC & & #E 47 15 36
IGF-1 fil IGFBP-3 /KFEAWF 55, NSCLC B3 5 % g
4 IGF-1 KPR LG E X (P=0.754), 8K,
NSCLC B # ) IGFBP-3 7K B g ik T X}l 41 (P =
0.004), L4, TNM 43 18k 5 1) NSCLC i3 7E 2
H IGFBP-3 /K F# ik (P =0.038), B4k, g 20 4L
2T MR N IR B A e B |G b e B AR 5 R IR
IGF-1.IGFBP-3 W /K ¥ TG A &M (P =>0. 05), DhfE
WFFEIN A G 2R ) IGF-1 7K -7 g /i & b B T7H e
PR - I o 9 9 1 0 e 2 3% 3 T v 3 RE A AR b gg
ke SR, (B2, A5 &M IGF-1 K- 5 X |
BB REF TG 2B L AH R K2 T %
W, T H IGE-1 B 5 % 95 1 6 A7 356 sl 19 8 3, 1G-
FBP-3 7K bifi 45 < o 7™ o R B 184 M vy ek A1 L H 2 22 &5
WIGE T B L (P =>0. 05), # &M 40 B 45 3 ow
IGFBP-3 5 IGF-1 2 IEM K (y=0. 762, P =0. 000),
X5 ZHOCERIGE IR —3. EHINIXATRES ik
WA BB T L Bm AR 2 R AR AR LR A 2 R
AR AK KR, XM ERE ui IGF-1.1G-
FBP-3 5 NSCLC & &5 2 KA Z d0 1y i
PR 5% EDAIE

IGFBP-3 ot i B w410 i 1 45 P9 Bz 40 il B9 47
I SR I B IE AL TR RS L 1G-
FBP-3 #IA S HL A P i 4 A= B R vk . I 45 P9 B2 4
HuA: K 7 R — sk a Sy 42 i g AR R . 7R
JiE BB L X R R A T A AR I A A B IR - Y 2R 3k TT R
SN Y e A R R AR R, FE AR R EE K
B NSCLC % VEGF KV & & T X4 (P =
0.000) , 5[ ZH L1258 . TNM 4381 | g K/ itk e
SEEETLHRA B 22 H (P <<0. 05), 1fif H. VEGF 5 i
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EANERA —EW R (P=0.047) , #F— 0 H1 1G-
FBP-3 5 VEGF M # % % # . IGFBP-3 5 VEGF
BRI (y=—0.358,P=0.011), #Z%H% DR
VEGF J+5 5 IGFBP-3 #9 k35 45 5 . W4T 0%
R R WL AR KO B9 IGFBP-3 5 b &g XU RS 38 fin 4
X, B AT BIIEE F B IGF-1 AL AE AL 3E 20 ff 154 5
A BE A ) 40 R E T, 0T iR AR K B B R A R
YER . M, IGFBP-3 HA BHWr IGF-1 I+ 45 1 IGF-1
(A 22 Myt T-ohfe . tk4h. IGFBP-3 A] DLl 37
T IGE-1 I T4t =" Bl A 52 45 1 1 2
AR 36 T35 224 19 1 RE L 3 f 55 A ] R 41 20 v 4R
SEHTRY A . I AR RO T IE ORI 25 e i A K
DA R ORI ek 9 1) P A 2 406 % 75 LAY . P R I A A
S — AT B B TS A Y0 hR L 0 T AR Y AL EE
NSCLC 7E N 1 £ PP i AR 7 S5 . Mg & E 5.
FE M98 A 4 0 J 1 B — A By B B T i A AR A %
TR R Ll A K MOt — 5 KNSR AN AT, Bl
I A A2 i 96 40 I 4 b sS40 B0 b A7 AR 19 i A8 AR
DR 7 FNC AL 45 A 8 IR 22 T ) S £ 8 4 . e o
A A A R LT AL FRERCIR A . B, BT R
e IGFBP-3 ] §Eif i+ VEGF 18 8 44 M 45 A4 i b ik
AR X e PR 2R i e ot A8 A A A A ) RT RE 2
O B AR IR O EE W E RN —, X —
BB 1 B AR & BT SRR R BH IGFBP-3 ] E7E I 5
i A A AT I A R A K PR/ 40 i R 22 T
S A 5 2l AR o BRI A AR G R R T LR,
T 552 W) Je o8 %) A 2 e B L)

MZ L EH TR IGFBP-3 76 NSCLC f{k 53k H
5 TNM 43 #3405 ; VEGF 78 NSCLC Wikt 5
H 2 T BRRAE AR OG T R A g B S R L TNM. 43
WO B S R AE . [WBF VEGE 5 IGFBP-3 #£
TEA K 27 C, (BRARFR R FHEARER
N AT RE 25 W B oY 45 L IR L R TR K A R B
A R AT B R R ASE B BF 5T L LA S H7E NSCLC iy
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