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INTRODUCTION

Angiopoietins (ANG) -1 and 2, their receptor TIE2, and the |In a previous study (4) of 42 patients with GEP-NET, we observed
vascular endothelial growth faSctor (VEGF) are involved in the an elevation of these serum markers, especially in those with
process of angiogenesis (1-3). However, their role in the metastatic disease (Figure 1).
pathogenesis and development of gastroenteropancreatic The objective of this study was to analyze the relationship
neuroendocrine tumors (GEP-NETs) is not completely between plasma levels of the ANG/TIE2-VEGF system in patients
understood. with GEP NETs who exhibited progression after 3 years of follow-

up.
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PATI E NTS AN D M ETH O DS Figure 1: Figueroa-Vega et al; Endocr Relat Cancer 2010; 17:897-908.
Serum concentrations of sTie-2 (A), Ang-2 (B), Ang-1 (C), and VEGF (D) in GEP-NET patients
with and without metastases, and healthy controls. *p<0,05; ** p<0,01; ***p<0,001
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[ Table 1: G . o P Jthei _ ] Figure 2: Serum concentration of sTIE-2(A), Ang-2 (B), Ang-1 (C) and VEGF (D) :
: able 1: General description ot patients and their comparison by tumor type in GEP-NET patients. Mean +2xS.E.M.* p < 0.05 I
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[ Patient’s Number 26 13 13 £ S :
A & s
: Age (mean, ages) 58 61 55 0.336 ~ E - I
: Sex feminine (N) 15 9 6 0.234 " e = :
I Size {mean, cm.) 3.6 4.2 3.1 1.000 __ | :
: Metastasis (N) 13 4 9 0.050 - Complete  Stable  Progressive Complete Stable F’mgréssive i
: cnmprtE remission 13 9 4 amorn| C vane| D :
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: Tie 2 (pg/mL) 26326,85+ 7080,65 | 26069,83 +7614,83 [26547,14+7199,11| 0,836 o u :
10000 10 L
I Ang1 (pg/ml) 50327,58 +27357,94| 62189,17 +20321,44 [40160,50+ 29857,79 0,073 = > I
[ SERUM CONCENITRATIONS 20 2000 I
: Ang2 (pa/ml) 4349,64+2975,77 | 3314,804+1929,33 | 5236,64+3552,42 | 0,295 |
1 VEGF (pg/mlL) 390,89 1234,98 354,11 +£156,46 422,41 £295,83 0,836 . Complete  Stable  Progressive v Complete  Stable  Progressive :
I
I

CONCLUSIONS REFERENCES

. . . . _ . 1. Ferrara N, Davis-Smyth T. The biology of vascular endothelial growth factor. Endocr Rev 1997, Feb;18(1):4-25.
Tl E2 plasma Values are hlgher In patlents Wlth G EP N ETS Wlth 2. Jones PF. Not just angiogenesis--wider roles for the angiopoietins. J Pathol 2003, Dec;201(4):515-27.

progressive disease Th|S Suggests a pOSSib|e inVOlvement Df 3. Eklund L, Olsen BR. Tie receptors and their angiopoietin ligands are context-dependent regulators of vascular
] remodeling. Exp Cell Res 2006, Mar 10;312(5):630-41.

ANG/T'EZ SyStem in the pathﬂgenESiS (‘Jf GEP—N ETS and a 4, Figueroa-Vega N, Diaz A, Adrados M, Alvarez-Escola C, Paniagua A, Aragones J, et al. The association of the

angiopoietin/tie-2 system with the development of metastasis and leukocyte migration in neuroendocrine tumors.

possible relevance as diagnostic and/or therapeutic target. Endocr Relat Cancer 2010, Dec;17(4):897-908.

Pocter:.
Spssmnﬂnhne

e COIT

sy Pocter.
AR T SessionOnlifié




