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Partial Hydatidiform
Moles (PHM) \
o
05-1% ‘
(Noal et al. 2010).

Gestational trophoblastic diseases

(Ozalp & Oge, 2013)

Paper recently published in
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N

Complete Hydatidiform
Moles (CHM)

2-6%
(Noal et al. 2010).

o

EG-VEGF:
Endocrine Gland -derived Vascular
Endothelial Growth Factor

ZExpressed in endocrine glands ( ovaries,
testis, adrenals & placenta)

# Associated to multiple reproductive cancers

leither the mechanism of Choriocarcinoma development, nor the
factors that contribute to its rapid progression are known ?
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EG-VEGF:
informative value in the
detection and follow up

of choriocarcinoma.

In vitro Study
EG-VEGF effecf

Characterization On JEG-3:
of the role of . . X
EG-VEGF in pr?//fe{'ar/an,
choriocarcinoma TEG-3 cells = migration

= /nvasion
= spreading

cell line, JEG3

Using 2D and 3D
culture systems

EG-VEGF effect on the proliferation
of JEG3 cells. |
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EG-VEGF acts via

two GPCR
receptors:
PROKR1 et
P RAARE & AK_I_ o T PROKR2
In vivo study
Development of a Test of the therapeutical
new animal model of potential of
choriocarcinoma PROKR1 and PROKR2
antagonists
CHO-SCID Mice
e = - \'l
- Ea
pPCc -7 PKRA-505

Development of an orthotopic
choriocarcinoma model /
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EG-VEGF increases
JEG3 survial.
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EG-VEGF increases
JEG3 agressiveness.
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EG-VEGF

EG-VEGF
Involved in the
development of
choriocarcinoma

Placanta injected mouse

ROI*107
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|% of resorbed fetuses
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New model to study the mechanisms (patent 1)
of placental tumor development

Validation of the therapeutical @ PKRA50
potential of EG-VEGF receptors @ pc-13
\antagonists to treat choriocarcinoma (patent 2)
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