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In this project, we wanted to understand
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Our results in figure A showed that the most cells were how the expression of ATF3 and JDP2 in
recruited in the dKO mice, therefore suggesting that cell host stroma affects tumor C]I‘OWth N
recruitment s one of the main components of the bigger : : =
tumor phenomena. B-G. H&E staining. relation to dNJLOgEeNEsSLS.
A. . Leukocytes- CD45+ B. 1000 - CD45-/CD31+/FLK1+
% 2 3000 —— ° °
e o 4. Cell Proliferation
0# ] > 2000- " . . . .
ERN R te® xar Our goal was to understand if the factors within serums from different
: - =& genotypes affect endothelial and cancerous cells proliferation.
I A e A HUVEC B. LLC
S S gf’({ &0 K@ gf’(( 2400 €@ 24h 190007 @3 24h
RS RO E3 48h B3 48h
10000+
Figure 4 v ni
These graphs show the results of the FACS analysis. The CD45 staining (A) shows SR H E
no significant difference in immune cell recruitment, yet the CD31 staining (B)

shows a significant difference in the endothelial cell recruitment to dKO mice.
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A. HUVEC and B. LLC cell proliferation in the presence of serum from different genotypes.

Figure 5
The immunohistochemistry staining for CD31 (A-F) shows new blood vessels

We found that the different serums do not lead to a significant

formation only as a result of adding JDP2-KO and dKO serum. difference in the proliferation of both HUVEC and LLC cells.
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