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[ Abstract] Objective: To investigate the effect of vascular endothelial growth factor ( VEGF) on pro-
tein expression profile of mature dendritic cells (mDCs) , and so as to further understanding of the im-
mune escape mechanism of tumor and looking for the new clue for improvement of clinical efficiency of
DCs-based immune therapy against cancer. Methods: CD14 * monocytes were isolated from peripheral
blood by immunomagnetic beads. The monocytes were then cultured with recombinant human granulo-
cyte-macrophage colony stimulating factor (thGM-CSF) and recombinant human interleukins 4 (rhlL-
4) for 7 days to develop into immature DCs (imDCs). Tumor necrosis factor-o (thTNF-a) was used
to induce imDCs into mCDs. The mDCs were treated with VEGF. The protein expression profiles of
mCDs were investigated by mass spectrometry-based proteomics technique. Results: Some cytoskeletal
proteins and their related proteins, migration-associated proteins, immune function-related proteins and
antioxidation-associated proteins in mCDs were up or down-regulated by VEGF. Conclusions: The mo-
tility and immune function of mDCs might be impaired by VEGF through cytoskeletal reorganization,

which is significant for further understanding of biological function of mDCs and immune escape mecha-
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Tab.2 Identification results of differential

expression proteins of mDCs under

different cultivation condition
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SwissPort
+VEGF) 2-DE
Heat shock cognate
13 1:5 53.5/7.1 Pl11142
71 kDa protein
Lymphocyte-specif-
g PRSP 5 612409 p3324l
ic protein 1
Lymphocyte-specif-
15 ) ymp ) yesp 3.5:1 58.1/5.1 P33241
ic protein 1
16 MHC | 3:1 10.2/4.5 P30480
Migration inhibit
7O RO 16.5/5.5  PO6T02
factor-related protein
Migration inhibito:
5 Y5 13.6/5.4 POGTO2
factor-related protein
19 Myosin light chain 1:3 14.3/3.4 P16475
Rho GDP-dissocia-
20 1:18  31.3/4.8 P52565
tion inhibitor 1
Rho GDP-dissocia-
21 1:3 33.6/5.1 P52566
tion inhibitor 2
Rho GDP-dissocia-
22 1:7 15.7/5.2 P52566
tion inhibitor 2
23 Vimentin 1:1 74.9/3.9 P08670
24 Cofilinl 1:6 15.7/9.1 P23528
25 Profilin 2:1 10.8/9.2 P07737
26 Calmodulin 1:3  17.5/3.78 P62158
Thioredoxin peroxi-
27 1:3 38.5/8.8 Q63716
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30 Gelectin-1 1:3 21.3/6.2 P09382
31 S100A6 5 9.2/5.9 P06703
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2 Actin, cytoplasmic 1:3 48.8/5.4 P02570
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lar channel
F-acti i -
o CERPEEPIT g 37 6/6.1 PaTI56
tein beta subunit
Glucose-regulated
11 2.5:1 75.9/4.6 P11021
protein 78 kDa
Glutathione S-trans-
12 1:3.5 31.2/6.2 P09211

ferase P
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