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The role of cellular CLEC-2 in lymphangiogenesis at the site of inflammation
was investigated. In this study, 3% Dextran Sulfate Sodium (DSS)-induced enterocolitis mice were
used. CLEC-2 expression was completely terminated by injection of anti-CLEC-2 antibody
intraperitoneally. There was no significant difference in clinical manifestations, severity of
inflammation, gut wei%ht, or density of lymphatic vessels at the site of inflammation in the
presence or absence of CLEC-2. Density of blood vessels at the site of inflammation was
significantly decreased. Since the density of blood vessels was decreased while that of lymphatic
vessels was not in cellular CLEC-2 terminated mice, it it obvious that CLEC-2 plays a role in
angiogenesis at the site of inflammation.

CLEC-2



C-type lectin-like receptor 2 (CLEC-2)
1

2007

2

CLEC-2

CLEC-2

CLEC-2
TGF -p

CLEC-2

CLEC-2

CLEC-2

CLEC-2

CLEC-2

CLEC-2

3  Dextran

Sulfate Sodium DSS

CLEC-2 2A2B10

CLEC-2

CLEC-2
8 C57/BL6

9

;
147-2123
17-v1
6
Day -4 0 3 7
L

Ctrl IgG 200 pg/body or 2A2B10 200 pg/body or PBS 100 pl/body
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Disease activity index

Score Rectal bleeding Stool consistency Weight loss
0 Normal Normal None
1 1-5%
2 Slight bleeding Loose stools 5-10%
3 10-20%
4 Gross bleeding Watery diarrhea >20%
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