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Explanation of Figures

Fig. 1. Myocardium of control rat heart. Weak vWf immune-reactions are seen in endocardium and myocardium. Strong reactions are
seen at periphery of blood vessels and epicardium. Immune stain, x 100.

Fig. 2. Myocardium of day 2 neonatal rat heart. Numerous cells are seen. No VWT positive reactions are seen at extracellular matrix
(ECM) of ventricle and epicardium. Immune stain, x 100.

Fig. 3. Ventricle of day 1 neonatal rat heart. Weak immunoreactions of VWf are seen in myocardial ECM and moderate reactions at
endocardium and epicardium. Immune stain, x 100.

Fig. 4. Ventricle of day 2 neonatal rat heart. Moderate reactions of VWf are seen at endocardium and epicardium, but ECM of
myocardium shows weak reactions of vWf. A few primitive blood islands are seen. Immune stain, x 100.

Fig. 5. Myocardium of ventricles in day 4 neonatal rats. Numerous blood islands are seen in myocardium and moderate vWf
immunereactions are distributed in ECM of myocardium and epicardium. Immune stain, x 100.

Fig. 6. Ventricle of day 7 neonatal rat heart. A few slender primitive blood vessels are seen in myocardium. Moderate vVWf immune-
reactions are seen at periphery of blood vessels, extracellular matrix and epicardium. Immune stain, x 100.
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Abstract

Distribution of von Willebrand Factor with Angiogenesis
in Neonatal Rat Heart

Bang-Hun Lee!, Doo-Jin Paik, Won-Kyu Kim, Ho-Sam Chung

Departments of Yinternal Medicine, Anatomy and Cell Biology, College of Medicine, Hanyang University

To investigate the process of angiogenesis in the cardiac tissue of neonatal rats, the levels of von Willebrand factor
(vWI) produced by endothelial cells were observed. At days 1 to 7 after birth, whole heart obtained from neonatal rats
was frozen sectioned, stained with anti —vWf and biotinylated rabbit anti—goat 1gG antibodies, followed by immunohi-
stochemical examinations. The results were as follows:

1. At day 1 after birth, extracellular matrix of endocardium and epicardium was stained with anti —~vWf at the inter-

mediate level, but that of myocardium was at the low level.

2. At day 2 after birth, afew blood islands were detected. At day 4 after birth, blood island was formed in most parts

of heart and extracellular matrix was stained with ant-vWf at the intermediate level.

3. At day 7 after birth, a few blood vessels were formed, and endothelia cells and extracellular matrix was stained

with ant-vWf at the intermediate level.

These results suggest that mesenchymal cells were differentiated to blood islands and myocardiac cells, which are
responsible for the distribution of vWf in extracellular matirx and for angiogenesis.

Key words: Neonate of rat, Angiogenesis, von Willebrand factor, Heart
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