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MICROVESSEL DENSITY AND EXPRESSION OF VEGFR-3 IN PATIENTS
WITH MYELODYSPLASTIC SYNDROMES AND ITS SIGNIFICANCE
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Abstract Objective: To investigate the level of MVD and exoression level of VEGFR-3 in the patients with
MDS, and to explore the clinical significance. Methods: The pathologic specimens of the myeloid tissues were
collected from 54 patients with MDS and 20 patients with non-hematologic malignancies, and were processed for
routine paraffin embedding. The levels of MVD and the expression of VEGFR-3 were determined by the method
of IHC and Western blotting. The correlations between MVD and VEGFR-3, and with clinic characteristics were
analyzed. Results: The levels of MVD and VEGFR-3 in the patients with MDS were much higher than those in
control group (P < 0.05). A positive correlation between MVD and VEGFR-3 in the patients with MDS was found.
Conclusion: Angiogenesis and high expression of VEGFR-3 were founded in the MDS patients. VEGFR-3 may
participate in the occurrence progress and prognosis of MDS. Determining the MVD and the expression of

VEGFR-3 may provide experimental evidence for anti-angiogenic therapy.
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Table 1 General data of the experimental groups and control group
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Fig.1 vWF markers of MVD immunohistochemistry
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Fig.2 MVD count in MDS groups and control group
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Fig.3 VEGFR-3 immunohistochemical map
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Fig.5 MVD and VEGFR-3 correlation analysis scatter
diagram
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Fig.6. VEGFR-3 positive and negative MDS patients

overall survival comparison
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overall survival comparison
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