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Molecular analysis of platelet-mediated tumor suppression and development of the
anti-tumor therapy

Fujita, Naoya
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Platelets are well known to be associated with tumor growth and metastasis. We
previously obtained unexpected results that platelet depletion by an anti-mouse platelet antibody
(anti-GPIbalpha antibody) led to the increase in xenografted tumor volume. Thus, we tried to clarify the
molecular mechanisms underlying platelet depletion-mediated tumor growth.

We firstly performed cDNA microarray using mRNA samples from xenografted tumors that had been treated
with an anti-GPlbalpha antibody or a control antibody. We could not find out any candidate genes.
Immunohistochemical analysis revealed that platelet depletion induced angiogenesis without changing
plasma PDGF concentration. Rather, platelet depletion resulted in the decrease in plasma PDGF
concentration. Since the used anti-platelet antibody exhibited platelet aggregation-inducing ability, the
antibody might promote in vivo tumor growth by enhancing the secretion of some growth factors from
platelets.
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