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ABSTRACT

Urinary bladder cancer is a major public health problem being one
of the most common malignancies worldwide. In Egypt, this
heterogeneous disease has the highest reported world wide incidence "37
per 100,000 populations" in the world due to endemic schistosomiasis. It
has been believed that many cancers arise from sites of infection, chronic
irritation and inflammation. It has been also suggested that the interaction
between circulating platelets and neutrophils influences innate immune
functions, contributing to regulate inflammation that means cell-cell
interactions are crucial for the host defense mechanism. P-selectin is
platelet activation marker that has been shown to mediate the rolling of
blood cells on the surface of the endothelium and initiate the attachment
of leukocytes circulating in the blood to platelets, endothelial cells, and
other leukocytes. PSGL-1 is a disulfide-bonded homodimeric mucin-like
glycoprotein on leukocytes that interacts with P-, L-, and E-selectin. In
order to investigate the role of P-selectin and PSGL-1 mediated
interactions in the microenvironment of the tumor; we measured P-
selectin on platelets, PSGL-1 on neutrophils and sP-selectin in plasma of
30 patients with bladder cancer. Patients were classified into three
groups; first group with locally invasive tumor "n=10", second group with
regional lymph node involvement "n=10", and third group with distant
metastasis "n=10". Platelet count was significantly higher in patients
with “invasive tumor with distant metastasis™ group compared to control
and the other two groups; that is due to the frequently observed
thrombocytosis in cancer patients. P-selectin was significantly elevated in
all patient groups as a part of inflammatory and immunological reactions.
However among the 3 studied groups, the patients with invasive tumor

and distant metastasis showed the highest elevation may be due to




