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HEiEER (EX) Possible involvement of CD45%/col lagen 1*dual positive cells in renal
fibrosis and cardiorenal syndrome.
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CD457Collagen I' dual positive cells migrate into fibrotic kidney dependent on
chemokine system, which may promote and escalate chronic inflammatory processes and
possible interaction with resident stromal cells, thereby perpetuating renal
fibrosis. In addition, our present data suggest the possible involvement of
CD45"/Collagen I dual positive cells in cardiac fibrosis, closely related to renal
lesions. Furthermore, the detection of CD45"/Collagen I' dual positive cells in
circulation has been established in this study.
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