
LETTER TO THE EDITOR

Is 37LRP cell surface receptor for PSP94?
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Dear Editor,

This has reference to the commentary ‘Growth inhibition prop-

erties of the putative prostate cancer biomarkers PSP94 and CRISP-

3’ by van Eynde et al. published online in your journal in 2010.1 PSP94

and CRISP-3 are both secretory proteins. Identifying cell surface-

binding sites for both these molecules and understanding the down-

stream signaling would unravel their role(s) in prostate cancer.

Though existence of cell surface binding sites for PSP94 has been

indicated,2,3 till date the identity of the ‘cell surface’ receptor for

PSP94 is not reported in literature. van Eynde et al. in their comment-

ary state that PSP94 attaches to cell membranes and one of its binding

partners is 37LRP (laminin receptor precursor). The reference which

they have cited has reviewed the original study by Annabi et al.4 which

proposes the involvement of 37LRP in binding to a 15-mer peptide

representing amino acids 31–45 of PSP94 (PCK3145) to cell surface

and not the PSP94 protein per se. These experiments were conducted

on HT1080 cell line which is a human fibrosacoma cell line and similar

studies in prostate cell lines have not yet been reported. Annabi et al.5

in another study have also reported that transfection of HT1080 with

67LR plasmid increases cell adhesion to PCK3145 peptide. 67LR is

mature form of the laminin receptor present on the cell surface. 37LRP

is a 37-kDa precursor protein which is predominantly cytoplasmic.

Studies distinguishing between the expression of 37LRP and 67LR on

prostate cancer cell surface are also not available. More importantly,

the native PSP94 protein binding to prostate cell surface via 37LRP is

yet to be demonstrated.

van Eynde et al. further quote that binding of PSP94 to cell surface

receptors inhibits MMP9 secretion and VEGF signaling. These

activities again are reported only for the PCK3145 peptide and not

the native protein as per the cited study by Lamy et al.6 Extrapolating

the studies carried out on a peptide and assigning a function to native

protein without experimental evidence can be misleading. In our

opinion, these facts should be taken into account while commenting

on PSP94 and its receptor interactions.
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