Setting the standard for clinical research.

a regulatory marker of bone turnover

Sclerostin Elisa

Features and benefits
•

Fully validated for use with human serum and plasma samples

•

For the measurement of human samples

•

20 µl sample volume only!

•

High sensitivity

•

6 standards + 1 control (all in human serum matrix!)

•

Convenient ready to use protocol

Assay characteristics
•

Method:

Sandwich ELISA, HRP/TMB

•

Sample type:

Serum, plasma (Citrate, EDTA, Heparin)

•

Sample size:

20 µl / test

URINE
PROTOCOL

•

Standard range:

0 - 240 pmol/l

•

Detection limit:

2.6 pmol/l

•

Incubation:

overnight / 1 h / 30 min (room temperature)

•

Unit conversion:

1 pg/ml = 0.044 pmol/l

AVAILABLE

Sclerostin standard curve

MOST REFERENCED SCLEROSTIN ELISA
3.000

OD 450nm

2.500

2.000

1.500

1.000

IMMUNOASSAYS
0.500

Divischgasse 4 · 1210 Vienna · Austria
T +43 1 291 07 45 · F +43 1 291 07 85
export@bmgrp.com · www.bmgrp.com

0.000
0

50

100

150

200

250

Sclerostin [pmol/l]
Related Biomedica Bone Products
•
•

DKK-1 ELISA, Cat.No. BI-20413
OPG ELISA, Cat.No. BI-20403

•
•

Ampli-sRANKL ELISA, Cat.No. BI-20452
Cathepsin K ELISA, Cat.No. BI-20432

Setting the standard
for clinical research.

SCLEROSTIN elisa BI-20492
ELISA for the measurement of human Sclerostin in biological samples.
Sclerostin - a regulatory marker of bone turnover.
Areas of interest
•
•

Osteoporosis
Cancer-induced bone disease

•
•

Scientific findings
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ting sclerostin levels are reduced by estrogen (9).
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Alterations of the Wnt signaling pathway and its
regulatory molecule sclerostin have been shown to
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Fig. 2: Sclerostin serum levels (nanograms per milliliter) are higher in immobilized patients vs. healthy free-living subjects (P<0.0001). Data are presented as median. From: Gaudio A et al. J Clin Endocrinol Metab. 2010; 95 (5): 2248-2253. Copyright 2010, The Endocrine Society

play an important role in bone turnover abnormalities associated with osteoporosis, multiple myeloma, bone metastasis and arthritis. The recent
discovery of the Wnt signaling pathway has lead to

