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BACKGROUND 

DNA mismatch repair (MMR) is essential for maintaining the integrity of the
genome during replication. This process is highly conserved across bacterial
and eukaryotic systems, as many of the genes expressed in bacteria are
closely related to the yeast and mammalian homologs. In bacteria two pro-
teins, MutS and MutL, form homodimeric complexes that are responsible for
recognizing and facilitating MMR. Human homologs of these proteins include
MSH2 and MSH3 (MutS homolog 2 and 3), and the corresponding human
homologs of MutL are MLH1, PMS1, PMS2 and MLH3. MSH2 and MSH3
form heterodimers that cooperatively mediate MMR. MLH3 preferentially
dimerizes with MLH1 to repair DNA mismatches and restore the stability to
the genome. Mutations in the genes encoding MSH2 and MLH1 induce
microsatellite instablitiy of the DNA. These mutations are associated with
the occurrence of hereditary nonpolyposis colorectal cancer (HNPCC) and
are a common feature in the progression of many other cancers.
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CHROMOSOMAL LOCATION 

Genetic locus: Msh3 (mouse) mapping to 13 C3.

SOURCE 

MSH3 (M-18) is an affinity purified goat polyclonal antibody raised against a
peptide mapping at the C-terminus of MSH3 of mouse origin.

PRODUCT 

Each vial contains 200 µg IgG in 1.0 ml of PBS with < 0.1% sodium azide
and 0.1% gelatin.

Blocking peptide available for competition studies, sc-5692 P, (100 µg peptide
in 0.5 ml PBS containing < 0.1% sodium azide and 0.2% BSA).

APPLICATIONS 

MSH3 (M-18) is recommended for detection of MSH3 of mouse and rat 
origin by Western Blotting (starting dilution 1:200, dilution range 1:100-
1:1000), immunoprecipitation [1-2 µg per 100-500 µg of total protein (1 ml 
of cell lysate)], immunofluorescence (starting dilution 1:50, dilution range
1:50-1:500) and solid phase ELISA (starting dilution 1:30, dilution range 
1:30-1:3000).

Suitable for use as control antibody for MSH3 siRNA (m): sc-35972, MSH3
shRNA Plasmid (m): sc-35972-SH and MSH3 shRNA (m) Lentiviral Particles:
sc-35972-V.

Molecular Weight of MSH3: 141 kDa.

Positive Controls: KNRK nuclear extract: sc-2141.
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STORAGE 

Store at 4° C, **DO NOT FREEZE**. Stable for one year from the date of
shipment. Non-hazardous. No MSDS required.

RESEARCH USE 

For research use only, not for use in diagnostic procedures.

PROTOCOLS 

See our web site at www.scbt.com or our catalog for detailed protocols and
support products.

MSH3 (M-18): sc-5692. Western blot analysis of
MSH3 expression in KNRK nuclear extract.
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localization.
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