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This product is intended for research purposes only. This product is not intended to be used for

therapeutic or diagnostic purposes in humans or animals.

Species Cross-Reactivity: H, Mk

Description: SignalSilence® Chk1 siRNA from Cell
Signaling Technology allows the researcher to specifically
inhibit Chk1 expression using RNA interference, a method
in which gene expression can be selectively silenced
through the delivery of double stranded RNA molecules into
the cell. All SignalSilence® siRNA products are rigorously
tested in-house and have been shown to reduce protein
expression in specified cell lines.

Background: Chk1 kinase acts downstream of ATM/ATR
kinase to play an important role in DNA damage checkpoint

control, embryonic development and tumor suppression (1).

Activation of Chk1 involves phosphorylation of Ser317 and
Ser345 and occurs in response to blocked DNA replication
and certain forms of genotoxic stress (2). Phosphorylation
at Ser 345 serves to localize Chk1 to the nucleus (3) follow-
ing checkpoint acitvation while recently phosphorylation at
Ser 317 along with site-specific phosphorylation of PTEN
was shown to allow for reentry into the cell cycle following
stalled DNA replication. (4). Chk1 exerts it checkpoint
mechanism on the cell cycle in part by regulating the cdc25
family of phosphatases. Chk1 phosphorylation of cdc25A
targets it for proteolysis and inhibits it's activity though 14-
3-3 binding. (5). Activated Chk1 can inactivate cdc25C via
phosphorylation at Ser216, blocking the activation of cdc2
and transition into mitosis (6). Also, centrosomal Chk1 has
been shown to phosphorylate cdc25B inhibiting its activa-
tion of CDK1-cyclin B1 and thus mitotic spindle formation
and chromatin condensation (7). Furthermore, Chk1 plays
arole in spindle checkpoint function through regulation of

for cancer therapy as its inhibition leads to cell death in
many cancer cell lines (9).

Directions for Use: CST recommends transfection with
50 nM Chk1 siRNA 48-72 hours prior to cell lysis.

Quality Control: Oligonucleotide synthesis is monitored
base by base through trityl analysis to ensure appropriate
coupling efficiency. The oligo is subsequently purified by
affinity-solid phase extraction. The annealed RNA duplex

is further analyzed by mass spectrometry to verify the exact
composition of the duplex. Each lot is compared to the
previous lot by mass spectrometry to ensure maximum
lot-to-lot consistency.

Specificity/ Sensitivity: Chk1 siRNA | will inhibit human
and monkey Chk1 expression.

W—Western
Species Cross-Reactivity Key:
Dg—dog Pg—pig Sc—S. cerevisiae Ce—C. elegans

Applications Key: IP—Immunoprecipitation
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M—mouse ~ R—at
Hr—Horse

H—human

Aurora B and BubR1 (8). Chk1 has emerged as a drug target

IHC—Immunohistochemistry
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Western blot analysis of extracts from HeLa cells transfected
with non-targeted (-) or targeted (+) SiRNA. Chk1 was detected
using the Chk1 Antibody #2345, and p42 was detected using
the p42 MAPK Antibody #9108. The Chk1 Antibody confirms
silencing of Chk1 expression, and the p42 MAPK Antibody was
used to control for loading and specificity of Chk1 SIRNA.

ChIP—Chromatin Immunc IF—I

Entrez-Gene 1D #6198
Swiss-Prot Acc. #P23443

Storage: Chk1 siRNA is supplied in RNAse-free water. Aliquot
and store at -20°C.

Please visit www.cellsignal.com for a complete listing
of recommended companion products.
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fluorescence F—Flow cytometry ~ E-P—ELISA-Peptide

Hm—hamster ~ Mk—monkey ~ Mi—mink  C—chicken

All—all species expected

Dm—D. melanogaster X—Xenopus
Species enclosed in parentheses are predicted to react based on 100% homology.

Z—zebrafish ~ B—bovine



