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Product Name: SCR7

Cat. No.:

GC12106

Chemical Properties

Cas. No.

Chemical
Name

SMILES
Formula
Solubility

General
tips

Shipping
Condition

Structure

Protocol

1533426-72-0

5,6-bis((E)-benzylideneamino)-2-thioxo-2,3-dihydropyrimidin-4(1H)-one

S=C(NC(/N=C/C1=CC=CC=C1)=C2/N=C/C3=CC=CC=C3)NC2=0
C18H14N40S M. Wt 334.39

> 16.7195mg/mL in DMSO Storage  Store at -20°C

For obtaining a higher solubility , please warm the tube at 37 °C and shake it in the
ultrasonic bath for a while.Stock solution can be stored below -20°C for several months.

Evaluation sample solution : ship with blue ice All other available size: ship with RT , or
blue ice upon request.

Cell experiment [1]:
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A549 cells were treated with an increasing concentration of SCR7 (10, 50, 100,
and 250uM) for 48h. Cell proliferation was then evaluated by MTT assay. The
medium was then changed with MTT solution (0.5mg/ml) in DMEM or RPMI
without phenol red and FBS; cells were incubated at 37°C for 30min and violet
precipitate was dissolved with isopropanol. Absorbance at 550nm was
measured through a Plate reader.

Preparation Method

Reaction
i 10, 50, 100, and 250uM, 48h
Conditions
Applications SCRY7 can induced cytotoxicity in A549 cells.

Animal experiment [1]:

Animal models BALB/c mice bearing EAC tumors

Mice bearing EAC tumors were treated with SCR7 (10mg/kg, six doses). Ki67
(a cell proliferation marker), p21 (cell cycle regulator) and apoptotic markers
such as BID and Caspase 3 were measured in treated sections by
immunohistochemistry.

Preparation Method

Dosage form 10mg/kg, every alternate day for six doses, i.p.

Accumulation of DSBs upon SCR7 treatment activates p53-mediated intrinsic

Applications
PP pathway of apoptosis in BALB/c mice.
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Background

SCR?7 is a small molecule inhibitor of DNA Ligase IV [11[2] which inhibits the non-homologous end-
joining (NHEJ) pathway by binding to the DNA binding domain (DBD) of Ligase IV [3]. SCR7 is
commonly used in cancer therapeutic research [4] and serves as a valuable tool for improving the

efficiency of genome editing [5],

SCRY7 exhibits concentration- and time-dependent cytotoxicity in DLBCL cells (SUDHLS) via both
extrinsic and intrinsic apoptosis pathways. In SUDHLS8 cells, treatment with SCR7 at 100 and 250uM
for 48 and 72 hours increases mitochondrial membrane potential, causes translocation of
phosphatidylserine to the cell surface, and raises the expression of double-strand break repair

proteins and apoptotic markers [6].

SCR7 (10mg/kg, every alternate day for six doses, i.p.) treatment can significantly enhance the the
effect of radiation in mice with Dalton's lymphoma (DLA) liquid tumors. The combination of SCR7 and
ionizing radiation (IR) can markedly reduce tumor growth and improve the survival rate of tumor-

bearing mice [71.
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