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Product Data Sheet

Product Name: FEN1-IN-SC13
Cat. No.: GC63981

Chemical Properties

Cas. No. 2098776-03-3

Formula C24H23N303S M.Wt  433.52
Solubilit DMSO : 62.5 mg/mL (144.17 mM; ultrasonic and warming Storage Store at
Y and heat to 60°C) 9€ 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.

General
tips

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

Structure FEN1-IN-SC13

Protocol

Cell experiment [1]:

TC-YIK cells (human small cell neuroendocrine
carcinoma of the cervix cell line)

Cell lines

TC-YIK cells were maintained in Dulbecco's modified
Eagle's medium (DMEM) supplemented with 10% fetal

Preparation Method bovine serum (FBS) and 1% penicillin/streptomycin at
37°C, 5% CO2. TC-YIK cells were treated with FEN1-IN-
SC13 at 40uM for 24-72 hours.

Reaction Conditions 40uM; 24-72h

Caution: Product has not been fully validated for medical applications. For research use only.
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Applications

Animal experiment [2]:

Animal models

Preparation Method

Dosage form

Applications

FEN1-IN-SC13 significantly suppressed cell viability at 72
hours and reduced colony formation. FEN1-IN-SC13
induced apoptosis increase in apoptotic rate and caused
G2/M phase cell cycle arrest. FEN1-IN-SC13
downregulated FEN1, PCNA, BCL-2, and PIK3CA
expression while upregulating Caspase-9, confirming
dual inhibition of DNA replication and promotion of
mitochondrial apoptosis.

Female nude mice (BALB/c background)

Mice were subcutaneously inoculated with HelLa cells
(2x106° cells/mouse). After tumor establishment (~80-
100mm?3), mice were intraperitoneally administered
FEN1-IN-SC13 (200ug/mouse) daily for 5 consecutive
days, with local ionizing radiation (IR; 10Gy) applied on
the third day. Tumor volume and body weight were
monitored every 6 days for 30 days.

200pg/mouse; i.p.; Daily for 5 days

FEN1-IN-SC13 combined with IR significantly suppressed
tumor growth and enhanced radiotherapy sensitivity
without inducing systemic toxicity.

Caution: Product has not been fully validated for medical applications. For research use only.
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Background

FEN1-IN-SC13 is a small molecule inhibitor specifically targeting flap structure-specific
endonuclease 1 (FEN1)[1]. FEN1-IN-SC13 demonstrates significant potential in the field

of antitumor drug development[z].

In vitro, treatment of TC-YIK cells (a small cell neuroendocrine carcinoma of the cervix
cell line) with 40uM FEN1-IN-SC13 for 48-72 hours significantly inhibited tumor cell

proliferation and colony formation, and induced apoptosis and G2/M phase arrest[31].
Pre-treatment of breast cancer MCF7 cells, MDA-MB-231 cells, and various other tumor
cell lines with 5-50uM FEN1-IN-SC13 specifically inhibits the flap endonuclease activity of
FEN1, interfering with Okazaki fragment maturation and long-patch base excision repair.
This leads to DNA replication blockage, accumulation of double-strand breaks, and
subsequently induces G1 phase cell cycle arrest, chromosomal instability, and

apoptosis[4].

In vivo, intraperitoneal injection of 5mg/kg FEN1-IN-SC13 every other day, combined
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with intravenous infusion of MSLN CAR-T cells (5x10¢cells per mouse) in tumor-bearing
B-NDG mice (subcutaneously inoculated with HelLa cells), FEN1-IN-SC13 significantly
promoted CAR-T cell infiltration into solid tumors and enhanced antitumor activity

without causing significant systemic toxicity[5]. Daily intraperitoneal injection of 200ug
FEN1-IN-SC13 for 5 consecutive days, combined with local ionizing radiation (IR, 10Gy)
in tumor-bearing nude mice (subcutaneously inoculated with HelLa cells), FEN1-IN-SC13
significantly suppressed tumor growth and enhanced radiosensitivity without inducing

notable systemic toxicity[G].
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