
Product Name: Guadecitabine sodium
Cat. No.: GC36196

Chemical Properties

Cas. No. 929904-85-8

SMILES O=C1C2=C(N([C@H]3C[C@H](O)[C@@H](COP(O[C@@H]4[C@@H](CO)O[C@@H](
N5C=NC(N)=NC5=O)C4)([O-])=O)O3)C=N2)NC(N)=N1.[Na+]

Formula C18H23N9NaO10P M.Wt 579.39

Solubility DMSO: 50 mg/mL (86.30 mM);
Water

Storage Store at -20°C

General
tips

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

Shipping
Condition

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

Structure

Protocol

Cell experiment [1]:
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Cell lines 22Rv1 cells

Preparation
Method

22Rv1 cells were cultured in RPMI 1640 medium, supplemented with 10%
fetal bovine serum (FBS), and 1% penicillin/streptomycin at 37°C in an
incubator with 5% CO2. Cells were seeded in a 96-well plate at a density of

5×104 cells/well overnight. Cells were treated with different concentrations of
Guadecitabine sodium (0, 5, 10, 15, 20, and 25µM) for 72h. Subsequently, the
cell viability was detected.

Reaction
Conditions

0, 5, 10, 15, 20, and 25µM; 72h

Applications
Guadecitabine sodium treatment reduced the cell viability of 22Rv1 cells in a
dose-dependent manner.

Animal experiment [2]:

Animal models C57BL/6J mice

Preparation
Method

C57BL/6J mice (8-week-old) were maintained on a 12:12h light-dark schedule
in a temperature-controlled, specific pathogen-free facility and fed standard
laboratory mouse chow. Mice were shaved and injected s.c. in the right flank

with 105 B16F10 cells (>90% viable) in a volume of 0.1ml serum-free medium.
Guadecitabine sodium was diluted in PBS and given to mice by i.p. (1mg/kg)
from day 3 to 16, daily, post injection of B16F10cells. Tumor volume was
calculated daily.

Dosage form 1mg/kg/day; 13 days; i.p.
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Applications
Guadecitabine sodium treatment inhibited tumor growth in mice with B16F10
xenografts.
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Background

Guadecitabine sodium is a dinucleotide of decitabine (the active metabolite) and deoxyguanosine,

resistant to cytidine deaminase[1]. Gradual release of decitabine from Guadecitabine sodium after
subcutaneous injection results in more sustained levels of decitabine, prolonging the exposure
window, which allows more incorporation into the DNA of leukemia cells during the synthesis phase

of the cell cycle, inducing DNA demethylation and causing cytotoxicity[2]. Guadecitabine sodium has
been widely used in tumor research to overcome drug resistance and inhibit the growth of various

cancer cells[3].

In vitro, Guadecitabine sodium treatment for 5 days significantly inhibited the viability of SK-UT1 and

SK-LMS cells, with IC50 values of 0.3µM and 9.6µM, respectively [4]. Guadecitabine sodium

treatment (1µM) for 72 hours markedly reduced the proliferation of HepG2 and Huh-7 cells, and led

to a decrease in the methylation levels of CDKN2A, DLEC1, and RUNX3[5]. Treatment with 10µM
Guadecitabine sodium for 5 days reduced the protein level of DNMT1 in DU145 cells and increased

the protein levels of H3K4me1 and H3K4me2[6].

In vivo, Guadecitabine sodium treatment via intraperitoneal injection at a dose of 50µg/day for 4 days
led to a reduction in tumor volume and a decrease in myeloid cells within 4T1 tumor-bearing Balb/cJ
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mice[7]. Daily intraperitoneal injection of Guadecitabine sodium (1mg/kg) was administered for 13
days, which inhibited the tumor growth in the B16F10 xenograft mouse model and reduced the DNA

methylation level in the tumors[8].
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