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Chemical Properties

Cas. No.

Chemical
Name

SMILES

Formula

Solubility
General
tips

Shipping
Condition

Structure

Protocol

842133-18-0

(2S,3R,4R,5S,6R)-2-[3-[[5-(4-fluorophenyl)thiophen-2-ylmethyl]-4-methylphenyl]-6-(hyd
roxymethyl)oxane-3,4,5-triol

CC1=C(C=C(C=C1)C2C(C(C(C(02)CO)0)0)0)CC3=CC=C(S3)C4=CC=C(C=C4)F

CogqHo5FO5S M. Wt 444 .52

> 22.25mg/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]:

Cell lines

HL-1 cells
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Cells were cultured in high-glucose DMEM, supplemented with 10% fetal bovine
serum and 1% penicillin-streptomycin antibiotic in an incubator of 5% CO» at

37°C. For inducing a lipotoxic cardiomyocyte model, cells were seeded into cell
culture dishes or plates at an appropriate density and stimulated with 0.1mM
palmitic acid for 24h in the presence or absence of Canagliflozin (5pg/mL).

Preparation Method Bovine serum albumin used to liquefy palmitic acid, was also added to blank
control cells. COX-2 inhibitor celecoxib (5pug/mL), INOS inhibitor SMT (10uM),
and the ferroptosis inhibitor Fer-1 (5puM) were added simultaneously with
palmitic acid. AMPK inhibitor Compound C (5pg/mL) was added with palmitic
acid and Canagliflozin.

Reaction

S5pg/ml; 24h
Conditions HY

Canagliflozin attenuates lipotoxicity in cardiomyocytes by inhibiting inflammation
Applications g P y yory y g

and ferroptosis through activating AMPK pathway in HL-1 cells.

Animal experiment [2]:

Animal models Male C57BL/6J mice
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Male C57BL/6J mice aged 6-8 weeks were kept under specific-pathogen-free
(SPF) environment (room temperature 22+2°C, humidity 55+5%, 12h light/12h
dark cycle), with unrestricted access to food and water.

Mice were allowed to acclimatize in the laboratory environment for 1 week
before the beginning of the experiment.

Diabetic cardiomyopathy (DCM) model establishment: The mice were given a
single intraperitoneal injection of 150mg/kg 1% streptozotocin (STZ, dissolved in
0.1 mol/L sodium citrate buffer, pH = 4.4-4.6). Mouse blood from the tail vein

Preparation Method was collected in each group of the model mice and tested by glucose meter on

Dosage form

Applications

References:

day 3, 5 and 7 after injection. The mice with random blood glucose
levels>16.7mmol/L were considered as diabetic models, and then kept for 4
weeks to induce DCM.

DCM group: DCM model mice were treated with saline for 6 weeks; DCM +
Cana group: DCM model mice were treated with 20mg/kg/d Canagliflozin for 6
weeks. On the last day, electrocardiogram examination was performed after the
drug intervention, then all animals were weighted and sacrificed, heart tissues
were removed freshly and aseptically for measurement.

20mg/kg; i.p. ; 6 weeks

Canagliflozin mitigates ferroptosis and improves myocardial oxidative stress in
mice with diabetic cardiomyopathy.
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Background

Canagliflozin is a sodium glucose co-transporter (SGLT) 2 inhibitor in clinical development for the

treatment of type 2 diabetes mellitus[1].

Canagliflozin demonstrates selective inhibition of SGLT2 in CHOK cells, with IC 5q values of 2nM,

3.7nM, and 4.4nM for mSGLT2, rSGLT2, and hSGLT2, respectively[z]. Canagliflozin is a novel

inhibitor of vascular smooth muscle cell proliferation and migration[3].

Canagliflozin (50uM; 24h) inhibits cell cycle progression and DNA synthesis in rat vascular smooth
muscle celll3]. Canagliflozin (5pg/ml; 24h) attenuates lipotoxicity in cardiomyocytes by inhibiting
inflammation and ferroptosis through activating AMPK pathway in HL-1 cells[4], Canagliflozin (50pM;
48h) significantly reduced SKBRS cell proliferation in the presence of glucose (11mM,; 48h)[5].

Canagliflozin (14.4mg/kg; oral adminstration; 23 months) significantly improved central Insulin
(BU/kg; i.p. ; 15min) sensitivity in the hypothalamus and the hippocampus of 30-month-old male

micel®l. Canagliflozin (20mg/kg; i.p. ; 6 weeks) mitigates ferroptosis and improves myocardial

oxidative stress in mice with diabetic cardiomyopathy[7].
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