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Product Data Sheet

Product Name: Alectinib Hydrochloride
Cat. No.: GC35280

Chemical Properties
Cas. No. 1256589-74-8

SMILES  [H]CI.N#CC1=CC2=C(C3=C(N2)C(C)(C4=CC(N5CCC(CC5)N6CCOCCH)=C(C=C4C3=
0)CC)C)C=CH

Formula  C3gH35CIN4O2 M.Wt 519.08

Solubility DMSO: 6 mg/mL (11.56 mM and Storage  Store at -20°C
warming)

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

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

Structure

Protocol

Cell experiment [1]:
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Cell lines U87MG cells

U87MG cells were cultured in RPMI-1640 medium supplemented with 10% fetal
bovine serum (FBS) and penicillin-streptomycin (1%) at 37°C in a humidified

Preparation Method atmosphere containing 5% CO»2. The cells were cultured in 96-well plates
overnight and incubated with various concentrations of Alectinib Hydrochloride
(0, 1, 2, 5, and 10uM) for 48 hours and analyzed for viability.

Reaction
0,1, 2,5, and 10uM; 48h
Conditions H
L Alectinib Hydrochloride treatment decreased the cell viability of U87MG cells in
Applications

a dose-dependent manner.

Animal experiment [2]:
Animal models Female BALB/c nude mice

Female BALB/c nude mice (6 weeks old) were fed with sterilized food and water
and housed in a barrier facility. The light/dark cycle was 12 hours. H3122 cells

(5x1 06) were injected bilaterally subcutaneously into the mice's backs. The
vectors and Alectinib Hydrochloride (10mg/kg) were administered by gavage,
once a day, five times a week. The tumor volume was measured twice a week,

Preparation Method

and the calculation formula was: width2xlength/2, for a duration of 4 weeks.

Dosage form 10mg/kg/day for 4 weeks; p.o.

Alectinib Hydrochloride treatment suppressed tumor growth in the H3122 cell

Applications
PP xenograft mouse model without affecting body weight.
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Background
Alectinib Hydrochloride is a potent, selective, and orally available ALK inhibitor with an IC 50 value of
1.9nM and a K value of 2.4nM [11. Alectinib Hydrochloride suppresses the L1196M-mutant ALK with

an ICgq of 1.56nM[2]. Alectinib Hydrochloride increases the intracellular accumulation of

ABCB1/ABCG2 substrates such as doxorubicin (DOX) and Rhodamine 123 (Rho 123) by inhibiting
the efflux function of the transporters in ABCB1- or ABCG2-overexpressing cells, and stimulates

ATPase activity and competed with substrates of ABCB1 or ABCG2I3]. Alectinib Hydrochloride has

been widely used to inhibit the growth of lung cancer cells with ALK mutationsl4].

In vitro, Alectinib Hydrochloride treatment for 48 hours significantly inhibited the proliferation of
H2228 cells and ABC-11 cells, with IC5q values of 0.03uM and 0.13pM, respectively[5]. Treatment
with 30nM Alectinib Hydrochloride for 48 hours significantly inhibited ALK-mediated neurite growth in

PC12 cellsl®l. Treatment with 10uM Alectinib Hydrochloride for 48 hours induced apoptosis in
U87MG cells, inhibited the tyrosine phosphorylation of STAT3, and activated the tyrosine

phosphorylation of Janus kinase 2 (JAK2)[7].

In vivo, Alectinib Hydrochloride treatment at a single dose of 50mg/kg via intraperitoneal injection for
24 hours significantly reduced cerebral infarction and neurological deficits in the ischemic stroke
mouse model, as well as the loss of cerebral vascular integrity and damage to the blood-brain

barrierl8l. Oral administration of 10mg/kg of Alectinib Hydrochloride daily for 4 weeks significantly
inhibited tumor growth in a H3122 cell-xenograft mouse model, without affecting the body weight of

the mice[g].
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