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Taselisib (GDC-0032) is a potent PI3K inhibitor targets PIK3CA mutations, with Kis of 0.12 nM, 0.29 nM,
Description
0.97 nM, and 9.1 nM for PI3K3, PI3Ka, PI3Ky and PI3KB, respectively.

IC50 & Target PI3K5 PI3Ka PI3Ky PI3KB

0.12 nM (Ki) 0.29 nM (Ki) 0.97 nM (Ki) 9.1 nM (Ki)

Taselisib (GDC-0032) (100 nM) inhibits AKT/mTOR signaling in PIK3CA mutant cell lines but not in cells
In Vitro with loss or mutation of PTEN; Taselisib (GDC-0032) enhances radiation-induced apoptosis and inhibits
growth in head and neck cancer cell lines that are sensitive to its single-agent activiy[1]. Taselisib
(GDC-0032) enhances the effects of MEK1/2 inhibition on both BRAFV600E/PTENNull human melanoma

cells autochthonous mouse melanomas|[2].

Taselisib (GDC-0032) (5 mg/kg, p.o.) potently impairs PI3K signaling and enhances the efficacy of
fractionated radiotherapy; Taselisib (GDC-0032) and radiation is more effective than either treatment alone
In Vivo in  nude mice implanted with subcutaneous Cal-33 xenografts[1]. The vehicle-treated
BRAFV600E/PTENNull melanoma-bearing mice experiencs initial tumor regression after treatment with

Taselisib (GDC-0032) (22.5 mg/kg, p.o.)[2].

In Vitro:

DMSO: 50 mg/mL (108.57 mM; Need ultrasonic)

Solvent Mass
1mg 5mg 10 mg
Concentration

Preparing 1 mM 21714 mL 10.8571 mL 21.7141 mL
Stock Solutions 5 mM 0.4343 mL 21714 mL 4.3428 mL
10 mM 0.2171 mL 1.0857 mL 21714 mL

TR S TEAS R VA T h A VA AR R IR P A G VA RIS it 4530 — ELECIUBR, B3R IRTT, iR
SR RIS BRI TR 2R AL

it % R KA AF )7 AR -80°C, 6 months; -20°C, 1 month. -80°C f#A4#i, il7E 6 ANH A, -20°C
fEAERT, WEEE 1 ASH P

In Vivo:

T AR 1 1 SRS B P AN 25 24 77 O PRIE VA AR T 58 . DL RV AR T R AT St In Vitro J7 URC HI VI 1 if
HW PRI I ) -
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VA KPR A FE7): 10% DMSO—40% PEG300 —5% Tween-80 — 45% saline

Solubility: = 2.5 mg/mL (5.43 mM); Clear solution

W% 354 2 2.5 mg/mL (5.43 mM, HRIEERST) BIVES .

LL1mL CAERCE], T 100 pL 25.0 mg/mL HIs DMSO 4 inE] 400 uL PEG300 1, A H#5%
i) Fid R RN 50 L Tween-80, TRAHI5T; SRS 4REEIMAN 450 pL A #HKERZE 1 mL.




205K P IR 10% DMSO— 90% (20% SBE-B-CD in saline)

Solubility: =2.5 mg/mL (5.43 mM); Clear solution

W7 %R 348 2 2.5 mgimL (5.43 mM, HRIEE AR 1R .

PL 1 mL AR, B 100 pL 25.0 mg/mL fJ#7E DMSO £ & #{in%)] 900 uL 20% K SBE-B-CD ‘E

KA, IREI.

3AFKFEI I F: 10% DMSO  —~90% corn oil

Solubility: 2 2.5 mg/mL (5.43 mM); Clear solution

W7 R A3k 2 2.5 mg/mL (5.43 mM, HIRIEEARKN) (IS, 7 RANIE T 9830 FYIZE A H B
PR

DLt mL TAERCAH], B 100 pL 25.0 mg/mL [¥)#{% DMSO fi##iUnE] 900 pL Foki+, REEIS .
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SERS%.
Cells are seeded in replicates of 6 in 96-well plates with 500 to 5,000 cells/well overnight and then
Cell Assay treated with Taselisib (GDC-0032). After 4 days, the media are removed and the cells are fixed with

4% glutaraldehyde for 30 minutes. Fixed cells are stained with 0.1% crystal violet for 2 minutes, then

washed, and dissolved in 10% acetic acid. [1]

Six-week-old Nu/Nu mice are injected bilaterally with 5x10° cells resuspended in 200 pL of culture

3

media and Matrigel mixed in a 1:1 ratio. After tumors reache approximately 100 to 200 cm*, mice

Animal Administration | are randomized into treatment arms with 8 to 10 tumors per group. Taselisib (GDC-0032) (5 mg/kg)

is dissolved in a vehicle containing 0.5% methylcellulose with 0.2% TWEEN-80 and is administered

via daily oral gavage. [1]
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