FERAZFR: 2-[8-[(2-FKFHME ML FL G 2 ) HREE]-3,4-— & -2(1H) - Mk
FE]-5-[3-[4-[3-(— FFEEIE)-1-TTR-1-FE]-2-F K L] R 5] -4-E R R
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Description

A-1155463 is a highly potent and selective BCL-XL inhibitor with an EC50 of 70 nM in Molt-4 cell.

IC5¢ & Target

Bcl-xL Bcl-2

0.01 nM (Ki) 80 nM (Ki)

A-1155463 shows picomolar binding affinity to BCL-XL (Ki<<0.01 nM), and >1000-fold weaker binding to

In Vitro BCL-2 (Ki= 80 nM) and related proteins BCL-W (Ki= 19 nM) and MCL-1 (Ki> 440 nM) [2]. A-1155463
demonstrates strong growth inhibition of over half of the colorectal cell lines as defined by EC50 values <
0.5 v M in the presence of 10 % FBS[3].
In Vivo A-1155463 caused a mechanism-based and reversible thrombocytopenia in mice and inhibited H146 small
cell lung cancer xenograft tumor growth in vivo following multiple doses|[2].
In Vitro:
DMSO : 50 mg/mL (74.65 mM; Need ultrasonic)
H,0 : < 0.1 mg/mL (insoluble)
1mg 5mg 10 mg
Concentration
Preparing 1 mM 1.4930 mL 7.4650 mL 14.9301 mL
Stock Solutions 5mM 0.2986 mL 1.4930 mL 2.9860 mL
10 mM 0.1493 mL 0.7465 mL 1.4930 mL
TRAREE 7 it FE AN IRV 7R o F VA AR R e B S (K VA ARV R . — ELRC ROV, B AR AT, R
5 VR R B i R A
ik T 747 )7 AT -80°C, 6 months; -20°C, 1 month. -80°C fi {7 i, it 6 A WAL, -20°C
fELEIE, A 1 A H A
In Vivo:
T AR 5 1y S0 s W A2 245 ) s PR 2 RTE R 7 8. LRV S8 6 4% T In Vitro U7 =S B 1 ik
Bl RIS BV 77 -
Solvent&Solubility SIRAESE 8 FA AT AR, A 5 T SRR B 0, OB R (PSRRI TR, RS

IS, BRAER;  DUR AT R 10 0 R AR A AR T 208 D iR AR b e RS AR v
BUTHE MBS, wT LU R sk 7 i O S i

VAR IR R): 10% DMSO—40% PEG300 —5% Tween-80 — 45% saline

Solubility: = 2.5 mg/mL (3.73 mM); Clear solution

WT7 3R 2 2.5 mg/mL (3.73 mM, EFIREEAREN) ISR

P4 mL TAERCAH], B 100 L 25.0 mg/mL 13 DMSO fi %N 400 uL PEG300 1, A#5%
A ER R Z AN 50 pL Tween-80, TR&EIS); SRF4REEINA 450 pL AEF K ERZE 1 mL.

2 R AR IEERER:  10% DMSO— 90% (20% SBE-B-CD in saline)

Solubility: 2.5 mg/mL (3.73 mM); Suspended solution; Need ultrasonic

BETT 3RS 2.5 mg/mL (3.73 mM)#5 ST, i n] T I R A

PL1mL TAERNH], B 100 uL 25.0 mg/mL (334 DMSO i %] 900 uL 20% ¢ SBE-B-CD ‘&
HERKOKIERT, IREHA.




BAB K P IRINA R 10% DMSO  —~90% corn oil

Solubility: = 2.5 mg/mL (3.73 mM); Clear solution

W7 Z 3R 2 2.5 mg/mL (3.73 mM, MR ARS) (EEEWL M7 R ANE A TSR A A H LA
S5

PAA mL CAE#CAMH], B 100 pl 25.0 mg/mL )3 DMSO fili %0 900 pL oK, A5,
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Mice: Following a single 5 mg/kg IP dose of A-1155463 in nontumor bearing SCID-Beige mice,
Animal Administration platelet counts fell dramatically as measured at 6 h postdose and then rebounded to normal levels
within 72 h. A-1155463 is then administered to SCID-Beige mice that had been inoculated with

BCL-XL-dependent H146 tumor cells with a daily dose at 5 mg/kg IP for 14 days[2].
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