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Description

llomastat (GM6001) is a potent and broad spectrum matrix metalloprotease (MMP) inhibitor, inhibits MMPs
(ICs0s, 1.5 nM for MMP-1; 1.1 nM for MMP-2; 1.9 nM for MMP-3; 0.5 nM for MMP-9), with a K; of 0.4 nM for

human skin fibroblast collagenase (MMP-1).

IC50 & Target

MMP-9 MMP-2 MMP-1 MMP-3 Fibroblast collagenase
0.5 nM (ICso) 1.1 nM (ICs0) 1.5 nM (ICso) 1.9 nM (ICso) 0.4 nM (Ki, Human skin)
Thermolysin Eastase

20 nM (Ki) 20 nM (Ki)

llomastat (GM6001) inhibits human skin fibroblast collagenase, thermolysin and elastase with Kis of 0.4

In Vitro nM, 20 nM, 20 nM, resepctively[1]. llomastat (0.1-10 nM) inhibits gelatinase A and gelatinase B produced
by T-cells. llomastat inhibits T-cell homing[4].
llomastat (GM6001) (400 pg/mL) inhibits corneal ulceration after severe alkali injury in animals[2]. llomastat
In Vivo (GM6001) significantly suppresses intimal hyperplasia and intimalcollagen content. llomastat increases
lumen area in stented arteries, shows no activity on proliferation rates in rabbit model after stenting[3].
In Vitro:
DMSO : 2 47 mg/mL (120.99 mM)
*">" means soluble, but saturation unknown.
1 mg 5mg 10 mg
Concentration
Preparing 1mM 2.5743 mL 12.8713 mL 25.7427 mL
Stock Solutions 5mM 0.5149 mL 2.5743 mL 5.1485 mL
10 mM 0.2574 mL 1.2871 mL 2.5743 mL
TR A AEAS R TR o AT R B B S B VA RIS 2 — BRSO, B3R 0RA7, iR
52 VR R B R R
il %0 A7 J7 UAYIFR: -80°C, 6 months; -20°C, 1 month. -80°C /I, i%7E 6 A H AAEA, -20°C
fEAERS, WA 1 AN AR
In Vivo:
TR 1 S2gazh P A 25 25 )5 AR PG 2 RV IR T 8- DUR VB IRDT SR S 4% 8 In Vitro Jy sV 75 11t
B BRI B 7«
SolventaSolubility | ___ymirsino s anmrintt, il & 0T SRR REAE 2 0F, 58X TR0 T, RIUED

FHIARC, SRAERS: DAV s 6 43 LR R A FE S O 20 AR P (AR AR S Ll e Rl 72 b 1
PLUTHE MTH LG, AT DA I B sl 75 1) 75 B

1 AE K I INAEFIAR: 10% DMSO—40% PEG300 —~5% Tween-80 — 45% saline

Solubility: = 2.5 mg/mL (6.44 mM); Clear solution
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BAB P IR IR R 10% DMSO  —~90% corn oil

Solubility: 2 2.5 mg/mL (6.44 mM); Clear solution
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To assess the effects of MMP inhibition, animals are given daily injections of either vehicle (“placebo
group”) or llomastat (GM6001) (100 mg/kg per day as subcutaneous suspension), beginning one
day before the second injury until seven days after the procedure. llomastat (GM6001) is a
Animal Administration | nonspecific hydroxamic acid-based MMPI with potent inhibitory activity against collagenase,
gelatinases and stromelysin. Animals are euthanized at either 1 week or 10 weeks after the second
injury. For biochemical studies, iliac artery tissue is removed under general anesthetic, followed by a
fatal intracardiac injection of thiopentol. For histomorphometric studies, iliac arteries are

perfusion-fixed in 10% buffered formalin for 20 min at a perfusion pressure of 80 mm Hg. [3]
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