
L-NIL

Cat. No.: HY-12116

CAS No.: 53774-63-3

Molecular Formula: C₈H₁₇N₃O₂

Molecular Weight: 187.24

Target: NO Synthase

Pathway: Immunology/Inflammation

Storage: -20°C, sealed storage, away from moisture
* In solvent : -80°C, 6 months; -20°C, 1 month (sealed storage, away from moisture)

SOLVENT & SOLUBILITY

In Vitro H2O : 50 mg/mL (267.04 mM; Need ultrasonic)
DMSO : < 1 mg/mL (insoluble or slightly soluble)

Concentration

Solvent
Mass

1 mg 5 mg 10 mg

1 mM 5.3407 mL 26.7037 mL 53.4074 mL

5 mM 1.0681 mL 5.3407 mL 10.6815 mL

Preparing 
Stock Solutions

10 mM 0.5341 mL 2.6704 mL 5.3407 mL

Please refer to the solubility information to select the appropriate solvent.

In Vivo Add each solvent one by one:  PBS
Solubility: 100 mg/mL (534.07 mM); Clear solution; Need ultrasonic

1. 

BIOLOGICAL ACTIVITY

Description L-NIL is an inducible NO synthase inhibitor, with an IC50 of 3.3 μM for miNOS[1][2][3].

IC₅₀ & Target iNOS

In Vitro L-NIL produces a concentration-dependent inhibition of both the mouse inducible NOS (miNOS) and the rat brain 
constitutive NOS (rcNOS) and is considerably more potent for miNOS. The IC50 values for L-NIL with miNOS and rcNOS are 
3.3 and 92 pM, respectively, indicating that L-NIL is 28-fold more selective for miNOS. In addition, L-NIL has approximately 6-
fold greater potency for miNOS than either L-NMA or L-NNA[3].
MCE has not independently confirmed the accuracy of these methods. They are for reference only.

L-NIL (10 and 30 mg/kg, IP) prevents the inflammation, oxidative stress and autophagy induced by renal IR in mice[1].
MCE has not independently confirmed the accuracy of these methods. They are for reference only.

In Vivo
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Animal Model: Adult male Balb/c (20-25 g)[1].

Dosage: 10 and 30 mg/kg.

Administration: Intraperitoneally at the end of CLP and at 6 h after sepsis induction.

Result: Led to a negligible increase in plasma NGAL compared to sham mice. 
Led to a significant decrease in both TLR4 and IL1β protein contents and clusterin 
transcript. 
Showed an increase in NFAT5 mRNA levels, as compared with mice treated with vehicle. 
Promoted a decrease in AR protein expression, as compared with animals treated with 
vehicle. 

CUSTOMER VALIDATION

See more customer validations on www.MedChemExpress.com
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