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(S)-(+)-Rolipram
(S)-(+)-M&F¥2%; (+)-Rolipram; (S)-Rolipram
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(S)-(+)-Rolipram is a PDE4-inhibitor and an anti-inflammatory agent, less potent than its R enantiomer.
Target: PDE4B; PDE4D Rolipram, a selective inhibitor of the cyclic AMP-specific phosphodiesterase (PDE
IV). Rolipram did not inhibit 5-lipoxygenase activity but did inhibit human monocyte production of

leukotriene B4 (LTB4, IC50 3.5 microM). Rolipram inhibited arachidonic acid-induced inflammation in the

Description mouse, while the low Km-cyclic-GMP PDE inhibitor. Rolipram had a modest effect on LTB4 production in
the mouse, but markedly reduced LTB4-induced PMN infiltration [1]. In humans and animals rolipram
produces thereby a variety of biological effects. These effects include attenuation of endogenous
depression and inflammation in the central nervous system (CNS), both effects are of potential clinical
relevance [2].

In Vitro:
DMSO : 100 mg/mL (363.19 mM; Need ultrasonic)
1 mg 5mg 10 mg
Concentration
Preparing 1 mM 3.6319 mL 18.1594 mL 36.3187 mL
Stock Solutions 5 mM 0.7264 mL 3.6319 mL 7.2637 mL
10 mM 0.3632 mL 1.8159 mL 3.6319 mL
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Solubility: = 2.5 mg/mL (9.08 mM); Clear solution

10% DMSO—40% PEG300 —5% Tween-80 — 45% saline

W77 FEATERAS 2 2.5 mg/mL (9.08 mM, YEFIEE AR ) VAT
PL 1 mL TAERCNMH, B 100 uL 25.0 mg/mL (75 DMSO fif#m# 400 uL PEG300 1, E&5k
i) ER A FR I 50 pL Tween-80, JR&INE); SRF4RSEINAN 450 pL AEFEAE RS 1 mL.

25 IR INAERE A 10% DMSO— 90% (20% SBE-B-CD in saline)

Solubility: = 2.5 mg/mL (9.08 mM); Clear solution
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Solubility: = 2.5 mg/mL (9.08 mM); Clear solution

10% DMSO  —90% corn oil
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