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DRUG PROFILE
CILOSTAZOL activity of drug and its metabolites is similar with mild renal
Cilostazol is quinolin derivative; - its metabolites are cyclic and hepatic impairment and also in normal subjects.
AMP (CAMP) phosphodiesterase 111 inhibitors (PDE |11 Indlcatlons.. Cllqstazol is mdlgateo! for the reqluctlon of
inhibitors). Inhibition of phosphodiesternase acticvity symptoms of intermittent claudication; improves pain freeand
suppresses CAMP degradation with a resultant increase in maximal walking distance, hasfavourableeffectsonlipids.
EAMP in platelets and blood vessels leading to inhibition of Dosage and administration : Recommended dosage of drug
platelet aggregation and vasodilatation, respectively. It is 100 mg BD, to be taken half an hour before meals or two
reversibly inhibits platel et aggregation induced by avariety of hours after food. o "
stimuli, including thrombin, ADP, collagen, arachidonic acid, Contra-indication : &) Constraindicationsare hypersensitivity
epinephrine and stress. It produces non-homogenous dilatation to the drug; b) congestive heart failure of any severity; c)
of vascular bedswith greater dilatation in femoral bedsthanin pregnancy and d) nursing mothers and children. ,
vertebral, carotid or superior mesenteric arteries. Adver sereactions: Commonly observed side effectsinclude
Pharmacokinetics: It is absorbed after oral administration; gwag:ueéedkﬁgceﬁedhzi;nrﬁ? ancri] pa(l)?g]astilgrr:at;)(\:/ﬁr 2;398
it is 95-98% protein bound, and extensively metabolized by ar?f): thmia. not remm,/ od b di:\Ia sigp ’ Y e
L3 S SIS B E Y (e WIS [l b L ] Carﬁiova?cular effects : I)lncree)n/sed heart rate, ventricular
elimination of celostazol is via the urine (74%) with the remature combl exes ndn sustained VT isr o;ted
remainder excreted in thefeces (20%). Thetotal pharmacologic P P ' . N )
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