
STAVACOR'" 
Pravastatin Sodium tablets 

Q UALIT AT IVE & Q UANTIT ATI VE DESC RIPTION 
PRA VAST ATIN SODIUM is onc of a new class of lipid-lowering com­
pounds, the HMG-CoA reductase inhibitors. which reduce cholesterol 
biosynthesis. These agents are competitive inhibi tors of3-hydroxy-3-lllclhyl­
glutaryl-cocnzymc A (HMG-CoA) reductase. the enzyme c(I\illyzing the 
early ratc-limiting step in cholesterol biosynthesis. conversion of HMG-CoA 
to mcvalonatc. 
STAVACOR k is avai lable for oral administration as \0 mg brownish-pink 
round scored tablets. 20 mg brownish-yellow round scored tablets and 40 mg 
yellowish-green round scored tablets. Each ST AV ACOR,!! tablet contains 10 
mg. 20 mg or 40 mg oflhe active prav3statin sodium. The wblet core cxcipi­
ems are: croscarnlellose sodium. lactose. magnesium oxide. magnesium 
stearate. microcrystalline cellulose. and povidone. The 10 mg tablet also con­
tains red ferric o.''<ide. the 20 mg tablet also contains yellow ferric oxide and 
the 40 mg tablet also contains grccn lake blend (mixture of D&C yellow No. 
10 Alurninum lake and FD&C blue No. 2 Aluminum lake) 
INDICATIONS AND USAGE 
Therapy with PRA VASTAT1N SODIUM should be considered in those indi­
viduals at increased risk for atherosclerosis-related clinical events as a func­
tion of cholesterol level. the presence or absencc of coronary hean disease, 
and other risk factors . 
Primary Prevention of Coronary Events: In hypercholesterolemic patients 
without clinically evident coronary hean disease. PRAVASTATIN SODI­
UM is indicated to· 
- Reduce the risk of myocardial infarction 
- Reduce the risk of undergoing myocardial rcvascularizatioll proccdurt!s 
- Reduce the risk of cardiovascular mortality with no increase in death from 
non-cnrdiovascular causes 
Seconda ry Prevcntion of Cardiovascula r [ \'ents: In patients with clinically 
evident coronary heart disease, PRA VASTATIN SODIUM is indicated to: 
- Rcduce the risk of IOta! mortality by reducing coronary death 
- Reduce the risk of myocardial infarction 
- Reduce the risk of undergoing myocardial revascularization procedures 
- Reduce the risk of stroke and stroke/transient ischemic attack (TIA) 
- Slow the progression of coronary atherosclerosis. 
Hyperlipidemia : PRA VAST ATIN SODIUM is indicated as an adjunct to 
dicl to reduce elevated Total-C, LDL-C, Apo B, and TG levels and to 
increase HDL-C in pat ients with primary hypereholesterolemia and mixed 
dyslipidemia (Frcdrickson Type lla and li b). 
PRAVASTATIN SODIUM is indicllled as adjunctive therapy to diet for the 
treatment of patients with elevated scrum triglyccride levels (Fredrickson 
Type IV). 
PRAVAST ATIN SOD IUM is indicated for the treatment of patients with pri­
mary dysbetalipoprotcincmia (Fredrickson Type 111) who do 1101 respolld ade­
quately to diet. 
PRAVASTATIN SODIUM is indicuted as an adjunct to diet and li fe-style 
modification for treatment of HeF H in children and adolescent patients ages 
8 years and older if after an adequate trial of diet the following findings arc 
present. 
LDL-C remains;:::: 190 mgldL or LDL-C rema ins::: 160 mg/dL and; 
- there is a positive family history of pr em at lITe cardiovascu lar disease or 
- two or more other CVD risk factors are prescnt in the paticnt. 
Lipid-altering agents should be used in addition to a diet restricted in saturat­
ed fat and cholesterol when the response to diet and other nonphamlacologi­
cal measures alone has been inadequate. 
Prior to initiating therapy with pravastatin, secondary causes for hypercho­
lesterolemia (e.g .. poorly controlled diabetes melli tus, hypothyroidism, 
nephrotic syndrome, dysproteinemias, obstructive liver disease, other drug 
therapy, alcoholism) should be excluded, and a lipid profile performed to 
measure Total-C, HD L-c' and TG, For pat ients with triglycerides (TG) ..... 400 
mgld L «4.5 mmol/L), LDL-C Clm be estimated using the fo llowing equa­
tion: LDL-C=Total-C - HDL-C - 1/5 TG 
For TG levels >400 mgldL (>4.5 mmo]/L), this equation is less accurate and 
LDL-C concentrations should be detennined by ultracentrifugation. In many 
hypcrtriglyceridemic patients, LDL-C may be low or nonnal despite elevated 
Total-C. In such cases. HMG-CoA reductase inhibitors are not indicated. 
Lipid detemlinations should be pcrfonncd at intervals of no less than four 
weeks and dosage adjustcd according 10 the patient's response to therapy. 
After the LDL-C goal has been achieved. if the TG is stit! ::: 200 mgldL, non­
HD L-C (Total-C minus HD L-C) becomes a secondary target of therapy. 
Non- HDL-C goals are set 30 rng/d L higher than LDL-C goals for each risk 
category. 
At the time of hospitali7..ation for an acute coronary event. consideration can 
be given to init iating drug therapy at discharge if the LDL-C is ?:: 130 mg/d L 
(sce National Cholesterol Education Program Treatment Guidelines). 
Since the goal of trcatment is to lower LDL-C, the NCEP recommends that 
LDL-C levels be used to initiate and assess treatment response. On ly if LD L­
C levels arc not available. should the Total-C be used to mon itor therapy. 
As with other lipid-lowering therapy, PRA VAST ATIN SODI UM is not indi­
cated when hypereholesterolemia is due to hyperalphalipoproteinemia (ele­
vated HDL-C). 
CONT RAI NOI CATlONS 
Hypersensitivity to any componcnt of this medication. 
Active liver disease or unexplained, persistent elevations in liver function tests. 
Pregllflllcy allll Laclmion. Atherosclerosis is a chronic process and discon­
tinuation of lipid-lowering drugs during pregnancy should have little impact 
on the outcome of long-tenn therapy of primary hypcrcholesterolemia. 
Cholesterol and other products of cholesterol biosynthesis are essential com­
ponents for fetal development (includi ng synthesis of steroids and cell mem­
branes). Since HMG-CoA reductase inhibitors decrease cholesterol synthesis 
and possibly thc synthesis of other biologically active substances derived 
fro m cholesterol. they arc contraindicated during pregnancy and in nursing 

mothcrs. Pravastatin should be administered to wOll1en of childbearing 
age only wh en such paticnts are highly unlikely to conceiv(' and ha\'(' 
been info rmed of the potential haza rds. If the patient becomes pregnant 
while taking this class of dmg, therapy should be discontinucd inunediately 
and the patient apprised of the potcntial hazard to thc fetus. 
WARNINGS 
Liver Enz:rmes: HMG-CoA reductase inhibitors, like some other lipid-low­
ering therapies. have been associated with biochemical abnonlmlities of liver 
function. Ovcndl. clinical Irial cxperiencc showed that liver function tesl 
abnonnalitics observed during pravastatin therapy wcre usually asympto­
matic. not associated with cholestasis. and did not appear to be related to 
treatmcntduration. 
I1 is recommended that liver function tests be perfor med prior to the ini­
tiation of therapy. pr ior to the ele\'ation of the dose. and when otherwise 
clinically indicated, 
Active liver disease or unexplained persistent transaminase elevations are 
contraindications 10 the use ofpravastatin. Caution should be exercised when 
pravastatin is administered 10 patients who have a n."'(:ent history of liver dis­
ease. have signs that may suggest liver disease (e.g .. unexplai ned amino­
transferase elevations. jaundice), or arc heavy users of alcohol. Such patients 
should be closely monitored. started at the lower end of the recommended 
dosing range, and titratt!d to the desired thcrapeutic effect. 
Patients who develop increased transaminase levels or signs and symptoms 
of liver disease should bc monitored with a second liver function evaluation 
10 confinn the finding and be followed thereafter with frequent liver function 
tests until the abnomlality(ies} return to nonna!. Should an increase in AST 
or AL T of three times the upper limit ofnonnal or greater persist. withdraw­
al of pravastatin therapy is recommended. 
Skeletal l\'lu scle: R:lTe cases of rhabdomyolysis with acutc renal failure 
secondary to myoglobinuria have been reported with pra\'astatin and 
other drugs ill this class. Uncomplicated myalgia has also been reported in 
pravastatin-treated patients. Myopathy. defincd as mllscle aching or muscle 
weakness in conjunction with incrcases in creati ne phosphokinase (CPK) val­
ues to greatcr than 10 times lhe upper nonml1 limit. was rare «0.1%) in 
pravastatin clinical trials. Myopathy should be considered in any patient with 
diffuse myalgias, muscle tenderness or weakness, and/or marked elevation of 
CPK. Patients should be adviscd to report promptly unexplained muscle pain, 
tcnderness or weakness, particularly if accompanied by malaise or fever. 
Pravastatin therapy should be discontinued if m:lrkedly elevated C PK 
levels occ ur or myopa th y is diagnosed or suspected. Pra\'lIstatin therapy 
should also be temporllrily withheld in any patient ex periencing an acute 
or serious condition predisposing to the development of renal failure sec­
ondary to rhllbdomyolysis, e.g., sepsis; hypotellsion ; mlljol' surgery ; trau­
ma; severe metabolic, endocrine, or electrolyte disorders; or uncoutrolled 
epiIeps}', 
The risk of myopathy during treatment " 'ith another HMG-CoA reductase 
inhibitor is increased with concurrent therapy with either erythromycin, 
cyclosporine, niacin. or fibrates. However. ncither myopathy nor significant 
increascs in CPK Icvels have b(."Cn observed in three reports involving a IOt31 
of 100 post-transplant patients (24 renal and 76 cardiac) Ireated for up to two 
years concurrclllly with pravastatin 10-40 Illg and cyclosporine. Some of 
these pat ients also receivcd other concomitalll immunosuppresshc therapies 
Further, in clinical trials involving smal l numbcrs of pHlients who were treat­
ed concurrently with pravastatin and niac in, there were no reports of myopa­
thy. Also, myopat hy was nol repOJ1ed in a tria l of combination pravastatin (40 
mg/day) and gemfibrozil ( 1200 mg/day), although 4 of 75 patients on the 
combination showed marked CPK elevmions versus onc of 73 patients 
receiving placebo. There was a trend toward more frequent C PK clevations 
and patient withdra\\als due to musculoskeletal symptoms in the group 
receiving combined treatment as compared with the groups receiving place­
bo, gemfibrozil, or pravastatin monotherapy. The use of fibrates alon e may 
occasionally bl' associated with myopathy, T he combined use of pra\'lls­
tatin and fibratcs should be avoided unlcss th t:' benefit of further alter­
ations in lipid levels is likely to outweigh the increased risk of this drug 
combination. 
PRECAUTIO NS 
General: PRAVASTATIN SODIUM may elevate creatine phosphoki nase 
and transaminase levels.This should be considered in the differential diagno­
sis of chest pain in a patient on therapy with pravastatin. 
Homozygous Familiall-lypercholesterolemia: Prav3s\.1tin has not been evalu­
ated in patients with rare homozygous t:'lmilial hypcreholcslerolemia. In this 
group of patients, it has been reponed that HMG-CoA reductase inhibitors arc 
less effccti\e because the patients lack functional LDL rcceptors 
Renal Insufficiency; A single 20 mg ora l dose of pravastatin was adminis­
tered to 24 paticnts with varying degrees of renal impairmcnt. No effect was 
observed on the phamlacokinclics ofp ravastatin or its 3(alpha)-hydroxy iso­
meric metabolite (SQ 31,906). A small increasc was seen in mean AUC val­
ues and ha lf-life (ttn ) for the inact i\e enzymatic ring hydroxylation metabo­
lite (SQ 31,945). Given this small sample size. the dosage admin istered, and 
the degree of individua l variability, patients with renal impai nnent who arc 
recciving pravastatin should be closely monitored. 
Information for Patients : Patients should be advised to report promptly 
unexplained muscle pain, tenderness or weakness, particularly if accompa­
nied by malaise or fcver. 
Drug Interactions: ftmlll/llO.l'Uppre5Sive Drugs. Gemjibrozil. Niacin 
(Nico l inic Acid). EI}'lhromydn: sec Warni ngs: skeleta l muscle. 
Cytochrome P450 3A4 IlIhibitors: III Fitm and ill 1'1\'0 data indicate that 
pravastatin is not metabolized by cytoehromc P450 3A4 to a clinica lly sig­
ni fi cant extent. This has been shown in studies Wilh known cytochrome P450 
3A4 inhibitors. Other examples of cytochrome P450 3A4 inhibitors include 
ketoconazole, mibefradil, and erythromycin. 
Dillia::em: Steady-state levels of diltiazem (a known. weak inhibitor of P450 
3A4) had no effect on the phannacok inetics of pmvastatin, 
ftracollo:;oie: The mean AUC and Cmax for pravastati n were increased by 
fac tors of 1.7 and 2.5, respectively, when given with itraconazole (a potent 
P450 3A4 inhibitor which also inh ibits p-glycoprotein transport) as compared 
to placebo. The mean tI n was not affected by itrnconazole, suggesting that 



the relatively small increases in Cml1x and AUC werc due solely to increased 
bioavailability rather than a decrease in clearance, consistent with inhibition 
ofp-glycoprotein transpon by itraconazole. 
Amipyrine: Since concomitant admi nistration of pra\'astatin had no effect on 
the clearance of antipyrine. interactions with other drugs metabolized via the 
same hepatic cytochrome isozymcs arc not expected. 
Cholesf)"l"{ImilleIColeslipo/: Concomitant administration resulted in an 
approximately 40 10 50% decrease in the mean AUC of pravastatin. 
However, when pmvastatin was administered I hour before or ... hours aller 
cholcstyraminc or I hour before colestipol and a standard meal. there was no 
clinically significan t decrease in bioavailabi1ity or therapeutic effect. 
WlIrj{ll"ill: Concomitant administration of 40 mg pravastatin had no clinical­
ly significant effect on prothrombin time \\ hen administcred in a study to nor­
mal elderly subjects who were stabilized on warfarin. 
Owelidill!!: The AUCO.12hr for pravastatin when gi\en with cimet idine was 
not signilicantly different from the AUC for pravastatin when given alone. A 
significant difference was observed betwcen the AUC's for prll\astatin \\ hen 
given with cimetidine compared to \\ hen administered with antacid. 
Digoxin: In a crossover trial involving 18 healthy male subjects gi\en 20 mg 
pravastatin and 0.2 mg digoxin concurrcntly for 9 days, the bioavail<tbility 
parameters of digoxin were nOI affected. The AUC of pravastatin tended to 
increase. but the overall bioavailability ofpravastatin plus irs metabo[ites SQ 
31.906 and SQ 31.945 was not altered. 
Cyclosporine: Some investigators have mcasured cyc1osporine levels in 
patients on pravastatin (up to 20 mg), and to datc, these results indicate no 
cl inically meaningful elevations in cyc1osporine levels. In onc single-dose 
study, pravastatin levels were found 10 be increased in cardiac transplant 
patients receiving cyclosporine. 
Gemjibro=i/: In a crossover study in 20 healthy male volumeers given con­
comitant single doses of pravastatin and gernfibrozil, there was a sign ificant 
decrease in urinary excretion and protein binding of pravastatin. In addition. 
there was a significant increase in AUC, Cma .... and Trna ... for the pravastatin 
metabolitc SQ 31,906. Combination therapy with pravastatin and gemfibrozil 
is generally not recommended. 
In interaction studies with asp;r;/I, lInfaCilis (1 hour prior to PRA VAS­
TATIN SODIUM). cimetidine, nicotinic acid. or probllcol, no stat istically 
signi ficant differences in bioavailability were seen when PRA VAST ATIN 
SODIUM was administered. 
Eudoe rin £' Function: HMG-CoA reductase inhibitors interferc \\ ith choles­
terol synthesis and lower circulating cholesterol levels and, as such, might 
theoretically blunt adrenal or gonadal steroid honnone production. Results of 
clinical trials with pravastatin in males and post-menopausal females were 
inconsi stent wi th regard to possible effects of the drug on basal steroid hor­
mone levels. In a study of2 1 ma les, the mean testosteronc response to hUlll ll n 

chorionic gonadotropin was signi ficantly reduced (p<0.004) after !6 weeks 
of lreallnent with 40 mg of pravastatin. However, the percentage of patients 
showing a ~ 50% risc in plasma testosterone after human chorioni c 
gonadotropi n sti mulation did not change significantly after therapy in these 
patients. The effects of HMG-CoA reductase inhibitors on spcmlatogenesis 
and fcnility have not been studied in adequate numbers of patients. The 
efTects, ifany, ofpravastatin on the pituitary-gonadal axis in pre-menopausa[ 
females are unknown. Patients treated with pravastatin who display clinic;!l 
evidence of endocrine dysfunction should bc evaluated appropriately. 
Caution should also be exercised ifan HMG-CoA reductase inhibitor or other 
agcnt used to lower cholesterol levels is lIdministered to patients also receiv­
ing mher drugs (e.g., ketoconazole, spironolactone, cimetidine) that may 
diminish the levels or activity of steroid hormones. 
In a placebo-controlled srudy of 2 14 pcdiatrie patients with HeFH, of which 
106 were treated with pravastmin (20 rng in the children aged 8·13 years and 
40 mg in the adolescents aged 14·18 years) for two years, there were no 
detectable differences seen in any of the endocrine parameters [ACTH, eoni­
sol, DHEAS, FSH, LH, TSH, eSlradiol (girls) or testosterone (boys)] relative to 
placebo. There were no detcctable differences seen in height and weight 
ehnnges, testicular volume changes, or Tanner score relative to placebo 
Pregna ncy: Safety in pregnant women has not becn established. Pravastatin 
was not tcratogcnic in rats at doses up to 1000 rnglkg daily or in rabbi ts at 
doses of up to 50 mg/kg daily. As sa fet y in pregnant women has nol been 
established and there is no apparent benefit to therapy with PRAVASTATIN 
SODIUM during pregnancy, treatment should be immediately discontinued 
as soon as pregnancy is recognized. PRAVASTATIN SODI UM should be 
administered to women of child-bearing potential only when such patients are 
highly unlikely to conceive and have been informed of the potential hazards. 
Nurs in g Mothers: A small amount ofpr:lvastatin is excreted in human breast 
milk . Because of the potential for serious adverse reactions in nursing infants, 
womcn taki ng PRAVASTATIN SOD IUM should not nurse. 
Pediatric Use: The sllfety lmd clTccti\eness of PRA VASTATIN SODI UM in 
children and adolescents from 8-18 years of age have lx."'Cn evaluated in a place· 
bo-controlled study of two years duration. Patients treated with pravastlltin had 8n 
adverse experience profile generally similar to that of patients treated with place· 
bo with influen7.H and headache commonly reponcd in both treatment groups. 
Doses greatcr than 40 mg ha, 'e not been sludied in Ihis popula tion. Children 
and adolescent females of childbearing potential should be caunse-led on appro­
priate contraceptivc methods while on pravastatin therapy. 
Geriatric Use : The beneficial effect of pravastatin in elderly subjects in 
reducing cardiovascular events and in modifying li pid profiles was simi lar to 
that secn in younger subjects. The adverse evcnt profil e in the elderly was 
similar to that in the 0\ erall population. Other rcponed clin ical experience 
has not identified differenccs in responses to pra\"astati n betwecn elderly and 
younger patients. 
ADVERSE REACT IONS 
Pravastatin is generally well tolermed; adverse reactions have usually been 
mild and transient. [n 4-month long placebo-controlled trials, 1.7% ofpra\ as· 
lalin-treated patients and 1.2% of placebo-treatcd patients were discontinued 
from treatment because of adverse experiences attributed to study drug ther· 
apy; this difference was not statistically significant. 
Adv('rse C lini ca l Ev('nls: Shorl·Term Cont roll£'d T r ia ls: A!l adverse clin­
ical events (regardless of attribution) reported in more than 2% of pra ... as-
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tatin-treated patients in placebo-controHed trials of up to 4 months duration 
are as follows: chest pain. rash, nausea/vomiting. diarrhea. abdominal pain. 
constipation. flatulence. heanbum. fatigue, loca lized pain. myalgia. 
headache, dizziness, urinary abnonnality, cough. 
Postma rketing Ex peri£'nce: In addition 10 the events reported above, as with 
other drugs in thIS cI:1SS. the following events hrne been reponed rarely dur­
ing postmarketing experience with PRA VAST AT IN SO DI UM. regardless of 
causality assessment: 
Musculoskeletal: Myopathy, rhabdomyolysis. 
Ne/Tous Sy.wem: Dysfunction of cenain cranial nerves (including al teration 
of taste. impairment of ex tra·ocular movement , facial paresis), peripheral 
nerve palsy. 
H)persemit;!'ilY: Anaphylaxis, lupus erythematosus-like syndrome, 
polymyalgia rheumatica. dermatomyositis. vasculi tis. purpura. hemolytic 
anemia, positive ANA. ESR increase. anhritis, anhralgia, asthenia. photo­
sensitivity, chills. malaise, loxic epidermal necrolysis. erythema multi forme. 
including Ste, ens-Johnson syndrome. 
Gaslro;/Ilest;/Ia/: Pancreatitis, hepatitis. induding chronic active hepatitis, 
cholestatic jaundice. fatty change in liver. cirrhosis, fl11minant hepatic necro­
sis, hepatoma. 
Derll1a1ologic: A variety of skin changes (e.g .. nodules, discoloration, dry­
ness of IllUCOUS membranes. changes to hair/nails). 
ReproducI;\'e: gyneeomastia . 
Laboratory Abnormalities: Elevated alkaline phosphatase. and bilirubin: thy­
roid function abnonnalities. 
Laborato ry Test Ab norm alities: Increases in scrum transaminase (A L T, 
AST) values and CPK have been observed. 
Transient. asymptomatic eosinophilia has been reponed. Eosinophil counts 
usually retumed to nonnal despite continued therapy. Anemia, thrombocy­
topenia, and leukopenia have been reponed with HMG-CoA reductasc 
inhibitors. 
Concomita nt T hi'Tapy: Pravastatin has been administered concurrently with 
cholestyraminc, colcstipo1. nicotinic acid. probucol lInd gemfibrozil 
Preliminary data suggest that the addition of either probueol or gemfibrozil to 
therapy with [ovastalin or pravastatin is not associated wilh greater reduction 
in LDL-cholesterol thun that achieved with lov8statin or pra\ astatin alone. 
No adverse reactions unique to the combination or in addition to those previ­
ously reponed for each drug alone have been reported. Myopathy and rhab­
domyo[ysis (with or without acute renal failure) have been reponed when 
another HMG-CoA reductase inhibitor was used in combination with 
immunosuppressive drugs. gemfibrozil. erythromycin, or lipid-Iowcring 
doses of nicotinic acid. Concomitant Iherapy with HMG·CoA reductase 
inhibitors and these agents is gcnerally not recommended. 
P('di at ric Pa ti£' lIt s: In a 1WO year doublc-blind placebo-controlled study 
involving 100 boys and 114 girls with HcFII , the sa fety lInd tolerability pro­
file of pravastatin was generally similar to that of placebo. 
OVERDOSAGE 
To dare, there has been limited experience with O\erdosage ofpravastatin. If 
an overdose occurs, it should be [reated symptomat ically with laboratory 
monitoring and supponi ve measures should be institutcd as required. 
DOSAGE ANI) A DM INIST RAT ION 
The patient should be placed on a standard cholesterol-lowering diet before 
receiving PRA VAST ATIN SODI UM and should continue on this diet du ring 
treatment with PRAVASTATIN SODI UM. 
PRAVASTAT IN SODI UM can be administered orally as a single dose at any 
time of the day, with or without food. Since the maximal effect of a givcn 
dose is seen within 4 wceks, periodic lipid detemtinations should be per­
fomled at this time and dosage adjusted according to the patient'S response to 
therapy and established treatment guidelines. 
Adult Pat ients: The recommended staning dose is 40 mg once daily. If a 
daily dose of 40 mg does not achieve desired cholesterol levels, 80 mg once 
daily is recommended. In patients with a hi story of significant renal or hcpat­
ic dys function,!I staning dose of 10 mg daily is recommended. 
Pcdi at ric Pati('nts : Childrell (Ages 8 10 13 yea/"s, llll:hlsil"e): The recom­
mended dose is 20 Illg oncc daily in children 8 to 13 years of age. Doses 
greater than 20 mg have Ilot been studied in this patient population. 
Adolescellts (Ages 14 10 18 years): The recommendcd starti ng dose is 40 mg 
onec daily in adolescents 14 to 18 years of age. Doses greater than 40 mg 
have not been studied in this patient population. 
Children and adolescents treated with pravastatin should be recvaluatcd in 
adulthood and appropriate changes made to their cholcsterol-Iowering regi· 
men to achieve l1duh goals for LDL-C. [n patients taking immunosuppressive 
drugs such as cyclosporine concomitantly with pravastatin, therapy should 
begin with 10 mg ofprav!lstatin oncc-a-day at bcdtime and titration to high­
er doses should bc done with caution. 
Most pat ients treatcd with this combination receh cd a maxi mum pm\ astatin 
dose of 20 mglday 
Concomit ant T herapy: The lipid-lowering effects of PRAVASTATIN 
SODIUM on tota l and LDL cholesterol arc enhnnced when combined with 11 

bile-acid·binding resin. When administering a bile-acid-binding resin (e.g., 
cholestyramine, colestipol) and pravastatin, PRAVASTATIN SODIUM 
should bc given either I hour or morc before or atlcast 4 hours following the 
resin. 

STO RAGE CO NDIT IONS 
Store in a dry place below 30°C, protccTed from light. Do not refrigcrate. 
Do nO! use allercxpiry datc 
Keep Medi ca ment out of reac h of children. 

PR ESENT ATI ON 
ST A VACORIi: Tablcts 10 mg in blister pack of 30's. 
ST A VACORtI Tabl ets 20 mg in blister pack of 30's. 
ST A VACOR® Tablets 40 mg in blister pack of 30 's. 
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