Original Article

Acute Myocardial Infarction. The First Manifestation of
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Objective - To assess the association between cardio-
vascular risk factors and acute myocardial infarction as
the first manifestation of ischemic heart disease, correla-
ting them with coronary angiographic findings.

Methods - We carried out a cross-sectional study of
104 patients with previous acute myocardial infarction,
who were divided into 2 groups according to the presence
orabsence of angina prior to acute myocardial infarction.
We assessed the presence of angina preceding acute myo-
cardial infarction andrisk factors, such as age >55 years,
male sex, smoking, systemic arterial hypertension, lipid
profile, diabetes mellitus, obesity, sedentary lifestyle, and
familial history of ischemic heart disease. On coronary
angiography, the severity of coronary heart disease and
presence of left ventricular hypertrophy were assessed.

Results - Ofthe 104 patients studied, 72.1% were ma-
les, 90.4% were white, 73.1% were older than 55 years, and
53.8%werehypertensive. Acute myocardialinfarctionwas
the first manifestation of ischemic heart disease in 49% of
the patients. The associated risk factors were systemic ar-
terial hypertension (RR=0.19; 95% CI=0.06-0.59;
P=0.04) and left ventricular hypertrophy (RR=0.27; 95%
CI1=0,.8-0.88,; P=0.03). The remaining risk factors were
not statistically significant.

Conclusion - Prevalence of acute myocardial infarc-
tion as the first manifestation of ischemic heart disease is
high, approximately 50%. Hypertensive individuals more
frequently have symptoms preceding acute myocardial in-
farction, probably due to ventricular hypertrophy asso-
ciated with high blood pressure levels.

Keywords: acutemyocardia infarction, risk factors

Hospital de Clinicas de Porto Alegre— UFRGS

Mailing address: Waldomiro CarlosManfroi —RuaAlcidesGonzaga, 330 - 90480-020
PortoAlegre, RS, Brazil

English version by StelaMaris C. e Gandour

I schemic heart disease continuesto be one of thema-
jor causesof deathinindustrialized countries, atherosclero-
sisbeingitsetiopathogenic substratel. Several factorsrela
tedtotheseverity of thediseasewereidentified asfollows:
systemic arterial hypertension, smoking, age, sex, diabetes
mellitus, the number of arteriesimpaired, and degree of
functional impairment of theleft ventricle?.

Accordingto theliterature, acute myocardial infarc-
tionisthefirst manifestation of ischemicheart diseaseinap-
proximately 50% to 70% of patients®®. It hasnot yet been
established whether any of therisk factorshasanindepen-
dent participationintheinstability of the plaquefor trigge-
ringmyocardial infarctionasthefirst manifestationof ische-
mic heart disease’. Acutemyocardial infarctionwithnopre-
vious anginahas been suggested to be more prevalent in
young males, andto relatetoimpairment of asinglevessel
and abetter clinical evolution®1°, Other studiesdisagree
about the importance of these risk factors®. Therefore, a
controversy persistsinregard to several conditionsthat
characterizepatientswithacutemyocardial infarctionasthe
first manifestation of ischemic heart disease.

The objective of thisstudy wasto delineate theinci-
denceof acutemyocardial infarction asthefirst manifesta-
tionof ischemic heart diseaseandtoinvestigatethepartici-
pation of risk factorsin patientswho experiencemyocardial
infarctionasthefirst manifestation of disease, ascompared
with other patientswith anginapreceding myocardial infarc-
tion. We also aimed at assessing, from the angiographic
point of view, whether adifferenceinthedegreeof obstruc-
tionexists.

Methods

Wecarried out across-sectional study of 104 patients
withacutemyocardial infarction confirmed by clinical, elec-
trocardiographic, and enzymatic methods, whowereadmit-
tedtotheHemodynamicsUnit of the Cardiol ogy Serviceof
theHospital deClinicasdePorto Alegre(HCPA), withanin-
dication for undergoing coronary angiography. Through
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application of astandard questionnaire, we obtained data
onrisk factorsfor ischemic heart disease, such assystemic
arterial hypertension, smoking, obesity, diabetes mellitus,
sex, andfamilial history. Presence or absence of symptoms
preceding acute myocardial infarction, such as pain or
other equivalent symptoms (arrhythmias, dizziness, fatigue,
or dyspnea on exertion) were also assessed through the
questionnaire. If pain were present, the following topics
were approached: beginning, location, intensity, characte-
ristics(grasp, twinge, burning sensation); irradiation (arms,
shoulders, neck, mandible, posterior cervical region,
dorsum, ulnar region, and epigastric region); relief condi-
tions (rest, nitrate, ingestion of liquids, changesin posi-
tion); worsening and triggering conditions (exertion, emo-
tions); and duration of the pain (seconds, 1 to 5 minutes, 5
to 10 minutes, 10 to 20 minutes, and morethan 20 minutes).
Thesedatawererelated to theseverity and extensivenessof
the coronary heart disease, in addition to the presence of
collateral circulation, determined through coronary angio-
graphy. Hemodynamicand cineangiocardiographic studies
were performed with |eft cardiac catheterization with dis-
section of theright brachial artery or puncturethroughthe
right femoral artery with the patient under local anesthesia
(2%lidocaine). Selectivecoronary angiography wasperfor-
med according to the technique of Sonesand Sinrey*°,and
Judikins **. Cineangiocardiographic filmswereinterpreted
by 2 experienced researchers, whoignored the presenceor
absence of risk factors, and of aprevious history of acute
myocardial infarction. Hypertrophy wasdefined using cine-
ventricul ographicfindingsof ventricular wall thicknessand
echocardiographic findings. To quantify the severity of
coronary artery stenoses, we used the degrees of stenosis
as follows 1?: <50%, severity=0; from 50% to 74%, seve-
rity=1; from 75%t0 90%, severity=2; and >90%, severity=3.

Before undergoing the procedure, the patientswere
invitedto participateinthestudy andtosignawritteninfor-
med consent approved by the Committee on Ethics of the
Research and Postgraduate Group of theHCPA,, authorizing
thewithdrawal of 10mL of blood for later serumipid analy-
sis. The blood sampl e collected underwent the following
analysesin the Biochemistry Unit of the HCPA.: total cho-
lesterol and triglycerides (col orimetric enzymatic method
using the Autoanalyser Selectra-Vitaldo, Merck), HDL-C
and LDL-C (selectiveionicprecipitation/col orimetricenzy-
matic method).

Thepatientswereconsidered hypertensivewhenthey
reported ahistory of hypertension diagnosed in amedical
servicewherethey weretreated and whenthey wereondie-
tary or pharmacological treatment, or both. Smoking was
defined asthe consumption of at |east 5 cigarettes per day
for atleast 1 year over thelast 5years. Thediabetic patients
werethosewith aconfirmed diagnosisof diabetesmellitus.
Obesity wasdefined by the Quetel etindex, accordingtothe
National Institutes of Health Consensus Development?2.In
femal es, aQuetel etindex >27.3wasconsidered obesity, which
inmalesoccurred for values >27.8. Thelimits considered
normal in the samples studied were the following: total
cholesterol <200 mg/dL, HDL cholesterol >40mg/dL, LDL
cholesterol <130mg/dL . Thecut pointsfor triglycerideswere

Manfroi et al
Myocardial infarction

<140mg/dL for patients30yearsor younger, <150mg/dL for
patientsfrom 31to40years, <160mg/dL for patientsfrom41
to50years, and <160mg/dL for patientsolder than 50years
(according tothestandardsof thekit used for analysis).

To assess the associ ation between potential risk fac-
torsand manifestation of ischemic heart disease, the chi-
squaretest was used with continuity correction (Y ates),
except for severity (Pearson chi-square) and race (Fischer
exact test), in addition to the prevalencerate (rel ative risk)
and 95% confidenceinterval. To control confounding and
interaction factors, multiple logistic regression was used.
Thesignificancelevel used was0.05 (P<0.05). Theversion
6.0 of the SPSS program was used.

Results

Of the 104 patients studied, 51 (49%) had acute myo-
cardial infarctionasthefirst manifestation of ischemicheart
disease.

Of the nonhypertensive patients, 64.6% devel oped
acute myocardial infarction asthefirst manifestation as
compared with 35.4% of the hypertensive patients (RR=
0.55; 95% CI=0.36-0.83). Theremaining risk factorsdid not
show statistical significancefor the development of acute
myocardia infarction asthefirst manifestation of ischemic
heart disease (tablel).

Inmultivariateanalysis, thegreater prevalenceof acu-
temyocardial infarction asthefirst manifestation of ische-
mic heart disease in nonhypertensive patients remained
satisticdly significant (RR=0.19; 95%Cl=0.06-0.6). Thepre-
senceof acute myocardial infarction asthefirst manifesta-
tionwaslesspreval ent among patientswith myocardial hy-
pertrophy (RR=0.27; 95% CI=0.08-0.88). Theremaining fac-
torsincludedinthe multivariateanalysis, such asdiabetes
mellitus, smoking, familial history of ischemicheart disease,
age, thetotal cholesterol/HDL ratio, and coronary artery
stenosiswerenot statistically significant (tablell).

Table I - Comparison of risk factors between patients with and without
angina pectoris prior to myocardial infarction - univariate analysis (N=104)

Variables AMI Angina Relative 95%CI P
asthe 1+ priorto  risk
manifestation ~ AMI

Idade > 55 anos 46.1 53.9 0.80 0.53-1.20 04
Male sex (%) 78.4 66 140 0.84-234 02
White race (%) 94.1 86.8 1.70 0.64-441 03
Hypertension (%) 39.2 67.9 0.55 0.36-0.83 0.006
Diabetes mellitus (%) 235 30.2 0.83 0.51-1.35 06
Smoking (%) 353 415 0.87 057-1.32 06
Obesity (%) 9.8 15.1 0.76 0.37-1.35 06
Familial history (%) 62.7 52.8 1.23 0.81-1.86 04
FH of DM (%)* 353 321 1.07 0.71-1.61 09
FH of SAH (%)* 41.2 434 0.95 0.64-1.42 1

Total cholesterol >200 29.4 39.6 0.78 0.50-1.20 04
HDL<40 90.2 736 122 0.77-1.93 05
LDL >130 255 20 1.16 0.75-1.77 0.7
LV hypertrophy* 26.7 38 0.75 0.45-1.24 03

AMI- acute myocardial infarction; * DM- diabetesmellitus; FH - familial
history; SAH- systemic arterial hypertension; LV - |eft ventricle.
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Table II — Relation between the presence of risk factors and the
development of acute myocardial infarction as the first manifestation
of ischemic heart disease - multivariate analysis (N=104)

Variables AMIl asthels Total of Relative 95%CI P
manifestation patients  risk
N(%)

Age >55years 35(46.1) 76 1.04 0.99-1.10 0.09
<55years 16 (57.1) 28

Hypertension: yes 20(35.7) 56 0.19 0.06-0.6 0.004
no 31(64.6) 48

Diabetes: yes 12 (42.9) 28 1.32 0.44-3.93 06
no  39(51.3) 76

Smoking: yes  18(45) 40 0.47 0.13-1.49 0.2
no 33(51.6) 64

Familial history: yes 32 (53.3) 60 243 0.83-7.10 01
no 19 (43.2) 44

Hypertrophy: yes 12(38.7) 31 0.27 0.08-0.88 0.03
no 33(51.6) 64
Severity 0 7(58.3) 12

Severity 1 7(58.3) 12 0.74 0.11-5.02 08

Severity 2 18 (56.3) 32 0.77 0.15-3.87 07

Severity 3 23 (46.6) 50 249 0.48-12.93 03

AMI- acute myocardial infarction.

Discussion

Better understanding of the pathophysiology of the
clinical eventsof coronary atherosclerosis, recognition of
theefficacy of primary and secondary preventivemeasures,
andtheintroduction of new therapeutic managementshave
changed theevolution profileof ischemic heart disease.

Inour study, prevalenceof acutemyocardial infarction
asthefirst manifestation of ischemic heart disease was
49%; theremaining 51% correspondedto chronicangina. In
theliterature, prevalence of chronic anginaprior toinfarc-
tion rangesfrom 25% to 50%46, Thesedifferencesmay be
attributedto diversedefinitionsof chronicanginaanddiffe-
rent populationsstudied.

Bechar et al ¢ reported the presence of anginaprior to
acutemyocardial infarctionin43% of patients, inaccordan-
cewith our study, in which anginaprior to infarction was
more common among hypertensive patients. However, the
authorsfound ahigher prevalencein femalesand diabetic
patients. In addition, anginaprior to acute myocardial in-
farctionwasarisk factor for higher in-hospital mortality and
mortality 5yearsafter hospital discharge.

Our resultsshowed that, except for hypertension, the
remai ning factorsstudied had no statistical significancein
regardtoischemicheart disease presentation, eventhough
thefindingsintheliterature do not agreeabout thistopic.

A cohort study® conducted with 732 patientsadmitted
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tothehospital duetofirst acutemyocardial infarction sho-
wed that 39% of the patients had no previousangina. Pa-
tientswith previousanginawereolder, mainly females, and
most frequently the previous acute myocardial infarction
and postinfarctionanginawereearly, being statistically sig-
nificant. In-hospital mortality was similar in both groups,
butinthe3yearsfollowinghospital discharge, itwashigher
in patientswith previousangina(16% versus 7%). Another
cohort study *®, carried out with 587 patients, reported a
52% incidence of anginaprior to infarction (in the prece-
ding month). The study divided the patientsinto 4 groups
asfollows:. no anginaprior to acute myocardial infarction,
chronic unstableangina, chronic stableangina, and angina
of recent onset. Nosignificant differencein sex and agewas
observedinthegroups. Patientswith chronic anginawere
more susceptibleto devel oping infarction than patients
with no previous angina (50% versus 14%). In-hospital
mortality did not differ in the groups*®.

Our study showed a greater incidence of ventricular
hypertrophy in patientswith previousangina. Therefore, we
can concludethat the greater oxygen consumption by the
ventricular masswas not satisfied because of the coronary
artery obstruction, which caused theanginal symptoms.

In astudy by Matsudaet al °, where the ventricular
function of 31 patientswith total occlusion of the anterior
descending coronary artery and stenosi s<70%inany other
coronary artery wasassessed, 16 patientshad no history of
previous angina. Patients with angina prior to acute myo-
cardial infarction showed better gjection fraction, alower
percentage of abnormalitiesin contractile segmentsandin
regional motility of the cardiac wall, suggesting that pre-
viousanginacontributesto preservation of postinfarction
ventricular function?. Kobayashi et al 17, however, reported
that aworselong-term prognosisis associated with multi-
ple-vessel coronary heart disease in patients with angina
prior toinfarction.

In conclusion, based on the findings of the present
study, 49% of patients experiencing acute myocardial in-
farction do not have previous manifestations of coronary
artery disease. Thisfigureisclosetothoseobtainedinother
studies, andit makestheclinical history of previousangina
of littlevaluefor thesegroups. Patientswithleft ventricular
hypertrophy and systemic arterial hypertension most fre-
quently have angina prior to acute myocardial infarction;
the other risk factors showed no participation in the acute
myocardial infarction event with or without previous mani-
festations. Thismay result fromthedisparity between meta-
bolic offer and demandinthepresence of greater afterl oad.

References

1. Alexander RW. Thecoronary ischemicsyndromes: rel ationshiptothebiol ogy of
atherosclerosis. In: SchlantRC, Alexander RW, O’ RoukeRA , RobertsR, Snnen-
blick EH. Hurst’ stheHeart. 8"ed. New Y ork: Mc Graw-Hill, 1994: 1021-31.

2. Grundy SM, Pasternak R, Greenland P, Smith S, Fuster V. Assessment of cardio-

394

vascular risk by use of multiplerisk-factor assessment equations. Circul ation
1999;100: 1481-92.

3. Manfroi WC, FreitasFM, Gensini G, etal. Achadoshemodinamicosecineangio-
coronariogréficosem paci entesacometidosdeinfartodo miocérdio: estudocom-



Arq Bras Cardiol Manfroi et al

2002; 78: 392-5. Myocardial infarction
parativoentreumapopulagidodeSyracuse, NY, USA, comoutradePorto Alegre, 10. SonesFJ, Sinrey EK. Coronary arteriography. Mod Conc Cardiovasc Dis1962;
RS, Brasil. ArqBrasCardiol 1980; 34: 359-62. 31:735-40.
4. Manfroi WC, Gensini GG, Kelly A. Achadoshemodinamicosecineangiocoro- 11. JudikinsMF. Selectivecoronary arteriography: apercutaneoustransfemural te-
nariogréficosem pacientesacometidosdeinfartodomiocérdio. ArgBrasCardiol chnique. Radiology 1967; 89: 814-19.
1978;29: 269-75. 12. Bogaty P,Brecker SJ,WhiteSC. Comparisonof coronary angiographicfindingsinacute
5. Zucker DR, GriffifthJL, Beshansky JR, Selker HP. Presentationsof acutemyocar- andchronicfirstpresentationof ischemicheartdisease. Circ1993; 87: 1938-46.
dial infarctioninmenandwomen. JGenInternMed 1997; 12: 79-87. 13. National Instituteof Heath Consensus Devel opment Conference Statment. Na-
6. Bechar S, Reicher-ReissH, Abinader E, etal. Theprognosticsignificanceof angi- tional Instute Heath Consensus Devel opment Panel onthe Health Implication
napectorisprecedingtheoccurenceof afirstacutemyocardial infarctionin4,166 of Obesity. AnnInter Med 1985; 103: 1073-7.
consecutivehospitalized patients. Am Heart 1992; 123: 1481-6. 14. Midwall J, AmbroseJ, Pichard A, Abedin Z, Herman MV . Anginapectorisbefore
7. SullivanAK, Holdright DR, Wright CA, Sparrow JL, Cunningham D, Fox KM. and after myocardial infarction: angiographiccorrelation. Chest 1982; 81: 681-6.
Chest paininwomen: clinical, investigativeand prognostic features. Br Med J 15. Harper RW, Kennedy G, DeSanctisRW, Hutter J AM. Theincidenceand pattern
1994; 308: 883-6. of anginaprior to acute myocardial infarction: astudy of 577 cases. AmHeart J
8. PierardLA,DuboisC, SmeetsJ, etal. Prognosticsignificanceof anginapectoris 1979:197: 178-83.
beforefirstacutemyocardial infarction. AmJCardiol 1988; 61: 984-7. 16. SolomonHA,EdwardsAL,KillipT. Prodromatainacutemyocardial infarction.
9. MatsudaY,OgawaH, MoritaneK, etal. Effectsof thepresenceor absenceof prece- Circulation 1969; 40: 463-71.
ding anginapectorison|eft ventricular function after acute myocardial infarc- 17. Kobayashy Y, Miyazaki S,MiyaoY, etal. Effectsonsurvival of previousangina
tion. AmHeartJ1984; 108: 955-8. pectorisafter acutemyocardial infarction. AmJCardiol 1997; 79: 1534-8.

Mevalotin (pravastatina) — |nformagdes para prescri¢ao (resumidas)

Contra-indicac¢des: Pacientescom hipersensibilidade aqual quer componente daférmula; Distlrbio hepético ativo ou elevagdes persistentes,

nao explicadas, nos testes de fungdo hepética; Gravidez ou lactag8o. Descontinuar a terapia com a pravastatina caso ocorra gravidez.

Precaugdes: Deverdo ser realizados testes de fungdo hepéti ca periodicamente, pois os inibidores daHMG-CoA redutase foram associados com
alteragdes bioquimicas da fungdo hepética. Caso ocorra aumento persistente das transaminases (AL T e AST) igual ou superior em trés vezes o
limite superior normal, a terapia devera ser descontinuada. Em pacientes com histérico de doenga hepética ou de grande ingestdo alcodlica
recomenda-se monitorizag&o maisintensa quando apravastatinafor administrada. Musculatura Esquelética: Mialgia, miopatiae rabdomidlise
foram relatados com o uso de inibidores da HMG-CoA redutase. Casos de mialgia ndo-complicada foram raramente relatados em pacientes
tratados com a pravastatina, com umaincidéncia similar a do placebo. Rabdomidlise com disfuncéo renal secundéria a mioglobindria também
tem sido relatada devido a pravastatina, emboramuito raramente. Pacientes deverdo ser alertados pararelatar imediatamente dor, amolecimento
ou enfraquecimento musculares inexplicaveis. A terapia com a pravastatina devera ser descontinuada se ocorrerem aumentos acentuados dos
niveis de CPK ou se houver suspeita ou diagndstico de miopatia (definida como dor ou fraqueza muscular associada a aumento nos valores de
creatinofosfoquinase —CPK — acima de 10 vezes o limite superior normal). O risco de miopatia durante o tratamento com outros inibidores da
HMG-CoA redutase € maior com aterapia concomitante com fibratos, ciclosporina, eritromicinaou niacina. Em um estudo clinico de tamanho
limitado, ndo foi relatada miopatia com aterapia combinada pravastatina (40mg/dia) e genfibrozil (1200 mg/dia), emboratenhasido observada
tendéncia para elevagdes de CPK e sintomas muscul oesguel éticos. Contudo, o uso combinado de pravastatina e fibratos devera ser evitado. Nao
foi observada a ocorréncia de miopatia nos estudos clinicos com 100 pacientes pos-transplantados (24 renais e 76 cardiacos) tratados
concomitantemente com pravastatina (10-40 mg) e ciclosporina por até 2 anos, sendo que alguns foram submetidos também a terapia com
outros imunodepressores. Além disso ndo houve relatos de miopatia nos estudos clinicos envolvendo pequeno nimero de pacientes tratados
com apravastatinajuntamente com aniacina. Hipercolesterolemia Homozigotica Familiar: A pravastatinango foi avaliadaem pacientes com
hipercol esterolemiahomozigéticafamiliar deincidénciarara. Lactagio: Maesem terapiacom Mevalotin (pravastatina) nao deverdo amamentar.

Uso Pedidtrico: A seguranca e efetividade em criangas e adolescentes, com menos de 18 anos de idade, ndo foi estabelecida. Portanto, o
tratamento com Mevalotin (pravastatina) ndo pode ser recomendado para este grupo etério. Intera¢des Medicamentosas: Colestiramina
[Colestipol: N&0 houve diminuic¢&o clinicamente significante da biodisponibilidade ou do efeito terapéutico quando a pravastatinafoi administrada
uma hora antes ou quatro apds a col estiramina ou uma hora antes do colestipol e umarefei¢gdo normal. A administragdo concomitante resultou
em reducdo de 40% a 50% da AUC médiada pravastatina. Ciclosporina: Niveis plasméticos da ciclosporina em pacientes sob tratamento com
pravastatina, ndo indicam aumentos clinicamente significativos nestes val ores. Em estudo de dose Unica, os niveis plasmaticos da pravastatina
estavam aumentados em pacientes cardiacos transplantados recebendo ciclosporina. Yarfarina: A pravastatina ndo teve efeito clinicamente
significante sobre o tempo de protrombina quando administrada em um estudo de pacientes idosos normais que foram estabilizados com a
varfarina. Qutros farmacos: Umaterapia de associagdo com um ou mais agentes complementares redutores de lipidios pode ser necesséaria em
alguns pacientes. Ao contrario da maioria dos inibidores da HMG-CoA redutase, a pravastatina ndo é significantemente metabolizada pelo

citocromo P450 3A4. Estudo de interagdo farmacocinética com &cido acetilsalicilico, antiacidos (uma hora antes de Mevalotin), acido

nicotinico, probucol, gemfibrozil e cimetidinando demonstraram alterago na biodisponibilidade com aadministracéo de Meval otin (pravastating).

Nos pacientes tratados simultaneamente com resinas fixadoras de &cidos biliares, Mevalotin(pravastatina) deve ser administrado 1 ou mais
horas antes, ou 4 horas ap6s uma dose de resina. O clearence de antipirina pelo sistema citocromo P450 permaneceu inalterado pela
administracdo de Mevalotin (pravastatina). Durante ensaios clinicos ndo foram relatadas interagGes medicamentosas perceptiveis quando

Mevalotin (pravastatina) foi administrado com diuréticos, anti-hipertensivos, digitélicos, inibidores da enzima conversora, blogueadores dos
canais de célcio, betablogueadores ou nitroglicerina. Reac¢des adversas: Em dois estudos controlados com placebo, o perfil de seguranca e
tolerabilidade no grupo da pravastatina foi comparavel ao do grupo placebo em mais de 10.754 pacientes tratados por mais de 4,8 — 5,9 anos
(média). Os seguintes eventos adversos foram relatados por mais de 2% dos pacientes de estudos controlados com placebo de até 4meses de
duracéo, independentemente da etiologia: Musculatura esquelética: Dor musculoesquelética localizada, mialgia; Gastrintestinais: Néuseas/
vomitos, diarréia, constipacédo, dor abdominal, flatuléncia; Respirardrias: resfriado comum, rinite; Neuroldgicas: Cefaléia, vertigem; Gerais:

Fadiga, dor no peito (ndo cardiaca); Dermatoldgicas: Erupgdo cuténea; Cardiovasculares: Dor no peito. Cristalino: Durante o tratamento por

periodos de um ano ou mais, 820 pacientes tratados com pravastatina ndo revelaram evidéncias relativas ao aparecimento de catarata.

Posologia: O paciente deverd ser submetido a uma dieta redutora de colesterol antes de iniciar a terapia com Mevalotin (pravastatina), que
devera ser mantida durante o periodo de tratamento. A dose recomendada € 10 mg a 40 mg uma vez ao dia, independente das refeigoes, de
preferénciaanoite (pois parece ser ligeiramente mais efetiva do que adose Gnicapelamanhd). A posol ogiadiariatambém pode ser administrada
em doses divididas. Superdosagem: A experiéncia sobre a superdosagem de pravastatina é limitada. Até o momento, harelato de dois casos,

que foram assintomaticos e ndo associados a anormalidades em testes clinicos laboratoriais. Pacientes idosos: O produto podera ser usado por
pacientes acima de 65 anos de idade, desde que observadas as precaugdes comuns ao medicamento.

Registro no MS n. 1.0454.0047

395



