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Introduction and objectives. C-reactive protein (CRP),
whose synthesis in the liver is regulated by interleukin 6
(IL-6), is related with the prognosis for ischemic heart di-
sease. The aim of this study was to evaluate the effect of
early administration of pravastatin on plasma levels of
CRP and IL-6 in patients with acute myocardial infarction
and ST segment elevation.

Patients and method. 71 patients were randomized
during the first 10 hours from the onset of symptoms to
receive 40 mg of pravastatin once a day or not. CRP and
IL-6 were measured on admission, 48 hours and 7 days
later. CRP was also measured 2 months later.

Results. On admission, levels of CRP and IL-6 were si-
milar in both groups. After 7 days of treatment the admi-
nistration of pravastatin was associated with a lower level
of CRP (P=.002). Mean and median CRP levels decrea-
sed from 48 hours to day 7 by 48.4% and 51.9% respecti-
vely in the pravastatin group, and by 32.5% and 15.9%
respectively in the control group. In contrast, no signifi-
cant differences in IL-6 levels were observed between the
two groups. After 2 months of follow-up, 50% of the trea-
ted patients and 25% of the control patients had CRP le-
vels lower than 6.6 mg/L (P=.039).

Conclusions. Early administration of pravastatin in the
acute phase of myocardial infarction with ST segment eleva-
tion was associated with a lower level of CRP after 7 days of
treatment, with no concomitant changes in IL-6 levels.

Key words. Pravastatin. Acute myocardial infarction. In-
flammation. C-reactive protein. Interleukin-6. 
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Efecto de la administración precoz 
de pravastatina en los valoresde proteína 
C reactiva y de interleucina 6 en la fase aguda 
del infarto de miocardio con elevación 
del segmento ST

Introducción y objetivos. La proteína C reactiva
(PCR), sintetizada en el hígado bajo el estímulo de la in-
terleucina 6 (IL-6), está relacionada con el pronóstico de
la cardiopatía isquémica. El objetivo del estudio fue eva-
luar el efecto de la administración precoz de pravastatina
en los valores sanguíneos de PCR e IL-6 en el infarto
agudo de miocardio (IAM) con ST elevado.

Pacientes y método. Se estudió a 71 pacientes que
fueron aleatorizados dentro de las 10 h siguientes al ini-
cio del dolor a recibir 40 mg/día de pravastatina o no. Se
midieron la PCR y la IL-6 al ingreso, a las 48 h y al sépti-
mo día. La PCR se midió también a los 2 meses.

Resultados. Al ingreso, los valores de PCR e IL-6
fueron similares en los 2 grupos. Tras 7 días de trata-
miento, la administración de pravastatina se asoció con
una concentración más baja de PCR (p = 0,002). Esto
supuso un descenso de sus valores desde las 48 h has-
ta el séptimo día, en términos de media y mediana, del
48,4 y el 51,9%, respectivamente, en el grupo tratado, y
del 32,5 y el 15,9% en el grupo control. No se observa-
ron diferencias en los valores de IL-6 entre ambos gru-
pos. Tras 2 meses, el 50% del grupo tratado y el 25%
del grupo control presentaban una PCR inferior a 6,6
mg/l (p = 0,039).

Conclusiones. La administración precoz de pravastati-
na en la fase aguda del infarto de miocardio con ST ele-
vado se asoció a una menor concentración plasmática de
PCR tras 7 días de tratamiento, sin cambios concomitan-
tes en los valores de IL-6.

Palabras clave: Pravastatina. Infarto agudo de miocar-
dio. Inflamación. Proteína C reactiva. Interleucina 6.
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blood levels of CRP and IL-6 in the framework of
acute myocardial infarction (AMI) with elevated ST
segment, as well as its possible effect on the clinical
evolution of these patients.

PATIENTS AND METHOD

Population and Study Design

Between January 2001 and September 2002, 71
consecutive patients with ACS with ST segment eleva-
tion were prospectively studied. Patients were inclu-
ded in the study if they had anginal thoracic pain of
over 30 min duration and ST segment elevation ≥0.2
mV in at least 2 contiguous ECG leads. Immediately
before the reperfusion treatment (percutaneous or
thrombolytic, depending on the decision of the physi-
cian who received the patient), patients were single-
blind randomized to receive 40 mg/day pravastatin
(group treated, n=35) or not (control group, n=36).
The study was not placebo-controlled. Patients were
assigned to each group within the 10 h following the
beginning of pain. Exclusion criteria were: patients
under 18 years old, those who had had previous heart
attack, previous hypolipidemic treatment, cardiogenic
shock upon admission, neoplastic disease, known kid-
ney failure, known intolerance to statins, known liver
failure, a background of cardiomyopathy, and the pre-
sence of any infectious or inflammatory process upon
admission, or which appeared during the study period.
The size of the sample was calculated from the results
of the first 25 patients (pilot study), with an α risk
=.05 and β=.10 to detect a reduction in CRP of 30%
after 7 days of treatment, and it was estimated that
there would be 7% loss.

Upon discharge, all the patients received optimized
treatment and a low-calorie low-fat diet. All patients
were clinically reevaluated at 2 months following the
event. A complete lipid study was then repeated and
pravastatin treatment begun in the patients in the con-
trol group who presented LDL values more than 100
mg/dL.18

The study protocol was approved by the center’s
ethics committee center based on the information
available regarding the optimal time to initiate treat-
ment with statins after AMI with ST segment eleva-
tion.18

Laboratory Analysis

Venous blood was extracted, and after centrifuga-
tion serum samples were frozen at –70°C for later
analysis. Lipid values were studied on admission, at 7
days and at 2 months after the acute episode, in an au-
tomated chemistry system (Advia 1650, Bayer, Tarry-
town, NY). The LDL value was calculated with
Friedewald’s formula.
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INTRODUCTION

The 3-hydroxy-3-methylglutaryl-coenzyme A re-
ductase inhibitors (statins) have, in addition to their
hypolipidemic action, other effects which have clini-
cal benefits. Among these pleiotropic effects,1 their
antiinflammatory action2 became a focus of interest
due to the physiopathological role that inflammation
plays in coronary artery disease.3 Thus, growing in-
terest exists in the use of these drugs to attenuate the
inflammatory response, both in primary prevention4

and in stable coronary disease5,6 as well as within the
framework of acute coronary syndrome (ACS)7

where, in addition to reducing inflammatory levels,8

the early administration of statins is associated with a
more favorable clinical evolution.9 In fact, the
Pravastatin or Atorvastatin Evaluation and Infection
Therapy (PROVE-IT) study10 shows how, in patients
with ACS, intense and early therapy with statins,
with a decrease in low-density lipoprotein (LDL) va-
lues below current objectives, is associated with
greater cardiovascular protection at 24-month follow-
up.

The prognostic value of systemic inflammatory
markers has led to their widespread use when stratify-
ing cardiovascular risk.11 In particular, C-reactive pro-
tein12 (CRP), a protein with great atherogenic poten-
tial, has been identified as the parameter with the
greatest clinical application due to its predictive power
in primary prevention, chronic ischemic heart disease,6

ACS without ST segment elevation12 and ACS with
ST segment elevation.13 Interleukin 6 (IL-6) is the
main stimulus for the synthesis of CRP in the liver and
is a key cytokine in the inflammatory response.3 The
values of IL-6 are significantly correlated with those
of CRP14 and also have prognostic value in coronary
artery disease.15

Recently, several studies5,6,8,16,17 have confirmed the
antiinflammatory effect of statins based on the reduc-
tion in CRP values. However, these works analyze the
role of the drug on this acute-phase reactant in primary
prevention, in stable coronary heart disease and, to a
lesser extent, in ACS without ST segment elevation.
However, there are no data on ACS with ST segment
elevation. The aim of the present study was to evaluate
the effect of early administration of pravastatin on

ABBREVIATIONS

AMI: acute myocardial infarction.
HDL: high-density lipoprotein.
IL-6: interleukin-6.
LDL: low-density lipoprotein.
CRP: C-reactive protein.
ACS: acute coronary syndrome.



The concentrations of IL-6 were measured with
ELISA test kits (Quantikine Human IL-6, R&D Sys-
tems, Minneapolis, MN) following the manufacturer’s
instructions (range: 3.13-300 pg/mL). C-reactive pro-
tein was analyzed through a high sensitivity ELISA
test (Generic Assays, Dahlewitz, Germany), that has a
detection range of 0.56 mg/L to 200 mg/L. In both
cases the analysis was carried out in serum collected
in the acute phase (<10 h), and at 2 days and 7 days af-
ter the ischemic episode. In addition, at 2 months the
CRP values were determined through turbidimetry
(range: 5-200 mg/L); the patients were classified ac-
cording to whether their concentrations were greater
or less than 6.6 mg/L, in line with risk stratification
according to the Cholesterol And Recurrent Events
(CARE) study19. The blood samples were coded,
which meant that the doctor who analyzed them did
not know whether the patient had received pravastatin
or not.

Clinical Events

The development of early clinical events was eva-
luated throughout hospitalization and during the first 2
months of follow-up. Combined angina, reinfarction
or death was considered as the primary clinical event.
Angina was defined as typical precordial pain with
electrocardiographic changes and AMI as clinical
angina and a double or more increase of creatine ki-
nase with concomitant elevation of MB isoenzyme or
troponin I. Death was defined as mortality due to both
vascular and non-vascular causes.

Clinical events were evaluated by physicians un-
aware of the study design or the randomization
process on admission, such that, insofar as possible,
event allocation was done while blind to treatment re-
ceived.

Statistical Analysis

Data were analyzed using the SPSS statistical pac-
kage (version 10.05; SPSS Inc., Chicago, IL). Conti-
nuous variables were expressed as mean and standard
deviation (SD), and as the median and semiquartile
range when they were not adjusted to normal distribu-
tion; the qualitative variables were expressed as per-
centages. Comparison of means was carried out with
Student’s t tests or nonparametric Mann Whitney 
U-test for data without a normal distribution. The
paired samples study was done with Student’s t test for
paired samples or with Wilcoxon’s test for ranges with
variable signs that did not have a normal distribution.
The General Linear Model was used for repeated sam-
ples (MANOVA) in the study of markers when they
related to the effect of the drug at different stages du-
ring the study. Spearman’s rho was used to study the
correlations. The percentages were compared with chi-
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squared and the odds ratio (OR) was expressed at a
confidence interval (CI) of 95% for a two-tailed test. A
P-value <.05 was considered significant.

RESULTS

Demographic Characteristics

The characteristics of the 71 patients included in the
study are shown in Table 1. Fifty-eight patients treated
with percutaneous coronary intervention were trans-
ferred to the referral hospital (Hospital Universitario
Virgen de la Arrixaca) and in all cases TIMI III flow
was obtained via angiography. Alteplase was adminis-
tered as the thrombolytic. The mean time to rando-
mization was 289.8±122.9 min, and there were no dif-
ferences between the control group and the treated
group (282.9±115.4 min vs 296.7±138.0 min; P=.61).

Lipids, C-Reactive Protein and Interleukin 
6 Values

On admission, no significant differences were ob-
served in lipid concentrations between the 2 groups.
After 2 months of treatment, the total cholesterol and
LDL values were significantly lower in the treated

TABLE 1. Baseline Characteristics of the Patients

Control Treated P

(n=36) (n=35)

Age, years 67±10.7 65±11.0 .44

Male 25 (69.4%) 29 (82.9%) .19

Thrombolysis 7 (19.4%) 6 (17.1%) .87

PCI 29 (81.7%) 29 (82.9%)

Glycoprotein IIb/IIIa 

inhibitors 20 (75.1%) 25 (55.1%) .16

Diabetes 11 (30.6%) 11 (31.4%) .97

AHT 13 (36.1%) 16 (45.7%) .41

Smoking habit 13 (46.4%) 15 (53.8%) .82

Hypercholesterolemia 9 (25%) 9 (25.7%) .94

Body mass index 28.00±3.860 27.90±3.64 .91

Family history 8 (22.2%) 9 (25.7%) .73

Baseline fibrinogen, g/L 4.50±1.41 4.74±1.48 .49

PCR, mg/L on admission 4.8±5.7 4.3±4.3 .59

1.9 (1.1-6.5) 3.0 (1.4-5.6)

IL-6, pg/mL 20.1±36.1 18.9±35.9 .18

11.1 (7.0-19.8) 8.6 (3.6-17.2)

Preinfarction anginaa 13 (36.1%) 14 (40%) .73

Previous infarction 14 (38.8%) 17 (48.5%) .51

No. diseased vesselsb

1 18 (50%) 22 (62.8%)

2 9 (25%) 6 (17.1%) .41

3c 7 (19.4%) 4 (11.4%)

*AHT indicates arterial hypertension; PCI, percutaneous coronary interven-
tion; IL-6, interleukin 6; CRP, C-reactive protein.
aAngina during the week before admission. bStenosis >60%. Coronary angio-
graphy study in 93% of patients (not done in 5 patients treated with throm-
bolysis and negative ischemia test). cThree coronary vessels or left common
trunk.
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group; in fact, these differences were already signifi-
cant by day 7 of the study. There were no differences
between the 2 groups in high-density lipoprotein
(HDL) and triglyceride values during the study period
(Table 2).

Regarding the evolution of the lipid profile, it was
found that in the control group the total cholesterol
and LDL values increased significantly in the first 7
days; from this moment onward all lipid parameters
increased except for triglycerides. In contrast, there
were no significant changes in lipid concentrations
during the first 7 days in the treated group, but be-
tween day 7 and 2 months a significant elevation was
found in total cholesterol and HDL without changes in
LDL and triglyceride values.

C-reactive protein values are shown in Table 3, pa-
nel A. These were similar in the 2 groups on admis-
sion.

At 48 h, the increase in CRP values was smaller in
the group treated with pravastatin but they did not
reach statistical significance (P=.12). After 7 days of
treatment, the CRP values were significantly lower
(P=.002) in the group that received the drug. Median
and mean CRP values were 48% and 59% lower com-
pared to the untreated group, respectively. Thus, only

35.2% of the control group patients were below the
median (14.9 mg/L) versus 64.5% of the patients in
the treated group (Figure 1).

Considering the 71 patients as a whole, CRP in-
creased significantly (P<.001) from admission until 48
h, subsequently presenting a significant decrease be-
tween that time and day 7 (P<.001) (Figure 2A). This
decrease was more pronounced in terms of the mean
and median (48.4% and 51.9%, respectively) in the
treated group than in the control group (32.5% and
15.9%). At 2 months, 64 patients were still alive (32 in
each group); 50% of the control group and 25% of the
treated group presented a CRP value greater than 6.6
mg/L (P=.039).

The IL-6 values were not significantly different be-
tween the groups after 7 days of treatment (Table 3,
panel B), nor was the mean decrease of IL-6 from 48 h
to day 7 (Figure 2B) (73.2% in the control group and
68.9% in the treated group).

Correlation analysis in the treated group showed
that the changes in CRP concentrations were indepen-
dent of the changes in total cholesterol (P=.61), LDL
cholesterol (P=.51), HDL cholesterol (P=.66), and
triglycerides (P=.95). Nor was there any correlation
between the changes in CRP and lipid parameters

TABLE 2. Lipid Values on Admission. At Day 7 and at 2 Months in Both Groups*

Lipids (mg/dL) Admission Day 7 2 months Pa

Control Treated Control Treated Control Treated

Total cholesterol 162.2±42.9 170.5±39.0 183.2±41.4 168.7±33.1 211.5±46.0 184.6±33.1 .002

LDL 101.1±34.6 111.0±30.8 122.0±36.9 109.2±31.2 137.7±38.4 115.8±29.2 .001

HDL 38.0±7.69 39.3±9.21 37.6±9.0 37.8±8.6 44.0±9.2 46.3±9.1 .67

Triglycerides 122.9±96.4 100.1±48.4 126.2±47.8 104.4±28.8 144.3±75.4 108.0±42.9 .08

*HDL indicates high-density lipoproteins; LDL, low-density lipoproteins. aThis refers to the effect of treatment on the analytic parameters in the analysis of variance
for repeated measures.

TABLE 3. C-Reactive Protein (Panel A) and IL-6 (Panel B) Values Expressed as Mean±SD and Median (IQR)*

Panel A 
CRP (mg/L) Pa

Admission 48 h Day 7

Control 4.8±5.7 32.4±22.8 21.8±12.2 .002

1.9 (1.1-6.5) 27.1 (20.8-32.3) 22.7 (12.9-30.2)

Pravastatin 4.3±4.3 25.1±11.9 12.9±8.7 

3.0 (1.4-5.6) 23.1 (18.7-30.0) 11.1 (6.6-18.8)

Panel B

IL-6 (pg/mL) Pa

Admission 48 h Day 7

Control 20.1±36.1 44.5±69.6 11.9±11.2 .32

11.1 (7.0-19.8 18.4 (10.3-37.6) 7.9 (2.6-18.9)

Pravastatin 18.9±35.9 28.4±32.5 8.8±10.1 

8.6 (3.6-17.2) 20.8 (9.8-33.2) 5.6 (2.5-15.4)

*SD indicates standard deviation; IL-6, interleukin 6; CRP, C-reactive protein; IQR, interquartile range. aThis refers to the effect of treatment on the analytic parame-
ters in the analysis of variance for repeated measures.
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when the calculation was carried out in the patient
population as a whole or in the control group.

In addition, when analyzing whether the variations
in CRP concentrations could be accounted for by dif-
ferences in IL-6 values (Table 4), we found that CRP
and IL-6 values in the control group were significantly
and increasingly tightly correlated as AMI evolved.
However, in the treated group the values correlated
upon admission (before receiving the drug) but this
correlation stopped being significant in the first 48 h.
Although at day 7 both parameters correlated, this de-
pendency only reached a weak statistical value.

Clinical Events

Before discharge, 10 (14%) patients presented a car-
diac event: 7 occurred in the control group and 3 in the
pravastatin group (P=.18). These events included: 2
deaths in each group (3 from cardiogenic shock and
multiorgan failure and 1 from cardiac rupture), 1 rein-
farction in the control group and 5 postinfarction angi-
nas (4 in the control group and 1 in the pravastatin
group). In the following 2 months, 7 new events oc-
curred in the control group (1 reinfarction, 4 anginas
and 2 deaths, 1 sudden and the other due to cardio-
genic shock) and only 2 in the pravastatin group (1
angina and 1 sudden death). No ictus occurred during
follow-up. Globally, 16.9% of the control group versus
5.6% of the treated group experienced an event after 2

months follow-up (OR=0.258; 95% CI, 0.074-0.91;
P=.027).

The mean concentrations of CRP were higher in the
patients who developed events during the 2 months of
the study, both at admission (8.2±3.5 vs 3.5±4.21
mg/L; P=.006) and at 48 h (39.1±29.7 vs 25.7±12.7
mg/L; P=.046). By day 7, the value was also higher in
the patients who survived events, but without presen-
ting statistical significance (23.9±12.6 vs 15.8±10.7
mg/L; P=.14).

DISCUSSION

The present study analyzes the effect of pravastatin
on 2 inflammatory markers, CRP and IL-6. It was car-

Fig. 1. Day 7: distribution of C-reactive protein (CRP) quartiles in both
groups.

Fig. 2. Evolution of C-reactive protein (CRP) and interleukin 6 (IL-6)
(median) in both groups.

TABLE 4. Bivariate Correlation for CRP/IL-6

All Control Group Pravastatin Group

PCR/IL-6 on admission r=–0.416; P=.001 r=–0.463; P=.004 r=–0.409; P=.015

PCR/IL-6 at 48 h r=–0.363; P=.002 r=–0.590; P=.001 r=–0.052; P=.77

PCR/IL-6 at day 7 r=–0.607; P=.001 r=–0.800; P=.0001 r=–0.391; P=.022



ried out within a clinical context which until now has
been poorly studied, that is, AMI with elevated ST
segment. Our data demonstrate that the early adminis-
tration of a daily single dose of 40 mg of pravastatin is
associated with significantly lower CRP values after 7
days of treatment and, accordingly, with a smaller in-
crease in CRP during the acute phase of the myocar-
dial infarction. Furthermore, after 2 months of treat-
ment, CRP concentrations remain lower (<6.6 mg/L)
in a greater percentage of cases compared to controls.
This value, associated with an increase in risk in the
chronic phase of AMI according to the CARE study,19

is reliably detected through a routine method such as
turbidimetry. In addition, the early administration of
the drug provides a better lipid profile after the first 7
days and at 2 months.

The results of the study support the use of the drug
in ACS with ST segment elevation from the moment
of diagnosis due to its capacity to attenuate the inflam-
matory response. Thus, taking into account the known
prognostic value of CRP, according to our results, ear-
ly administration of pravastatin would be justified in
order to facilitate the decrease in CRP to chronic le-
vels after AMI and help diminish the number of clini-
cal events.

Unlike other works,9,10 in our study the administra-
tion of pravastatin was always carried out in the 10 h
following the onset of the pain. This means that the
antiinflammatory effect, and probably the rest of the
pleiotropic effects, initiated its action immediately af-
ter closing the artery, having an effect on CRP after
only 7 days of treatment. Curiously, the treatment with
pravastatin did not modify the values of its regulator
in the liver, IL-6, at 48 h or at day 7 of treatment.

Effect of Pravastatin on C-Reactive Protein.
Previous Studies

The prognostic value of the CRP and its modifica-
tion with statins has been evaluated in several studies,
both in primary4,6,17,20,21 and in secondary prevention.
In this regard, the CARE study5 showed a reduction in
median CRP of 17.4%. Patients in the highest quintile
(CRP≥6.6 mg/L) had a more than 80% probability of
developing a coronary event during follow-up.19 There
was also a significant reduction in CRP in The Pravas-
tatin Inflammation/CRP Evaluation (PRINCE) study6

after 12 weeks of treatment with pravastatin, in other
studies with atorvastatin after 4 weeks22 and even after
only 48 h.23 Retrospective observational studies pre-
sent similar data.24 In ACS without ST segment eleva-
tion, the Myocardial Ischemia Reduction with Aggres-
sive Cholesterol Lowering trial (MIRACL) study
presented a higher mean reduction in CRP after 16
weeks in the treated group (P<.0001).8 In another
study,16 also in patients with ACS without ST segment
elevation, atorvastatin was associated with a decrease

in CRP of 5% after 5 days of treatment and an increase
of 188% in the placebo group.

Finally, there are no data concerning the effect 
of statins in the context of ACS with ST segment ele-
vation. In our series, the median CRP was 48% lower
in the treated group. We also found a decrease in clini-
cal events, although this was limited by the small sam-
ple size. Postinfarction angina should be highlighted
(2 in the treated group and 8 in the control group), as 
it is probable that the improvement in endothelial
function,25 a known effect of pravastatin and probably
also promoted by the decrease in CRP, represent the
basis for the distribution of such event.

Our data, as well as those found in the medical lite-
rature, do not show a correlation between changes in
CRP and LDL values, which means that the lowest
value of oxidized LDL does not seem to be the cause
of the low release of IL-6 by the macrophages and,
thus, of CRP in the liver.3

Effect of Pravastatin on Interleukin 6 
and Correlation With C-Reactive Protein

The concentrations of CRP correlate with IL-6 va-
lues.14 However, in our series, this correlation was
only observed in the group that did not receive pravas-
tatin. In contrast, in the treated group, the correlation
between the 2 markers was weak at day 7 and nonexis-
tent at 48 h. This could be explained by the drug not
significantly modifying the IL-6 values, whereas it did
modify those of CRP, which is in agreement with other
studies.8,20,24

According to these results, the decrease in CRP le-
vels can not be attributed to a decrease in IL-6 synthe-
sis in peripheral tissues, since there levels are not
modified after treatment. However, it is possible that
the decrease in CRP without changes in IL-6 can be
explained by the inhibitory effect of pravastatin on the
synthesis of isoprenoids in the liver, reducing the acti-
vation of G-protein Rac-1 that mediates CRP trans-
cription after stimulating IL-6 in the liver.7,26,27

Finally, it is possible that the normal doses of
pravastatin in addition to its hydrophilic properties are
two reasons why no cellular blockage of IL-6 synthe-
sis in non-liver tissues takes place. However, other
studies with high doses of atorvastatin (80 mg), a
lipophilic statin, do not show a capacity to decrease
IL-68 values.

Limitations

Given the small sample size, caution should be ex-
ercised when interpreting the clinical events. In this
regard, limitations arose when randomizing; of note,
the control group had more women and worse coro-
nary anatomy, although without statistical difference.
Nevertheless, neither the CRP and IL-6 values nor the
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total events were significantly different according to
sex. In addition, the number of affected vessels was
not associated with different IL-6 values, although on
admission there were greater concentrations of CRP.
Neither were there significant differences in the num-
ber of patients with disease in more than one vessel
who developed events during the study.

On the other hand, given its short half-life and circa-
dian variations, the IL-6 values should be interpreted
with caution, as mentioned in previous studies.8 Ne-
vertheless, in order to overcome these limitations,
blood was extracted in a well-lit place,28 during the
day and night, and the hour of extraction was adjusted
to specific times during the evolution of the heart at-
tack. Finally, we should take into account that correla-
tional changes in LDL and CRP could be blocked by
the behavior that LDL has in ACS as an acute-phase
reactant.

CONCLUSIONS

The administration of 40 mg/day of pravastatin
from the time of diagnosis of ACS with ST segment
elevation is associated with lower CRP plasma con-
centrations after 7 days of treatment, and thus a small-
er increase in its values when compared to admission.
This effect is independent of changes in lipid values.
This dosage of pravastatin does not produce substan-
tial changes in IL-6 plasma concentrations, which sup-
port the inhibitory effect of the drug in the liver. Our
results demonstrate better clinical evolution in the
treated patients, although this should be corroborated
by new and larger patient population studies.
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