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Background: C-reactive protein (CRP) is an established prognostic marker in the setting of acute coronary

syndromes. Recently, albumin excretion rate also has been found to be associated with adverse outcomes

in this clinical setting. Our aim was to compare the prognostic power of CRP and albumin excretion rate for

long-termmortality following acute myocardial infarction (AMI).

Hypothesis: To determinewhether albumin excretion rate is a better predictor of long-term outcome than CRP

in post-AMI patients.

Methods: We prospectively studied 220 unselected patients with definite AMI (median [interquartile] age

67 [60–74] y, female 26%, heart failure 39%). CRP and albumin-to-creatinine ratio (ACR) were measured on

day 1, day 3, and day 7 after admission in 24-hour urine samples. Follow-up duration was 10 years for all

patients.

Results: At survival analysis, both CRP and ACR were associated with increased risk of 10-year all-cause

mortality, also after adjusting for age, hypertension, diabetes mellitus, prehospital time delay, creatine

kinase-MB isoenzyme peak, heart failure, and creatinine clearance. CRP and ACR were associated with

nonsudden cardiovascular (non-SCV) mortality but not with sudden death (SD) or noncardiovascular (non-CV)

death. CRP was not associated with long-term mortality, while ACR was independently associated with

outcome both in short- and long-term analyses. At C-statistic analysis, CRP did not improve the baseline

predictionmodel for all-causemortality, while it did for short-termnon-SCVmortality. ACR improved all-cause

and non-SCV mortality prediction, both in the short and long term.

Conclusions: ACR was a better predictor of long-termmortality after AMI than CRP.

Introduction
C-reactive protein (CRP) and albumin excretion rate (AER)
are well recognized predictors of adverse events and
mortality in patients at high cardiovascular (CV) risk
and even in apparently healthy subjects.1,2 In the last
few years, both CRP and AER have been identified as
independent risk markers for mortality also in patients
with acute myocardial infarction (AMI).3 – 8 Recently, it
has been shown that the increase in AER during AMI
is independent from renal tubular function and that
its prognostic power is independent from the presence
of hypertension (HT), diabetes mellitus (DM), and
renal dysfunction.7,9,10 In a previous study, we showed
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that urinary albumin is a better predictor for long-term
mortality in AMI than ‘‘traditional’’ risk markers.11 In
keeping with our results, Schiele et al recently showed that
AER is strongly associated with mortality after AMI and
that albuminuria can improve risk stratification based on
the Global Registry of Acute Coronary Events (GRACE)
score.12 However, in spite of these results, AER has not
gained much credit as a prognostic marker for mortality
in AMI, whereas CRP is a well recognized predictor of
mortality in this setting.8,13

The aim of the present study was to compare the
prognostic power of CRP and AER for long-term mortality
following AMI, adjusting for several risk factors and
confounders. In addition, as virtually all previous studies
examined CV modes of death as a composite outcome, we
wanted to investigatewhetherCRP and AER have a different
predictive value for sudden death (SD) and nonsudden CV
(non-SCV) mortality.
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Methods
Patients
This is a prospective study including 244 consecutive
unselected patients admitted with definite AMI to the
intensive care units of 2 general hospitals in northeast
Italy from October 3, 1996 to January 19, 1998. Fourteen
patients with preexisting or acute inflammatory processes,
or with concomitant clinical situations that could affect
albumin excretion, were excluded: urinary tract infections
(n= 5), chronic renal failure (glomerular filtration rate
[GFR] <60 mL/min/1.73 m2 for ≥3 months, with or without
kidney damage; n = 2), nephrotic proteinuria (n = 2),
dialytic treatment (n = 1), surgical treatment of bone
fractures (n = 1), bronchial infection (n = 1), recent surgery
(n= 1), and menstrual flow (n= 1). Additionalpatients were
excluded due to neoplastic disease (n = 3), death within
3 days of admission (n = 2), and insufficient data collection
(n= 5). The final analysis was performed in 220 patients.
Written informed consent was obtained from all patients, and
the study was approved by the hospitals’ ethics committees.

Measurements
Baseline clinical and laboratory data were obtained during
the first week of hospitalization. The criteria for AMI
diagnosis were based on fulfillment of at least 2 of the
following: central chest pain lasting >30 minutes, typical
changes in total creatine kinase (CK) and creatine kinase-
MB isoenzyme (CK-MB), and typical electrocardiographic
(ECG) changes with occurrence of pathological Q waves,
and/or localized ST-T segment changes in at least 2
contiguous leads.14 In addition to baseline biochemical
blood determinations, an estimated GFR (eGFR) at baseline
was calculated with the use of the modified Modification
of Diet in Renal Disease (MDRD) Study equation.15

The presence and degree of heart failure were assessed
according to the Killip classification.16 Left ventricular
ejection fraction (LVEF) was assessed by 2-dimensional
ECG between day 3 and day 7 after enrollment according
to Simpson’s method. LVEF was missing for 26 patients
who underwent ECG after discharge from the intensive
care units or had technically unsatisfactory ECG images.
The records were examined by 2 physicians who had no
knowledge of patients’ clinical data.

C-reactive Protein and Albumin Excretion Rate
Measurement
Venous blood was drawn on days 1, 3, and 7 after admission
for measurement of CRP. The samples were put in ice
and centrifuged within 20 minutes at 4 ◦C, and the plasma
was stored at −20 ◦C until assayed (storage time <1
mo). CRP was measured at the University of Padova by
means of nephelometric method with particle-bound goat
antihuman CRP (Beckman Instruments, Inc., Fullerton,
CA) and expressed as mg/L.17 On the same days, three

24-hour urine collections were performed under control of
trained nurses to minimize errors in diuresis measurement.
After collection, the volumes were measured and urine
specimens were frozen (−20 ◦C) and sent to the University
of Padova. Albumin was measured by radioimmunoassay,
using a HumanALB KIT-doubleantibody(TechnoGenetics,
Cassina de’ Pecchi, Milan, Italy).18 – 20 For each 24-hour
urine sample, creatininuria was measured using the Jaffe
method.21 AER was expressed as the ratio of albumin
to creatinine (ACR) as mg/g. Standard urinalysis was
performed at the time of urinary sample collections.

Endpoints
For the patients who died during a hospital stay, the date
and cause of death were obtainedfrom public administration
and hospital records (including postmortem reports when
available). For those who did not die in hospital, data were
obtained from the family doctor and the death certificate.
None of the patients were lost to follow-up, the duration of
which was exactly 10 years for all of the censored patients
except for one who underwent heart transplantation within
1 year after AMI and was censored at that time.

The primary endpoint was all-cause mortality. Secondary
endpoints were modes of death. They were classified
as non-SCV, SD, and non-CV death. SD was defined as
out-of-hospital, witnessed cardiac arrest or death within
1 hour of the onset of acute symptoms or unexpected,
unwitnessed death (eg, during sleep) in patients who were
known to have been well in the previous 24 hours.22 All
other CV deaths, including heart failure with progression of
congestive symptoms or pulmonary edema or cardiogenic
shock, were classified as non-SCV deaths. Modes of deaths
were classified by 2 doctors blinded with regard to baseline
information.

Statistical Analysis
Statistical analyses were made using software packages
SYSTAT 12 (Systat Inc., Chicago, IL) and JMP 4.0 for
Windows (SAS Institute, Inc. Cary, NC). For continuous
variables, comparisons between groups were made by
Student t test or by analysis of variance (ANOVA). CRP and
ACR trends during the week of hospital stay were evaluated
with repeated-measureANOVA and the Tukey post-hoctest.
Skewed variables were log-transformed before analysis.
The Pearson χ2 test was used for categorical variables.
Differences in event rates across risk index ranges were
assessed using the χ2 test for trend. Survival curves were
constructed by the Kaplan-Meier method and compared
by log-rank test. The test on proportionality assumption
was based on the scaled Schoenfeld residuals. As mortality
distribution appeared to be bimodal with an early high
mortality and a gradual long-term attrition, the proportional-
hazards assumption of the Cox model for CRP and ACR
was violated (P = 0.01 and P = 0.03 for CRP and ACR,
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Clinical Investigations continued

respectively). The typical effect of this violation is to make
statistical comparisons more conservative and confidence
limits on the hazard ratios (HR) wider.23 By dividing
survival time at the median time to non-SCV death into
2 periods, short term (survival ≤515 d), and long term
(survival >515 d), the proportional-hazards assumption was
verified for both markers in both periods (P < 0.30 for
all tests). The risk was quantified as odds ratio (OR) for
logistic regression and as HR for Cox regression with
95% confidence interval (CI). First we ran several models
including all variables of interest. In a second step, we
ran a parsimonious model excluding all variables that did
not show an independent association with outcome. The
association between variables and modes of death was tested
by means of multivariable polynomial logistic regression.
To assess the predictive capability of multivariable model
and the contribution of CRP and ACR, the C-statistic and
Harrell’s C-statistic analyses were used.24 Analogous to
the area under the receiver operating characteristic (ROC)
curve, the C-statistic ranges from 0.5 (ie, no discrimination
ability) to 1.0 (maximum discrimination ability).

Data are presented as median and interquartiles for
continuous measures and as proportion for categorical
variables. All P values are 2-tailed, and statistical signifi-
cance was established as P < 0.05.

Results
CRP and ACR levels showed different trends during AMI,
the former peaking on day 3 after admission and the latter
declining from day 1 to day 7. However, log-transformed
ACR and CRP values were correlated in all 3 days of
measurement. Their correlation was weak soon after AMI,
and tended to increase during subsequent days (r = 0.15,
P = 0.03; r = 0.19, P = 0.008; and r = 0.25, P < 0.0001 on
day 1, day 3, and day 7, respectively).

The baseline clinical characteristics of the AMI patients
according to tertiles of ACR are reported in Table 1.
Patients with ACR in the upper tertile were older, were
more frequently women, were more likely to have a
history of HT and DM, and were less frequently smokers.
Furthermore, they more frequently had clinical signs of
heart failure and had longer prehospital time delay. Blood
pressure was higher among the patients of the top ACR
tertile than among the patients of the other tertiles,
whereas LVEF and creatinine clearance were lower in the
former. During follow-up, use of antiplatelet medication
was less frequent in the top tertile, while anticoagulants
had similar prevalence. β-Blockers, angiotensin-converting
enzyme inhibitors (ACEIs) and/or angiotensin II receptor
blockers (ARBs), and statins were less frequently used in
the top tertile than in the lower ones.

After 10 years of follow-up, 115 (52%) patients had died.
Sixty-six (30%) died of non-SCV causes (14 reinfarction, 19
heart failure–cardiogenic shock, 14 stroke, 19 other causes),

25 (11%) of SD, and 24 (11%) of non-CV causes (including
14 from neoplastic disease and 3 from traumatic causes).
Follow-up time was exactly 10 years for all survivors except
for 1 patient censored after 368 days (see Methods) (mean
3618 ± 321 d).

CRP and ACR levels were higher in the patients who died
than in those who survived throughout the 7 days of the
hospital stay (Table 2). However, in the analysis of modes of
death, both CRP and ACR were elevated only in the patients
who died from non-SCV causes (Table 2).

All-Cause Mortality and Modes of Death
Kaplan-Meier estimates of survival for 10-year all-cause
mortality showed increasing mortality rate across tertiles of
both CRP and ACR (Figure; A and B). However, when modes
of death were considered, the trend remained significant
only for non-SCV mortality (Figure C,D).

At survival analysis, both CRP and ACR were associated
with increased risk of 10-year all-cause mortality even after
adjustment for age, HT, DM, pre-hospital time delay, CK-MB
peak, heart failure, creatinine clearance, and thrombolysis.
No interactiveeffect of CRP and ACR on outcome was found.
As both markers showed similar strength of association
with mortality across the 3 days of measurement, only
day-3 data are shown (Table 3). When modes of death
were examined, both CRP and ACR were associated with
non-SCV mortality, but not with SD or non-CV mortality
(Table 3). In the fully adjusted model, CRP showed a
marginal independent association with non-SCV mortality,
while ACR still showed a significant independentassociation
with this outcome variable (Table 3). Inclusion of LVEF in
the multivariablemodel did not modify the relationship with
outcome (results for all-cause mortality: HR: 1.3, 95% CI:
1.1–1.8, P = 0.02; and HR: 1.4, 95% CI: 1.1–1.9, P = 0.007
for increasing tertiles of CRP and ACR, respectively).
Inclusion of β-blockers, ACEIs, ARBs, statins, coronary
artery bypass graft surgery, and percutaneous coronary
angioplasty during follow-up did not modify the association
between CRP, ACR, and all-cause mortality (HR: 1.3, 95% CI:
1.1–1.7, P = 0.01; and HR: 1.4, 95% CI: 1.1–1.9, P = 0.005
for increasing tertiles of CRP and ACR, respectively).

Short- and Long-term Prognosis
As survival curves appeared to be bimodal with early higher
mortality and a gradual long-term attrition, we divided
the follow-up time into a short-term hazard and a long-
term hazard. The discriminant cut-off between short- and
long-term mortality was chosen at the median time to non-
SCV death, in order to have half of the events in each
of the 2 periods. Median time was 515 days. CRP showed
a strong association with short-term mortality but failed
to discriminate long-term mortality (Table 3). At variance,
ACR was independently associated with outcome, both in
the short-term and long-term analyses (Table 3). To verify
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Table 1. Baseline Clinical Characteristics of Patients With AMI According to Tertiles of ACR Measured on Hospitalization Day 3

Patient Characteristics

Tertile 1(<6.8 mg/g)

n= 74

Tertile 2 (6.9–20.5mg/g)

n= 73

Tertile 3 (>21.8 mg/g)

n= 73 P Value

Age, y 64 (57–71) 65 (58–73) 73 (68–79) <0.0001

F 15 22 41 0.001

BMI (kg/m2) 25.7 (24.4–27.7) 26.9 (24.0–29.8) 25.9 (24.0–29.4) 0.35

Previous AMI 19 15 15 0.76

History of angina 16 11 14 0.65

Current smoker 53 37 22 0.001

HT 36 45 62 0.008

DM 13 23 41 0.001

Prehospital time delay, mina 177 (120–360) 165 (120–244) 270 (120–607) 0.04

Total cholesterol (mg/dL) 220 (182–245) 199 (175–245) 203 (170–227) 0.13

SBP (mm Hg) 120 (105–130) 120 (110–131) 125 (115–140) 0.006

DBP (mm Hg) 70 (65–80) 70 (70–80) 80 (70–85) 0.005

eGFR (ml/s× 1.73m2) 76 (67–88) 78 (63–88) 60 (45–77) <0.0001

CK-MB peak (IU/L) 160 (73–231) 135 (75–242) 155 (81–280) 0.35

NSTEMI 65 75 74 0.31

Killip class <I 22 37 59 <0.0001

AF 9 11 20 0.10

LVEF in percentage (n= 194) 53 (46–60) 51 (44–60) 44 (34–56) 0.08

Thrombolysis 50 55 38 0.12

Medications during follow-up

Antiplatelet 90 89 71 0.002

Anticoagulant 13 22 15 0.35

β-Blocker 54 57 33 0.005

ACEI and/or ARB 59 75 62 0.09

Statin 58 45 26 <0.0001

Abbreviations: ACE, angiotensin-converting enzyme inhibitor; ACR, albumin-to-creatinine ratio; AF, atrial fibrillation; AMI, acute myocardial infarction;

ARB, angiotensin II receptor blocker; BMI, bodymass index; CK-MB,creatinekinase-MB isoenzyme; CRP, C-reactiveprotein; DBP, diastolic blood pressure;

DM, diabetes mellitus; eGFR, estimated glomerular filtration rate; F, female; HT, hypertension; LVEF, left ventricular ejection fraction; n, number of

patients; NSTEMI, non–ST-segment-elevation myocardial infarction; SBP, systolic blood pressure.

Data are presented as median and interquartile ranges for continuous measures and as percentage for categorical variables.
a Time from onset of symptoms to arrival at coronary care unit.

whether CRP and ACR are also associated with very-late
mortality, a Cox analysis was made on the events occurring
in the second half of the follow-up period (from year
6 to year 10 of follow-up). It showed that CRP is not

associated with very-late mortality, whereas ACR still is
(HR: 1.3, 95% CI: 0.8–2.1, P = 0.23; and HR: 1.7, 95% CI:
1.1–2.8, P = 0.02 for increasing tertiles of CRP and ACR,
respectively).
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Clinical Investigations continued

Table 2. CRP and ACR Levels During Hospitalization Week 1 According to 10-YearMortality and Modes of Death

Day 1 Day 3 Day 7 Adjusted P (Sbjs) Adjusted P (Trend)

CRP (mg/L)

Survivors (n= 105) 5.0 (4.9–13.1) 24.0 (11.4–58.1) 6.9 (5.0–23.8) NA NA

All-causemortality (n= 115) 8.8 (5.0–3.0) 49.6 (16.6–105.2) 17.9 (5.0–47.5) 0.004 0.001

Non-SCV mortality (n= 66) 14.0 (5.0–38.7) 71.4 (22.0–130.0) 32.7 (5.1–57.6) 0.001 <0.0001

SD (n= 25) 6.8 (5.0–24.2) 40.6 (7.0–76.7) 12.4 (5.0–20.3) 0.13 <0.0001

Non-CV mortality (n= 24) 8.0 (5.0–17.5) 40.0 (11.2–57.7) 13.4 (5.0–45.1) 0.17 <0.0001

ACR (mg/g)

Survivors (n= 105) 21.6 (9.7–46.0) 7.4 (4.2–13.4) 5.4 (3.0–10.5) NA NA

All-causemortality (n= 115) 39.7 (16.8–163.4) 19.0 (7.9–60.0) 9.7 (4.9–39.4) 0.01 0.002

Non-SCV mortality (n= 66) 67.2 (23.2–231.5) 42.1 (16.9–80.8) 21.8 (6.0–65.9) <0.0001 0.01

SD (n= 25) 31.8 (8.2–64.4) 8.5 (5.3–19.0) 7.0 (4.4–15.4) 0.24 0.08

Non-CV mortality (n= 24) 23.2 (9.5–41.7) 9.0 (4.6–20.6) 6.6 (3.7–10.4) 0.93 0.04

Abbreviations: ACR, albumin-to-creatinine ratio; CRP, C-reactive protein; CV, cardiovascular; DM, diabetes mellitus; HT, hypertension; n, number of

patients;NA, not applicable;non-CV, non-cardiovascular; non-SCV, non-sudden cardiovascular;P (sbjs), P value for between-subjectdifference;P (trend),

P value for trend; SD, sudden death.

Data are median and interquartile range. P values are vs survivors. Data in patients who died during the follow-up and survivors were compared by

repeated-measureanalysis of covariance (ANCOVA) using log-CRP and log-ACR adjusted for age, gender, and presence of DM and/or HT.
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Figure 1. Kaplan-Meier estimates of the probability of all-cause and non-sudden cardiovascular mortality in the patients stratified by tertiles of C-reactive

protein (CRP) and albumin-to-creatinine ratio (ACR).
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Table 3. Mortality Risk by Tertiles of CRP and ACR on Hospitalization Day

3 for All-CauseMortality, Main Modes of Death, and Short- and Long-term

Mortality

Overall Mortality OR (95% CI) P Value

Bivariable

CRP 1.5 (1.1–2.1) 0.03

ACR 2.4 (1.7–3.4) <0.0001

Interaction CRP*ACR 1.1 (0.7–1.8) 0.60

Multivariable

CRP 1.4 (1.1–1.8) 0.005

ACR 1.5 (1.2–2.0) 0.001

Main Modes of Death OR (95% CI) P Value

Bivariable

CRP SD 1.4 (0.8–2.5) 0.20

non-SCV 1.8 (1.2–2.9) 0.008

non-CV 1.1 (0.6–1.8) 0.83

ACR SD 1.4 (0.8–2.5) 0.22

non-SCV 4.7 (2.8–7.8) 0.0001

non-CV 1.2 (0.7–2.1) 0.58

Multivariable

CRP SD 1.3 (0.7–2.3) 0.41

non-SCV 1.5 (0.9–2.4) 0.07

non-CV 0.9 (0.5–1.7) 0.81

ACR SD 1.1 (0.6–2.1) 0.73

non-SCV 3.2 (1.8–5.8) 0.0001

non-CV 0.9 (0.5–1.8) 0.83

Short-term Mortality HR (95% CI) P Value

Bivariable

CRP 2.7 (1.6–4.7) 0.0001

ACR 6.3 (3.2–14.6) <0.0001

Multivariable

CRP 2.8 (1.6–5.0) 0.0001

ACR 3.9 (2.0–9.0) <0.0001

Table 3. (continued)

Long-term Mortality HR (95% CI) P Value

Bivariable

CRP 1.3 (0.8–2.0) 0.26

ACR 2.8 (1.7–4.6) <0.0001

Multivariable

CRP 1.1 (0.7–1.8) 0.65

ACR 1.8 (1.1–3.1) 0.01

Abbreviations: ACR, albumin-to-creatinine ratio; CRP, C-reactiveprotein;

CV, cardiovascular; HR, hazard ratio from Cox model; non-CV, non-

cardiovascular; non-SCV, non-sudden cardiovascular; OR, odds ratio

from logistic regression; SD, sudden death.

C-statistic Discriminant Analysis
At C-statistic analysis, CRP showed a smaller area under
the ROC curve (ie, lower predictive ability) than ACR for
both all-cause (0.64 vs 0.71) and non-SCV mortality (0.68 vs.
0.82). At multivariable level, CRP did not improve the
model prediction based on the significant variables of the
Cox model (age, HT, DM, prehospital time delay, CK-MB
peak, heart failure, and creatinine clearance) for all-cause
mortality, whereas it improved the model prediction for
non-SCV mortality (Table 4). ACR was able to improve both
all-cause and non-SCV mortality prediction models.

Discussion
The present study showed that ACR was a stronger and
more consistent prognostic marker than CRP for mortality
following AMI. CRP was independently associated with
short-term mortality, whereas ACR was able to predict both

Table 4. PredictiveModels Based on C-statistic Analysis

Mortality

Standard

Model

Including

CRP

�

C-statistic

Including

ACR

�

C-statistic

All-cause 0.84 0.84 0.00 0.85 0.01

Non-SCV 0.86 0.87 0.01 0.89 0.03

Short-term

non-SCVa
0.87 0.88 0.01 0.91 0.04

Long-term

non-SCVa
0.82 0.82 0.00 0.83 0.01

Abbreviations: ACR, albumin-to-creatinine ratio; CRP, C-reactiveprotein;

non-SCV, non-sudden cardiovascular.
a Harrell C-statistic (see Methods).
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Clinical Investigations continued

short-term and long-term mortality. Their predictive ability
was chiefly related to non-SCV mortality.

Human CRP production is greatly increased after AMI.
It affects the extent of myocardial damage produced
by ischemic injury, and it is associated with early
and late clinical outcomes.25 – 28 The behavior and the
clinical significance of the increase in AER during AMI
has been much less investigated.13 Only in the last
decade did some groups of investigators show that AER
acutely increases during AMI and that it is related to
prognosis.7,11,12,29 Microalbuminuria is a well-known marker
of endothelial dysfunction and is considered to reflect
increased ‘‘leakiness’’ of the endothelium throughout the
body.30

In agreement with previous results, in the present study
both CRP and ACR were independently associated with all-
cause mortalityafter AMI.12,31 However,CRP was predictive
of outcome only in the short term, whereas ACR kept
its prognostic power up to 10 years after AMI. The lack
of association of CRP with long-term mortality cannot be
attributed to the role of other variables included in the
multivariable models, because CRP was not associated with
long-term mortality also in the univariate model. It can
be speculated that the inflammatory injury heralded by
CRP during AMI is shorter lasting than the endothelium
dysfunction reflected by increased ACR.32,33 In addition, at
C-statistic analysis, ACR but not CRP was able to improve the
multivariable prediction model. The above findings indicate
that ACR should be preferred to CRP for risk stratification
after AMI.

Study Limitations
A limitation of the present study is the relatively small
number of patients and events. However, small studies
such as the present one can serve to create exploratory
hypotheses that should be validated in future larger
studies and/or with the use of meta-analyses. Thus,
both significant and insignificant P values should be
interpreted conservatively, especially for the short-term
study results and for the subanalysis on modes of death.
Another limitation is that, at the time of patient enrollment,
percutaneous coronary angioplasty was not currently used
in patients with AMI, and this procedure may affect CRP and
albuminexcretionlevels.6,34 However,recentstudies in AMI
patients, part of whom underwent percutaneous coronary
intervention during hospitalization, showed associations of
CRP and albumin excretion with mortality similar to those
observed in the present study.7,12

Conclusion
The present results show that ACR is a stronger predictor of
long-term mortality after AMI than CRP. For both markers,
the predictive power was related to non-SCV mortality,

whereas no association was found with SD or non-CV
mortality.
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de Franche Comte. Prognostic value of albuminuria on 1-
month mortality in acute myocardial infarction. Am Heart J.
2009;157:327–333.

13. Berton G, Palatini P. Risk stratification after acute myocardial
infarction: role of neurohormones, inflammatory markers and
albumin excretion rate. Ital Heart J. 2003;4:295–304.

14. Pasternak RC, Braunwald E, Sobel BE. Acute myocardial
infarction. In: Braunwald E, ed. Heart Disease. 5th ed. Philadelphia,
PA: W.B. Saunders Co.; 1997; 1198–1207.

15. Levey AS, Bosch JP, Lewis JB, et al; Modification of Diet in Renal
Disease Study Group. A more accurate method to estimate
glomerular filtration rate from serum creatinine: a new prediction
equation. Ann Intern Med. 1999;130:461–470.

514 Clin. Cardiol. 33, 8, 508–515 (2010)
G. Berton et al: CRP and AER and mortality after AMI
Published online in Wiley InterScience. (www.interscience.wiley.com)
DOI:10.1002/clc.20792© 2010Wiley Periodicals, Inc.



16. Killip T III, Kimball JT. Treatment of myocardial infarction in a
coronary care unit: a two-year experience with 250 patients. Am
J Cardiol. 1967;20:457–464.

17. Stemberg JC. A rate nephelometer for measuring specific
proteins by immunoprecipitin reactions. Clin Chem. 1977;23:
1456–1464.

18. Marshall SM. Screening for microalbuminuria: which measure-
ment? Diabet Med. 1991;8:706–711.

19. Ruggenenti P, Gaspari F, Perna A, et al. Cross sectional
longitudinal study of spot morning urine protein: creatinine ratio,
24 hour urine protein excretion rate, glomerular filtration rate, and
end stage renal failure in chronic renal disease in patients without
diabetes. BMJ. 1998;316:504–509.

20. Brodows RG, Nichols D, Shaker G, et al. Evaluation of a
new radioimmunoassay for urinary albumin. Diabetes Care.
1986;9:189–193.

21. Jensen JS, Clausen P, Borch-Johnsen K, et al. Detecting
microalbuminuria by urinary albumin/creatinine concentration
ratio. Nephrol Dial Trasplant. 1997;12(Suppl 2):6–9.

22. Kim SG, Fogoros RN, Furman S, et al. Standardized reporting
of ICD patient outcome: the report of a North American
Society of Pacing and Electrophysiology Policy Conference,
February 9–10, 1993. Pacing Clin Electrophysiol. 1993;16(7 pt 1):
1358–1362.

23. Mark DB, Nelson CL, Califf RM, et al. Continuing evolution of
therapy for coronary artery disease: initial results from the era of
coronary angioplasty. Circulation. 1994;89:2015–2025.

24. Harrell FE, Califf RM, Pryor DB, et al. Evaluating the yield of
medical tests. JAMA. 1982;247:2543–2548.

25. Moss AJ, Benhorin J. Prognosis and management after a first
myocardial infarction. N Engl J Med. 1990;322:743–753.

26. Kushner I, Rzewniki D. Acute phase response. In: Gallin, JI and
Snyderman R, eds. Inflammation, Basic Principles and Clinical
Correlates. 3rd ed. Philadelphia, PA: Lippincott Williams & Wilkins;
1999; 317–330.

27. Libby P, Ridker PM, Maseri A. Inflammation and atherosclerosis.
Circulation. 2002;105:1135–1143.

28. Griselli M, Herbert J, Hutchinson WL, et al. C-reactive protein and
complement are important mediators of tissue damage in acute
myocardial infarction. J Exp Med. 1999;190:1733–1740.

29. Gosling P, Hughes EA, Reynolds TM, et al. Microalbuminuria is
an early response following acute myocardial infarction. Eur Heart
J. 1991;12:508–513.

30. Rambausek M, Fliser D, Ritz E. Albuminuria of hypertensive
patients. Clin Nephrol. 1992;38(Suppl. 1):S40–S45.

31. Canale ML, Stroppa S, Caravelli P, et al. Admission C-reactive
protein serum levels and survival in patients with acute
myocardial infarction with persistent ST elevation. Coron Artery
Dis. 2006;17:693–698.

32. Niccoli G, Biasucci LM, Biscione C, et al. Instability mechanisms
in unstable angina according to baseline serum levels of C-reactive
protein: the role of thrombosis, fibrinolysis and atherosclerotic
burden. Int J Cardiol. 2007;122:245–247.

33. Danziger J. Importance of low-grade albuminuria. Mayo Clin Proc.
2008;83:806–812.

34. Tomoda H, Aoki N. Prognostic value of C-reactive protein levels
within six hours after the onset of acute myocardial infarction. Am
Heart J. 2000;140:324–328.

Clin. Cardiol. 33, 8, 508–515 (2010) 515
G. Berton et al: CRP and AER and mortality after AMI

Published online in Wiley InterScience. (www.interscience.wiley.com)
DOI:10.1002/clc.20792© 2010Wiley Periodicals, Inc.


