.ﬁ BectHuk PY[QH. Cepus: MEAULIUHA 2025;29(2)
F' RUDN Journal of MEDICINE. ISSN 2313-0245 (Print). ISSN 2313-0261 (Online) http://journals.rudn.ru/medicine

TEMA HOMEPA: KAPAWUOJ10IUA
THEME OF THE ISSUE: CARDIOLOGY

DOI 10.22363/2313-0245-2025-29-2-143-152
EDN KRZZRO

OPUTMHAJIBHOE UCCJIE4OBAHUE
ORIGINAL RESEARCH

Prognostic value of red cell distribution width
in acute myocardial infarction

Truong Huy Hoang' 2 ™ Victor V. Maiskov** ', Imad A. Merai** ~, Zhanna D. Kobalava**

! Pham Ngoc Thach University of Medicine, Ho Chi Minh, Vietnam
2 Tam Duc Heart Hospital, Ho Chi Minh, Vietnam
3 RUDN University, Moscow, Russian Federation
4 Vinogradov Municipal Clinical Hospital, Moscow, Russian Federation
Dtruonghh@pnt.edu.vn

Abstract. Relevance. Red cell distribution width (RDW), a marker of erythrocyte size variability, is considered a potential
prognostic factor in cardiovascular diseases. Accurate risk assessment in acute myocardial infarction (MI) is crucial, yet
identifying reliable prognostic markers remains essential for guiding clinical decisions and improving long-term survival. This
study aims to investigate the prognostic value of RDW on admission for long-term mortality in patients with acute MI. Materials
and methods. The prospective observational study included 577 MI patients who underwent coronary angiography within
24 hours of admission. Demographic data, vital signs, laboratory test data, and comorbidities were collected from the database.
The clinical endpoint was 18-month mortality. The associations between RDW, clinical parameters and clinical outcomes was
evaluated using logistic regression and receiver operating characteristic (ROC) analysis. Results and Discussion. The median
age of patients was 65 (interquartile range [IQR]: 56-74) years, 60.7% were male. The 18-month mortality rate was 11.4%
(n = 66). Median RDW was 14.2% (IQR 13.5-15.0). RDW was correlated with age, history of coronary artery disease, previous
MI, previous cerebrovascular accidents, atrial fibrillation, peripheral artery disease, hemoglobin, left ventricular ejection fraction
and GRACE score. Patients with 18-month mortality had significantly higher RDW values compared to survivors (15.0%
vs. 14.1%, p < 0.001). Higher RDW values were associated with an increased 18-month mortality (quartile 1: 3.9%, quartile
2: 5.4%, quartile 3: 13.4%, quartile 4: 23.9%, p <0.001). Univariate analysis revealed that RDW was associated with 18-month
mortality (odds ratio [OR]: 1.38; 95% confidence interval [CI]: 1.20-1.58, p<0.001). Multivariate analysis revealed RDW as an
independent predictor of 18-month mortality (adjusted OR: 1.33, 95% CI: 1.12-1.58, p<0.001). The area under the ROC curve
of RDW was 0.708 (95% CI: 0.642-0.775, p<0.001) for predicting 18-month mortality. The optimal cutoff value of RDW to
predict 18-month mortality was 14.2% with a sensitivity of 78.8% and a specificity of 54.8%. Conclusion. Elevated RDW value

© Hoang T.H., Maiskov V.V, Merai [.A., Kobalava Z.D., 2025
This work is licensed under a Creative Commons Attribution 4.0 International License
https://creativecommons.org/licenses/by-nc/4.0/legalcode

CARDIOLOGY 143


https://orcid.org/0000-0002-2013-2647
mailto:truonghh%40pnt.edu.vn?subject=Truong%20Huy%20Hoang
https://orcid.org/0009-0002-2135-2606
https://orcid.org/0000-0001-6818-8845
https://orcid.org/0000-0002-5873-1768
mailto:truonghh%40pnt.edu.vn?subject=Truong%20Huy%20Hoang

Hoang TH et al. Bectuuk PYITH. Cepus: Megununa. 2025. T. 29. Ne 2

on admission was associated with an increased risk of 18-month mortality in patients with acute MI. RDW was an independent
predictor of 18-month mortality in patients with acute MI, highlighting its potential as a prognostic marker in this population.
Keywords: acute myocardial infarction, long-term mortality, prognosis, red cell distribution width
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Introduction

Myocardial infarction (MI) is widely recognized
as the predominant clinical manifestation of
coronary artery disease (CAD), a leading cause of
cardiovascular mortality globally with far-reaching
health implications [1]. Despite the well-defined
diagnostic criteria and established treatment strategies
for acute MI [2], elevated mortality rates persist,
emphasizing the crucial importance of identifying
high-risk patients for optimal survival outcomes.
Accurate risk stratification is thus imperative in the
context of acute MI [3, 4].

In the pathogenesis of CAD, inflammation
assumes a key role, contributing to plaque instability
and rupture [5, 6]. The red blood cell distribution
width (RDW) is a metric utilized in routine complete
blood counts (CBCs) to measure the size variability
among red blood cells [7]. Recent investigations have
proposed that inflammatory processes, neurohormonal
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activity, and activation of the adrenergic system
may influence erythrocyte maturation by disrupting
the erythrocyte membrane, resulting in elevated
RDW [8, 9]. While traditionally utilized for the
differential diagnosis of anemia and hematological
disorders, RDW has attracted attention for its
potential prognostic relevance in individuals with
acute MI [7, 10]. Recent studies indicate an adverse
prognostic correlation between elevated RDW and
various cardiovascular conditions, including stable
CAD, heart failure, general population, acute MI,
and stroke [6, 7, 10—-14]. Despite the diversity in
RDW research related to the clinical prognosis of
patients with cardiovascular diseases [14-17], the
predictive power of RDW in mortality for acute MI
patients remains uncertain. The aim of the present
study was to investigate the relationship between
RDW on admission and long-term mortality within
18 months in patients with acute MI.
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Materials and methods

The study was designed as a single-center
prospective observational cohort investigation,
conducted at the Vinogradov municipal clinical hospital
(Moscow, Russia). All patients aged >18 years admitting
with acute MI and undergoing coronary angiography
(CAG) <24 hours after symptom onset from January 1,
2020, to December 31, 2021 were included. We
excluded men or women who were with type 3, 4 and
type 5 MI as well as those who developed MI during
hospitalization. MI was diagnosed by using the Third
universal definition of MI [18].

The baseline demographic and clinical
characteristics, cardiovascular risk factors and
comorbidities, data on physical examination, blood
tests and imaging methods (electrocardiography,
echocardiography, CAG), and medications during
hospitalization were collected. Access 2 Immunoassay
System (Beckman Coulter. USA) was used for
the measurement of cardiac Troponin I with 99
percentile upper reference limit (URL) being
0.02 ng/L. Patients with incomplete medical history
were not originally included in the dataset. The
CBCs, thus including the measurement of RDW
and hemoglobin, was performed in all patients at
admission using a Siemens ADVIA 2120i hematology
analyzer (Siemens Healthcare Diagnostics, Erlangen,
Germany). The Global Registry of Acute Coronary
Events (GRACE) 2.0 score was used to assess risk
stratification of MI patients [19].

The primary outcome was mortality occurred
within 18 months after discharge. Mortality was
defined as death from any causes that was recorded
in patients’ electronic medical records and death
registers. In cases where patients were not followed
up at our facility, the endpoint was monitored through
telephone communication with patients’ relatives. At
the study closing date all of follow-up information
was available. The study complies with the guidelines
of the Declaration of Helsinki and was independently
approved by the local Ethics Committee of the
Institute of Medicine, Peoples’ Friendship University
of Russia. All patients provided written informed
consent.

CARDIOLOGY

Statistical analysis. The baseline characteristics of
all patients were stratified according to the RDW tertiles.
Categorical variables were described as frequencies
and percentages, while continuous variables were
presented using mean, median (Me), and interquartile
range (IQR) values. Chi-square test or Fisher’s exact
test was employed to compare categorical variables,
and the Kruskal-Wallis test was used for continuous
variables to compare groups. Correlations between
RDW and other parameters were assessed using
Spearman’s rank correlation test. Logistic binomial
regression was employed to evaluate the independent
effects of RDW on clinical outcomes. Univariate logistic
regression analysis was utilized to identify associations
with mortality, generating odds ratios (OR) and their
95% confidence intervals (CIs). All variables found
to be significantly associated with RDW were entered
into a multivariate model using a stepwise method.
The predictive accuracy of RDW for mortality within
18 months after acute MI was identified by receiver
operating characteristics (ROC) curve analysis to
measure the sensitivity and specificity of RDW, and the
area under the curve (AUC) was calculated. Statistical
analysis was performed using SPSS 25.0 (SPSS Inc.,
Chicago, IL, USA). All analyses with P values < 0.05
were considered statistically significant, and all reported
P values were 2-sided.

Results and discussion

We identified 577 patients with MI undergoing
CAG. The median age of patients was 65 (IQR: 56—74)
years, 60.7% were male (n=350). The median and IQR
of RDW were 14.2% and 13.5—15.0%, respectively.
The baseline characteristics of patients stratified
according to quartiles of RDW are shown in Table 1.
Patients in the highest quartile of RDW, compared to
the lowest quartile, displayed a higher frequency of
cardiovascular risk factors such as arterial hypertension,
CAD, previous MI, and more concomitant comorbidities
such as previous cerebrovascular accidents, atrial
fibrillation, peripheral artery disease, and anemia. The
median value of the GRACE score also increased in
parallel with RDW values.
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Table 1

Baseline characteristics and laboratory findings of the study population stratified according to quartiles of red blood cell distribution width

Quartiles of red blood cell distribution width (RDW), %

Characteristics P
<135 13.5—-14.2 14.3—15.0 >15.0
Number of patients 127 167 149 137 -
Age, years, Me (IQR) 64 (55; 70) 64 (55; 74) 67 (56; 75) 67 (56.7; 77) 0.119
Men, n (%) 82 (64.6) 104 (62.3) 90 (60.4) 74 (55.2) 0.447
ST elevation, n (%) 58 (45.7) 85 (50.9) 73(49) 56 (41.8) 0.423
Arterial hypertension, n (%) 110 (86.6) 143 (85.6) 141 (94.6) 122 (91) 0.041
CAD, n (%) 45 (35.4) 63 (37.7) 78 (52.3) 76 (56.7) <0.001
Previous M, n (%) 19 (15) 27 (16.2) 38 (25.5) 40 (29.9) 0.005
Prior revascularization, n (%) 15(11.8) 15(9.0) 19 (12.8) 23(17.2) 0.201
Chronic HF, n (%) 7 (5.5) 10 (6.0) 13 (8.7) 10 (7.5) 0.699
Diabetes mellitus, n (%) 22 (17.3) 36 (21.6) 38 (25.5) 30 (22.4) 0.437
Previous cerebrovascular accident, n (%) 2(1.6) 11 (6.6) 17 (11.4) 11(8.2) 0.016
Atrial fibrillation, n (%) 8 (6.3) 9 (5.4) 25(16.8) 20 (14.9) 0.001
CKD, n (%) 7 (5.5) 11 (6.6) 10 (6.7) 14 (10.4) 0.428
Peripheral artery disease, n (%) 1(0.8) 1(0.6) 7 (4.7) 9(6.7) 0.005
Chronic obstructive pulmonary disease, n (%) 12(9.4) 22 (13.2) 27 (18.1) 22 (16.4) 0.183
Anemia, n (%) 20 (15.7) 26 (15.6) 41 (27.5) 69 (51.5) <0.001
Systolic BP, mm Hg, Me (IQR) 140 (120;160) | 135 (120; 150) 140 (120; 158) 137 (118; 160) 0.911
Heart rate, b.p.m, Me (IQR) 74 (66; 88) 76 (68; 86) 78 (68; 90) 77 (69.5; 96) 0.094
Troponin, ng/mL, Me (IQR) 0'3287(8)'08; 0.39(0.09;2.94) | 0.37(0.10;3.45) | 0.34(0.09;2.61) | 0.917
Hemoglobin, g/L, Me (IQR) 140 (128;148) | 141 (129;149) | 137(123.5;146) | 124(101;138.2) | <0.001
Creatinine, pmol/Le Me (IQR) 93 (83; 108) 92 (77;106) 95 (79; 112) 91 (79; 113) 0.504
Non-obstructive CAD, n (%) 16 (12.6) 17 (10.2) 17 (11.4) 16 (11.9) 0.927
LV EF%, Me (IQR) 46 (42;55) 46 (40.7; 55) 44 (40; 54.7) 44 (38; 50) 0.001
1 vessel CAD, n (%) 20 (15.7) 33(19.8) 16 (10.7) 17 (12.7) 0.125
2 vessels CAD, n (%) 27 (21.3) 34(20.4) 41 (27.5) 22 (16.4) 0.146
3 vessels CAD, n (%) 64 (50.4) 83 (49.7) 75 (50.3) 79 (59) 0.356
Percutaneous coronary intervention, n (%) 105 (82.7) 140 (83.8) 115(77.2) 99 (73.9) 0.121
GRACE score, points, Me (IQR) 113 (95;132) 116 (96; 139) 124 (100.5; 147) | 124 (100; 149.2) 0.009
Medical treatment:

Beta-blockers, n (%) 118 (92.9) 156 (93.4) 138 (92.6) 114 (85.1) 0.044
ACEi/ARBs, n (%) 115 (90.6) 145 (86.8) 133 (89.3) 115 (85.8) 0.608
Aspirin, n (%) 123 (96.9) 162 (97) 140 (94) 123 (91.8) 0.136
P,Y,, inhibitors, n (%) 123 (96.9) 163 (97.6) 146 (98) 134 (100) 0.626
Statins, n (%) 123 (96.9) 161 (96.4) 141 (94.6) 134 (100) 0.617
Anticoagulants, n (%) 27 (21.3) 42 (25.1) 44 (29.5) 39 (29.1) 0.373

Note: ACEi: angiotensin converting enzyme inhibitor; ARB: angiotensin receptor blocker; BP: blood pressure, CAD: coronary artery
disease; CKD: chronic kidney disease; GRACE: Global Registry of Acute Coronary Events; HF: heart failure; IQR: interquartile range;
LV EF: left ventricular ejection fraction; Me: median, MI: myocardial infarction; RDW: red blood cell distribution width.
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RDW levels were correlated well with age, history
of CAD, previous MI, previous cerebrovascular
accidents, atrial fibrillation, peripheral artery disease
and the GRACE risk score. There was a negative
correlation between RDW and the left ventricular
ejection fraction (LV EF) and hemoglobin. We did not
observe any significant correlation between RDW and

other parameters (Table 2).
Table 2
Spearman’s correlations analysis between red blood cell distribution
width and other parameters

Variables rho-value p
Age 0.116 0.005
CAD 0.179 <0.001
Previous Ml 0.159 <0.001
Previous cerebrovascular accident 0.099 0.018
Atrial fibrillation 0.132 0.001
Peripheral artery disease 0.136 0.001
Hemoglobin -0.286 <0.001
LV EF -0.162 <0.001
GRACE score 0.16 <0.001

Note: CAD: coronary artery disease; GRACE: Global Registry of
Acute Coronary Events; LV EF: left ventricular ejection fraction;
MI: myocardial infarction.

As regards the follow-up, the median RDW
value in patients who died during hospitalization
and 18-month follow up was significantly higher
than that of survived patients (14.8% vs. 14.2%;
p=0.005, respectively and 15.0% vs. 14.1%; p<0.001,
respectively). After stratifying the entire study
population into quartiles of RDW, the incidence of in-
hospital death and death during 18 months increased in
parallel with RDW quartiles (p = 0.008 and p <0.001,
respectively) (Table 3).

Univariate logistic analysis demonstrated that RDW
was associated with mortality within 18 months in
patients with acute MI (OR 1.38; 95% CI, 1.20—1.58;
p<0.001). This association was then confirmed in
multivariate analysis (Table 4), which showed that RDW
remained independently associated with 18-month death
(adjusted OR, 1.33; 95% CI, 1.12—1.58; p<0.001).
A higher GRACE score and three-vessel CAD were
found to be additional independent predictors of
18-month death.

Incidence of in-hospital and 18-month death in patients with an acute myocardial infarction, stratified according rable 3
to quartiles of red blood cell distribution width
Outcome Quartiles of red blood cell distribution width (RDW),% P
<13.5 13.5—14.2 14.3—15.0 >15.0
In-hospital death, n (%) 4(3.1) 6 (3.6) 6 (4.0) 15(11.2) 0.008
18-month death, n (%) 5(3.9) 9(5.4) 20 (13.4) 32(23.9) <0.001
Table 4
Multivariate logistic regression analysis to assess predictors of 18-month mortality in patients with an acute myocardial infarction
Univariate Analysis Multivariate Analysis
Variables
OR (95% CI) P OR (95% Cl) P
RDW, % 1.38(1.20—1.58) <0.001 1.33 (1.12—1.58) 0.001
Age, years 1.10 (1.07-1.13) <0.001 1.03 (0.99—1.08) 0.167
Female gender 2.87 (1.69—4.86) <0.001 1.71(0.83—3.51) 0.143
CAD history 3.14 (1.81—5.46) <0.001 1.27 (0.62—2.58) 0.511
Previous cerebrovascular accident 3.69 (1.78—7.66) <0.001 1.64 (0.65—4.15) 0.293
Diabetes mellitus 2.12(1.22—-3.67) 0.008 1.45(0.69—3.04) 0.327
Atrial fibrillation 2.60 (1.34—5.03) 0.005 1.41 (0.63—3.14) 0.400
CKD 3.10 (1.47—6.50) 0.003 1.01 (0.37—-2.77) 0.983
Anemia 3.91(3.31-6.61) <0.001 1.22 (0.60—2.48) 0.577
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End of the table 4

Univariate Analysis

Multivariate Analysis

Variables
OR (95% CI) P OR (95% CI) P
Killip class =2 4.87 (2.86—8.28) <0.001 1.03 (0.48—2.17) 0.948
LV EF <40% 2.56 (1.43—4.60) 0.002 1.61(0.79—3.27) 0.188
GRACE score 2140 9.83 (5.50—17.59) <0.001 3.26 (1.22—8.74) 0.019
Three-vessel CAD 4.32 (2.30—8.12) <0.001 3.42 (1.57—7.44) 0.002

Note: CAD: coronary artery disease; Cl: confidence interval; CKD: chronic kidney disease; GRACE: Global Registry of Acute Coronary
Events; LV EF: left ventricular ejection fraction; OR: odds ratio, RDW: red blood cell distribution width.Top of Form

In ROC curves analysis, the AUC value was 0.708
in the evaluation of RDW as a predictor of 18-month
mortality (Figure 1). The optimal cut-off RDW for
estimating 18-month mortality was 14.2, with 78.8%
sensitivity and 54.8% specificity (adjusted OR, 4.19;
95% CI, 1.90—9.25; p<0.001).

Fig. 1. The receiver-operating characteristic (ROC) curve
for red blood cell distribution width for predicting 18-month
mortality (area under curve = 0.708, 95% confidence interval:

0.642—0.775, p<0.001)

In this study we aimed to establish the relationship
between RDW and mortality in patients with acute MI
patients. The main findings of this study are as follows:
1) patients with acute MI who died within 18 months
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had higher RDW on admission; 2) the rate of in-hospital
and 18-month mortality was significantly higher in
patients with high RDW than in those with low RDW;
3) RDW on admission was an independent predictor
of 18-month mortality with acute MI.

Several studies previously investigated the role of
RDW in predicting adverse outcomes after an acute
MI. A high RDW value was found to be a significant
predictor of adverse outcomes in patients with acute
coronary syndrome (ACS), and especially of both
in-hospital and long-term cardiovascular mortality.
Uyarel et al. studied 2,506 patients undergoing primary
percutaneous coronary intervention (PCI) for ST-
segment elevation MI, and showed that patients with
elevated RDW (i.e., 16.1%) at admission had higher
in-hospital mortality rate compared to those with
normal RDW (7.6% vs. 3.6%; P<0.001) [19, 20]. In
a cross-sectional study, included 3101 patients with
acute MI, RDW was a significant risk predictor of in-
hospital mortality after adjusting for age, sex, clinical
and laboratory variables (tertile 3 (>14.2%) vs tertile
1 (£13.2%): hazard ratio [HR] 2.3; 95% CI 1.39-4.01;
p for trend <0.05) predictor of in-hospital mortality
[13]. Khaki et al followed 649 patients with acute MI
for 6 months and found that the 6-month mortality rate
was significantly higher in patients with high RDW
(214.6%) than in those with a low RDW (< 14.6%)
(24.3% vs. 7.9%; p<0.001) [21]. Gul et al. studied
310 patients with non-ST elevation MI and explored
the association between RDW at admission and
3-year outcome [22]. The overall mortality rate was
significantly higher in the high RDW group (>14.0%)
comparted to the low RDW group (<14.0%) (19%
vs. 6%, p<0.001). A significant association was also
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found between high admission RDW and adjusted
risk of cardiovascular mortality (HR, 3.2; 95% ClI,
1.3-7.78). Similar to these results, our study also
showed a positive correlation between RDW, and
18-month mortality of acute MI. Survival rates were
highest when the RDW was 13.5% and lowest when
the RDW was >15.0% after adjusting for age, sex,
comorbidity, Killip class, LV EF and GRACE score.
More specifically, a RDW higher than 14.2% was found
to be associated with a more than 4-fold enhanced risk
of 18-month death after an acute MI. Notably, the
association between RDW and 18-month mortality
was confirmed to be independent from other known
risk factors of adverse outcome after cardiac ischemia,
thus highlighting the valuable role of measuring RDW
in this clinical setting.

While recent research has established RDW as
a prognostic indicator for cardiovascular disease,
the precise mechanistic pathways underlying the
association between elevated RDW and adverse
clinical outcomes in cardiovascular conditions
remain incompletely elucidated. It is plausible that
inflammatory and neurohormonal activation play
a crucial role in establishing these mechanistic
links, as suggested by recent investigations [23,
24]. Inflammatory factors are implicated in the
desensitization of bone marrow erythroid progenitor
cells, hindering the antiapoptotic and promaturation
effects of erythropoietin. This process leads to an
influx of reticulocytes into the peripheral blood,
contributing to an elevation in RDW [25]. Additionally,
it induces alterations in the lipid structure of red blood
cells and compromises their degeneration capacity.
Consequently, there is a reduction in the oxygen-
carrying capacity of red blood cells and an increase
in whole blood viscosity, thereby heightening the
mortality risk in patients with MI [11, 16].

Our findings revealed a noteworthy positive
correlation between RDW, age, and cardiovascular
disease. Elevated RDW values have consistently been
associated with adverse outcomes, including mortality
and complications, in various chronic and prevalent
conditions such as coronary artery disease [14],
ischemic cerebrovascular disease [15], atrial
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fibrillation [26], peripheral artery disease [27], and
anemia [28]. The higher RDW levels observed in older
patients can be attributed to the increased prevalence
of anemia, inflammatory burden, comorbidities, poor
nutritional status, and age-associated diseases in this
demographic [11, 22]. This observation contributes to
a better understanding of the potential linkage between
RDW and 18-month mortality among patients with
acute MI.

The GRACE score’s prognostic significance
in ACS aligns with current guidelines [2, 29]. Our
study establishes a significant correlation between
RDW and the GRACE score, particularly for in-
hospital and 18-month mortality. When combined
with three-vessel CAD, this association enhances
prognostic insights, especially in emergency
outpatient settings. This dual assessment holds
potential for guiding decisions on patient transfer
and treatment strategies.

Our study has several limitations. The single-
center design and a relatively small sample size may
limit the generalizability of our findings. We did not
concurrently assess factors that influence RDW, such
as inflammatory markers, malnutrition indicators, and
natriuretic peptides, potentially introducing confounding
variables. Additionally, RDW was measured only once,
preventing an exploration of temporal variations during
hospitalization. Future studies with serial measurements
are needed to assess the incremental prognostic value of
such an approach. Furthermore, our study’s exclusive
focus on hemoglobin levels overlooks potential
influences on RDW from deficiencies in iron, vitamin
B12, or folate. Comprehensive assessments of these
factors are essential for a more nuanced interpretation
of RDW values.

Conclusion

RDW showed a correlation with traditional
cardiovascular factors. Higher RDW at admission
was independently associated with an elevated
risk of 18-month mortality in acute MI patients,
underscoring its potential as a prognostic marker
in this population.
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MporHocTuyeckoe 3HaueHue WUPUHbI pacnpeaenieHnust SpUTPOLUTOB
npu ocTpoM uHpapKTe MMOKapaa

Y.X. Xoanr"? g, B.B. Maiicko** ', U.A. Mepaii>* ', )K./I. KobaraBa**
"MepuimHckui yauBepcurtetr ®am Hrok Tau, e. XowumuH, BbemHam
2Kapauosiornyeckasi 6onbauia Tam [bIK, 2. XowumuH, BbemHam
3PoCCHIICKUI yHUBEPCUTET APY>KObI HapozioB nMenu [latpuca JIlymym6sl, . Mockea, Pocculickasi @edepayus
“‘Topopckast KTMHUYeCKast 6onbHuIa uM. B.B. BuHorpaioBa, e. Mockea, Pocculickas ®@edepayust
< truonghh@pnt.du.vn

AnHoTanus. AkmyaabHocmb. [llvpuHa pacnpefenenus spurporuTos (red blood cell distribution width, RDW), no-
Kazaresib BapuabeslbHOCTH pa3Mepa 3pUTPOLIMTOB PaCCMAaTPUBAIOTCS KaK MOTeHLUAIbHBIN TIPOTHOCTHUECKU (hakTop TIpu
CepJieuyHO-COCYAUCTHIX 3aboneBaHusx. TouHOe OljeHMBaHUeE PUCKa MPU 0CTPoM MH(apKTe Mrokapa (VM) kpaiiHe BaXKHO,
O/IHAaKO BBISIBJIEHUE Ha/Ie)KHBIX TIPOTHOCTUYECKUX MapKepPOB OCTAeTCsl He0OXOAMMBIM /I/1sl TIPUHSITHSL KJIMHUYeCKUX pelleHni
U yAy4llleHus J0Jr0CPOUHON BbDKUBaeMOCTH. Llenb ucciejoBaHus: M3YUUTh IPOrHOCTHYecKoe 3HaueHHe RDW nipu noctytine-
HUU Ha [IONTOCPOYHYI0 CMEPTHOCTD y MariueHToB ¢ ocTpbiM UIM. Mamepuanbt u memoosi. TIpocrieKTUBHOe HabuoaTeibHOe
HCCIeJOBaHUe BK/IFOUA/I0 577 MalfueHToB C OCTpbIM MMM, KOTOpBIM Obljla IpOBe/ieHa KOpoHaporpadus B TeueHue 24 yacop
C MOMeHTa noctymieHus. [lemorpaduueckye JaHHbIe, BUTA/IbHBIE TIOKA3aTe/ld, Pe3y/bTaThl J1abopaTOPHBIX UCC/Ie0BaHUH
Y COMYTCTBYMOLMe 3a00sieBaHus ObLTH TIOTy4eHbl U3 6a3bl JaHHBIX. [IepBUYHON KOHEUHOU TOUKOH siB/isiiachk 18-mecsiuHast
CMepTHOCTh. Accouanys Mexxiy RDW, kKimHr4yeckrMu NapameTpaMy U UCXOZ,0M OLieHHMBaach C UCIOIb30BaHUEM JIOTUCTHYe-
ckoii perpeccun 1 ROC-aHanmm3 (receiver operating characteristic). Pesyibmambi u 06cyscoeHue. MenyiaHa Bo3pacTa MarjieHToB
cocraBuia 65 net (MHTepKBapTHIBHBIN pasmax [UKP]: 56-74), 60,7% Obutu myxunHamu. Yactora 18-MecsuHON CMEPTHOCTH
cocraBuna 11,4% (n=66). Meariana RDW 6b11a 14,2% (MKP 13,5-15,0%). RDW Koppe/upoBast C BO3pacToM, HIIEMUUECKOR
Gosie3Hblo cep/ua, npeapiayiy VIM, npeabiyuiMu 1epe6poBacKy/IspHBIMU WHIUIeHTaMU, GUOpWIIsIveli Tipeacepani,
3aboneBaHueM neprdepruecKux apTepuii, reMoriooOuHOM, (pakiiyeli BEIOpoca JIeBoro >kemyouka u 6amnamu ro mkane GRACE.
¥ naiueHToB ¢ 18-MecsYHON CMePTHOCTBIO YpoBeHb RDW ObLT 3HaUMTE/BHO BBILIE 110 CPABHEHUIO C BEDKUBIIMMHU (15,0%
nipotuB 14,1%, p<0,001). Bonee Bricokue 3HaueHHss RDW accorjuripoBanuch ¢ yBendueHueM 18-MecsiuHON CMepTHOCTHU
(kBapTuib 1: 3,9%, kBapTuib 2: 5,4%, kBapTuib 3: 13,4%, kBapTuib 4: 23,9%, p <0,001). OaHodaKTOPHBIN JOTUCTUYECKUI
perpeccrMoHHbIN aHamm3 rokasasi, uro RDW accoivpoBaH ¢ 18-mecsiuHol cMepTHOCTBIO (oTHoIeHue 1iaHcoB [OI11], 1,38; 95%
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oBepuUTesTbHLIN nHTepBas [[U], 1,20—1,58, p <0,001). MHOTOhaKTOpHBIIM aHa/m3 BeIABHI RDW Kak He3aBUCHMBIHN TIPeTUKTOD
18-MecsiuHOM cMepTHOCTU (cKoppekTupoBaHHoe OIII: 1,33, 95% CI: 1,12—1,58, p <0,001). ITnowages nog ROC-kpuBoii
anst RDW cocrasuna 0,708 (95% CI: 0,642—0,775, p<0,001) ans npeacka3zanus 18-mecsiuHol cMepTHOCTH. OnTUMabHOe
roporoBoe 3HayeHre RDW f71s1 npefickaszaHusi 18-mMecsiUHOM CMepTHOCTH cOCTaBWiIO 14,2% INpu UyBCTBUTENBHOCTH 78,8%
u criequduuHoCcTH 54,8%. Bbi800b!. IToBBILIEHHOE 3HaueHHe RDW Tpu MoCTy/IeH|H OBIIO CBA3aHO C MOBBILIEHHBIM PUCKOM
18-MeCsIUHOM CMEPTHOCTH Yy MaLMeHTOB ¢ oCcTpbiM VUM. RDW 06biia He3aBUCUMBIM NIPEJUKTOPOM 18-MeCcsuHON CMepTHOCTU
y MaLueHToB € oCcTpbIM MIM, nofuepKuBas ee MOTeHL{Ma/ KaK IPOrHOCTUYECKOr0 MapKepa B JaHHOM MOMYJISALUU.

KiroueBble €/10Ba: 0/1r0CpOYHas CMEPTHOCTB; OCTPbIN MH(ApPKT MUOKap/ja; TPOTHO3; IIMPHHA PaCTIpe/ie/ieHrs 3PUTPOLIMTOB
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