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Aim: To investigate the role of neutrophil-to-lymphocyte ratio(NLR) and platelet-to-lymphocyte(PLR) in predicting the risk of in- 
hospital mortality in elderly acute myocardial infarction(AMI) patients.
Methods: This study was a single-center, retrospective and observational study. From December 2015 to December 2021, a total of 1550 
elderly patients (age ≥ 60 years) with AMI with complete clinical history data were enrolled in the Second Hospital of Dalian Medical 
University. Routine blood tests were performed on admission, and NLR and PLR were calculated based on neutrophil, platelet, and lymphocyte 
counts. Outcome was defined as all-cause mortality during hospitalization. Cox regression and restricted spline cubic(RCS) models were used 
to evaluate the association of NLR and in-hospital mortality risk and the association of PLR with in-hospital mortality risk, respectively.
Results: (1) A total of 132 (8.5%) patients died during hospitalization. From the results of blood routine, the white blood cell, neutrophil, NLR 
and PLR in the death group were higher than those in the non-death group, while the lymphocyte was lower than that in the non-death group, and 
the difference was statistically significant (P < 0.05). (2) The results of receiver operating characteristic(ROC) curves analysis showed that the 
predictive ability of NLR (AUC = 0.790) for in-hospital death was better than that of PLR (AUC = 0.637). (3) Multivariate Cox proportional 
regression hazard models showed that high NLR was associated with the risk of in-hospital mortality in elderly AMI patients (HR = 3.091, 95% 
CI 2.097–4.557, P < 0.001), while high PLR was not. (4) RCS models showed a nonlinear dose-response relationship between NLR and in- 
hospital death (P for nonlinear = 0.0007).
Conclusion: High NLR (> 6.69) is associated with the risk of in-hospital mortality in elderly patients with AMI and can be an 
independent predictor of poor short-term prognosis in elderly patients with AMI.
Keywords: neutrophil to lymphocyte, platelet-to-lymphocyte ratio, acute myocardial infarction, prognosis, restricted cubic splines

Introduction
Acute myocardial infarction(AMI) is considered to be a common critical emergency event in cardiology, and its mortality 
and morbidity are high. Despite the leapfrog development of percutaneous coronary intervention techniques in recent 
years, previous studies have shown that mortality within 12 months in patients with AMI is approximately 10%,1,2 and 
the risk of in-hospital mortality is approximately 4% to 12%.3 The instability and vulnerability of intracoronary plaques 
are the main causes of death in AMI patients after exposure to certain stimulating factors,4 and the formation and 
development of plaques are inseparable from the participation of inflammatory responses.

Studies have shown that inflammation is an important mechanism of vulnerable plaque rupture, and vulnerable plaques are 
pathologically characterized by the presence of thin-cap fibroatheroma (TCFA ≤ 65 μm), large lipid pools, vascular inflammation 
(macrophage/monocyte infiltration), intimal erosion with plaque rupture bleeding, and platelet aggregation.5,6 Most AMI patients 
are accompanied by hypertension, hyperlipidemia, and other underlying diseases, resulting in a low-grade inflammatory state 
overall,7–11 which in turn continues to aggravate their condition and ultimately leads to a poor prognosis. Therefore, new 
inflammatory markers that can accurately reflect the current inflammatory status of AMI patients are urgently needed to better 
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assess their prognosis. Neutrophil-to-lymphocyte ratio(NLR) and platelet-lymphocyte ratio(PLR) are easy to calculate and can 
reflect the systemic inflammatory status, which is more stable than conventional blood cell parameters.12,13 Numerous studies 
have demonstrated the relationship between NLR and PLR and the long-term prognosis of AMI patients. Li and colleagues14 

showed that patients with acute coronary syndrome (ACS) had a significantly increased risk of major adverse cardiovascular 
events (MACEs) at NLR ≥ 2.83, and PLR was significantly associated with no-reflow in STEMI patients as well as long-term 
survival in AMI patients.15–17 In addition, it has been confirmed that both NLR and PLR can be used as predictors of contrast- 
induced acute kidney injury (CI-AKI) in STEMI patients after primary percutaneous coronary intervention (pPCI).18,19 Moreover, 
NLR and PLR are also significantly associated with short-term prognosis in patients with AMI. Previous studies have confirmed 
that NLR is associated with the risk of in-hospital death in patients with AMI,20 and PLR is associated with the development of 
MACEs during hospitalization in patients with AMI,21 but these studies have focused less on the association between NLR and 
PLR and the risk of in-hospital mortality in elderly patients with AMI. It is well-known that age is an important risk factor for poor 
prognosis in coronary artery disease(CAD), and the risk of death in AMI patients increases with increasing age.22 It is worth 
mentioning that the systemic immune-inflammation index (SII) is a novel inflammatory indicator that incorporates neutrophil 
counts (N), platelet counts (P), and lymphocyte counts (L).23 SII is closely related to the risk of MACEs in patients with ACS,14 

ACS with chronic kidney disease (CKD),24 and is also associated with long-term mortality in patients with heart failure with 
reduced ejection fraction,23 which shows that SII also plays an important role in cardiovascular disease, but because SII 
calculation is cumbersome compared with NLR and PLR, in order to facilitate clinical application, we mainly investigate the 
relationship between NLR and PLR and short-term prognosis in elderly AMI patients in this article.

The aim of this study was to investigate whether NLR, PLR are associated with the risk of in-hospital mortality in 
elderly patients with AMI and whether there is a dose-response relationship for this association.

Methods
Study Population
This was a single-center, retrospective and observational study of 1550 elderly patients 60 years of age and older with AMI 
who were hospitalized at the Second Hospital of Dalian Medical University from December 2015 to December 2021. This 
study is a observational study, in which patients informed consent can be exempted and ethical requirements in the Declaration 
of Helsinki have been met, and has been approved by the Ethics Committee of the Second Hospital of Dalian Medical 
University. Inclusion criteria: 1. Age ≥ 60 years; 2. Diagnosis of acute myocardial infarction (including NSTEMI and STEMI) 
at admission. Exclusion criteria: 1. Any disease that may affect the neutrophil, lymphocyte, platelet count of patients (such as 
hematological diseases, malignant tumors, autoimmune diseases, infections and systemic inflammation); 2. History of 
coronary revascularization (CABG or PCI); 3. Life expectancy less than half a year; 4. Severe CAD, patients requiring CABG.

Data Collection and Processing
The clinical characteristics, medical history, and laboratory test results of the patients at admission and during 
hospitalization were collected from the electronic medical record system. The laboratory tests performed at admission 
mainly included blood routine examination, liver and kidney function, blood glucose, blood lipid, serum ion levels, and 
myocardial enzyme levels. NLR = neutrophil count / lymphocyte count. PLR = platelet count / lymphocyte count. The 
drug use during hospitalization was also recorded, including lipid-lowering drugs, β-blockers, ACEI/ARBs, and aspirin. 
The outcome was defined as all-cause mortality during hospitalization.

Statistical Analysis
Data were processed by SPSS 23.0, MedCalc 15.0, and R 4.2.1. For categorical variables, the data were described as the 
frequency or percentage. For continuous variables, if they conformed to the normal distribution, the data were presented 
as the mean ± standard deviation; otherwise, data were presented as quartiles [median (quartile 25, 75%)]. If continuous 
data satisfied normality, comparisons between two groups or among multiple groups were analyzed by the t-test or 
ANOVA analysis; otherwise, the non-parametric test was used. Fisher´s exact test or the Chi-square test was used for the 
comparison of categorical variables. Receiver operating characteristic(ROC) curves was employed to explore the 
performance of NLR and PLR. Univariate and variate Cox regression was performed for determining the hazard ratio 
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(HR) of blood cell variables. In addition, restricted cubic splines(RCS) were used to explore the dose-response relation-
ship between NLR and PLR and in-hospital death. P < 0.05 was considered to indicate a significant difference.

Results
Sample Characteristics
Baseline characteristics of the study cohort are detailed in Table 1. A total of 1550 elderly patients with AMI were 
included in this retrospective study, and a total of 132 deaths (8.5%) were recorded during hospitalization. Although the 

Table 1 Basic Characteristics of Enrolling Patients

Variables Total Study Population Without Death with Death P value

N=1550 N=1418 N=132

Male, n(%) 926(59.7) 855(39.7) 71(46.2) 0.145

BMI(kg/m2) 24.97 ± 3.48 25.08 ± 3.51 24.07 ± 3.04 <0.001

Age(years) 73.10 ± 8.57 72.50 ± 8.30 79.55 ± 8.78 0.818
SBP(mmHg) 138(120,156) 139(121,157) 132(109,141) 0.001

Diabetes, n(%) 671(43.3) 603(42.5) 68(51.5) 0.046

Heart failure, n(%) 1082(69.8) 959(67.6) 123(93.2) <0.001
Type of AMI 0.048

NSTEMI, n(%) 1102(71.1) 1018(71.8) 84(63.6)

STEMI, n(%) 448(28.9) 400(28.2) 48(36.4)
Previous stroke, n(%) 125(8.1) 108(7.7) 16(12.1) 0.068

Hypertension, n(%) 1079(69.6) 994(70.1) 85(64.3) 0.173

eGFR class <0.001
>60, n(%) 1099(70.9) 1054(74.3) 45(34.1)

30~60, n(%) 228(14.7) 188(13.3) 40(30.3)

<30, n(%) 223(14.4) 176(12.4) 47(35.6)
Blood routine examination
Neutrophils(109/L) 5.18(3.93,7.04) 5.01(3.85,6.63) 8.96(5.87,12.34) <0.001
Lymphocytes(109/L) 1.40(1.05,1.87) 1.42(1.08,1.89) 1.07(0.65,1.70) <0.001

WBC(109/L) 7.50(0.5.93,9.36) 7.32(5.86,9.02) 10.85(8.14,14.39) <0.001

PLT(109/L) 205(170,244) 204.50(170.00,244.00) 208.50(168.00,252.50) 0.969
Hb(g/L) 130(116,142) 131.00(117.75,142.00) 117.50(103.25,132.75) <0.001

NLR 3.61(2.43,5.83) 3.43(2.37,5.29) 7.74(4.71,14.66) <0.001

PLR 143.02(107.28,196.92) 140.07(106.06,189.93) 185.85(122.81,284.66) <0.001
Laboratory data
Na(mmol/L) 140(137.89,141.90) 140.10(138.02,141.92) 138.90(135.52,141.00) <0.001

K(mmol/L) 3.95(3.66,4.26) 3.93(3.65,4.23) 4.12(3.71,4.58) <0.001
ALT(U/L) 23.07(15.00,37.29) 22.57(14.96,36.34) 28.77(16.28,62.95) <0.001

AST(U/L) 29.16(19.56,75.73) 27.83(19.26,66.00) 75.40(29.04,206.57) <0.001

Triglycerides(mmol/L) 1.31(0.96,1.83) 1.33(0.96,1.85) 1.17(0.93,1.71) 0.048
Total cholesterol(mmol/L) 4.36(3.64,5.20) 4.38(3.65,5.20) 4.31(3.45,5.23) 0.715

LDL-C(mmol/L) 2.41(1.85,3.04) 2.42(1.86,3.04) 2.27(1.73,3.09) 0.331

HDL-C(mmol/L) 1.04(0.90,1.21) 1.03(0.90,1.21) 1.08(0.84,1.29) 0.547
CTNI(ug/L) 1.05(0.55,3.46) 0.98(0.52,2.58) 5.26(0.85,20.22) <0.001

CK-MB(ug/L) 19.76(14.84,43.05) 19.59(15.00,40.13) 22.25(6.10,96.19) 0.867

Inpatient medication
Aspirin, n(%) 1437(92.7) 1324(93.4) 113(85.6) 0.001

Statins, n(%) 1512(97.5) 1391(98.1) 121(91.7) <0.001

β-blockers, n(%) 896(57.8) 833(58.7) 63(47.7) 0.014
ACEI/ARBs, n(%) 685(44.2) 653(46.1) 32(24.2) <0.001

Abbreviations: BMI, body mass index; SBP, systolic blood press; NSTEMI, non-ST segment elevation myocardial infarction; STEMI, ST segment 
elevation myocardial infarction; eGFR, estimated glomerular filtration rate; WBC, white blood cell; PLT, platelet; Hb, hemoglobin; NLR, neutrophil- 
lymphocyte ratio; PLR, platelet-lymphocyte ratio; ALT, alanine aminotransferase; AST, aspartate aminotransferase; LDL-C, low-density lipoprotein- 
cholesterol; HDL-C, high-density lipoprotein-cholesterol; CTNI, cardiac troponin I; CK-MB creatine kinase-MB; ACEIs, angiotensin-converting 
enzyme inhibitors; ARBs, angiotensin receptor blockers.
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mean age and proportion of male patients were more in the death group (71 male, 61 female; mean age 79.55 ± 8.78) 
than in the non-death group (855 male, 563 female; mean age 72.50 ± 8.30), there was no significant difference between 
the two groups (P > 0.05). From the results of blood routine, the levels of white blood cells, neutrophils, NLR and PLR in 
the death group were significantly higher than those in the non-death group, while the levels of lymphocytes and 
hemoglobin were lower than those in the non-death group, and the differences were statistically significant (P < 0.05).

Predictive Value of NLR and PLR for the Risk of in-Hospital Mortality in Elderly 
Patients with AMI
ROC curves were used to evaluate the predictive value of NLR and PLR for in-hospital mortality in elderly patients with 
AMI. The results showed that the AUC of NLR and PLR were 0.790 (95% CI 0.769–0.810, P < 0.0001) and 0.637 (95% 
CI 0.613–0.661, P < 0.0001), respectively. The optimal cut-off levels of NLR and PLR were 6.69 (Sensitivity = 62.88%, 
Specificity = 84.06%) and 187.6 (Sensitivity = 50.00%, Specificity = 74.12%), respectively. NLR was superior to PLR in 
predicting in-hospital mortality risk in elderly patients with AMI, as detailed in Figure 1.

Cox Regression Analysis of Risk of in-Hospital Mortality in Elderly Patients with AMI
We transformed NLR and PLR into categorical variables based on their optimal cutoffs. High NLR group was defined as 
NLR > 6.69 and high PLR was defined as PLR > 187.6. Cox regression analysis was used to analyze the factors affecting 
in-hospital death in elderly AMI patients. Univariate analysis showed that heart failure, cardiac troponin I (CTNI), 
creatine kinase-MB (CK-MB), eGFR class, high NLR, and high PLR were associated with the risk of in-hospital death in 
elderly AMI patients, as detailed in Table 2. We developed three Cox proportional hazards models based on the results of 
univariate analysis. Model 1 was not adjusted for any confounders, model 2 was adjusted for sex, BMI, presence of 
diabetes, type of AMI, heart failure and eGFR class. Model 3 was adjusted for CTNI, CK-MB and in-hospital medication 
(Aspirin, Statins) on the basis of model 2. Cox proportional hazards models showed that elderly AMI patients with high 
NLR had a 3.091-fold higher risk of in-hospital death events than those with low NLR (95% CI 2.097–4.557, P < 0.001), 
and high NLR was associated with the risk of in-hospital death in elderly AMI patients; high PLR was also associated 

Figure 1 The ROC analysis of NLR and PLR predicting in-hospital death in elderly AMI patients. (A) The ROC analysis of NLR predicting in-hospital death in elderly AMI 
patients; (B) The ROC analysis of PLR predicting in-hospital death in elderly AMI patients. 
Abbreviations: ROC curve, receiver operating characteristic curve; NLR, neutrophil-to-Lymphocyte ratio; PLR, platelet-to-lymphocyte ratio; AMI acute myocardial 
infarction.
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with in-hospital death in models 1 and 2, but showed marginally significant (P = 0.088) results in model 3, whcih may 
require a larger sample sizes for validation, as detailed in Table 3.

Dose-Response Relationship of NLR and PLR with in-Hospital Death
The dose-response relationship between NLR, PLR and in-hospital death in elderly AMI patients is shown in 
Figure 2. A nonlinear dose-response relationship was found between NLR and in-hospital death (P for crude 
nonlinear < 0.0001), which persisted after adjusting for multiple confounding factors (P for adjusted nonlinear = 
0.0007). There was a linear dose-response relationship between PLR and in-hospital death (P for crude nonlinear 
= 0.889). All RCS models suggest that the risk of death during hospitalization increases with increasing levels of 
NLR and PLR.

Table 2 Univariate Cox Regression Analysis of 
NLR and PLR for Predicting in-Hospital Mortality 
in Elderly AMI Patients

Variables HR 95% CI P value

Male 0.794 0.563–1.121 0.19

BMI 0.943 0.899–0.989 0.016
Diabetes 1.375 0.977–1.936 0.068

History of stroke 0.190 0.840–2.396 1.419

Type of AMI 1.378 0.966–1.966 0.077
Heart failure 4.640 2.352–9.151 <0.001

Hypertension 0.896 0.625–1.823 0.547
CTNI 1.016 1.013–1.019 <0.001

CK-MB 1.002 1.001–1.003 0.005

Aspirin 0.544 0.333–0.887 0.015
Statins 0.248 0.133–0.460 <0.001

High NLR 5.327 3.720–7.628 <0.001

High PLR 2.064 1.462–2.915 <0.001
eGFR>60(REF)

30~60 3.465 2.256–5.320 <0.001

<30 4.461 2.959–6.724 <0.001

Notes: High NLR = NLR > 6.69; High PLR = PLR >187.6; Type of 
AMI includes NSTEMI and STEMI, Non-ST-segment elevation myo-
cardial infarction was used as a reference. 
Abbreviations: NLR, neutrophil-lymphocyte ratio; PLR, platelet- 
lymphocyte ratio; AMI, acute myocardial infarction; BMI, body 
mass index; CTNI, cardiac troponin I; CK-MB creatine kinase- 
MB; eGFR, estimated glomerular filtration rate.

Table 3 Multivariable Cox Regression of in-Hospital Mortality for Old 
Patients with AMI

Variables High NLR High PLR

HR 95% CI P value HR 95% CI P value

Model 1 5.327 3.720–7.628 <0.001 2.064 1.462–2.915 <0.001

Model 2 3.654 2.514–5.312 <0.001 1.430 1.006–2.035 0.047
Model 3 3.091 2.097–4.557 <0.001 1.366 0.955–1.953 0.088

Notes: Model 1: we adjusted none; Model 2: we adjusted sex, BMI, diabetes, type of AMI 
(NSTEMI, STEMI), heart failure and eGFR; Model 3: Model 2 + CTNI, CK-MB, Aspirin use and 
Statins use. High NLR = NLR > 6.69; High PLR = PLR >187.6. 
Abbreviations: AMI, acute myocardial infarction; NLR, neutrophil-lymphocyte ratio; PLR, 
platelet-lymphocyte ratio; BMI, body mass index; NSTEMI non-ST segment elevation myocar-
dial infarction; STEMI, ST segment elevation myocardial infarction, eGFR, estimated glomerular 
filtration rate; CTNI, cardiac troponin I; CK-MB creatine kinase-MB.
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Figure 2 Dose-response relationship between NLR, PLR and in-hospital mortality in elderly patients with AMI from RCS analysis. (A) Unadjusted dose-response 
relationship between NLR and in-hospital mortality in elderly patients with AMI; (B) Adjusted dose-response relationship between NLR and in-hospital mortality in elderly 
patients with AMI; (C) Unadjusted dose-response relationship between PLR and in-hospital mortality in elderly patients with AMI; (D) Adjusted dose-response relationship 
between PLR and in-hospital mortality in elderly patients with AMI. Adjusted factors include: sex, BMI, diabetes, type of AMI, heart failure, eGFR, CTNI, CK-MB, Aspirin use 
and Statins use. 
Abbreviations: NLR, neutrophil-to-lymphocyte ratio; PLR, platelet-to-lymphocyte ratio; AMI acute myocardial infarction. RCS, restricted cubic splines; BMI, body mass 
index; eGFR, estimated glomerular filtration rate; CTNI, cardiac troponin I; CK-MB creatine kinase-MB.
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Stratification Analysis of NLR at Cut-off Value in Elderly AMI Patients
To assess the performance of NLR 6.69 as the optimal threshold for AMI, we perform subgroup stratifying analysis 
(Figure 3). Stratified by sex (male or female), history of diabetes (yes or no), type of AMI (NSTEMI or STEMI), history 
of hypertension (yes or no), eGFR class (> 60 mL/min/1.73 m2, 30–60 mL/min/1.73 m2, < 30 mL/min/1.73 m2). When 
stratified by gender, male patients with NLR > 6.69 (high NLR) had a 3.602-fold higher risk of death compared with 
patients with NLR ≤ 6.69 (95% CI 2.097–6.188, P < 0.0001), while the HR for female patients was 2.765 (95% CI 
1.572–4.863, P < 0.0001). For patients with diabetes, the risk of death in the high NLR group was 3.415-fold higher than 
that in the low NLR group (95% CI 2.000–5.834, P < 0.0001), while the HR in non-diabetic patients was 3.011 (95% CI 
1.717–5.28, P < 0.0001). For patients with NSTEMI, the risk of death in the high NLR group was 3.503-fold higher than 
that in the low NLR group (95% CI 2.171–5.653, P < 0.0001), while the HR in STEMI patients was 2.726 (95% CI 1.405 
to 5.288, P = 0.003). For patients with hypertension, the risk of death in the high NLR group was 3.616-fold higher than 
that in the low NLR group (95% CI 1.816–7.200, P < 0.0001), while the HR in patients without hypertension was 2.634 
(95% CI 1.635–4.243, P < 0.0001). For patients with eGFR class > 60 mL/min/1.73 m2 and 30 to 60 mL/min/1.73 m2, 
the risk of death in the high NLR group was 5.34 times (95% CI 2.835–10.091, P < 0.0001) and 3.585 times (95% CI 
1.718–7.482, P = 0.003) higher than that in the low NLR group, respectively. In patients with eGFR < 30 mL/min/ 
1.73 m2, the HR was 1.659 in the high NLR group, but it was not statistically significant, and we considered that this may 
be related to the small sample size of this group of patients.

Discussion
In this retrospective study of 1550 elderly patients with AMI, we investigated the association between NLR, PLR, and 
the risk of in-hospital death in elderly patients with AMI. The results of ROC analysis showed that NLR (AUC = 0.790) 
was superior to PLR (AUC = 0.637) in predicting the risk of in-hospital mortality in elderly patients with AMI. In 
addition, we divided patients into high NLR group (> 6.69) and high PLR group (> 187.6) according to the optimal cut- 
off value of NLR and PLR in ROC analysis, and the results showed that high NLR was associated with the risk of in- 
hospital mortality in elderly AMI (HR = 3.091, 95% CI 2.097–4.557, P < 0.001), and this result was stable in multiple 
models. Whereas high PLR emerged as marginally significant (HR = 1.366, 95% CI 0.955–1.953, P = 0.088) in the final 
model, we believe that high PLR may also be independently associated with in-hospital death in elderly AMI patients (at 

Figure 3 Hazard ratios of the high NLR for predicting in-hospital death in the subgroup analysis. 
Abbreviations: AMI, acute myocardial infarction; NSTEMI, non-ST segment elevation myocardial infarction; STEMI, ST segment elevation myocardial infarction; eGFR, 
estimated glomerular filtration rate.
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least this trend should exist), but limited by sample size, single-center studies, it showed marginally significant results. 
Finally, in this study, we investigated for the first time the dose-response relationship between NLR, PLR and the risk of 
in-hospital death in elderly patients with AMI, and our results showed that NLR had a nonlinear dose-response 
relationship with the risk of in-hospital death in elderly patients with acute AMI (P for nonlinear = 0.0007), while 
PLR showed a linear dose-response relationship (P for nonlinear = 0.684), suggesting that with the increasing levels of 
NLR and PLR, the risk of in-hospital death in elderly patients with AMI also increased.

Age is one of the important risk factors for the occurrence and development of CAD. Mortality increases in AMI 
patients with increasing age.22 Previous studies have shown that approximately 83% of deaths in patients hospitalized for 
AMI occur in people over 65 years of age.25 Professor Hayiroğlu26 explored the risk factors for in-hospital mortality in 
STEMI patients with cardiogenic shock, although the age factor lost statistical significance in multivariate logistic 
regression analysis in this study, patients in the death group were significantly older than those in the non-death group (71 
± 13 vs 67 ± 12, P = 0.002). Previous studies have shown that Intermountain Risk Score (IMRS) can predict in-hospital 
mortality risk in STEMI patients27 as well as STEMI patients with cardiogenic shock28 and the patient ‘s age is a major 
component of the IMRS. The above findings all suggest that age is critical in the short-term prognosis of AMI patients. 
Therefore, if a convenient and efficient clinical index can be found to predict the risk of death during hospitalization in 
elderly patients with AMI, and more refined clinical care and treatment options can be adopted according to it, the short- 
term prognosis of elderly patients with AMI can be significantly improved. NLR and PLR were initially applied in 
patients with malignant tumors to assess their prognosis and have gradually attracted much attention in the cardiovascular 
field in recent years.29,30 Inflammation dominates and participates in the whole process of the occurrence and develop-
ment of CAD, which is the main cause of vulnerable plaque rupture in the coronary artery.5,6 When inflammation is 
activated in the body, neutrophils produce highly reactive oxygen species to kill pathogens, and the formation of 
extracellular traps(NETs) by neutrophils also helps destroy pathogens,31 but it also promotes the rupture of vulnerable 
plaques causing AMI.20 In the early stages of AMI, neutrophils can be recruited and promote platelet activation and 
deposition before platelets are activated,32 causing further myocardial damage in the infarcted area, and subsequently 
neutrophils can maintain a chronic inflammatory environment.33 Platelets are one of the basic conditions for coronary 
thrombosis, and higher platelet counts are associated with worse hospital outcomes in patients with acute STEMI.34 

Platelets can be activated to accumulate inflammatory cells recruited to atherosclerotic lesions and release a large number 
of inflammatory mediators to enrich the inflammatory environment.35 Unlike neutrophils and platelets, lymphocytes are 
thought to have anti-atherosclerotic effects, but this is dependent on subsets of lymphocytes and the mechanism is 
complex.36 However, it is clear that low lymphocyte counts are directly associated with worse cardiovascular 
outcomes,37 which may be due to increased catecholamine and glucocorticoid levels in vivo, promoting lymphocyte 
apoptosis, inhibiting lymphocyte proliferation and differentiation resulting in decreased peripheral blood lymphocyte 
counts under this stress state of acute myocardial infarction, while lymphocyte redistribution also affects their 
numbers.38,39

NLR can systematically and accurately reflect the degree of body inflammation and stress,20 and PLR also reflects 
platelet activation and prothrombotic state.40 NLR and PLR are more accurate and objective than neutrophils, platelets, 
and lymphocytes alone in predicting outcomes in patients with AMI because they always combine two indicators that 
reflect the body ‘s inflammatory status. A cohort study of 2618 hospitalized Chinese patients with AMI showed that 
a high NLR (> 5.509) was positively associated with the risk of in-hospital mortality in patients with AMI;20 another 
small study also confirmed that a high NLR (> 6.607) was an important predictor of MACE in patients with AMI.41 

Giakoumidakis et al found a relationship between perioperative NLR and increased in-hospital and 30-day mortality and 
prolonged postoperative hospital stay in their study.42 Although there are differences in the definition of high NLR due to 
different sample populations, these studies have all shown that high NLR is associated with adverse outcomes in AMI 
patients. In our study, high NLR was defined as > 6.69. Older AMI patients with high NLR had a 3.091-fold higher risk 
of in-hospital mortality compared with those with low NLR (95% CI 2.097–4.557, P < 0.001), which is consistent with 
previous findings. Previous studies have shown that high PLR is associated with the risk of in-hospital death in elderly 
patients with AMI, but only 45 elderly patients with AMI experienced a death event in this study,40 which is limited by 
the effective sample size. The study only adjusted for two confounders in multivariate regression: age (≥ 60 years) and 
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presence of hypertension, and the results may not be stable if adjusted for more confounders. Although some studies have 
confirmed that PLR is also predictive of long-term prognosis in patients with AMI,16,43 a cohort study of 1701 ACS 
patients treated with PCI has a different voice from previous findings, and this study found that PLR has limited value for 
long-term prognosis in ACS patients.14 In our study, although a high PLR (> 187.6) was also suggested to be associated 
with the risk of in-hospital death in elderly AMI patients in the first two models, when we adjusted for in-hospital drug 
therapy and myocardial enzyme parameters, the results of model 3 showed that high PLR was not significantly associated 
with the risk of in-hospital death in elderly AMI patients(P = 0.088). We believe this may be related to our sample size, 
single-center study. But the marginally significant results at least suggest a trend toward a possible association between 
high PLR and in-hospital death in older AMI patients, and we still need a larger sample size to confirm this. Unlike 
previous studies, our study is the first to assess the dose-response relationship between NLR, PLR and the risk of in- 
hospital mortality in elderly AMI patients using RCS. The results showed that there was a nonlinear dose-response 
relationship between NLR and in-hospital death, while there was a linear dose-response relationship between PLR and 
in-hospital death. The RCS model suggests that with increasing levels of NLR and PLR, the risk of in-hospital mortality 
increases in older patients with AMI. When we clinically identify these high-risk patients, we can take the following 
measures to reduce their risk of death during hospitalization: 1. revascularization as early as possible on the basis of 
active antithrombotic and anticoagulant therapy;44,45 2. patients should pay close attention to their blood pressure and 
blood glucose levels after admission, control within the ideal range as far as possible, and pay attention to correcting 
electrolyte imbalance and acid-base imbalance; 3. pay attention to the prevention and management of AMI complica-
tions, such as heart failure, cardiogenic shock, and renal insufficiency; 4. β-blockers (within 24 hours) should be used as 
soon as possible for AMI patients without contraindications, and angiotensin enzyme inhibitors (ACEIs) or receptor 
blockers (ARBs) and eplerenone (within 7 days) should be routinely used for AMI patients with impaired left ventricular 
function;45,46 5. conditional medical institutions may consider telemedicine, especially ECG transmission;47 6. mechan-
ical adjuvant therapy should be performed when necessary; 7. Give more refined clinical care.

This study has the following limitations: First, it is a single-center study and its results may be influenced by patient 
selection bias. Second, we failed to follow the long-term prognosis of these patients, which limits the predictive value of 
NLR, PLR for long-term mortality risk in elderly AMI patients. Finally, retrospective studies were unable to identify 
a causal relationship between NLR, PLR, and risk of in-hospital mortality in older patients with AMI.

Conclusion
Our findings suggest that NLR and PLR are predictive of in-hospital mortality risk in elderly patients with AMI, but NLR 
has better predictive ability than PLR. In addition, high NLR (> 6.69) is associated with the risk of in-hospital mortality 
in elderly patients with AMI, and high PLR (> 186.7) may also be associated with in-hospital mortality in elderly patients 
with AMI. Finally, we found a dose-response relationship between NLR, PLR and the risk of in-hospital mortality in 
elderly AMI patients. Therefore, clinicians can use NLR, PLR to risk stratify elderly hospitalized patients with AMI to 
better reduce the incidence of adverse cardiovascular events during hospitalization.
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