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Abstract: Background: Myocardial injury after non-cardiac surgery (MINS) has been known to be
associated with mortality in various surgical patients; however, its prognostic role in abdominal
aortic aneurysm (AAA) open repair remains underexplored. This study aimed to investigate the
role of MINS as a predictor of mortality in patients who underwent AAA open repair. Methods:
This retrospective study investigated 352 patients who underwent open repair for non-ruptured
AAA. The predictors of 30-day and 1-year mortalities were investigated using logistic regression
analysis. Results: MINS was diagnosed in 41% of the patients after AAA open repair in this study.
MINS was an independent risk factor of 30-day mortality (odds ratio [OR]: 10.440, 95% confidence
interval [CI]: 1.278-85.274, p = 0.029) and 1-year mortality (OR: 5.189, 95% CI: 1.357-19.844, p = 0.016).
Kaplan-Meier survival curves demonstrated significantly lower overall survival rates in patients
with MINS compared to those without MINS (p = 0.003). Conclusion: This study revealed that MINS
is a common complication after AAA open repair and is an independent risk factor of 30-day and
1-year mortalities. Patients with MINS have lower overall survival rates than those without MINS.

Keywords: myocardial injury after non-cardiac surgery; abdominal aortic aneurysm; abdominal
aortic aneurysm open repair; mortality

1. Introduction

Abdominal aortic aneurysm (AAA) open repair has been known to be a high-risk
vascular surgery with a significant mortality rate [1], and risk stratification among these
patients is important. Several risk prediction models for AAA open repair have been
developed [2,3]; however, these models primarily focus on preoperative characteristics and
do not address the postoperative recovery phase. Recently, postoperative recovery has
been reported to be directly related to outcomes in many surgical disciplines [4], and the
importance of the recovery phase has been emphasized. Specifically, myocardial injury
after non-cardiac surgery (MINS) has been reported to be closely related to mortality in
various surgical patients [5-8].

MINS is defined as troponin elevation by an ischemic etiology within 30 days after
non-cardiac surgery [9,10]. It is a broader concept than myocardial infarction, as MINS
includes cases in which only troponin levels are elevated without symptoms or electro-
cardiographic changes [9,10]. Recently, large-scale cohort studies on MINS have been
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conducted [5,6], and detailed diagnostic criteria for MINS have been introduced [9,10].
These criteria include troponin elevation up to 30 days after surgery as part of MINS while
excluding chronic troponin elevation and troponin elevation attributed to non-ischemic
causes [9,10]. While the prognostic role of MINS in general vascular surgery has been
previously investigated [11], its role in AAA open repair remains underexplored. AAA
open repair has different characteristics from other vascular surgeries, including the aortic
cross-clamp (ACC) procedure. Therefore, we aimed to investigate the role of MINS as a
predictor of mortality in patients who underwent AAA open repair.

2. Materials and Methods

This retrospective study was conducted at Gangnam Severance Hospital (Seoul, Re-
public of Korea). The Institutional Review Board of Yonsei University Gangnam Severance
Hospital approved this study on 7 July 2023 (approval number: 3-2023-0187). The study
was conducted in accordance with the principles of the Declaration of Helsinki. The need
for informed consent was waived because this study was designed as a retrospective study.

2.1. Study Population

The study included patients who underwent open repair of AAA at Gangnam Sev-
erance Hospital between September 2010 and April 2022. The exclusion criteria were as
follows: (1) ruptured AAA, (2) traumatic aortic injury, (3) no troponin T (InT) results
within 30 days after surgery, (4) TnT elevation due to non-ischemic causes (such as atrial
fibrillation, sepsis, acute heart failure, pulmonary embolism, and cardioversion), and
(5) insufficient medical records.

2.2. Data Collection

We collected data on age; sex; body mass index (BMI); smoking history; AAA size;
history of percutaneous coronary intervention; preoperative comorbidities, which include
hypertension, diabetes mellitus, cerebrovascular accident, coronary artery disease (CAD),
peripheral artery occlusive disease, chronic obstructive pulmonary disease, anemia, chronic
kidney disease (CKD), and end-stage renal disease (ESRD); preoperative medication, in-
cluding beta-blockers, calcium channel blockers, renin-angiotensin system inhibitors,
statins, and diuretics; and preoperative laboratory results, including high-sensitive TnT,
hemoglobin levels, platelet count, white blood cell count, serum C-reactive protein levels,
blood urea nitrogen levels, creatinine levels, and estimated glomerular filtration rate. The
following intraoperative data were collected: the amount of fluid administered, urine
output, estimated amount of bleeding, cell saver volume, operation time, anesthesia time,
and ACC time. The following postoperative data were collected: all high-sensitive TnT
results for 30 days after surgery, hospital length of stay, intensive care unit (ICU) length of
stay, mechanical ventilation time, mortality, and postoperative complications, including
cerebrovascular accidents, acute kidney injury (AKI), and myocardial infarction. The defi-
nition of AKI follows the guideline of Kidney Disease Improving Global Outcomes [12].
The date of operation, mortality, and the last follow-up were also collected.

2.3. Surgical Procedure

At our institution, AAA open repair was performed according to the following proto-
col. The choice of graft configuration depended on the extent of the aneurysmal disease.
Although surgical access to the aorta can be achieved through either a transperitoneal
or retroperitoneal approach, the transperitoneal approach was commonly preferred. The
choice of the clamping location depended on the anatomy of the patient, but infrarenal ACC
was preferred whenever possible. Before ACC, a bolus of heparin at a dose of 50-100 IU /kg
was administered, and the activated clotting time (ACT) was measured after 5 min. The
target ACT range was 200220 s, and ACT monitoring was conducted every 30 min. If
the ACT exceeded 220 s, no additional heparin was administered; however, if the ACT
dropped below 200 s, additional heparin was administered. If feasible, preservation of
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the internal artery was sought, and the reimplantation of inferior mesenteric artery was
considered in patients at a high risk of colonic ischemia.

2.4. Perioperative Assessment Protocol

The standard preoperative assessment for patients undergoing AAA surgery at our
hospital included patient interviews, physical examinations, basic blood tests, chest X-rays,
electrocardiography, and transthoracic echocardiography. Additional cardiac examinations,
such as stress echocardiography or coronary angiography, were conducted only for patients
suspected of serious coronary artery disease based on standard examination. If coronary an-
giography identified a lesion requiring immediate revascularization, the revascularization
was performed before surgery unless an urgent AAA repair was required. Postoperative
troponin testing was performed in all patients immediately after AAA surgery for screening
purposes, but additional troponin testing was performed only when necessary, such as in
cases where myocardial injury was suspected.

2.5. Definition of MINS

In this study, MINS was defined as a high-sensitive TnT elevation above the 99th
percentile of the upper reference limit (URL) (>0.014 ng/mL) caused by ischemic etiology
within 30 days after surgery, as previously described [7,9,10]. Since 2010, our hospital
has used the Elecsys® Troponin T High Sensitive assay (Roche Diagnostics, Mannheim,
Germany) to measure TnT levels. All patients included in this study had their TnT values
measured using the high-sensitive TnT assay. Thus, we set 0.014 ng/mL as the threshold
for MINS according to the 99th URL of the device. TnT elevation due to non-ischemic
causes was not included in MINS, as in previous studies [9,10].

2.6. Study Endpoints

The primary endpoints were 30-day and 1-year mortalities after open repair of AAA.
The secondary endpoint was the overall survival rate after AAA open repair. In addition,
the risk factors for the occurrence of MINS were investigated.

2.7. Statistical Analyses

Statistical analyses were performed with IBM SPSS Statistics for Windows version
23 (IBM Corp., Armonk, NY, USA) and MedCalc version 22.014 (MedCalc Software Bvba,
Ostend, Belgium). The Kolmogorov-Smirnov test was used in assessing the normality of
continuous variables. Since all continuous variables in this study did not follow a normal
distribution, continuous variables are presented as medians (interquartile ranges [IQR]).
Categorical variables are presented as numbers (percentages). The Mann—-Whitney test
was performed for comparing continuous variables, and the chi-square or Fisher’s exact
test was performed for comparing categorical variables. Logistic regression analysis was
performed to investigate the predictors of 30-day mortality, 1-year mortality, and MINS
occurrence. Multivariate logistic regression analysis included the variables which had
p-values <0.05 in the univariate analysis. The predictability is presented by odds ratio
(OR) and its 95% confidence interval (CI). The variance inflation factor (VIF) was evaluated
to prevent multicollinearity when conducting the multivariate analyses. Kaplan-Meier
survival curves were plotted to assess the overall survival rate among patients with and
without MINS, and the log-rank test was conducted to estimate the statistical difference
between the groups. A p-value < 0.05 was considered as statistically significant.

3. Results

The 532 patients who underwent AAA open repairs between September 2010 and
April 2022 were screened for eligibility. We excluded 143 patients with ruptured AAA, 18
with troponin elevation due to non-ischemic causes (atrial fibrillation = 15, sepsis = 2, and
acute decompensated heart failure = 1), and 19 with insufficient medical records. Finally,
352 patients were included in this study (Figure 1). All patients included in this study had
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troponin results within 3 days after surgery, whereas 16% (55/352) of patients had troponin
results between 4 and 30 days after surgery. The median follow-up duration was 1402 [IQR
761, 2220] days.

Patients screened
(n=532)

Patients excluded (n = 180)
P Ruptured AAA (n = 143)
P Troponin elevation due to non-ischemic cause (n = 18)
P Insufficient data (n = 19)

Patients enrolled
(n=352)

[ Analyzed (n = 352) ]

Figure 1. Flow diagram of the study.

In this study, MINS was diagnosed in 41.2% (145/352) of the patients, and 87%
(126/145) of MINS were diagnosed within 2 days after surgery (Supplementary Figure S1).
Table 1 summarizes the baseline and intraoperative characteristics among patients with
and without MINS. Patients with MINS were significantly older (76 [69, 80] vs. 70 [63,
76] years, p < 0.001) and had a lower BMI (22.9 [21.1, 25.2] vs. 24.1 [21.9, 26.1] kg/mz,
p = 0.026) than those without MINS. The prevalence of CKD (15.9% vs. 3.4%, p < 0.001),
ESRD (3.4% vs. 0%, p = 0.011), and preoperative anemia (55.9% vs. 35.3%, p < 0.001) was
higher among patients with MINS. The AAA diameter was significantly larger in patients
with MINS (70 [56, 85] vs. 60 [52, 70] mm, p < 0.001). Preoperative hemoglobin levels (12.3
[10.6,13.9] vs. 13.3 [12.3, 14.3] g/dL, p < 0.001), platelet counts (189,000 [151,500, 241,000]
vs. 207,000 [170,000, 244,000]/ uL, p = 0.014), C-reactive protein levels (4.6 [1.3, 22.5] vs. 1.8
[0.8,4.8] mg/L, p < 0.001), and creatinine levels (1.01 [0.83, 1.38] vs. 0.89 [0.75, 1.05] mg/dL,
p < 0.001) showed significant differences between the two groups.

Table 1. Baseline and intraoperative characteristics according to the presence of MINS.

No MINS MINS

(n = 207) (n = 145) p-Value
Sex (female) 41 (19.8%) 29 (20.0%) 0.964
Age (years) 70 (63, 76) 76 (69, 80) <0.001
BMI (kg/m?) 24.1(21.9,26.1) 22.9(21.1,25.2) 0.026
Smoking 55 (26.6%) 31 (21.4%) 0.265
Hypertension 144 (69.6%) 111 (76.6%) 0.149
Diabetes mellitus 32 (15.5%) 22 (15.2%) 0.941
Cerebrovascular accident 22 (10.6%) 21 (14.5%) 0.277
Coronary artery disease 45 (21.7%) 36 (24.8%) 0.498
Previous PCI 35 (16.9%) 25 (17.2%) 0.935

PAOD 7 (3.4%) 5 (3.4%) >0.999
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Table 1. Cont.

No MINS MINS Val
(n = 207) (n = 145) p-value
COPD 6 (2.9%) 3(2.1%) 0.742
Chronic kidney disease 7 (3.4%) 23 (15.9%) <0.001
ESRD 0 5 (3.4%) 0.011
Anemia 73 (35.3%) 81 (55.9%) <0.001
AAA size (mm) 60 (52, 70) 70 (56, 85) <0.001
Preoperative medications
Beta-blockers 64 (30.9%) 49 (33.8%) 0.570
Calcium channel blockers 80 (38.6%) 59 (40.7%) 0.700
RAS inhibitors 84 (40.6%) 61 (42.1%) 0.780
Statins 95 (45.9%) 66 (45.5%) 0.944
Diuretics 22 (10.6%) 30 (20.7%) 0.009
Preoperative laboratory results
WBC count (/uL) 6860 (5820, 8690) 7580 (6115, 9660) 0.005
Hemoglobin (g/dL) 13.3 (12.3,14.3) 12.3 (10.6, 13.9) <0.001
Platelet count (/L) e 0.014
C-reactive protein (mg/L) 1.8 (0.8, 4.8) 4.6 (1.3,22.5) <0.001
BUN (mg/dL) 16.4 (13.1,19.9) 20.2 (16.0, 25.5) <0.001
Creatinine (mg/dL) 0.89 (0.75, 1.05) 1.01 (0.83,1.38) <0.001
eGFR (mL/min.1.73 m?) 85 (69, 93) 70 (48, 85) <0.001
Intraoperative data
Administered fluid (mL) 2550 (1900, 3400) 2500 (1900, 3300) 0.902
Urine output (mL) 305 (150, 500) 275 (135, 489) 0.317
Cell saver (mL) 226 (132, 423) 238 (112, 384) 0.737
Bleeding (mL) 500 (500, 825) 500 (500, 925) 0.604
Operative time (min) 132 (104, 166) 136 (105, 173) 0.659
Anesthesia time (min) 205 (175, 235) 195 (170, 235) 0413
ACC time (min) 40 (30, 53) 40 (30, 50) 0.257

Values are presented as the median (interquartile range) or number of patients (%). MINS, myocardial injury
after non-cardiac surgery; BMI, body mass index; PCI, percutaneous coronary intervention; PAOD, peripheral
arterial occlusive disease; COPD; chronic obstructive pulmonary disease; ESRD, end-stage renal disease; AAA,
abdominal aortic aneurysm; RAS, renin-angiotensin system; WBC, white blood cells; BUN, blood urea nitrogen;
eGFR, estimated glomerular filtration rate; ACC, aortic cross-clamp.

Table 2 summarizes the postoperative morbidity and mortality among the patients
with and without MINS. The lengths of hospital stay (11 [9, 17] vs. 9 [7, 13] days, p < 0.001)
and ICU stay (1 [1, 3] vs. 1 [1, 1] days, p < 0.001) were significantly longer among patients
with MINS. The incidences of AKI (35.2% vs. 19.3%, p < 0.001) and myocardial infarction
(2.8% vs. 0%, p = 0.028) were significantly higher among patients with MINS. In addition,
the incidences of 30-day mortality (5.5% vs. 0.5%, p = 0.004) and 1-year mortality (8.3% vs.
1.4%, p = 0.002) were significantly higher among patients with MINS.

Table 2. Postoperative morbidity and mortality according to the presence of MINS.

No MINS MINS

(n = 207) (n = 145) p-Value
Hospital stay (day) 9(7,13) 11(9,17) <0.001
ICU stay (day) 1(1,1) 1(1,3) <0.001
MYV duration (h) 0(0,0) 0(0,4) <0.001
Cerebrovascular accident 2 (1.0%) 1(0.7%) >0.999
Acute kidney injury 40 (19.3%) 51 (35.2%) 0.001
Myocardial infarction 0 4 (2.8%) 0.028
30-day mortality 1(0.5%) 8 (5.5%) 0.004
1-year mortality 3 (1.4%) 12 (8.3%) 0.002

Values are presented as the median (interquartile range) or number of patients (%). MINS, myocardial injury after
non-cardiac surgery; ICU, intensive care unit; MV, mechanical ventilation.
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Table 3 presents the results of the logistic regression analysis for 30-day mortality after
AAA open repair. In the univariate analysis, BMI and MINS had significant OR for 30-day
mortality. In the multivariate analysis, which included variables with significant OR in the
univariate analysis, only MINS remained an independent predictor of 30-day mortality
(OR: 10.440, 95% CI: 1.278-85.274, p = 0.029).

Table 3. Logistic regression analysis for 30-day mortality after open repair of abdominal aortic

aneurysm.
Univariate Multivariate
Variables OR (95% CI) p-Value OR (95% CI) p-Value

Age 1.039 (0.964-1.120) 0.317

BMI (kg/m?) 0.771 (0.610-0.974) 0.029 0.801 (0.632-1.015) 0.066

Hypertension 0.293 (0.077-1.116) 0.072

Diabetes mellitus 0.684 (0.084-5.582) 0.723

Cerebrovascular accident 2.105 (0.423-10.476) 0.364

Coronary artery disease 1.699 (0.415-6.949) 0.461

Chronic kidney disease 0.000 (-) 0.998

Anemia 4.667 (0.956-22.792) 0.057

AAA size (mm) 1.030 (0.998-1.063) 0.063

MINS 12.029 (1.488-97.260) 0.020 10.440 (1.278-85.274) 0.029
Values are presented as odds ratio (95% confidential interval). OR, odds ratio; CI, confidence interval; BMI, body
mass index; AAA, abdominal aortic aneurysm; MINS, myocardial injury after non-cardiac surgery.

Table 4 shows the logistic regression analysis between the chosen variables and 1-year
mortality after AAA open repair. BMI, history of cerebrovascular accident, preoperative
anemia, and MINS showed significant OR (p < 0.05) for 1-year mortality in the univariate
analysis. In the multivariate analysis, BMI (OR: 0.787, 95% CI: 0.636-0.974, p = 0.028),
history of cerebrovascular accident (OR: 6.692, 95% CI: 2.037-21.986, p = 0.002), and MINS
(OR: 5.189, 95% CI: 1.357-19.844, p = 0.016) remained independent predictors of 1-year
mortality.

Table 4. Logistic regression analysis for 1-year mortality after open repair of abdominal aortic
aneurysm.
Univariate Multivariate
Variables OR (95% CI) p-Value OR (95% CI) p-Value
Age 1.037 (0.978-1.100) 0.220
BMI (kg/m?) 0.781 (0.650-0.938) 0.008 0.787 (0.636-0.974) 0.028
Hypertension 0.751 (0.250-2.256) 0.610
Diabetes mellitus 0.843 (0.185-3.847) 0.826
Cerebrovascular accident 5.405 (1.821-16.045) 0.002 6.692 (2.037-21.986) 0.002
Coronary artery disease 1.228 (0.380-3.965) 0.731
Chronic kidney disease 2.870 (0.763-10.797) 0.119
Anemia 3.731 (1.164-11.956) 0.027 2.041 (0.584-7.136) 0.264
AAA size (mm) 1.011 (0.982-1.040) 0.454
MINS 6.135 (1.699-22.152) 0.006 5.189 (1.357-19.844) 0.016

Values are presented as odds ratio (95% confidential interval). OR, odds ratio; CI, confidence interval; BMI, body
mass index; AAA, abdominal aortic aneurysm; MINS, myocardial injury after non-cardiac surgery.

Figure 2 presents the Kaplan—Meier survival curves for overall mortality. The log-rank
test demonstrated that the overall survival rate was significantly lower among patients
with MINS compared to those without MINS (p = 0.003).
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Figure 2. Kaplan-Meier survival curves according to the occurrence of MINS. The red line represents
the survival curves of the patients with MINS, and the blue line represents the survival curves of
those without MINS. MINS, myocardial injury after non-cardiac surgery.

Table 5 presents the logistic regression analysis for the occurrence of MINS. The
univariate analysis showed that age, history of CKD, preoperative anemia, and AAA size
have significant OR (p < 0.05) in predicting MINS. In the multivariate analysis, age (OR:
1.052, 95% CI: 1.023-1.081, p < 0.001), CKD (OR: 3.755, 95% CI: 1.471-9.581, p = 0.006), and
AAA size (OR: 1.027, 95% CI: 1.013-1.042, p < 0.001) remained independent predictors
of MINS.

Table 5. Logistic regression analysis for MINS occurrence after open repair of abdominal aortic
aneurysm.

Univariate Multivariate
Variables OR (95% CI) p-Value OR (95% CI) p-Value
Age 1.061 (1.035-1.089) <0.001 1.052 (1.023-1.081) <0.001
BMI (kg/m?) 0.940 (0.879-1.005) 0.068
Hypertension 1.428 (0.879-2.320) 0.150
Diabetes mellitus 0.978 (0.542-1.764) 0.941
Cerebrovascular accident 1.424 (0.751-2.700) 0.279
Coronary artery disease 1.189 (0.720-1.962) 0.498
Chronic kidney disease 5.386 (2.244-12.928) <0.001 3.755 (1.471-9.581) 0.006
Anemia 2.323 (1.505-3.587) <0.001 1.413 (0.852-2.345) 0.180
AAA size (mm) 1.031 (1.017-1.045) <0.001 1.027 (1.013-1.042) <0.001

Values are presented as odds ratio (95% confidential interval). OR, odds ratio; CI, confidence interval; BMI, body
mass index; AAA, abdominal aortic aneurysm; MINS, myocardial injury after non-cardiac surgery.

4. Discussion

This study demonstrated that MINS is an independent risk factor of 30-day and 1-
year mortalities in AAA open repair. Patients with MINS had lower survival rates and
higher postoperative morbidity rates than those without MINS. Furthermore, age, history
of CKD, and AAA size were identified as risk factors for the occurrence of MINS after AAA
open repair.

MINS has been reported to be closely associated with mortality in patients undergoing
vascular surgery [11]. However, the predictive power of MINS in AAA open repair remains
underexplored. A few studies conducted before the introduction of the structured concept
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of MINS have investigated myocardial injury during AAA open repair [13,14]. However,
in these studies, the current diagnostic criteria of MINS were not used, the number of
enrolled patients was small, covariates were not considered, and long-term mortality was
not analyzed. The current study identified MINS using the recently proposed diagnostic
criteria [9,10] and revealed the independent prognostic role of MINS for long-term mortality,
as well as short-term mortality, after AAA open repair.

In this study, the incidence of MINS (41%) exceeded those reported in studies on
heterogeneous non-cardiac surgery. A previous study by Vascular Events in Non-Cardiac
Surgery Patient Cohort Evaluation group reported an incidence of MINS of approximately
8% after major non-cardiac surgery [15]. Furthermore, a meta-analysis estimated an inci-
dence of MINS of approximately 20% [16]. However, the reported incidence of myocardial
injury in AAA open repair was 47% [13], which is consistent with our findings. The
high incidence of MINS in AAA open repair lacks a clear explanation; however, this
may be attributed to the pathogenesis and surgical characteristics of AAA. Traditionally,
chronic inflammation and atherosclerosis have been described as the mechanisms under-
lying AAA development. Chronic inflammation disrupts the aortic wall and leads to
aortic aneurysm formation [17,18]. However, the inflammatory response usually occurs
systemically; therefore, patients with AAA may have been cumulatively more exposed
to inflammatory mediators than other patients. Therefore, these patients may be more
vulnerable to stress responses induced by surgical trauma and anesthesia, such as corti-
sol, catecholamines, and inflammatory cytokines, which could lead to MINS [10,19]. On
the other hand, some researchers suggested that AAA is caused by excessive positive
remodeling of vessels in response to atherosclerosis [17,20]. Consistent with this argument,
atherosclerosis is an important risk factor for AAA [21], and a previous study reported
high prevalence of CAD in AAA patients [22]. Thus, patients with AAA can be assumed
to be more susceptible to myocardial injury due to a high prevalence of underlying CAD.
In addition, the surgical characteristics of AAA open repair may also contribute to the
development of MINS. Surgical procedures for AAA open repair include ACC, which
causes ischemia—reperfusion injury by producing reactive oxygen species, inflammatory
molecules, and catecholamines [23]. Oxygen radicals cause myocardial edema and dysfunc-
tion by increasing the permeability of vessels [24,25], and ischemia-reperfusion activates
the coagulation system, leading to microthrombus formation [26]. Furthermore, AAA open
repair is accompanied by severe hemodynamic fluctuations, especially when applying and
removing the ACC [27]. Hemodynamic fluctuation is an important cause of MINS, causing
a supply—-demand mismatch in the myocardium [19].

The current study revealed not only higher mortality but also increased postoperative
complications among patients with MINS, including AKI, cerebrovascular accident, and
myocardial infarction. MINS is defined as a myocardial injury which occurs for up to
30 days, and postoperative morbidity may frequently occur within 30 days. Thus, the time
order between MINS and morbidity may vary depending on the patient. Although 87% of
patients experienced MINS within 2 days after surgery in this study, it is difficult to estimate
the predictability between MINS and postoperative complications. Nevertheless, it is clear
that MINS is associated with poor recovery after AAA open repair, and identifying MINS
may help screen patients with poor recovery.

In the current study, age, history of CKD, and AAA diameter were independent risk
factors for the occurrence of MINS. This result is consistent with previous studies that
reported age and CKD as independent risk factors for MINS [10,15,16,28]. Interestingly,
this study found that AAA diameter, which is a disease-specific risk stratification tool in
AAA, was an independent risk factor of MINS. To the best of our knowledge, this is the
first study to report a significant correlation between AAA size and MINS. Patients with
larger AAA may have more severe atherosclerosis owing to longer disease progression [29],
which could be the reason for the higher incidence of MINS among these patients.

MINS can result from various causes, including surgical trauma, anesthesia, hemody-
namic instability, or endothelial dysfunction [10]. Surgical trauma can cause inflammatory
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reactions and stress responses, potentially leading to MINS [10]. However, it has not been
clearly revealed until what time point the surgery is directly related to MINS. An animal
study demonstrated that the tissue concentration of IL-1p3 and IL-6, induced by surgical
trauma, peaked 1 to 2 days after surgery in a rat model [30]. Additionally, a study involving
patients undergoing knee and hip arthroplasty revealed that the serum concentration of
IL-6 followed a pattern of peaking 2448 h after surgery and decreasing thereafter [31].
Considering the time course of inflammatory cytokines after surgery, the impact of surgery
on MINS is expected to be most significant within first 2 days after surgery. However, this
aspect has not been thoroughly investigated, and further research is warranted.

MINS is usually asymptomatic and can easily go undiagnosed. Previous studies re-
ported that only 7%-18% of patients with MINS had symptoms, and only 25%-35% of MINS
cases showed electrocardiogram changes [5,7,9,15]. Therefore, identifying MINS requires
routine troponin testing in all patients regardless of ischemic signs or symptoms [10,32]. In
particular, AAA repair is classified as a high-risk surgery according to the Revised Cardiac
Risk Index [33], and myocardial infarction is a common cause of mortality in AAA open
repair [34]. Considering the high incidence of MINS among patients undergoing AAA open
repair, perioperative troponin tests may be a reasonable screening tool in AAA open repair.

International guidelines recommend troponin testing after non-cardiac surgery in high-
risk patients. The Canadian Cardiovascular Society recommends daily troponin testing for
48-72 h after surgery in high-risk patients [32], and the European Society of Cardiology
recommends troponin testing 24 and 48 h after surgery in high-risk patients [35]. These
guidelines are based on the previous studies that showed most myocardial infarctions or
MINS occur within 2 days after surgery [5,10,36]. In the current study, 87% (126 /145) of
MINS cases were diagnosed within 2 days after surgery, which is consistent with previous
findings. Therefore, conducting troponin tests within 2-3 days after AAA surgery may be a
reasonable strategy.

Several researchers have argued for enhanced risk assessment in AAA surgery, but
the risk—benefit ratio must be carefully considered. Early studies highlighted the predictive
value of dobutamine stress echocardiography before aortic surgery [37,38], and Sigl et al.
recently reported improved 30-day outcomes after AAA surgery with extended cardiac
assessment using dobutamine stress echocardiography [39]. However, stress echocar-
diography may cause side effects such as arrhythmia or hypotension [40,41], and some
studies question its benefit in AAA surgery [42,43]. On the other hand, early studies
reported dipyridamole-thallium scanning as a valuable predictor of outcomes after AAA
surgery [44,45]. However, later studies indicated that dipyridamole-thallium scan was not
superior to standard examinations [46,47], and many patients experienced side effects such
as dizziness or chest tightness [48]. In contrast to stress testing, the troponin test can be
performed with a simple blood test and has minimal associated risks. Moreover, a previous
study reported the cost-effectiveness of troponin testing for screening MINS [49]. Therefore,
conducting perioperative troponin tests in AAA surgery may serve as a cost-effective tool
for screening high-risk patients.

In a previous study by Ali et al. [13], CAD prevalence was higher in patients experi-
encing myocardial injury after AAA surgery compared to those who did not. However, in
our current study, there was no significant difference in CAD prevalence between patients
with MINS and those without. This discrepancy may be attributed to variations in the
cardiac risk assessment protocols employed in the two studies. In our study, preoperative
stress testing was exclusively conducted on patients suspected of having serious coronary
artery disease in standard examination. In contrast, Ali et al. [13] routinely performed stress
testing in patients presenting cardiac symptoms. Consequently, some patients in our study
may have had undiagnosed CAD, potentially affecting the accuracy of CAD prevalence,
while Ali et al.’s study may have provided more accurate information about the preva-
lence of CAD. However, there exists controversy regarding the routine implementation of
preoperative stress testing, necessitating careful consideration of the risk-benefit ratio.
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Lower BMI was also an independent risk factor for 1-year mortality in the current study.
Although obesity is a well-known risk factor for cardiovascular diseases [50-52], several
recent studies have reported the “obesity paradox,” suggesting that obese patients have a
better prognosis in various cardiovascular diseases, including chronic heart failure [53,54],
CAD [55,56], and acute myocardial infarction [57]. In particular, previous studies on
heart failure have reported that the relationship between mortality and BMI showed a
U-shape [54]. A meta-analysis by Milajerdi et al. [58] reported that mortality among
patients with heart failure increased when the BMI was <25 kg/m? or >29 kg/m?. Another
meta-analysis by Padwal et al. [59] reported that mortality increased when the BMI was
<30 kg/m? or >35 kg/m? in heart failure patients. The patients included in the current
study had a relatively low BMI of median 23.5 [IQR 21.5, 25.9] kg/m?, which corresponds to
the anterior descending curve of the U shape; therefore, patients with higher BMI showed
lower mortality in this study. To accurately estimate the relationship between BMI and
mortality after AAA open repair, further studies that include patients with obesity are
necessary.

This study has several limitations. First, the retrospective nature introduces the pos-
sibility of inaccurate data or missing values, potentially causing biases. However, the
troponin test results, which are the most important variable in this study, were preserved
as laboratory test records, ensuring the reliability of the dates and values. Moreover, the
exclusion of 19 patients due to insufficient data in this study is a relatively small number.
Secondly, the retrospective design hinders control over covariates, which could potentially
act as confounding factors. However, this study employed multivariate regression analyses
to minimize biases from covariates. Third, this study has limitations as a single-center
study, including the lack of generalizability. While this study analyzed 352 AAA patients,
a relatively large sample size for investigating AAA surgery, the competency of medical
staff, perioperative protocols, or patient population could influence the results. To validate
our findings, additional multicenter studies involving diverse populations are warranted.
Fourth, the incidence of mortality was relatively small; therefore, the statistical power may
be possibly weak when performing multivariate logistic regression analysis. Additional
studies with larger populations are warranted to precisely estimate predictors of mortal-
ity. Conversely, the number of MINS cases was relatively large in this study, including
145 patients, potentially providing high statistical power for the analysis of predictors
of MINS.

5. Conclusions

MINS is a common complication of AAA open repair and is an independent risk factor
of 30-day and 1-year mortalities. Patients with MINS have lower survival rates than those
without MINS. Conducting perioperative troponin tests to identify MINS in AAA open
repair may be helpful in screening patients at risk of mortality. However, additional studies
involving larger populations and diverse institutions are needed.

Supplementary Materials: The following supporting information can be downloaded at: https://
www.mdpi.com/article/10.3390/jcm13040959/s1, Supplementary Figure S1: The timing of diagnosis
of myocardial injury after non-cardiac surgery (MINS).

Author Contributions: Conceptualization, M.I.B., T-HK,, H].Y.,, S-W.S.,, N.M,, J.L. and S.YH;
methodology, M..B., T-H.K. and S.Y.H.; software, M.L.B.; validation, S.Y.H.; formal analysis, M.1.B.;
investigation, M.I.B., T-H.K., H].Y,, S.-W.S,, N.M,, ].L. and S.Y.H.; resources, M.L.B., T-HK., H].Y,, S.-
WS, N.M,, J.L. and S.Y.H.; data curation, M.I.B.,, T-HK., H].Y.,5.-W.S.,, N.M,, ].L. and S.Y.H.; writing—
original draft preparation, M.I.B. and T.-H .K.; writing—review and editing, S.Y.H.; visualization,
M.LB,; supervision, S.-W.S. and S.Y.H. All authors have read and agreed to the published version of
the manuscript.

Funding: This research received no external funding.


https://www.mdpi.com/article/10.3390/jcm13040959/s1
https://www.mdpi.com/article/10.3390/jcm13040959/s1

J. Clin. Med. 2024, 13, 959 11 0f 13

Institutional Review Board Statement: The Institutional Review Board of Yonsei University Gang-
nam Severance Hospital approved this study (approval number: 3-2023-0187; date of approval: 7
July 2023).

Informed Consent Statement: Patient consent was waived due to the retrospective nature of the
study.

Data Availability Statement: The data presented in this study are available on request from the
corresponding author.

Conflicts of Interest: The authors declare no conflicts of interest.

References

1.

10.

11.

12.

13.

14.

15.

16.

17.

18.

19.

20.

Greenhalgh, R. Comparison of endovascular aneurysm repair with open repair in patients with abdominal aortic aneurysm (evar
trial 1), 30-day operative mortality results: Randomised controlled trial. Lancet 2004, 364, 843-848. [CrossRef] [PubMed]

Grant, S.W,; Hickey, G.L.; Grayson, A.D.; Mitchell, D.C.; McCollum, C.N. National risk prediction model for elective abdominal
aortic aneurysm repair. Br. J. Surg. 2013, 100, 645-653. [CrossRef] [PubMed]

Grant, S.W.; Grayson, A.D.; Mitchell, D.C.; McCollum, C.N. Evaluation of five risk prediction models for elective abdominal
aortic aneurysm repair using the uk national vascular database. Br. J. Surg. 2012, 99, 673-679. [CrossRef] [PubMed]

Slim, K.; Theissen, A. Enhanced recovery after elective surgery. A revolution that reduces post-operative morbidity and mortality.
J. Visc. Surg. 2020, 157, 487-491. [CrossRef] [PubMed]

Devereaux, PJ.; Biccard, B.M.; Sigamani, A.; Xavier, D.; Chan, M.T.V,; Srinathan, S.K.; Walsh, M.; Abraham, V.; Pearse, R.; Wang,
C.Y,; et al. Association of postoperative high-sensitivity troponin levels with myocardial injury and 30-day mortality among
patients undergoing noncardiac surgery. JAMA 2017, 317, 1642-1651. [PubMed]

Devereaux, PJ.; Chan, M.T.; Alonso-Coello, P.; Walsh, M.; Berwanger, O.; Villar, ].C.; Wang, C.Y.; Garutti, R.I.; Jacka, M.].; Sigamani,
A_; et al. Association between postoperative troponin levels and 30-day mortality among patients undergoing noncardiac surgery.
JAMA 2012, 307, 2295-2304.

Puelacher, C.; Buse, G.L.; Seeberger, D.; Sazgary, L.; Marbot, S.; Lampart, A.; Espinola, J.; Kindler, C.; Hammerer, A.; Seeberger, E.;
et al. Perioperative myocardial injury after noncardiac surgery: Incidence, mortality, and characterization. Circulation 2018, 137,
1221-1232. [CrossRef]

van Waes, J.A.; Nathoe, HM.; de Graaff, ].C.; Kemperman, H.; de Borst, G.J.; Peelen, L.M.; van Klei, W.A. Myocardial injury after
noncardiac surgery and its association with short-term mortality. Circulation 2013, 127, 2264-2271. [CrossRef]

Devereaux, P.; Szczeklik, W. Myocardial injury after non-cardiac surgery: Diagnosis and management. Eur. Heart J. 2020, 41,
3083-3091. [CrossRef]

Ruetzler, K.; Smilowitz, N.R.; Berger, ].S.; Devereaux, PJ.; Maron, B.A.; Newby, L.K.; de Jesus Perez, V,; Sessler, D.I.; Wijeysundera,
D.N. Diagnosis and management of patients with myocardial injury after noncardiac surgery: A scientific statement from the
american heart association. Circulation 2021, 144, €287—-e305. [CrossRef]

Biccard, B.M.; Scott, D.J.A.; Chan, M.T.V.; Archbold, A.; Wang, C.Y.; Sigamani, A.; Urrutia, G.; Cruz, P; Srinathan, S.K.; Szalay, D.;
et al. Myocardial injury after noncardiac surgery (mins) in vascular surgical patients: A prospective observational cohort study.
Ann. Surg. 2018, 268, 357-363. [CrossRef] [PubMed]

Khwaja, A. Kdigo clinical practice guidelines for acute kidney injury. Nephron Clin. Pract. 2012, 120, c179-c184. [CrossRef]
[PubMed]

Ali, Z.A; Callaghan, C.J.; Ali, A.A; Sheikh, A.Y.; Akhtar, A.; Pavlovic, A.; Nouraei, S.A.; Dutka, D.P.; Gaunt, M.E. Perioperative
myocardial injury after elective open abdominal aortic aneurysm repair predicts outcome. Eur. J. Vasc. Endovasc. Surg. 2008, 35,
413-419. [CrossRef]

Mannova, J.; Silhart, Z.; Prokes, A.; Sevcik, P. Myocardial injury in patients after an elective abdominal aortic aneurysm repair.
Bratisl. Lek. Listy 2013, 114, 269-273. [CrossRef] [PubMed]

Botto, F.; Alonso-Coello, P.; Chan, M.T.; Villar, ].C.; Xavier, D.; Srinathan, S.; Guyatt, G.; Cruz, P.; Graham, M.; Wang, C.Y.; et al.
Myocardial injury after noncardiac surgery: A large, international, prospective cohort study establishing diagnostic criteria,
characteristics, predictors, and 30-day outcomes. Anesthesiology 2014, 120, 564-578. [PubMed]

Smilowitz, N.R.; Redel-Traub, G.; Hausvater, A.; Armanious, A.; Nicholson, J.; Puelacher, C.; Berger, ].S. Myocardial injury after
noncardiac surgery: A systematic review and meta-analysis. Cardiol. Rev. 2019, 27, 267-273. [CrossRef] [PubMed]

Golledge, J. Abdominal aortic aneurysm: Update on pathogenesis and medical treatments. Nat. Rev. Cardiol. 2019, 16, 225-242.
[CrossRef]

Kuivaniemi, H.; Ryer, E.J.; Elmore, J.R.; Tromp, G. Understanding the pathogenesis of abdominal aortic aneurysms. Expert. Rev.
Cardiovasc. Ther. 2015, 13, 975-987. [CrossRef]

Devereaux, PJ.; Sessler, D.I. Cardiac complications in patients undergoing major noncardiac surgery. N. Engl. |. Med. 2015, 373,
2258-2269. [CrossRef]

Golledge, J.; Norman, PE. Atherosclerosis and abdominal aortic aneurysm: Cause, response, or common risk factors? Arterioscler.
Thromb. Vasc. Biol. 2010, 30, 1075-1077. [CrossRef]


https://doi.org/10.1016/S0140-6736(04)16979-1
https://www.ncbi.nlm.nih.gov/pubmed/15351191
https://doi.org/10.1002/bjs.9047
https://www.ncbi.nlm.nih.gov/pubmed/23338659
https://doi.org/10.1002/bjs.8731
https://www.ncbi.nlm.nih.gov/pubmed/22415901
https://doi.org/10.1016/j.jviscsurg.2020.07.005
https://www.ncbi.nlm.nih.gov/pubmed/32736986
https://www.ncbi.nlm.nih.gov/pubmed/28444280
https://doi.org/10.1161/CIRCULATIONAHA.117.030114
https://doi.org/10.1161/CIRCULATIONAHA.113.002128
https://doi.org/10.1093/eurheartj/ehz301
https://doi.org/10.1161/CIR.0000000000001024
https://doi.org/10.1097/SLA.0000000000002290
https://www.ncbi.nlm.nih.gov/pubmed/28486392
https://doi.org/10.1159/000339789
https://www.ncbi.nlm.nih.gov/pubmed/22890468
https://doi.org/10.1016/j.ejvs.2007.10.007
https://doi.org/10.4149/BLL_2013_055
https://www.ncbi.nlm.nih.gov/pubmed/23611049
https://www.ncbi.nlm.nih.gov/pubmed/24534856
https://doi.org/10.1097/CRD.0000000000000254
https://www.ncbi.nlm.nih.gov/pubmed/30985328
https://doi.org/10.1038/s41569-018-0114-9
https://doi.org/10.1586/14779072.2015.1074861
https://doi.org/10.1056/NEJMra1502824
https://doi.org/10.1161/ATVBAHA.110.206573

J. Clin. Med. 2024, 13, 959 12 of 13

21.

22.

23.

24.

25.

26.

27.

28.

29.

30.

31.

32.

33.

34.

35.

36.

37.

38.

39.

40.

41.

42.

Singh, K.; Benaa, K.; Jacobsen, B.; Bjerk, L.; Solberg, S. Prevalence of and risk factors for abdominal aortic aneurysms in a
population-based study: The tromse study. Am. J. Epidemiol. 2001, 154, 236-244. [CrossRef]

Sukhija, R.; Aronow, W.S.; Yalamanchili, K.; Sinha, N.; Babu, S. Prevalence of coronary artery disease, lower extremity peripheral
arterial disease, and cerebrovascular disease in 110 men with an abdominal aortic aneurysm. Am. J. Cardiol. 2004, 94, 1358-1359.
[CrossRef] [PubMed]

Collard, C.D.; Gelman, S. Pathophysiology, clinical manifestations, and prevention of ischemia-reperfusion injury. Anesthesiology
2001, 94, 1133-1138. [CrossRef] [PubMed]

Katseni, K.; Chalkias, A.; Kotsis, T.; Dafnios, N.; Arapoglou, V.; Kaparos, G.; Logothetis, E.; lacovidou, N.; Karvouni, E.; Katsenis,
K. The effect of perioperative ischemia and reperfusion on multiorgan dysfunction following abdominal aortic aneurysm repair.
Biomed. Res. Int. 2015, 2015, 598980. [CrossRef] [PubMed]

Garcia-Dorado, D.; Oliveras, ]J. Myocardial oedema: A preventable cause of reperfusion injury? Cardiovasc. Res. 1993, 27,
1555-1563. [CrossRef] [PubMed]

Bottiger, B.W.; Motsch, J.; Bohrer, H.; Boker, T.; Aulmann, M.; Nawroth, P.P.; Martin, E. Activation of blood coagulation after
cardiac arrest is not balanced adequately by activation of endogenous fibrinolysis. Circulation 1995, 92, 2572-2578. [CrossRef]
[PubMed]

Zammert, M.; Gelman, S. The pathophysiology of aortic cross-clamping. Best Pract. Res. Clin. Anaesthesiol. 2016, 30, 257-269.
[CrossRef] [PubMed]

Meershoek, A.J.A.; Leunissen, T.C.; van Waes, J.A.R.; Klei, W.A.; Huisman, A.; de Groot, M.C.H.; Hoefer, L.E.; van Solinge, WW.;
Moll, EL.; de Borst, G.J. Reticulated platelets as predictor of myocardial injury and 30 day mortality after non-cardiac surgery.
Eur. J. Vasc. Endovasc. Surg. 2020, 59, 309-318. [CrossRef] [PubMed]

Khashram, M.; Hider, PN.; Williman, J.A_; Jones, G.T.; Roake, ]J.A. Does the diameter of abdominal aortic aneurysm influence
late survival following abdominal aortic aneurysm repair? A systematic review and meta-analysis. Vascular 2016, 24, 658-667.
[CrossRef]

Loram, L.C.; Themistocleous, A.C.; Fick, L.G.; Kamerman, P.R. The time course of inflammatory cytokine secretion in a rat model
of postoperative pain does not coincide with the onset of mechanical hyperalgesia. Can. J. Physiol. Pharmacol. 2007, 85, 613-620.
[CrossRef]

Wasko, M.K.; Bobecka-Wesolowska, K.; Tomasiuk, R.; Kowalczewski, ]. Measurement of the inflammatory response in the early
postoperative period after hip and knee arthroplasty. Clin. Chem. Lab. Med. 2015, 53, 1785-1792. [CrossRef] [PubMed]
Duceppe, E.; Parlow, ].; MacDonald, P,; Lyons, K.; McMullen, M.; Srinathan, S.; Graham, M.; Tandon, V.; Styles, K.; Bessissow, A.;
et al. Canadian cardiovascular society guidelines on perioperative cardiac risk assessment and management for patients who
undergo noncardiac surgery. Can. J. Cardiol. 2017, 33, 17-32. [CrossRef] [PubMed]

Lee, TH.; Marcantonio, E.R.; Mangione, C.M.; Thomas, E.J.; Polanczyk, C.A.; Cook, E.E; Sugarbaker, D.J.; Donaldson, M.C.; Poss,
R.; Ho, K.K. Derivation and prospective validation of a simple index for prediction of cardiac risk of major noncardiac surgery.
Circulation 1999, 100, 1043-1049. [CrossRef] [PubMed]

Hertzer, N.R. Fatal myocardial infarction following abdominal aortic aneurysm resection. Three hundred forty-three patients
followed 6-11 years postoperatively. Ann. Surg. 1980, 192, 667. [CrossRef] [PubMed]

Halvorsen, S.; Mehilli, J.; Cassese, S.; Hall, T.S.; Abdelhamid, M.; Barbato, E.; De Hert, S.; de Laval, I.; Geisler, T.; Hinterbuchner,
L.; et al. 2022 ESC guidelines on cardiovascular assessment and management of patients undergoing non-cardiac surgery. Eur.
Heart J. 2022, 43, 3826-3924. [CrossRef]

Devereaux, PJ.; Xavier, D.; Pogue, J.; Guyatt, G.; Sigamani, A.; Garutti, I.; Leslie, K.; Rao-Melacini, P.; Chrolavicius, S.; Yang, H.;
et al. Characteristics and short-term prognosis of perioperative myocardial infarction in patients undergoing noncardiac surgery:
A cohort study. Ann. Intern. Med. 2011, 154, 523-528. [CrossRef]

Lalka, S.G.; Sawada, S.G.; Dalsing, M.C.; Cikrit, D.F.,; Sawchuk, A.P.; Kovacs, R.L.; Segar, D.S.; Ryan, T.; Feigenbaum, H.
Dobutamine stress echocardiography as a predictor of cardiac events associated with aortic surgery. J. Vasc. Surg. 1992, 15,
831-842. [CrossRef]

Langan, E.M., III; Youkey, ].R.; Franklin, D.P; Elmore, ].R.; Costello, ]. M.; Nassef, L.A. Dobutamine stress echocardiography for
cardiac risk assessment before aortic surgery. J. Vasc. Surg. 1993, 18, 905-913. [CrossRef]

Sigl, M.; Baumann, S.; Kénemann, A.S.; Keese, M.; Schwenke, K.; Gerken, A.L.H.; Diirschmied, D.; Rosenkaimer, S. Prognostic
value of extended cardiac risk assessment before elective open abdominal aortic surgery. Herz 2023. [CrossRef]

Mertes, H.; Sawada, S.G.; Ryan, T; Segar, D.S.; Kovacs, R.; Foltz, J.; Feigenbaum, H. Symptoms, adverse effects, and complications
associated with dobutamine stress echocardiography. Experience in 1118 patients. Circulation 1993, 88, 15-19. [CrossRef]
Geleijnse, M.L.; Krenning, B.J.; Nemes, A.; van Dalen, B.M.; Soliman, O.L; Cate, E].T.; Schinkel, A.F; Boersma, E.; Simoons, M.L.
Incidence, pathophysiology, and treatment of complications during dobutamine-atropine stress echocardiography. Circulation
2010, 121, 1756-1767. [CrossRef]

Columbo, J.A.; Demsas, F.,; Wanken, Z.].; Suckow, B.D.; Beach, ].M.; Henkin, S.; Goodney, P.P; Stone, D.H. Stress testing before
abdominal aortic aneurysm repair does not lead to a reduction in perioperative cardiac events. J. Vasc. Surg. 2021, 74, 694-700.
[CrossRef] [PubMed]


https://doi.org/10.1093/aje/154.3.236
https://doi.org/10.1016/j.amjcard.2004.07.136
https://www.ncbi.nlm.nih.gov/pubmed/15541269
https://doi.org/10.1097/00000542-200106000-00030
https://www.ncbi.nlm.nih.gov/pubmed/11465607
https://doi.org/10.1155/2015/598980
https://www.ncbi.nlm.nih.gov/pubmed/26798637
https://doi.org/10.1093/cvr/27.9.1555
https://www.ncbi.nlm.nih.gov/pubmed/8287430
https://doi.org/10.1161/01.CIR.92.9.2572
https://www.ncbi.nlm.nih.gov/pubmed/7586359
https://doi.org/10.1016/j.bpa.2016.07.006
https://www.ncbi.nlm.nih.gov/pubmed/27650338
https://doi.org/10.1016/j.ejvs.2019.06.027
https://www.ncbi.nlm.nih.gov/pubmed/31812606
https://doi.org/10.1177/1708538116650580
https://doi.org/10.1139/Y07-054
https://doi.org/10.1515/cclm-2014-1055
https://www.ncbi.nlm.nih.gov/pubmed/25781692
https://doi.org/10.1016/j.cjca.2016.09.008
https://www.ncbi.nlm.nih.gov/pubmed/27865641
https://doi.org/10.1161/01.CIR.100.10.1043
https://www.ncbi.nlm.nih.gov/pubmed/10477528
https://doi.org/10.1097/00000658-198019250-00013
https://www.ncbi.nlm.nih.gov/pubmed/7436594
https://doi.org/10.1093/eurheartj/ehac270
https://doi.org/10.7326/0003-4819-154-8-201104190-00003
https://doi.org/10.1016/0741-5214(92)90718-N
https://doi.org/10.1016/0741-5214(93)90544-V
https://doi.org/10.1007/s00059-023-05209-y
https://doi.org/10.1161/01.CIR.88.1.15
https://doi.org/10.1161/CIRCULATIONAHA.109.859264
https://doi.org/10.1016/j.jvs.2021.02.032
https://www.ncbi.nlm.nih.gov/pubmed/33684471

J. Clin. Med. 2024, 13, 959 13 of 13

43.

44.

45.

46.

47.

48.

49.

50.

51.

52.

53.

54.

55.

56.

57.

58.

59.

Raux, M.; Godet, G.; Isnard, R.; Mergoni, P.; Goarin, J.-P.; Bertrand, M.; Fleron, M.; Coriat, P.; Riou, B. Low negative predictive
value of dobutamine stress echocardiography before abdominal aortic surgery. Br. |. Anaesth. 2006, 97, 770-776. [CrossRef]
[PubMed]

Cutler, B.S.; Hendel, R.C.; Leppo, J.A. Dipyridamole-thallium scintigraphy predicts perioperative and long-term survival after
major vascular surgery. J. Vasc. Surg. 1992, 15, 972-981. [CrossRef] [PubMed]

Cutler, B.S.; Leppo, ].A. Dipyridamole thallium 201 scintigraphy to detect coronary artery disease before abdominal aortic surgery.
J. Vasc. Surg. 1987, 5, 91-100. [CrossRef] [PubMed]

Baron, ].-F.; Mundler, O.; Bertrand, M.; Vicaut, E.; Barre, E.; Godet, G.; Samama, C.M.; Coriat, P; Kieffer, E.; Viars, P. Dipyridamole-
thallium scintigraphy and gated radionuclide angiography to assess cardiac risk before abdominal aortic surgery. N. Engl. |. Med.
1994, 330, 663-669. [CrossRef] [PubMed]

Shin, S.; Kwon, T.W.; Cho, Y.P; Lee, ].Y.; Park, H.; Han, Y. Preoperative cardiac evaluation by dipyridamole thallium-201
myocardial perfusion scan provides no benefit in patients with abdominal aortic aneurysm. World J. Surg. 2013, 37, 2965-2971.
[CrossRef] [PubMed]

Lee, S.D.; Huang, W.C.; Peng, N.J.; Hu, C. Dipyridamole-induced adverse effects in myocardial perfusion scans: Dynamic
evaluation. Int. J. Cardiol. Heart Vasc. 2017, 14, 14-19. [CrossRef]

Buse, G.L.; Manns, B.; Lamy, A.; Guyatt, G.; Polanczyk, C.A.; Chan, M.T.V.; Wang, C.Y,; Villar, ].C.; Sigamani, A.; Sessler, D.I; et al.
Troponin t monitoring to detect myocardial injury after noncardiac surgery: A cost-consequence analysis. Can. J. Surg. 2018, 61,
185-194. [CrossRef]

Abbasi, F.; Brown, B.W.; Lamendola, C.; McLaughlin, T.; Reaven, G.M. Relationship between obesity, insulin resistance, and
coronary heart disease risk. . Am. Coll. Cardiol. 2002, 40, 937-943. [CrossRef]

Hubert, H.B.; Feinleib, M.; McNamara, PM.; Castelli, W.P. Obesity as an independent risk factor for cardiovascular disease: A
26-year follow-up of participants in the framingham heart study. Circulation 1983, 67, 968-977. [CrossRef]

Kenchaiah, S.; Evans, ].C.; Levy, D.; Wilson, PW.; Benjamin, E.J.; Larson, M.G.; Kannel, W.B.; Vasan, R.S. Obesity and the risk of
heart failure. N. Engl. . Med. 2002, 347, 305-313. [CrossRef]

Curtis, J.P; Selter, ].G.; Wang, Y.; Rathore, S.S.; Jovin, 1.S.; Jadbabaie, E.; Kosiborod, M.; Portnay, E.L.; Sokol, S.I.; Bader, E,; et al.
The obesity paradox: Body mass index and outcomes in patients with heart failure. Arch. Intern. Med. 2005, 165, 55-61. [CrossRef]
[PubMed]

Wawrzeniczyk, A.; Anaszewicz, M.; Wawrzericzyk, A.; Budzynski, J. Clinical significance of nutritional status in patients with
chronic heart failure—A systematic review. Heart Fail. Rev. 2019, 24, 671-700. [CrossRef]

Oreopoulos, A.; Padwal, R.; Norris, C.M.; Mullen, J.C.; Pretorius, V.; Kalantar-Zadeh, K. Effect of obesity on short- and long-term
mortality postcoronary revascularization: A meta-analysis. Obesity 2008, 16, 442—450. [CrossRef] [PubMed]

Romero-Corral, A.; Montori, VM.; Somers, V.K.; Korinek, J.; Thomas, R.J.; Allison, T.G.; Mookadam, F.; Lopez-Jimenez, F.
Association of bodyweight with total mortality and with cardiovascular events in coronary artery disease: A systematic review of
cohort studies. Lancet 2006, 368, 666—678. [CrossRef] [PubMed]

Niedziela, J.; Hudzik, B.; Niedziela, N.; Gasior, M.; Gierlotka, M.; Wasilewski, J.; Myrda, K.; Lekston, A.; Poloriski, L.; Rozentryt, P.
The obesity paradox in acute coronary syndrome: A meta-analysis. Eur. J. Epidemiol. 2014, 29, 801-812. [CrossRef] [PubMed]
Milajerdi, A.; Djafarian, K.; Shab-Bidar, S.; Speakman, J.R. Pre- and post-diagnosis body mass index and heart failure mortality: A
dose-response meta-analysis of observational studies reveals greater risk of being underweight than being overweight. Obes. Rev.
2018, 20, 252-261. [CrossRef]

Padwal, R.; McAlister, EA.; McMurray, J.J.; Cowie, M.R.; Rich, M.; Pocock, S.; Swedberg, K.; Maggioni, A.; Gamble, G.; Ariti,
C. The obesity paradox in heart failure patients with preserved versus reduced ejection fraction: A meta-analysis of individual
patient data. Int. J. Obes. 2014, 38, 1110-1114. [CrossRef]

Disclaimer/Publisher’s Note: The statements, opinions and data contained in all publications are solely those of the individual
author(s) and contributor(s) and not of MDPI and/or the editor(s). MDPI and/or the editor(s) disclaim responsibility for any injury to
people or property resulting from any ideas, methods, instructions or products referred to in the content.


https://doi.org/10.1093/bja/ael246
https://www.ncbi.nlm.nih.gov/pubmed/16973646
https://doi.org/10.1016/0741-5214(92)90453-F
https://www.ncbi.nlm.nih.gov/pubmed/1597895
https://doi.org/10.1016/0741-5214(87)90199-6
https://www.ncbi.nlm.nih.gov/pubmed/3795395
https://doi.org/10.1056/NEJM199403103301002
https://www.ncbi.nlm.nih.gov/pubmed/8107716
https://doi.org/10.1007/s00268-013-2200-9
https://www.ncbi.nlm.nih.gov/pubmed/23995459
https://doi.org/10.1016/j.ijcha.2016.11.002
https://doi.org/10.1503/cjs.010217
https://doi.org/10.1016/S0735-1097(02)02051-X
https://doi.org/10.1161/01.CIR.67.5.968
https://doi.org/10.1056/NEJMoa020245
https://doi.org/10.1001/archinte.165.1.55
https://www.ncbi.nlm.nih.gov/pubmed/15642875
https://doi.org/10.1007/s10741-019-09793-2
https://doi.org/10.1038/oby.2007.36
https://www.ncbi.nlm.nih.gov/pubmed/18239657
https://doi.org/10.1016/S0140-6736(06)69251-9
https://www.ncbi.nlm.nih.gov/pubmed/16920472
https://doi.org/10.1007/s10654-014-9961-9
https://www.ncbi.nlm.nih.gov/pubmed/25354991
https://doi.org/10.1111/obr.12777
https://doi.org/10.1038/ijo.2013.203

	Introduction 
	Materials and Methods 
	Study Population 
	Data Collection 
	Surgical Procedure 
	Perioperative Assessment Protocol 
	Definition of MINS 
	Study Endpoints 
	Statistical Analyses 

	Results 
	Discussion 
	Conclusions 
	References

