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SUMMARY

Introduction/Objective Stanford type A aortic dissection is a surgical emergency associated with high
mortality.

The aim of this study was to determine which group of patients and which characteristics were associ-
ated with postoperative, in-hospital mortality.

Methods The retrospective study included 116 patients with type A aortic dissection surgically treated
over a five-year period. The association between postoperative, in-hospital mortality and patient char-
acteristics was examined.

Results Total postoperative, in-hospital mortality was 22.4% (26 out of 116 patients). The variables that,
after a multivariate analysis, showed a direct correlation with mortality were as follows: admission creati-
nine value [OR 1.026 (1.006-1.046), p = 0.009], C-reactive protein (CRP) > 10 mg/L [OR 4.764 (1.066-21.283),
p = 0.041], and stroke [OR 6.097 (1.399-26.570), p = 0.016]. The receiver operating characteristic (ROC)
curve showed that creatinine could be a good predictor of mortality (area under the ROC curve = 0.767;
p < 0.0005). The cut-off point was 124.5 umol/L. The sensitivity was 65% and the specificity was 80%. The
cut-off point for CRP was 14.5 mg/L - sensitivity 71.4%, specificity 75% (area under the ROC curve = 0.702,
p =0.021).

Conclusion Surgery for type A aortic dissection is still associated with relatively high mortality. A lower
chance of survival may be indicated by elevated admission creatinine and CRP values, as well as stroke.

Keywords: aorta; dissection; mortality; creatinine; CRP; stroke

INTRODUCTION

Aortic dissection is the most common aortic
emergency disease, which classically presents
with excruciating chest pain, frequently ra-
diating to the back. Type A aortic dissection
(TAAD) is a dissection that involves the as-
cending aorta or the entire aorta down to iliac
arteries. It occurs when the intima of the aorta
becomes compromised and ruptures (intimal
tear or entry) creating a new lumen that fills
with blood between the intima and the media.
This false lumen is often larger than the true
lumen. The incidence of aortic dissection is
3.5 cases per 100,000 person years [1]. With
an unknown number of patients dying before
hospitalization, the true prevalence is likely
greater. In the first 24-48 hours, mortality is
estimated to increase by 1-2% per hour from
the onset of symptoms [2, 3]. It is of paramount
importance to diagnose this condition as soon
as possible and to transfer the patient into the
facility capable of performing emergent surgi-
cal treatment [4, 5]. Despite rapid diagnosis,
improvements in surgical technique and bet-
ter perioperative and postoperative treatment,

the mortality of surgically treated patients is
still high and varies between 17.4% and 33.4%
[3, 5, 6, 7]. However, compared to the previous
period, the survival trend is certainly better [3].

The aim of this study was to determine in-
hospital mortality in patients who underwent
surgery at our institution and identify patient
characteristics that could indicate a less favor-
able patient outcome and thus alert clinicians
to high-risk patients.

METHODS
Study population and data collection

This retrospective single-center study included
116 patients with TAAD, who were admitted
and operated on at the Institute of Cardiovascu-
lar Diseases of Vojvodina in Sremska Kameni-
ca, from January 1, 2014 to December 31, 2018.
The study was done in accord with standards of
the institutional committee on ethics. Upon ini-
tial diagnosis established by echocardiography,
the final diagnosis was confirmed by computed
tomography (CT) - aortography. TAAD was
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defined, according to the Stanford
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Table 1. Demographic, anthropometric characteristics and comorbidities

classification, as involving the as- Parameter Total Survivors | Non-survivors | p
cending aorta and/or aortic arch, | Patients n (%) 116 (100) | 90(77.6) 26 (224)
progressing distally towards the | Malen (%) 66(56.9) | 49(74.2) 17(258) | 1374
descending thoracic aorta Female n (%) 50(43.1) | 41(82) 2018) '
. - . Age (years)
Patients were divided into two | 12 7.5 608+11.6|589+11.5| 675495 |0.001
groups, depending on the out- | Range 25-87
come after surgery: the survivors | > 65 yearsn (%) 47(405) | 29(61.7) 18(38.3)
. < 65 yearsn (%) 69 (59.5) 61 (88.4) 8(11.6) 0.001
and non-survivors. Postopera-
. . . . Weight (kg) mean + SD 80.3+14.4| 80+14.4 81.3+149 | 0.700
tive, in-hospital mortality refers
. Height (cm) mean + SD 1735+94 (1738196 172.6 £ 9.1 0.595
to a fatal outcome occurring after
. . BMI (kg/m?) mean + SD 266+36 | 264+3.6 271137 0.383
the surgery and during hospital- .
L. ; Hypertension n (%) 79 (68.1) | 62(68.9) 17 (65.4) 0.812
ization, regardless of its length. , —
The foll . tient ch Hyperlipoproteinemia n (%) 9(7.8) 8(8.9) 1(3.8) 0.681
in ien rac-
. .et,o 0“21 & pa be d't'c AT4C" [ Diabetes mellitus n (%) 6(52 | 4(44) 207 | o615
erls'lcs Z:i,n Comofr 1dities l\;ve(;'e History of cerebrovascular accident n (%) 8(6.9) 8(8.9) 0(0) 0.196
mqnl}iori iyﬁariodage’ SeX’_ 3 Y Chronic obstructive pulmonary disease n (%) 4(3.4) 0 (0) 4(15.4) 0.002
welg t’h eight, O. Y I‘Eass I? X Chronic kidney disease n (%) 5(4.3) 4 (4.4) 1(3.8) 1.000
(BMI), hypertension, hyperlipo- 5oy 06) 32(27.6) | 26(28.9) 6(23.1) | 0627

proteinemia, diabetes, previous
cerebrovascular accident, chronic
obstructive pulmonary disease,
chronic kidney disease, smoking.
Of particular importance was the monitoring of preopera-
tive values of the following parameters: systolic arterial
pressure, diastolic arterial pressure, heart rate, hemoglobin,
white blood cells, neutrophils, lymphocytes, neutrophil to
lymphocyte ratio (NLR), eosinophils, platelets, fibrinogen,
glycemia, creatinine, and C-reactive protein (CRP). All
laboratory analyses were performed immediately upon
admission. The values of ejection fraction, the presence of
aortic insufficiency, pericardial and pleural effusion, diam-
eter of the ascending aorta, involvement of the supra-aortic
branches, presence of stroke, acute kidney injury (AKI),
and mesenteric ischemia were monitored. Intraoperative
variables were also monitored: cross clamp time and car-
diopulmonary bypass (CPB) time. We also compared the
type of surgery, the use of deep hypothermic circulatory
arrest (DHCA), the incidence of re-exploration for bleed-
ing, the intensive care unit stay, and the total length of
hospitalization.

BMI - body mass index;

Operative procedures

All the patients were operated on in general balanced
anesthesia. Perioperative and postoperative monitoring
included continuous arterial and central venous pres-
sure measurement, electrocardiography, oxygen satura-
tion (pulse oximetry), body temperature measured in the
nasopharynx, diuresis. Arterial blood gas analyses were
performed intermittently.

Surgery was performed via median sternotomy, using
CPB, in moderate hypothermia or DHCA. CPB was es-
tablished by arterial cannulation of the femoral or right
axillary artery and venous cannulation of the right atrium
after systemic heparinization (300 U/kg body weight and
maintenance of an activated clotting time of longer than
480 seconds). Antegrade cold crystalloid (St Thomas’ Hos-
pital) cardioplegia or cold blood cardioplegia was used
for myocardial protection. Depending on the pathological

‘ DOI: https://doi.org/10.2298/SARH191115048Z

values in bold are statistically significant

process, we performed tubular graft interposition of the
ascending aorta with or without commissural resuspen-
sion, tubular graft interposition with aortic valve replace-
ment, interposition of the composite valve graft with im-
plantation of the coronary arteries (Bentall procedure) or
hemiarch technique.

Statistical analysis

Descriptive statistics measures were used: arithmetic
mean, standard deviation, median, quartiles, frequencies
and percentages. A t-test for independent samples and a
Mann-Whitney test were used to compare the mean values
of the variables of the two populations. The correlation of
categorical variables was examined using the ¥* test for
contingency tables or using the Fisher test. The influence
of variables on the treatment outcome was determined
using univariate and multivariate binary logistic analysis.
The predictive quality of the variables on the outcome was
evaluated using receiver operating characteristics (ROC)
curves. A p < 0.05 value was taken for statistical signifi-
cance of the test. Statistical analysis was performed us-
ing IBM SPSS Statistics for Windows, Version 19.0 (IBM
Corp., Armonk, NY, USA).

RESULTS

A total of 116 patients who underwent TAAD surgery
were included in the study. Total postoperative, in-hospital
mortality was 22.4% (26 out of 116). The demographic,
anthropometric characteristics and comorbidities of the
patients are shown in Table 1. The mean age of the patients
was 60.8 £ 11.6 years and 56.9% of patients were male. The
youngest patient was 25, while the oldest was 87 years old.
Arterial hypertension was presented in 68.1% patients. Oth-
er comorbidities were present in a much smaller percentage.
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Table 2. Clinical characteristics

Characteristics Survivors Non-survivors p
Hemodynamic parameters at admission
Systolic arterial pressure (mmHg) 131.6 +35.9 1279+ 34.2 0.630
Diastolic arterial pressure (mmHg) 73.8+17.8 725+17.3 0.739
Heart rate (beats per minute) 773 +16.8 79.7 £23.2 0.560
Laboratory data at admission
Hemoglobin (g/L) 123.7£22.1 116.9+ 235 0.213
White blood cells (x 10°/L) 122+54 11.1+£3.7 0.384
Neutrophils (%) median (interquartile range) 76.6 (66.9,83.9) |81.6(72.4,85.2) | 0.465
Lymphocytes (%) 148 +8.7 144+119 0.840
Neutrophils/lymphocytes 7549 8548 0.398
i i 0

Ef;';l‘:fmié r/;)uart“e range) 1.1(04,1.6) 095(03,1) | 0369
Platelets (x 10°/L) 190.5+73.2 189.1+77.9 0.941
Fibrinogen (g/L) median (interquartile range) 2.6(2,3.6) 24(1.7,3.5) 0.490
Glycaemia (mmol/L) median (interquartile range) 6.7 (5.8, 8) 7.3(6.7,9.2) 0.128
gggf;?‘”(‘liig:gﬁmle range) 92.5(81.5,110) | 148 (114,164) | < 0.0005
Creatinine > 120 pumol/L n (%) 16 (17.8) 13 (50) 0.001
Creatinine < 120 pmol/L n (%) 74 (82.2) 13 (50)
Cm;ffl;;"fmpéfgﬁg‘rtm% erge) 40(35,7.5 | 38(21,106) | 0.020
C-reactive protein > 10 mg/L n (%) 14 (15.6) 10 (38.5) 0.024
C-reactive protein < 10 mg/L n (%) 76 (84.4) 16 (61.5)
Other clinical characteristics
Ejection fraction (%) mean + SD 58.5+59 57174 0.376
Aortic insufficiency n (%) 48 (53.3) 13 (50) 1.000
Ascending aortic diameter (mm) mean + SD 54+12.1 56.6 + 8.7 0.339
Involvement of the supra-aortic branches n (%) 35(38.9) 11(42.3) 0.285
Pericardial effusion n (%) 35(38.9) 15(57.7) 0.151
Pleural effusion n (%) 38 (42.2) 14 (53.8) 0.341
Acute kidney injury n (%) 25(27.8) 9(34.6) 0.625
Mesenteric ischemia n (%) 1(1.1) 2(7.7) 0.128
Stroke n (%) 17 (18.9) 13 (50) 0.004
Re-exploration for bleeding n (%) 21(23.3) 9(34.6) 0.309
et seo | ason | om
:Z;ﬁ:sl(?:lizrgjjayrst)ile range) 20(13,28) 10(1,44) 0.116

Values in bold are statistically significant

Table 3. Type of surgery and intraoperative data
Type of surgery Survivors | Non-survivors p
Tubular graft interposition of ascending aorta n (%) 58 (64.5) 9(34.6) 0.012
o ol eponton afpsenangenaand | g0 | 169 | oasd
T gt ot ofgscendng ot wih | g0 | 207 | 10
Bentall procedure n (%) 8(8.9) 5(19.2) 0.163
Hemiarch n (%) 4 (4.4) 4(15.4) 0.074
Iucb/_L\JéaGr ?]r(ao;:) interposition of ascending aorta 2(22) 207.7) 0217
Inability to reconstruct the aorta n (%) 0(0) 3(11.5) 0.010
Intraoperative data
gg;?acriimfetr&ir(trirl]énr.;nge) (751,01723) 108(83,150) | 0.160
rcnzz:]”;esém'”) 1225+427| 1524572 | 0.009
DHCA n (%) 5(5.6) 5(19.2) 0.044

CABG - coronary artery bypass grafting; CPB - cardiopulmonary bypass;

DHCA - deep hypothermic circulatory arrest;
values in bold are statistically significant
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The non-survivors were, on
average, older than the survivors
(67.5£9.5v5.58.9 + 11.5, p=0.001).
There were 47 patients older than
65 years (40.5%) and 18 (38.3%) did
not survive in this group, while in
69 patients younger than 65 years
(59.5%), 8 (11.6%) did not survive
(p=0.001). Out of 66 male patients,
17 died, while out of 50 women pa-
tients, nine died (p = 0.374). The
two groups did not differ signifi-
cantly in weight, height, BMI, and
comorbidities, except in the pres-
ence of chronic obstructive pulmo-
nary disease, which was higher in
the non-survivor group (p = 0.002).

Hemodynamic parameters
at admission, blood count pa-
rameters, fibrinogen values, and
glycaemia did not differ signifi-
cantly (Table 2). However, the
admission creatinine values were
significantly higher in non-survi-
vors (148 vs. 92.5, p <0.0005) as
well as CRP values (38.0 vs. 4.0,
p = 0.020); 87 patients had cre-
atinine < 120 pmol/L, 13 of whom
died, while 29 patients had cre-
atinine > 120 pmol/L, 13 of whom
died (p = 0.001). Twenty-four pa-
tients had a CRP > 10 mg/L, 10
of whom died (p = 0.024). When
comparing the remaining param-
eters in Table 2, the groups differed
significantly in the presence of
stroke, which was more present in
the non-survivor group (p = 0.004).

Survivors had a significantly
higher percentage of tubular graft
interposition of ascending aorta
(p = 0.012), while non-survivors
had a higher percentage of more
complicated procedures (Bentall
procedure, hemiarch), but did not
differ significantly (Table 3). CPB
duration was significantly longer
in the non-survivor patient group
(p =0.009). Also, surgical work in
DHCA was significantly more com-
mon in non-survivors (p = 0.044).

Univariate analysis indicated
that age > 65 years, admission cre-
atinine and CRP value, CPB time,
DHCA, and stroke were associated
with in-hospital mortality. These
variables were included in the
multivariate analysis, which desig-
nated the following parameters as
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Table 4. Results of univariate and multivariate analysis of predictors of in-hospital mortality

Zdravkovi¢ R. et al.

values in the prediction of in-hospital

ns - non significant; CRP - C-reactive protein; CPB - cardiopulmonary bypass;
DHCA - deep hypothermic circulatory arrest

Area under the curve = 0.767
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Figure 1. The receiver operating characteristics curve of admission
creatinine level
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Figure 2. The receiver operating characteristics curve of admission
C-reactive protein level

independent in-hospital mortality predictors: creatinine
[OR 1.026 (1.006-1.046), p = 0.009], CRP > 10 mg/L [OR
4.764 (1.066-21.283), p = 0.041] and stroke [OR 6.097
(1.399-26.570), p = 0.016] — Table 4.

The ROC curve analysis was performed to detect the
best cut-off point for the admission creatinine and CRP

‘ DOI: https://doi.org/10.2298/SARH191115048Z

Univariate Multivariate mortality. The cut-off point for creati-

Variable 0dds ratio 0dds ratio nine was 124.5 pmol/L (area under the

(95% Cl) P (95% Cl) P | ROC curve = 0.767; p <0.0005) (Figure 1).

> 65 years 4.733 (1.843-12.151) | 0.001 / ns The sensitivity was 65% and the specific-

Creatinine 1.021(1.007-1.034) | 0.002 | 1.026(1.006-1.046) | 0.009 | ity 80%. The cut-off point for CRP was

Creatinine > 120 pmol/L | 4.625 (1.807-11.836) | 0.001 / ns 14.5 mg/L - sensitivity 71.4%, specificity

CRP > 10 mg/L 3.393(1.281-8.988) | 0.014 | 4764 (1.066-21.283) | 0041 | 759 (area under the ROC curve = 0.702,
CPB time 1.012(1.002-1.022) | 0.014 / ns p = 0.021) (Figure 2).

DHCA 4048 (1.072-15.280) | 0.039 / ns The time distribution and causes of

Stroke 4.235 (1.66-10.766) | 0002 | 6,097 (1.399-26570) | 0016 | jn_hospital mortality are shown in Tables

5 and 6. Mors in tabula (30.8%), septic

shock / multi-organ dysfunction syn-
drome (23.1%), and stroke (19.2%) were the most com-
mon causes of death.

DISCUSSION

It is well known that TAAD is associated with a high mor-
tality rate. The postoperative, in-hospital mortality in our
patient group during a five-year observation period was
22.4%. A study conducted in our country, at another in-
stitution, a few years ago, showed that postoperative, in-
hospital mortality was almost identical - 23.3% [8]. In
large surgical registries, postoperative in-hospital mortality
ranges 17.4-33.4% [3, 5, 6, 7]. Considering the fact that
the mortality rate is about 57% after medical treatment, we
can conclude that surgical emergency is a priority in the
treatment of these patients [3].

Although it can occur in young people, especially in
patients with connective tissue disorders such as Marfan
syndrome, Loyes-Dietz syndrome, Ehler-Danlos syn-
drome, this disease is typical of the older population. Our
study showed that the average age of patients was 60.8
years. Also, mortality is higher in the elderly population
because of the higher prevalence of comorbidities in the
elderly. Mortality in adults over 65 years was 38.3% vs.
11.6% in those under 65 years. According to the worldwide
analysis, death more often occurs in the old and the highest
mortality occurs at the age of more than 70 years old [3].

A higher percentage of men than women was affected
by TAAD, which can be related to the greater prevalence of
risk factors in men, such as hypertension, atherosclerosis,
smoking. However, the difference in sex mortality has not
been shown to be significant. Some previous studies have
shown poorer outcome in female patients [3]. Delays in
TAAD diagnosis occurring more often in female patients
are probably the reason for the higher mortality [3].

The inflammatory mechanism plays an important role
in the degeneration and reduction of smooth muscle cells
leading to weakened blood vessels [9]. Neutrophils are a
key factor in an inflammatory response and their percent-
age may be an indicator of the severity of the inflammatory
response and a predictor of a fatal outcome [10]. Our study
did not confirm the correlation between neutrophil per-
centage and a fatal outcome. Recently, NLR has been used
as a predictor of mortality, most commonly in malignan-
cies. It is determined by dividing the absolute neutrophil

Srp Arh Celok Lek. 2020 Sep-Oct;148(9-10):541-547
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Table 5. Time distribution of in-hospital

Table 6. Cause of in-hospital mortality

extensive aortic involvement, requiring

mortality

Cause of death n (%) more complicated surgery.
Ul ko) Mors in tabula 8(30.8) Two more recent studies examined and
Mors in tabula 8(30.8) Septic shock / MODS 6(23.1) demonstrated the impact of poorer ejec-
<7 days 3011.5) Stroke 5(19.2) tion fraction on postoperative, in-hospital
7-30days 6(23.1) Hypovolemic shock 3(11.6) mortality [23, 24]. Our patients did not
> 30 days 9(34.6) Cardiogenic shock 2(7.7) differ in this parameter. Our study also
Hepatorenal syndrome 138) did not show that aortic insufficiency and
Respiratory failure 1(3.8) the ascending aortic diameter affect mor-

MODS - multi-organ dysfunction syndrome

count by the absolute lymphocyte count. While the neu-
trophil count rapidly increases in conditions with height-
ened inflammation, the lymphocyte count is reduced and
thus the NLR increases significantly. Karakoyun et al. [11]
concluded that NLR may be a predictor of fatal outcome in
TAAD. Their study was conducted on 37 patients and NLR
> 8.51 demonstrated a sensitivity of 77% and specificity
of 74% for the prediction of mortality. Our study, which
included almost four times as many patients, showed no
association between NLR and mortality.

CRP is a non-specific inflammatory marker but may be
a predictor of a fatal outcome [6]. Vrsalovic et al. [12] indi-
cated that CRP > 9.8 mg/L is a predictor of poor outcome.
In our study, a multivariate analysis showed that admission
CRP > 10 mg/L had a direct correlation with in-hospital
mortality. Patients with a CRP > 10 mg/L were five times
less likely to survive. CRP is produced in the liver, coro-
nary plaques, myocardial infarcts, and aneurysmal tissue
[13]. It appears possible that aortic tissue during dissection
directly increases the production of CRP, relatively to the
severity of the dissection.

In their study on the impact of fibrinogen levels on mor-
tality, Liu et al. [14] found that low fibrinogen concentra-
tions could predict poor outcome. TAAD itself activated
the coagulation system before surgery. Excessive fibrinogen
consumption leads to a procoagulant state and the formation
of thrombus. If this procoagulant condition persists, it can
lead to microvascular and macrovascular thrombotic com-
plications, the development of disseminated intravascular
coagulation, neurological damage and to an unfavorable
outcome [15]. Our results showed no significant correla-
tion between fibrinogen values at admission and mortality,
although fibrinogen values were lower in the non-survivors.

AKI is a common complication after thoracic aortic
surgery that occurs in up to 44% of patients with TAAD,
and significantly increases in-hospital mortality [16, 17,
18]. The pathogenesis of AKI is multifactorial and the most
significant are hemodynamic, inflammatory, metabolic
factors [2, 19, 20]. Extension of the dissection may involve
the renal artery, which may directly impair renal perfusion,
thus resulting in AKI [21]. Early detection and prevention
of AKI is a key imperative that may help improve patient
outcomes [16]. Our study showed that elevated creatinine
level at admission may be a good predictor of in-hospital
mortality. Wu et al. [22] also concluded that elevated cre-
atinine levels at admission were a good predictor of in-
hospital mortality. They found that patients with elevated
creatinine had a greater proportion of aortic arch or more

Srp Arh Celok Lek. 2020 Sep-Oct;148(9-10):541-547

tality, which is correlated with the study
by Qiu et al. [25]. The presence of peri-
cardial effusion did not prove to be a predictor, as opposed
to a study in which it proved statistically significant [26].

Regarding CPB time, Nozohoor et al. [7] showed that
prolonged time directly affects the mortality of patients
who underwent TAAD surgery. The duration of CPB is in-
fluenced by the type of surgery. Our results show that there
were more complex surgical procedures in the group of
non-survivors. It logically affects CPB time and in-hospital
mortality. Univariate analysis showed that the length of the
CPB affected mortality; however, this was not confirmed
by multivariate analysis.

Stroke is one of the most common and severe compli-
cations of TAAD surgery, with an incidence of up to 30%
in multiple studies [27]. This complication significantly
affects the morbidity and mortality of patients. In our
study, stroke proved to be an independent predictor of
postoperative, in-hospital mortality. In-hospital mortal-
ity was observed in 43.3% of patients who had a stroke
and in 15.1% of those who did not have this complication.
Whether these strokes were due to embolic phenomena,
dissection of the arch or distal intracranial vessels, or hy-
poperfusion at the time of surgery is not known. A study
conducted by Ghoreishi et al. [27], on 7353 patients from
772 centers, found that stroke is an independent predictor
of in-hospital mortality, and the independent risk factors
for stroke were the following: femoral arterial cannulation,
total arch replacement, longer CPB time, cerebral perfu-
sion time, and total circulatory arrest time. They indicate
that all types of hypothermic strategy, including mild,
moderate, and deep, result in similar incidence of stroke
postoperatively. Improving neuroprotective techniques
during circulatory arrest is a leading topic in recent stud-
ies. Ghoreishi et al. [27] found that retrograde cerebral
perfusion was associated with significantly reduced risk for
stroke compared to no cerebral perfusion or antegrade ce-
rebral perfusion. A group of authors from Serbia examined
the clinical outcomes of two different surgical techniques:
open distal anastomosis in hypothermic circulatory arrest
compared to anastomosis with clamped aorta while con-
tinuing on extracorporeal circulation [28]. This prospec-
tive, randomized study showed that there was no difference
in in-hospital mortality between the groups, nor in the de
novo resulting neurological deficits.

This study had some limitations. It is a single center,
retrospective study and the number of patients studied is
limited. The etiology of TAAD in most patients wasn't in-
vestigated so the presence of pre-existing aortic pathologies
was unknown. Due to insufficient data, we were unable to
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include in the analysis the time from the onset of symp-
toms to surgery, which affects mortality.

CONCLUSION

Despite easier and more accessible diagnostics, advanced
surgical techniques and better postoperative treatment,
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MpeTKkasaTe/bu MHTPAXOCNUTANIHE CMPTHOCTU NOCNE XUPYPLUKOT 1eYerba aopTHe
Aucekumje tuna CraHdopa A — netToroauLLbe UCKYCTBO jeAHOT LIeHTPa

PaHKo 3ppaskoBuh', AnekcaHgap Peek'?, CrameHko LLywak'?, MunaHka Tatnh?3, Hebojwa BugeHosuh*, CnaBnua Majaesay’,
Batba Byjuh', Jenena Byukosuh-Kapan', TatjaHa MurbkoBuh'2, Jlasap Bennukm'>

"MHcTuTyT 33 KapanosackynapHe 6onect BojsoamHe, Cpemcka Kamenuua, Cpbuja;
2Ynneep3uTet y HoBom Cagy, MeguuuHckm dpakyntet, Hosu Cag, Cpbuja;

3MHcTUTYT 3a OHKonorujy BojsoguHe, Cpemcka Kamenuua, Cpbuja;

*YHuBep3uTeT y MpuwtnHM - Kococka MutposuLa, MegunumnHckn dakyntet, KocoBcka Mutposuua, Cpbuja

CAXETAK

YBop/Lum AopTtHa ancekuuja Tuna CraHdopa A XWTHO je Xu-
PYPLUKO CTak€e YAPYXKEHO Ca BUCOKOM CMPTHOLURY.

Linsb oBe cTyamje je 6uo aa yTBpAKM Koja je rpyna onepucaHmx
60necHyKa NoBe3aHa ca NocTornepaT!BHOM, MIHTPAXOCMMTaIHOM
CMPTHOLLNY 1 KOje Cy eHe KapaKTepucTrKe.

Mertope PeTpocnekTriBHa cTyauja je obyxBatuna 116 6onec-
HMKa Ca aKyTHOM aOPTHOM AMUCEKLMjoM TUna A, oneprcaHmx y
neToroauLLbemM nepuogy. icnutneaHa je nosesaHocT n3mehy
MoCTONepaTVBHE, HTPAXOCNUTANHE CMPTHOCTU U KapakTepuc-
TVKa bonecHvKa.

PesyntaTtm YKynHa nHTpaxocnutaaHa CMPTHOCT je U3Hocuna
22,4%. Bapujabne Koje cy, nocne MynTrBapujaHTHE aHanuse,
nokasare AMPEeKTHY Kopenawujy ca CMpTHOLWRY cy: KpeaTUHUH
Ha npujemy (OP 1,026 [1,006-1,046], p = 0,009), C-peakTnBHM
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npoteunH (CRP) > 10 mg/L (OR 4,764 [1,066-21,283], p=0,041) n
moxpaaHu ygap (OR 6,097 [1,399-26,570], p = 0,016). ROC kpviBa
je mokasana Aa KpeaTHVH MoXe 6uTy fobap npeTkasaTesb 3a
CcMpTHOCT (noBpLwmHa ncnog ROC kpuee = 0,767; p < 0,0005).
paHnyHa BpegHocT je 124,5 umol/L. CeH3MTUBHOCT je 65%, a
cneumdunyHocT je 80%. paHnuHa BpeaHocT 3a CRP je 14,5 mg/L
— CeH3UTMBHOCT 71,4%, cneundunyHocT 75% (NoBpLUMHa NCNog,
ROCkpuBe =0,702,n =0,021).

3ak/byyak XvIpypLLKO leyete akyTHe aopTHe AnceKumje Tuna
A je n parbe NoBe3aHO ca penaTMBHO BUCOKOM cMpTHoLhy. Ha
Makby LIAHCY 3a MPeXMB/baBatbe MOry yKa3aTu MoBULLIEHe Bpes-
HOCTU KpeaTrHuHa 1 CRP-a Ha mpujemy, Kao 1 MOXAaHu yaap.

KrbyuHe peun: aopra; gncekumja; CMPTHOCT; KpeaTnHuH; CRP;
MOX[aHuW yaap
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