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Abstract 

Aim  To assess the association with outcomes of cardiac index (CI) and mixed venous oxygen saturation (SvO2) 
in comatose patients resuscitated from out-of-hospital cardiac arrest (OHCA).

Methods  In the cohort study of 789 patients included in the “BOX”-trial, 565 (77%) patients were included in this 
hemodynamic substudy (age 62 ± 13 years, male sex 81%). Pulmonary artery catheters were inserted shortly after ICU 
admission. CI and SvO2 were measured as soon as possible in the ICU and until awakening or death. The endpoints 
were all-cause mortality at 1 year and renal failure defined as need for renal replacement therapy.

Results  First measured CI was median 1.7 (1.4–2.1) l/min/m2, and first measured SvO2 was median 67 (61–73) 
%. CI < median with SvO2 > median was present in 222 (39%), and low SvO2 with CI < median was present in 59 
(11%). Spline analysis indicated that SvO2 value < 55% was associated with poor outcome. Low CI at admission 
was not significantly associated with mortality in multivariable analysis (p = 0.14). SvO2 was significantly inversely 
associated with mortality (hazard ratioadjusted: 0.91 (0.84–0.98) per 5% increase in SvO2, p = 0.01). SvO2 was significantly 
inversely associated with renal failure after adjusting for confounders (ORadjusted: 0.73 [0.62–0.86] per 5% increase 
in SvO2, p = 0.001). The combination of lower CI and lower SvO2 was associated with higher risk of mortality (hazard 
ratioadjusted: 1.54 (1.06–2.23) and renal failure (ORadjusted: 5.87 [2.34–14.73].

Conclusion  First measured SvO2 after resuscitation from OHCA was inversely associated with mortality and renal 
failure. If SvO2 and CI were below median, the risk of poor outcomes increased significantly.

Registration  The BOX-trial is registered at clinicaltrials.gov (NCT03141099, date 2017–30–04, retrospectively 
registered).
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Take‑home message

•	 Risk of mortality and need of renal replacement 
therapy increase significantly if mixed venous oxy-
gen saturation is below 55% in the ICU after resus-
citation from OHCA.

•	 Mixed venous SaO2 < 55% in the ICU after OHCA 
was associated with mortality and need of dialysis 
in this analysis of the BOX-trial.

Introduction
The incidence of out-of-hospital cardiac arrest (OHCA) 
in Europe is 40–90 patients per 100,000 adults annu-
ally [1–3]. Resuscitated patients who remain comatose 
require intensive care and face an in-hospital mortal-
ity rate of 50% [4, 5]. The primary anoxic insult occurs 
during the cardiac arrest and subsequent compromised 
oxygen delivery after return of spontaneous circulation 

(ROSC) can potentially worsen brain injury. Impaired 
hemodynamics, such as hypotension, myocardial dys-
function with low cardiac output and inflammation, 
can contribute to inadequate oxygen delivery [6–10]. 
Evidence for monitoring and treating post-resuscitation 
hemodynamics is limited, but multiple observational 
studies have linked adverse outcomes to hypotension 
[9, 11–16]. Hypotension is treated with vasopressors, 
which is used frequently in post-resuscitation care 
[3, 17]. In the BOX-trial, a target mean arterial pres-
sure (MAP) of 63  mmHg was compared with a target 
of 77  mmHg during post-resuscitation care and did 
not find differences in outcomes [18]. Pilot trials have 
found similar results [10, 19, 20]. Other hemodynamic 
targets than MAP include optimizing central venous 
pressure with fluids [3]. In case of tissue hypoperfusion, 
inotropic support can be initiated to increase myo-
cardial contractility cardiac output and improve sys-
temic perfusion [21]. Mixed venous oxygen saturation 
(SvO2) measured in venous blood from a catheter in 
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the pulmonary artery (PAC) reflects a balance between 
systemic oxygen delivery and consumption. Low val-
ues may indicate reduced systemic oxygen delivery 
or increased oxygen demand, whereas high values 
can indicate hyperdynamic circulation. These condi-
tions are frequent after OHCA [22–25], and therefore, 
SvO2 is frequently measured as part of goal-directed 
intensive care. Targets for hemodynamic and perfu-
sion measures such as cardiac output and SvO2 remain 
undefined in post–cardiac arrest patients [17].

The aim of this study was to evaluate cardiac output 
and SvO2 during the intensive care phase in resusci-
tated comatose OHCA patients and to determine the 
prognostic value of these hemodynamic variables.

Methods
Study design, setting and patients
This study was a prespecified analyses from the BOX-
trial, a randomized, controlled, multi-center study 
comparing two MAP targets (63 mmHg and 77 mmHg) 
in a double-blind intervention and comparing liberal 
and restrictive oxygenation targets in an open-label 
intervention [18, 26, 27]. Furthermore, all patients had 
device-based temperature control targeting 36  °C for 
24  h followed by rewarming to 37  °C with 0.5  °C per 
hour to 37  °C. Then patients were randomly allocated 
toward 37  °C for either 12 or 48  h (for total interven-
tion times of 36 and 72 h, respectively) [28]. The study 
took place in two Danish tertiary cardiac care centers 
from March 2017 to December 2021 and included 789 
adult comatose survivors of out-of-hospital cardiac 
arrest (OHCA) of presumed cardiac origin (registered 
at clinicaltrials.gov (NCT03141099, date 2017–30–04, 
retrospectively registered). Patients were randomly 
assigned to MAP targets through offsetting the calibra-
tion factor in the blood pressure monitoring system as 
described in detail previously [29]. The inclusion and 
exclusion criteria for the BOX-trial are outlined in the 
main papers and in Additional file 1. Additional exclu-
sion criteria for this substudy are death prior to PAC 
insertion, complications such as ventricular arrhyth-
mias during the procedure or if PAC measurement 
such as thermodilution was not done within 2  h after 
admission [27]. Pre-hospital data were collected sys-
tematically according to Utstein guidelines. The study 
protocol, including the use of PACs for research pur-
poses, was approved by the local Ethics Committee. 
Written informed consent was obtained from a legal 
representative and a medical doctor with no relation 
to the trial, and if the patient regained consciousness, 
informed consent was also obtained from the patient.

Study procedures
Patients were enrolled within four hours of cardiac 
arrest, and blood pressure intervention was initiated 
immediately upon enrollment and continued until inva-
sive arterial blood pressure monitoring was terminated. 
An ultrasound-guided insertion of a standard balloon-
tipped pulmonary artery catheter (PAC) was performed 
through the internal jugular or subclavian vein and 
advanced to the pulmonary artery as soon as possible. 
Hemodynamic assessment, including thermodilution-
based cardiac output measurements, was performed at 
time point “T0”, which was defined as the time where 
hemodynamic monitoring was in place and core tem-
perature had reached the target of 36 °C. Hemodynamic 
variables, including central venous blood for SvO2 
drawn from the PAC, were measured per protocol at 
T0, as well as at 6, 12, 24, 36 and 48  h thereafter. The 
PAC was removed either at the time of discharge from 
the ICU or after 72 h unless it was required for further 
clinical hemodynamic monitoring. The institutions’ 
post-cardiac arrest care protocols have been previously 
described [18, 27] and detailed in the Additional file 1.

Monitoring
Invasive blood pressure was measured in either the 
radial or brachial artery, while CVP was measured from 
the proximal port of the PAC. At the Copenhagen site, 
a 7.5F triple lumen Swan-Ganz catheter with a ther-
mistor and balloon tip (Edwards Lifesciences, Irvine, 
CA) was utilized, whereas at the Odense site, a Con-
tinuous Cardiac Output (CCOmbo) PAC® connected 
to a Vigilance II® monitor (both from Edwards Lifes-
ciences, Irvine, CA, USA) was employed with data elec-
tronically transferred to a computer at a 2-s interval. In 
Copenhagen, the thermodilution technique was used to 
assess cardiac output via an infusion of chilled isotonic 
glucose. Cardiac output was determined as the average 
of three measurements with ≤ 10% variance [30]. Our 
group previously investigated interobserver variation, 
which demonstrated low bias and high reproducibility 
[31]. In Odense, continuous cardiac output measure-
ment was obtained through intermittent blood heat-
ing, with the resulting signal detected by a thermistor 
located near the catheter’s tip [32]. Previous studies 
have shown excellent correlation, accuracy and preci-
sion among different methods of cardiac output meas-
urement [31]. Hemodynamic variables were indexed to 
body surface area. Patients were grouped according to 
median CI and median SvO2. Also, patients are divided 
according to SvO2 above/below 55%, which was the 
value used to define low values during inclusion.
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Outcomes
The primary outcome is 1-year all-cause mortality.

Secondary outcomes are 1. renal failure defined as need 
for renal replacement therapy and 2. hemodynamic vari-
ables during 48 h of ICU admission.

Statistical analysis
Continuous variables are presented as either mean and 
standard deviation (SD) or median and quartiles (q1-
q3). Categorical variables are presented as count with 
proportions (%), and Chi-square test (or Fisher’s exact 
test if expected counts are less than five) are used. Pre-
specified covariates for multivariable models are age, 
sex (male/female), time to ROSC, initial rhythm (shock-
able/non-shockable), treatment allocation (MAP 63 or 
77  mmHg), left ventricular ejection fraction (LVEF) at 
admission, BMI, STEMI at admission and pre-existing 
hypertension. Hemodynamic variables were evaluated 
using repeated-measurements mixed models, time point 
and the interaction term as fixed effects. The differences 
between survivors and non-survivors are reported with p 
values denoted as Pgroup. Spearman’s rho (r) correlation 
coefficients were used to estimate associations between 
variables.

Skewed data are transformed either through log-trans-
formation or square root transformation (for variables 
with many zero values) prior to analysis. We used the out-
put from the mixed model to create figures, representing 
the geometric mean after back-transformation. Pressure 
variables were recorded every 10 min electronically, and 
the median value within that hour is used. Mortality anal-
ysis is illustrated by Kaplan–Meier plots. For illustration 
of the relationship between mortality and hemodynamic 
variables, proportional hazard model with smoothing 
splines was fitted. Univariable and multivariable Cox 
regression is used to assess association between hemo-
dynamic variables and mortality. Results are reported as 
odds ratio (OR) with 95% confidence intervals (CI). The 
statistical analyses are performed using SAS version 9.4 
and R. All tests are two-tailed, and a p-value of less than 
0.05 is considered statistically significant.

Results
Patient population
During the inclusion period, 789 were enrolled in the 
modified intention-to-treat population [18]. An addi-
tional 59 patients (7%) were excluded (Fig.  1) due to 
a failure to insert or use the PAC. Of the 730 patients 
with PAC placement, 165 (23%) were excluded because 

Fig. 1  Included patients in the trial. PAC = pulmonary artery catheter
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they did not have any PAC measurements within 2 h of 
ICU admission. Additional file 1: Table 1 shows demo-
graphics and cardiac arrest characteristics between 
patients with and without PAC measurements in the 
study. Overall, there was a significant difference regard-
ing bystander use of automated external defibrillators, 
but other baseline variables of demographics and car-
diac arrest characteristics were similar.

At 365-day follow-up, 248 (35%) had died. Table  1 
shows baseline characteristics overall and between sur-
vivors and non-survivors included in the trial. Mean 
age was 62 ± 13  years, male sex was present in 81% of 
patients, and the median time to ROSC was 18 (q1–
q3: 12–26) minutes. Non-survivors were significantly 
older and had lower incidence of witnessed arrest 
and bystander CPR, lower incidence of shockable pri-
mary rhythm, longer time to ROSC, higher lactate at 

admission, lower LVEF at admission and more comor-
bidities (Table 1).

Hemodynamic parameters during intensive care 
between survivors and non‑survivors
Hemodynamic parameters at PAC insertion and val-
ues after 6, 12, 24, 36, 48 and 72 h are shown in Fig.  2. 
Cardiac index was not significantly different during ICU 
stay between 1-year survivors and non-survivors. SvO2 
was significantly elevated in survivors from PAC inser-
tion until 12  h. After 12  h the SvO2 level between sur-
vivors and non-survivors was not different. From PAC 
insertion until 72  h, the non-survivors had a signifi-
cantly lower stroke volume index (− 4 ml/m2; − 5 to − 2; 
pgroup < 0.0006, a significantly elevated mean pulmonary 
artery pressure (2  mmHg; 1–3), pgroup < 0.0001) and sig-
nificantly elevated heart rate (9 beats per minute; 7–11), 

Table 1  Demographic and prehospital data stratified according to survival status after 365 days

CAG, coronary angiography; CPR, cardiopulmonary resuscitation; Q1–Q3, interquartile range; LVEF, left ventricular ejection fraction; n, number; PCI, percutaneous 
coronary intervention; ROSC, return of spontaneous circulation; SD, standard deviation; TCI, transitory cerebral ischemia; MAP, mean arterial blood pressure; PaO2, 
partial pressure of oxygen in arterial blood; kPa, kilo pascal. Bold indicates statistical significance which is a p-value below 0.05

Total population Survivors at 365 days Deceased at 365 days p-value
n = 565 n = 470 (65%) n = 248 (35%)

Demography

 Age—year (± SD) 62 ± 13 60 ± 14 67 ± 12  < 0.0001
 Male gender—n (%) 458 (81%) 305 (82%) 153 (79%) 0.34

Randomization allocation

 MAP at 63 mmHg—n (%) 279 (51%) 185 (51%) 94 (49%) 0.69

 PaO2 at 9–10 kPa—n (%) 284 (50%) 191 (51%) 93 (48%) 0.48

Cardiac arrest characteristics

 Witnessed arrest—n (%) 466 (85%) 314 (87%) 152 (80%) 0.03
 Bystander CPR—n (%) 501 (88%) 343 (92%) 158 (81%)  < 0.0001
 Bystander defibrillation—n (%) 125 (23%) 90 (24%) 35 (19%) 0.09

 Shockable primary rhythm—n (%) 460 (84%) 312 (87%) 148 (76%) 0.0001
 Time to ROSC—min. (Q1–Q3) 18 (12–26) 15 (10–20) 25 (17–33)  < 0.0001
 Lactate at admission—mmol/L. (Q1-Q3) 5 (2.9–7.7) 3.9 (2.3–6.8) 6.0 (4.1–9.4)  < 0.0001
 Acute CAG​ 513 (91%) 331 (89%) 182 (94%) 0.09

 PCI—n (%) 229 (41%) 149 (40%) 80 (41%) 0.80

LVEF at hospital admission 35 ± 14 37 ± 14 34 ± 14 0.03

Pre-arrest comorbidities

 Previous AMI—n (%) 121 (21%) 73 (20%) 48 (25%) 0.09

 Congestive heart failure—n (%) 105 (19%) 51 (15%) 54 (28%) 0.004
 Hypertension—n (%) 272 (48%) 164 (44%) 108 (56%) 0.009
 Previous TCI/stroke—n (%) 41 (7%) 24 (7%) 17 (9%) 0.28

 Diabetes—n (%) 80 (14%) 41 (11%) 349(20%) 0.003
 Chronic obstructive pulmonary disease—n (%) 46 (8%) 21 (6%) 25 (13%) 0.01
 Chronic kidney disease—n (%) 24 (4%) 14 (4%) 10 (6%) 0.19

 Atrial fibrillation—n (%) 99 (18%) 49 (13%) 50 (25%) 0.0002
Time intervals

 Time from arrest to ICU admission—h (q1–q3) 2.4 (1.9–3.1) 2.4 (1.9–3.1) 2.5 (1.9–3.1) 0.46

 Time from arrest to PAC insertion—h (q1–q3) 3.0 (2.0–3.0) 3.0 (2.0–3.0) 3.0 (2.0–3.0) 0.63
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pgroup < 0.0001). Additional file 1: Fig. 1 shows MAP and 
overall doses of dopamine and noradrenaline at PAC 
insertion and values after 6, 12, 24, 36, 48 and 72 h.

Mean arterial pressure was lower in non-survivors 
(pgroup < 0.0001) irrespective of MAP allocation (Addi-
tional file 1: Fig. 2).

Cardiac output and venous oxygen saturation
CI and SvO2 were available in 565 patients. First meas-
ured cardiac index and SvO2 correlated significantly 
with a Pearson correlation coefficient of 0.46, p < 0.0001 
(Fig.  3). There was no interaction between this correla-
tion and allocated blood pressure target.

Mortality
First measured CI was median 1.7 (1.4–2.1) l/min/m2, 
and first measured SvO2 was median 67 (61–73) %. The 
combination SvO2 > median and CI < median was present 
in 222 (39%), SvO2 < median and CI > median was present 
in 13 (2%), SvO2 < median and CI < median was present 
in 59 (10%), and SvO2 > and CI > median was present in 
271 (48%). In 119 (21%) the first measured CI was above 
2.2 l/min/m2.

First measured CI was not significantly associated 
with mortality in uni- or multivariable analysis. SvO2 

was associated with mortality in multivariable analy-
sis (HRadjusted: 0.90 (0.84–0.98) per 5% increase in SvO2, 
p = 0.01). Spline analysis indicated that SvO2 value below 

Fig. 2  Hemodynamic status during 72 h of post-resuscitation intensive care stratified into patients surviving until 365 days and patients deceased 
at 365 days. p values indicate group difference from ICU admission until 48 h after PAC insertion. Error bars indicate 95% confidence intervals. The 
total amount of pharmacological circulatory support was quantified by the Vasopressor-Inotropic Score (VIS) and was calculated after the formula: 
Dopamine (µg/kg/min) + dobutamine (µg/kg/min) + 100 × epinephrine (µg/kg/min) + 100 × norepinephrine (µg/kg/min) + milrinone × 10 (µg/kg/
min) + 50 × levosimendan (µg/kg/min) + 1000 × vasopressin (U/kg/min). The figures illustrate predicted values based on a mixed models [43]

Fig. 3  Correlation between first measured mixed venous saturation 
and first measured cardiac index in all patients with regression 
line (solid line), 95% confidence limits (filled color area) and 95% 
prediction limits (thin solid line). Dots change color within the filled 
color area to improve contrast. Vertical line indicates cardiac index 
at the median value, and horizontal line indicates mixed venous 
oxygen saturation (SVO2) at the median value
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Fig. 4  Hazard ratio of mortality as a function of first measured mixed venous oxygen saturation (left) and first measured cardiac index (right) values 
during intensive care after cardiac arrest. The figure is illustrated as a proportional hazard model with smoothing splines. The vertical line represents 
used treatment goal of > 55% mixed venous saturation

Table 2  Hazard ratios for association of cardiac index and mixed venous oxygen saturation upon insertion of pulmonary artery 
catheter (T0) and death from all causes at 356 days

CL Confidence limit, BMI body mass index, MAP mean arterial blood pressure, PaO2 arterial partial pressure of oxygen, CPR cardiopulmonary resuscitation, STEMI 
ST-elevation myocardial infarction, HR hazard ratio, ROSC return of spontaneous circulation. Bold indicates statistical significance which is a p-value below 0.05

Hazard ratios for death

Cardiac Index (n = 565) Mixed Venous Oxygen Saturation (n = 542)

Univariable HR (95% 
CL)

p-value Multivariable* 
HR (95% CL)

p-value Univariable HR (95% 
CL)

p-value Multivariable* 
HR (95% CL)

p-value

Cardiac index/quartile 
1, n = 142

1.58 (1.07–2.33) 0.02 1.35 (0.91–2.01) 0.14

Cardiac index/quartile 
2, n = 141, reference

- - - -

Cardiac index/quartile 
3, n = 141

1.06 (0.69–1.62) 0.78 0.93 (0.61–1.44) 0.75

Cardiac index/quartile 
4, n = 141

1.00 (0.65–1.55) 0.99 0.78 (0.49–1.12) 0.28

Mixed Venous Oxygen 
Saturation/5%

0.89 (0.83–0.96) 0.001 0.91 (0.84–0.98) 0.01

Age at arrest/5 year 1.19 (1.12–1.28)  < 0.0001 1.19 (1.11–1.29)  < 0.0001 1.19 (1.11–1.28)  < 0.0001
Sex, female 1.03 (0.69–1.52) 0.89 1.23 (0.86–1.75) 0.26 1.23 (0.86–1.75) 0.26

BMI 1.03 (1.01–1.06) 0.02 1.02 (0.99–1.06) 0.31 1.03 (0.99–1.06) 0.10

Allocated to MAP 
77 mmHg

1.12 (0.83–1.50) 0.44 1.18 (0.88–1.58) 0.25 1.12 (0.84–1.49) 0.43

Allocated to liberal 
PaO2-target

1.12 (0.83–1.51) 0.46 1.03 (0.76–1.37) 0.86 1.05 (0.79–1.41) 0.70

Time to ROSC/min 1.03 (1.03–1.04)  < 0.0001 1.03 (1.03–1.04)  < 0.0001 1.03 (1.02–1.04)  < 0.0001
Shockable primary 
rhythm

0.58 (0.40–0.82) 0.003 0.59 (0.42–0.85) 0.0034 0.60 (0.42–0.87) 0.0075

STEMI 0.95 (0.70–1.29) 0.75 1.04 (0.77–1.40) 0.78 1.06 (0.79–1.42) 0.69

LVEF upon admission 0.99 (0.98–0.99) 0.01 1.01 (0.99–1.01) 0.80 1.00 (0.99–1.01) 0.93

Hypertension 1.43 (1.06–1.93) 0.02 1.12 (0.81–1.52) 0.61 1.11 (0.81–1.52) 0.44
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55% was associated with poor outcome (Fig. 4). Table 2 
shows associations between first measured cardiac index 
and all-cause mortality and first measured SvO2 and 
all-cause mortality. CI as a continuous variable did not 
satisfy the assumption of linear dependence in the logis-
tic regression model, and CI was instead analyzed in 
quartiles.

Quartile of CI was not significantly associated with 
all-cause mortality in multivariable analysis. SvO2 > 55% 
was associated with lower risk of death (HR: 0.61 (0.42–
0.89), p = 0.01. However, when adjusting for confound-
ers, this association was no longer statistically significant 
(HRadjusted: 0.69 (0.46–1.02), p = 0.06). Covariates associ-
ated with mortality in multivariable model were age, time 
to ROSC and primary rhythm (Table  2). Patients with 
low SvO2 had higher mortality rates irrespective of CI 
(Fig. 5).

The combination of high CI and elevated lactate 
(CI < median and lactate > 2.5  mmol/L) was significantly 
associated with mortality (HRadjusted: 2.01 [1.29–3.13] 
(compared with CI > median and lactate < median), 
p = 0.002). Elevated lactate without low CI was not signif-
icantly associated with mortality (HRadjusted: 1.35 [0.83–
2.20, p = 0.22]).

Renal replacement therapy
Additional file 1: Table 2 shows association between first 
measured CI and renal failure and first measured SvO2 
and renal failure. CI was not associated with renal fail-
ure. However, SvO2 was associated with renal failure in 
multivariable analysis (ORadjusted: 0.73 (0.62–0.86) per 
5% increase in SvO2, p = 0.001), Additional file 1: Fig. 3. 
SvO2 < median was significantly associated with renal 
failure (ORadjusted: 2.66 (1.34–5.29), p = 0.003).

The combination of CI < median and SvO2 < median 
was significantly associated with renal failure in univari-
able and multivariable analyses (ORadjusted: 5.87 [2.34–
14.73] (compared with CI > median and SvO2 > median), 
p = 0.0001). The same trend was found for CI > median 
and SvO2 < median (ORadjusted: 3.14 (1.11–8.94)), whereas 
CI < median and SvO2 > median (ORadjusted: 1.15 [0.35–
3.82] were not associated with renal failure compared to 
compared with CI > median and SvO2 > median.

Discussion
This is one of the largest clinical cohorts of patients with 
invasive hemodynamic measurements during post-resus-
citation care. We investigated the hemodynamic pro-
file with PACs of patients resuscitated from OHCA and 
remaining comatose during ICU care. The main findings 
are that first measured cardiac index after resuscitation 
from OHCA despite being low in most patients was only 
associated with mortality and renal failure before adjust-
ing for confounders. It seems that low cardiac index by 
itself does not cause hypoperfusion with adverse out-
comes but is rather a marker of poor hemodynamic con-
dition. However, lower SvO2 was associated with both 
mortality and renal failure, and risk seemed to increase 
significantly at values below 55%.

Hemodynamic monitoring is a central part of post-
resuscitation intensive care of comatose patients. Almost 
all patients are monitored with serial blood gas analy-
sis, invasive blood pressure and mixed or central venous 
oxygen saturation. In some centers, cardiac index is 
measured by a PAC is preferred; others use pulse index 
continuous cardiac output or echocardiography [33, 34]. 
Monitoring is used to achieve hemodynamic treatment 
targets using vasoactive drugs with or without inotropic 
effects, ventilator settings and fluid therapy [35]. How-
ever, optimal hemodynamic targets are largely based on 
expert consensus and unknown whether reaching spe-
cific targets improve outcome during post-resuscitation 
care [3]. Only a few observational studies and no ran-
domized trials have investigated whether low cardiac 
index and low SvO2 after OHCA are related to clinical 
outcomes. These few previous studies are limited by 
including few selected patients from large cohorts in 
addition to retrospective study designs [21–23, 25, 36]. 
We found a significantly higher heart rate and lower 
stroke volume in patients with poor outcome. Overall 
CI was not associated with outcomes. When stratifying 
into quartiles, the lowest quartile of CI on admission was 
associated with higher mortality, but after adjusting for 
covariates, no quartile of CI on admission was associated 
with mortality.

Our group showed in a previous analysis of a small 
sample, that low cardiac index was not associated with 

Fig. 5  365-day mortality of study population. Patients are stratified 
by first measured cardiac index (> 2.2 l/min/m2) and SvO2 (> 55%)
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poor outcome by itself [33]. Association between hemo-
dynamic variables and outcome is likely more complex 
than manipulating single hemodynamic variables with 
drugs. In our previous study, we found that when there 
also were signs of hypoperfusion such as elevated lactate, 
low cardiac index was a marker of poor outcome [33] and 
we confirmed these findings in this study. That analysis 
in addition to many previous analyses of central hemody-
namics after OHCA, was limited by a small sample size. 
The present study is important, since this is a large study 
of patients with protocolized use of PAC, allowing for 
additional subgroup analysis. We have expanded the pre-
vious findings and investigated the interaction between 
SvO2 and cardiac index and demonstrated that patients 
with low SvO2 had higher mortality rates irrespective of 
CI.

SvO2 reflects cardiovascular physiology including oxy-
gen delivery and systemic oxygen extraction. Further, CI 
and SVO2 through the Fick principle are linked to oxygen 
consumption. If the body’s oxygen demand is low, SvO2 
can in theory remain normal but cardiac output will be 
reduced without hypoperfusion [37, 38].

If CI is inadequate to meet oxygen demand, oxygen 
extraction will increase and SvO2 will reduce to main-
tain oxygen delivery. Oxygen extraction reflect the meta-
bolic demands. Furthermore, peripheral factors such as 
adequate microcirculation and mitochondrial oxygen 
utilization are needed to maintain oxygen extraction. 
Intuitively, low SvO2 is a feature of compromised hemo-
dynamic state only when systemic oxygen delivery is low 
relative to demand. Figure 3 illustrates that the hemody-
namic state of CI > median and SvO2 < median was infre-
quent in this cohort and few patients overall had first CI 
values > 2.2. Low CI with adequate SvO2 is likely a reflec-
tion of low metabolic state in a patient deeply sedated, 
whereas low CI is associated with poor outcome only 
when CI is insufficient for meeting metabolic needs.

Only 21% of the cohort had CI above 2.2  l/m2/min 
which is considered normal. The relatively low CI was 
not associated with mortality by itself. Likely, this pop-
ulation due to deep sedation and mild hypothermia has 
lower oxygen demand and thus lower CI [39]. In a study 
of 95 patients undergoing temperature control, Huang 
et  al. found that cardiac index after 12  h < 2.5  l/min/m2 
was associated with increased mortality, which was in 
contrast to our findings [23]. In a study of 85 consecu-
tive patients resuscitated from OHCA and in cardiogenic 
shock, Popovic et al. found significantly lower LVEF and 
cardiac index [40]. In 47 highly selected patients from 
a big cohort, Oksanen et  al. reported that low cardiac 
index (< 1.5  l/min/m2) after cardiac arrest was not asso-
ciated with poor outcome [24]. Torgersen et al. included 
54 selected patients and showed that a higher cardiac 

index post-resuscitation, was weakly, but significantly 
associated with adverse neurological outcome [41]. The 
main cause of death in OHCA survivors is anoxic brain 
injury, and the contribution of hemodynamic status dur-
ing first days in ICU to the development of irreversible 
brain injury is unknown. In the patient with severe irre-
versible anoxic brain injury, compromised hemodynamic 
function is likely not associated with outcome. On the 
other hand, it has been argued that the marginal post-
anoxic brain, with some chance of recovery, is more sen-
sitive to hemodynamic changes, and in these patients, it 
is particular important with a stable and “normalized” 
hemodynamic features [42]. This analysis found that low 
SvO2 is independently associated with mortality and 
renal failure, and future studies should evaluate whether 
a hemodynamic-targeted approaches could improve 
post-resuscitation care. If cardiac and index could be 
improved through a bundle of care incorporating care-
fully titrated fluids and/or inotropic drugs, this may 
result in improved outcomes. This hypothesis should be 
the target in a prospective trial.

Limitations
This cohort had relatively stable hemodynamics since 
patients with severe hemodynamic instability with sus-
tained cardiogenic shock was excluded Furthermore, we 
could not include 10 patients dying before PAC inser-
tion, which imposes some selection of patients. This is 
illustrated by a relatively low mortality rate. Thus, the 
results cannot be extrapolated to populations with severe 
shock phenotypes. We used PAC measurements for car-
diac index assessment and SvO2 measurements, which 
we consider to be the golden standard. However, 23% of 
patients were excluded from the analysis due to missing 
PAC measurements the first 2  h. Since baseline charac-
teristics among included and excluded patients were 
almost similar, this likely was a consequence of logisti-
cal issues and the data can be assumed to be missing at 
random. Despite excluding 23% of patients, overall inclu-
sion was high with almost all screened patients included 
in the main trial. Furthermore, PAC was used per proto-
col for all patients thus, external validity can be assumed 
to be high. We chose the first measured hemodynamic 
value to be studied in this analysis; however, analyzing 
SvO2 and CI at different time points during intensive 
care may give different results and overall differences in 
SvO2 during 72  h between survivors and non-survivors 
were small. This is an observational study, and we can 
report associations, which does not equal a causal rela-
tion. Furthermore, physicians were not blinded for the 
results of the PAC measurements and low values of SvO2, 
and CI may have instigated medical interventions, which 
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may bias associations among hemodynamic variables and 
outcomes.

Conclusions
A low cardiac index upon ICU admission is associated 
with increased mortality. However, this association dis-
appeared when adjusting for potential confounders. 
Risk of mortality and renal failure increased significantly 
if SvO2 was low. Low SvO2 was only associated with 
increased risk of renal failure when CI also was low; how-
ever, patients with low SvO2 had higher mortality rates 
irrespective of CI.

Supplementary Information
The online version contains supplementary material available at https://​doi.​
org/​10.​1186/​s13054-​023-​04704-2.

Additional file 1. Detailed information of the inclusion criteria in the BOX-
trial, calculations of hemodynamic variables and supplementary figures 
and tables.

Author contributions
JK, JEM, CH and HS designed the study and got funding.  JG, BN, LO, RB, JD, SM 
and HH included patients and collected data.  JG analyzed data and wrote first 
draft of the paper. All authors reviewed the manuscript

Funding
Open access funding provided by Royal Library, Copenhagen University 
Library Dr. Kjaergaard was supported by an unrestricted grant from the Novo 
Nordisk Foundation: NNF17OC0028706. Dr Møller has received institutional 
research grant from Abiomed outside submitted work. Dr. Grands salary is 
supported by a research grant from the Danish Cardiovascular Academy, 
funded by the Novo Nordisk Foundation, grant number NNF20SA0067242, 
and The Danish Heart Foundation. Dr. Hassager was supported by research 
grants from The Danish Heart Foundation, Lundbeck Foundation (R186-2015–
2132) and Novo Nordisk Foundation (NNF20OC0064043).

Availability of data and materials
Due to legal obligations, the supporting data are not publicly available.

Declarations

Competing interests
The authors declare no competing interests.

Ethics approval consent to participate
The local Ethics Committee approved the study protocol including the use 
of PACs in all patients for research purposes (approval number: H-16033436, 
board name: Den Videnskabsetiske Komite F for Region Hovedstaden, approval 
date: august 31 2016, study title: Blood-Pressure and oxygenations Targets in 
Comatose Survivors of Cardiac Arrest). Written informed consent was obtained 
from a legal representative, most often a relative, and a medical doctor with 
no relation to the trial. Informed consent from the patient was obtained if the 
patient regained consciousness. Study procedures were followed in accord-
ance with the ethical standards of the responsible committee on human 
experimentation and with the Helsinki Declaration of 1975.

Competing interest
On behalf of all authors, the corresponding author states that there is no 
conflict of interest.

Author details
1 Department of Cardiology B, Section 2142, Copenhagen University Hospital, 
Rigshospitalet, Blegdamsvej 9, 2100 Copenhagen, Denmark. 2 Department 

of Cardiology, Copenhagen University Hospital Amager-Hvidovre, Copen-
hagen, Denmark. 3 Department of Cardiology, Odense University Hospital, 
5000 Odense, Denmark. 4 Clinical Institute University of Southern Denmark, 
Odense, Denmark. 5 Department of Anesthesiology and Intensive Care, 
Odense University Hospital, 5000 Odense, Denmark. 6 Department of Clinical 
Medicine, University of Copenhagen, Copenhagen, Denmark. 

Received: 28 July 2023   Accepted: 22 October 2023

References
	1.	 Atwood C, Eisenberg MS, Herlitz J, Rea TD. Incidence of EMS-treated out-

of-hospital cardiac arrest in Europe. Resuscitation. 2005;67:75–80. https://​
doi.​org/​10.​1016/j.​resus​citat​ion.​2005.​03.​021.

	2.	 Gräsner J-T, Lefering R, Koster RW, et al. EuReCa ONE-27 nations, ONE 
Europe, ONE registry: a prospective one month analysis of out-of-
hospital cardiac arrest outcomes in 27 countries in Europe. Resuscitation. 
2016;105:188–95. https://​doi.​org/​10.​1016/j.​resus​citat​ion.​2016.​06.​004.

	3.	 Nolan JP, Sandroni C, Böttiger BW, et al. European resuscitation council 
and European society of intensive care medicine guidelines 2021: post-
resuscitation care. Resuscitation. 2021;161:220–69. https://​doi.​org/​10.​
1016/j.​resus​citat​ion.​2021.​02.​012.

	4.	 Nielsen N, Wetterslev J, Cronberg T, et al. Targeted temperature 
management at 33°C versus 36°C after cardiac arrest. N Engl J Med. 
2013;369:2197–206. https://​doi.​org/​10.​1056/​NEJMo​a1310​519.

	5.	 Carr BG, Kahn JM, Merchant RM, et al. Inter-hospital variability in post-
cardiac arrest mortality. Resuscitation. 2009;80:30–4. https://​doi.​org/​10.​
1016/j.​resus​citat​ion.​2008.​09.​001.

	6.	 Nolan JP, Neumar RW, Adrie C, et al. Post-cardiac arrest syndrome: epide-
miology, pathophysiology, treatment, and prognostication. A Scientific 
Statement from the International Liaison Committee on Resuscitation; 
the American Heart Association Emergency Cardiovascular Care Commit-
tee; the Council on Cardiovascular Surgery and Anesthesia; the Council 
on Cardiopulmonary, Perioperative, and Critical Care; the Council on 
Clinical Cardiology; the Council on Stroke. Resuscitation. 2008;79:350–79. 
https://​doi.​org/​10.​1016/j.​resus​citat​ion.​2008.​09.​017.

	7.	 Bro-Jeppesen J, Johansson PI, Hassager C, et al. Endothelial activation/
injury and associations with severity of post-cardiac arrest syndrome and 
mortality after out-of-hospital cardiac arrest. Resuscitation. 2016;107:71–
9. https://​doi.​org/​10.​1016/j.​resus​citat​ion.​2016.​08.​006.

	8.	 Sundgreen C, Larsen FS, Herzog TM, et al. Autoregulation of cer-
ebral blood flow in patients resuscitated from cardiac arrest. Stroke. 
2001;32:128–32. https://​doi.​org/​10.​1161/​01.​str.​32.1.​128.

	9.	 Grand J, Lilja G, Kjaergaard J, et al. Arterial blood pressure during targeted 
temperature management after out-of-hospital cardiac arrest and asso-
ciation with brain injury and long-term cognitive function. Eur Heart J 
Acute Cardiovasc Care. 2019. https://​doi.​org/​10.​1177/​20488​72619​860804.

	10.	 Grand J, Wiberg S, Kjaergaard J, et al. Increasing mean arterial pressure or 
cardiac output in comatose out-of-hospital cardiac arrest patients under-
going targeted temperature management: effects on cerebral tissue 
oxygenation and systemic hemodynamics. Resuscitation. 2021;S0300–
9572(21):00338–45. https://​doi.​org/​10.​1016/j.​resus​citat​ion.​2021.​08.​037.

	11.	 Russo JJ, Di Santo P, Simard T, et al. Optimal mean arterial pressure in 
comatose survivors of out-of-hospital cardiac arrest: an analysis of area 
below blood pressure thresholds. Resuscitation. 2018;128:175–80. https://​
doi.​org/​10.​1016/j.​resus​citat​ion.​2018.​04.​028.

	12.	 Grand J, Hassager C, Winther-Jensen M, et al. Mean arterial pressure 
during targeted temperature management and renal function after out-
of-hospital cardiac arrest. J Crit Care. 2019;50:234–41. https://​doi.​org/​10.​
1016/j.​jcrc.​2018.​12.​009.

	13.	 Grand J, Hassager C, Skrifvars MB, et al. Haemodynamics and vasopres-
sor support during prolonged targeted temperature management for 
48 hours after out-of-hospital cardiac arrest: a post hoc substudy of a 
randomised clinical trial. Eur Heart J Acute Cardiovasc Care. 2020. https://​
doi.​org/​10.​1177/​20488​72620​934305.

	14.	 Bhate TD, McDonald B, Sekhon MS, Griesdale DEG. Association between 
blood pressure and outcomes in patients after cardiac arrest: a systematic 

https://doi.org/10.1186/s13054-023-04704-2
https://doi.org/10.1186/s13054-023-04704-2
https://doi.org/10.1016/j.resuscitation.2005.03.021
https://doi.org/10.1016/j.resuscitation.2005.03.021
https://doi.org/10.1016/j.resuscitation.2016.06.004
https://doi.org/10.1016/j.resuscitation.2021.02.012
https://doi.org/10.1016/j.resuscitation.2021.02.012
https://doi.org/10.1056/NEJMoa1310519
https://doi.org/10.1016/j.resuscitation.2008.09.001
https://doi.org/10.1016/j.resuscitation.2008.09.001
https://doi.org/10.1016/j.resuscitation.2008.09.017
https://doi.org/10.1016/j.resuscitation.2016.08.006
https://doi.org/10.1161/01.str.32.1.128
https://doi.org/10.1177/2048872619860804
https://doi.org/10.1016/j.resuscitation.2021.08.037
https://doi.org/10.1016/j.resuscitation.2018.04.028
https://doi.org/10.1016/j.resuscitation.2018.04.028
https://doi.org/10.1016/j.jcrc.2018.12.009
https://doi.org/10.1016/j.jcrc.2018.12.009
https://doi.org/10.1177/2048872620934305
https://doi.org/10.1177/2048872620934305


Page 11 of 11Grand et al. Critical Care          (2023) 27:410 	

review. Resuscitation. 2015;97:1–6. https://​doi.​org/​10.​1016/j.​resus​citat​ion.​
2015.​08.​023.

	15.	 Laurikkala J, Wilkman E, Pettilä V, et al. Mean arterial pressure and 
vasopressor load after out-of-hospital cardiac arrest: associations with 
one-year neurologic outcome. Resuscitation. 2016;105:116–22. https://​
doi.​org/​10.​1016/j.​resus​citat​ion.​2016.​05.​026.

	16.	 Kilgannon JH, Roberts BW, Jones AE, et al. Arterial blood pressure and 
neurologic outcome after resuscitation from cardiac arrest*. Crit Care 
Med. 2014;42:2083–91. https://​doi.​org/​10.​1097/​CCM.​00000​00000​000406.

	17.	 Callaway CW, Donnino MW, Fink EL, et al. Part 8: Post-Cardiac Arrest Care. 
Circulation. 2015;132:S465–82. https://​doi.​org/​10.​1161/​CIR.​00000​00000​
000262.

	18.	 Kjaergaard J, Møller JE, Schmidt H, et al. Blood-pressure targets in coma-
tose survivors of cardiac arrest. N Engl J Med. 2022. https://​doi.​org/​10.​
1056/​NEJMo​a2208​687.

	19.	 Grand J, Meyer AS, Kjaergaard J, et al. A randomised double-blind pilot 
trial comparing a mean arterial pressure target of 65 mm Hg versus 72 
mm Hg after out-of-hospital cardiac arrest. Eur Heart J Acute Cardiovasc 
Care. 2020. https://​doi.​org/​10.​1177/​20488​72619​900095.

	20.	 Ameloot K, Jakkula P, Hästbacka J, et al. Optimum blood pressure in 
patients with shock after acute myocardial infarction and cardiac arrest. 
J Am Coll Cardiol. 2020;76:812–24. https://​doi.​org/​10.​1016/j.​jacc.​2020.​06.​
043.

	21.	 Jentzer JC, Chonde MD, Dezfulian C. Myocardial dysfunction and shock 
after cardiac arrest. Biomed Res Int. 2015;2015:314796. https://​doi.​org/​10.​
1155/​2015/​314796.

	22.	 Jones AE, Shapiro NI, Kilgannon JH, et al. Goal-directed hemodynamic 
optimization in the post-cardiac arrest syndrome: a systematic review. 
Resuscitation. 2008;77:26–9. https://​doi.​org/​10.​1016/j.​resus​citat​ion.​2007.​
10.​021.

	23.	 Huang C-H, Tsai M-S, Ong HN, et al. Association of hemodynamic vari-
ables with in-hospital mortality and favorable neurological outcomes 
in post-cardiac arrest care with targeted temperature management. 
Resuscitation. 2017;120:146–52. https://​doi.​org/​10.​1016/j.​resus​citat​ion.​
2017.​07.​009.

	24.	 Oksanen T, Skrifvars M, Wilkman E, et al. Postresuscitation hemodynamics 
during therapeutic hypothermia after out-of-hospital cardiac arrest with 
ventricular fibrillation: a retrospective study. Resuscitation. 2014;85:1018–
24. https://​doi.​org/​10.​1016/j.​resus​citat​ion.​2014.​04.​026.

	25.	 Laurent I, Monchi M, Chiche J-D, et al. Reversible myocardial dysfunc-
tion in survivors of out-of-hospital cardiac arrest. J Am Coll Cardiol. 
2002;40:2110–6. https://​doi.​org/​10.​1016/​s0735-​1097(02)​02594-9.

	26.	 Schmidt H, Kjaergaard J, Hassager C, et al. Oxygen targets in comatose 
survivors of cardiac arrest. N Engl J Med. 2022. https://​doi.​org/​10.​1056/​
NEJMo​a2208​686.

	27.	 Grand J, Hassager C, Schmidt H, et al. Hemodynamic evaluation by serial 
right heart catheterizations after cardiac arrest; protocol of a sub-study 
from the blood pressure and oxygenation targets after out-of-hospital 
cardiac arrest-trial (BOX). Resusc Plus. 2021;8:100188. https://​doi.​org/​10.​
1016/j.​resplu.​2021.​100188.

	28.	 Hassager C, Schmidt H, Møller JE, et al. Duration of device-based fever 
prevention after cardiac arrest. N Engl J Med. 2023;388:888–97. https://​
doi.​org/​10.​1056/​NEJMo​a2212​528.

	29.	 Grand J, Meyer ASP, Hassager C, et al. Validation and clinical evaluation 
of a method for double-blinded blood pressure target investigation in 
intensive care medicine. Crit Care Med. 2018;46:1626–33. https://​doi.​org/​
10.​1097/​CCM.​00000​00000​003289.

	30.	 Monnet X, Persichini R, Ktari M, et al. Precision of the transpulmonary 
thermodilution measurements. Crit Care. 2011;15:R204. https://​doi.​org/​
10.​1186/​cc104​21.

	31.	 Singh A, Juneja R, Mehta Y, Trehan N. Comparison of continuous, stat, 
and intermittent cardiac output measurements in patients undergoing 
minimally invasive direct coronary artery bypass surgery. J Cardiothorac 
Vasc Anesth. 2002;16:186–90. https://​doi.​org/​10.​1053/​jcan.​2002.​31063.

	32.	 Mehta Y, Arora D. Newer methods of cardiac output monitoring. World J 
Cardiol. 2014;6:1022–9. https://​doi.​org/​10.​4330/​wjc.​v6.​i9.​1022.

	33.	 Grand J, Kjaergaard J, Bro-Jeppesen J, et al. Cardiac output, heart rate and 
stroke volume during targeted temperature management after out-of-
hospital cardiac arrest: association with mortality and cause of death. 
Resuscitation. 2019;142:136–43. https://​doi.​org/​10.​1016/j.​resus​citat​ion.​
2019.​07.​024.

	34.	 Grand J, Kjaergaard J, Hassager C, et al. Comparing Doppler echocar-
diography and thermodilution for cardiac output measurements in a 
contemporary cohort of comatose cardiac arrest patients undergoing 
targeted temperature management. Ther Hypothermia Temp Manag. 
2022;12:159–67. https://​doi.​org/​10.​1089/​ther.​2021.​0008.

	35.	 Foulon P, der Backer D. The hemodynamic effects of norepinephrine: far 
more than an increase in blood pressure. Ann Transl Med. 2018;6:25.

	36.	 Fincke R, Hochman JS, Lowe AM, et al. Cardiac power is the strongest 
hemodynamic correlate of mortality in cardiogenic shock: a report from 
the SHOCK trial registry. J Am Coll Cardiol. 2004;44:340–8. https://​doi.​org/​
10.​1016/j.​jacc.​2004.​03.​060.

	37.	 Jorge-Perez P, Nikolaou N, Donadello K, et al. Management of comatose 
survivors of out-of-hospital cardiac arrest in Europe: current treatment 
practice and adherence to guidelines A Survey by the Association 
for Acute CardioVascular Care (ACVC) of the ESC, joint with European 
Resuscitation Council (ERC), European Society for Emergency Medicine 
(EUSEM) and European Society of Intensive Medicine (ESICM). Eur Heart J 
Acute Cardiovasc Care. 2022. https://​doi.​org/​10.​1093/​ehjacc/​zuac1​53.

	38.	 Grand J, Schiele F, Hassager C, et al. Quality indicators for post-resuscita-
tion care after out-of-hospital cardiac arrest: a joint statement from the 
Association for Acute Cardiovascular Care of the European Society of 
Cardiology, the European Resuscitation Council, the European Society of 
Intensive Care Medicine, and the European Society for Emergency Medi-
cine. Eur Heart J Acute Cardiovasc Care. 2023;12:197–210. https://​doi.​org/​
10.​1093/​ehjacc/​zuad0​06.

	39.	 Grand J, Hassager C, Bro-Jeppesen J, et al. Impact of hypothermia on oxy-
genation variables and metabolism in survivors of out-of-hospital cardiac 
arrest undergoing targeted temperature management at 33°C versus 
36°C. Ther Hypothermia Temp Manag. 2020. https://​doi.​org/​10.​1089/​ther.​
2020.​0013.

	40.	 Popovic B, Fay R, Cravoisy-Popovic A, Levy B. Cardiac power index, mean 
arterial pressure, and simplified acute physiology score II are strong pre-
dictors of survival and response to revascularization in cardiogenic shock. 
Shock. 2014;42:22–6. https://​doi.​org/​10.​1097/​SHK.​00000​00000​000170.

	41.	 Torgersen C, Meichtry J, Schmittinger CA, et al. Haemodynamic variables 
and functional outcome in hypothermic patients following out-of-
hospital cardiac arrest. Resuscitation. 2013;84:798–804. https://​doi.​org/​10.​
1016/j.​resus​citat​ion.​2012.​10.​012.

	42.	 Sekhon MS, Ainslie PN, Griesdale DE. Clinical pathophysiology of hypoxic 
ischemic brain injury after cardiac arrest: a “two-hit” model. Crit Care. 
2017;21:90. https://​doi.​org/​10.​1186/​s13054-​017-​1670-9.

	43.	 Belletti A, Lerose CC, Zangrillo A, Landoni G. Vasoactive-inotropic 
score: evolution, clinical utility, and pitfalls. J Cardiothorac Vasc Anesth. 
2021;35:3067–77. https://​doi.​org/​10.​1053/j.​jvca.​2020.​09.​117.

Publisher’s Note
Springer Nature remains neutral with regard to jurisdictional claims in pub-
lished maps and institutional affiliations.

https://doi.org/10.1016/j.resuscitation.2015.08.023
https://doi.org/10.1016/j.resuscitation.2015.08.023
https://doi.org/10.1016/j.resuscitation.2016.05.026
https://doi.org/10.1016/j.resuscitation.2016.05.026
https://doi.org/10.1097/CCM.0000000000000406
https://doi.org/10.1161/CIR.0000000000000262
https://doi.org/10.1161/CIR.0000000000000262
https://doi.org/10.1056/NEJMoa2208687
https://doi.org/10.1056/NEJMoa2208687
https://doi.org/10.1177/2048872619900095
https://doi.org/10.1016/j.jacc.2020.06.043
https://doi.org/10.1016/j.jacc.2020.06.043
https://doi.org/10.1155/2015/314796
https://doi.org/10.1155/2015/314796
https://doi.org/10.1016/j.resuscitation.2007.10.021
https://doi.org/10.1016/j.resuscitation.2007.10.021
https://doi.org/10.1016/j.resuscitation.2017.07.009
https://doi.org/10.1016/j.resuscitation.2017.07.009
https://doi.org/10.1016/j.resuscitation.2014.04.026
https://doi.org/10.1016/s0735-1097(02)02594-9
https://doi.org/10.1056/NEJMoa2208686
https://doi.org/10.1056/NEJMoa2208686
https://doi.org/10.1016/j.resplu.2021.100188
https://doi.org/10.1016/j.resplu.2021.100188
https://doi.org/10.1056/NEJMoa2212528
https://doi.org/10.1056/NEJMoa2212528
https://doi.org/10.1097/CCM.0000000000003289
https://doi.org/10.1097/CCM.0000000000003289
https://doi.org/10.1186/cc10421
https://doi.org/10.1186/cc10421
https://doi.org/10.1053/jcan.2002.31063
https://doi.org/10.4330/wjc.v6.i9.1022
https://doi.org/10.1016/j.resuscitation.2019.07.024
https://doi.org/10.1016/j.resuscitation.2019.07.024
https://doi.org/10.1089/ther.2021.0008
https://doi.org/10.1016/j.jacc.2004.03.060
https://doi.org/10.1016/j.jacc.2004.03.060
https://doi.org/10.1093/ehjacc/zuac153
https://doi.org/10.1093/ehjacc/zuad006
https://doi.org/10.1093/ehjacc/zuad006
https://doi.org/10.1089/ther.2020.0013
https://doi.org/10.1089/ther.2020.0013
https://doi.org/10.1097/SHK.0000000000000170
https://doi.org/10.1016/j.resuscitation.2012.10.012
https://doi.org/10.1016/j.resuscitation.2012.10.012
https://doi.org/10.1186/s13054-017-1670-9
https://doi.org/10.1053/j.jvca.2020.09.117

	Serial assessments of cardiac output and mixed venous oxygen saturation in comatose patients after out-of-hospital cardiac arrest
	Abstract 
	Aim 
	Methods 
	Results 
	Conclusion 
	Registration 

	Take-home message
	Introduction
	Methods
	Study design, setting and patients
	Study procedures
	Monitoring
	Outcomes
	Statistical analysis

	Results
	Patient population
	Hemodynamic parameters during intensive care between survivors and non-survivors
	Cardiac output and venous oxygen saturation
	Mortality
	Renal replacement therapy


	Discussion
	Limitations

	Conclusions
	Anchor 25
	References


