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A B S T R A C T

Objective: Explore the relationship between early hypotension after ECPR and survival to hospital discharge
(SHD) with favorable neurologic outcome (FNO) in children with cardiac disease.
Methods: Retrospective cohort study of patients undergoing ECPR at a single center pediatric cardiac intensive
care unit. Hypotension was defined as MAP < 5th percentile for age. Primary and secondary exposure variables
were presence and burden of hypotension respectively, during the first 6 h after ECPR. Our primary outcome was
SHD with FNO defined by Pediatric Cerebral Performance Category score of 1–3 or no change from baseline.
Secondary outcomes included acute central nervous system (CNS) injury via neuroimaging and EEG. Univariate
and multivariable logistic regression analyses were performed.
Results: We analyzed 82 index ECPR events from 2010 to 2022. Hypotension was observed for at least one MAP
value in 36/82 (43.9%) of the cohort. The median [IQR] burden of hypotension was 0 [0,14.3]%. Patients with
SHD with FNO had shorter CPR duration, lower number of epinephrine and calcium doses, and lower maximum
lactate levels when compared to patients who died or had SHD without FNO. After controlling for potential
confounders, there was no association between presence of hypotension or burden of hypotension and SHD, SHD
with FNO, or acute CNS injury via neuroimaging and EEG.
Conclusion: In children with cardiac disease, there was no association between early hypotension after ECPR and
SHD with FNO. Multicenter studies are needed to better understand how early hypotension after ECPR affects
neurologic outcomes in children with cardiac disease.

Introduction

There is an increasing use of extracorporeal membrane oxygenation
(ECMO) as a rescue therapy for failed conventional cardiopulmonary
resuscitation (extracorporeal cardiopulmonary resuscitation, or ECPR),
with evidence showing improved survival to hospital discharge (SHD)
and favorable neurologic outcomes (FNO) compared to conventional
CPR.1 Amongst children undergoing ECPR, patients with underlying
cardiac disease are shown to have improved outcomes compared to
those without cardiac disease, with formal advanced life support
guidelines2 supporting the use of ECPR for this population in centers

with ECMO expertise and equipment.3 Despite this, there continues to be
a lack of evidence on post cardiac arrest care (PCAC) in children with
cardiac disease after ECPR.

Key elements of PCAC after ECPR include manipulation of vasoactive
medications to avoid extremes of low and high blood pressure (BP).
Several studies in the post-ECMO cannulation population have demon-
strated an impact of hypotension on clinical outcomes albeit few in
children. In 2019, the American Heart Association published a scientific
statement on pediatric PCAC that recommended avoiding hypotension.4

These recommendations were not specific to ECPR or children with
cardiac disease and further highlight the lack of evidence to support
optimal targets. Furthermore, many children with cardiac disease can
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have unique physiology, such as shunt-dependent parallel circulations,
which can further complicate post-arrest BP management. No studies to
date have evaluated the association of post-arrest hypotension on CNS
outcomes for children with cardiac disease or in children after ECPR.

The purpose of this study is to evaluate the association between early
hypotension in the post-arrest period after ECPR and outcomes of chil-
dren with cardiac disease. Our hypothesis is that the presence of early
hypotension, defined as the lowest MAP < 5th percentile MAP for age,
during the first 6 h after ROC in patients after ECPR is associated lower
chances of SHD with FNO.

Methods

Patient population

The Institutional Review Board’s approval was obtained before this
study. We identified children admitted to the Children’s Medical Center
Dallas pediatric cardiac intensive care unit (CICU) between November
2010 and December 2022 who had a cardiac arrest during their CICU
admission. Our pediatric CICU is a 30-bed unit that admits surgical and
non-surgical patients with congenital and acquired heart disease. We
reviewed all CPR events to identify patients undergoing ECPR. We
defined ECPR as either having active chest compressions while being
cannulated onto ECMO or if cannulated onto ECMO within 20 min of
return of circulation (ROSC). For this study, for patients who had mul-
tiple ECPR events during the same hospitalization, we only analyzed the
first ECPR event. We excluded patients who were transferred to another
hospital before hospital discharge since we did not have records to assess
their outcomes as well as any repeat ECPR events during the same
hospitalization.

Routine clinical care

Since 2017, a PCAC protocol has been utilized on all patients who
have CPR duration ≥ 2 min and a motor Glasgow Coma Scale ≤ 5 or
change from baseline. The protocol gives guidance on various aspects of
PCAC. Hemodynamic management after ECPR is focused on maximizing
ECMO flow while minimizing the use of inotrope/vasopressor infusions.
Screening for CNS complications includes routine EEG monitoring for
the first 72 h post-arrest and daily head ultrasounds for infants. Cross
sectional head imaging via CT or MRI is performed at the discretion of
the clinical team. Targeted temperature management maintains goal
normothermia with avoidance of fever. Blood bank practices for patients
on ECMO aim to maintain a hemoglobin goal ≥ 10 g/dL.

Data collection

Study data was collected from electronic health record and managed
using REDCap electronic data capture tools hosted at Children’s Medical
Center Dallas.5,6 Pre-arrest variables include: age, sex, race, weight,
weight for age z score, gestational age at birth if less than or equal to 12
months of age at time of arrest, presence of single ventricle physiology
(SVP, defined as patients with a mixture of systemic venous and pul-
monary venous return, with total cardiac output partitioned into pul-
monary and systemic blood flow),7 prior or subsequent cardiac arrest
during the same hospital admission, medical vs. surgical encounter,
mean vasoactive inotrope score (VIS) 2 h prior to cardiac arrest. Intra-
arrest variables include: duration of CPR, number of epinephrine, cal-
cium chloride, and sodium bicarbonate doses given, epinephrine dosing
interval (calculated as number of epinephrine doses given divided by the
duration of CPR), first documented rhythm, and site of ECMO cannu-
lation (groin, neck, chest). Post-arrest variables include: duration of
ECMO in days, mean VIS 6 h post-arrest, mean ECMO flow in the 6 h
post-arrest, mean vasodilator score (defined as dose of nicardipine in
mcg/kg/min + dose of nitroprusside in mcg/kg/min; for example if
patient was on nicardipine of 2 mcg/kg/min and nitroprusside 1 mcg/
kg/min then the vasodilator score is 3) 6 h post-arrest, and maximum/
minimum lactate within 6 h post-arrest.

The following data was collected from the Society of Thoracic Sur-
geons Congenital database for surgical encounters: The Society of
Thoracic Surgeons (STS)-European Association of Cardiothoracic Sur-
gery (STAT) mortality category, cardiopulmonary bypass and cross
clamp time.

Exposures:

Our primary exposure was presence of early hypotension, which was
defined as the lowest documented or minimumMAP< 5th percentile for
age during the first 6 h after ROC.8 The absence of hypotension was
defined as no recorded MAP < 5th percentile for age. MAP values were
preferentially obtained from invasive arterial BP monitoring when
present. If invasive arterial BP monitoring was not present, noninvasive
BP monitoring was used. All MAP values were documented at the min-
imum of once every hour by the bedside nurse in the electronic medical
record. As an exploratory analysis, we also evaluated burden of early
hypotension, which was defined by the number of MAP values < 5th
percentile for age divided by total number of MAP values during the first
6 h after ROC.

Outcome measures

Our primary outcome was SHD with FNO. We defined SHDwith FNO
as Pediatric Cerebral Performance Score (PCPC) of 1,2, or 3, or no
change in discharge and admission PCPC.9 Secondary outcomes
included SHD, SHD with favorable functional status, neuroimaging
injury, and electroencephalogram (EEG) abnormalities. We defined
favorable functional status using Functional Status Score (FSS)10 and
defined favorable functional status as a change in discharge and
admission overall FSS by less than or equal to 3 or any individual
domain difference of less than or equal to 2. PCPC and FSS scores were
assigned independently by two of the co-authors (PY; SF). When there
were discrepancies in PCPC and FSS scores, both co-authors discussed
and came to a consensus on the final score. All brain MRI and CT scans
taken between days 3–14 post-arrest were scored by two board certified
pediatric neuroradiologists (MM; SS) using two different scoring sys-
tems: (a) the modASPECTS scoring system which has been validated in
children post-arrest and (b) an ECMO scoring system which has been
validated in the ECMO population.11,12. See Supplementary Fig. 1 for
ECMO scoring tool description. These scoring tools are complementary
given modASPECTS is better suited for detection of ischemic changes,
whereas the ECMO scoring tool incorporates hemorrhage. All EEGs

Abbreviations

ECMO extracorporeal membrane oxygenation
ECPR extracorporeal cardiopulmonary resuscitation
ROC return of circulation
PCAC post cardiac arrest care
CNS central nervous system
BP blood pressure
SHD survival to hospital discharge
FNO favorable neurologic outcomes
CICU cardiac intensive care unit
LOS length of stay
PCPC Pediatric cerebral performance category
FSS functional status score
SVP single ventricle physiology.
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during hours 25–72 h post-arrest were analyzed for qualitative analysis
by a pediatric neurology fellow (TB). For every ten EEG’s analyzed, a
board-certified pediatric epileptologist (DS) overread one EEG. There
were no discrepancies between the two independent readers for the 1 in
10 EEG’s that were read by both raters. Each EEG was analyzed for
background abnormalities (normal, mild, moderate, severe) and pres-
ence of seizures (See Supplementary Tables 1 and 2). EEG background
severity classification was adapted by a study from Thorp et al.13

Statistical analysis

Categorical variables are presented as counts and percentages. Dif-
ferences in categorical variables between patients with favorable and
death/unfavorable neurologic outcome were tested by Chi Square test.
Mean and STD or medians and interquartile range were used to describe
continuous variables. Differences in continuous variables were tested by
Wilcoxon and t-test. The association between presence of hypotension
and burden of hypotension with primary and secondary outcomes were
completed with univariate logistic regression and multivariable logistic
regression model. Covariates for the multivariable logistic regression
model were chosen if they had a p value< 0.1. Collinearity was assessed
by the variance inflation factor. We also performed a subgroup analysis
on patients with SVP. All analyses were performed using SAS 9.4 (SAS
Institute, Cary, NC). All statistical tests were two-sided, with P < 0.05
considered significant.

Results

There were 82 index ECPR events that met inclusion and exclusion
criteria during the study period that were analyzed (See Fig. 1 for flow
diagram of data analysis). Table 1 displays the pre-, intra- and post-
arrest characteristics and outcomes for patients with SHD with FNO
compared to those who died or had SHD without FNO. Of the 82 pa-
tients, 37 (45 %) had SHD, 35 (42.6 %) had SHDwith FNO. Compared to
patients who died or had SHD without FNO, those with SHD with FNO
had shorter CPR duration, lower number of epinephrine and calcium
doses used intra-arrest, and lower maximum lactate levels within 6 h
post-arrest. Characteristics of survivors vs. non-survivors showed similar
results (Supplementary Table 3).

Table 2 illustrates the association of presence of hypotension vs.
outcomes. During the first 6 h after ROC, 36/82 (43.9 %) patients had
hypotension. Of the 82 patients, 35 (42.6 %) had SHD with FNO, 17
(20.7 %) had SHDwith favorable functional status, 40 (48.8 %) had EEG
and 36 (43.9 %) had neuroimaging available for analysis. Of the 40
patients who had EEG for analysis, 10 (25 %) patients had seizures and
27 (67.5 %) patients had moderate or severe EEG background. Of the 36
patients who had neuroimaging, 25(75 %) patients had ECMO score ≥ 5
and 13 (36.1 %) had a modASPECTS score ≥ 5. There was no difference
in rates of SHD with FNO, SHD with favorable functional status, or SHD
in patients with and without the presence of hypotension. There was no
difference in the rates of acute CNS injury defined by seizures, back-
ground EEG severity of moderate or severe, or neuroimaging injury
defined by ECMO scores. Patients with hypotension vs. no hypotension
had higher rates of neuroimaging injury defined by modASPECTS
scores. Patients with neuroimaging had longer CPR duration and higher
maximum lactate levels that were more similar to patients with death or
SHD without FNO compared to those with SHD with FNO (Supple-
mentary Table 6). ECMO cannulation site was not associated with
presence of neuroimaging injury (Supplementary Table 7). After con-
trolling for CPR duration, maximum lactate level, number of intra-arrest
epinephrine and calcium doses given, presence of hypotension was not
associated with any outcomes, including neuroimaging injury defined
by modASPECTS scores.

Fig. 2 displays burden of hypotension vs. various outcomes at hos-
pital discharge. Fig. 3 displays burden of hypotension vs. various acute
CNS injury outcomes. Of the 82 patients, the median [IQR] of burden of

Table 1
Characteristics of Patients with SHD with Favorable Neurologic Outcomes vs.
Death or SHD with Unfavorable Neurologic Outcomes.

Variable Total
(N ¼ 82)

SHD with
Favorable
Neurologic
Outcome (N
¼ 35)

Death or SHD
with
Unfavorable
Neurologic
Outcome (N ¼
47)

P
value

Pre-arrest
Age (months) 0.3[0.1,3.6] 0.2[0.0,11.5] 0.3[0.1,3.2] 0.70
Race (white) 54(65.9) 23(42.6) 31(57.4) 0.98
female sex (%) 35 (42.7) 13(37.1) 22(62.9) 0.38
Weight(kg) 4.9

[3.4,12.8]
4.4[3.3,37.9] 4.9[3.4,11.3] 0.91

Weight for age z
score

− 1.2 ± 1.8 − 0.9 ± 1.7 − 1.4 ± 1.9 0.32

Genetic syndrome
(%)

14 (17.1) 7(50.0) 7(50.0) 0.54

Single ventricle (%) 37(45.1) 15(40.5) 22(59.5) 0.72
Single ventricle
physiology (%)

34(41.4) 14(41.2) 20(58.8) 0.82

Medical encounter
(%)

29(35.3) 13(44.8) 16(55.2) 0.77

Gestational age at
birth, if age < 12
months at time of
arrest (N = 50),
weeks

38.0
[36.0,39.0]

38.0
[37.0,39.0]

39.0
[35.5,39.0]

0.83

Prior or Subsequent
cardiac arrest
during same
admission (%)

30(36.6) 12(40.0) 18(60.0) 0.71

Stat Category (N = 50)
1,2,or 3 (%) 9 (18) 4(44.4) 5(55.6) 0.93
4 (%) 30 12(40.0) 18(60.0)
5 (%) 11 4(36.4) 7(63.6)
Cardiopulmonary
bypass time (N =

44), minutes

135.0
[95.0,197.0]

157.5[101.0,
182.0]

116.0[82.0,
197.0]

0.43

Cross clamp time
(N = 44), minutes

68.0
[38.0,122.0]

110.0
[49.0,130.0]

53.5[35.0,
84.0]

0.08

Pre-arrest VIS 2 h 3.2[0.0,8.0] 4.8[1.0,7.0] 2.7[0.0,8.7] 0.52

Intra-arrest
CPR duration (min) 37.2 ± 19.1 30.3 ± 15.1 42.3 ± 20.3 0.004
Number of
Epinephrine
doses given

7[5,11] 6[3,8] 8[6,13] 0.003

Epinephrine dosing interval
< 5 min 47(57.3) 18(38.3) 29(61.7) 0.55
5–8 min 17(20.7) 8(47.1) 9(52.9)
More than 8 min 15(18.3) 8(53.3) 7(46.7)
Calcium given (%) 65(79.3) 25(38.5) 40(61.5) 0.13
Number of Calcium
doses given

1[1,3] 1[0,2] 2[1,3] 0.04

Sodium bicarbonate
given (%)

64(78.0) 28(43.8) 36(56.3) 0.71

Number of sodium
bicarbonate doses
given

1[1,3] 1[1,2] 1[1,3] 0.53

Shockable Rhythm
(%)

17(20.7) 9(52.9) 8(47.1) 0.34

Post arrest
ECMO flow (ml/kg/
min) mean over 6
h (N = 79)

123 ± 47 122 ± 52 124 ± 44 0.82

ECMO cannulation site
Neck 25 (30.4 %) 8 (32 %) 17(68 %) 0.20
Groin 8 (9.8 %) 4(50 %) 4(50 %) 0.66
Chest 49(68.1 %) 23(46.9 %) 26(53.1 %) 0.34
VIS mean 6 h 3.4[1.0,6.4] 3.9[0.6,6.7] 2.8[1.0,6.1] 0.66
Vasodilator score
mean over 6 h

0[0,0] 0[0,0] 0[0,0] 1.00

Max Lactate 14.0 ± 5.4 12.5 ± 4.4 15.1 ± 5.9 0.03
Min lactate 8.0 ± 5.2 7.3 ± 4.0 8.6 ± 5.9 0.24
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hypotension was 0[0,14.3]%. There was no difference in the burden of
hypotension for various outcomes. Table 3 shows the results of univar-
iate and multivariable logistic regression analyses for burden of hypo-
tension vs. various outcomes. After controlling for CPR duration,
maximum lactate level, and number of intra-arrest epinephrine and
calcium doses given, burden of hypotension was not associated with any
outcomes.

A subgroup analysis was performed for patients with SVP (Supple-
mentary Tables 4 and 5). Given the small number of SVP patients in our
cohort (N = 34), only a univariate analysis was completed. Results were
similar to the larger cohort in that no association was found between
presence of hypotension or burden of hypotension and any outcomes.

Discussion

In this single center retrospective cohort study of children admitted
to a CICU after ECPR, we found no association between our primary
exposure variable of presence of hypotension within 6 h of ROC and SHD
with FNO. Similarly, no associations were observed for our secondary
outcomes of SHD with favorable functional status or other markers of
acute CNS injury such as presence of seizure, abnormal background EEG,
or neuroimaging injury defined by ECMO scores. We found an initial
association between presence of hypotension and neuroimaging injury
defined by modASPECTS scores yet this association was not proven after
controlling for potential confounding factors. Similar results were found
for burden of hypotension.

While multiple studies have shown an association between hypo-
tension and mortality after pediatric cardiac arrest,14–17 there has only
been one prior study that has included children after ECPR by Topjian
et al.18 This secondary analysis of the THAPCA-IH trial showed that
while non ECMO patients who had early hypotension were less likely to
have SHD, it was not associated with SHD for ECMO patients. While the
results of our study are consistent with the findings by Topjian et al, it is
unclear why the presence of hypotension is not associated withmortality
in ECPR patients. CNS injury that occurs during cardiac arrest can differ
from patient to patient, further compounded by the heterogeneity seen
across age groups and underlying cardiovascular malformations. In
addition, ECMO patients have other risk factors that can alter their risk
of CNS injury, such as the need for anticoagulation which in the setting
of hypertension, can heighten the risk of hemorrhage stroke. In addition,
there is evidence that the non-pulsatile flow from ECMO can cause
impaired cerebral autoregulation by causing endothelial dysfunction.19

Our cohort was similar to the ECMO group analyzed in the study by

All variables with normalized distribution expressed as mean ± STD. All vari-
ables with non-normalized distribution expressed as median [interquartile
range].

Table 2
Association of Presence of Hypotension vs. Primary and Secondary Outcomes.

Outcomes Yes hypotension (MAP < 5th
percentile)
(N ¼ 36)

No Hypotension
(MAP ≥ 5th percentile)
(N ¼ 46)

P
value

Unadjusted Odds Ratio
[95 % CI]

Adjusted Odds Ratio*
[95 %CI]

P
value

SHD 16(44.4) 21(45.7) 0.91 0.95[0.39,2.29] 1.35[0.48,3.31] 0.57
SHD with FNO 16(44.4) 19(41.3) 0.78 1.14[0.47,2.74] 1.83[0.629,5.31] 0.27
SHD with favorable functional
status

9(25) 8(17.4) 0.40 1.58[0.54,4.63] 2.60[0.72, 9.47] 0.15

ECMO score ≥ 5# 9 (75 %) 16 (66.7 %) 0.61 1.50[0.32,7.12] 0.69[0.09,5.44] 0.73
modASPECTS score ≥ 5# 7 (58.3 %) 6 (25 %) 0.049 4.2[0.96,18.3] 3.29[0.58,18.6] 0.18
Seizure Yes 4 (25 %) 6 (25 %) 1 1[0.23,4.31] 0.87[0.15,5.14] 0.88
Background EEG severity
moderate or severe

12 (75 %) 15 (62.5 %) 0.41 1.80[0.44,7.31] 0.88[0.13,5.8] 0.89

*adjusted for CPR duration, number of intra-arrest epinephrine doses given, number of intra-arrest calcium doses given, and maximum lactate in the first 6 h.
# N = 36 with neuroimaging.
◇ N = 40 with EEG.
Abbreviations: SHD = survival to hospital discharge, FNO = favorable neurologic outcome, EEG = electroencephalogram, ECMO = extracorporeal membrane
oxygenation

Fig. 1. Flow diagram for data analysis. Abbreviations: IHCA- in hospital car-
diac arrest, CMC-Children’s Medical Center, CICU-cardiac intensive care unit,
ECPR-extracorporeal cardiopulmonary resuscitation.

Table 3
Burden of Hypotension vs. Primary and Secondary Outcomes.

Outcomes Unadjusted Odds
Ratio [95 % CI]

Adjusted Odds
Ratio* [95 %CI]

P
value

SHD 1.00[0.98,1.01] 1.00[0.99,1.02] 0.85
SHD with FNO 1.00[0.98,1.01] 1.01[0.99,1.02] 0.59
SHD with favorable
functional status

1.01[0.99,1.02] 1.01[0.99,1.03] 0.18

ECMO score ≥ 5# 0.99[0.96,1.03] 0.97[0.92,1.01] 0.16
modASPECTS score ≥ 5# 1.02[0.99,1.06] 1.02[0.98,1.06] 0.44
Seizure Yes◇ 0.96[0.90,1.03] 0.96 [0.88, 1.02] 0.17
Background EEG severity
moderate or severe◇

1.02[0.99,1.05] 1.00[0.95,1.04] 0.83

*adjusted for CPR duration, number of intra-arrest epinephrine doses given,
number of intra-arrest calcium doses given, and maximum lactate in the first 6 h.
# N = 36 with neuroimaging.
◇N = 40 with EEG.
Abbreviations: SHD = survival to hospital discharge, FNO = favorable neuro-
logic outcome, EEG = electroencephalogram, ECMO = extracorporeal mem-
brane oxygenation.
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Topjian et al. in that both studies had cohorts with high percentage of
pre-existing cardiac disease and young age. This could potentially
explain why there a lack of association with hypotension was seen with
different survival outcomes. Nearly half of our cohort had SVP, a pop-
ulation known to be sensitive to high afterload. Our subgroup analysis of
patients with SVP showed similar results to the larger cohort, however
the analysis was limited by use of a univariate analysis given small
numbers in the SVP subgroup. The median age of our cohort at the time
of arrest was 0.3 months. Given limitations on the neurologic exam of
young infants (i.e. a seemingly normal exam can be associated with
abnormal MRI findings), it is possible that if we had completed long term
neurodevelopmental testing on these children, CNS deficits may start to
present. In our study, assessments were performed at hospital discharge

using PCPC and FSS. These tools have the advantage of being quick to
administer and not relying on subjective assessments. Although vali-
dated for short-term outcomes, they require estimation, especially in
younger children, and pose challenges when extracting information
from charts in a retrospective study. FSS and PCPC are rudimentary
measures and are not age-validated. Future studies using more sensitive
assessments may be indicated to elucidate the correlations betweenMAP
and long term neurodevelopmental outcomes.

Our study has several strengths. Most pediatric studies evaluating the
association between post-arrest BP and outcomes at hospital discharge
have focused on more global outcomes such as SHD and SHD with FNO.
While PCPC is a measure of global cognitive impairment, it does not
assess more granular cognitive and functional status changes that FSS is
able to evaluate. Although some may consider our single center study a
limitation, we consider it to be a strength since it has allowed us to
analyze similar practice patterns across the cohort and obtain more
granular data, such as measures of acute CNS injury such as EEG and
neuroimaging results. As such, results of this single center study may not
be applicable to all centers. Prior studies have shown that an increased
burden of hypotension in the post-arrest period to be associated with
mortality in children,20,21 similar to the results of our study. As opposed
to the study by Liu et al. which used high resolution blood pressure
waveform data to calculate burden of hypotension, our study was
limited by the use of hourly EHR blood pressure data.21 Future studies
should use high resolution blood pressure waveform data to evaluate the
association of burden of hypotension with neurologic outcomes in
children with heart disease after ECPR. Additionally, our study period
spans a period of 12 years. We did not explore a time-based analysis to
account for practice changes over time however future studies should
address this concern. As a retrospective study, the assessments of
neurologic and functional outcomes were limited by chart review.
Future studies should address these limitations by prospectively evalu-
ating neurologic and functional outcomes by caregiver interviews. Our
study sought to evaluate post-arrest BP targets in children with cardiac
disease after ECPR, and thus it is unclear how to apply these results to
children with cardiac disease who did not undergo ECPR. Future studies
should address how post-arrest hypotension affects children with car-
diac disease after conventional CPR.

Conclusion

In this retrospective observational study of children admitted to a
single center pediatric CICU, after controlling for potential confounders,
we found no association between presence of early hypotension after
ECPR and our primary outcome of SHD with FNO. Additionally, we did
not find any association with our secondary exposure of burden of hy-
potension and SHD with FNO. Multicenter studies that incorporate post
arrest neuroimaging and long-term neurodevelopmental outcomes are
needed to better our understanding of how blood pressure management
in the post-ECPR period affects neurologic outcomes for children with
cardiac disease.
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