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Invasive cardiac output (CO) monitoring, traditionally performed with transpul-
monary thermodilution techniques, is usually reserved for high-risk patients
because of the inherent risks of these methods. In contrast, transesophageal
Doppler (TED) technology offers a safe, quick, and less invasive method for routine
measurements of CO. After esophageal insertion and focusing of the probe, the
Doppler beam interrogates the descending aortic blood flow. On the basis of the
measured frequency shift between the emitted and received ultrasound frequency,
blood flow velocity is determined. From this velocity, combined with the simulta-
neously measured systolic ejection time, CO and other advanced hemodynamic
variables can be calculated, including estimations of preload, afterload, and
contractility. Numerous studies have validated TED-derived CO against reference
methods. Although the agreement of CO values between TED and the reference
methods is limited (95% limits of agreement: median 4.2 L/min, interquartile range
3.3–5.0 L/min), TED has been shown to accurately follow changes of CO over time,
making it a useful device for trend monitoring. TED can be used to guide
perioperative intravascular volume substitution and therapy, with vasoactive or
inotropic drugs. Various studies have demonstrated a reduced postoperative
morbidity and shorter length of hospital stay in patients managed with TED
compared with conventional clinical management, suggesting that it may be a
valuable supplement to standard perioperative monitoring. We review not only the
technical basis of this method and its clinical application but also its limitations,
risks, and contraindications.
(Anesth Analg 2009;109:340–53)

Hemodynamic optimization is one of the crucial
goals of anesthesia management in ensuring adequate
perioperative organ perfusion. Adequate perfusion,
however, not only relies on sufficient perfusion pres-
sure but also on systemic blood flow, i.e., cardiac
output (CO), to deliver oxygen and substrates to the
organs and to eliminate metabolic by-products. Al-
though arterial blood pressure is measured periopera-
tively in most patients, CO is not routinely monitored.
Thermodilution techniques, requiring insertion of a
pulmonary artery catheter, are considered to be the
clinical standard of CO measurement.1,2 However,
major risks, high costs, and considerable additional
time needed for pulmonary artery catheter insertion
limit the routine assessment of CO. Intraoperative CO
monitoring could, however, be useful in many pa-
tients to guide fluid administration and therapy with

vasoactive and inotropic substances. Therefore, trans-
esophageal Doppler (TED) ultrasonography of the
descending aorta could be a useful monitoring device.
TED allows a continuous estimation of CO and facilitates
the assessment of preload, afterload, and myocardial
contractility by calculating advanced hemodynamic
variables. Various studies have demonstrated im-
proved patient outcome and reduced length of hospi-
tal stay when hemodynamic management is guided
by TED,3–12 suggesting that this technique may be a
valuable supplement to the current standard hemody-
namic monitoring. Early TED devices were not user
friendly and were difficult to operate, which pre-
vented widespread clinical use. In recent years, new
devices have been developed, which combine the
benefits of safe and continuous CO monitoring with
the advantages of simple operation and straightfor-
ward display of the measured data. We review the
technical basis and clinical applications including
limitations, risks, and contraindications.

TECHNICAL PRINCIPLES
Doppler Sonography

The Doppler effect describes an apparent change in
the frequency of a wave noticed by an observer
moving relative to the source of the wave. The fre-
quency shift, i.e., the discrepancy between actual and
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noted frequency, is directly proportional to the rela-
tive velocity between the emitter and receiver. By
measuring this Doppler frequency shift (�f), which is
produced when moving red blood cells are interro-
gated by an ultrasound beam, blood flow velocity (v)
can be determined by the standard Doppler
equation13:

V �
�f � c

2fT � cos �

where c is the velocity of the ultrasound waves in
body tissue and fT, the transmitted frequency. The
cosine of the angle between the Doppler beam and
blood flow (cos �) serves as a correction factor to
adjust for the angle of insonation. Note that deviations
of the actual from the assumed angle of insonation
will result in erroneous velocity calculations. Because
of the nonlinear character of the cosine function, this
error rapidly increases at increasing angles. For ex-
ample, a deviation of 1° in the actual from the as-
sumed angle results in approximately 1%, 3%, and
10% error at an insonation angle of 30°, 60°, and 80°,
respectively, which increases to approximately 100%
at 90°. Ultrasound and Doppler physics have been
extensively reviewed in text books and review
articles.14–18

To determine aortic blood flow, the ultrasound
beam can be directed from an intercostal space or the
suprasternal notch toward the aortic arch or ascending
aorta.19,20 However, with this approach, continuous
monitoring is complicated because it is hardly pos-
sible to keep an external transducer in place, thus
avoiding changes in the insonation angle or loss of the
signal. The esophagus, as a natural guide rail in the
thorax allows the probe to stay in place and in close
proximity to the descending aorta. The Doppler trans-
ducer is mounted within the probe at a fixed angle,
and because the esophagus and aorta run almost
parallel at the midthoracic level, the insonation angle
is approximately the same as that between the probe
and the transducer (Fig. 1).21–23 These considerations
prioritize the esophageal route for the continuous
assessment of the aortic blood flow.

TED Sonography
TED sonography was first described by Side and

Gosling24 in 1971 and further refined by other inves-
tigators.21,23,25–30 Several devices have been developed;
however, most of them are no longer commercially avail-
able. Some were no longer marketed after they had
been further developed to more modern devices, and
others were not user friendly, were technically out-
dated, or purchased and abandoned by competitors.
Modern TED devices use 4-MHz continuous wave or
5-MHz pulsed-wave Doppler, with angles of in-
sonation at 45° or 60°. Currently, three devices are
marketed (CardioQ, Deltex Medical, Chichester, UK;
HemoSonic 100, Arrow International, Reading, PA;

Waki TO, Atys Medical, Soucieu en Jarrest, France)
and their technical characteristics are summarized in
Table 1.

The method of CO determination with TED is
analogous to one of the established principles used in
transesophageal echocardiography, which combines
measurements of transvalvular blood flow velocity
with determination of the valve area. In contrast to
transesophageal echocardiography, TED does not al-
low direct visual estimation of ventricular filling,
contractility, or valvular function, which might be
desirable in patients with complex cardiac patho-
physiology or extended surgery.

With TED, the descending aortic blood flow veloc-
ity is calculated based on the Doppler equation as
erythrocytes pass the ultrasound beam in the descend-
ing aorta (Fig. 1). Modern monitors display a wave
form of the velocity plotted against time, which
closely resembles flow-time diagrams obtained from
transthoracic Doppler measurements of aortic blood
flow.31–33 Its systolic portion is typically triangular,
and the base of the triangle represents the systolic
ejection time, which is also referred to as flow time
(Fig. 2). Because flow time depends on the heart rate,
it is usually corrected by a modification of Bazett’s
equation (flow time divided by the square root of the
cycle time), which is used to correct the QT interval of
an electrocardiogram.34 The resulting flow time cor-
rected (FTc) represents the systolic ejection time ad-
justed to one cardiac cycle per second. The upslope of
the graph shows the acceleration of blood in the
descending aorta, from which mean and peak accel-
eration can be determined. The peak of the wave form
corresponds to the peak blood velocity, followed by a
down-slope which depicts the deceleration of flow
during later systole (Fig. 2).

The area under the systolic portion of the curve
represents the stroke distance, i.e., the distance that
the blood column has moved forward in the aorta
during systole. Descending aortic stroke volume (cm3)
can then be determined by multiplying the stroke
distance (cm) with the aortic cross-sectional area (cm2;

Figure 1. Esophageal Doppler probe in situ. The probe is
inserted via the oral or nasal route to the midthoracic level
(between the 5th and 6th thoracic vertebra). At this level, the
aorta and esophagus run approximately parallel, allowing
interrogation of the descending aortic blood flow with a
known angle of insonation (Adapted with permission from
Deltex Medical, Chichester, UK).
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Fig. 3). Because blood flow in the descending aorta is
only a fraction of total CO, a constant proportion of
the blood flow between the descending aorta (ap-
proximately 70%) and the coronary and brachioce-
phalic arteries (approximately 30%) needs to be
assumed to estimate systemic stroke volume and CO.
The exact mode of how stroke distance is translated to
CO varies according to the manufacturer. The Hemo-
Sonic 100 device (Arrow International, Reading, PA)
measures the aortic cross-sectional area via an inte-
grated 10-MHz M-mode ultrasound probe, whereas
the CardioQ device (Deltex Medical, Chichester, UK)
uses a nomogram based on the patient’s age, height,
and weight.

CLINICAL APPLICATION
Probe Insertion and Placement

Insertion of the esophageal probe can easily be
performed within a few minutes28,35,36 via the oral or
nasal route similar to the placement of a gastric tube
(Fig. 1). Literature suggests that training in not more
than 12 patients is needed to achieve adequate probe

positioning and reliable CO measurements.22,37,38

The CardioQ probes (Deltex Medical, Chichester, UK)
are disposable, whereas the multiuse HemoSonic 100
probes (Arrow International, Reading, PA) must first
be placed in a single-use sheath. Probes can be in-
serted in conscious and anesthetized patients.28,39,40

Optimal insertion depth is the midthoracic level mea-
sured between 5th and 6th thoracic vertebra. This

Figure 2. Velocity-time plot. The systolic portion is typically triangular and its base represents the flow time (�systolic ejection
time). The peak of the waveform depicts the peak velocity in the descending aorta. Flow acceleration and deceleration are
derived from the upslope and downslope of the velocity curve. The area under the systolic portion of the curve (AUC)
represents the stroke distance, i.e., the distance that the blood column has moved forward in the aorta during systole. The
stroke distance is proportional to the stroke volume under the assumption that aortic diameter and distribution of blood flow
between the supra-aortic vessels and the descending aorta remains constant.

Figure 3. The descending aortic stroke volume can be deter-
mined by multiplying the stroke distance with the aortic
cross-sectional area.

Table 1. Technical Details of Three Transesophageal Doppler (TED) Devices. Information as Provided by the Manufacturer

CardioQ HemoSonic 100 Waki TO
Manufacturer Deltex Medical, Chichester, UK Arrow International, Reading, PA Atys Medical, Soucieu

en Jarrest, France
Doppler-mode Continuous wave Doppler Pulsed wave Doppler ?
Frequency 4 MHz 5 MHz 4 MHz
Angle of insonation 45° 60° ?
M-mode None 10 MHz Yes
Probe diameter 14–17 French (4.7–5.7 mm), single

use
20 French (6.7 mm), reusable ?, reusable

Unit dimensions 320 � 250 � 170 mm, weight 6 kg 300 � 250 � 200 mm, weight
4 kg

290 � 280 � 160 mm,
weight 8 kg

Translation of flow
measurement into
cardiac output

Nomogram (based on patient’s age,
weight, and height)

Determination of aortic diameter
through M-mode aortography

Nomogram
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depth can be estimated by superficially mapping the
distance from the incisors or nose to the third sterno-
costal junction, which usually corresponds to a depth
between 35 and 45 cm for adults depending on the
route of insertion. For children, insertion depth from
the lips can be approximated using the formula, 0.2 �
patient height in cm � 7 cm.36 After insertion, the
probe is rotated until the ultrasound beam is directed
toward the descending aorta as confirmed by visual-
ization of the typical aortic wave form and a charac-
teristic pulsatile sound pattern. Optimal focus is
accomplished by slight manipulations of the probe
until the largest and sharpest possible wave form with
minimal spectral dispersions and maximal pitch is
found. With the HemoSonic 100 device (Arrow Inter-
national, Reading, PA), the integrated M-Mode also
allows direct visualization of the aortic wall. Optimal
signal quality is crucial to obtain valid results. Acci-
dental manipulations of the probe (especially probe
rotation) may result in impairment of the signal qual-
ity. Therefore, the operator should check the signal
quality regularly by observing the displayed wave
forms while assessing the patient’s hemodynamic
variables. If the signal quality decreases, the probe
needs to be refocused.38

Risks and Contraindications
The incidence of complications associated with

TED use has not been systematically investigated.
Reported complications include minor trauma to the
buccal cavity,28 transient vagal response during
probe insertion,41 unintentional removal of a gastric
tube during probe removal,42 epistaxis,43 and two
cases of tracheal or bronchial probe misplacement.44,45

One major adverse event has been reported related to
the endobronchial probe placement. This probe had
likely compromised the seal of the tracheal tube cuff,
resulting in aspiration of gastric fluid.44 Although the
probe was located endobronchially, the aortic Doppler
trace appeared normal. Thus, a normal signal does not
exclude probe misplacement. Two unconfirmed cases
of esophageal perforation due to probe insertion were
reported in the Manufacturer and User Facility Device
Experience Database of the United States Food and
Drug Administration. One of the patients was receiv-
ing long-term corticosteroid medication, which might
have been a predisposing factor. Although it is likely
that minor complications are underreported, the risk
of TED insertion seems to be low so that it can be
considered as a safe technology.

Contraindications include any pathology which
predisposes the patient to an increased risk of injury
or bleeding, including esophageal or oropharyngeal
malformations, strictures, tumors, varices, esophagi-
tis, recent esophageal or upper airway surgery, and
long-term corticosteroid therapy or severe bleeding
disorders (Table 2). In patients with craniofacial
trauma, it may be safer to avoid the nasal route in
analogy to the placement of nasogastric tubes.46–55

Clinical Validation
Numerous investigators have compared measure-

ments of CO derived from TED with reference meth-
ods in various patient populations and under various
conditions (Table 3).22,28,30,36–38,42,43,45,56–90 Most often,
the transpulmonary thermodilution technique has
been used as the reference method. Validation studies
observed a positive correlation between TED mea-
surements and reference values with a median cor-
relation coefficient of 0.80 (interquartile range 0.73–0.89),
suggesting a linear association between the two mea-
surement techniques (Table 3). In Bland-Altman anal-
yses, a median bias of 0.37 L/min (interquartile range,
0.15–0.69 L/min) was observed between TED and
reference methods. The 95% limits of agreement val-
ues are wide (median 4.2 L/min, interquartile range,
3.3–5.0 L/min). These observations suggest that indi-
vidual CO measurements obtained with TED may
differ considerably from CO values derived by the
thermodilution technique, so that the two techniques
are not interchangeable. In this context, it has to be
considered that TED measurements are based on the
assumption of a constant diversion of blood flow. This
assumption may be violated, e.g., by aortic cross-
clamping or other conditions (Table 3). Furthermore,

Table 2. Contraindications for the Use of Transesophageal
Doppler (TED) Devices and Conditions in which the Device may
Potentially Give Inaccurate Readings

Contraindications
1. Local esophageal or oropharyngeal pathology

Malformations
Esophageal varices
Tumors
Strictures
Esophagitis
Recent esophageal or upper airway surgery

2. Systemic pathology increasing the risk of local tissue
damage or bleeding

Long term corticosteroid treatment
Severe bleeding disorders

3. Specific pathology depending on the route of probe
insertion

Craniofacial trauma or basilar scull fracture for nasal
route

Conditions in which the device may potentially give
inaccurate readings

1. Conditions potentially resulting in turbulent aortic
blood flow

Aortic coarctation
Severe aortic stenosis
Intraaortic balloon counter pulsation

2. Conditions potentially resulting in major deviations
of the insonation angle

Severe scoliosis
Operative manipulations of the anatomic relationship

between esophagus and aorta
3. Conditions potentially resulting in altered

distribution of blood flow
Aortic cross-clamping
Neuraxial anesthesia
Severe aortic insufficiency

4. Conditions restricting free access to patient’s head
Head and neck surgery
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Table 3. Studies Comparing Doppler Derived Hemodynamic Parameters to Reference Methods in Humans (Medline-Indexed, English
Literature Only)

Reference Year Device Population
n/paired

data

Parameters compared

R Biasa 95% LOAaDoppler Reference

Knirsch et al.61 2008 CardioQP Pediatric cardiologic 40/120 CO PAC bolus TD 0.81 �0.66 �1.13 to �2.45
Lafanechère

et al.62
2006 HemoSonic 100 Infrarenal aortic surgery 22/NR CO PAC bolus TD

After probe insertion 0.87 �0.10 �1.36 to �2.19
Preclamping 0.73 �0.13 �2.23 to �2.49
10 min after clamping 0.75 �0.43 �1.65 to �2.51
Before declamping 0.77 �0.54 �1.56 to �2.64
10 min after declamping 0.80 �0.18 �1.82 to �2.18
End of surgery 0.82 �0.15 �1.85 to �2.15

Change in CO 0.84 NR NR
Sharma et al.63 2005 TECO Post off-pump cardiac surgery 35/140 CO PAC bolus TD 0.59 �1.18 �1.54 to �3.90
Collins et al.64 2005 HemoSonic 100 Off-pump cardiac surgery 50/302 CO PAC bolus TD

After probe insertion NR �0.1 �2.1 to �1.9
Before heart displacement NR �0.6 �1.4 to �2.6
During heart displacement NR �0.5 �1.1 to �2.1
Before sternal closure NR �0.7 �0.7 to �2.1

Bein et al.65 2004 HemoSonic 100 Cardiac surgery 10/107
CO PAC continuous

TD
NR �0.15 �2.33 to �2.03

CO Pulse contour
analysis

NR �0.58 �2.70 to �1.54

Decoene
et al.66

2004 HemoSonic 100 Off-pump cardiac surgery 15/NR CO PAC continuous
TDBefore heart displacement NR �0.19 �0.89 to �1.27

During heart displacement 1 NR �1.4 �1.2 to �4.0
During heart displacement 2 NR �1.5 �0.8 to �3.8
During chest closure NR �0.4 �0.8 to �1.6

Kim et al.67 2004 CardioQ Escharectomy after burns 20/92 CO PAC bolus TD 0.80 �0.77 �1.97 to �3.51
Hullett et al.68 2003 CardioQ Off-pump cardiac surgery 20/331 CO PAC bolus TD 0.62 �0.56 �1.84 to �0.72
Iregui et al.42 2003 EDM I Medical and surgical ICU 24/24 CO PAC bolus TD 0.78 NR NR
Jaeggi et al.69 2003 HemoSonic 100 ICU after cardiac surgery 20/85 CI PAC bolus TD 0.3 �0.23 �1.4 to �1.8
Seoudi et al.70 2003 EDM Surgical ICU 15/150 CO PAC bolus TD 0.97 NR NR
Roeck et al.71 2003 CardioQ ICU 19/ CO PAC bolus TD

Investigator 1 before volume bolus /20 NR �0.39 NR
Investigator 2 before volume bolus /20 NR �0.17 NR
Investigator 1 after volume bolus /20 NR �0.28 NR
Investigator 2 after volume bolus /20 NR �0.24 NR

Moxon et al.45 2003 HemoSonic 100 Cardiosurgical ICU 13/47 CO PAC bolus TD 0.81 �0.23 �2.35 to �1.89
Su et al.56 2002 HemoSonic 100 Cardiac surgery 12/185 CO PAC bolus TD 0.64 0.11 �2.13 to �2.35

12/192 CO PAC continuous
TD

0.92 0.05 �0.93 to �1.03

Leather et al.72 2001 EDM II Radical prostatectomy 14/84 CO PAC bolus TD
Before epidural anesthetic

administered
NR �0.89 �2.67 to �0.88

After epidural anesthesic
administered

NR �0.55 �3.21 to �4.30

Odenstedt
et al.73

2001 Dynemo 3000 Liver transplantation 14/124 ABF PAC bolus TD 0.78 NA NA
Change in ABF 0.80 NA NA

DiCorte et al.74 2000 EDM Cardiac surgery 34/160 CO Aortic flow probe 0.77 NR NR
Penny et al.43 2000 EDM Preeclampsia 17/NR CO PAC bolus TD NR �2.0 �4.0 to �1.0
Tibby et al.36 2000 EDM Pediatric intensive care 100/198 CO Femoral artery

TD
0.90 NR NR

Change in CO NR 0.87% �16.0% to �17.7%
Baillard et al.75 1999 EDM II ICU 10/145 CO PAC continuous

TD
�0.01 �0.97 to �0.96

Madan et al.76 1999 EDM Surgical ICU 14/118 CO PAC bolus TD 0.77 NR NR
Bernardin

et al.77
1998 Dynemo 3000 Medical ICU 22/60 ABF PAC bolus TD 0.92 NA NA

16/16 Change in ABF 0.81 NA NA
Cariou et al.59 1998 Dynemo 3000 ICU ABF PAC bolus TD 0.80 NA NA
Colbert et al.78 1998 EDM Liver transplantation 18/234 CO PAC bolus TD 0.71 �0.07 �4.10 to �4.23
Lefrant et al.22 1998 EDM ICU CO PAC bolus TD

During training period 11/107 0.53 �1.2 �2.0 to �4.4
After training in 12 patients 49/320 0.89 �0.1 �2.1 to �2.3

Valtier et al.79 1998 EDM ICU
46/136 CO PAC bolus TD 0.95 �0.24 �1.56 to �2.04
17/53 CO Suprasternal

Doppler
0.94 �0.16 �1.58 to �1.90

13/46 CO Indirect
calometry

0.89 �0.2 �2.74 to �2.16

NR/88 Change in CO PAC bolus TD 0.90 0 �1.7 to �1.7
Krishnamurthy

et al.38
1997 EDM II Cardiac surgery CO PAC continuous

TDFirst 11 patients, no readjustments
of probe position

11/513 NR �0.8 �2.2 to �3.8

Subsequent patients, probe
position checked and refocused
before measurements

5/285 NR �0.14 �0.58 to �0.85

(Continued)
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interpretation requires adequate training of the opera-
tor in the understanding of the hemodynamic relation-
ships between preload, afterload, contractility, pressure,
and flow.

The positive correlation between TED and the ref-
erence methods suggests that the direction of changes
in CO can be tracked by TED and that a high value
obtained with one technique will likely be reflec-
ted by a high reading with the other technique.
Indeed, numerous studies report that TED meas-
urements accurately follow changes in CO over
time.28,36,43,59,62,73,77,79,81,82,84 Thus, TED may be used as a
trend monitor rather than a device for the exact measure-
ment of CO when the anesthesiologist or intensivist would

like to know whether certain events or interventions cause
a relevant change in CO.

Hemodynamic Variables: Estimation of Preload,
Contractility, and Afterload

Although monitoring of CO can provide informa-
tion about the hemodynamic situation, this variable by
itself is often insufficient to make therapeutic deci-
sions. A low CO, for instance, could be due to hypo-
volemia, heart failure, or an abnormally increased
total peripheral resistance—conditions which require
different therapeutic approaches. Compensatory mecha-
nisms can camouflage the hemodynamic situation if

Table 3. Continued

Reference Year Device Population
n/paired

data

Parameters compared

R Biasa 95% LOAaDoppler Reference

Keyl et al.80 1996 EDM II Cardiac surgery 24/NR CO PAC Bolus TD
After induction of anesthesia (A) NR �0.38 �1.7 to �2.5
After start of surgery (B) NR �0.48 �2.3 to �3.3
After sternotomy (C) NR �0.69 �2.2 to �3.6
Change from A to B Change in CO NR �0.10 �1.7 to �1.9
Change from B to C NR �0.21 �1.8 to �2.2

Klotz et al.81 1995 EDM I Infrarenal aortic surgery 6/ CO PAC Bolus TD
Preclamping /55 0.84 �0.96 �3.24 to �1.33
During clamping /75 0.79 �1.51 �2.99 to �0.02
After declamping /65 0.76 �1.47 �3.79 to �0.86
All periods /15 Changes in CO

�2 L/min
0.89 NR NR

Murdoch
et al.82

1995 EDM prototype Cardiosurgical pediatric ICU 11/ Change in MD PAC bolus TD NR �0.5% �10.7% to �9.7%

Schmid et al.83 1993 Accucom 2 Post cardiac surgery 16/140 CO PAC bolus TD 0.56 �0.37 �3.77 to �3.03
Perrino et al.84 1991 Accucom 2 Abdominal aortic surgery 39/ PAC bolus TD

Preclamping /193 CO 0.94 �0.4b Bias � 1.4
During clamping /134 CO 0.72 �0.7b Bias � 2.6
After declamping /147 CO 0.88 �0.1b Bias � 1.5
Preclamping /159 Change in CO 0.84 NR NR
During clamping /108 Change in CO 0.61 NR NR
After declamping /127 Change in CO 0.82 NR NR

Singer et al.58 1991 Prototype ICU and cardiothoracic surgery 43/49 Change in CO PAC bolus TD NR �0.6% �16.4% to �17.6%
Stein et al.85 1991 Lawrence 3000 Cardiac surgery 11/106 CO PAC bolus TD NR �1.0 �4.6 to �2.6
Perrino et al.57 1990 Accucom 1 Noncardiac surgery 20/107 CO PAC bolus TD 0.72 �0.45b �2.0 to �2.9b

Accucom 2 Noncardiac surgery 23/184 CO PAC bolus TD 0.91 �0.2b �1.2 to �1.6b

Spahn et al.86 1990 Accucom 1 Post cardiac surgery CO PAC bolus TD
Calibration method 1 NR/79 0.65 NR NR
Calibration method 2 NR/49 0.76 NR NR

NR/96 Change in CO 0.55
Kumar et al.87 1989 Ultracom Surgical patients (various specialties) 14/246 CO PAC bolus TD 0.75 ? NR
Singer et al.28 1989 Prototype ICU and cardiac surgery PAC Bolus TD

All patients 38/200 Change in CO NR �0.6% �13.5% to �14.7%
Age range 18–39 yr 2/NR CO 0.98
Age range 40–59 yr 12/NR CO 0.74
Age range 59–78 yr 24/NR CO 0.81

Singer et al.60 1989 Prototype Acute respiratory failure 6/19 Change in CO PAC bolus TD NR �0.3% �14.4% to �13.9%
Ueda et al.88 1989 Accucom Elective surgery 16/71 CO PAC bolus TD 0.94 �0.06 NR
Siegel et al.89 1988 Lawrence 3000 Cardiac or vascular surgery 9/25 CO PAC bolus TD 0.68 �0.1 NR

Change in CO 0.81 NR NR
Freund et al.37 1987 Ultracom and

Accucom
Noncardiac surgery 23/420 CO PAC bolus TD

All patients 0.67 �0.16 NR
Only last 13 patients 0.85 NR NR

Mark et al.90 1986 Ultracom Heart surgery pre bypass 16/82 CO PAC bolus TD 0.92 NR NR
Lavandier

et al.30
1985 Prototype ICU 21/300 ABF PAC bolus TD 0.98 NR NR

Because of different mathematical approaches, the algebraic sign reported with the bias does not indicate whether Doppler over- or underestimated the respective reference value in a particular
study.
ABF � aortic blood flow; CI � cardiac index; CO � cardiac output; ICU � intensive care unit; LOA � limits of agreement; MD � minute distance; NA � not applicable; NR � not reported;
PAC � pulmonary artery catheter; TD � thermodilution.
a Bias and LOA are generally reported in L/min unless otherwise indicated; changes in CO have sometimes been reported in percent % (italic numbers).
b Value estimated from figure. The EDM Devices, actually forerunners of the CardioQ (Deltex Medical, Chichester, UK), were called ODM (Oesophageal Doppler Monitor) on the European market,
therefore this term is found in some of the referenced studies. The Dynemo 3000 (Sometec, Paris, France) was a forerunner of the HemoSonic 100 (Arrow International, Reading, PA). All other
devices are no longer marketed.
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only standard monitoring is performed,91,92 and clini-
cal assessment is frequently insufficient or mislead-
ing.42,93,94 New TED devices facilitate estimations of
preload, afterload, and ventricular contractility by
allowing visual evaluation of the velocity wave form
(Figs. 4 and 5) and by reporting advanced hemody-
namic variables, such as FTc, peak velocity, or mean
acceleration. In general, the FTc primarily responds to
changes in preload and afterload, whereas contractil-
ity is predominantly reflected by peak velocity and
mean acceleration. Reference values of these variables
have not been well established. Because the systole
takes approximately one-third of the entire cardiac
cycle, an FTc in the range of 330–360 ms is generally
considered normal.95 However, the ascending aortic
blood flow measurements in volunteers suggest that
the FTc actually depends on age.96 The FTc was 292 �
22 ms (mean � sd) in 21–30-yr-old volunteers (n � 18),
324 � 38 ms in 41–50-yr-old volunteers (n � 18) and
remained fairly constant with increasing age. In con-
trast, the peak velocity decreases with increasing age
from approximately 110–130 cm/s at childhood and
adolescence to about 60–70 cm/s at 70 yr.96–98 Gender
does not have an influence on either variable.

No single measured variable is specific for preload,
afterload, or contractility. Changes in one variable will
be accompanied by compensatory changes of the other
variables. It is often the combination of different
variables and the way they respond to dynamic car-
diovascular events or challenges, which clarifies the
hemodynamic situation. The characteristic patterns of
the variables, which are described later and in Figures
4 and 5, are derived from transcutaneous Doppler

measurements of the ascending aorta in healthy vol-
unteers33 and critically ill patients,31,32 and from two
studies of the transesophageal descending aortic
blood flow measurements in critically ill and surgical
patients.28,58

Preload and Afterload
The FTc is frequently claimed to indicate preload.

Indeed, the FTc allows the assessment of fluid respon-
siveness in hypovolemic patients.99 One study sug-
gests that the FTc is superior to pulmonary artery
wedge pressure in predicting preload.76 However,
because the FTc is inversely related to systemic vas-
cular resistance, a shortened FTc may also indicate a
preload-independent vasoconstriction, for example,
due to hypothermia, vasopressors, or heart failure. To
differentiate between hypovolemia and increased af-
terload, peak velocity also needs to be assessed. Com-
pensated hypovolemia is characterized mainly by a
shortened FTc with a normal or only moderately
reduced peak velocity, reflected by a narrow wave
form with a nearly normal amplitude (Figs. 4 and 5).
In contrast, a shortened FTc accompanied by a consid-
erably reduced peak velocity, resulting in a wave form
with a narrow base and a reduced amplitude, suggests
an increase in afterload. In equivocal cases, changes in
stroke volume secondary to a volume bolus can clarify
the situation.

The normal, not volume over-loaded heart, oper-
ates on the ascending limb of the Starling curve (stroke
volume plotted against the preload) and a fluid chal-
lenge will result in an adequate increase in stroke

Figure 4. Velocity-time waveforms of
aortic blood flow under various he-
modynamic conditions. The constel-
lations depicted for preload do not
apply to hypovolemic shock or hy-
pervolemic cardiac decompensation,
both of which are associated with a
marked reduction in SV, PV, and
eventually FTc. SV � stroke volume;
FTc � flow time corrected; PV �
peak velocity; MA � mean accelera-
tion; 1 and 2 direction of change.
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volume. In contrast, the absence of an adequate in-
crease indicates that this particular heart operates on
the flat portion of the Starling curve and may likely
become hypervolemic with further filling. Therefore,
situations in which intravascular fluid administration
is not accompanied by adequate increases (or even
decreases) in stroke volume despite a low FTc should
not prompt the clinician to assume (persisting) hypo-
volemia but rather alert the anesthesiologist to suspect
a pathologically increased afterload. Note that the
absence of an adequate response to a volume bolus
can in some instances be caused by pathological states
preventing left ventricular filling, such as ongoing
hemorrhage, severe mitral stenosis, lung embolism,
heart tamponade, or extravascular infusion of the
administered fluids.

Contractility
Peak velocity and mean acceleration are markers of

left-ventricular contractility. Left ventricular failure is
associated with a decrease of both variables, resulting
in a reduced height, slower upslope, and rounded
apex of the wave form. In contrast, inotropes will
increase peak velocity and mean acceleration (Figs. 4
and 5).

Guidance of Perioperative Intravascular Volume Therapy
with TED

Optimal perioperative fluid management is con-
troversial, and restrictive as well as liberal fluid
managements have been advocated.100 –107 Recipe-
like concepts do not consider that preoperative
fasting, volumes of distribution, blood and urine
loss, and evaporation vary considerably among
patients. Although hypovolemia jeopardizes oxygen
transport and is a critical contributor to tissue hypoper-
fusion and hypoxia,108–111 hypervolemia may promote
venous congestion, lung edema, or heart failure112,113

and has been shown to worsen the outcome after
various types of surgery.102,107,114–116 Therefore, it
seems advantageous to guide fluid replacement and,
hence, stroke volume individually to avoid hypovole-
mia and hypervolemia. Arterial blood pressure and
heart rate alone are insufficient to detect compensated
states of hypovolemia because they can remain fairly
normal, whereas microcirculation and tissue oxygen-
ation are already markedly reduced.91,92 TED has been
suggested to be a useful supplement to current stan-
dard monitoring,58,117 because it allows early recogni-
tion of hypovolemia and guides intravascular volume

Figure 5. Original recordings of wave-
forms and variables from patients
with hypovolemia (A), increased af-
terload (B), and left ventricular fail-
ure (C) and the response to adequate
treatment. CO � cardiac output;
SV � stroke volume; FTc � flow time
corrected; MD � minute distance
(�stroke distance multiplied with
heart rate); HR � heart rate (CardioQ
device, Adapted with permission from
Deltex Medical, Chichester, UK).
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replacement while avoiding hypervolemia. Practi-
cally, repetitive fluid boli are applied until no further
adequate fluid responsiveness is observed, indicating
that the optimal fluid load has been reached. In
general, an increase in stroke volume of more than
10% after a colloid bolus of approximately 3 mL/kg is
considered as an adequate response.3–5,7–9,11 There is
no single protocol which can currently be recom-
mended as best practice to guide fluid therapy. Figure
6 shows an example of an algorithm for practical
clinical use based on the synthesis of experimental
protocols and literature.3–12,118

Numerous studies have compared perioperative
Doppler-guided intravascular volume replacement
strategies with conventional clinical volume replace-
ment in various groups of surgical patients, including
abdominal, cardiac, orthopedic, urologic, and gyneco-
logic surgery and multiple-trauma patients (Table
4).3–12 The investigators used different experimental
protocols, with the common basis that in the TED
groups fluid boli were administered according to an
algorithm, until a defined hemodynamic target was
reached. All of these studies, with nearly 1000 pa-
tients, conclusively report beneficial effects in the
Doppler-guided groups (Table 4). Patients managed
with esophageal Doppler required fewer days in an

intensive care unit and were medically fit for dis-
charge from hospital earlier.3–12 This is not only ad-
vantageous for the individual patient but may also
lead to a saving in overall costs.5 Moreover, the data
suggest that Doppler-guided fluid replacement re-
duces the risk of postoperative complications and
morbidity.3–5,7,12 Reductions in the incidence of post-
operative nausea and vomiting, a shorter recovery
time of gut function, and resumption of enteral nutri-
tion have also been reported in the volume-optimized
groups.5,6,9 As a rough guide, such beneficial effects
have been observed with operations exceeding 1 h,
operations involving entry into a body cavity, or in
surgery with an anticipated blood loss of more than 1
L.3–12 None of the studies was actually powered to
detect reductions in mortality; however, Chytra et al.3

observed a trend toward increased survival in
multiple-trauma patients managed with Doppler-
guided fluid therapy. Nevertheless, a conclusive de-
termination of the role of TED in reducing morbidity
and mortality is not yet possible and requires addi-
tional and adequately powered studies.

Other Potential Clinical Indications
In addition to hemodynamic guidance, TED has

been suggested to be useful for optimization of posi-
tive end-expiratory pressure. Because delivery of oxy-
gen to body tissues is a function of arterial oxygen
content and CO, decreases in CO by increasing posi-
tive end-expiratory pressure may decrease oxygen
delivery despite increases in arterial oxygen content.60

Other reported clinical applications of TED are early
detection of hypervolemia associated with transure-
thral resection syndrome119 and monitoring of success-
ful ligation of patent ductus arteriosus, by observing
disappearance of the typical ductal flow pattern.120

Limitations of TED
First, Doppler velocity measurements assume that

all erythrocytes travel in the same direction and at the
same speed. In healthy patients, descending aortic
blood flow is usually laminar and is assumed to show
a relatively uniform velocity distribution over most of
the aortic cross-section.121 However, this may not
necessarily be the case in patients with aortic pathol-
ogy, such as coarctation, severe stenosis of the aortic
valve, dissection, or aneurysm of the aorta or intraaor-
tic balloon counter pulsation. Moreover, determina-
tion of flow velocity relies on accurate knowledge of
the angle of insonation. The assumption that the angle
of insonation equals the angle between the probe and
the transducer might be flawed in patients with al-
tered thoracic anatomy, e.g., in patients with severe
scoliosis or during surgical manipulations affecting
the anatomic relationship between the esophagus and
aorta.

Second, the aortic cross-sectional area is either
measured or estimated. Both approaches are subjected
to a certain inaccuracy. The HemoSonic 100 directly

Figure 6. Algorithm to guide intraoperative fluid therapy
with Doppler derived variables. FTc � flow time corrected;
SV � stroke volume. *These conditions include but are not
limited to increased afterload, heart failure, ongoing hemor-
rhage, paravenous fluid infusion, severe mitral stenosis,
lung embolism, or heart tamponade.
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measures the aortic diameter, from which the cross-
sectional area is calculated assuming a circular shape
of the aorta. However, the aortic cross-section is not a
perfect circle. Because the ejected volume distends the
aortic wall, the aortic cross-section undergoes changes
during the cardiac cycle,122,123 making accurate deter-
minations of the cross-sectional area difficult. A study
performed with the Dynemo3000 (Sometec, Paris,
France), a precursor of the HemoSonic 100, reveals an
average 5% error in the determination of the aortic
diameter.59 These errors in aortic diameter determina-
tion are magnified, because calculation of the cross-
sectional area of a circle includes the square of its
radius. Moreover, aortic plaque burden in the elderly
and decreased aortic compliance may affect the diam-
eter and aortic flow dynamics. To avoid this impreci-
sion, the CardioQ does not measure the aortic diameter
but uses a nomogram, which incorporates patient’s
age, height, and weight. This nomogram is not merely
a means of estimating aortic cross-sectional area but

provides a calibration factor to translate the descend-
ing aortic blood flow velocity to total left ventricular
CO over a wide range of patient conditions.124 The
nomogram is derived from average values in a popu-
lation and does not necessarily predict the true value
for an individual patient. The nomogram could pos-
sibly be further individualized by incorporating the
patient’s actual arterial blood pressure, because
changes in blood pressure have been particularly
shown to affect the aortic diameter.123,125,126

Third, CO calculations assume a constant diversion
of blood flow between supra-aortic vessels and the
descending aorta. Actually, this proportion is not
constant. Various states of acute illness, including
hemorrhage as well as septic, cardiogenic, and ana-
phylactic shock, lead to redistribution of CO.127–136

Moreover, general anesthetics exert variable effects on
vascular tone and may alter the distribution of CO to
various organs significantly.137 Similarly, aortic cross-
clamping and sympathetic blockade during spinal or

Table 4. Clinical Studies Comparing Conventional Fluid Therapy to Doppler-Guided Goal Directed Therapies (Medline-Indexed,
English Literature Only)

Reference Year

Conflict of
interest

Device Population n

Main outcome
(Doppler-guided vs
conventional fluid

replacement)Aa Ba

Chytra et al.3 2007 No No HemoSonic
100

Multiple-trauma patients in
intensive care unit

162 Reduced infectious complications,
shorter length of ICU and
hospital stay, lower lactate
concentrations, trend toward
increased survival

Noblett et al.4 2006 No No CardioQ Colorectal resection 103 Reduced morbidity and shorter
length of hospital stay

Wakeling
et al.5

2005 No Yes CardioQ Major bowel surgery 128 Reduced gastrointestinal and
overall morbidity, faster
recovery of gut function and
shorter length of hospital stay,
reduced costs

McFall et al.6 2004 No Yes CardioQ Colorectal resection 70 Reduced length of hospital stay,
earlier resumption of
unrestricted diet

McKendry
et al.7

2004 Yes Yes CardioQ Intensive care unit after
cardiac surgery

174 Reduced length of hospital stay,
trend toward reduced length of
ICU days and toward less
postoperative complications

Conway et al.8 2002 No No TECO 2 Major bowel surgery 57 Reduced need for ICU admission
Gan et al.9 2002 Yes ? EDM Major general,

gynaecological, or
urologic surgery

98 Reduced length of hospital stay,
less postoperative nausea and
vomiting, earlier solid oral
regimen

Venn et al.10 2002 No No EDM Proximal femoral fracture
surgery

90 Earlier medically fit to discharge

Sinclair et al.11 1997 No No EDM 2 Proximal femoral fracture
surgery

40 Reduced length in acute hospital
bed stay and reduced length of
total hospital stay

Mythen
et al.12

1995 No No EDM 1 Cardiac surgery 60 Reduced incidence of gut
hypoperfusion, less major
complications, reduced length
of ICU and hospital stay

The EDM Devices, actually forerunners of the CardioQ (Deltex Medical, Chichester, UK), were called ODM (Oesophageal Doppler Monitor) on the European market; therefore, this term is found
in some of the referenced studies.
a Conflict of interest A: direct support by manufacturer. B: study conducted by investigators who received fees (speakers bureau, etc.) from manufacturer.
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epidural anesthesia have also been shown to affect the
diversion of CO.72,138 In patients with severe aortic
insufficiency, a relevant portion of the systolic aortic
blood flow regurgitates into the left ventricle during
diastole and does not contribute to organ perfusion.

Regardless of the three limitations discussed ear-
lier, trend monitoring of CO should theoretically be
possible as long as the basic conditions remain unal-
tered. As soon as changes of the basic conditions
occur, for example, because of clamping or unclamp-
ing of the aorta or epidural injection of local anesthet-
ics and subsequent sympathicolysis, measurements of
CO do not necessarily reflect the true changes in CO
associated with such interventions.

In addition, in patients with atrial fibrillation, all
measured values may vary considerably from beat to
beat. This may counteract reliable calculations of the
FTc and can make the interpretation of results diffi-
cult. Averaging the readings over several beats can be
helpful in such cases.

Finally, free access to the head is needed because
occasional refocusing of the probe can be necessary.
Therefore, use of TED monitoring during head and
neck surgery can be difficult. Conditions in which the
device may potentially give inaccurate readings are
summarized in Table 2.

CONCLUSIONS
TED allows the continuous trend monitoring of CO

and other advanced hemodynamic variables. It may
facilitate early recognition of hemodynamic changes,
so that the anesthesiologist can anticipate rather than
react to hemodynamic deterioration. It may help to
guide individual fluid administration and therapy
with vasoactive and inotropic drugs. Perioperative
hemodynamic guidance using TED has been shown to
reduce postoperative morbidity and the length of
hospital stay.

The limitations of TED technology are derived from
the assumptions that are needed to translate descend-
ing aortic blood flow velocity to CO. Because these
assumptions may not always hold true, the shortcom-
ings of the method need to be considered to avoid
misinterpretations of the measured data. In particular,
it should be noted that TED-derived CO values are not
interchangable with the thermodilution technique.

In summary, TED is a safe and easy technique with
the potential to improve patient outcome, making it a
valuable supplement to current standard hemody-
namic monitoring when inherent limitations of the
method are considered.
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par capteur ultrasonore oesophagien dans la surveillance
hémodynamique non sanglante. Agressologie 1980;21:121–8

24. Side CD, Gosling RG. Non-surgical assessment of cardiac
function. Nature 1971;232:335–6

25. Tomlin PJ, Duck FA. Transoesophageal aortic velography in
man. Can Anaesth Soc J 1975;22:561–71

26. Wells MK, Histand MB, Reeves JT, Sodal IE, Adamson HP.
Ultrasonic transesophageal measurement of hemodynamic pa-
rameters in humans. ISA Trans 1979;18:57–61

350 Transesophageal Doppler Monitoring ANESTHESIA & ANALGESIA



27. Daigle RE, Miller CW, Histand MB, McLeod FD, Hokanson
DE. Nontraumatic aortic blood flow sensing by use of an
ultrasonic esophageal probe. J Appl Physiol 1975;38:1153–60

28. Singer M, Clarke J, Bennett ED. Continuous hemodynamic moni-
toring by esophageal Doppler. Crit Care Med 1989;17:447–52

29. Olson RM, Cooke JP. A nondestructive ultrasonic technique to
measure diameter and blood flow in arteries. IEEE Trans
Biomed Engl 1974;21:168–71

30. Lavandier B, Cathignol D, Muchada R, Xuan BB, Motin J.
Noninvasive aortic blood flow measurement using an intra-
esophageal probe. Ultrasound Med Biol 1985;11:451–60

31. Buchtal A, Hanson GC, Peisach AR. Transcutaneous aortovel-
ography. Potentially useful technique in management of criti-
cally ill patients. Br Heart J 1976;38:451–6

32. Elkayam U, Gardin JM, Berkley R, Hughes CA, Henry WL. The
use of Doppler flow velocity measurement to assess the
hemodynamic response to vasodilators in patients with heart
failure. Circulation 1983;67:377–83

33. Singer M, Allen MJ, Webb AR, Bennett ED. Effects of alter-
ations in left ventricular filling, contractility, and systemic
vascular resistance on the ascending aortic blood velocity
waveform of normal subjects. Crit Care Med 1991;19:1138–45

34. Bazett HC. An analysis of the time-relations of electrocardio-
grams. Heart 1920;7:353–70

35. Rodriguez RM, Berumen KA. Cardiac output measurement
with an esophageal doppler in critically ill emergency depart-
ment patients. J Emerg Med 2000;18:159–64

36. Tibby SM, Hatherill M, Murdoch IA. Use of transesophageal
Doppler ultrasonography in ventilated pediatric patients: deri-
vation of cardiac output. Crit Care Med 2000;28:2045–50

37. Freund PR. Transesophageal Doppler scanning versus ther-
modilution during general anesthesia. An initial comparison of
cardiac output techniques. Am J Surg 1987;153:490–4

38. Krishnamurthy B, McMurray TJ, McClean E. The peri-
operative use of the oesophageal Doppler monitor in patients
undergoing coronary artery revascularisation. A comparison
with the continuous cardiac output monitor. Anaesthesia
1997;52:624–9

39. Atlas G, Mort T. Placement of the esophageal Doppler ultra-
sound monitor probe in awake patients. Chest 2001;119:319

40. English JD, Moppett IK. Evaluation of a trans-oesophageal
Doppler probe in awake subjects. Anaesthesia 2005;60:720–1

41. Stawicki SP, Hoff WS, Cipolla J, deQuevedo R. Use of non-
invasive esophageal echo-Doppler system in the ICU: a prac-
tical experience. J Trauma 2005;59:504–5

42. Iregui MG, Prentice D, Sherman G, Schallom L, Sona C, Kollef
MH. Physicians’ estimates of cardiac index and intravascular
volume based on clinical assessment versus transesophageal
Doppler measurements obtained by critical care nurses. Am
J Crit Care 2003;12:336–42

43. Penny JA, Anthony J, Shennan AH, De SM, Singer M. A
comparison of hemodynamic data derived by pulmonary
artery flotation catheter and the esophageal Doppler monitor
in preeclampsia. Am J Obstet Gynecol 2000;183:658–61

44. Chandan GS, Hull JM. Incorrectly placed oesophageal Doppler
probe. Anaesthesia 2004;59:723

45. Moxon D, Pinder M, van Heerden PV, Parsons RW. Clinical
evaluation of the HemoSonic monitor in cardiac surgical
patients in the ICU. Anaesth Intensive Care 2003;31:408–11

46. Rahimi-Movaghar V, Boroojeny SB, Moghtaderi A, Keshmirian
B. Intracranial placement of a nasogastric tube. A lesson to be
re-learnt? Acta Neurochir 2005;147:573–4

47. Schell RE, Mathern GW. Complication in nasogastric tube
placement after a gunshot wound to the face. Oral Surg Oral
Med Oral Pathol 1990;70:525–6

48. Fremstad JD, Martin SH. Lethal complication from insertion of
nasogastric tube after severe basilar skull fracture. J Trauma
1978;18:820–2

49. Ferreras J, Junquera LM, Garcia-Consuegra L. Intracranial
placement of a nasogastric tube after severe craniofacial
trauma. Oral Surg Oral Med Oral Pathol Oral Radiol Endod
2000;90:564–6

50. Wyler AR, Reynolds AF. An intracranial complication of
nasogastric intubation. Case report. J Neurosurg 1977;47:297–8

51. Genu PR, de Oliveira DM, Vasconcellos RJ, Nogueira RV,
Vasconcelos BC. Inadvertent intracranial placement of a naso-
gastric tube in a patient with severe craniofacial trauma: a case
report. J Oral Maxillofac Surg 2004;62:1435–8

52. Sacks AD. Intracranial placement of a nasogastric tube after
complex craniofacial trauma. Ear Nose Throat J 1993;72:800–2

53. Borovich B, Braun J, Yosefovich T, Guilburd JN, Grushkiewicz
J, Peyser E. Intracranial penetration of nasogastric tube. Neu-
rosurgery 1981;8:245–7

54. Pandey AK, Sharma AK, Diyora BD, Sayal PP, Ingale HA,
Radhakrishnan M. Inadvertent insertion of nasogastric tube
into the brain. J Assoc Physicians India 2004;52:322–3

55. Gustavsson S, Albert J, Forsberg H, Ryrberg CH. The acciden-
tal introduction of the nasogastric tube into the brain. Case
report. Acta Chir Scand 1978;144:55–6

56. Su NY, Huang CJ, Tsai P, Hsu YW, Hung YC, Cheng CR.
Cardiac output measurement during cardiac surgery: esopha-
geal Doppler versus pulmonary artery catheter. Acta Anaes-
thesiol Sin 2002;40:127–33

57. Perrino AC, Fleming J, LaMantia KR. Transesophageal Dopp-
ler ultrasonography: evidence for improved cardiac output
monitoring. Anesth Analg 1990;71:651–7

58. Singer M, Bennett ED. Noninvasive optimization of left ven-
tricular filling using esophageal Doppler. Crit Care Med
1991;19:1132–7

59. Cariou A, Monchi M, Joly LM, Bellenfant F, Claessens YE,
Thebert D, Brunet F, Dhainaut JF. Noninvasive cardiac output
monitoring by aortic blood flow determination: evaluation of the
Sometec Dynemo-3000 system. Crit Care Med 1998;26:2066–72

60. Singer M, Bennett D. Optimisation of positive and expiratory
pressure for maximal delivery of oxygen to tissues using
oesophageal Doppler ultrasonography. BMJ 1989;298:1350–3

61. Knirsch W, Kretschmar O, Tomaske M, Stutz K, Nagdyman N,
Balmer C, Schmitz A, Berger F, Bauersfeld U, Weiss M.
Comparison of cardiac output measurement using the
CardioQP oesophageal Doppler with cardiac output measure-
ment using thermodilution technique in children during heart
catheterisation. Anaesthesia 2008;63:851–5

62. Lafanechere A, Albaladejo P, Raux M, Geeraerts T, Bocquet R,
Wernet A, Castier Y, Marty J. Cardiac output measurement
during infrarenal aortic surgery: echo-esophageal Doppler
versus thermodilution catheter. J Cardiothorac Vasc Anesth
2006;20:26–30

63. Sharma J, Bhise M, Singh A, Mehta Y, Trehan N. Hemody-
namic measurements after cardiac surgery: transesophageal
Doppler versus pulmonary artery catheter. J Cardiothorac
Vasc Anesth 2005;19:746–50

64. Collins S, Girard F, Boudreault D, Chouinard P, Normandin L,
Couture P, Caron MJ, Ruel M. Esophageal Doppler and
thermodilution are not interchangeable for determination of
cardiac output. Can J Anaesth 2005;52:978–85

65. Bein B, Worthmann F, Tonner PH, Paris A, Steinfath M,
Hedderich J, Scholz J. Comparison of esophageal Doppler,
pulse contour analysis, and real-time pulmonary artery ther-
modilution for the continuous measurement of cardiac output.
J Cardiothorac Vasc Anesth 2004;18:185–9

66. Decoene C, Modine T, Al-Ruzzeh S, Athanasiou T, Fawzi D,
Azzaoui R, Pol A, Fayad G. Analysis of thoracic aortic blood
flow during off-pump coronary artery bypass surgery. Eur
J Cardiothorac Surg 2004;25:26–34

67. Kim K, Kwok I, Chang H, Han T. Comparison of cardiac
outputs of major burn patients undergoing extensive early
escharectomy: esophageal Doppler monitor versus thermodi-
lution pulmonary artery catheter. J Trauma 2004;57:1013–17

68. Hullett B, Gibbs N, Weightman W, Thackray M, Newman M.
A comparison of CardioQ and thermodilution cardiac output
during off-pump coronary artery surgery. J Cardiothorac Vasc
Anesth 2003;17:728–32

69. Jaeggi P, Hofer CK, Klaghofer R, Fodor P, Genoni M, Zollinger
A. Measurement of cardiac output after cardiac surgery by a
new transesophageal Doppler device. J Cardiothorac Vasc
Anesth 2003;17:217–20

70. Seoudi HM, Perkal MF, Hanrahan A, Angood PB. The esoph-
ageal Doppler monitor in mechanically ventilated surgical
patients: does it work? J Trauma 2003;55:720–5

71. Roeck M, Jakob SM, Boehlen T, Brander L, Knuesel R, Takala
J. Change in stroke volume in response to fluid challenge:
assessment using esophageal Doppler. Intensive Care Med
2003;29:1729–35

72. Leather HA, Wouters PF. Oesophageal Doppler monitoring
overestimates cardiac output during lumbar epidural anaes-
thesia. Br J Anaesth 2001;86:794–7

Vol. 109, No. 2, August 2009 © 2009 International Anesthesia Research Society 351



73. Odenstedt H, Aneman A, Oi Y, Svensson M, Stenqvist O,
Lundin S. Descending aortic blood flow and cardiac output: a
clinical and experimental study of continuous oesophageal
echo-Doppler flowmetry. Acta Anaesthesiol Scand 2001;45:
180–7

74. DiCorte CJ, Latham P, Greilich PE, Cooley MV, Grayburn PA,
Jessen ME. Esophageal Doppler monitor determinations of
cardiac output and preload during cardiac operations. Ann
Thorac Surg 2000;69:1782–6

75. Baillard C, Cohen Y, Fosse JP, Karoubi P, Hoang P, Cupa M.
Haemodynamic measurements (continuous cardiac output
and systemic vascular resistance) in critically ill patients:
transoesophageal Doppler versus continuous thermodilution.
Anaesth Intensive Care 1999;27:33–7

76. Madan AK, UyBarreta VV, Aiabadi-Wahle S, Jesperson R,
Hartz RS, Flint LM, Steinberg SM. Esophageal Doppler ultra-
sound monitor versus pulmonary artery catheter in the hemo-
dynamic management of critically ill surgical patients.
J Trauma 1999;46:607–11

77. Bernardin G, Tiger F, Fouche R, Mattei M. Continuous nonin-
vasive measurement of aortic blood flow in critically ill pa-
tients with a new esophageal echo-Doppler system. J Crit Care
1998;13:177–83

78. Colbert S, O’Hanlon DM, Duranteau J, Ecoffey C. Cardiac output
during liver transplantation. Can J Anaesth 1998;45:133–8

79. Valtier B, Cholley BP, Belot JP, de La Coussaye JE, Mateo J,
Payen DM. Noninvasive monitoring of cardiac output in
critically ill patients using transesophageal Doppler. Am
J Respir Crit Care Med 1998;158:77–83

80. Keyl C, Rodig G, Lemberger P, Hobbhahn J. A comparison of
the use of transoesophageal Doppler and thermodilution tech-
niques for cardiac output determination. Eur J Anaesthesiol
1996;13:136–42

81. Klotz KF, Klingsiek S, Singer M, Wenk H, Eleftheriadis S,
Kuppe H, Schmucker P. Continuous measurement of cardiac
output during aortic cross-clamping by the oesophageal Dopp-
ler monitor ODM 1. Br J Anaesth 1995;74:655–60

82. Murdoch IA, Marsh MJ, Tibby SM, McLuckie A. Continuous
haemodynamic monitoring in children: use of transoesopha-
geal Doppler. Acta Paediatr 1995;84:761–4

83. Schmid ER, Spahn DR, Tornic M. Reliability of a new genera-
tion transesophageal Doppler device for cardiac output moni-
toring. Anesth Analg 1993;77:971–9

84. Perrino AC, Fleming J, LaMantia KR. Transesophageal Dopp-
ler cardiac output monitoring: performance during aortic
reconstructive surgery. Anesth Analg 1991;73:705–10

85. Stein MS, Barratt SM, Purcell GJ. Intraoperative assessment of
the Lawrence 3000 Doppler Cardiac Output Monitor. Anaesth
Intensive Care 1991;19:251–5

86. Spahn DR, Schmid ER, Tornic M, Jenni R, von SL, Turina M,
Baetscher A. Noninvasive versus invasive assessment of car-
diac output after cardiac surgery: clinical validation. J Cardio-
thorac Anesth 1990;4:46–59

87. Kumar A, Minagoe S, Thangathurai D, Mikhail M, Novia D,
Viljoen JF, Rahimtoola SH, Chandraratna PA. Noninvasive
measurement of cardiac output during surgery using a new
continuous-wave Doppler esophageal probe. Am J Cardiol
1989;64:793–8

88. Ueda M, Yokota S, Nakata F, Kaseno S, Sakuraya N, Kemmotsu O.
Clinical evaluation of esophageal Doppler cardiac output
measurement during general anesthesia. J Anesth 1989;3:
178–82

89. Siegel LC, Shafer SL, Martinez GM, Ream AK, Scott JC.
Simultaneous measurements of cardiac output by thermodi-
lution, esophageal Doppler, and electrical impedance in
anesthetized patients. J Cardiothorac Anesth 1988;2:590 –5

90. Mark JB, Steinbrook RA, Gugino LD, Maddi R, Hartwell B,
Shemin R, DiSesa V, Rida WN. Continuous noninvasive moni-
toring of cardiac output with esophageal Doppler ultrasound
during cardiac surgery. Anesth Analg 1986;65:1013–20

91. Hamilton-Davies C, Mythen MG, Salmon JB, Jacobson D,
Shukla A, Webb AR. Comparison of commonly used clinical
indicators of hypovolaemia with gastrointestinal tonometry.
Intensive Care Med 1997;23:276–81

92. Price HL, Deutsch S, Marshall BE, Stephen GW, Behar MG,
Neufeld GR. Hemodynamic and metabolic effects of hemor-
rhage in man, with particular reference to the splanchnic
circulation. Circ Res 1966;18:469–74

93. Eisenberg PR, Jaffe AS, Schuster DP. Clinical evaluation com-
pared to pulmonary artery catheterization in the hemody-
namic assessment of critically ill patients. Crit Care Med
1984;12:549–53

94. Celoria G, Steingrub JS, Vickers-Lahti M, Teres D, Stein KL,
Fink M, Friedmann P. Clinical assessment of hemodynamic
values in two surgical intensive care units. Effects on therapy.
Arch Surg 1990;125:1036–9

95. Laupland KB, Bands CJ. Utility of esophageal Doppler as a
minimally invasive hemodynamic monitor: a review. Can
J Anaesth 2002;49:393–401

96. Gardin JM, Davidson DM, Rohan MK, Butman S, Knoll M,
Garcia R, Dubria S, Gardin SK, Henry WL. Relationship
between age, body size, gender, and blood pressure and
Doppler flow measurements in the aorta and pulmonary
artery. Am Heart J 1987;113:101–9

97. Poutanen T, Tikanoja T, Sairanen H, Jokinen E. Normal aortic
dimensions and flow in 168 children and young adults. Clin
Physiol Funct Imaging 2003;23:224–9

98. Mowat DH, Haites NE, Rawles JM. Aortic blood velocity
measurement in healthy adults using a simple ultrasound
technique. Cardiovasc Res 1983;17:75–80

99. Lee JH, Kim JT, Yoon SZ, Lim YJ, Jeon Y, Bahk JH, Kim CS.
Evaluation of corrected flow time in oesophageal Doppler as a
predictor of fluid responsiveness. Br J Anaesth 2007;99:343–8

100. Holte K, Foss NB, Andersen J, Valentiner L, Lund C, Bie P,
Kehlet H. Liberal or restrictive fluid administration in fast-
track colonic surgery: a randomized, double-blind study. Br J
Anaesth 2007;99:500–8

101. Holte K, Kristensen BB, Valentiner L, Foss NB, Husted H,
Kehlet H. Liberal versus restrictive fluid management in knee
arthroplasty: a randomized, double-blind study. Anesth Analg
2007;105:465–74

102. Walsh SR, Tang TY, Farooq N, Coveney EC, Gaunt ME.
Perioperative fluid restriction reduces complications after ma-
jor gastrointestinal surgery. Surgery 2008;143:466–8

103. Shields CJ. Towards a new standard of perioperative fluid
management. Ther Clin Risk Manag 2008;4:569–71

104. Boldt J. Fluid management of patients undergoing abdominal
surgery—more questions than answers. Eur J Anaesthesiol
2006;23:631–40

105. Hamilton MA, Mythen MG, Ackland GL. Less is not more: a
lack of evidence for intraoperative fluid restriction improving
outcome after major elective gastrointestinal surgery. Anesth
Analg 2006;102:970–1

106. Van der LP. Volume optimization in surgical patients: wet or
dry? Acta Anaesthesiol Belg 2007;58:245–50

107. Joshi GP. Intraoperative fluid restriction improves outcome
after major elective gastrointestinal surgery. Anesth Analg
2005;101:601–5

108. Garrioch MA. The body’s response to blood loss. Vox Sang
2004;87(suppl 1):74–6

109. Kreimeier U. Pathophysiology of fluid imbalance. Crit Care
2000;4(suppl 2):S3–S7

110. Mythen M, Vercueil A. Fluid balance. Vox Sang 2004;87
(suppl 1):77–81

111. Vincent JL. Issues in contemporary fluid management. Crit
Care 2000;4(suppl 2):S1–S2

112. Dec GW. Management of acute decompensated heart failure.
Curr Probl Cardiol 2007;32:321–66

113. Chen HH, Schrier RW. Pathophysiology of volume overload in
acute heart failure syndromes. Am J Med 2006;119:S11–S16

114. Haughey BH, Wilson E, Kluwe L, Piccirillo J, Fredrickson J,
Sessions D, Spector G. Free flap reconstruction of the head and
neck: analysis of 241 cases. Otolaryngol Head Neck Surg
2001;125:10–7

115. Patel RL, Townsend ER, Fountain SW. Elective pneumonec-
tomy: factors associated with morbidity and operative mortal-
ity. Ann Thorac Surg 1992;54:84–8

116. Brandstrup B, Tonnesen H, Beier-Holgersen R, Hjortso E,
Ording H, Lindorff-Larsen K, Rasmussen MS, Lanng C, Wallin
L, Iversen LH, Gramkow CS, Okholm M, Blemmer T, Svendsen
PE, Rottensten HH, Thage B, Riis J, Jeppesen IS, Teilum D,
Christensen AM, Graungaard B, Pott F. Effects of intravenous
fluid restriction on postoperative complications: comparison of
two perioperative fluid regimens: a randomized assessor-
blinded multicenter trial. Ann Surg 2003;238:641–8

352 Transesophageal Doppler Monitoring ANESTHESIA & ANALGESIA



117. Abbas SM, Hill AG. Systematic review of the literature for the
use of oesophageal Doppler monitor for fluid replacement in
major abdominal surgery. Anaesthesia 2008;63:44–51

118. Singer M. The FTc is not an accurate marker of left ventricular
preload. Intensive Care Med 2006;32:1089

119. Schober P, Meuleman EJ, Boer C, Loer SA, Schwarte LA.
Transurethral resection syndrome detected and managed us-
ing transesophageal Doppler. Anesth Analg 2008;107:921–5

120. Mukhtar AM, Obayah G. Esophageal Doppler monitor: a new
tool in monitoring video assisted thoracoscopic surgery for
ligation of patent ductus arteriosus. Anesth Analg 2008;
107:346–7

121. Klipstein RH, Firmin DN, Underwood SR, Rees RS, Longmore
DB. Blood flow patterns in the human aorta studied by
magnetic resonance. Br Heart J 1987;58:316–23

122. Munoz HR, Sacco CM. Cardiac mechanical energy and effects
on the arterial tree. J Cardiothorac Vasc Anesth 1997;11:289–98

123. Greenfield JC Jr, Patel DJ. Relation between pressure and
diameter in the ascending aorta of man. Circ Res 1962;
10:778–81

124. Singer M. ODM/CardioQ esophageal Doppler technology.
Crit Care Med 2003;31:1888–9

125. Lnne T, Stale H, Bengtsson H, Gustafsson D, Bergqvist D,
Sonesson B, Lecerof H, Dahl P. Noninvasive measurement of
diameter changes in the distal abdominal aorta in man. Ultra-
sound Med Biol 1992;18:451–7

126. Monnet X, Chemla D, Osman D, Anguel N, Richard C, Pinsky
MR, Teboul JL. Measuring aortic diameter improves accuracy
of esophageal Doppler in assessing fluid responsiveness. Crit
Care Med 2007;35:477–82

127. Neutze JM, Wyler F, Rudolph AM. Changes in distribution of
cardiac output after hemorrhage in rabbits. Am J Physiol
1968;215:857–64

128. Kaihara S, Rutherford RB, Schwentker EP, Wagner HN Jr.
Distribution of cardiac output in experimental hemorrhagic
shock in dogs. J Appl Physiol 1969;27:218–22

129. Wyler F, Neutze JM, Rudolph AM. Effects of endotoxin on
distribution of cardiac output in unanesthetized rabbits. Am
J Physiol 1970;219:246–51

130. Wyler F. Effects of hypoxia on distribution of cardiac output
and organ blood flow in the rabbit. Regional vascular response
to hypoxia. Cardiology 1975;60:163–72

131. Ferguson JL, Merrill GF, Miller HI, Spitzer JJ. Regional blood
flow redistribution during early burn shock in the guinea pig.
Circ Shock 1977;4:317–26

132. van Lambalgen AA, Bronsveld W, van den Bos GC, Thijs LG.
Distribution of cardiac output, oxygen consumption and lac-
tate production in canine endotoxin shock. Cardiovasc Res
1984;18:195–205

133. Kapin MA, Ferguson JL. Hemodynamic and regional circula-
tory alterations in dog during anaphylactic challenge. Am
J Physiol 1985;249:H430–H437

134. Martinell S, Hogstrom H, Haglund U. Cardiac output and its
distribution in peritonitis. (Septic) shock in the rat. Res Exp
Med 1987;187:87–94

135. Dumans-Nizard V, Nizard J, Payen D, Cholley BP. Redistribu-
tion of cardiac output during hemorrhagic shock in sheep. Crit
Care Med 2006;34:1147–51

136. Schenk WG Jr, Camp FA, Kjartansson KB, Pollock L. Hemor-
rhage without hypotension: an experimental study of aortic
flow redistribution following minor hemorrhage. Ann Surg
1964;160:7–13

137. Akata T. General anesthetics and vascular smooth muscle:
direct actions of general anesthetics on cellular mechanisms
regulating vascular tone. Anesthesiology 2007;106:365–91

138. Oyama M, McNamara JJ, Suehiro GT, Suehiro A, Sue-Ako K.
The effects of thoracic aortic cross-clamping and declamping
on visceral organ blood flow. Ann Surg 1983;197:459–63

Vol. 109, No. 2, August 2009 © 2009 International Anesthesia Research Society 353


