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1Abstract—The novel method and the device for non -
invasive cerebrovascular autoregulation (CA) status monitoring
without using the arterial blood pressure (ABP) measurement
channel are presented. This fully non-invasive CA monitor is
based on the ultrasonic time-of-flight measurement of cerebral
blood volume pulsations within the brain parenchyma,
extraction of informative and reference slow and respiratory
volumetric waves and calculation of CA estimating indexes
without using any additional ABP measurements.

For demonstrating the applicability of the proposed method,
the CA status was monitored on 11 traumatic brain injury
patients simultaneously by using the novel fully non-invasive
monitor and compared to the CA status representing indexes
calculated from the invasively measured intracranial pressure
(ICP) and ABP slow waves. The total monitoring time was
about 22 hrs. The correlation factor between the invasively and
non-invasively obtained CA data showed significant agreement
(r=0.751) between the two methods.

The proposed innovative CA real-time monitoring method
gives us new possibilities to perform estimation of the CA status
from the intracranial waves only as well as to exclude the ABP
line’s errors and artifacts from the measurement results.

Index Terms—Cerebrovascular autoregulation, intracranial
pressure waves, medical diagnosis, patient non-invasive
monitoring.

I. INTRODUCTION

Cerebrovascular autoregulation (CA) is a protective
mechanism of the brain to regulate its blood supply by
expanding or narrowing arterioles, while maintaining stable
cerebral blood flow when cerebral perfusion pressure (CPP)
is changing within physiological ranges [1], [2]. The human
brain is at risk of a secondary injury, especially when this

Manuscript received October 14, 2013; accepted September 15, 2014.
This research was funded by a grant MIP-118/2012 from the Research

Council of Lithuania and supported in part by the European Commission
under the 7th Framework Programme project DynICP (grant agreement No
286610).

function fails [3], [4]. The autoregulation is effective when
the CPP is approximately within the physiological limits
from 50 mmHg to 150 mmHg. The CPP above the upper
limit of autoregulation can cause cerebral oedema or
hyperaemia. The CPP below the lower threshold causes
disturbed supply of the blood flow and, as a result, cerebral
ischemia. A brain injury can lead to vasomotor paralysis
when autoregulation is impaired and cerebral blood flow
depends entirely on CPP [5].

The impairment of CA has a strong impact on the
traumatic brain injury (TBI) patients’ outcome, therefore, it
is essential to know the real-time status of CA [4], [6]. The
consensus was already achieved that the cerebral blood flow
(CBF) autoregulatory state of TBI patients has to be
monitored and the individualized treatment strategy should
be re-valuated regularly over the time course of the CBF
autoregulation status [7], [8].

Several approaches of CA status estimation are known
based on the measurement and analysis of cerebral perfusion
pressure and cerebral blood flow velocity slow fluctuations
[6], [9]–[11], and measurement of cerebral vascular
resistance in relation to the change in CPP [11], [12].
However, more clinically practical method for continuous
CA assessment is the method of calculation of pressure
reactivity index (PRx) as a Pearson correlation coefficient
(or moving correlation coefficient r) between slow arterial
blood pressure (ABP) and intracranial pressure (ICP) [9],
[13]–[15]. The slow ABP waves as a reference signal and
the slow ICP waves as an informative signal within the
frequency range 0.005 Hz – 0.035 Hz were proposed to be
used for continuous PRx calculation [15]–[17].

The limits of PRx are from -1 to +1. The cerebral blood
flow autoregulation mechanism is intact CA when PRx is
negative. When the cerebral blood flow autoregulation
mechanism is disturbed, PRx becomes positive and it
indicates decreased cerebrovascular response to ABP
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changes. The critical value is PRx = +1, which means total
impairment of the CA status [13]–[16]. The PRx value of 0
indicates no correlation between slow ABP and ICP
fluctuations, with changes in cerebrovascular resistance fully
compensating for changes in ABP so that a constant cerebral
blood flow is maintained [15].

The implementation of non-invasive assessment of CA
status is possible by performing cerebral blood flow velocity
fluctuations measurement by using transcranial Doppler
(TCD) technology and applying these fluctuations for
calculation of PRx instead of ICP (or CBF) waves [9], [14].
The CBF and non-invasive ABP slow wave monitoring
technology has been proposed together with PRx calculation
for the CA continuous monitoring [9], [11], [14]. However,
for the implementation of the non-invasive CA monitoring
method based on the slow waves application there are a few
limitations.

Firstly, the limitation of the slow wave moving correlation
monitoring method is the intermittent nature of slow waves.
Small slow waves or their absence cause a misleading
estimation of the CA status thus, leading the shift of PRx
index close to zero value (which means no correlation
between ICP and ABP). The discrete clinical tests, e.g., the
cuff leg test has been introduced in order to raise temporal
changes of ICP and ABP values allowing to make
assessment of the CA status [11]. However, this did not
provide the continuous monitoring data needed for the
continuous real-time CA estimation and optimal treatment.

The problem related to small ICP waves might be solved
by using the respiratory waves. The main advantage of the
natural or ventilator-supported respiratory wave application
[18]–[21] for the CA assessment is the possibility of
continuous uninterrupted CA monitoring with up to 10 times
shorter monitoring data delay time compared with the slow
wave method.

The second limitation of the slow wave based CA
monitoring method is the necessity to apply the invasive or
non-invasive ABP sensor. Although non-invasive ABP
measurement technique (Finapres plethysmograph) might be
used for CA assessment [22], the invasive ABP sensors are
more often used in clinical practice. The disadvantages of
the use of the invasive ABP sensor are:
 implantation of the ABP sensor in the artery is a
complex and risky procedure,
 it is necessary to replace the ABP sensor periodically in
order to avoid mortification of the body parts,
 artifacts caused by the body movements often distort the
results of ABP measurements and give misleading
evaluation of the CA status.
Moreover, the artifacts caused by the body movements

often distort the results of ABP measurements and give
misleading evaluation of the CA status. A short artifact
lasting for a few seconds in the ABP channel can distort PRx
value for ~5 min…10 min (depending on the length of time
window used for calculation of moving correlation
coefficient).

We have found that the reference slow or respiratory
waves might be extracted after demodulation of the non-
invasively (or invasively) measured ICP pulse waves and

used instead of the reference ABP waves [19], [20]. It means
that ABP waves might be rejected from PRx calculation and
only one channel of the non-invasively measured intracranial
waves, i.e. slow, respiratory and pulse waves might be used
for estimation of the CA status [19], [20].

II. IMPLEMENTATION OF NOVEL CEREBROVASCULAR
AUTOREGULATION ELECTRONIC MONITORING METHOD

The possibility to estimate non-invasively the CA status
without using any additional ABP measurements is to use a
new ultrasonic “time-of-flight” technique [19], [20], [23],
which enables to perform continuous non-invasive
monitoring of slow, respiratory and pulse intracranial waves.
The non-invasive ultrasonic “time-of-flight” (TOF) method
for intracranial blood volume measurement is based on the
transmission of short ultrasonic pulses from one side of the
skull to the other and on dynamic measurements of the TOF
of ultrasonic pulses [19]. The TOF depends on the acoustic
properties of intracranial blood, brain tissue and
cerebrospinal fluid. The changes in the volume of any of
these components will change the TOF.

It is shown experimentally [23]–[25] that the slow,
respiratory and pulse ICP waves are the consequences of the
variations of the intracranial blood volume (IBV). The
ultrasound speed in blood is higher than in other intracranial
components [19], therefore the increase of blood volume
during each heart beat cycle will result in the increase of
averaged relative ultrasound speed ΔC(t)/C0 which is
inversely proportional to TOF, i.e., ΔC(t)/C0 ~ 1/TOF(t).

So, all IBV waves can be monitored continuously, non-
invasively and in real-time by using the TOF technique [23],
[25]. By using this technique, the invasive ICP slow,
respiratory and pulse wave monitor can be replaced by the
non-invasive monitoring of the relative speed ΔC/C0 of the
ultrasound passing through the volume of brain parenchyma,
which also reflects the variations of the intracranial blood
volume.

The IBV slow, respiratory and pulse waves are the
consequence of the physiological fluctuations in ABP signal
(reference signal) in corresponding frequencies of these
waves. The latencies of IBV slow, respiratory and pulse
waves with regard to these waves in the reference ABP
signal are different and, moreover, can reflect the
information on the CA status.

In the case of the intact CA status, the IBV slow wave
(informative) and ABP slow wave (reference) have almost
opposite phase due to the existing latency at low frequency
(0.005 Hz–0.033 Hz). In this case, the phase shift between
these waves is about 180 degree due to the autoregulatory
properties of cerebral vasculature. In the case of a degrading
CA, the phase shift between these waves decreases and is
close to zero when CA is totally impaired. For the
respiratory waves (0.1 Hz–0.3 Hz) the latency between IBV
and ABP waves is close to the time constant of the
autoregulation mechanism and the phase shift between these
waves might vary within 70 degrees–30 degrees when the
autoregulation is intact and is close to zero when the
autoregulation is lost. For the fast pulse waves (0.5 Hz–
2 Hz), the latency between IBV and ABP waves is small,
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because the time constant of cerebral blood flow
autoregulation is normally 3 s–7 s, i.e. a few times higher
than a typical period of the pulse wave. Because of this, the
latency between IBV and ABP pulse waves is negligibly
small and, moreover, is not affected by the CA status.

a)

b)
Fig. 1. The non-invasive monitor for continuous real time monitoring of
intracranial volumetric waves and cerebrovascular autoregulation (a) and
also the mechanical frame mounted on the volunteer’s head in order to fix
the ultrasonic transducers in the position ensuring ultrasound wave
transmission through the brain parenchyma (b).

The pulse waves are not the informative waves, however,
they can be used for extraction of the reference signal which
exists in the envelope without latency. The envelope of
intracranial pulse waves is modulated with the slow and
respiratory waves. These waves can be extracted by applying
a specially created amplitude demodulation algorithms. It

can be used as a reference signal instead of ABP waves for
calculating PRx index for CA status estimation [19], [20].
Therefore, it is no longer necessary to use the invasive or
non-invasive extracranial ABP or the respiratory wave
sensors in order to get the reference signals for CA status
evaluation [19], [20]. In this case, all ABP monitoring errors
and artifacts are removed from the CA status estimation
results. The fully non-invasive ultrasonic CA monitor based
on this methodology has been created in the Health
Telematics Science Centre of Kaunas University of
Technology, Lithuania (Fig. 1). This monitor allows the non-
invasive “time-of-flight” measurement of the pulsating
intracranial blood volume to be performed within small
parenchymal arterioles which are responsible for cerebral
blood flow autoregulation [24].
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Fig. 2. The structural diagram of non-invasive monitor for continuous real
time monitoring of cerebrovascular autoregulation.

A light and convenient head frame is mounted on the
human’s head in order to fix the ultrasonic transducers in a
proper position for transmitting the ultrasonic pulses through
the brain parenchyma (Fig. 1(b)).

The estimation of CA is performed by linear calculation
of the phase shift between the reference slow (or respiratory)
waves extracted from the pulse waves and the informative
slow (or respiratory) ΔC/C0 waves. Non-invasive nPRx
indexes are calculated using monitoring data of the
corresponding phase shifts [19], [20]. The structural diagram
of the non-invasive ultrasonic CA monitor device is shown
in Fig. 2. The time-of-flight measurement unit is used to
measure TOF(t) data with the resolution less than 60 ps. The
TOF data are converted into the relative ultrasound values
and split up into slow waves SW, respiratory waves RW and
the pulse waves PW by using the corresponding band-pass
filters. The envelope demodulator is used to demodulate the
envelope of pulse waves PWE. The PWE data are filtered by
using the band-pass filters in order to extract reference slow
waves rSWE and reference respiratory waves rRWE.
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Fig. 3. The CA monitoring for 11 patients within 22 hours. The monitoring data of each patient are separated by solid vertical lines. Correlation factor
between invasively measured CA index (PRx) and non-invasively measured (nPRx) is r = 0.751.

a)

b)
Fig. 4. Examples of 10 hour simultaneous invasive PRx and vPRx monitoring sessions: a) - CA is intact, b) - CA is impaired. PRx is CA index calculated
by using ABP(t) and ICP(t) slow waves and ICM+ software (Cambridge, UK); vPRx is CA index calculated by using „Vittamed“ software without ABP
reference signal monitoring.

Informative slow and respiratory waves: iSWE and
iRWE, are processed additionally in order to compensate
phase delay caused by the filtering reference waves with the
pulse wave filter. Two calculators of phase difference in the
slow and respiratory channels are used for continuous

calculation of phase shifts PS1 between reference and
informative respiratory waves and PS2 between reference
and informative slow waves. Phase shift PS1 and PS2 are
used to calculate the non-invasive indexes of
cerebrovascular autoregulation index nPRx(t) which is
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plotted on the screen of the CA monitoring device [19], [20].

III. RESULTS

11 traumatic brain injury patients (10 male and 1 female)
in different pathophysiological states were monitored
simultaneously invasively and non-invasively by using the
invasive ICP monitor (Codman or Camino), the invasive
ABP monitor (Datex) and the non-invasive “time of-flight”
monitor (Vittamed). The monitoring data from the ICP
monitor and the ABP monitor were processed in order to get
slow ICP and slow ABP waves (from the frequency range
0.008 Hz–0.033 Hz). These slow waves were processed by
using software ICM+ (Cambridge, UK) in order to calculate
the moving correlation coefficient r(ICP; ABP) which was
kept as a reference index of the CA status estimation

   ; ,PRx r ABP t ICP t    (1)

The monitoring data from the non-invasive “time of-
flight” monitor (relative ultrasound speed) were processed in
order to get informative slow waves (from the frequency
range 0.008 Hz–0.033 Hz), informative respiratory waves
(from the frequency range 0.1 Hz–0.3 Hz), reference slow
and respiratory waves extracted from the envelope of the
pulse waves and to calculate phase shifts PS1 and PS2.
These phase shifts are used to calculate the non-invasive
index of the CA status estimation

 1 2cos 1( ) 2( ) ,nPRx PS t PS t        (2)

where a1 and a2 are the weighting factors dependent on the
amplitude of the pulse waves, slow waves and respiratory
frequency; PS1 is the phase shift between the non-invasively
measured informative and reference respiratory waves; PS2
is the phase shift between the non-invasively measured
informative and reference slow waves.

In order to perform the comparison between the invasive
and non-invasive CA data, these data obtained from 11
patients were joined into the time domain and plotted in
Fig. 3. The total time of monitoring 11 patients was about 22
hrs. The correlation factor r = 0.751 between the invasive
and non-invasive CA data was obtained. Such a value of the
correlation factor shows that diagnostic information on CA
dynamics reflected by non-invasive index nPRx is similar to
information reflected by invasive index PRx. The important
advantage of the nPRx index is the possibility to exclude
invasive ABP line and to eliminate all the ABP measurement
errors and artifacts from CA monitoring data.

IV. DISCUSSION

The application of the presented methodology of the non-
invasive cerebrovascular autoregulation estimations without
the ABP line can be extended exploring different
methodologies of the CA status estimation. First, the CA
status might be estimated by using the invasively measured
ICP waves only. In this way the CA status might be
evaluated by calculating the phase shifts between the
reference slow or (and) respiratory waves extracted from the
invasive ICP pulse waves and the informative slow or (and)

respiratory ICP waves [23], [26]. Such approach is based on
the assumption that the ABP pulse waves are modulated with
the reference respiratory (and slow) waves which might be
extracted from the envelope of the ICP pulse waves with a
negligible delay. To test the possibility to evaluate the CA
status by using the ICP data only, the present method was
compared to the conventional method based on the PRx
index calculation from the ICP and ABP slow waves. The
analysis of the simultaneously recorded ICP and ABP data
from 16 traumatic brain injury patients showed that both
methods give similar information. The correlation
coefficient between PRx (calculated from the ICP and ABP
waves) and vPRx (calculated from ICP waves only) for all
patients was r = 0.724 (the total time of all patients
monitoring was 350 hrs). The examples illustrating the
similarity between these two methods during the long term
monitoring of traumatic brain injury patients under different
CA conditions are shown in Fig. 4.

The next extension of the present method is the possibility
of implementation of the fully non-invasive CA estimation
measurements by introducing other non-invasive methods of
intracranial wave measurements, such as TCD [6], [9], [10]
or the near-infrared based [27] measurement methodology.
The method presented in this article is based on developing
the idea that the intracranial waves might be measured by
using the non-invasive ultrasonic “time-of-flight”
measurement methodology. The advantages of the presented
novel non-invasive CA monitoring method are:
 the method does not require using an additional sensor
for measurement of the reference waves, i. e. neither the
ABP wave nor the lung (respiratory) wave measurement
channel. This prevents additional phase-shift errors from
the apparatus, thus increasing the accuracy of the
proposed method. Moreover, the method is the ABP line’s
error and artifact-free,
 the method is fully non-invasive and it provides the new
possibilities to apply the method for exploring the
peculiarities of CA mechanism on various patients groups
(TBI patients, hydrocephalus patients, cardiac surgery
patients with cardiopulmonary bypass [28]) as well as on
healthy volunteers [29],
 the increase of the informativeness and reliability of the
method is obtained by combining simultaneous measuring
of two phase shifts – the phase shift between the
informative slow waves and the reference slow waves
(PS1), and the phase shift between the informative
respiratory waves and the reference respiratory waves
(PS2) - in order to calculate an index representing the CA
status.

V. CONCLUSIONS

The novel method and the device for non-invasive CA
status monitoring without using the ABP measurement
channel are presented. The comparative study performed on
11 TBI patients by using the novel non-invasive CA monitor
and the conventional invasive CA estimation method based
on PRx calculation showed significant agreement between
these methods (r = 0.751), thus demonstrating for first time
that it is enough to monitor and analyse the intracranial
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blood volume dynamics non-invasively (or invasively) and it
is not necessary to monitor the ABP dynamics in order to
monitor the CA status.

REFERENCES

[1] L. A. Steiner, J. P. Coles, A. J. Johnston, D. A. Chatfield, P.
Smielewski, T. D. Fryer, F. I. Aigbirhio, J. C. Clark, J. D. Pickard, D.
K. Menon, M. Czosnyka, “Assessment of cerebrovascular
autoregulation in head-injured patients: a validation study”, Stroke,
no. 34, pp. 2404–2409, 2003. [Online]. Available: http://dx.doi.org/
10.1161/01.STR.0000089014.59668.04

[2] A. P. Blaber, R. L. Bondar, F. Stein, P. T. Dunphy, P. Moradshahi,
M. S. Kassam, R. Freeman, “Transfer function analysis of cerebral
autoregulation dynamics in autonomic failure patients”, Stroke,
no. 28, pp. 1686–1692, 1997. [Online]. Available: http://dx.doi.org/
10.1161/01.STR.28.9.1686

[3] R. Schondorf, R. Stein, R. Roberts, J. Benoit, W. Cupples, “Dynamic
cerebral autoregulation is preserved in neurally mediated syncope”, J
Appl Physiol, no. 91, pp. 2493–2502, 2001.

[4] G. E. Sviri, D. W. Newell, “Cerebral autoregulation following
traumatic brain injury“, The Open Neurosurgery Journal, no. 3,
pp. 6–9, 2010.

[5] M. Czosnyka, P. Smielewski, A. Lavinio, Z. Czosnyka, J. D. Pickard,
“A synopsis of brain pressures: which? when? Are they all useful?”
Neurological Research, vol. 29, pp. 672–679, 2007. [Online].
Available: http://dx.doi.org/10.1179/016164107X240053

[6] Y. Udomphorn, W. M. Armstead, M. S. Vavilala, “Cerebral blood
flow and autoregulation after pediatric traumatic brain injury”,
Pediatr Neurol. vol. 4, no. 38, pp. 225–234, 2008. [Online].
Available: http://dx.doi.org/10.1016/j.pediatrneurol.2007.09.012

[7] P. J. D. Andrews, G. Citerio, L. Longhi, K. Polderman, J. Sahuquillo,
P. Vajkoczy, “NICEM consensus on neurological monitoring in acute
neurological disease”, Intensive Care Med, no. 34, pp. 1362–1370,
2008. [Online]. Available: http://dx.doi.org/10.1007/s00134-008-
1103-y

[8] Brain Trauma Foundation, American Association of Neurological
Surgeons, Congress of Neurological Surgeons, Joint Section on
Neurotrauma and Critical Care, AANS/CNS, “Guidelines for the
management of severe traumatic brain injury. IX. Cerebral perfusion
thresholds”, J Neurotrauma, vol. 24, pp. 59–64, 2007.

[9] M. Czosnyka, P. Smielewski, P. Kirkpatrick, D. K. Menon, J. D.
Pickard, “Monitoring of cerebral autoregulation in head-injured
patients”, Stroke, no. 27, pp. 1829–1834, 1996. [Online]. Available:
http://dx.doi.org/10.1161/01.STR.27.10.1829

[10] P. J. Eames, M. J. Blake, S. L. Dawson, R. B. Panerai, J. F. Potter,
“Dynamic cerebral autoregulation and beat to beat blood pressure
control are impaired in acute ischaemic stroke”, J Neurol Neurosurg
Psychiatry, no. 72, pp. 467–473, 2002.

[11] R. B. Panerai, “Assessment of cerebral pressure autoregulation in
humans-a review of measurement methods”, Physiol Meas, no. 19,
pp. 305–338, 1998. [Online]. Available: http://dx.doi.org/10.1088/
0967-3334/19/3/001

[12] M. Czosnyka, J. K. Richards, M. Reinhard, L. A. Steiner, K.
Budohoski, P. Smielewski, J. D. Pickard, M. Kasprowicz,
“Cerebrovascular time constant: dependence on cerebral perfusion
pressure and end-tidal carbon dioxide concentration”, Neurol Res,
vol. 34, no. 1, pp. 17–24, 2012. [Online]. Available: http://dx.doi.org/
10.1179/1743132811Y.0000000040

[13] M. Czosnyka, P. Smielewski, P. Kirkpatrick, R. J. Laing, D. Menon,
J. D. Pickard, “Continuous assessment of the cerebral vasomotor
reactivity in head injury”, Neurosurgery, no. 41, pp. 11–17, 1997.
[Online]. Available: http://dx.doi.org/10.1097/00006123-199707000-
00005

[14] M. Reinhard, M. Roth, T. Muller, M. Czosnyka, J. Timmer, A.

Hetzel, “Cerebral autoregulation in carotid artery occlusive disease
assessed from spontaneous blood pressure fluctuations by the
correlation coefficient index”, Stroke, no. 32, pp. 2138–2144.

[15] C. J. Kirkness, P. H. Mitchell, R. L. Burr, D. W. Newell, “Cerebral
autoregulation and outcome in acute brain injury”, Biol Res Nurs,
no. 2, p. 175, 2001. [Online]. Available: http://dx.doi.org/10.1177/
109980040100200303

[16] M. Czosnyka, P. Smielewski, S. Piechnik, J. D. Pickard, “Clinical
significance of cerebral autoregulation”, Acta Neurochirur Suppl,
vol. 81, pp. 117–119.

[17] J. J. Lemaire, T. Khalil, F. Cervenansky, G. Gindre, J. Y. Boire, J. E
Bazin, B. Irthum, J. Chazal, “Slow pressure waves in the cranial
enclosure”, Acta Neurochirur, no. 144, pp. 243–254, 2002.

[18] A. Ragauskas, G. Daubaris, V. Petkus, V. Ragaisis, M. Ursino,
“Clinical study of continuous non-invasive cerebrovascular
autoregulation monitoring in neurosurgical ICU”, Acta Neurochir
Suppl, vol. 95, pp. 367–370, 2005.

[19] A. Ragauskas, G. Daubaris, V. Petkus, R. Raisutis, “Apparatus and
method of non-invasive cerebrovascular autoregulation monitoring”,
European Patent No. 2111787 B1, 23.03.2011, US Patent
20090270734, Oct. 29, 2009.

[20] A. Ragauskas, G. Daubaris, “Method and apparatus for non-invasive
continuous monitoring of cerebrovascular autoregulation state”,
Japanese Patent No 4607967, Oct. 15, 2010.

[21] P. M. Lewis, P. Smielewski, J. V. Rosenfeld, J. D. Pickard, M.
Czosnyka, “Assessment of cerebral autoregulation from respiratory
oscillations in ventilated patients after traumatic brain injury”, Acta
Neurochir Suppl, no. 114, pp. 141–146, 2012. [Online]. Available:
http://dx.doi.org/10.1007/978-3-7091-0956-4_26

[22] M. Kasprowicz, E. Schmidt, D. J. Kim, C. Haubrich, Z. Czosnyka, P.
Smielewski, M. Czosnyka, “Evaluation of the cerebrovascular
pressure reactivity index using non-invasive finapres arterial blood
pressure”, Physiol Meas, no. 31, pp. 1217–1228, 2010. [Online].
Available: http://dx.doi.org/10.1088/0967-3334/31/9/011

[23] A. Ragauskas, E. Kalvaitis, V. Petkus, G. Daubaris, B. Depreitere,
„Analysis of cerebrovascular autoregulation reactivity index
electronic monitoring methods”, Elektronika ir Elektrotechnika,
no. 8, pp. 16–20, 2011.

[24] A. Ragauskas, G. Daubaris, V. Ragaisis, V. Petkus, “Implementation
of non-invasive brain physiological monitoring concepts”, Medical
Engineering and Physics, no. 25, pp. 667–678, 2003. [Online].
Available: http://dx.doi.org/10.1016/S1350-4533(03)00082-1

[25] A. Ragauskas, G. Daubaris, V. Petkus, R. Raisutis, R. Chomskis, R.
Sliteris, V. Deksnys, J. Guzaitis, G. Lengvinas, A. Rugaitis, “Non-
invasive technology for monitoring of cerebrovascular
autoregulation”, Elektronika ir Elektrotechnika, no. 5, pp. 93–96,
2008.

[26] V. Petkus, A. Ragauskas, A. Preiksaitis, S. Rocka, R. Chomskis, L.
Bartusis, “Innovative method of cerebrovascular autoregulation
monitoring without ABP”, Cerebrovasc Diseases, vol. 35, p. 44,
2013.

[27] C. Zweifel, G. Castellani, M. Czosnyka, E. Carrera, K. M. Brady, P.
J. Kirkpatrick, J. D. Pickard, P. Smielewski, “Continuous assessment
of cerebral autoregulation with near-infrared spectroscopy in adults
after subarachnoid hemorrhage”, Stroke, vol. 41, pp. 1963–1968,
2010. [Online]. Available: http://dx.doi.org/10.1161/STROKEAHA.
109.577320

[28] A. Ragauskas, V. Petkus, B. Kumpaitiene, M. Svagzdiene, R.
Chomskis, E. Sirvinskas, “Monitoring and prevention of brain injury
during cardiac surgery using Vittamed non-invasive cerebral
autoregulation monitor”, in Proc. 2nd Int. Conf. Heart & Brain, Paris,
2014, p. 190.

[29] V. Petkus, A. Kalasauskiene, A. Ragauskas, R. Chomskis, G.
Krutulyte, L. Kalasauskas, “Noninvasive monitoring of
cerebrovascular autoregulation response to resistance exercises”,
Medicina, vol. 48, pp. 39–47, 2012.

29




