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Abstract

were not correlated to venous pulsatility.

Background: The underlying physiology of the intracranial pressure (ICP) curve morphology is still poorly under-
stood. If this physiology is explained it could be possible to extract clinically relevant information from the ICP curve.
The venous outflow from the cranial cavity is pulsatile, and in theory the pulsatile component of venous outflow from
the cranial cavity should be attenuated with increasing ICP. In this study, we explored the relationship between ICP
and the pulsatility of the venous outflow from the intracranial cavity.

Methods: Thirty-seven neuro-intensive care patients that had been examined with phase-contrast magnetic reso-
nance imaging regarding cerebral blood flow (CBF) through the internal carotid and vertebral arteries and venous
flow in the internal jugular veins were retrospectively included. The pulsatility of the jugular flow was determined by
calculating the venous pulsatile index. The results were correlated to clinical data registered in the patient data moni-
toring system, including ICP and cerebral perfusion pressure (CPP).

Results: CBF was 996 4298 ml/min, and the flow in the internal jugular veins equaled 67 4 17% of the CBF, with a
range of 22-97%. The venous pulsatile index correlated negatively to ICP (R=—0.47 p=0.003). The lowest flow in the
internal jugular veins over the cardiac cycle (F,,;,) was not correlated to ICP. Temperature, end-tidal CO,, MAP, and CPP

Conclusion: An increase in ICP correlates to a lower pulsatility of the venous outflow from the cranial cavity. A lower
pulsatility could be due to increased pressure requirements to compress intracranial veins with increasing ICP.
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Introduction

Generation of intracranial pressure (ICP) is dependent
on the rigid cranium enclosing the cranial cavity. The
content of the cavity is composed by the brain, venous-
and arterial blood, and the cerebrospinal fluid (CSF), all
of which are virtually incompressible. The Monro—Kellie
doctrine states that any expansion of one of these compo-
nents must be compensated by a displacement of volume
from one or more of the others [1]. The cerebral blood
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flow (CBF) varies over the cardiac cycle. The peak during
systole must be compensated by an extrusion of CSF and
especially venous blood. A plausible explanation is that
the ICP increase due to arterial influx drives the displace-
ment of venous blood by compression of the thin-walled
veins, creating pulsations of the venous outflow [1-5].
The physiology causing the ICP curve morphology is
still unclear [6, 7]. Early studies suggested that both arte-
rial blood pressure and central venous pressure pulsa-
tions could affect the ICP curve morphology [8—10]. The
intracranial hydrodynamics are strongly connected to
the ICP curve and highly dependent on the venous out-
flow from the cranial cavity [11]. A recent study using
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magnetic resonance imaging (MRI) phase-contrast tech-
nology has presented that the flow of arterial and venous
blood as well as the displacement of CSF within the cen-
tral nervous system could explain the shape of the ICP
curve [5]. However, the thin-walled venous segments
are subject to a general compression from an increase in
mean ICP, reducing the cerebral venous blood pool. This
reduction in the venous bed should increase flow veloc-
ity in the venous system, attenuating the pulsatile com-
ponent of the venous outflow from the intracranial cavity
due to the cyclic rise in ICP [12].

The flow in arteries and veins may be measured using
phase-contrast MRI [13]. Summarizing the flow in the
carotid and vertebral arteries has been used to calculate
CBF [14], and the venous outflow from the cranial cavity
can be measured in the internal jugular veins [15].

To test the hypothesis that increased mean ICP reduces
the pulsatile part of the cerebral venous flow, we used
MRI cine phase-contrast examinations and ICP measure-
ments from neuro-intensive care patients.

Materials and Methods

Inclusion Criteria

Ethical approval for the study was granted by the
Regional Ethical Review Board at Lund University
(2014/403). The database of patients monitored regarding
ICP with an intraventricular device and examined with
phase-contrast MRI at the neuro-intensive care unit at
Skéne University Hospital during the period 2008-2017
was searched. All examinations were evaluated regard-
ing quality, and patients with examinations sufficient
to measure blood flow in the internal carotid, vertebral
arteries, and venous flow in the internal jugular veins
were included. All cases with a non-intact cranial cavity,
with the exception of the insertion hole of the ventricular
catheter, were excluded.

MRI Examinations
The MRI examinations were performed using Philips
Intera 1.5 T or Philips Intera 3.0 T. The patients were
placed supine during the examination. A velocity-
encoded cine phase-contrast pulse sequence using Elec-
tro cardiogram (ECG) gating was used. Measurements
were made in slices, placed just under the foramen
magnum perpendicular to the vessels. The level of the
through plane was chosen on a two-dimensional lateral
angiographic image of the neck. The slices were 6 mm
thick, and a 256 x 128 matrix had been used. Field of
view was 18 cm. Velocity encoding value had been set to
90 cm/s. TR was 26 ms, and the flip angle was 15°. Each
cardiac cycle was sampled at 30—35 time points.

All MRI examinations were analyzed using the freely
available software SEGMENT v 2.0 R5432 [16]. One

examiner performed the analysis of the MRI examina-
tions. A region of interest was drawn manually over
each of the vessels in the phase image with the maxi-
mum flow. The flow was acquired by the software pixel
by pixel with a temporal resolution of 30—35 slices per
cardiac cycle. The same segmentation was used over
the entire cardiac cycle (Fig. 1).

The CBF was calculated by summarizing the flows
in the carotid and vertebral arteries. The internal
jugular vein flows were evaluated in the same man-
ner and summarized providing the internal jugular
venous flow. The internal jugular vein flow ratio, i.e.,
the part of the cerebral venous outflow flowing through
the internal jugular veins, was calculated by divid-
ing internal jugular venous flow with CBE. The venous
pulsatile index was used to correlate venous pulsatil-
ity to ICP. Venous pulsatile index is calculated by the
formula 100 X (F,.x — Frmin)/Fmae Where F_. is the
maximum flow and F; is the minimum flow over the

cardiac cycle [15] (Fig. 2).

ICP Measurements

ICP was monitored invasively with a 8F tunneled intra-
ventricular catheter (HanniKath, Smiths Medical
Deutschland GmbH), inserted through a burr hole. The
catheter was connected to a CSF drainage set with a
microtransducer (HanniSet, Smiths Medical Deutschland
GmbH). The transducer was zeroed against atmospheric
pressure at the highest point of the cranium and con-
nected to a Philips Intellivue MP70 STAD. The data were
automatically registered in the patient data monitoring

Fig. 1 The arteries and veins used for measurements of cerebral
blood flow and flow in the internal jugular veins. The small white
arrows point at the internal carotid arteries, the large white arrows
point at the vertebral arteries, and the black arrows point at the inter-
nal jugular veins. White color represents flow into the cranial cavity,
and black color represents flow out from the cranial cavity. The inten-
sity of the color represents the flow value. Note the difference in both
size and flow between the left and the right internal jugular veins
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Fig. 2 The flow rates over one cardiac cycle in one individual. lJVflow,
the combined flow in the internal jugular veins, f ..., maximum flow,
Fonin Minimum flow. The pulsatile component of internal jugular vein
flow is represented by the gray area; the non-pulsatile component of
internal jugular vein flow is represented by the white area

system (PDMS) (IntelliSpace Critical Care and Anesthe-
sia, Philips). The last mean ICP registered before the MRI
examination was extracted from the database. Patients
were positioned in a 30° head up position.

Clinical Data

Clinical data were retrieved from the PDMS, including
diagnosis, mean arterial blood pressure (MAP), end-tidal
CO,, and temperature. The last measurements before the
MRI examination were used. The existence of a central
venous access and its location was noted.

Statistical Analysis

For statistical analysis, IBM SPSS Statistics for Windows,
version 22.0. (IBM Corp, USA) was used. Linear regres-
sion was used to test correlation. The Mann—Whitney U

test was used to test the null hypothesis between samples,
and a Chi-square test was used in case of dichotomous
variables. All values are given as mean with standard
deviation, unless otherwise stated.

Results

A total of 37 patients had complete datasets and could be
included. The diagnosis was traumatic brain injury (TBI)
in 15, subarachnoid hemorrhage (SAH) in 11, meningitis
in 5, intracerebral hemorrhage in 2, hydrocephalus in 2,
multiple arterial emboli in 1, and meningioma in 1.

The mean age of included patients was 50+ 14 years.
ICP was 9+7 mmHg and cerebral perfusion pressure
(CPP) 80£14 mmHg. Age was significantly lower in the
TBI patients compared to SAH (p=0.01). There was no
significant difference between the two major diagno-
sis groups TBI and SAH regarding ICP and CPP (ICP
p=0.89, CPP p=0.09).

CBF was 996 +298 ml/min with no significant differ-
ence between TBI and SAH, and the internal jugular vein
flow ratio equaled 67+17% of the CBE, with a range of
22-97%. Six individuals had a flow through the internal
jugular veins which constituted less than 50% of CBE.

Venous pulsatile index was 55+15. The maximum
internal jugular vein flow rate (F,,) was 1.78+£2.50
times the lowest flow (F, ;) over the cardiac cycle. There
was no difference in the venous pulsatile index between
individuals with a venous drainage through the internal
jugular veins of >50% compared to<50% (p=0.84). Nei-
ther the internal jugular vein flow ratio nor the internal
jugular vein flow was correlated to ICP (internal jugular
vein flow ratio p=0.75 and internal jugular vein flow
p=0.93). No significant difference between TBI and SAH
patients regarding these parameters was found (CBF

Table 1 Clinical data and flow measurements divided into diagnosis groups

n 15 11

Age (years) 44414 57+8

Sex (M/F) 14 M/1F 4M/7F
ICPmean (mmHg) 849 947

MAP (mmHg) 84+11 94+£14
CPP (mmHg) 75+12 85+15
CBF (ml/min) 981+£295 990+ 224
[JVflow (ml/min) 665 %233 6714256
IVarea (cm?) 0.90+£044 1134052
VPI 52+16 59413

Meningitis

5 6 37
52410 54416 50+ 14
3M/2F 3M/3F 24M/13 F
1111 1047 947
90+ 14 92+6 89413
79417 82411 80+ 14
10354271 1014+419 996 £ 298
5414228 812+388 674+ 280
1.18+0.71 1.02£046 1.02£052
58+19 52410 55415

Data are given in mean 4+ SEM

CBF cerebral blood flow, CPP cerebral perfusion pressure, ICPmean mean intracranial pressure, JVarea the combined area of the internal jugular veins, [JVflow flow
through the internal jugular veins, MAP mean arterial pressure, SAH subarachnoid hemorrhage, TBI traumatic brain injury, VPl venous pulsatile index

@ Other include one multiple cerebral arterial emboli, two intracerebral hemorrhage, two hydrocephalus and one meningioma
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p=0.93, internal jugular vein flow ratio p=0.97 and
venous pulsatile index p =0.34) (Table 1).

Eight individuals had flow in only one internal jugular
vein, six in the left and two in the right. Fifty-one percent
of the individuals had a dominant flow in the right inter-
nal jugular vein. A total of 20 patients had an indwelling
central venous catheter during the MRI examination.
Sixteen had the central venous catheter placed in the
right internal jugular vein, one individual had the central
venous catheter placed in the right external jugular vein,
one in the right subclavian vein, and two individuals had
a central line in the left internal jugular vein. Comparing
the group with a central line placed in the right internal
jugular vein to those without a central line in the right
internal jugular vein, there was no significant difference
regarding dominant flow side or internal jugular venous
flow ratio (dominant flow side p =0.25 and internal jugu-
lar venous flow ratio p =0.37).

The venous pulsatile index correlated negatively to an
increase in ICP (R=0.47 p=0.003) (Fig. 3). There was
no correlation between CPP and venous pulsatile index
(R=0.17 p=0.32) No correlation was found between
ICP and F,;,. (R=0.15 p=0.37). Temperature, end-tidal
CO,, and MAP were not correlated to venous pulsatile
index.

Discussion

The venous outflow from the cranial compartment may
take several routes [15, 17]. In the data presented in this
study, the amount of venous blood flowing through the
internal jugular veins compared to CBF was in the range
22-97%, with a mean value of 67% (Fig. 4). The outflow
through the internal jugular veins is not evenly distrib-
uted, and most had a dominant flow in one internal jugu-
lar vein and 5% with no flow in one of the internal jugular
veins. Both findings were in accordance with previous
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Fig. 3 Regression plot of the venous pulsatile index (VPI) against
intracranial pressure (ICP). R=—0.47,p=0.003
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Fig. 4 Distribution of the amount of cerebral blood flow (CBF)
drained through the internal jugular veins (1JVp,,). Number of
individuals plotted against percentage of CBF flowing through the
internal jugular vein (1JV)

findings in healthy volunteers investigated with ultra-
sound technique and phase-contrast MRI [17, 18].
Independent of the route the blood leaves the cranial
cavity venous outflow was early suspected of influenc-
ing the ICP [10], and the venous outflow affects the
intracranial hydrodynamics and the ICP [11]. Several
studies have shown that resistance to cerebral venous
outflow increases ICP [19-21] and furthermore sug-
gested that the cerebral venous outflow affects the sin-
gle ICP curve form in conjunction with CBF and the
CSF flow over the foramen magnum [3, 22]. Recently,
there has emerged further evidence in support of this
[5]. In this study, we set out to find evidence of the rela-
tionship between mean ICP and cerebral venous flow.
With rising ICP due to mass lesion, brain swelling, or
hydrocephalus, the intracranial venous blood pool has
to be reduced due to the physiological properties of the
intracranial cavity in accordance with the Monro—Kel-
lie doctrine [1]. To this end, the increase in baseline
ICP will compress the thin-walled intracranial veins
and the pressure inside the veins will equal the ICP.
Since the capillary flow is almost non-pulsatile [23], the
veins are constantly filled with blood from the capillary
network, which must be expelled to the sinuses. As the
vein’s diameter are reduced, and if CBF is unchanged,
the total venous flow velocity must be increased, and
even more pressure is required to compress the veins
further. The lowest flow over the cardiac cycle then
has to increase in order to accommodate the venous
flow, and the increased intravenous pressure coun-
teracts the compression of the veins by the increased
ICP during systole. As a result, an increased mean ICP
would cause venous outflow to variate less over the car-
diac cycle as found in our study. Transcranial Doppler
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ultrasonography (TCD) has been used to demonstrate
a correlation between a rise in mean ICP and a rise in
mean blood flow velocity in the basal vein of Rosenthal,
but with no correlation between ICP and pulsatility
index [24]. These data must, however, be interpreted
with the understanding that pulsatility index is calcu-
lated using flow velocities and not volumes [25].

Phase-contrast MRI was used to measure flow [13]. The
technique is well established and has been used to meas-
ure both CBF and flow in the internal jugular veins in
several studies [2-5, 12, 14, 15, 26-28]. In a study using
a variant of phase-contrast MRI, it was possible to assess
the respiratory influence on internal jugular vein pulsatil-
ity [29]. The technique used in this study samples the flow
over several respiratory cycles, canceling the cyclic effect
of respiration on central venous flow. In studies, where
venous outflow has been put into relation with arterial
inflow, it has been suggested prudent to correct venous
outflow data by multiplying it with a correction factor
to equal arterial inflow [2]. However, the venous pulsa-
tile index takes into account the maximum and minimum
flow and their relation, with a higher venous pulsatile
index in the presence of a more pulsatile flow [15]. Using
venous pulsatile index, a correction of the flow in the
internal jugular vein is not necessary, since the results are
independent of such a correction. In contrast, a compari-
son between minimal flow and ICP requires a correction
since it is absolute and dependent on the amount of total
venous outflow through the internal jugular vein.

In the data presented in this study, there is a correla-
tion between mean ICP and the degree of pulsatility of
the venous outflow over the cardiac cycle using venous
pulsatile index. Inter-individual variation should be
expected, since the physiological state of each patient
differs. The correlation was significant, though varia-
tions could be observed (Fig. 3). This supports the theory
that increased mean ICP would lead to a less pulsatile
flow within the mean ICP span investigated in this study.
Higher mean ICP levels may create quite different venous
flow variations.

A rise in mean ICP lowers the pulsatile component of
the venous outflow, and in order to have an unchanged
venous outflow the non-pulsatile component must
increase (Fig. 2). We did not find a correlation between
increasing mean ICP and increased F;,, although a cor-
relation between minimal flow velocity and ICP has pre-
viously been demonstrated using TCD [24]. However, the
F_.;n is an absolute value and thereby highly dependent on
the ratio of the cerebral venous outflow flowing through
the internal jugular veins. With just small variations in
the F,;, together with the high level of inter-individual

variation regarding the internal jugular venous ratio of

cerebral venous outflow, such a correlation could easily
be missed.

The venous pulsatile index was generally higher in
our study compared to a previous study in healthy vol-
unteers [15]. This could be due to methodical differ-
ences as the CBF in this study was higher than earlier
reported [2, 14, 26-28], but also the fact that the previ-
ous study included the epidural vein. The pulsatile flow
in the epidural vein, at the foramen Monro level, should
be smaller as the vein does not leave the central nerv-
ous system and therefore not subjected to the same dif-
ference in outflow pressure.

Although the scope of this study was to examine the
interaction between venous outflow and mean ICP,
the data regarding CBF must be addressed. Previous
research using healthy volunteers and patients with
stable diseases has reported CBF values in the range
of 657-825 ml/min [2, 14, 26—28]. The population in
this study has a significantly higher CBF, 996 ml/min,
although with a high degree of variation. All subjects
included in this study required neuro-intensive care
and were treated at the neuro-intensive care depart-
ment in Lund. Measuring CBF with phase-contrast
MRI in this type of patients has, to our knowledge, not
been used clinically, and no data regarding this kind of
patients have, to our knowledge, been reported pre-
viously. All patients had been examined in a relative
stable phase, and none of the SAH patients was sus-
pected to have intracranial arterial vasospasm. Menin-
gitis has been shown to induce hyperemia [30], but the
increased CBF in TBI and SAH patients was more sur-
prising. The elevated CBF found in our study could be
due to a relative loss of cerebral arterial autoregulation.
The impact of this feature in patients with TBI and its
implication on outcome has been the focus for research
during the past years [31]. The high CBF could possi-
bly explain the surprisingly high venous pulsatile index
detected in our material, since a high pulsatile arterial
inflow compressing the veins could be expected in this
situation.

In a theoretical model where ICP over the cardiac
cycle mainly is influenced by the inflow of arterial
blood, the venous outflow, and the oscillating move-
ment of CSF over the foramen magnum, venous out-
flow becomes a more passive component, driven by
the inflow of arterial blood [1]. How the venous out-
flow is affected in different physiological states would
directly affect the morphology of the ICP curve [11].
In order to understand the physiology and understand
the ICP curve, it is important to understand how the
venous outflow is affected by the surrounding param-
eters. We do believe that this study supports the theory
that increasing mean ICP, within this range, reduces the
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intracranial venous blood pool and thereby compro-
mises the intracranial cavity’s ability to cope with the
rapid influx of arterial blood modifying the ICP curve
form. With increasing mean ICP, less venous blood is
displaced due to the ICP amplitude, causing a less pul-
sating venous flow, as observed in this study.

Conclusion

In conclusion, the main finding of our study suggests that
the flow patterns of the venous outflow from the cranial
cavity are correlated to ICP, where an increase in ICP is
associated with a smaller pulsating component. This find-
ing is important since it could affect the cranial cavity’s
ability to handle the rapid influx of arterial blood during
systole and thus cause changes in ICP curve morphology.

Abbreviations

CBF: Cerebral blood low; CPP: Cerebral perfusion pressure; MAP: Mean arterial
pressure; SAH: Subarachnoid hemorrhage; TBI: Traumatic brain injury; VPI:
Venous pulsatile index.

Author details

! Department of Clinical Sciences Lund, Intensive Care and Perioperative
Medicine, Lund University, Skane University Hospital, Malma, Sweden.

2 Department of Science and Environment, Roskilde University, Roskilde, Den-
mark. > Department of Clinical Sciences Lund, Department of Neurosurgery,
Lund University, Skane University Hospital, Lund, Sweden. 41PV SUS Malma,
Inga Marie Nilssons gata 47, 205 02 Malma, Sweden.

Authors’ contributions

MU contributed to concept and design of the study, acquisition of data, analy-
sis, and interpretation. He drafted the manuscript and was involved in the
revisions. He approved the final version of the manuscript. JTO contributed to
the concept and design of the study and interpretation of data. He revised the
manuscript and approved the final version. PR contributed to the concept and
design of the study. He was involved in the acquisition and interpretation of
data. He revised the manuscript and approved the final version.

Funding

The study received financial support from the Department of Intensive and
Perioperative Care, Skane University Hospital and the Swedish National Train-
ing and Research Fund, Region Skane, Grant No 48451.

Conflict of interest

Dr Unnerbéack reports grants from Region Skane, during the conduct of
the study. Mr Ottesen has nothing to disclose. Dr Reinstrup has nothing to
disclose.

Ethical Approval

All procedures performed in studies involving human participants were

in accordance with the ethical standards of the Lund University research
committee (2014/403) and with the 1964 Declaration of Helsinki and its later
amendments or comparable ethical standards.

Open Access

This article is distributed under the terms of the Creative Commons Attribu-
tion 4.0 International License (http://creativecommons.org/licenses/by/4.0/),
which permits unrestricted use, distribution, and reproduction in any medium,
provided you give appropriate credit to the original author(s) and the source,
provide a link to the Creative Commons license, and indicate if changes were
made.

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

Published online: 25 June 2019

References

1. Greitz D, Wirenstam R, Franck A, Nordell B, Thomsen C, Stahlberg F.
Pulsatile brain movement and associated hydrodynamics studied by
magnetic resonance phase imaging. The Monro-Kellie doctrine revisited.
Neuroradiology. 1992;34:370-80.

2. Alperin N, Lee S, Loth F, Raksin P, Lichtor T. MR-Intracranial pressure (ICP)
a method to measure intracranial elastance and pressure noninva-
sively by means of MR imaging: baboon and human study. Radiology.
2000;217:877-85.

3. Balédent O, Henry-Feugeas M, Idy-Peretti |. Cerebrospinal fluid dynamics
and relation with blood flow: a magnetic resonance study with semiauto-
mated cerebrospinal fluid segmentation. Investig Radiol. 2001;36:368-77.

4. Lagana M, Shepherd S, Cecconi P, Beggs C. Intracranial volumetric
changes govern cerebrospinal fluid flow in the Aqueduct of Sylvius in
healthy adults. Biomed Signal Process Control. 2017,36:84-92.

5. Unnerback M, Ottesen J, Reinstrup P. ICP curve morphology and intrac-
ranial flow-volume changes: a simultaneous ICP and cine phase contrast
MRI study in humans. Acta Neurochir (Wien). 2018;160:219-24.

6. Carrera E, Kim D, Castellani G, et al. What shapes pulse amplitude of
intracranial pressure? J Neurotrauma. 2010,27:317-24.

7. Balédent O, Czosnyka M, Czosnyka Z. Brain pulsations enlightened. Acta
Neurochir (Wien). 2018;160:225-7.

8. Bering E. Choroid plexus and arterial pulsation of cerebrospinal fluid.
Demonstration of the choroid plexuses as a cerebrospinal fluid pump.
Arch Neurol Psychiatry. 1955;73:165-72.

9. Dunbar H, Guthrie T, Karpell B. A study of the cerebrospinal fluid pulse
wave. Arch Neurol. 1966;14:624-30.

10. Hamit H, Beall A, DeBakey M. Hemodynamic influences upon brain and
cerebrospinal fluid pulsations and pressures. J Trauma. 1965;5:174-84.

11. Wilson M. Monro-Kellie 2.0: the dynamic vascular and venous patho-
physiological components of intracranial pressure. J Cereb Blood Flow
Metab. 2016;36:1338-50.

12. Unnerback M, Bloomfield E, Soderstrém S, Reinstrup P. The intracranial
pressure curve correlates to the pulsatile component of cerebral blood
flow. J Clin Monit Comput. 2019;33:77-83.

13. Bryant D, Payne J, Firmin D, Longmore D. Measurement of flow with
NMR imaging using a gradient pulse and phase difference technique. J
Comput Assist Tomogr. 1984;8:588-93.

14. Marks M, Pelc N, Ross M, Enzmann D. Determination of cerebral blood
flow with a phase-contrast cine MR imaging technique: evaluation of
normal subjects and patients with arteriovenous malformations. Radiol-
ogy. 1992;182:467-76.

15. Stoquart-ElSankari S, Lehmann P, Vilette A, et al. A phase-contrast MRI
study of physiological cerebral venous flow. J Cereb Blood Flow Metab.
2009;29:1208-15.

16. Heiberg E, Sjogren J, Ugander M, Carlsson M, Engblom H, Arheden H.
Design and validation of segment—a freely available software for cardio-
vascular image analysis. BMC Med Imaging. 2010;10:1.

17. Doepp F, Schreiber S, von Minster T, Rademacher J, Klingebiel R, Valdueza
J. How does the blood leave the brain? A systematic ultrasound analysis
of cerebral venous drainage patterns. Neuroradiology. 2004;46:565-70.

18. ElSankari S, Balédent O, van Pesch V, Sindic C, de Broqueville Q, Duprez T.
Concomitant analysis of arterial, venous, and CSF flows using phase-con-
trast MRI: a quantitative comparison between MS patients and healthy
controls. J Cereb Blood Flow Metab. 2013;33:1314-21.

19. Feldman Z, Kanter M, Robertson C, et al. Effect of head elevation on
intracranial pressure, cerebral perfusion pressure, and cerebral blood flow
in head-injured patients. J Neurosurg. 1992,76:207-11.

20. Schulz-Stubner S, Thiex R. Raising the head-of-bed by 30 degrees
reduces ICP and improves CPP without compromising cardiac output in


http://creativecommons.org/licenses/by/4.0/

279

21.

22.

23.

24.

25.

26.

euvolemic patients with traumatic brain injury and subarachnoid haem-
orrhage: a practice audit. Eur J Anaesthesiol. 2006;23:177-80.

Ng |, Lim J, Wong H. Effects of head posture on cerebral hemodynamics:
its influences on intracranial pressure, cerebral perfusion pressure, and
cerebral oxygenation. Neurosurgery. 2004;54:593-8.

Alperin N, Vikingstad E, Gomez-Anson B, Levin D. Hemodynamically
independent analysis of cerebrospinal fluid and brain motion observed
with dynamic phase contrast MRI. Magn Reson Med. 1996;35:741-54.
White D, Wilson K, Curry G, Stevenson R. The limitations of pulsatile flow
through the aqueduct of Sylvius as a cause of hydrocephalus. J Neurol
Sci. 1979;42:11-51.

Schoser B, Riemenschneider N, Hansen C. The impact of raised intracra-
nial pressure on cerebral venous hemodynamics: a prospective venous
transcranial Doppler ultrasonography study. J Neurosurg. 1999,91:744-9.
Gosling R, King D. Arterial assessment by Doppler shift ultrasound. Proc R
Soc Med. 1974,67:447-9.

Split A, Frieke M, van der Geest R, et al. Reproducibility of total cerebral
blood flow measurements using phase contrast magnetic resonance
imaging. J Magn Reson Imaging. 2002;16:1-5.

27.

28.

29.

30.

31

Alperin N, Lee S, Sivaramakrishnan A, Hushek S. Quantifying the effect of
posture on intracranial physiology in humans by MRI flow studies. J Magn
Reson Imaging. 2005;22:591-6.

Zarrinkoob L, Ambarki K, Wahlin A, Birgander R, Eklund A, Malm J.

Blood flow distribution in cerebral arteries. J Cereb Blood Flow Metab.
2015;35:648-54.

Daouk J, Bouzerar R, Baledent O. Heart rate and respiration influence on
macroscopic blood and CSF flows. Acta Radiol. 2017,58:977-82.

Slater A, Berkowitz |, Wilson D, Traystman R. Role of leukocytes in cerebral
autoregulation and hyperemia in bacterial meningitis in rabbits. Am J
Physiol. 1997;273:380-6.

Needham E, McFadyen C, Newcombe V, Synnot AJ, Czosnyka M, Menon
D. Cerebral perfusion pressure targets individualized to pressure-reac-
tivity index in moderate to severe traumatic brain injury: a systematic
review. J Neurotrauma. 2017;34:963-70.



	Increased Intracranial Pressure Attenuates the Pulsating Component of Cerebral Venous Outflow
	Abstract 
	Background: 
	Methods: 
	Results: 
	Conclusion: 

	Introduction
	Materials and Methods
	Inclusion Criteria
	MRI Examinations
	ICP Measurements
	Clinical Data
	Statistical Analysis

	Results
	Discussion
	Conclusion
	References




