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Abstract 

Objective. Slow vasogenic intracranial pressure (ICP) waves are spontaneous ICP oscillations with a 

low frequency bandwidth of 0.3-4 cycles/min (B-waves). B-waves reflect dynamic oscillations in 

cerebral blood volume associated with autoregulatory cerebral vasodilation and vasoconstriction. 

This study quantifies the effects of general anaesthesia (GA) on the magnitude of B-waves compared 

to natural sleep and conscious state.  

Materials and methods. The magnitude of B-waves was assessed in four groups of 30 patients each 

with clinical indications for ICP monitoring. Normal pressure hydrocephalus (NPH) patients 

undergoing Cerebrospinal Fluid (CSF) infusion studies in the conscious state (GROUP A) and under 

general anaesthesia (GROUP B), and hydrocephalus patients undergoing overnight ICP monitoring 

during physiological sleep (GROUP C) were compared to deeply sedated traumatic brain injury 

patients with well-controlled ICP during the first night of Intensive Care Unit (ICU) stay (GROUP 

D).  

Results. A total of 120 patients were included. During CSF infusion studies, the magnitude of slow 

waves was higher in conscious patients (GROUP A: 0.23+/-0.10 mmHg) when compared to 

anaesthetised patients (GROUP B: 0.15+/-0.10 mmHg; p=0.011). Overnight magnitude of slow 

waves was higher in patients during natural sleep (GROUP C: 0.20+/-0.13 mmHg) when compared 

to TBI patients under deep sedation (GROUP D: 0.11+/- 0.09 mmHg; p=0.002).  

Conclusion. General anaesthesia and deep sedation are associated with a reduced magnitude of B-

waves. ICP monitoring carried out under GA is affected by iatrogenic suppression of slow vasogenic 

waves of ICP. Accounting for the effects of anaesthesia on vasogenic waves may prevent the 

misidentification of potential shunt-responders as non-responders. 
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Introduction 

Intracranial pressure (ICP) slow waves, also called B-waves, are spontaneous rhythmic oscillations of 

the ICP within a low frequency bandwidth of 0.3 to 4 cycles per minute. Slow waves of ICP have 

been described in healthy individuals, head injury patients and are particularly prevalent in 

hydrocephalic patients (1, 2).  

The physiological and clinical significance of B-waves remains debated and their origin still remains 

to be conclusively elucidated. The predominant theory postulates a vasogenic origin whereby slow 

waves of ICP are generated by dynamic changes in intracranial blood volume reflecting 

autoregulatory cerebrovascular vasodilation and vasoconstriction in response to oscillations in 

arterial blood pressure (ABP). The vasogenic origin of B-waves would be similar to that 

demonstrated by Lundberg (3) and Rosner (4) when describing ICP A-waves (plateau waves). 

Plateau waves can be observed in patients with exhausted intracranial volume-buffering reserve 

when a precipitating factor (i.e. hypotension or ICP elevation) results in a critical reduction in 

cerebral perfusion pressure (CPP) followed by autoregulatory cerebral vasodilatation and increased 

cerebral blood volume (CaBV) in a form of self-sustaining ‘vasodilatatory cascade’ (4). Plateau waves 

can last up to 5-10 minutes and ICP typically plateaus at 40-50 mmHg (i.e. A-waves last longer and 

have higher amplitude than B-waves). Other theories suggest that B-waves reflect the presence of a 

brainstem neuro pacemaker controlling cyclical electrical activity changes (5). Because PaCO2 is a 

potent cerebral vasodilator, B-waves have also been attributed to a crescendo - decrescendo pattern 

of ventilation (Cheyne - Stokes respiration) (1,5). However, other investigators (6, 7) have showed 

that artificial ventilation does not affect B-waves, suggesting that cyclical changes in arterial CO2 are 

not the exclusive causative factor in B-waves. 

Slow waves of ICP have been used as a marker for reduced intracranial compliance and as an 

indicator of shunt responsiveness in hydrocephalus. The magnitude (or amplitude) of B-waves is 

inversely correlated with the volume buffering reserve of the intracranial compartment and directly 

correlated with measured resistance to Cerebrospinal Fluid (CSF) outflow (Rcsf), a reliable 

parameter describing CSF circulation(8-10). The presence of prominent slow waves has been 

correlated with clinical improvement after shunting in normal pressure hydrocephalus (NPH) 

(9,11,12). In the context of severe traumatic brain injury (TBI) the presence of B-waves reflects 

active vasogenic modulation of cerebral blood flow and is associated with better prognosis (11-12).  

Monitoring of ICP is indicated in a variety of clinical settings ranging from conscious, self-

ventilating patients, mechanically ventilated patients under general anaesthesia (GA) and during 

physiological sleep. Anecdotally, we have observed that the slow rhythmic oscillations of ICP often 

recorded in conscious self-ventilated patients undergoing CSF infusion studies are dampened or 

absent in patients studied under GA. There have been several studies in the past investigating the 

relationship between the relative frequency, absolute amplitude, and the morphology of B-waves and 

different sleep stages (12-14). However, there is no published data quantifying the influence of GA 

on slow vasogenic ICP oscillations. The wealth of data collected in our lab over the years allows us 

to quantify and compare B-wave activity during wakefulness, physiological sleep and general 

anaesthesia in NPH and TBI patients.  



 

Materials and methods 

GROUP A and GROUP B consist of two cohorts of 30 non-shunted patients each, undergoing 

computerised CSF infusion studies for diagnostic confirmation of suspected NPH. Infusion studies 

are a well-established diagnostic methodology extensively described elsewhere (8,14,16). GROUP A 

underwent infusion studies in a conscious state in a recumbent position. GROUP B underwent 

infusion studies under GA. This approach was taken either because the patient was unable to tolerate 

the diagnostic procedure (which may require up to one hour of monitoring) or as a surgical strategy 

whereby native CSF dynamics can be assessed preoperatively and, if indicated, shunt insertion, can 

be performed within the same surgical session (17-19). All patients presented with ventriculomegaly 

and with at least two elements of Hakim Triad symptoms (urinary incontinence, shuffling gait and 

memory loss); gait problems were present in all patients. Anaesthesia during the infusion study was 

induced using propofol, fentanyl and atracurium or vecuronium (20-23) and maintained with either 

propofol target controlled infusion 3-6 mcg/ml effect site alone or combined with remifentanil 0.05-

0.2 mcg/kg/min. Body temperature and CO2 levels were recorded and controlled at 36-37oC and 4.5-

5.0 kPa respectively, as part of standard local practice. 

GROUP C and GROUP D consist of two cohorts of 30 age-matched patients each, undergoing 

overnight ICP monitoring. GROUP C consists of naturally asleep patients investigated for or with a 

confirmed diagnosis of hydrocephalus, with or without a shunt in place (18, 19, 24). GROUP D 

consists of patients with ICP monitoring following severe TBI in the absence of intracranial 

hypertension (mean ICP < 18 mmHg) during the first night of ICU stay (24). These patients were 

managed with profound sedation according to the NCCU protocol, which includes maintenance of 

deep sedation with propofol and fentanyl or remifentanil, with or without neuromuscular blockade. 

We only included patients who had not undergone decompressive craniotomy. Body temperature and 

CO2 levels were recorded and controlled at 36-37oC and 4.5-5.0 kPa, as part of standard clinical 

protocol. 

Monitoring and use of recorded signals in TBI patients was approved by the relevant research ethics 

committee (29 REC 97/291). All hydrocephalus patients were investigated with infusion test or 

overnight ICP monitoring within the Hydrocephalus Clinic, Addenbrookes Hospital, Cambridge, UK 

as a part of routine clinical assessment. They all consented for these studies. Digital recordings were 

analysed anonymously as a part of routine clinical audit.  
 

Data analysis 

The magnitude of slow waves [SLOW] was assessed using spectral analysis of digitised ICP 

recordings and calculated as the root of the power of the signal in the frequency bandwidth 0.3 to 4 

cycles/min (35-37). Artefacts were manually removed in all groups prior to analysis. In GROUP A 

and GROUP B, ICP de-trending was performed prior to analysis to minimise the influence of the 

induced increase in ICP on slow wave activity.  

 



Baseline ICP, intracranial elasticity(16,17), RAP (an index of volume-compensatory reserve) were 

recorded in all patients as previously described (16,19,24). CSF production and Rcsf were calculated 

as part of standard CSF infusion studies (16,24). Data were analysed using SPSS version 22.0. 

Results are presented as mean ± SEM. A one-way ANOVA was used to examine between group 

differences in examined parameters. Spearman rank correlation coefficient was used to examine the 

relationship between descriptors of slow waves and CSF compensatory parameters.  

  

Results 

 

Group A and B included age-matched (73+/-7 versus 75+/-8 years) NPH patients undergoing 

infusion test, in conscious state (GROUP A; N=30) and under GA (GROUP B; N=30). Male to 

female ratio in both groups was approximately 4:3. Typical ICP time- trends for infusion studies 

performed in a conscious patient and in a patient under GA are presented in Figure 1A and 1B, 

respectively. Numerical results for GROUP A and GROUP B are presented in Table 1.  

GROUP C and GROUP D included age - matched patients undergoing overnight ICP monitoring for 

diagnostic investigation of NPH during natural sleep (GROUP C; N = 30; AGE = 23+/-8) and 

deeply-sedated and mechanically ventilated patients during their first ICU night (GROUP D; N = 30; 

AGE = 29+/-7 years). Heart rate and respiratory rates in Group C were stable and typical of natural 

sleep state. Typical ICP time-trends for overnight monitoring recordings in a patient undergoing 

overnight monitoring for diagnostic investigation of NPH and in deeply-sedated mechanically 

ventilated patients under GA are presented in Figure 2A and 2B, respectively. Numerical results from 

the groups of overnight ICP monitoring in hydrocephalus and after TBI are presented in Table 2.  

 

Overall, the average magnitude of slow waves and standard deviations of 10 sec-averaged ICP was 

lower in the GA patients (Groups B and D) in comparison with conscious patients (Groups A and C). 

In patients undergoing infusion test, there was no correlation between compensatory reserve and the 

volume of slow waves. There was no significant correlation between any measures describing the 

magnitude of B waves and resistance to CSF outflow or elasticity, both in the GA and conscious 

patient group. The magnitude of B waves was positively correlated with baseline ICP (R=0.48; 

p=0.0067) but only in conscious patients.  

 
There is a significant difference in the duration of the recording between the 1st (Groups A and B) 

and the 2nd (Groups C and D) cohort, which was the initial purpose of their formation. The duration 

of the infusion studies was approximately half an hour, therefore different methodology was used for 

analysis of Slow Waves. Formally , there is no statistical difference between slow waves in Group A 

(baseline values, before start of infusion) and C, and respectively B and D (p>0.05). 

 

 

Discussion  



This study quantifies the magnitude by which ICP B-waves are suppressed by GA and deep sedation 

when compared to conscious state or physiological sleep. These findings provide a reference for 

further studies and for clinical interpretation of ICP recordings. 

So far, studies of B waves, infusion tests and generally studies of CSF dynamics conducted both in 

animals and in humans are performed in both awake and in a sedated state. The effects of anaesthetic 

drugs and mechanical ventilation on cerebral physiology have been studied extensively. Propofol has 

a predictable pharmacokinetic profile and advantageous pharmacodynamic characteristics including 

profound suppression of cerebral metabolic rate and preserved cerebral autoregulation (26,27). The 

safety of fentanyl and remifentanil as adjuvants in neuroanaesthesia and neurointensive care is also 

supported by a large body of evidence (18-21). The impact of neuromuscular blockers on CSF 

dynamics is negligible (20,21,23). Nonetheless, the current study demonstrates that even propofol-

based anaesthesia and sedation are associated with a considerable reduction of approximately 50% in 

the amplitude of vasogenic waves when compared to wakefulness or natural sleep. The iatrogenic 

influence is most likely to be multifactorial, with plausible factors being direct pharmacological 

effect and suppression of cerebral metabolic rate and mechanical ventilation with reduced fluctuation 

in carbon dioxide (9,11,20). Patients in the TBI group were carefully selected to not have significant 

intracranial hypertension (ICP<18 mmHg) and their CSF parameters were considered for the first day 

of their admission. B waves are disturbed and disappear in cases where autoregulation has failed and 

ICP has risen severely and therefore the difference in slow wave magnitude cannot most probably be 

due to the TBI itself rather than the fact that patients were sedated. Even though an increase in CaBV 

has been reported during REM sleep, no significant difference has been reported in the percentage 

and amplitude of b waves between sleep and wakefulness, in patients groups with non-

communicating hydrocephalus and NPH (9,28-30).  Our study is consistent with these results in that 

it shows that it’s most probably not natural sleep that causes a decrease in b wave amplitude.  

Our results indicate that ICP dynamics are suppressed by GA. Both the average magnitude of slow 

waves and standard deviation of mean ICP (10 second averages) were significantly lower in patients 

under GA than in those who were conscious. Baseline ICP is known to correlate with slow wave 

power of ICP probably reflecting the fact that increasing ICP is associated with decreasing 

intracranial compliance and increased power of slow waves. However in this study, baseline ICP was 

not significantly lower under GA. This suggests that factors other than mean ICP must be 

contributing to the decrease in magnitude of slow waves in the anesthetised or sedated state (20-

23,25) The lower amplitude in the GA group may be associated to lower brain metabolism rate 

implicating lower Cerebral Blood Flow (CBF). This could be supported by the fact that production of 

CSF was significantly lower in the GA group. (18,19) The most convincing physiological substrate 

of B-waves consists of autoregulatory changes in cerebrovascular tone in response to cyclical 

changes in arterial blood pressure and/or cerebral metabolic demand. This would in turn be reflected 

in changes in ICP proportional to the amount of changes in CaBV and inversely proportional to 

intracranial compliance. Interestingly, intracranial elasticity did not differ between groups(16,17). 

The Resistance (R) to the CSF outflow was found significantly higher in the GA group (group B). 
This was most probably a derivative of patient selection, since GA infusion studies involve patients with 

severe clinical features and most likely to be a candidate for CSF shunting procedures (24). Although 

alternative markers of CSF circulation are nowadays more prominent (25), the resistance to CSF outflow 

is still a convenient index used in NPH. Moreover, there is no biological substrate supporting a link 

between the anaesthetised state and higher resistance to CSF reabsorption. 
 



Slow waves in ICP are thought to be related to phasic alterations in CaBV. Being vascular 

phenomena, these slow waves of ICP could be related to slow waves in ABP, the strength of cerebral 

autoregulation, slow waves in vasoactive mediators (such as arterial CO2) or could be related to 

primary intracranial vascular events via neurovascular coupling. (1-3,26,27) Therefore, interpretation 

of the physiology by which GA decreases slow wave ICP power is complex. Arterial CO2 is a potent 

vasodilator and therefore slow variations in arterial PCO2 could account for changes in CaBV and 

ICP. Coherent changes in CO2, CBF and ventilation have been described in situations such as central 

sleep apnoea (26,27). Whether such ventilation changes could account for the observed differences is 

unknown. GA induced alterations in slow wave ABP power could account for changes in slow wave 

ICP power. Slow waves in ABP are transmitted to the cerebral vasculature according to the presence 

and strength of autoregulation. (9,12,13) GA under stable and well – controlled conditions has been 

shown to not influence the ABP power or cerebral autoregulation. (22,30) 

  

The clinical implications of quantifying the influence of anaesthesia and deep sedation on slow 

waves of ICP may be of particular relevance in the context of diagnostic workup of hydrocephalic 

patients as the magnitude of slow waves is used to identify shunt responders and to indicate surgery 

in patients with a diagnosis of NPH (8,9,30-32). ICP monitoring carried out under GA or in sedated 

patients is affected by iatrogenic suppression of slow vasogenic waves of ICP. Accounting for the 

effects of anaesthesia on vasogenic waves may prevent the misidentification of potential shunt-

responders as non-responders. 

Limitations of the study  

Using TBI as a comparison group can have its limitations, even though as mentioned above we tried 

to exclude most possible confounding parameters of disturbed CSF dynamics in those patients. We 

have noted a significantly higher in Rcsf in the NPH patients whose infusion study was performed 

under GA. This could be a derivative of patient selection (studies under GA are probably performed 

in patients with worse symptoms). CBF was not assessed in any patient group and therefore cerebral 

vasodilation and CBF fluctuations cannot be confirmed with the current study.  Similarly, ABP was 

not measured, to compare slow waves in arterial pressure between conscious/anaesthetised patients. 

It was not within the purpose of the study to compare CSF and slow wave dynamics with the use of 

different types of anesthetics. The problem of choosing the right anesthetic has been addressed by the 

literature and other research groups with a tendency to indicate that it is best to use propofol with or 

without remifentanyl than inhaled anesthetics for CSF dynamics studies. The main focus and point of 

this study is to assess slow wave magnitude, however propofol and/or remifentanyl were the only 

anesthetics used. Even though it is reasonable to assume that there may be a dose-dependent 

association between the depth of anaesthesia and the suppression of vasogenic ICP waves we are 

unable to explore this question with the dataset available. While there may be considerable within-

group heterogeneity in the anaesthetised and sedated group, there still remains a consistent and 

statistically significant difference in the magnitude of vasogenic waves in patients undergoing 

infusion studies under general anaesthesia when compared to patients undergoing infusion studies in 

the awake state. Finally, previous studies have found that the amplitude of b waves probably 

increases during REM sleep, although results remain contradictory. In such case, REM sleep could 

account for another possible interpretation of the difference between Groups C and D. However, it 

was not possible to neither compare awake patients with long – term monitoring with naturally asleep 

patients nor determine and select the REM sleep phase. 



Further studies need to be performed to confirm these findings and provide better insight on how to 

interpret slow wave analysis derived from anesthetised patients. 

 



References 

1. DW Droste, J K Krauss: Simultaneous recording of cerebrospinal fluid pressure and middle 

cerebral artery blood flow velocity in patients with suspected symptomatic normal pressure 

hydrocephalus J J Neurol, Neurosurg, and Psychiatry 1993;56:75-792. 

2. Burr RL1, Kirkness CJ, Mitchell PH. Detrended fluctuation analysis of intracranial pressure 

predicts outcome following traumatic brain injury. IEEE Trans Biomed Eng. 2008 Nov;55(11):2509-

18.  

3. Risberg J, Lundberg N, Ingvar DH  Regional cerebral blood volume during acute transient 

rises of the intracranial pressure (plateau waves) J Neurosurg. 1969 Sep;31(3):303-10. 

4. Rosner MJ, Becker DP (1984) Origin and evolution of plateau waves, experimental 

observations and a theoretical model. JNeurosurg 60: 312–324 

5. Lescot T1, Naccache L, Bonnet MP et al: The relationship of intracranial pressure Lundberg 

waves to electroencephalograph fluctuations in patients with severe head trauma, Acta Neurochir 

(Wien). 2005 Feb;147(2):125-9 

6. Higashi S, Yamamoto S, Hashimoto M, et al: The role of vasomotor center and adrenergic 

pathway in B-waves. In: HoffJT, Betz AL, eds. Intracranial pressure VII. Berlin, Heidelberg: 

SpringerVerlag, 1989:220-4. 12  

7. Newell DW, Stooss R, Aaslid R, et al Spontaneous fluctuations in cerebral blood flow as a 

cause of B-waves. The eighth international symposium on intracranial pressure(Abst 127). 

Rotterdam, 16-20 June 1991. 

8. Czosnyka M1, Smielewski P, Timofeev I et al Intracranial pressure: more than a number. 

Neurosurg Focus. 2007 May 15;22(5):E10. 

9. Stephensen H1, Andersson N, Eklund A, Malm J, Tisell M, Wikkelsö C J Neurol Objective B 

wave analysis in 55 patients with non-communicating and communicating hydrocephalus. Neurosurg 

Psychiatry. 2005 Jul;76(7):965-70. 

10. Razavi M1, Eaton B, Paradiso S et al Source of low-frequency fluctuations in functional MRI 

signal. J Magn Reson Imaging. 2008 Apr;27(4):891-7. 

11. Lemaire JJ1, Khalil T, Cervenansky F et al Slow pressure waves in the cranial enclosure. 

Acta Neurochir (Wien). 2002 Mar;144(3):243-54. 

12. Eklund A, Agren-Wilsson A, Andersson N et al Two computerized methods used to analyze 

intracranial pressure B waves: comparison with traditional visual interpretation. J Neurosurg. 2001 

Mar;94(3):392-6. 



13. Kasprowicz M1, Bergsneider M, Czosnyka M et al Association between ICP pulse waveform 

morphology and ICP B waves. Acta Neurochir Suppl. 2012;114:29-34. doi: 10.1007/978-3-7091-

0956-4_6. 

14. Weerakkody RA1, Czosnyka M, Zweifel C, Slow vasogenic fluctuations of intracranial 

pressure and cerebral near infrared spectroscopy--an observational study. Acta Neurochir (Wien). 

2010 Oct;152(10):1763-9.  

15.  Swallow DM1, Fellner N, Varsos GV et al, Repeatability of cerebrospinal fluid constant rate 

infusion study. Acta Neurol Scand. 2014 Aug;130(2):131-8.  

 

16. Haubrich C1, Czosnyka Z, Lavinio A et al Is there a direct link between cerebrovascular 

activity and cerebrospinal fluid pressure-volume compensation? Stroke. 2007 Oct;38(10):2677-80.  

17. Petrella G1, Czosnyka M, Keong N, et al How does CSF dynamics change after shunting? 

Acta Neurol Scand. 2008 Sep;118(3):182-8.  

18. Girard F1, Moumdjian R, Boudreault D, et al: The effect of sedation on intracranial pressure 

in patients with an intracranial space-occupying lesion: remifentanil versus propofol. Anesth 

Analg. 2009 Jul;109(1):194-8.  

19. Fodale V1, Schifilliti D, Praticò C et al: Remifentanil and the brain. Acta Anaesthesiol 

Scand. 2008 Mar;52(3):319-26.  

20. Klimscha W1, Ullrich R, Nasel C et al: High-dose remifentanil does not impair 

cerebrovascular carbon dioxide reactivity in healthy male volunteers. Anesthesiology. 2003 

Oct;99(4):834-40. 

21. Petersen KD1, Landsfeldt U, Cold GE et al: Intracranial pressure and cerebral hemodynamic 

in patients with cerebral tumors: a randomized prospective study of patients subjected to craniotomy 

in propofol-fentanyl, isoflurane-fentanyl, or sevoflurane-fentanylanesthesia. Anesthesiology. 2003 

Feb;98(2):329-36. 

22. Balestreri M1, Czosnyka M, Steiner LA et al Intracranial hypertension: what additional 

information can be derived from ICP waveform after head injury? Acta Neurochir (Wien). 

1996;138(5):531-41; discussion 541-2. 

23. Dagal A1, Lam AM. Cerebral autoregulation and anesthesia Anesthesiology. 2000 

Nov;93(5):1205-9. 
 

24. Pickard JD, Teasdale G, Matheson M, et al. Intraventricular pressure waves-the best predictive 

test for shunting in normal pressure hydrocephalus. In: Shulman K, Marmarou A, Miller JD, Becker DP, 

Hochwold GM, Brock M, eds. Intracranial pressure IV. Berlin: Springer- Verlag, 1980:498-500. 

http://www.ncbi.nlm.nih.gov/pubmed/?term=Swallow%20DM%5BAuthor%5D&cauthor=true&cauthor_uid=24660859
http://www.ncbi.nlm.nih.gov/pubmed/?term=Fellner%20N%5BAuthor%5D&cauthor=true&cauthor_uid=24660859
http://www.ncbi.nlm.nih.gov/pubmed/?term=Varsos%20GV%5BAuthor%5D&cauthor=true&cauthor_uid=24660859
http://www.ncbi.nlm.nih.gov/pubmed/?term=Dagal%20A%5BAuthor%5D&cauthor=true&cauthor_uid=19620861
http://www.ncbi.nlm.nih.gov/pubmed/?term=Lam%20AM%5BAuthor%5D&cauthor=true&cauthor_uid=19620861
http://www.ncbi.nlm.nih.gov/pubmed/11046207


25. Scollato A, Gallina P, Di Lorenzo N. Cerebrospinal fluid diversion in patients with enlarged 

Virchow-Robin spaces without ventriculomegaly. Acta Neurol Scand. 2015 Apr 30. doi: 

10.1111/ane.12419 

 

26. Burgess KR1, Lucas SJ, Shepherd K et al Worsening of central sleep apnea at high altitude--a 

role for cerebrovascular function. J Appl Physiol (1985). 2013 Apr;114(8):1021-8.  

 

27. Gavlak JC1, Stocks J, Laverty A et al The Young Everest Study: preliminary report of 

changes in sleep and cerebral blood flow velocity during slow ascent to altitude in unacclimatised 

children. Arch Dis Child. 2013 May;98(5):356-62.  
 

28.  Krauss JK, Droste DW, Bohus M, et al. The relation of intracranial pressure B waves to 

different sleep stages in patients with suspected normal pressure hydrocephalus. Acta Neurochir 

(Wien) 1995;136:195–203. 

29.  Nilsson C, Stahlberg F, Thomsen C, et al. Circadian variation in human cerebrospinal fluid 

production measured by magnetic resonance imaging. Am J Physiol 1992;262:R20–4. 

30. Penzel T1, Kantelhardt JW, Lo CC,  et al, Dynamics of heart rate and sleep stages in normals 

and patients with sleep apnea. Neuropsychopharmacology. 2003 Jul;28 Suppl 1:S48-53. Curr Opin 

Anaesthesiol. 2009 Oct;22(5):547-52 

 
31. García M1, Poza J, Santamarta D, et al Spectral analysis of intracranial pressure signals 

recorded during infusion studies in patients with hydrocephalus. Med Eng Phys. 2013 

Oct;35(10):1490-8.  

32. Eide PK, Brean A. Intracranial pulse pressure amplitude levels determined during 

preoperative assessment of subjects with possible idiopathic normal pressure hydrocephalus. Acta 

Neurochir.2006;148(11):1151–1156. discussion 1156.  

 

 

 

 

 

 

 

 

 

http://www.ncbi.nlm.nih.gov/pubmed/?term=Burgess%20KR%5BAuthor%5D&cauthor=true&cauthor_uid=23429871
http://www.ncbi.nlm.nih.gov/pubmed/?term=Lucas%20SJ%5BAuthor%5D&cauthor=true&cauthor_uid=23429871
http://www.ncbi.nlm.nih.gov/pubmed/?term=Shepherd%20K%5BAuthor%5D&cauthor=true&cauthor_uid=23429871
http://www.ncbi.nlm.nih.gov/pubmed/23429871
http://www.ncbi.nlm.nih.gov/pubmed/?term=Gavlak%20JC%5BAuthor%5D&cauthor=true&cauthor_uid=23471157
http://www.ncbi.nlm.nih.gov/pubmed/?term=Stocks%20J%5BAuthor%5D&cauthor=true&cauthor_uid=23471157
http://www.ncbi.nlm.nih.gov/pubmed/?term=Laverty%20A%5BAuthor%5D&cauthor=true&cauthor_uid=23471157
http://www.ncbi.nlm.nih.gov/pubmed/23471157
http://www.ncbi.nlm.nih.gov/pubmed/?term=Kantelhardt%20JW%5BAuthor%5D&cauthor=true&cauthor_uid=12827144
http://www.ncbi.nlm.nih.gov/pubmed/?term=Lo%20CC%5BAuthor%5D&cauthor=true&cauthor_uid=12827144
http://www.ncbi.nlm.nih.gov/pubmed/12827144
http://www.ncbi.nlm.nih.gov/pubmed/19620861
http://www.ncbi.nlm.nih.gov/pubmed/19620861


 

Table 1 Infusion test and slow wave analysis results from the first two groups; conscious patients 

with NPH (Group A) and under GA (Group B). NPH: Normal Pressure Hydrocephalus, GA: General 

Anesthesia, ICP: Intracranial Pressure, CSF: Cerebrospinal fluid 
 

 Conscious patients  

(Group A) 

Under GA 

(Group B) 

p 

Age [years] 73+/-7 75+/-8  

Male/female ratio ~4:3 ~4:3  

Power of slow waves [mm Hg] 0.23+/-0.16 0.15+/-0.11 <0.0023 

Standard deviation of thirty 10 

sec averages of ICP [mm Hg] 

1.41+/-0.24 0.61+/-0.28 <0.0001 

Baseline ICP [mm Hg] 9.56+/-4.1 5.04+/-3.87 NS 

Amplitude of Pulse wave [mm 

Hg] 

1.82 +/-1.7 1.91+/-1.41 NS 

Resistance to CSF outflow 

[mm Hg/(ml/min)] 

13.6+/-5.2 19.5+/-11.1 0.011 

Elasticity [1/ml] 0.17+/-0.14 0.22+/-0.17 NS 

Production of CSF [ml/min] 0.30+/-0.21 0.21+/-0.28 0.022 

 

 

 

 

 

 

 

 

 

 

 

 

 



 

Table 2 CSF dynamics & slow wave analysis results from the second cohort groups (conscious patients 

with overnight ICP monitoring  (Group C) & sedated TBI patients (Group D). CSF: Cerebrospinal Fluid, 

ICP: Intracranial Pressure, TBI: Traumatic Brain Injury 

 

 Conscious patients 

(Group C) 

Sedated patients 

(Group D) 

p 

Age [years] 23+/-8 29+/-8  

Male/Female ratio ~2:1 ~2:1  

Magnitude of slow waves  

[mmHg]   

0.196+/-0.13 

 

0.11+/-0.091 

 

0.0024 

Standard deviation of thirty 10 

sec averages of ICP [mm Hg] 

1.42+/-0.64 0.71+/-0.42 <0.0001 

Mean ICP [mmHg] 7.7+/-4.9 13.6+/-5.91 0.001 

Pulse amplitude of ICP 3.21+/-1.18 3.41+/-1.43 NS 

RAP index 0.44+/-0.17 0.3+/-0.18 0.045 

 

 



 



 

 

 

 

 

 


