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Abstract

Objective:  Sleep State Misperception insomnia has been commonly viewed as a perceptual or psychological problem.  It was hypothesized that Sleep State Misperception insomnia like psychophysiological insomnia could be associated with increased physiological activation, here indexed by whole body metabolic rate.

Method:  Groups of nine patients with Sleep State Misperception insomnia and age, sex, and weight-matched normal sleepers were evaluated on sleep, performance, mood, personality, and metabolic measures over a 36-hour sleep laboratory stay.  

Results:  Sleep State Misperception insomniacs had a subjective history of poor sleep and perceived their laboratory sleep as poor but had EEG parameters which did not differ statistically from matched normal controls.  Sleep State Misperception insomniacs had abnormal MMPI values and were subjectively more confused, tense, depressed and angry than matched normals. Sleep State Misperception insomniacs were also found to have significantly elevated 24-hour metabolic rate compared to matched normals.  

Conclusions:  The overall increase in whole body oxygen use was less than that seen in psychophysiological insomniacs but was consistent with the view that Sleep State Misperception insomnia may be a mild version or a precursor to psychophysiological insomnia.

KEYWORDS: Sleep State Misperception, insomnia, metabolic rate, psychomotor performance, MSLT, mood, personality, sleep disorders, sleep

MSLT is Multiple Sleep Latency Test; MMPI is Minnesota Multiphasic Personality Inventory; SSM is Sleep State Misperception; POMS is Profile of Mood States; ANOVA is Analysis of Variance; 

CO2 is Carbon Dioxide Production; 

 is Oxygen Consumption

Patients with primary insomnia complain of poor sleep as well as other symptoms including subjective fatigue (Bonnet, & Arand, 1995, Kales, Kales, Bixler, Soldatos, Cadieux, Kashurba, & Vela-Bueno, 1984) and increased stress, anxiety, or depression (Bonnet, & Arand, 1995, Kales, et al., 1984) in addition to poor sleep.  Sleep laboratory evaluations of these patients have also documented long latencies or inability to fall asleep on the Multiple Sleep Latency Test (MSLT) (Bonnet, & Arand, 1995, Stepanski, Zorick, Roehrs, Young, & Roth, 1988, Schneider-Helmert, 1987, Haynes, Fitzgerald, Shute, & Hall, 1985); psychopathology as measured by the Minnesota Multiphasic Personality Inventory (MMPI) (Kales, Caldwell, Soldatos, Bixler, & Kales, 1983); increased physiological activation as indexed by measures such as body temperature (Monroe, 1967, Adam, Tomeny, & Oswald, 1986, Church, & Johnson, 1979), whole body metabolic rate (Bonnet, & Arand, 1995), or heart rate (Monroe, 1967, Stepanski, Glinn, Fortier, Sicklesteel, Zorick, & Roth, 1989, Freedman, & Sattler, 1982, Freedman, 1986, Haynes, Follingstad, & McGowen, 1974); and consistent overestimation of sleep latency and time spent awake during the night (Coates, Killen, Silverman, George, Marchini, Hamilton, & Thoresen, 1983, Carskadon, Dement, & Mitler, 1976).

A subgroup of these insomnia patients are found to have normal amounts of sleep when evaluated by objective EEG criteria despite their subjective claims of increased sleep latency and decreased nocturnal sleep time.  Such patients are currently given the diagnosis of Sleep State Misperception (SSM) (1990).  Some investigators believe that SSM is a sleep laboratory artifact because the natural variability of sleep parameters in patients with insomnia is such that they would be expected to have a good night of sleep occasionally, and these occasions could occur at times on sleep laboratory evaluation nights (Trinder, 1988).  However, a study designed specifically to address this issue found that sleep times in a group of true insomniacs remained consistently low on 6 sleep laboratory evaluation nights over a three-month period while sleep times in a group of SSM patients remained consistently high over the same period of time (Salin-Pascual, Roehrs, Merlotti, Zorick, & Roth, 1992).  Despite consistent high sleep times, the SSM patients continued to rate their sleep time to be less than that recorded.

Recently, it has been suggested that primary insomnia is actually a disorder of central nervous system hyperarousal.  Many studies have shown that patients with primary insomnia have increased physiological activation as indexed by measures such as body temperature, heart rate, and whole body metabolic rate.  In normal young adults, physiological activation by the use of caffeine produced many of the primary and secondary symptoms of patients with insomnia (Bonnet, & Arand, 1992), but poor sleep without the physiological activation did not produce the secondary symptoms (Bonnet, & Arand, 1996a).  The inability of an insomniac sleep pattern to produce increased latencies on the MSLT, increased body temperature, increased tension, personality change or overestimation of sleep parameters suggests that a factor other than EEG sleep is responsible for the production of the insomnia symptom complex (Bonnet, & Arand, 1996a).  Because hyperarousal by itself does produce poor sleep, increased MSLT latencies, increased metabolic rate, increased body temperature, increased tension, decreased vigor, and increased personality disturbance (Bonnet, & Arand, 1992), a role for hyperarousal in the production of insomnia is clear.  It is possible that hyperarousal could cause a secondary symptom such as poor EEG sleep in insomniacs with a weaker sleep system (elderly individuals, for example) but not in others with a stronger sleep system (young adults, for example) although all patients might suffer from hyperarousal (symptoms such as increased physiological arousal, subjective fatigue or misperception of sleep parameters).

One report has specifically examined the relationship between physiological arousal and subjective estimation of sleep parameters in several groups of insomniac and normal sleepers (Bonnet, & Arand, 1994).  It was shown that decreasing arousal level either by administration of benzodiazepines or by sleep deprivation decreased the ratio of subjective to objective sleep latencies in both normals and insomniacs.  Similarly, increasing arousal level by administering caffeine or altering the circadian placement of sleep onset (i.e., daytime sleep periods) increased the ratio of subjective to objective sleep latencies.  The finding of longer subjective latencies compared to EEG latencies with increasing level of arousal remained even when the increased likelihood of overestimating long sleep latencies was taken into account. 

These findings have resulted in the hypothesis that patients with Sleep State Misperception suffer from a hyperarousal disorder.  As such, these patients should have subjective complaints similar to those of patients with psychophysiological insomnia and evidence of hyperarousal despite relatively normal sleep patterns.  The current study was designed to compare whole body metabolic rate in patients with SSM to matched normal control sleepers.

Method

Subjects:  Subjects (Ss) were required to be healthy, 18-50 year-old males and females.  Potential Ss were solicited from sleep center referrals and from ads in the local papers for participants in sleep research.  This study took place in an urban Department of Veterans Affairs Medical Center.  As such, an increased incidence of male referrals was expected.

Misperception Insomniacs: Individuals completing a screening questionnaire indicating that they had a sleep problem, and that it took them 45 min. or more to fall asleep at least 4 nights each week or that they were awake for 60 min. or more each night after falling asleep for at least 4 nights each week and that this condition had existed for at least one year were considered further.  

Exclusions:  Potential subjects who indicated excessive caffeine consumption (more than 250 mg of caffeine per day), who were using psychoactive medication or drugs, or who had completed a drug or alcohol abuse program within the previous year were excluded.  Ss with a history of depression or psychiatric hospitalization or a t-score above 70 on a screening version of the depression scale of the MMPI were excluded.  Potential Ss who had histories strongly suggestive of circadian desynchrony (e.g. shift workers), sleep apnea, or periodic leg movements were excluded.  

Subjects meeting the above criteria were invited to participate in the study after completing an informed consent and two hours of acclimatization to the laboratory with practice on computer tests and questionnaires to be used in the study.

Patients who demonstrated normal sleep (sleep latency < 30 minutes and sleep efficiency > 90%) despite their claim of insomnia, who overestimated their sleep latency by at least 100% on both nights, and who had sleep latency estimates of 20 minutes or more on both nights were accepted as Sleep State Misperception insomniacs.

Normals:  Normals were required to indicate normal sleep on their screening questionnaire.  They were also required to report a sleep latency of less than 30 min. and less than 30 min. of wake time during the night.  Normal subjects were additionally required to match a qualified SSM patient by sex, age (within 5 years), weight (within 25 pounds), and general time in bed characteristics.  To qualify for the study as a normal, individuals were required  to have EEG sleep latencies of less than 30 min. and to have a sleep efficiency greater than 90% on both nights (and not to have sleep apnea or leg movements as defined above).

Design:  After practice, subjects were scheduled to spend two nights and the intervening day in the laboratory.  On both nights, a standard clinical polysomnogram, including two eye channels, central and occipital EEG channels, chin and leg EMG channels, EKG, airflow, and chest movements was performed.  On the first night, SaO2 was also recorded.  On the second night, metabolic measures and a time code were recorded instead of SaO2.  Sleep recordings were scored in 30 sec. epochs using standard Rechtschaffen and Kales criteria (Rechtschaffen, & Kales, 1968).  EEG arousals were scored using ASDA criteria (Bonnet, Carley, Guilleminault, Harper, Hayes, Hirshkowitz, Ktonas, Keenan, Roehrs, Smith, Walsh, Weber, & Westbrook, 1992).  Sleep latency was defined as the period of time from the beginning of the recording to the first epoch of any stage of sleep.  REM latency was defined as the period of time from the first epoch of any stage of sleep to the first epoch of REM sleep.

A schematic of the tests and times is presented in Table 1.  On the morning of the day spent at the laboratory, an initial 20-min. metabolic measurement was performed immediately after awakening.  Ss performed computer tests, completed an MMPI and a sleep history, and were fed the same daily menu of food prepared at the lab during the day.  Caffeinated beverages were not available.  Subjects usually did not leave the lab during this day and did not engage in any activity more vigorous than walking to the bathroom.  Following the second night in the lab, subjects completed some brief computer tests and were allowed to leave.

All subjects were assigned their own room for the course of the study.  Each room contained a standard hospital bed and furniture including a desk with an Apple IIGS computer.  Subjects participated in the study in groups of 1-2 individuals.  Subjects completed all tests and questionnaires at their individual computer workstation in their room under technician observation via video monitors.  Ss were not allowed to sleep while performing computer tests (video monitoring) or during metabolic observations carried out during the day (EEG monitoring).  Meals and breaks were scheduled in another area of the laboratory, which was also within technician observation.  

Tests:  Performance and mood were assessed with a battery of measures including the memory and search task (MAST - 1, 3, and 5 letters,  (Folkard, Knauth, Monk, & Rutenfranz, 1976)), proofreading (10 min.), hand tremor (2 min. insertion of a stylus into a 4 mm opening with percent of side touching time measured), a five-minute digit symbol substitution task from the Wechsler Adult Intelligence Scale (WAIS, (Wechsler, 1981)), computer modified Williams Word Memory Test of immediate free recall (Williams, Gieseking, & Lubin, 1966),  visual vigilance (30 min., Scerbo, Warm, & Fisk, 1987), subjective sleepiness (10-point analog scale), Profile of Mood States (POMS), and oral temperature.  The tests were administered in repeated batteries, and the scheduling and contents of batteries are summarized in Table 1.

For all subjects on all measures except MSLT, performance during continuous operations was automatically scored by the computer and saved in a format suitable for statistical analysis. 

MSLT Recordings:  Four-channel sleep recordings (LE - A2, RE - A2, C3 - A2, O2 - A1) were made during MSLT evaluations.  Six MSLT evaluations were made during the study (at 1000, 1200, 1400, 1600, 1800, and 2000).  For all MSLT evaluations, Ss were in bed for 20 minutes or until the first scorable epoch of stage 2 or REM sleep.  Sleep latency was scored as the period of time from the beginning of the nap to any stage of sleep (usually stage 1).

Metabolic measurements:  All metabolic measurements were performed with a SensorMedics Deltatrac Metabolic Monitor as described in previous studies (Bonnet, & Arand, 1995, Bonnet, & Arand, 1996a, Bonnet, & Arand, 1996b).  This metabolic cart was designed specifically for use in long-term monitoring of oxygen use and carbon dioxide production.  Sensor instability is less than 2% per 24 hours (1988), but this error is reduced substantially by recalibration of the machine after each 8-10 hours and by repeated observations.  In the current study, waking metabolic data were recorded for 20 minutes immediately after awakening following the first night in the lab.  Metabolic data were also collected for 20 min. immediately following each of the six MSLT evaluations.  This placement gave a standard rest period prior to the initiation of all of these metabolic measurements.  Additionally, 20 min. of waking metabolic data were collected prior to lights out on the second night and throughout the entire second night of sleep.  For all metabolic observations, carbon dioxide production (

CO2), oxygen consumption (

), and respiratory quotient, among other variables, were automatically averaged and saved by the metabolic cart at the end of each minute during the metabolic observation periods.  In addition, the metabolic cart generated a time code which was used to stamp each metabolic observation and was also automatically written onto the polygraph paper so that metabolic data could be associated with ongoing EEG on a minute by minute basis.  For this report, only 

 data are summarized.  

CO2  data were very highly correlated with the 

 data and are therefore not reported (Bonnet, Berry, & Arand, 1991).  The metabolic data from each pair of subjects were matched minute by minute throughout daytime and nighttime metabolic observation periods starting at the first morning metabolic observation.

For waking metabolic observations, Ss remained in bed and were instructed to move as little as possible.  The lights in the room were turned on.  However, reading or other activities involving movement or increased muscle tone were not allowed.  During all waking metabolic recordings, EEG was recorded to insure sleep did not occur.  During all metabolic observations, Ss were also monitored by video camera to assure compliance with the protocol (i.e., no change in posture or removal of mask).  Sections of recording scored as "no breathing" were removed prior to data analysis.  As such, all remaining observations during the study should have fallen under the generally required assumption of steady state conditions for the meaningful collection of metabolic data.

Analyses:  Subjects were matched by age, weight, and sex specifically to allow within subject-pair comparisons.  As such, paired t-tests or repeated measures analyses of variance were performed on the paired data.  When multiple observations points existed, such as from the MSLT, metabolic measurements, or some performance and mood tests, data were analyzed by Analysis of variance (ANOVA) with terms for condition (SSM insomnia or normal), time of test (df dependent upon number of administrations of a given test) and interaction.  Pairwise comparisons were performed with the Neuman-Keuls test at the .05 significance level using the Huynh-Feldt corrected degrees of freedom.  When interaction F-values were not statistically significant, the interaction variance was pooled with the error variance to test the main effects.  All reported results in the text will refer to statistically significant differences (p < .05) except where noted otherwise.

Results

Seventy patients with a primary complaint of insomnia participated over a 2.5 year period of time.  By previously published criteria (Bonnet, & Arand, 1995), 19 patients were defined as having psychophysiological insomnia, and, by the criteria in this report, 11 patients were defined as having SSM.  Of the patients with SSM, 9 patients could be matched with normal sleepers, and data from these 9 pairs are reported here. 

Demographic data are presented in Table 2.  It can be seen that Ss were closely matched on age (32 vs. 33 years of age) and weight (169 vs. 172 lbs). BMI was similar in the two groups (23.7 vs. 25). Two of the 9 subject pairs were female.  As expected, the SSM patients judged their usual sleep latencies to be longer, their total sleep time to be less and their total wake time to be longer than the matched normals.

An analysis of variance was performed on the EEG and subjective sleep data from the two groups.  The ANOVA had a term for night (nights one and two) and group.  Only the F-values for the group effect were significant, and they are presented in Table 3.  Table 3 also presents the 2-night mean for EEG and subjective data for the laboratory nights for the groups.  The average of the standard deviations from the first and second nights is also presented.  The SSM patients did not differ significantly from the normals on any EEG sleep variable.  As expected, the SSM patients estimated that their sleep latency was significantly longer than the normals (52 vs. 24 min.), that their sleep time during the night was significantly shorter than the normals (6.8 vs. 7.5 hours), and that their sleep quality was significantly worse than the normals.  

Table 4 shows mood, performance, and MSLT data from the groups.  The SSM patients reported significantly increased Tension and Confusion compared with the matched normal subjects.  For the Depression and Anger subscales, a significant group by time interaction was found.  Pairwise comparisons revealed that Depression was increased in the SSM patients at all five observation points.  For the Anger subscale, Anger was significantly higher in the SSM patients than in the controls at four of the five observation points (the groups did not differ at 20:00 hours).  The only significant difference found on the performance measures between the SSM patients and normals was on vigilance sensitivity, where performance was significantly improved in the normals.  The SSM patients had MSLT values which were slightly higher than those for the normals (10.2 vs. 9.6 minutes), but this difference was not significant.  No statistical difference was found in daytime oral temperature in the two groups.

MMPI data from the groups is presented in Table 5.  Scores for the SSM patients were significantly more in the pathological direction for HS, PT, and SC than for the matched control Ss.  

Metabolic measurements were averaged and saved by the metabolic cart for each minute during the second night and during daytime observations.  The mean 

 for each of the 8 waking metabolic measurements and the mean 

 for each hour during the sleep period were entered into a repeated measures ANOVA with repeated terms for the matched subjects (1 df) and time (15 df).  The time by group interaction was not significant (F15,120 = 1.13, NS), but both of the main effects were significant.  

 overall was elevated in the SSM patients as compared to their matched controls (F1,143 = 45.22, p < .001).  The overall means for the groups were 304 ml/min. (s.d. 26) and 286 ml/min.  (s.d. 34). The 

 data are plotted in Figure 1.  These data were not well-fit with a 3-degree polynomial approximation because of the rapid fall in 

 at sleep onset.  Additionally, the data compare resting daytime 

 and nocturnal, primarily sleeping 

.  As such, separate follow-up analyses of variance were performed for the 8 daytime observation points and the mean for each of the 8 hourly night time observation periods.  These ANOVAs were similar to the initial ANOVA in that neither had a significant group by time interaction while both had significant main effects for group and time.  In the ANOVA for the daytime 

, the F-value for the comparison of normals and SSM patients was F1,71 = 41.24, p < .001 (respective means were 331 ml/min. and 307 ml/min).  For the sleep data, the corresponding group main effect was F1,71 = 9.74, p < .005 (respective means were 277 ml/min. and 266 ml/min).

The specific relationship between metabolic rate and misperception of sleep parameters was also explored by calculating two correlations.  The difference in nocturnal metabolic rate between each of the 9 pairs of Ss was correlated with the difference in perceived sleep latency and total sleep time on the metabolic observation night.  The correlation between increase in metabolic rate and perception of increased sleep latency was not significant (r7 = .14, NS), and the correlation between increase in metabolic rate and the perception of decreased total sleep time (r7 = .65) approached significance at the p < .05 level (r = .67 was required).

Discussion

The data in tables 2 and 3 primarily document success in identifying SSM patients and normals based upon the study entry criteria.  As shown, the groups were comparable in the matched parameters and had expected similarity in EEG parameters and dissimilarity in subjective sleep parameters.  Both groups had short sleep latencies, high sleep efficiencies and about 20% REM sleep on both laboratory nights with no evidence of a first night effect.  However, the lack of improved sleep on the second night could be due in part to the fact that metabolic measures, requiring the subject to wear a plastic mask over nose and mouth, were made only on the second night and may have disturbed sleep enough to remove the appearance of a first night effect.

As expected from the difficulty in clinically differentiating SSM patients from psychophysiological insomnia patients, evidence of psychopathology and degraded mood was seen in the SSM patients.  Metabolic rate, as measured by 24-hour 

, was significantly increased in the SSM patients as compared to normals, and a significant increase was found in both the nocturnal measurements and in the daytime observations.  The overall 6% increase in 

 was not as large as the 9% increase which was reported in a comparison of psychophysiological insomniacs to matched normals in another study (Bonnet, & Arand, 1995).  However, the 24-hour increase in metabolic rate, like the 24-hour increase seen in psychophysiological insomniacs implies that SSM patients have a problem which is not completely linked to the sleep period and which may have direct underlying physiological causes or correlates.  
Salin-Pascual et al (Salin-Pascual, et al., 1992) placed SSM patients in a transitional state between normal and traditionally described insomnia based upon analysis of sleep stage differences.  While the SSM patients in the current study were not matched with true psychophysiological insomniacs so that data from the three groups of subjects could be analyzed together, the data from the current study support the hypothesis  presented by Salin-Pascual et al (Salin-Pascual, et al., 1992).  The pattern of results in the current study, when examined in relation to the pattern of results in insomniacs following the same protocol, indicate that the values for the SSM patients frequently fell between the values reported for normals and insomniacs (Bonnet, & Arand, 1995).  In addition to the difference in metabolic rate data discussed previously, results from the SSM patients for MSLT, vigilance, short term memory, subjective vigor, and subjective estimates of sleep variables and sleep quality also changed in a graded fashion from normals to SSM insomniacs to psychophysiological insomniacs (Bonnet, & Arand, 1995).  The result from the MSLT is of interest because it is the opposite from what one might predict based upon patient complaints and total sleep time.  Although the differences between normals and SSM patients on several of these measures were not statistically significant, it is noteworthy that SSM patients had values in the same direction as the insomniacs (i.e., were never “better” than the normals) on metabolic rate and all 20 variables in Tables 4 and 5. 

It is relevant that the subjective sleep estimates of the SSM patients were comparable to the values obtained from the slightly older group of psychophysiological insomniacs (Bonnet, & Arand, 1995), because this indicates that the subjective impression of sleep in these patients was roughly equivalent to that of insomniacs despite normal EEG parameters.  On most POMS scales, the mood ratings from the SSM patients were a bit more extreme than those reported by the psychophysiological insomniacs (Bonnet, & Arand, 1995).  In general scores for the SSM patients were comparable to the psychophysiological insomniacs for the neurotic triad measures on the MMPI (Bonnet, & Arand, 1995).  However, the SSM patients tended to have higher scores than the psychophysiological insomniacs for the PT, SC, and MA scales.  While these data could be interpreted as indicating mood dysfunction of an equal or greater degree in SSM patients as compared to insomniacs, it is also relevant that similar global changes in these same mood variables were reported in a group of normal young adults when they were given large doses of caffeine to induce physiological activation (Bonnet, & Arand, 1992).

The current results establish SSM as a disorder with a physiological basis as opposed to a pure psychological disorder or an artifact of measurement.  Studies have shown that benzodiazepines can reduce physiological activation as measured by metabolic rate (Roald, Steen, Stangland, & Michenfelder, 1986) and body temperature (Longbottom, & Pleuvry, 1984).  A separate group of studies have found that benzodiazepines improve the perception of sleep in groups of insomniacs but not in normal sleepers (Mendelson, 1990, Mendelson, 1995a; Mendelson, 1995b).  It is unlikely that the reported changes are secondary to amnesia or other medication specific effects because this would not predict that the insomniacs would improve their perception of sleep while the normals did not change (Mendelson, 1995b).  Therefore, these studies as a whole imply that benzodiazepines improve the perception of sleep in patients by normalizing their level of arousal (Bonnet, 1990).  Additional evidence exists that sleep at elevated metabolic rates may be less restorative than sleep at lower metabolic rates (Bonnet, & Arand, 1996b).  However, the long-term consequences of the increased arousal associated with SSM are unknown as is the potential value of treatment with benzodiazepines or other medications which could decrease metabolic rate and improve perceived sleep.
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Table 1  Study Design 

2100-2400 
PRACTICE TESTS

2400 - 0800 
POLYSOMNOGRAM 

0800 

METABOLIC OBSERVATION

 


AWAKENING TESTS 

 


BREAKFAST

 


TEST BATTERY 

1000 

MSLT

 


METABOLIC OBSERVATION

 


TEST BATTERY 

1200 

MSLT




METABOLIC OBSERVATION




LUNCH

1400 

MSLT




METABOLIC OBSERVATION




TEST BATTERY 

1600 

MSLT

 


METABOLIC OBSERVATION

 


DINNER

1800 

MSLT

 


METABOLIC OBSERVATION

2000 

MSLT

 


METABOLIC OBSERVATION

 


TEST BATTERY 

2400-0800 
POLYSOMNOGRAM WITH METABOLIC 



     RATE

0800 

POST SLEEP TESTS

 TEST BATTERY CONTENTS: Visual Vigilance, Tremor, MAST, Word Productivity, Proofread, Visual Activation Scale, POMS, Oral Temperature, Short Term Memory

Table 2  Demographic Data: Mean and (standard deviation)


         MISPERCEPTION   NORMALS
t8
p


NUMBER

9

9





AGE


31.7
(8.4)
32.8
(6.2)
0.921
NS


WEIGHT (Lbs.)
169
(16)
172
(16)
0.667
NS


BMI


23.7
(3.3)
25.0
(3.4)
1.812
NS

USUAL SLEEP 

  LATENCY (Min)
98
(88)
18
(6.2)
2.753 .025


USUAL TIME

  AWAKE (Min)
68.5
(55)
3.33
(10)
3.174
.016


USUAL TOTAL 

  SLEEP (Hrs)
5.3
(.97)
7.4
(0.86)
-4.942 .001


LENGTH OF 
3.8 
(2.5)
--

--



  INSOMNIA




TABLE 3  Sleep Laboratory Parameters: Mean values with (average standard deviation)



MISPERCEPTION
NORMALS
     F
 p


TOTAL SLEEP
451
(30)
433
(30)
3.609
.1


% STAGE 1

13
(8.6)
17
(8.2)
2.033
NS


% STAGE 2

48
(8.5)
42
(9.8)
2.880
NS


% STAGE 3

6.7
(5.0)
8.2
(2.9)
0.906
NS


% STAGE 4

6.2
(6.4)
6.8
(5.8)
0.082
NS


% REM

21
(6.0)
20
(5.3)
0.000
NS


%WAKE 

5.5
(6.6)
5.7
(4.5)
0.129
NS


SLEEP LATENCY 
10 
(7.2)
7.9
(5.5)
0.923
NS


SLEEP EFFICIENCY95
(3.0)
94
(2.9)
0.479
NS


REM LATENCY 
97
(48)
96
(60)
1.177
NS


AROUSAL INDEX
10
(3.5)
14
(7.5)
3.611
NS


SUBJECTIVE 

LATENCY (Min)
52
(45)
24
(14)
11.84
.005


SUBJECTIVE TIME 

AWAKE (Min)
56
(68)
26
(34)
2.529
NS


SUBJECTIVE SLEEP 

LENGTH (HR.)
6.8
(.98)
7.5
(.65)
5.185
.05


SUBJECTIVE 

QUALITY*

3.0
(1.1)
2.2
(1.0)
5.589
.05


*Lower numbers refer to better.

Table 4  Mood and Performance: Mean and (average standard deviation)



MISPERCEPTION
NORMALS
   F*
  p


SHORT-TERM 

MEMORY (Words)
7.2
(3.7)
7.8
(2.7)
0.276
NS


VIGILANCE P(A)
.892
(.12)
.942
(.09)
8.596 .01


MSLT (Min.)

10.2
(3.1)
9.6
(5.3)
0.083
NS


TEMPERATURE
98.7
(.6)
98.7
(0.7)
0.04
NS


POMS

 TENSION

6.6
(5.5)
4.0
(3.8)
14.78
.001


 DEPRESSION
10.1
(8.6) 
3.5
(6.4)
3.20**.05


 ANGER

6.8
(7.0)
3.2
(5.3)
3.26**.05


 VIGOR

17.8
(8.5)
20.8
(6.6)
2.34
NS


 FATIGUE

8.2
(5.2)
4.7
(4.7)
3.68
0.1


 CONFUSION
7.2
(3.5)
3.1
(2.6)
34.98
.001


* Unless noted **, the F is for the main effect for group (Normals vs Misperception Insomniacs)

**Group by Time Interaction, 4,28 df

Table 5  MMPI t-Scores with (standard deviation)

	
	MISPERCEPTION
	NORMALS
	t8
	p
	

	HS
	60  (11.8)
	50  (5.3)
	2.776
	.02
	

	D
	62  (18)
	51  (6.6)
	1.799
	.1
	

	HY
	58  (11.8)
	56  (6.9)
	0.349
	ns
	

	PD
	71  (8.5)
	66  (8.0)
	2.024
	.1
	

	MF
	61  (9.2)
	57  (10)
	0.774
	ns
	

	PA
	64  (11.8)
	59  (7.0)
	1.259
	ns
	

	PT
	67  (14)
	54  (4.6)
	3.042
	.01
	

	SC
	78  (19)
	57  (7.6)
	3.043
	.01
	

	MA
	69  (9.9)
	67  (9.7)
	0.514
	ns
	

	SI
	50  (11)
	42  (4.8)
	1.628
	ns
	

	
	
	
	
	
	


Scales are Hypochondriasis (HS), Depression (D), Hysteria (HY), Psychopathic Deviate (PD), Masculinity/Femininity (MF), Paranoia (PA), Psychasthenia (PT), Schizophrenia (SC), Hypomania (MA), and Social Introversion (SI).

FIGURE  LEGENDS

Figure 1.  Average 

  in groups of Sleep State Misperception insomniac patients and normals as a function of time of day (see text).  The standard error of the mean at each time point is indicated by the vertical line (the ANOVAs indicated only overall significant main effects differentiating normals and SSM patients).
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