
The Cerebellum and Emotional Experience

Beth M. Turnera,b, Sergio Paradisoa,b,*, Cherie L. Marvela, Ronald Piersona, Laura L. Boles
Pontoc, Richard D. Hichwac, and Robert G. Robinsona,b

a Department of Psychiatry, University of Iowa Hospitals and Clinics, Iowa City, IA, USA

b Neuroscience Program, University of Iowa, Iowa City, IA, USA

c Department of Radiology/PET Center, University of Iowa Hospitals and Clinics, Iowa City, IA, USA

Summary
While the role of the cerebellum in motor coordination is widely accepted, the notion that it is
involved in emotion has only recently gained popularity. To date, functional neuroimaging has not
been used in combination with lesion studies to elucidate the role of the cerebellum in the processing
of emotional material. We examined six participants with cerebellar stroke and nine age and
education matched healthy volunteers. In addition to a complete neuropsychological, neurologic, and
psychiatric examination, participants underwent [15O]water positron emission tomography (PET)
while responding to emotion-evoking visual stimuli. Cerebellar lesions were associated with reduced
pleasant experience in response to happiness-evoking stimuli. Stroke patients reported an unpleasant
experience to frightening stimuli similar to healthy controls, yet showed significantly lower activity
in the right ventral lateral and left dorsolateral prefrontal cortex, amygdala, thalamus, and
retrosplenial cingulate gyrus. Frightening stimuli led to increased activity in the ventral medial
prefrontal, anterior cingulate, pulvinar, and insular cortex. This suggests that alternate neural circuitry
became responsible for maintaining the evolutionarily critical fear response after cerebellar damage.
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Introduction
The cerebellum is typically recognized for its role in the coordination of motor behavior
(Bastian, Mugnaini, & Thach, 1999), but an increasing number of empirical studies have
recognized its involvement in cognitive and emotional functions as well (Andreasen et al.,
1999a; Andreasen et al., 1999b; Schmahmann, 2004; Wiser et al., 1998). For instance, recent
studies report that patients with cerebellar damage show impairments in executive function
(Appollonio, Grafman, Schwartz, Massaquoi, & Hallett, 1993), language (Chen & Desmond,
2005; Fiez, Petersen, Cheney, & Raichle, 1992), sensory processing (Parsons & Fox, 1997)
and emotion regulation (“the cerebellar cognitive-affective syndrome” ) (Parvizi, Anderson,
Martin, Damasio, & Damasio, 2001; Schmahmann & Sherman, 1998). In schizophrenia, a
psychiatric illness where cerebellar pathology has been considered relevant (Andreasen et al.,
1992), our group has observed that the cerebellum shows reduced activity during appreciation
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of hedonic features (Paradiso et al., 2003a). Little is known, however, regarding the
mechanisms by which cerebellar damage leads to impaired emotion regulation.

The anatomical connections of the cerebellum with regions involved in emotion regulation and
in perception of socially salient emotional material are revealing. The cerebellum is
bidirectionally linked with regions subserving perception of socially salient material, including
the posterior parietal cortex and pre-frontal regions (Dum & Strick, 2003; Kelly & Strick,
2003; Middleton & Strick, 2001; Rolls, 2004; Schmahmann, 1991). The cerebellum is
particularly well-suited to regulate emotion, as connections with limbic regions, including the
amygdala, the hippocampus, and the septal nuclei have been posited (Anand, Malhotra, Singh,
& Dua, 1959; Annoni, Ptak, Caldara-Schnetzer, Khateb, & Pollermann, 2003; Harper & Heath,
1973; Schmahmann, 2004; Snider & Maiti, 1976). In addition, reciprocal connections link the
cerebellum with brainstem areas containing neurotransmitters involved in mood regulation,
including serotonin, norepinepherine, and dopamine (Dempesy et al., 1983; Marcinkiewicz,
Morcos, & Chretien, 1989).

Two lines of research have shown cerebellum/emotion associations in humans: lesion studies
and functional neuroimaging studies. Lesions of the posterior lobe and vermis of the cerebellum
are associated with blunted affect as well as impairment in a variety of cognitive domains
including those of executive function, spatial cognition, and language (Schmahmann &
Sherman, 1998). Functional neuroimaging studies designed to visually induce emotion
(Paradiso et al., 1997; Paradiso, Robinson, Boles Ponto, Watkins, & Hichwa, 2003b; Reiman
et al., 1997) or requiring the recognition on an emotion in the face (George et al., 1993) have
found increases in cerebellar activity. A study that examined the neural correlates of perceived
humor found a positive correlation between ratings of humor and cerebellar activity (Goel &
Dolan, 2001).

Lesion studies alone cannot provide a full appreciation of the underlying neural mechanisms
that constitute the basis for disruption of emotion regulation after cerebellar damage. Because
imaging studies examining the cerebellar function of healthy individuals during emotional
tasks are essentially correlational in nature, they cannot draw inferences on the extent to which
the cerebellum is required for emotional processing. Hence, determining whether the
cerebellum is necessary for the regulation of neural systems subserving emotion is better
determined through examination of the functional consequences induced by disrupted
cerebellar circuitry (i.e., after damage to cerebellar structures). Therefore, we set out to
investigate the role of the cerebellum in emotion by combining the use of positron emission
tomography (PET) and emotion-inducing probes in patients with cerebellar stroke. To our
knowledge, this is the first experiment to use functional neuroimaging to study emotion
responses in patients with lesions of the cerebellum.

Previous research in schizophrenia guided our hypotheses in this study. Specifically, we have
implicated cerebellar involvement in the pathophysiology of schizophrenia (Andreasen et al.,
1999a; Andreasen et al., 1996a; Andreasen, Paradiso, & O’Leary, 1998) and the loss of ability
to experience pleasure is a core feature of schizophrenia (Blanchard, Mueser, & Bellack,
1998). Moreover, we have observed abnormalities in the perception of positive emotional
stimuli and neural network disruption during the perception of negative stimuli in
schizophrenia (Crespo-Facorro et al., 2001; Paradiso et al., 2003a). Drawing on these findings,
we hypothesized that cerebellar damage would impair the positive emotional experience and
alter neural activity in response to negative emotionally-evocative stimuli in our cerebellar
stroke patients.
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Methods
Participants

Six participants with stable cerebellar infarctions were recruited through local hospital and
community advertisements. All patients had strokes dating between 14 to 180 days prior to the
experiment. Potential participants were excluded if they were unable to carry out Part One of
the Token Test (De Renzi & Vignolo, 1962) (e.g., point to the red square) or scored below 23
on the Mini-Mental Status Exam (Folstein, Folstein, & McHugh, 1975). Participants had no
neurological impairments that would affect their performance on emotion-evocative tasks.
Nine healthy volunteers were recruited from the community by newspaper advertisement.
Participants were equated based on age, education, and IQ. Demographic, cognitive,
psychopathological and functioning data are summarized in Table 1.

The University of Iowa Institutional Review Board approved the project and written informed
consent was obtained from each participant. All participants were given psychiatric,
neurologic, and cognitive evaluations. Healthy volunteers were screened to rule out psychiatric
and neurologic disorders as well as serious medical illnesses. A comprehensive
neuropsychological battery aimed at assessing visual-spatial ability [Rey-Osterrieth Complex
Figure Test–copy condition (Meyers & Meyers, 1995) and Benton Facial Recognition (Benton,
Sivan, des Hamsher, Varney, & Spreen, 1994)], visual memory [Rey-Osterrieth Complex
Figure Test–immediate and delay conditions (Meyers & Meyers, 1995)], attention [Wechsler
Adult Intelligence Scale–Revised Digit Span (Wechsler, 1981)], motor function [Reitan Finger
Tapping Task (Reitan & Wolfson, 1985)], and language [Boston Naming Test (Kaplan,
Goodglass, & Weintraub, 1983)] was administered. Total raw scores and perseverative errors
were examined on the Wisconsin Card Sorting Test (Heaton, Chelune, Talley, Kay, & Curtiss,
1981). No significant group differences were found on any of the tasks.

No participants were taking psychiatric medications at the time of testing. There were no group
differences on the Hamilton Anxiety or Depression Scales (Hamilton, 1959, 1960). All subjects
in the study showed mild impairment in activities of daily living assessed using the Johns
Hopkins Functional Inventory (Robinson & Benson, 1981) and the Functional Independence
Measure [“Guide for the Uniform Data System for Medical Rehabilitation (Adult FIM),
Version 4.0,” 1993] (see Table 1). The Functional Independence Measure (lower score indicate
more impairment) allows classification of function as “complete independence”, “modified
independence”, “modified dependence”, and “complete dependence”. By contrast, the Johns
Hopkins Functional Inventory (higher scores indicate more impairment) considers subjects
“non-impaired” when activities are completed with assistance (i.e., “modified independence”).
Perhaps, because all healthy volunteers, but not all stroke patients, were able to complete the
activities with complete or modified independence, stroke patients were rated as significantly
more impaired on the Johns Hopkins Functional Inventory. Alexithymia, assessed using the
Toronto Alexithymia Scale–Revised (TAS-R) (Taylor, Bagby, & Parker, 1992), did not differ
between the groups. Social functioning assessed using the Social Functioning Exam (Starr,
Robinson, & Price, 1983) and the Social Ties Checklist (Starr et al., 1983) also showed no
significant group differences.

Stimuli
To test the hypothesis that cerebellar damage would affect emotional responses, subjects were
exposed to sets of emotionally evocative color images selected from the International Affective
Picture System (Lang, Bradley, & Cuthbert, 1995). Stimuli are well-characterized psycho-
physiologically (Lang et al., 1998) and have been shown to be capable of evoking emotional
changes in the age range comparable to that of the subjects in the present study (Paradiso et
al., 2003b). There were eighteen stimuli per set. Each set aimed to evoke a state of happiness
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or fright. Examples of stimuli that were intended to evoke happiness included pictures of
expressive clowns, winning athletes, romantic couples, and smiling babies. Examples of
frightening stimuli included pictures of people in situations of danger such as being kidnapped,
robbed, or physically harmed. A selection of neutral images was also administered. The
emotionally neutral stimuli included pictures of people that were neither smiling nor frowning,
and were selected based on normative data (Lang et al., 1995).

Emotional states were assessed by asking participants to quantify the intensity of the emotions
that they had experienced after viewing each 18 picture set in its entirety. Between thirty
seconds and one minute after the end of the presentation of each set, participants were asked
to rate how intensely they experienced happiness, hedonic amusement, surprise, sadness, fear,
disgust, and anger for each set on a Likert scale with possible scores ranging from 0 (absence
of feeling) to 10 (very intense feeling). They were also asked to rate the overall emotional
intensity of the image set. In order to provide an objective measure of arousal, heart rate and
blood pressure were recorded before and after presentation of each image set. The order of set
presentation was randomized across participants. Stimuli were viewed on a 12-inch color video
monitor in full view 18-inches from the participants’ eyes while they were lying in the PET
camera. The room was darkened; eye movements were not restricted. Following completion
of the PET imaging session, participants were asked to view the stimuli for a second time
outside of the PET environment and rate each set for hedonic relevance (i.e., rate how pleasant
or unpleasant the stimuli were as objectively as possible as opposed to reporting their own
emotional response) using a Likert Scale ranging from −7 to +7 (negative scores equal appraisal
of stimuli as unpleasant, positive as pleasant).

MRI Data Acquisition and Processing
Magnetic resonance (MR) imaging scans were obtained for each participant with a standard
T1-weighted three-dimensional SPGR sequence on a 1.5-T GE scanner (echo time = 5 ms;
repetition time = 24 ms; flip angle = 40 degrees; number of excitations = 2; field of view = 26
× 26 cm; matrix = 256 × 192; slice thickness = 1.5 mm). Two dimensional proton density (PD)
and T2 sequences were also acquired (echo time = 36 ms for PD and 96 ms for T2; repetition
time = 3000 ms; number of excitations = 1; field of view = 26 × 26 cm; matrix = 256 × 192;
slice thickness = 3.0 mm for PD and 4.0 mm for T2). MR images were analyzed with locally
developed software (BRAINS) (Andreasen et al., 1992). All brains were realigned parallel to
the anterior commissure/posterior commissure (AC-PC) line and the interhemispheric fissure
to ensure comparability of head position across participants. Alignment also placed the images
in standard Talairach space (Talairach & Tournoux, 1988). Images from all participants were
co-registered and resliced in three orthogonal planes to produce a three-dimensional data set
that was used for visualization and localization of functional activity.

MR images were processed to obtain gray matter, white matter, and whole brain cerebral spinal
fluid volumes with computer automated methods (Andreasen et al., 1996b; Harris et al.,
1999). Participants were not specifically screened to rule out cerebrovascular small vessel
lesions. Because older adults and especially persons who have suffered a stroke may show
additional small vessel lesions, the number and extend of small vessel lesions were rated by a
neuropsychiatrist (S.P.) with extensive experience in neuroimaging using the rating method of
Fazekas (Wahlund et al., 2001). Specifically, T1- and T2-weighted MR images were viewed
on a slice-by-slice basis using BRAINS software for presence of lesions in the frontal, parieto-
occipital, temporal lobes, and the basal ganglia. The left and right hemispheres were examined
separately. To maintain rater blindness, the cerebellum was masked during review of the
images. A separate qualitative visual inspection of the cerebellar lesion extent and location was
performed by a neuroscientist with expertise in cerebellar anatomy (R.P.) (Pierson et al.,
2002).
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PET Image Data Acquisition and Processing
PET images were obtained with a GE 4096 Plus whole-body tomograph capable of producing
15 slices with an interslice separation of 6.5-mm and a 10-cm axial field of view. Images were
acquired in 20 five-second frames. Imaging began at the time of injection (t=0) of a 50 mCi
bolus of [15O]water and continued for 100 seconds. The time from injection to bolus arrival
in the brain was measured in each participant prior to the test protocol using a 15 mCi injection
of [15O]water. Based upon this time, pictures were shown starting 15 seconds prior to bolus
arrival time. The picture sequence continued for a total duration of 108 seconds (18 pictures
shown for 6 seconds each). The frames reflecting forty seconds after bolus transit were
summed, and the summed image was reconstructed into 2-mm voxels in a 128 × 128 matrix
using filtered backprojection and a Butterworth filter (order = 6, cutoff frequency = 0.35
Nyquist interval). Injections were repeated at approximately 15-minute intervals. Subjective
emotional responses were collected within 60 to 90 seconds following the end of each PET
scan while participants remained lying in the scanner.

PET images for each subject were normalized to values of one by dividing each voxel’s count
activity by the global count activity. Automated Image Registration (AIR) (Woods, Grafton,
Holmes, Cherry, & Mazziotta, 1998; Woods, Grafton, Watson, Sicotte, & Mazziotta, 1998)
software was then utilized to co-register each individual’s PET and MR images. An 18-mm
Hanning filter was applied to the PET images. In order to minimize motion artifacts, the filtered
PET image was spatially transformed into the standardized MR image space and was clipped
to a hand-edited outline of the brain that was drawn on each individual’s MR scan.

Analysis of Emotional Responses
Response distributions and correlations among affective responses suggested collapsing the
data into pleasant and unpleasant response clusters. The pleasant cluster included happiness
and hedonic amusement responses. The unpleasant cluster included responses for fear, disgust,
and anger. Responses for sadness did not correlate strongly with either cluster and were thus
not included in the analyses. A mean response score was calculated for each cluster by
averaging each subject’s individual emotion responses within that cluster. Measures of
autonomic nervous system response (i.e., heart rate and blood pressure) were recorded before
and after participants viewed each set of emotion-inducing images. Mean responses to the
emotion-inducing images and autonomic measures were evaluated using Mann-Whitney U
tests for within- and between-group comparisons. Both mood-congruent and mood-
incongruent response clusters (as a check for errors of commission) were examined.

Analysis of the Brain Activity
Between-group differences in regional brain activity were examined by a direct statistical
comparison between patients and healthy volunteers using randomization (or permutation)
analysis. The randomization analysis is a non-parametric statistical method that makes no
assumption about group variance (Arndt et al., 1996a; Arndt, Cizadlo, O’Leary, Gold, &
Andreasen, 1996b; Holmes, Blair, Watson, & Ford, 1996). Despite our attempt to select neutral
stimuli, healthy volunteers rated the neutral stimuli as mildly pleasant. As expected, the neutral
stimuli did not match with frightening and happiness-evoking stimuli on the basis of arousal.
In order to examine the widest emotional contrast and control for arousal, contrasts between
happiness and fright-evoking stimuli were computed. Analyses with neutral stimuli are not
reported for simplicity. The randomization analysis was based on an initial subtraction of the
functional images obtained in all subjects in response to frightening and happiness-evoking
stimuli. This allowed us to eliminate baseline group differences before a direct comparison of
the difference images in stroke patients and healthy volunteers was performed. The
randomization analysis sampled groups of 6 and 9 participants without regard for the original
group assignment. Voxel-wise t-maps were generated after each sampling. After 3000
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randomizations, the distributions of the voxel-wise t-values provided an estimation of the
probability that an associated t-value could occur by chance. Regions exceeding chance t-
values were identified on the t-map images and corrected for the large number of t-tests
performed, the lack of independence between voxels, and the resolution of the processed
images. The degrees of freedom were quite large (df = the number of resolution elements ×
(number of subjects -1) = 3,388). We used an uncorrected p-value of 0.0005 as the minimum
threshold for defining a significant activation as was customary in our previous studies
(Andreasen et al., 1996a; Arndt et al., 1996a). Only areas that exceeded 30 contiguous voxels
were included in the results in order to omit isolated outlying values. Areas within the
cerebellum were not examined in these between-group analyses. Region names given to each
peak are based on direct visual inspection of coregistered MRI scans and PET images,
providing a more accurate localization than the use of Talairach coordinates alone.
Interpretation of the direction of the change in activity in each group was determined by
examining the normalized counts for each significant peak.

Results
Emotional responses

Pleasant, unpleasant, and overall emotional intensity responses to stimuli are shown in Tables
2 and 3. Before reporting the results on emotional experience, we need to highlight that there
were no significant group differences on measures of hedonic relevance (i.e., how pleasant or
unpleasant the stimuli were). This means that the cerebellar stroke patients, when asked to rate
the stimuli as objectively as possible (as opposed to reporting their own emotional response),
indicated correctly the intended hedonic relevance of the stimuli (frightening stimuli: healthy
volunteers mean = −6.6 (1.0), stroke patients mean = −5.4 (2.1), U = 19.5, p = 0.14; happiness-
evoking stimuli: healthy volunteers mean = 5.8 (2.2); stroke patients mean = 6.1 (0.9), U =
27.0, p = 0.60). Between-group analyses showed that patients with cerebellar stroke and healthy
volunteers reported similar levels of overall emotional intensity in response to the frightening
(U = 18.0, p = 0.28) and happiness-evoking stimuli (U = 19.0, p = 0.34). Change in heart rate
before and after viewing each set of images corroborated the subjective overall emotional
intensity responses. No between-group differences in heart rate were found for the frightening
(U = 20.5, p = 0.44) or happiness-evoking stimuli (U = 20.0, p = 0.41).

Subjects with cerebellar stroke experienced a weaker pleasurable emotional response while
viewing the happiness-evoking stimuli (U = 2.00, p = 0.003). In contrast, no statistically
significant group differences were found in the experience of unpleasant emotions in response
to the frightening stimuli (U = 26.5, p = 0.94). Within-group analyses showed that frightening
and happiness-evoking stimuli elicited similar levels of overall emotional intensity in cerebellar
stroke patients (U = 9.0, p = 0.12) and healthy volunteers (U=39.5, p = 0.93). These findings
were also supported by the lack of within-group differences in heart rate for frightening (U =
20.5, p = 0.64) and happiness-evoking stimuli (U =20.0, p = 0.41). Mood incongruent responses
showed no between-group differences: cerebellar stroke patients and healthy volunteers
reported similar degrees of pleasant experience in response to the frightening stimuli (U = 26.5,
p = 0.95) as they reported unpleasant experience to the happiness-evoking stimuli (U = 21.0,
p = 0.53). This means that neither group was responding with emotions opposite to the intended
valence of the stimuli.

Structural Imaging Results
All stroke participants had damage to the cerebellum. Detailed descriptions of lesion location
and extent are provided in the legend of Figure 1. Automated tissue classification showed no
group differences in total gray matter, white matter, or cerebrospinal fluid volume. There were
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no significant group differences in cerebrovascular small vessel disease either for the frontal,
parieto-occipital, temporal lobes, or basal ganglia. These data are presented in Table 4.

Functional Imaging Results
The analysis of cerebral activity revealed several differences between groups as shown in Table
5. When compared with healthy volunteers, patients with cerebellar lesions showed multiple
regions with relatively decreased activity in response to frightening stimuli. These included
limbic regions known to subserve processing of emotionally relevant material. Analyses
revealed that stroke patients had lower activity in the amygdala (bilaterally), ventral lateral and
dorsolateral prefrontal cortex, right anterior thalamus, retrosplenial cingulate gyrus
(Brodmann’s Area 31) and visual association cortex. Increased activity was found in the
ventromedial prefrontal cortex, putamen, hypothalamus, posterior insula, anterior cingulate
gyrus (Brodmann’s Area 23), pulvinar, and visual association cortex.

Discussion
To our knowledge this is the first study to combine the use of functional imaging and lesion
patients to elucidate the role of the cerebellum in the modulation of neural networks that
subserve processing of emotional material. Our study revealed several provocative findings.
Patients with cerebellar lesions successfully perceived the emotional relevance of the stimuli
presented. Despite normal perception, patients with cerebellar damage showed impairment in
the subjective experience of pleasant feelings in response to happiness-evoking stimuli. Their
subjective emotional experience in response to frightening stimuli was no different from that
of age-matched comparison subjects. However, the “normal” emotional response to frightening
stimuli in patients with cerebellar damage was achieved in association with relatively higher
activity in the prefrontal and insular cortex, thalamus and basal ganglia; and in association with
relatively lower activity in the amygdala and other limbic and paralimbic regions.

This study uncovers an interesting phenomenon: lesions of the cerebellum do not appear to
affect the normal ability to experience unpleasant emotions, but are associated with a reduced
ability to experience pleasant ones. While patients with cerebellar lesions could experience
unpleasant feelings in response to frightening stimuli, they failed to recruit brain structures that
would normally be engaged by this task (e.g. amygdala), and instead engaged “alternative”
limbic circuitry including the ventromedial prefrontal cortex, insula, and cingulate gyrus. The
notion that brain systems subserving processing of emotional material have adaptive capacity
is consistent with the neural responses of older adults engaged in processing visual emotional
material (Tessitore et al., 2005). Tessitore and colleagues interpreted older adults’ decreased
amygdala and increased ventral prefrontal cortex activity as a reflection of the “adaptive
network dynamics” of the late-life brain. The results of our study suggest that the role of the
cerebellum as a coordinator of mental activity (Ito, 1993) extends to a dynamic network for
processing emotion-laden stimuli. When the cerebellum is damaged, this network attempts to
set forth an adaptive response by engaging alternative nodes. The findings in our study hence
expand and clarify the growing data from functional neuroimaging studies showing elevations
in cerebellar blood flow in association with appraisal of unpleasantly-laden emotional images
(Paradiso et al., 1999; Paradiso et al., 2003b) but also in association with appreciation of
humorous jokes (Goel & Dolan, 2001), and are consistent with a regulatory role of the
cerebellum for the neural systems associated with responses to rewarding stimuli, including
drugs of abuse (Sell et al., 1999; Volkow et al., 2003), money (Martin-Solch et al., 2001), and
orgasm (Holstege et al., 2003).

It is unclear why positive emotional responses were reduced and negative ones were preserved
in our patient group. Heath and colleagues (Heath, Franklin, Walker, & Keating, 1982)
postulated that atrophy of the cerebellum may reduce its inhibitory influence on prefrontal
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regions and its facilitatory influence on reward systems (e.g., the nucleus accumbens). Indeed
lesions of the cerebellum have been shown to result in decreased dopamine [a strong modulator
of amygdala responses to emotion-laden stimuli (Rosenkranz & Grace, 2002; Tessitore et al.,
2002)] and norepinephrine levels in the forebrain and thalamus and increased serotonin levels
in the thalamus (Albert, Dempesy, & Sorenson, 1985; Cano, Garcia-Uria, Machado, &
Reinoso-Suarez, 1980). A reduced excitation of reward systems in response to appetitive
stimuli may account for the failure of persons with cerebellar stroke to experience pleasant
feelings to happiness-evoking stimuli, while leaving their ability to experience frightening
stimuli unaffected.

This explanation, however, does not fully explain the low amygdala activity observed in
patients in association with preserved and congruent response to frightening stimuli. An
explanation of this phenomenon may be due to the differential evolution of emotional systems
within the brain. Phylogenetic theories have divided emotions into “primitive” emotions
promoting survival (fear of dangerous stimuli, sexual desire, etc.) and “higher order” emotions,
which are less obviously adaptive (aesthetic appreciation, altruism, happiness, etc.) (Stevens
& Price, 1996). The field of affective neuroscience has made progress in elucidating neural
substrates of emotions. For example, the subcortical limbic system (including the amygdala
complex) appears to be engaged at least in the evaluation of novel and unpleasant stimuli
(LeDoux, 1996), while the prefrontal cortex appears to play a pivotal role in the evaluation of
pleasant and rewarding stimuli (Davidson, Putnam, & Larson, 2000). Schmahmann (1991) has
proposed that the cerebellar vermis may be responsible for the “primitive” emotions while the
cerebellar hemispheres modulate “higher cognitive functions” including thought, planning,
learning, and language (Schmahmann, 1991). The “higher cognitive functions” may include
experience of “higher order” emotions such as happiness. Our data are consistent with a
regulatory role of the cerebellum in the network subserving the processing of emotional
material of both positive and negative valence, albeit with “behavioral” consequences only for
pleasant stimuli. The provocative finding is that the “only” abnormality associated with
response of the negative stimuli emerges at the neural level. Based on the work of Joseph
Ledoux (1996), it has been posited (Ohman & Mineka, 2001; Paradiso et al., 1999) that
processing potentially dangerous stimuli is an evolutionarily older and therefore stronger
function. Prompt awareness of danger (i.e., sudden experience of fear) promotes not only the
individual, but most importantly, the species survival. Hence, circuit redundancy or
compensatory neural circuitry may have evolutionarily developed far earlier for fear than did
neural structures necessary to experience happiness.

Several lines of research using subliminal presentations of fear-inducing stimuli have come to
suggest that compensatory circuitry could take advantage of direct connections between the
superior colliculus, the pulvinar, and the amygdala complex (LeDoux, 1996; LeDoux, 2000;
Liddell et al., 2005; Ohman, 2005; Ohman & Soares, 1994). Subliminally presented fear-
evoking stimuli and low-spatial frequency fearful expressions have been shown to initially by-
pass the visual cortex to engage a network comprised of the superior colliculus, pulvinar,
amygdala, and prefrontal cortex (Liddell et al., 2005; Morris, Ohman, & Dolan, 1999;
Vuilleumier, Armony, Driver, & Dolan, 2003). These findings further support the hypothesis
that in patients with cerebellar damage areas responding with higher activity to frightening
stimuli (e.g., ventral medial prefrontal cortex and pulvinar) may be engaged as a compensatory
neural mechanism responsible for maintaining appropriate responses in the presence of
potential danger.

Finally, it is of relevance that the overall pattern of affective and visual responses to emotion-
laden stimuli in patients with cerebellar lesions was similar to that of patients with
schizophrenia (Crespo-Facorro et al., 2001; Paradiso et al., 2003a) when asked to evaluate
pleasant and unpleasant stimuli. Albeit indirectly, the findings in this study are consistent with
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the posited role of the cerebellum in schizophrenia’s “cognitive dysmetria” (Andreasen et al.,
1999a; Andreasen et al., 1996a; Andreasen et al., 1998) or “dysmetria of
thought” (Schmahmann, 2004).

Conclusion
This is the first study beginning to elucidate the effects of cerebellar lesions on brain circuits
subserving emotional experience. Persons with lesions of the cerebellum reported weaker
pleasant experiences to happiness-evoking stimuli than healthy volunteers, while their
recognition of emotional valence was intact. Randomization analyses showed bilateral
reduction in amygdala activity and an increase in ventromedial prefrontal activity in association
with response to frightening stimuli in the lesion group. Increased activity was also observed
in the anterior cingulate, pulvinar and insula. Our data support the hypothesis that the
cerebellum is a node in the neural network that underlies the subjective experience of emotion.
Potential redundancies in the neural networks that support the experience of fear in particular
may have led to an evolutionary preservation of unpleasant but not pleasant emotions.
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Figure 1. MRI slices showing location of the lesions in each of the six study participants
All stroke victims had lesions, identified in the figure with an arrow, affecting the cerebellum.
The numbering for the MRI images corresponds with the stroke patient numbering in Tables
2 and 3. MRI scans showed Subject 1 had left sided damage to the lateral anterior lobe. The
lesion extended deep into the corpus, just posterior and lateral to the dentate and may have
impacted the dentate. A small lesion was also seen on the right side of Crus II within the
intermediate region. A small portion of the right vermis was also affected, impacting lobules
VIII and IX as well as the tonsil. Subject 2 had bilateral lesions in the medial and intermediate
regions of Crus II of VIIa, VIIb, and VIII. General atrophy was visible throughout the
cerebellum and cerebrum. Subject 3 showed damage to lobe VIII and Crus II of VIIb. Subject
4 showed damage to Crus I and lobe VIII. Subject 5 showed damage to the right cerebellum
in area Crus II. Subject 6 showed damage to the right half of the inferior vermis as well as a
very small part of Crus I.
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Figure 2. Statistical maps of brain regions showing differences in functional activity based on
between-group comparisons of frightening versus happiness-evoking stimuli in cerebellar stroke
victims and healthy volunteers
T-maps for the subtraction of PET count activity while viewing the frightening minus
happiness-evoking stimuli are presented (A = cerebellar stroke patients, B = healthy volunteers,
and C = the double subtraction of stroke patients minus healthy volunteers). The t-map shows
the t-value for all voxels in the image and provides a general overview of the landscape of
differences in functional activity between the two conditions. T-values are superimposed on a
composite magnetic resonance image scan derived by averaging the MRI scans from the
participants. Green crosshairs are used to show the location of a slice over the amygdala for
each group. Images are presented in radiological convention.
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Table 1
Demographic, cognitive, psychopathological, and functioning data

Healthy Volunteers Stroke Patients
Mean (SD) Mean (SD) Mann-Whitney U p

Demographic:
 Age 68.3 (6.1) 67.3 (4.0) 21.5 0.74
 Education 15.3 (4.1) 13.7 (3.3) 20.0 0.60
 Gender (% male) 100% 100%
General Cognition:
 WAIS-R VIQ 112.0 (12.4) 107.5 (8.9) 18.0 0.44
 WAIS-R PIQ 125.3 (22.6) 105.0 (13.8) 13.5 0.17
 WAIS-R FIQ 120.8 (20.4) 111.8 (12.7) 16.0 0.30
 ANART WAIS-R 114.6 (11.9) 108.5 (14.1) 14.5 0.22
 MAE Token Test 42.3 (1.7) 41.3 (2.4) 19.5 0.57
 MAE COWA 32.6 (12.6) 29.0 (14.1) 19.0 0.52
Visuospatial Cognition:
 RCFT–Copy 26.9 (6.4) 24.3 (5.5) 14.6 0.22
 BV–Total 28.5 (2.7) 26.7 (6.0) 22.0 0.79
 BFR 47.1 (3.4) 45.5 (3.1) 15.0 0.23
Visual Memory:
 RCFT–Immediate 13.4 (5.1) 14.7 (5.2) 19.5 0.56
 RCFT–Delayed 12.3 (4.6) 13.1 (5.0) 22.5 0.85
Attention:
 Digit Span 10.6 (2.1) 12.2 (4.5) 21.5 0.74
Language:
 Boston Naming Test 26.5 (3.3) 27.0 (2.3) 23.0 0.90
Motor:
 Finger Tapping–dominant hand 61.9 (53.0) 38.6 (14.2) 16.0 0.30
 Finger Tapping–non-dominant hand 38.8 (8.3) 41.8 (10.7) 17.0 0.37
Executive Function:
 WCST–Perseverative Errors 8.6 (5.6) 9.7 (5.2) 17.0 0.35
Psychopathological:
 HAM-D 3.7 (3.3) 10.0 (10.6) 16.0 0.19
 HAM-A 4.7 (3.0) 9.8 (6.3) 12.0 0.07
 TAS-R 51.7 (8.4) 56.3 (15.5) 19.5 0.38
Functioning:
 JHFI 0.0 (0.0) 1.3 (1.2) 9.0 0.01
 FIM 71.1 (1.5) 67.0 (5.0) 13.0 0.07
 SFE 0.05 (0.03) 0.05 (0.05) 26.0 0.91
 STC 2.6 (1.0) 3.5 (2.1) 20.5 0.43
WAIS-R VIQ: Wechsler Adult Intelligence Scale Verbal Intelligence Quotient

WAIS-R PIQ: Wechsler Adult Intelligence Scale Performance Intelligence Quotient

WAIS-R FIQ: Wechsler Adult Intelligence Scale Full Scale Intelligence Quotient

ANART WAIS-R: Adult North American Reading Test WAIS-R Equivalency

MAE Token Test: Multilingual Aphasia Exam Token Test

MAE COWA: Multilingual Aphasia Exam Controlled Oral Word Association

RCFT: Rey-Osterrieth Complex Figure Test

BV: Benton Visual Retention Test

BFR: Benton Facial Recognition Test–long form

WCST: Wisconsin Card Sorting Test

PSE: Present State Exam

Ham-D: Hamilton-Depression Scale

Ham-A: Hamilton Anxiety Scale

TAS-R: Toronto Alexithymia Scale–Revised

JHFI: Johns Hopkins Functional Inventory

FIM: Functional Inventory Measure
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SFE: Social Function Exam

STC: Social Ties Checklist
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