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Abstract
Stroke patients with optic ataxia have an outstanding inability to perform spatially
accurate

movements

to

visual

targets

located

in

their

peripheral

visual

field.

Neuropsychological investigations of such patients contributed essentially to the two
visual stream hypothesis which presumes dissociated action- and perception-related
processing of visual information in the human brain. Here we review the anatomical
foundations of optic ataxia that have been elucidated in detail quite recently and allow for
the identification of brain areas that are necessary for the control of hand in space. We
further evaluate the behavioral findings from crucial experimental paradigms in patients
with optic ataxia, in comparison to results from patients with visual form agnosia, a
disorder characterized by severely impaired visual perception without deficits of action
control. On this background, the actual validity of the two visual streams model is
discussed facing the (I) perceptual functions of the dorsal posterior parietal cortex, (II)
sustained activation of these areas supporting the retention of spatial information, and
(III) the anatomical dissociation between a foveal and an extrafoveal action system.
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At the beginning of the 20th century Rudolf Bálint (1909) reported a neurological
case demonstrating various deficits associated with the processing of visual stimuli. One
of the most prominent characteristics of the patient was his striking inability to move his
right hand to visual targets. While reaching for objects in his environment, he ‘misreached’ them; the hand deviated grossly from the target. Bálint (1909) ruled out several
perceptual deficits and primary motor deficits that could have contributed to this inability.
He left us with an impressively concise characterization of the patient’s behavior and
pathology:

“... we tested his visual fields using a perimeter; it was found that the fields were
normal both for objects and for colors. [...] Stereoscopic vision was tested in the usual
way by asking the patient to say which of two objects was closer to him, which one was
higher, etc.; he made hardly any errors. [...] He recognized objects or images
immediately. When describing the patient’s general condition I mentioned that the
muscular power of the upper and lower extremities was fully retained and that, for the
most part, the patient executed elementary movements correctly. [...] A substantial
abnormality became visible, however, in the movements of his right hand. He himself
reported that while lighting a cigarette he often lit the middle and not the end. [...] Thus
when asked to grasp a presented object with his right hand, he would miss it regularly
and would find it only when his hand knocked against it. [...] all the movements
performed deficiently with the right hand were executed perfectly or with very little error
with the left hand.” (Translation by Harvey, 1995).

Rudolf Bálint deduced from his thorough observations that the pathology was
caused neither by a pure motor nor by a perceptual deficit alone, but rather represents a
deficient sensorimotor coordination in the visual domain. Thus, he coined the term “optic
ataxia” for the observed deficit. In the following decade Gordon M. Holmes (1918) and
Holmes and Horrax (1919) reported seven patients suffering from a disability to localize
objects or visual stimuli in their surroundings. In addition to the symptoms described by
Rudolf Bálint, six out of seven patients demonstrated a striking inability to verbally report
the absolute or relative position of certain objects, a severe deficit in spatial orientation,
as well as characteristic eye movement deficits (Holmes, 1918; Holmes & Horrax, 1919).
Incorporating the reports of Bálint and Holmes, the Bálint-Holmes syndrome today is
defined to consist of four cardinal symptoms (cf. Karnath, 2003; Rafal, 1997): (I) optic
ataxia, (II) disturbed organization of eye movements, (III) impaired spatial orientation,
and (IV) simultanagnosia (the inability to perceive more than one object at a time
(Farah, 1990)). However, as in Bálint’s groundbreaking observation, several patients
have been reported in the following decades whose misreaching behavior could be clearly
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dissociated from pure perceptual impairments. Garcin and colleagues (1967) were the
first submitting a convincing demonstration of isolated optic ataxia excluding perceptual,
oculomotor, and visual attention deficits.
The most detailed report on a group of 10 unilateral patients suffering from isolated
optic ataxia was published by Perenin & Vighetto (1988). Summarizing the previous
findings they concluded that the report of “most [...] bilateral syndromes are more
reminiscent of the ‘visual disorientation’ of Holmes” (p. 644). However, like Garcin et al.
(1967) they pointed out, that their own patients did not reveal impairments of primary
vision or spatial perception that could lead to the dramatic visuomotor impairments.
Moreover, they emphasized the value of hand-specific visuomotor discoordination in
bilateral cases as it was already observed by Rudolf Bálint (1909) and others (Guard et
al., 1984; Hecaen & de Ajuriaguerra, 1954). Such hand-specific deficits cannot be
attributed to a general visual impairment alone. The latter would equally affect both
hands. Investigating a group of patients with unilateral lesions of the posterior parietal
cortex

(PPC),

Perenin

&

Vighetto

(1988)

extended

the

existing

knowledge

by

demonstrating a striking difference in the consequences of lesions to the left or right
hemisphere. Patients with lesions of the right hemisphere showed significant misreaching
to targets in the left visual field with both hands while movements to right-sided targets
remained largely unaffected ("field effect"). Lesions of the left hemisphere led to an
additional

"hand effect".

The authors

observed

that only movements

with the

contralesional right hand to targets in the contralesional visual hemifield deviated grossly
from the target position. In contrast, movements with the ipsilesional left hand to targets
on either side and with the right hand to left-sided targets were precise. This pattern of
lateralization has been supported by recent single-case studies of patients with unilateral
optic ataxia (Himmelbach & Karnath, 2005; Khan et al., 2005; Revol et al., 2003).
In search of the typical lesion location provoking this visuomotor disturbance,
modern imaging techniques such as computerized tomography (CT) and magnetic
resonance imaging (MRI) have been used. Single case studies of patients with optic
ataxia have shown lesions typically including the superior parietal lobule (SPL) (Auerbach
& Alexander, 1981; Buxbaum & Coslett, 1998; Ferro, 1984). However, lesions of
individual patients rarely are restricted to a well specified anatomical site but include
various regions related and not related to the disorder. Thus, only the anatomical
evaluation of a larger group can reveal the crucial lesion site. Such an analysis first has
been carried out by Perenin & Vighetto (1988). The anatomical evaluation of their 10
patients with unilateral left- or right-sided lesions revealed an overlap of lesion location
that was symmetrical in both hemispheres. It included the intraparietal sulcus (IPS) and
either the upper part of the inferior parietal lobule (IPL) or – more often – the medial or
the ventral part of the SPL. Still, the paper-and-pencil techniques available at those times
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held some uncertainties and, in addition, did not allow for a direct visual comparison
between the pattern of lesion location in patients with vs. without optic ataxia. The
necessity of such contrasts for valid anatomical conclusions in modern imaging studies
was demonstrated by Rorden & Karnath (2004). A recent study therefore re-investigated
the typical lesion location in a group of 16 unilateral stroke patients with optic ataxia,
collected over a time period of 15 years, and compared them with 36 stroke patients
without that disorder using digitized brain templates and standardized rendering
algorithms for 3D visualization of the subtraction analysis (Karnath & Perenin, 2005). The
authors found no evidence for the previous assumption that the disruption of visually
guided reaching in humans is associated with a lesion centering on the SPL on the
convexity. In both left and right hemispheres, they rather found optic ataxia associated
with a lesion overlap that affected the lateral cortical convexity at the parieto-occipital
junction (POJ), i.e. the junction between the IPL and superior occipital cortex in both
hemispheres including – in the left hemisphere even more posteriorly – also the junction
between the superior occipital cortex and the SPL (Fig. 1). Via the underlying parietal
white matter the lesion overlap extended in both hemispheres to the medial cortical
aspect where it affected the precuneus close to the parieto-occipital sulcus (Fig. 1).

------- Figure 1 about here -------

Converging evidence is reported from an intriguing event-related fMRI study
conducted with healthy subjects (Prado et al., 2005). The authors measured the brain
activity when participants reached either towards a target represented on the fovea or
towards an extrafoveal target. The analysis of the correlated BOLD effects revealed
increased signals bilaterally at the POJ depending on the retinal position of the visible
target (Fig. 2). Their results fit surprisingly well with the above mentioned finding of a
reaching deficit for targets in the peripheral visual field typically following a damage to
precisely this region (Karnath & Perenin, 2005). A third piece of evidence has been
presented by van Donkelaar and Adams (2005) who applied TMS at the PPC while the
subjects were pointing to peripheral targets. Without any interference, normal subjects
tend to overshoot eccentric targets in their peripheral visual field (Bock, 1986; Bock,
1993). The application of interfering TMS pulses led to a bias of pointing movements of
the contralateral arm towards the position of visual fixation (van Donkelaar & Adams,
2005). This effect obviously mimics the pathological movement bias in patients with optic
ataxia (Carey, Coleman, & Della, 1997; Jackson, Newport, Mort, & Husain, 2005; Milner,
Dijkerman, McIntosh, Rossetti, & Pisella, 2003; Milner, Paulignan, Dijkerman, Michel, &
Jeannerod, 1999; Ratcliff & Davies-Jones, 1972). Altogether, these investigations – using
three different methods of functional mapping (stroke lesions, fMRI, TMS) – support the
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assumption of a circumscribed region in the posterior parieto-occipital cortex specifically
dedicated to the visual control of hand movements to extrafoveal targets, while
movements to foveated targets seem to recruit a (cortical) network not including this
area.

------- Figure 2 about here -------

The Two Visual Stream Hypothesis
The numerous reports about patients with visuomotor disorders have contributed
substantially to the currently dominant idea of a dichotomous organization of the visual
system. Based on a body of already existing evidence from behavioral and anatomical
studies in animals and on their own experiments in monkeys, Ungerleider and Mishkin
(1982) suggested the existence of a ventral occipito-temporal “what” pathway and of a
dorsal occipito-parietal “where” pathway. They decomposed the visual system into a
spatial processing system on the one hand and an identification system on the other
hand. However, the aforementioned observations of neurological patients suffering from
optic

ataxia

falsified

their

conclusions.

These

observations

represent

behavioral

dissociations within the supposed “where” processing and could not be fitted easily to the
original suggestions of Ungerleider and Mishkin (1982). Therefore, Milner and Goodale
(1995) modified the model. Referring to the same anatomical structures, they suggested
a dissociation between action- and perception-related visual processing. Such a
differentiation seemingly fits to the observations in patients suffering from optic ataxia
but also to the behavior of patients with damage to the ventral occipito-temporal
pathway. As we said before, some of these patients demonstrated both motor as well as
perceptual deficits with respect to spatial characteristics (Holmes, 1918; Holmes &
Horrax, 1919). Such a general disorder of spatial information processing would be in
agreement with the suggested distinction proposed by Ungerleider and Mishkin (1982).
But decisively, several patients revealed exclusive spatial disorders of only goal-directed
movements while their perceptual estimation of absolute and relative spatial distances
was accurate (Garcin, Rondot, & de Recondo, 1967; Perenin & Vighetto, 1988).
Furthermore, these findings of action-specific impairments in patients with uni- or
bilateral lesions of the POJ were complemented by patients with the reverse dissociation
of

disorders,

namely

intact

spatial

action

processing

with

concomitant

severe

impairments of spatial perception when lesions were located more ventrally in the
occipito-temporal cortex. Damage to occipito-temporal areas of the human brain typically
leads to apperceptive visual agnosia (e.g.: Farah, 1990). A well known patient suffering
from such disorder, D.F., demonstrated well preserved reaching and grasping behavior
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while she revealed a striking disability to report the identity, size, and/or orientation of
different objects (Goodale, Milner, Jakobson, & Carey, 1991; Milner et al., 1991). For
instance, she was able to smoothly move her hand through an oblong slot. In contrast,
the adjustment of a second slot with respect to the first (a perceptual task) was
imprecise. The opposite pattern is observed in patients with optic ataxia. While the same
motor task cannot be executed adequately, they can easily match different line
orientations (Perenin & Vighetto, 1988).
The very same dissociation between both groups of patients - optic ataxia vs. visual
form agnosia patients - holds for grasping movements. Whereas a patient with optic
ataxia could easily estimate the size of different objects, her grip size was just weakly
correlated with the objects’ size during actual grasping movements (Jeannerod, Decety,
& Michel, 1994). The contrary behavior was found in a patient with visual form agnosia.
She revealed a weak correlation between the actual target size and her estimation of it,
while she adjusted her grip size during actual grasping movements adequately to the
different objects (Goodale et al., 1991). Just recently, it has been shown that the spared
visuomotor abilities of this patient are mediated (amongst other structures) by parietal
areas, i.e. by areas believed to be part of the dorsal stream (Culham et al., 2003; James,
Culham, Humphrey, Milner, & Goodale, 2003). A small number of further patients has
subsequently been reported with varying degrees of behavioral impairments and
dissociations (e.g.: Ferreira, Ceccaldi, Giusiano, & Poncet, 1998; Hildebrandt, Schutze,
Ebke, & Spang, 2004; Le et al., 2002; Marotta, Behrmann, & Goodale, 1997).

Grasping Visual Illusions: Complementary Evidence for
Two Visual Streams?
Further evidence for a dissociated processing of visual information derives from
healthy human subjects. Several studies revealed a significant impact of visual illusions
on perceptual estimates of size and/or location while grasping and pointing movements
were unaffected (Aglioti, Desouza, & Goodale, 1995; Bridgeman, Gemmer, Forsman, &
Huemer, 2000; Danckert, Sharif, Haffenden, Schiff, & Goodale, 2002; Haffenden, Schiff,
& Goodale, 2001; Meegan et al., 2004). However, despite numerous findings in favor of
such a dissociation, subsequent studies revealed a more inconsistent view. Some authors
did not find a comparable dissociation or found at least a somewhat smaller but
nevertheless significant effect on actions (Daprati & Gentilucci, 1997; Elliott & Lee, 1995;
Franz, 2003; Franz, Bülthoff, & Fahle, 2003; Franz, Gegenfurtner, Bulthoff, & Fahle,
2000; Gentilucci, Chieffi, Deprati, Saetti, & Toni, 1996; Pavani, Boscagli, Benvenuti,
Rabuffetti, & Farne, 1999). Interestingly, the measure typically used to demonstrate
effects on grasping movements in these studies has been the maximum grip aperture
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(MGA). Undoubtedly, the MGA appears to be a straightforward measure of grasping
performance. However, in search of potential effects of illusions (i.e. perceptual context
cues) on reaching and grasping, other parameters of grasping might be taken into
account such as velocity and force. Some authors indeed revealed effects of visual
illusions on these kinematic parameters (Brenner & Smeets, 1996; Jackson & Shaw,
2000; van Donkelaar, 1999). Actually, the discussion is quite controversial. Evidence in
favor of as well as against an influence of visual illusions on grasping has been reported
(for review: Bruno, 2001; Carey, 2001; Franz, 2001; Goodale & Westwood, 2004; Milner
& Dyde, 2003; Plodowski & Jackson, 2001).
One of the most valuable contributions to the debate proposes the use of different
spatial attributes of a certain object during estimation and grasping tasks. Following this
line of evidence, estimation relies more on size and extend information, whereas
grasping is guided by discrete target positions for each finger at the respective object. It
seems as if visual illusions typically exert a different influence on these different spatial
attributes. Thus, the observed behavioral dissociations would not represent a divergence
between perception and action but between different spatial properties used for the
execution of the respective tasks (Smeets, Brenner, de Grave, & Cuijpers, 2002). Milner
and Dyde (2003) on the other hand have suggested a differentiation between illusions
which affect different levels of visual processing. They found a differential impact of the
rod-and-frame illusion and the simultaneous-tilt illusions (Dyde & Milner, 2002). Whereas
the first is assumed to be based on contextual information, the latter might to be due to
local interactions within the visual field mediated by inhibitory connections in V1 (Milner
& Dyde, 2003). Just recently, the work of Bruce Bridgeman and Paul Dassonville added
further controversial evidence to this field of research. They explored the impact of the
Roelofs effect on goal-directed hand movements and perceptual estimations of stimulus
positions (Bridgeman et al., 2000; Bridgeman, Peery, & Anand, 1997; Dassonville & Bala,
2004; Dassonville, Bridgeman, Kaur, Thiem, & Sampanes, 2004). The observed
dissociation of the Roelofs effect on pointing and estimation has previously been assumed
to be in line with the two visual streams theory (Bridgeman et al., 1997). But in their
most recent work both authors interpret their findings in a very different way. The
dissociation between action and perception found for this illusory change of target
position might be indirectly mediated by an underlying common process involved in
action control and perception. From their latest results they conclude that a shift of the
subjective body midline within one and the same egocentric spatial frame induced by the
Roelofs effect exerts a different impact on the accuracy of perceptual estimations and
immediate goal-directed movements (Dassonville & Bala, 2004; Dassonville et al., 2004).
However, while their data suggest a simple common mechanisms to explain different
outcomes for motor control and perception, it does not rule out dual visual processing
per se. If we assume, in agreement with Milner and Goodale (1995), that the proposed
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midline shift is mediated by and affecting only the ventral (cognitive or perceptual) visual
stream, the results of the Dassonville and Bridgeman groups fit nicely to the two visual
streams theory. Furthermore, up to now it remains unclear whether their results can be
generalized to other visual illusions as well.
Interestingly, it is also unclear how the performance of patients suffering from optic
ataxia or visual form agnosia is affected by visual illusions. As far as we know, illusions
such as e.g. the Müller-Lyer or the Ebbinghaus illusion have not been investigated in
patients with these disorders. A recent study reported that patients with visual agnosia
were not prone to a size-weight illusion (larger objects are felt to be lighter in
comparison to smaller objects of the same physical weight). When executing the same
task without visual information, i.e. when retrieving the size of the objects from
kinesthetic input only, the patients showed the same illusion effect than controls
(Dijkerman, Lê, Démonet, & Milner, 2004). However, although this experiment revealed
a clear dissociation between visual and kinesthetic processing, it is unclear whether these
patients would incorporate the illusory visual information into motor behavior or not.

Delayed Movements: Timing Makes the Difference
Several studies disclosed a behavioral dissociation between movements to visible
targets and movements to remembered positions in neurological patients. Goodale and
co-workers (1994) observed that a patient with visual agnosia was unable to adjust grip
aperture properly when the target object was removed before movement onset. In
striking contrast, patients with optic ataxia improve their performance considerably after
a delay of a few seconds following the presentation of a target while their immediate
action to visible targets is severely distorted (Himmelbach & Karnath, 2005; Milner et al.,
2001; Milner et al., 2003; Milner et al., 1999; Revol et al., 2003). Thus, it has been
assumed that the dorsal visual pathway - which is intact in patients with visual form
agnosia - is dedicated to a fast processing of visual information. On the other hand, an
intact ventral pathway - found in patients with optic ataxia - seems to be devoted to a
longer lasting processing of visual information and its output does not seem to be
immediately available for movement control. These conclusions are supported by the
increased effects of visual illusions on actions after interfering time delays between
stimulus presentation and movement onset in healthy subjects (Bridgeman et al., 2000;
Bridgeman et al., 1997; Elliott & Lee, 1995; Gentilucci, Benuzzi, Bertolani, & Gangitano,
2001; Gentilucci et al., 1996; Hu & Goodale, 2000; Meegan et al., 2004; Rival, Olivier,
Ceyte, & Ferrel, 2003). It has been questioned whether this increase relies on the
elapsed time after the target presentation or simply on the disappearance of the visual
stimulus before the execution of a movement. The latter presumption has been favored
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by Westwood and Goodale (2003) who reported significant illusory effect on the peak
grip aperture if the target was occluded right after the start signal for movement onset.
They found no additional effects of a prolonged delay between the occlusion of the
objects and the start signal. This finding led the authors to assume a sudden switch
between dorsal and ventral control of visuomotor performance. They concluded that the
ventral visual system provides the decisive spatial information which is necessary to
control hand movements as soon as no immediate visual information about target size
and position is available (Goodale, Westwood, & Milner, 2004).
However, other behavioral experiments in healthy subjects yielded different results.
The impact of a visual illusion on pointing accuracy increased significantly with longer
time delays (Bridgeman et al., 2000; Meegan et al., 2004). So, even if there would be a
dramatic shift between “two distinct modes of control” (Goodale et al., 2004) - in
anatomical terms: between the dorsal and the ventral pathway - there still seems to be
an additional progressive change depending on the time delay between target
presentation and movement onset. Such progressive improvement of pointing accuracy
has also been found in two patients with optic ataxia (Himmelbach & Karnath, 2005).
Both patients demonstrated a gradual decrease of absolute pointing errors over a range
of delay times from 0 to 10 seconds preceding movement onset (Fig. 3). In agreement
with the dependence of the effect of visual illusions on the interfering time delay in
healthy subjects (Bridgeman et al., 2000; Meegan et al., 2004), this gradual decrease in
optic ataxia patients argues against a sudden shift between anatomically separated
systems. Rather, it points to either a gradually decreasing dorsal processing of visual
information in gradually delayed movements or to a gradually increasing contribution
from alternative systems (which might be, e.g., the occipito-temporal stream). This
concept of a gradual change - instead of a sudden switch - in the functional anatomy of
movement-related information processing, is corroborated by the observation of a
reverse behavioral pattern in healthy subjects, i.e. a gradual decrease of movement
accuracy depending on the length of a pre-response delay (Bradshaw & Watt, 2002).

------- Figure 3 about here -------

Neuroimaging studies in healthy human subjects has suggested that areas of the
dorsal posterior parietal cortex are critically involved in delayed movement tasks
(Connolly, Andersen, & Goodale, 2003; Culham, 2004; Lacquaniti et al., 1997) and in
visuo-spatial memory-tasks (for review: Owen, 2004). Most interestingly, sustained
activity of the medial superior parietal cortex has been demonstrated during a delay of 9
seconds between target presentation and movement execution using an event-related
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fMRI paradigm (Connolly et al., 2003). The authors convincingly distinguished between
non-spatial preparation of a movement - induced by a cue lacking spatial information and the retention of previously provided spatial information. Thus, it seems as if the
prolonged superior parietal activation represents either the retention of a specific target
position or hand trajectory. These findings clearly endorse a critical involvement of the
dorsal stream in the maintenance of spatial information which, in some cases, is
dedicated to the execution of goal-directed movements later on. Correspondingly, singlecell recordings in monkeys revealed maintenance-related activity of neurons in dorsal
posterior parietal areas in visuo-spatial memory tasks employing eye movements
(Chafee & Goldman-Rakic, 1998; Gnadt & Andersen, 1988; Snyder, Batista, & Andersen,
1997) and, more specifically, in delayed hand movement tasks (Murata, Gallese, Kaseda,
& Sakata, 1996; Quintana & Fuster, 1999; Snyder et al., 1997). Quite recently, Tsutsui
and co-workers (2003) demonstrated successfully sustained activity of IPS neurons
correlated with the retention of surface orientation over a period of 2.3 seconds.
Altogether, these data suggest a possible involvement of dorsal stream areas in the
retention of spatial information in general and of visuospatial information dedicated to
the guidance of hand movements in particular.
Such correlative data gathered in neuroimaging investigations of healthy humans
and single cell recordings in monkeys are corroborated by brain interference methods.
Inducing a transient inactivation of the posterior parietal cortex (PPC) in rhesus monkeys
interfered with the retention of spatial information - the required response direction only. In contrast, inactivation of the prefrontal cortex in the same experiment interfered
with delayed performance after the presentation of spatial and non-spatial cues
(Quintana & Fuster, 1993). A recent transcranial magnetic stimulation (TMS) study in
healthy human subjects using a memory guided pointing task complements these
findings (Smyrnis, Theleritis, Evdokimidis, Muri, & Karandreas, 2003). The application of
a single TMS pulse over the PPC as early as 300 ms after target presentation had a
significant effect on the accuracy of hand movements executed 3000 ms after target
offset. Similar findings for memory guided saccades further support the assumption of a
crucial involvement of the SPL and IPS in memory guided actions (Muri et al., 2000;
Muri, Vermersch, Rivaud, Gaymard, & Pierrot-Deseilligny, 1996; Oyachi & Ohtsuka,
1995). Altogether, these findings indicate a crucial involvement of the superior PPC in the
early spatial encoding of either a target position or a movement trajectory which is
required to be executed later on.

Optic Ataxia: The Visual Action System

Himmelbach & Karnath 12/25

Interacting Streams
Although Milner and Goodale (1995) already explicitly stated the necessity of
functional interactions between the two visual streams, the vast majority of subsequent
contributions to the field emphasized the apparent distinction between different ways of
visual processing. In fact, the experiments on delayed movement execution reviewed in
the preceding chapter support a close interaction of processing systems instead of
functionally distinct pathways. A further argument against separate processing systems
with respect to different time constants of information processing - i.e. immediate vs.
delayed onset of movements - is provided by the recent report of a patient with visual
agnosia (S.B.) showing accurate delayed grasping movements (Dijkerman et al., 2004).
Although there are substantial differences between this and the previously examined
case D.F., this observation obviously questions those conclusions which essentially were
based on the behavior of only one patient with visual agnosia (patient D.F.; Milner &
Goodale, 1995).
The handling of everyday objects instead of geometric, meaningless items by
patients suffering from visual form agnosia and patients with optic ataxia provides us
with further evidence for the (necessary) interaction between object recognition and
action control. The well known patient D.F. seems to be unable to grasp everyday objects
appropriately according to their typical use (Carey, Harvey, & Milner, 1996). While she
grasped these objects skilfully to pick them up, she did not appear to take account of the
way these objects were supposed to be used afterwards as healthy subjects would do
(e.g. grasping a hammer at its head instead of grasping it at its handle). Moreover, in
this series of experiments, a general difficulty in grasping complex objects was observed
in D.F. Grasping rectangular objects as well as irregularly shaped objects did not pose a
problem to her as long as they provided a clear main axis which she could aim for. But if
the objects lacked such an outstanding principal axis, she showed a considerable number
of trials with inadequate grip posture (Carey et al., 1996). These specific impairments of
grasping everyday objects according to their specific use and of grasping irregular
objects with multiple spatial axes might be due to a general lack of allocentric analysis or
encoding of complex object properties for appropriate visuomotor guidance (Dijkerman,
Milner,

&

Carey,

1998;

McIntosh,

Dijkerman,

Mon-Williams,

&

Milner,

2004).

Interestingly, the reverse behavioral dissociation was observed in a patient with optic
ataxia. While being unable to adjust her grip size to cylinders of various diameters, her
behavior improved considerably if she was asked to grasp familiar cylinder-shaped
objects (Jeannerod et al., 1994). Obviously, tasks which require a high-level object
recognition and/or an allocentric encoding of object features pose a problem to a subject
with a damaged ventral system while it seems to open alternative routes of information
processing for a patient with a damaged dorsal system. However, such conclusions
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should be drawn with great caution since these results have been shown in only one
patient with visual form agnosia (patient D.F.; Carey et al., 1996; Dijkerman et al.,
1998; McIntosh et al., 2004) and in only one patient with optic ataxia patient (patient
A.T.; Jeannerod et al., 1994).
The need for an interaction between the dissociated ways of processing is apparent
and, as stated before, has been already considered in the original concept of the two
visual streams. It has been suggested that the ventral stream acts as an identifier which
‘flags’ certain goals or objects for upcoming actions (Goodale & Milner, 2004; Milner &
Goodale, 1995). The incorporation of such information could be performed via the inferior
parietal lobule and superior temporal areas that receive projections from the occipitoparietal as well as from the occipito-temporal pathways. Alternatively, back-projections
to early visual areas could label certain objects or features which then form the basis for
information processing leading to the execution of appropriate actions. Such backpropagation has been shown in a combined electrophysiological and functional magnetic
resonance study of visual spatial attention (Noesselt et al., 2002). As Milner and Goodale
(1995) suggested, mechanisms of selective attention might be the mediating process
between anatomically dissociated streams of processing.
The ill-defined term ‘flagging’ might be synonymous with the known encoding of the
behavioral relevance or saliency of objects and features (Assad, 2003). In a recently
reported experiment Toth and Assad (2002) demonstrated the unexpected coding of
color by neurons in the lateral intraparietal area (LIP) following associative training. Two
identical saccade targets on the right and left side were presented simultaneously. The
investigated monkeys had to execute a saccade either to the left or to the right target
based on information provided by a visual cue which had been presented before the
saccade targets. The direction of the required saccade was either indicated by the
position or by the color of the cue. During a delay following cue presentation neurons
within LIP revealed changes of the spike rate in correlation with the presented color.
Remarkably, they did so only if color was the informative dimension during the respective
trial, i.e. such encoding of color was only observed if this attribute of the cue was of
behavioral relevance. This neuronal behavior fits to the requirements of “a local selective
transfer of information between brain areas” (Assad, 2003) which seems to be close to
the ‘flagging’ concept of Milner and Goodale (1995).

Perspectives
The existing literature on visuomotor control processes seems to clearly indicate
that immediate, goal-directed visuomotor responses to point-like targets or towards
objects which provide an unambiguous request for action (e.g. catching a falling cup)
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essentially rely on the so-called dorsal stream of visual processing. This kind of action is
largely independent of detailed analyses of non-spatial aspects of the target object.
However, although typically taken together as “the dorsal stream”, there is nothing like a
monolithic action system comprising the numerous functionally different areas of the
PPC. For example, most of the visuomotor studies in patients with optic ataxia dealt with
deficits of movements to peripheral visual targets only. An anatomical differentiation
between a foveal and an extrafoveal action system has been explicitly considered quite
recently (Milner et al., 2003). Most recent experimental findings suggest that this
behavioral distinction of visuomotor processing is indeed reflected at the cortical level
(Karnath & Perenin, 2005; Prado et al., 2005; van Donkelaar & Adams, 2005). Moreover,
the dorsal parietal areas apparently do not simply represent exclusively an "action
system". The clear dissociation between a “where” and a “what” stream as suggested by
Ungerleider and Mishkin (1982) was falsified after the demonstration of the remarkable
behavioral dissociations between action and perception in patients with optic ataxia and
visual form agnosia. However, numerous reports starting with Holmes and Horrax
(Holmes, 1918; Holmes & Horrax, 1919) up to recent investigations such as the one by
Phan and colleagues (2000) demonstrated perceptual deficits in patients with exclusive
posterior parietal brain damage. Further, some of the areas in the dorsal PPC involved in
the perception of spatial relations, also are involved in memorizing spatial information.
We already emphasized the importance of functional interactions between the
dorsal and ventral streams. Largely in agreement with the Milner and Goodale (1995)
model, it is possible that, beyond immediate action control, the abovementioned PPC
functions in spatial cognition are not mediated by the dorsal stream per se, but by
systems that depend on ventral stream inputs. This hypothesis remains to be
substantiated by according experiments in healthy humans and brain damaged patients.
Alternatively, it could become necessary to revise the "perception vs. action model" in
the version outlined by Milner and Goodale (1995) by incorporating (I) perceptual
functions of the dorsal PPC, (II) sustained activation of these areas supporting the
retention of spatial information, and (III) the anatomical dissociation between a foveal
and an extrafoveal action system.
Further, we should be aware that much of our current knowledge about the
anatomo-functional relationship in visuomotor control processes derives from few
patients with (often non-acute) brain damage. Beyond the legitimate enthusiasm to
observe and conclude from the behavior of stroke patients suffering from specific
visuomotor disturbances after stroke, we must keep in mind that not all of this behavior
necessarily reflects a pure consequence of a disturbed brain system. The reason is that
many of the patients studied in the experiments reviewed above already suffered from
chronic impairments at the time of the respective examination. Thus, (partly) conscious
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strategies might have been adopted by these patients to execute certain perceptual and
visuomotor tasks. For example, Goodale and Milner (2004) anecdotally reported such
strategies adopted by their patient D.F. to accomplish perceptual tasks. During a line
copying task she apparently used a motor imagery strategy, tracing the line in her mind
only (Dijkerman & Milner, 1997). Likewise, optic ataxia patients with chronic brain lesions
might make use of spared abilities to guide their movements under conditions which
provide them with enough time. Milner and co-workers (2001) revealed a significant
improvement of such a chronic patient’s performance if the object to be grasped was
shown to her in advance. Under this ‘preview’ condition, her movements seemed to rely
partly on memorized spatial information instead of the actually available sight of the
object. In contrast, healthy subjects simply ignored previewed object information (Milner
et al., 2001). Thus, it is evident that some of these strategies have been deliberately
adopted by the patients while other strategies might unfold unconsciously. These
observations clearly show that contextual information and high level representations of
action (including explicit knowledge of preserved abilities) are involved in action control.
Marc Jeannerod and Pierre Jacob recently broadened our view on the dualism of
visual action-control and of visual perception emphasizing the involvement of such high
level representations of action (Jeannerod & Jacob, 2005). They pointed out that quite
simple visuomotor transformations involved in reaching and grasping movements to
point-like targets or geometric objects require no or only little conceptual information
concerning the goals, the environmental conditions, and the consequences of these
actions. However, a comprehensive theory of action control needs to incorporate such
high-level information into visuomotor representations as it crucially affects the actually
required kinematics of an intended or demanded action. Future studies in patients with
optic ataxia should focus on such contextual influence. Moreover, past contributions to
the field focused almost exclusively on the antagonism between the behavioral
consequences of optic ataxia and visual form agnosia. Investigating these patients'
reactions to manipulations of contextual information and comparing them with the
behavioral changes observed in patients with other higher order motor deficits (apraxia)
and recognition impairments (associative and apperceptive agnosia) might reveal the
anatomical substrates which are necessary to incorporate semantic information in action
control. We think that uncovering these integration processes would constitute the next
step on our way of understanding action control in a natural environment.

Optic Ataxia: The Visual Action System

Himmelbach & Karnath 16/25

References
Aglioti, S., Desouza, J. F., & Goodale, M. A. (1995). Size-contrast illusions deceive
the eye but not the hand. Curr Biol, 5, 679-685.
Assad, J. A. (2003). Neural coding of behavioral relevance in parietal cortex. Curr
Opin Neurobiol, 13, 194-197.
Auerbach, S. H. & Alexander, M. P. (1981). Pure agraphia and unilateral optic
ataxia associated with a left superior parietal lobule lesion. J Neurol Neurosurg
Psychiatry, 44, 430-432.
Balint, R. (1909). Seelenlähmung des "Schauens", optische Ataxie, räumliche
Störung der Aufmerksamkeit. Monatsschrift für Psychiatrie und Neurologie, 25, 51-81.
Bock, O. (1986). Contribution of retinal versus extraretinal signals towards visual
localization in goal-directed movements. Exp Brain Res, 64, 476-482.
Bock, O. (1993). Localization of objects in the peripheral visual field. Behav Brain
Res, 56, 77-84.
Bradshaw, M. F. & Watt, S. (2002). A dissociation of perception and action in
normal human observers: the effect of temporal delay. Neuropsychologia, 40,
1766-1778.
Brenner, E. & Smeets, J. B. (1996). Size illusion influences how we lift but not how
we grasp an object. Exp Brain Res, 111, 473-476.
Bridgeman, B., Gemmer, A., Forsman, T., & Huemer, V. (2000). Processing spatial
information in the sensorimotor branch of the visual system. Vision Res, 40, 3539-3552.
Bridgeman, B., Peery, S., & Anand, S. (1997). Interaction of cognitive and
sensorimotor maps of visual space. Percept Psychophys, 59, 456-469.
Bruno, N. (2001). When does action resist visual illusions? Trends Cogn Sci, 5,
379-382.
Buxbaum, L. J. & Coslett, H. B. (1998). Spatio-motor representations in reaching:
Evidence for subtypes of optic ataxia. Cogn Neuropsychol, 15, 279-312.
Carey, D. P. (2001). Do action systems resist visual illusions? Trends Cogn Sci, 5,
109-113.

Optic Ataxia: The Visual Action System

Himmelbach & Karnath 17/25

Carey, D. P., Coleman, R. J., & Della, S. S. (1997). Magnetic misreaching. Cortex,
33, 639-652.
Carey, D. P., Harvey, M., & Milner, A. D. (1996). Visuomotor sensitivity for shape
and orientation in a patient with visual form agnosia. Neuropsychologia, 34, 329-337.
Chafee, M. V. & Goldman-Rakic, P. S. (1998). Matching Patterns of Activity in
Primate Prefrontal Area 8a and Parietal Area 7ip Neurons During a Spatial Working
Memory Task. J Neurophysiol, 79, 2919-2940.
Connolly, J. D., Andersen, R. A., & Goodale, M. A. (2003). FMRI evidence for a
'parietal reach region' in the human brain. Exp Brain Res, 153, 140-145.
Culham, J. (2004). Human Brain Imaging Reveals a Parietal Area Specialized for
Grasping. In N. Kanwisher & J. Duncan (Eds.), Functional Neuroimaging of Visual
Cognition: Attention and Performance XX (pp. 417-438). Oxford: Oxford University Press.
Culham, J. C., Danckert, S. L., Desouza, J. F., Gati, J. S., Menon, R. S., & Goodale,
M. A. (2003). Visually guided grasping produces fMRI activation in dorsal but not ventral
stream brain areas. Exp Brain Res, 153, 180-189.
Danckert, J. A., Sharif, N., Haffenden, A. M., Schiff, K. C., & Goodale, M. A. (2002).
A temporal analysis of grasping in the Ebbinghaus illusion: planning versus online
control. Exp Brain Res, 144, 275-280.
Daprati, E. & Gentilucci, M. (1997). Grasping an illusion. Neuropsychologia, 35,
1577-1582.
Dassonville, P. & Bala, J. K. (2004). Perception, action, and Roelofs effect: a mere
illusion of dissociation. PLoS Biol, 2, e364.
Dassonville, P., Bridgeman, B., Kaur, B. J., Thiem, P., & Sampanes, A. (2004). The
induced Roelofs effect: two visual systems or the shift of a single reference frame? Vision
Res, 44, 603-611.
Dijkerman, H. C., Lê, S., Démonet, J.-F., & Milner, A. D. (2004). Visuomotor
performance in a patient with visual agnosia due to an early lesion. Brain Res Cogn Brain
Res, 20, 12-25.
Dijkerman, H. C. & Milner, A. D. (1997). Copying without perceiving: motor
imagery in visual form agnosia. Neuroreport, 8, 729-732.

Optic Ataxia: The Visual Action System

Himmelbach & Karnath 18/25

Dijkerman, H. C., Milner, A. D., & Carey, D. P. (1998). Grasping spatial
relationships: failure to demonstrate allocentric visual coding in a patient with visual form
agnosia. Conscious Cogn, 7, 424-437.
Dyde, R. T. & Milner, A. D. (2002). Two illusions of perceived orientation: one fools
all of the people some of the time; the other fools all of the people all of the time. Exp
Brain Res, 144, 518-527.
Elliott, D. & Lee, T. D. (1995). The role of target information on manual-aiming
bias. Psychol Res, 58, 2-9.
Farah, M. J. (1990). Visual Agnosia. Cambridge, MA: MIT Press.
Ferreira, C. T., Ceccaldi, M., Giusiano, B., & Poncet, M. (1998). Separate visual
pathways for perception of actions and objects: evidence from a case of apperceptive
agnosia. J Neurol Neurosurg Psychiatry, 65, 382-385.
Ferro, J. M. (1984). Transient inaccuracy in reaching caused by a posterior parietal
lobe lesion. J Neurol Neurosurg Psychiatry, 47, 1016-1019.
Franz, V. H. (2001). Action does not resist visual illusions. Trends Cogn Sci, 5,
457-459.
Franz, V. H. (2003). Planning versus online control: dynamic illusion effects in
grasping? Spat Vis, 16, 211-223.
Franz, V. H., Bülthoff, H. H., & Fahle, M. (2003). Grasp effects of the Ebbinghaus
illusion: obstacle avoidance is not the explanation. Exp Brain Res, 149, 470-477.
Franz, V. H., Gegenfurtner, K. R., Bulthoff, H. H., & Fahle, M. (2000). Grasping
visual illusions: no evidence for a dissociation between perception and action. Psychol
Sci, 11, 20-25.
Garcin, R., Rondot, P., & de Recondo, J. (1967). Optic ataxia localized in 2 left
homonymous visual hemifields (clinical study with film presentation). Rev Neurol (Paris),
116, 707-714.
Gentilucci, M., Benuzzi, F., Bertolani, L., & Gangitano, M. (2001). Visual illusions
and the control of children arm movements. Neuropsychologia, 39, 132-139.
Gentilucci, M., Chieffi, S., Deprati, E., Saetti, M. C., & Toni, I. (1996). Visual illusion
and action. Neuropsychologia, 34, 369-376.

Optic Ataxia: The Visual Action System

Himmelbach & Karnath 19/25

Gnadt, J. W. & Andersen, R. A. (1988). Memory related motor planning activity in
posterior parietal cortex of macaque. Exp Brain Res, 70, 216-220.
Goodale, M. A., Jakobson, L. S., & Keillor, J. M. (1994). Differences in the visual
control of pantomimed and natural grasping movements. Neuropsychologia, 32,
1159-1178.
Goodale, M. A. & Milner, A. D. (2004). Sight Unseen. Oxford: Oxford University
Press.
Goodale, M. A., Milner, A. D., Jakobson, L. S., & Carey, D. P. (1991). A neurological
dissociation between perceiving objects and grasping them. Nature, 349, 154-156.
Goodale, M. A. & Westwood, D. A. (2004). An evolving view of duplex vision:
separate but interacting cortical pathways for perception and action. Curr Opin Neurobiol,
14, 203-211.
Goodale, M. A., Westwood, D. A., & Milner, A. D. (2004). Two distinct modes of
control for object-directed action. Prog Brain Res, 144, 131-144.
Guard, O., Perenin, M. T., Vighetto, A., Giroud, M., Tommasi, M., & Dumas, R.
(1984). Bilateral parietal syndrome approximating a Balint syndrome. Rev Neurol (Paris),
140, 358-367.
Haffenden, A. M., Schiff, K. C., & Goodale, M. A. (2001). The dissociation between
perception and action in the Ebbinghaus illusion: nonillusory effects of pictorial cues on
grasp. Curr Biol, 11, 177-181.
Harvey, M. (1995). Translation of 'Psychic paralysis of gaze, optic ataxia, and
spatial disorder of attention' by Rudolph Balint. Cogn Neuropsychol, 12, 261-282.
Hecaen, H. & de Ajuriaguerra, J. (1954). Balint's syndrome (psychic paralysis of
visual fixation) and its minor forms. Brain, 77, 373-400.
Hildebrandt, H., Schutze, C., Ebke, M., & Spang, K. (2004). Differential impact of
parvocellular and magnocellular pathways on visual impairment in apperceptive agnosia?
Neurocase, 10, 207-214.
Himmelbach, M. & Karnath, H.-O. (2005). Dorsal and ventral stream interaction:
Contributions from optic ataxia. J Cogn Neurosci, 17, 632-640.
Holmes, G. (1918). Disturbances of visual orientation. Brit J Ophtal, 2, 449-468.

Optic Ataxia: The Visual Action System

Himmelbach & Karnath 20/25

Holmes, G. & Horrax, G. (1919). Disturbances of spatial orientation and visual
attention with loss of stereoscopic vision. Arch Neurol Psychiatry, 1, 383-407.
Hu, Y. & Goodale, M. A. (2000). Grasping after a delay shifts size-scaling from
absolute to relative metrics. J Cogn Neurosci, 12, 856-868.
Jackson, S. R., Newport, R., Mort, D., & Husain, M. (2005). Where the eye looks,
the hand follows; limb-dependent magnetic misreaching in optic ataxia. Curr Biol, 15,
42-46.
Jackson, S. R. & Shaw, A. (2000). The Ponzo illusion affects grip-force but not gripaperture scaling during prehension movements. J Exp Psychol Hum Percept Perform, 26,
418-423.
James, T. W., Culham, J., Humphrey, G. K., Milner, A. D., & Goodale, M. A. (2003).
Ventral occipital lesions impair object recognition but not object-directed grasping: an
fMRI study. Brain, 126, 2463-2475.
Jeannerod, M., Decety, J., & Michel, F. (1994). Impairment of grasping movements
following a bilateral posterior parietal lesion. Neuropsychologia, 32, 369-380.
Jeannerod, M. & Jacob, P. (2005). Visual cognition: a new look at the two-visual
systems model. Neuropsychologia, 43, 301-312.
Karnath, H.-O. (2003). Bálint-Holmes Syndrom. In H.-O. Karnath & H.-P. Thier
(Eds.), Neuropsychologie (pp. 231-242). Heidelberg: Springer Verlag.
Karnath, H.-O. & Perenin, M. T. (2005). Cortical control of visually guided reaching
- evidence from 16 patients with optic ataxia. Cereb Cortex, 15, 1561-1569.
Khan, A. Z., Pisella, L., Vighetto, A., Cotton, F., Luaute, J., Boisson, D. et al.
(2005). Optic ataxia errors depend on remapped, not viewed, target location. Nat
Neurosci, 8, 418-420.
Lacquaniti, F., Perani, D., Guigon, E., Bettinardi, V., Carrozzo, M., Grassi, F. et al.
(1997). Visuomotor transformations for reaching to memorized targets: a PET study.
Neuroimage, 5, 129-146.
Le, S., Cardebat, D., Boulanouar, K., Henaff, M. A., Michel, F., Milner, D. et al.
(2002). Seeing, since childhood, without ventral stream: a behavioural study. Brain, 125,
58-74.

Optic Ataxia: The Visual Action System

Himmelbach & Karnath 21/25

Marotta, J. J., Behrmann, M., & Goodale, M. A. (1997). The removal of binocular
cues disrupts the calibration of grasping in patients with visual form agnosia. Exp Brain
Res, 116, 113-121.
McIntosh, R. D., Dijkerman, H. C., Mon-Williams, M., & Milner, A. D. (2004).
Grasping what is graspable: evidence from visual form agnosia. Cortex, 40, 695-702.
Meegan, D. V., Glazebrook, C. M., Dhillon, V. P., Tremblay, L., Welsh, T. N., &
Elliott, D. (2004). The Muller-Lyer illusion affects the planning and control of manual
aiming movements. Exp Brain Res, 155, 37-47.
Milner, A. D., Dijkerman, H. C., McIntosh, R. D., Rossetti, Y., & Pisella, L. (2003).
Delayed reaching and grasping in patients with optic ataxia. Prog Brain Res, 142,
225-242.
Milner, A. D., Dijkerman, H. C., Pisella, L., McIntosh, R. D., Tilikete, C., Vighetto, A.
et al. (2001). Grasping the past. Delay can improve visuomotor performance. Curr Biol,
11, 1896-1901.
Milner, A. D. & Goodale, M. A. (1995). The visual brain in action. Oxford: Oxford
University Press.
Milner, A. D., Paulignan, Y., Dijkerman, H. C., Michel, F., & Jeannerod, M. (1999). A
paradoxical improvement of misreaching in optic ataxia: new evidence for two separate
neural systems for visual localization. Proc R Soc Lond B Biol Sci, 266, 2225-2229.
Milner, A. D., Perrett, D. I., Johnston, R. S., Benson, P. J., Jordan, T. R., Heeley, D.
W. et al. (1991). Perception and action in 'visual form agnosia'. Brain, 114, 405-428.
Milner, D. & Dyde, R. (2003). Why do some perceptual illusions affect visually
guided action, when others don't? Trends Cogn Sci, 7, 10-11.
Murata, A., Gallese, V., Kaseda, M., & Sakata, H. (1996). Parietal neurons related
to memory-guided hand manipulation. J Neurophysiol, 75, 2180-2186.
Muri, R. M., Gaymard, B., Rivaud, S., Vermersch, A., Hess, C. W., & PierrotDeseilligny, C. (2000). Hemispheric asymmetry in cortical control of memory-guided
saccades. A transcranial magnetic stimulation study. Neuropsychologia, 38, 1105-1111.
Muri, R. M., Vermersch, A. I., Rivaud, S., Gaymard, B., & Pierrot-Deseilligny, C.
(1996). Effects of single-pulse transcranial magnetic stimulation over the prefrontal and
posterior parietal cortices during memory-guided saccades in humans. J Neurophysiol,
76, 2102-2106.

Optic Ataxia: The Visual Action System

Himmelbach & Karnath 22/25

Noesselt, T., Hillyard, S. A., Woldorff, M. G., Schoenfeld, A., Hagner, T., Jancke, L.
et al. (2002). Delayed striate cortical activation during spatial attention. Neuron, 35,
575-587.
Owen, A. M. (2004). Working Memory: Imaging the Magic Number Four. Curr Biol,
14, R573-R574.
Oyachi, H. & Ohtsuka, K. (1995). Transcranial magnetic stimulation of the posterior
parietal cortex degrades accuracy of memory-guided saccades in humans. Invest
Ophtalmol Vis Sci, 36, 1441-1449.
Pavani, F., Boscagli, I., Benvenuti, F., Rabuffetti, M., & Farne, A. (1999). Are
perception and action affected differently by the Titchener circles illusion? Exp Brain Res,
127, 95-101.
Perenin, M.-T. & Vighetto, A. (1988). Optic ataxia: a specific disruption in
visuomotor mechanisms. I. Different aspects of the deficit in reaching for objects. Brain,
111, 643-674.
Phan, M. L., Schendel, K. L., Recanzone, G. H., & Robertson, L. C. (2000). Auditory
and visual spatial localization deficits following bilateral parietal lobe lesions in a patient
with Balint's syndrome. J Cogn Neurosci, 12, 583-600.
Plodowski, A. & Jackson, S. R. (2001). Vision: getting to grips with the Ebbinghaus
illusion. Curr Biol, 11, R304-R306.
Prado, J., Clavagnier, S., Otzenberger, H., Scheiber, C., Kennedy, H., & Perenin,
M.-T. (2005). Two cortical systems for reaching in central and peripheral vision Evidence from an fMRI study in humans. Neuron, 48, 849-858.
Quintana, J. & Fuster, J. M. (1993). Spatial and temporal factors in the role of
prefrontal and parietal cortex in visuomotor integration. Cereb Cortex, 3, 122-132.
Quintana, J. & Fuster, J. M. (1999). From perception to action: temporal integrative
functions of prefrontal and parietal neurons. Cereb Cortex, 9, 213-221.
Rafal, R. D. (1997). Balint syndrome. In T.E. Feinberg & M. J. Farah (Eds.),
Behavioral Neurology and Neuropsychology (pp. 337-356). New York: McGraw-Hill.
Ratcliff, G. & Davies-Jones, G. A. (1972). Defective visual localization in focal brain
wounds. Brain, 95, 49-60.

Optic Ataxia: The Visual Action System

Himmelbach & Karnath 23/25

Revol, P., Rossetti, Y., Vighetto, A., Rode, G., Boisson, D., & Pisella, L. (2003).
Pointing errors in immediate and delayed conditions in unilateral optic ataxia. Spat Vis,
16, 347-364.
Rival, C., Olivier, I., Ceyte, H., & Ferrel, C. (2003). Age-related differences in a
delayed pointing of a Muller-Lyer illusion. Exp Brain Res, 153, 378-381.
Rorden, C. & Karnath, H.-O. (2004). Using human brain lesion to infer function - a
relic from a past era in the fMRI age? Nat Rev Neurosci, 5, 813-819.
Smeets, J. B., Brenner, E., de Grave, D. D., & Cuijpers, R. H. (2002). Illusions in
action: consequences of inconsistent processing of spatial attributes. Exp Brain Res, 147,
135-144.
Smyrnis, N., Theleritis, C., Evdokimidis, I., Muri, R. M., & Karandreas, N. (2003).
Single-pulse transcranial magnetic stimulation of parietal and prefrontal areas in a
memory delay arm pointing task. J Neurophysiol, 89, 3344-3350.
Snyder, L. H., Batista, A. P., & Andersen, R. A. (1997). Coding of intention in the
posterior parietal cortex. Nature, 386, 167-170.
Toth, L. J. & Assad, J. A. (2002). Dynamic coding of behaviourally relevant stimuli
in parietal cortex. Nature, 415, 165-168.
Tsutsui, K., Jiang, M., Sakata, H., & Taira, M. (2003). Short-term memory and
perceptual decision for three-dimensional visual features in the caudal intraparietal
sulcus (Area CIP). J Neurosci, 23, 5486-5495.
Ungerleider, L. G. & Mishkin, M. (1982). Two cortical visual systems. In D.J. Ingle,
M. A. Goodale, & R. J. W. Mansfield (Eds.), Analysis of Visual Behavior (pp. 549-586).
Cambridge, Massachusetts: The MIT Press.
van Donkelaar, P. (1999). Pointing movements are affected by size-contrast
illusions. Exp Brain Res, 125, 517-520.
van Donkelaar, P. & Adams, J. (2005). Gaze-dependent deviation in pointing
induced by transcranial magnetic stimulation over the human posterior parietal cortex. J
Mot Behav, 37, 157-163.
Westwood, D. A. & Goodale, M. A. (2003). Perceptual illusion and the real-time
control of action. Spat Vis, 16, 243-254.

Optic Ataxia: The Visual Action System

Himmelbach & Karnath 24/25

Acknowledgements
The work was supported by a grant from the Deutsche Forschungsgemeinschaft (SFB
550-A4). We are grateful to A. David Milner for stimulating discussion of a previous
version of the manuscript.

Optic Ataxia: The Visual Action System

Himmelbach & Karnath 25/25

Figure Captions
Fig. 1: Lateral and medial surface views of the center of lesion overlap in patients with
unilateral optic ataxia. The percentage of lesion overlap in these patients has been
calculated after the subtraction of control subjects with unilateral lesions but without
optic ataxia. POS: parieto-occipital sulcus; Pc: Precuneus. (adapted from Karnath &
Perenin, 2005).

Fig. 2: Significant fMRI activations at the bilateral parieto-occipital junction (POJ) due to
the execution of pointing movements to targets in the visual periphery. (adapted from
Prado et al., 2005 p.852 with permission from Elsevier).

Fig. 3: Absolute pointing errors of gradually delayed movements in two patients with
optic ataxia. Movements have been performed either to a visible target (baseline) or to
remembered target position after a gradually increasing delay of 0 to 10 seconds. Linear
regressions over delay time have been calculated revealing negative regression
coefficients (b) significantly smaller than zero (* p < 0.05 one-tailed, ** p < 0.01 onetailed). Results show that the pointing error of optic ataxia patients decreases with an
increase of the period between target offset and movement onset. (adapted from
Himmelbach & Karnath, 2005).

Pc

Pc

SPO

SPO

> 40% lesion overlap

> 40% lesion overlap

> 60% lesion overlap

> 60% lesion overlap

Himmelbach & Karnath Fig. 1

Himmelbach & Karnath Fig. 2

[cm]
12

U.S.

b = -0.43**

G.H.

b = -0.12*

10
8

Absolute pointing error

6
4
2
0
6
5
4
3
2
1
0
0
Baseline

2

5
Delay

Himmelbach & Karnath Fig. 3

10

[s]

