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Mean plasma DOPA and ventricular HVA in 4 patients with 
advanced Parkinsoni. disease. Note the small rise in CSF HVA 
at 4 hours. 

tion found in our patients probably reflects chronic levodopa 
therapy and pretreatment with carbidopa. 
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Acquired Selective 
Sig :at ur e D y sgrap hia 
Antonio M. Regueiro, PhD," Oscar G. Segurado, MD,X 
Pedro Mata, MD,? and Jose R. Regueiro, PhD" 

A case of acquired dysgraphia is reported which selectively 
affected signature performance but not other writing abilities. 
A 35-year-old right-handed man suffered a head injury in a 
street assault, resulting in multiple skull fractures with bone 
splinters in the left parietal area. The neurological examina- 
tion was entirely normal at that time, except for a 3-cm com- 
pression without significant parenchymal damage at the pari- 
etal lobe, as revealed by a computed tomographic scan (Fig, 
A). The bone fragments were removed surgically and re- 
placed by an acrylic plate. A small epidural hematoma was 
appreciated during surgery. Shortly after discharge, when the 
neurological examination was normal, the patient reported a 
selective but severe signature dysgraphia when attempting to 
sign checks, which were refused by his banks (Fig, B). He 
therefore had to change his signature for all bank accounts 
and identification documents. After three years he was still 
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(A) Computed tomographic brain scan. (B) Signature before 
(bottom) and after (top) brain damage. 

unable to sign with his previous signature, but no further 
neurological deficit has been appreciated. He shows normal 
drawing, word-finding, reading, right-left orientation, and cal- 
culation ability. Indeed, he can write normally even his iso- 
lated name (which was part of the old signature, Fig, B), but 
only if he does not attempt to trigger a "signature signal." 
We believe this phenomenon may be of some localizing 
value, and supports an anatomical distinction between this 
and other dysgraphias fl-37. 
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