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ROLE OF DATSCAN AND CLINICAL
DIAGNOSIS IN PARKINSON DISEASE

Tao Xie, Peter Warnke, Un Jung Kang, Chicago:
We read with interest the article by Dr. de la FuenteFernandez1 and the editorial by Drs. Perlmutter and
Eidelberg.2 We agree with the authors that the overall accuracy of a clinical diagnosis is numerically
identical to the accuracy of DaTSCAN, which questions the DaTSCAN as a diagnostic tool.3 However,
DaTSCAN has important and unique clinical value.
One example is the diagnosis of early-onset Parkinson disease (PD), often with dystonia in addition to
parkinsonism,4 which mimics dopa-responsive dystonia
(DRD). The empirical levodopa/carbidopa trial may
not differentiate one from the other because they both
respond very well and both may develop dyskinesia.
DaTSCAN is normal in DRD,5 while it shows decreased DAT binding in PD. Another scenario is to
confirm the diagnosis of subtle early PD in a patient
with severe essential tremor (ET) warranting deep
brain stimulation (DBS) treatment, as 7% of patients
with PD have prior ET.6 An abnormal DaTSCAN
would lead us to select the subthalamic nucleus instead of ventral intermediate nucleus (VIM) as the
DBS target given the lack of effect of VIM on antici-

pated progression of PD symptoms such as rigidity
and bradykinesia.
Author Response: Raul de la Fuente-Fernandez,
Ferrol, Spain: I appreciate the comments by Xie et
al. on the potential diagnostic utility of DaTSCAN
in 2 specific clinical scenarios. In the case of earlyonset PD vs DRD, it might be best to use gene testing. Risks associated with radiation exposure are
particularly high in young individuals.1 In severe ET
plus subtle early PD, it should be decided if the treatment is directed to symptom severity (tremor) or the
possibility of later occurrence of new symptoms (rigidity and bradykinesia). Then, as recent evidence
suggests, the subthalamic nucleus could be considered a better target for neurosurgical treatment of ET
than the VIM.7,8
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CORRECTION
Caffeine for treatment of Parkinson disease: A randomized controlled trial
In the article “Caffeine for treatment of Parkinson disease: A randomized controlled trial” by R. Postuma et al. (Neurology威
2012;79:651– 658), there is an omission in the study funding at the bottom of page 651. The statement should have read:
“Supported by grants from the Canadian Institute of Health Research, the Webster Foundation, and the Drummond
Foundation.” The authors regret the omission.

Author disclosures are available upon request (journal@neurology.org).
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