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SINGLE PHOTON EMISSION COMPUTED TOMOGRAPHY FINDINGS
IN ATTENTION DEFICIT HYPERACTIVITY DISORDER*
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Table 1. Single photon emission computed tomography findings of attention deficit hyperactivity

B
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Kol
=

disorder
Patient # Age Sex Findings
1 10.50 Male Decreased perfusion in right thalamus
2 6.25 Male Decreased perfusion in right deep gray matter
3 5.92 Male Decreased perfusion in right thalamus
4 10.67 Male Decreased perfusion in right thalamus
5 4,58 Male Decreased perfusion in right thalamus and right
basal ganglia
6 10.00 Female : Asymetric perfusion defect in basal ganglia
(left>right)
7 8.17 Male 1) Decreased perfusion in.both deep gray matter
2) Decreased perfusion in right frontal cortex
8 10.58 Male 1) Multiple perfusion defect in both basal ganglia,
thalamus and deep gray matter
2) Decreased perfusion in cerebral cortex
9 4.33 Male 1) Decreased perfusion in both deep gray matter
2) Decreased perfusion in left fronto-temporal area
10 8.75 Male Decreased perfusion in cerebral white matter
11 8.83 Male Decreased perfusion in visual cortex
12 5.08 Male Decreased perfusion in both occipital cortex
13 8.58 Male 1) Decreased perfusion in left temporal area
2) Decreased perfusion in right cerebellum
14 5.25 Female Decreased perfusion in both frontal area
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Table 2. Comparison of psychopathology in SPECT abnormal and SPECT normal attention deficit

hyperactivity disorders

Assessment Instrument SPECT abnormal SPECT normal  F-value P-value
ADHD(N=14)  ADHD(N=32)

YCI  Total 100.36+ 27.29 79.19+ 25.70 6.37 *P<0.05
Attention 14.29+ 3.58 12.03+ 3.61 381 **.05<P<10
Hyperactivity 10.86+ 2.32 741+ 260 18.26 *P<0.05
Impulsivity 9.64+ 3.00 856+ 3.10 1.21 P>0.05
Tractability 10.07+ 3.89 894+ 4.27 0.72 “P>0.05
Habituation 6.71+ 2.92 6.50+ 3.57 0.04 P>0.05
Conduct-aggressive 750+ 3.67 7.00+ 3.72 0.18 P>0.05
Negative affect 7.36tf 3.23 6.91+ 3.62 0.16 P>0.05
Academics 8.07+ 4.70 6.84+ 441 0.73 P>0.05
Language 9.00+ 5.05 588+ 4.51 4.34 *P<0.05
Fine-motor 9.14+ 2.63 328+ 2.11 64.53 *P<0.05

Conners Questionaire 60.00+ 13.81 56.47+ 16.41 0.49 P>0.05

DSM—1I—R, ADHD 20.71+ 7.33 24.06+ 7.35 2.02 P>0.05

DSM— Il —R, Conduct-disorder 829+ 4.68 797+ 4.20 0.05 P>>0.05

DSM — Il —R, Oppositional-disorder 9.64+ 3.71 994+ 4.22 0.05 P>>0.05

SPECT : Single Photon Emission Computed Tomography

ADHD : Attention deficit hyperactivity disorder

YCI . Yale Children’s Inventory

* . P<0.05

w* £ 0.05<P<0.10
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SINGLE PHOTON EMISSION COMPUTED TOMOGRAPHY FINDINGS
IN ATTENTION DEFICIT HYPERACTIVITY DISORDER

Soo Churl Cho, M.D., Myung Chul Lee, M.D., Dae Hyuk Moon, M.D.
Department of Psychiatry College of Meclicine Seoul National Univerrity
The neural mechanisms involved in attention deficit hyperactivity disorder are largely
unknown. In order to investigate the neuroanatomical lesions of attention deficit hyperacti-
vity disorders and their relationships with psychopathology, Single Photon Emission Com-
puted Tomography(SPECT) using HMPAO was performed in 46 ADHDs and Yale Children’
s Inventory(YCI), Conners Parent Questionaire and DSM—II—R Questionaire for Disrup-
tive Behavior Disorder were used to assess the psychopathology of ADHDs.

1) 30.4% (14/46) of this series revealed decreased perfusion in SPECT.
9) Regions of hypoperfusion were seen in cerebral cortex(17.4%, 8/46), thalamus(13.0%,
6/46), deep gray matter(8.7%, 4/46), basal ganglia(6.5%, 3/46) and cerebellum(2.2%, 1/

3) The mean scores of the total YCI revealed significant difference between the two
groups(SPECT abnormal versus normal group), and among the subscales, hyperactivity, la-
nguage and fine-motor subscales showed significant differences between the two groups.

Although the relationship between the abnormal findings and specific symptom clusters
of ADHDs remains unclear, we can suggest that these abnormal findings could be associa-
ted with ADHD, and based on these findings, the ADHDs can be subclassified into two
groups. This study can be said to reinforce the current coﬁception of heterogeneity of
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