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Reduced regional cerebral blood flow in patients with Kawasaki disease
detected with *™Tc-HMPAO brain SPECT
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Kawasaki disease (KD) is an acute febrile disease. It is a mucocutaneous lymph node
syndrome associated with systemic arteritis, which has been demonstrated histologically. Abnormalities
of the cerebral arteries have also been noted as a complication of this disease in the central nervous
system. There have been previous reports of brain single photon emission computed tomography (SPECT)
demonstrating localized cerebral hypoperfusion without abnormal neurological findings or clinical
symptoms. The aim of the present study was to observe cerebral blood flow in KD with and without
neurological symptoms, using SPECT.

Fifty-four patients had acute KD on admission to our hospital between April 2004 and May 2007.
Neurological symptoms were observed in three cases (one case reporting disturbed consciousness and
two cases of convulsions). The mean ages of the patients with and without neurological symptoms were 7.7
and 28.4 months, respectively.

SPECT (*™Tc-hexamethylprophylene amine oxime) was performed on 13 patients with KD from day
6 to day 30. Their parents gave informed consent for their participation in the study. SPECT showed
reduced perfusion in the frontal lobe in three patients with neurological symptoms, and abnormal
localized reduced perfusion in five patients without neurological symptoms.

SPECT is a useful tool for detection of brain perfusion abnormality in patients with KD.

Kawasaki disease, Cerebral blood flow, Single-photon emission computed tomography
(SPECT), *"Tc hexamethylprophylene amine oxime (*"Tc-HMPAQ), Magnetic resonance

imaging (MRI)
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Table 1 Clinical data and radiological findings
SPECT was performed on the day indicated in the table.

Case Age CRP | ANP | BNP SPECT
number | (months) Sex | Symptoms (mg/de) | (pg/mé) | (pg/ml) | day hypo perfusion
1 3 M |Disturbed 4o ) 466 | 18 |bilateral frontal lobes
consciousness
9 6 M | Seizure 18,52 167 991 7 bilateral frontal lobes and left
temporal lobe
3 14 F |Seizure 2.51 47.3 13.4 7 | bilateral frontal lobes
4 1 M 14.79 351.9 30 bila.te.ral frontal lobes and parieto-
occipital areas
5 10 M 14.04 83.1 91 12 |right internal carotid artery territory
6 14 M 9 | 153.8 75.4 10 | multiple
7 15 M .33 377 529 12 right temporal lobe and left parieto-
) ’ ’ occipital area
3 31 M 91 815 26.4 6 right parieto-occipital area, right
’ ) : frontal and temporal lobes
9 7 M 823 | 135.2 | 2583 12 | no significant abnormality
10 18 M 13.31 74.6 39.2 20 | no significant abnormality
11 25 F 11.24 86.4 46.1 18 | no significant abnormality
12 26 M 6.09 | 107.5 60.5 11 | no significant abnormality
13 33 F 13.64 30.4 18 | no significant abnormality
@
Fig.1 SPECT of Case 1 on day 18 Fig.2 SPECT of Case 2 onday 7
The scan shows reduced perfusion in both The scan shows reduced perfusion in both
frontal lobes (arrows). frontal and left temporal lobes (arrows).
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Fig.4 SPECT of Case 7 on day 12

Fig.3 SPECT of Case 3 on day 7 . The scan shows reduced perfusion in right
The scan shows mildly reduced perfusion temporal lobe and left parieto-occipital
in both frontal lobes (arrows). area (arrows).
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