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Group |Case| Age | Sex | Time Location (rsnlrznez) Sl(l:cf I o I R I S S]'Lflg‘ I g’;‘;;‘f;sis Ataxia ﬁg;‘g;;;
1178 | M 2m| Rt-1C 14%8 + - | = — + (+) (= (=)
2|7 | M| lm|Lt-IC 13%6 | + e e - (+) (=) (=)
3162 (M| 22d|Rt-CR 14x12f — - - -1 - - (+) (=) (=)

L 4|82 F | 28d|Rt-CR 10x7 - - — — + — - (+) (=) (=)
5|79 | F | 11d|Rt-LN, CR 14x10| + -1 -1- ) | (= (=)
6|8 | F | 10m|Lt-LN 6Xx5 - — — — — — — (=) (=) (=)
717 | M 2m | Lt-CR 6x4 - i e R - =) (C] (=)
818 | M 2m | Rt-IC, LN 20x 14| + w +# # H+ # (+) (=) |Spatial agnosia
9179 | M| 14d | Rt-LN, CR,PWM {30x 18| # + =+ = H* (4) (=) (=)

NL 1017 | F 2m | Lt-LN, PWM 28x24| # + ++ + + + (=) (—) |total aphasia
11 |72 | M |2.5m|Rt-LN,CR 18x12| + - =] =+ |+ + (+) (=) (=)
12|74 | M 6m | Lt-IC, LN 20%16 " + # - # H# # (+) (—) | anomic aphasia
B3| M 8m | Rt-IC, LN 23X15] + # — — + + + (=) () (=)
14 | 64 | M |1.5m|Rt-TH 15%x13 - — + - - + - (=) (=) ()
15|71 | M 2m|Lt-LN, IC, TH 45x32| + " # | = | # |+ + (#) (=) | motor aphasia
16 | 74| F 3m|Lt-TH, IC 28%22| — o o # | # # + (4+) | transcortical aphasia

H 17 | 89 | M |1.5m|Rt-TH,IC 37Xx25| + L R I I # (+) (=) |spatial agnosia
18| 76 | F | 25d | Lt-LN,IC 41%20| +* H H# +# +# # (#) (=) |anomic aphasia
19170 | M | 15d|Lt-TH 15x11| — - - =-1-1- - (=) (= (=)
20 | 61 | F | 14d|Rt-LN,IC 36x28| + — | # # | # # (#) (—) (=)

M : male, F!female, m: month(s), d:days, Rt:right, Lt:left, IC: internal capsule, CR : corona radiata, LN : lentiform nucleus,

PWM : periventricular white matter, TH : thalamus, CE : cerebellar hemisphere, HE : cerebral hemisphere
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Abstract

Decreased Cerebral Blood Flow in Remote Areas in Deep-Seated
Cerebrovascular Lesions

Haruo Hanyu, Shinei Abe, Hisayuki Arai, Kiyoshi Kanaya, Hideki Kubo,
Nobuyoshi Hatano and Hideyo Katsunuma

Recent positron or single photon emission computed
tomographic studies have demonstrated that the im-
pairment of regional hemodynamics or metabolism in
cerebrovascular disease is not limited to the focal lesion,
but also involves more remote areas. The present study
evaluated cerebral blood flow in areas remote from the
primary lesion in patients with subcortical cerebrovas-
cular disease, and assessed correlations with the clinical
features. Twenty patients aged 61~89 (mean, 74.7 £ 6.7
years) were divided into the L group (lacunar infarction
in deep penetrating arterial territory, n=7), the NL
group (non-lacunar subcortical infarction caused by
main trunk occlusion or severe stenosis, n=6), and the H
group (putaminal or thalamic hemorrhage, n=7). Ipsila-
teral cortical and contralateral cerebellar blood flow
were assessed using single photon emission computed
tomography with 2[.IMP. Although only some patients
of the L group showed a mild reduction of ispilateral
cortical blood flow, most of the patients in the NL and H
groups showed a moderate or severe flow reduction. The
cortical blood flow reduction was suggested to be caused
by several mechanisms, including brain edema, a de-

Department of Geriatric Medicine, Tokyo Medical Col-
lege

creased perfusion pressure associated with disease of
large arteries, partial cortical neuronal damage, and
deactivation. The degree of the flow reduction was
considered to depend on the relative contribution of each
of these factors. Contralateral cerebellar blood flow
reduction, i.e., crossed cerebellar diaschisis, was ob-
served more frequently and prominently in the NL and H
groups than in the L group. Transneuronal depression
through corticopontocerebellar pathways was suggested
to be involved in the development of this phenomenon,
since it was noted in patients with lesions involving the
internal capsule or corona radiata. Neuropsychological
impairment like aphasia or agnosia was associated with
ipsilateral cortical blood flow reduction, and motor
deficits seemed to be associated with ipsilateral cortical
or contralateral cerebellar blood flow reduction. How-
ever, no correlation between cerebellar ataxia and con-
tralateral cerebellar blood flow reduction was demon-
strated. Thus, functional abnormalities affecting remote
areas should be considered in patients with subcortical
lesions.
key words: deep-seated cerebrovascular lesion,
SPECT, cerebral blood flow, remote area, clinical
symptom
(Jpn J Geriat 28: 627—633, 1991)



