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Fig.1 Serial changes in the muscle strength of upper
limbs after stroke onset (progressive patients)
MMT = manual muscle test
Muscle strength is classified as follows:0, zero;1,
trace ; 2, poor ; 3, fair ; 4, good ; 5, normal
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Fig.2 Comparison of the serial changes in blood pres-
sure
There is no significant difference both in systolic and
diastolic blood pressure between progressive and
non-progressive patients
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Table 1 Comparison of the results of hematological and blood chemical
tests, background, and the size of the infarct verified by CT or MRI at

chronic stage

WEH (n=26) JEMEH (0 = 13)
I A AL AR A
Hb (g/dD) 134 £ 12 140 = 29
Ht (%) 402 + 39 419 + 83
TP. (g/dD) 72 %03 74 £ 08
BUN (mg/di) 146 = 23 * 116 + 29
Cr (mg/di) 08 = 02 08 £ 0.2
BS (mg/dl) 101.3 + 130 106.8 = 20.3
T-chol (mg/dl) 2317 + 33.1 209.2 £ 455
HDL-chol (mg/dl) 596 * 165 486 = 131
TG (mg/di) 1357 + 849 1280 + 685
FRET
T IE 3 9
PRI 0 1
725 1 S5 0 0
LR 0 4
FRER R R 153+61%x95+10 | 125 +45x 86+ 21
(Bf¥ x 1% ' mm)

* 1 p <005
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Fig.3 Chronological change of the ischemic lesion on DWI during acute stage (The diffusion gradi-

ent is applied in the coronal direction)

a~c : DWI at admission. A small hyperintensity is shown (b ;arrow). d~f: The hyperintensity re-
gion enlarges in the upward and the downward direction on the next day. g~i: About two weeks

later, the lesion is further increased in size.
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Fig.4 MR angiograr_n of the carotid and the middle cerebral arteries
No apparent stenotic and occlusive lesions were noted.
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Abstract

Clinical Course of Acute Deep Infarcts in Carotid System
—Pathogenesis of Progressing Stroke—

Satoshi Terai

We attemted to clarify the temporal profile and the predisposing factors for progressing neurological disorders in the pa-
tients with acute cerebral infarction in the territory of the deep perforators of the carotid system. The subjects were 19 pa-
tients with mild hemiparesis admitted to our hospital within 24 hours of stoke onset, and their mean age was 59.9 +9.1.Six of
those patients (about 32%) had gradual neurological deterioration after admission (progressive cases), and they had poor
outcome compared with non-progressing patients. The mean progressing period was 3.7+ 1.0 days. Our examination sug-
gest that both the changes in systemic hemodynamics and the risk factors for cerebrovascular disease (hypertension, dia-
betes mellitus, hyperlipidemia) do not always provide a correlation with the development of progressing stroke. However,
we speculate that the impairment of the microcirculation plays a major role in progressing stroke in the territory of pene-
trating arteries because of the result that the mean infarct size of progressive patients had a tendency to be larger than
that of non-progressive patients in the chronic stage.

Key words : carotid system cerebral infarction, progression, perforating arteries, pathogenesis
(Jpn ] Geriat 1999 ; 36 : 811—3816)
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