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MRI iz & D EE0 & 7 ISR O waller 221
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HigEER:E % 11#%5%5 (1991)
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Twa¥ LTItk T.5%: SE {2@@75
LD ERICHEEAE TH o 7o EIRNT W B,
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bIMMERELZZ2 oNBFEIRr o, §
TIMZEFOHEEZE L 72b O EER LW Z D
EEREUNDIRE 2RO 12856, THIXRE
BEMMIEEE L SN 3Y, KBl 2E
thalamocapsular region D2 VB |F M H
% etat crible HFOFHFEMFRAVEE SN TEH

391



HHERE ®11&55

D, EEREWRT “EEENEE, 25
N5, LIEX D MRI _EMBESER O #EARRS wal-
ler ZME £ & 2 5N B EAELT L b EERER D
HIR & BB ok nI ENRBI N, T
FERDIRE TlX I b B MRTE O T 2 BT
HEICKABAFNBERL TR 20928, SEIOFE L
OFITIE, K3 nEnsERNEEHOFEER

(B3 : gk &RE) £ boAxE, b iE
EENEEF AN b RAEE & Hﬁ@ EiEEEH LR
O (K3 EBROERH), EHRENMIT
HICHETL D 2R EETE R W EED
niz.,

PAL, MRI X waller 242824 2 OICfR
DTENIHETH B Z LR LT, HERpE
%?ﬁ@fﬁ%ﬂ% waller 28 % [F] —fE &1 C i1

CRD TG BRFEEDORE L IRY Rz o 7%
oz, FIEREREZRCAE D #EREE wal-
ler ZHEDHIIZ DOWT b FERRICHERIZ R Y725
9, waller %0 MR e ERd 5 L THER

FEG & bk U, INFZER waller 25140
MRI 2 B 2551 1372 BREER D HE03% L&

Z 5, FHEMR & OBERE M OERERSE
OV TSRDEFIOEENLEL Bbh 5,

HEE L IR D & REE» WETEE, fHENE 2
HEE UIhHARERCE S BH#H LT,

X B

1) L. D. DeWitt, J. P. Kistler, D. C. Miller, et al. :
NMR-neuropathologic correlation in stroke.
Stroke, 18 : 342-351, 1987.

2) M. J. Kuhn, D. J. Mikulis, D. M. Ayoub, et al.:
Wallerian degeneration after cerebral infarction:

392

4

=

5)

9)

10)

11)

12)

13)

14)

(1991)

Evaluation with sequential MR imaging. Radiol-
ogy, 172 : 179-182, 1989.

IR, fBEEE, HEH—, fit: Waller &1
® MR & —MR 12 & % waller 250 HERBHA OME
—. HEREREEE 49 1 1168-1170, 1989.

Y. Inoue, Y. Matsumura, T. Fukuda, et al. : MR
imaging of wallerian degeneration in the brain-
stem : Temporal relationships. Am J Neuro-
radiol, 11 : 897-902, 1990.

J. Puyjol, J. L. MartT—Vilalta, C. ]unqué, et al. :
Wallerian degeneration of the pyramidal tract in
capsular infarction studied by magnetic reso-
nance imaging. Stroke, 21 : 404-409, 1990.

C. M. Fisher, H. B. Curry :
plegia of vascular origin. Arch Neurol, 13 : 30-44,
1965.

C. M. Fisher : Lacunar strokes and infarcts : A
review. Neurology, 32 : 871-876, 1982.

V. T. Miller : Lacunar stroke : A reassessment.
Arch Neurol, 40 : 129-134, 1983.

J. M. Gomori, R. I. Grossman, H. I. Goldberg, et
al. : Intracranial hematomas : Imaging by high-
field MR. Radiology, 157 : 87-93, 1985.
FH 5%, CESE=, EEESMH, fi:
DA & SR NI B R S 2 — B BRE 245)
2B BERERIRRE —, Bzerh, 12 :415-420, 1990.
L. A. Heier, C. J. Bauer, L. Schwartz, et al. :
Large Virchow-Robin spaces : MR-clinical corre-
lation. Am J Neuroradiol, 10 : 929-936, 1989.
RPERER, TR 5 SEES S HMIFEE R
B LERIRAVE B —MRL I X 285 —. Eapk
%%, 31:610-615, 1991.

RPGRES, THE H | ZFMEMFZEOEBZNT -
Rig - AT R OFEBE —CT scan, MRI i3 1F 2}
BRE —. BEMAHIR, 5 110-117, 1991

e B IR ¢ SRAEMR PERY M 2, PIRL, 66 : 460-
465, 1990.

Pure motor hemi-

Y



Wallerian Degeneration in Bilateral Pyramidal Tracts
Recognized by Magnetic Resonance Imaging
—Correlation with Silent Cerebral Infarction—

Jiro OHNISHI

Department of Psychiatry and Neurology, Kobe University School of Medicine
7.5-1 Kusunoki-cho, Chuo-ku, Kobe, Hyogo 650

A 65-year-old man was admitted to our hospital because of motor weakness in left upper and
lower extremities and left facial muscle. On neurological examinations, left pure motor hemipa-
resis, left central facial nerve palsy and left Babinski’s sign were observed. A blurred low density
spot in the right posterior limb of the internal capsule and a demarcated low density spot in the
left thalamocapsular region were demonstrated by CT scan for the 2nd day following onset of
clinical symptoms. The former became demarcated in the follow up CT scan 9 days later and
this lesion was considered responsible for his clinical symptoms. The latter existed unchanged
and was believed as a silent cerebral infarction because of his past histories without episodes of
the cerebrovascular accident. At 17 weeks later, coronal sections of T,-weighted magnetic
resonance imaging were performed and well-defined bands of hyperintense signal appeared in
the topographic distribution of bilateral corticospinal tracts. These were suggested chronic
wallerian degeneration in bilateral pyramidal tracts after cerebral lacunar infarctions. He had
no neurological signs and symptoms of the impairments in the left corticospinal tract.

These investigations suggested that the wallerian degeneration of the pyramidal tract might
not always combined with clinical evidences or past histories of the pyramidal tract damage.
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