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A case of Early Neurological Recovery from Stroke by Recannalization in

Early Stage

Jin—ah Kim, Jung—mi Park

Department of Internal Medicine, College of Medicine Pochon CHA University, Bundang CHA Oriental Medical Hospital, Korea

Objective: The purpose of this case study is to show a case of early neurological recovery from stroke

by recannalization,

Methods: The patient was admitted from 12 July, 2004 to 26 July, 2004, The patient received Herb—
Medication and Acupuncture Therapy. Brain MRl and Tc—99m HM-PAQO brain SPECT was used to

diagnose and prognose.

Results: The patient fully recovered within a few hours, She was diagnosed as acute infarction in Lt,
BG by using brain MRI, Tc-99m HM-PAO brain SPECT showed focal increased perfusion at Lt, BG,
Conclusions: We suggest that the important thing to recovery from stroke is recannalization of cerebral

arteries in early stage.
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1. acute infarctions in Lt caudate nucleus head and
body and posterior portionof putamen. (probably
due to transient occlusion of Lt MCA M1, with
complete recanalization).

2. no vascular stenosis.

Brain SPECT (7¢ 23%)

1. R/O mildly decreased perfusion of Lt. fronto-
parietal cortex.

2. Focal increased perfusion at Lt. BG, especially

lentiform nucleus area.

EKG(7€ 129) : NSR Minimal voltage criteria for
LVH maybe normal variant Nonspecific T wave abnor-
mality Abnormal ECG

Echocardiogram(7€ 15¢) : HCMP diffuse type

(non-obstructive)

Figure 2. Brain MRA (2004. 7. 14)
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Normal sized cardiac chamber dimension with normal
LV systolic function
Lateral wall & apex hypertrophy

CBC & diff(7¢ 12%) : RBC 381007 MCV 99.9 1
Seg. 771 Lym 17| others WNL

B/C(7¥ 12¢) : HDL-C 69.6 7 Glu 1211 others
WNL

U/A(7E 129) : RBC 10-30 1 Epi-cell 597
others WNL

AREA AT 129) -
Mental : alert
Motor : intact
Sensory : intact
Speech : intact
Higher Cortical Function : intact

Visual field : intact

Pupil : O=0
DTR : intact
Babinski’s sign : intact

2)

3)

T2 HEMI" AR

O O0s T1s =2 % s
(e BIR & 973l etk Ay &5
TR )
AFA =
TTAAYE, A, AP
FER T (FAHE)

Astrix 100mg#1, Atenolol 25mg#2

733} : (Table 1)

Figure 3. Brain SPECT (2004. 7. 23)
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