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Studies on the Regional Cerebral Blood Flow in Delayed
Carbon Monoxide sequelae using **"Te-HMPAO

Jae Hoon Ahn, M,D.*, Do Yun Lee, M.D., Jin Soo Kim, M.D. *, Jung Ho Suh, M.,D.
Dong Ik Kim, M.D,, Myung Sik Lee, M.D,* and Tae Sub Chung, M.D,
Department of Diagnostic Radiology, College of Medicine, Yonsei
University, Seoul, Korea

Chan H, Park, M.D.
Division of Nuclear Medicine, Thomas Jefferson University Hospital, Phila., U.S. A,

8 patients of delayed CO sequelae were evaluated using Brain CT and *"Tc-HMPAO SPECT,

The results were as follows ;

1) CT findings of delayed CO sequleae were bilateral low density lesion in globus pallidus (1
pt. ), diffuse low density in white matter with bilateral low density in white matter (1 pt.), diffuse
low density in white matter with bilateral low density in globus pallidus (I pt,), diffuse low
density in white matter with cortical atrophy (1 pt.), bilateral low density in globus pallidus and
diffuse low density in white matter with cortical atrophy (I pt.) and normal in 3 pts,

2) *mTc-HMPAO Brain SPECT findings of delayed CO sequelae were decreased regional
cerebral blood flow (rCBF) in frontal (1 among 8 pts.), frontal and basal ganglia (3 among 8
pts. ), and diffuse patch decreased rCBF pattern (4 among 8 pts, )

3) 2" Tc-HMPAO Brain SPECT study was well correlated with neurologic symptoms and signs

in delayed CO sequelae,

Our results may suggest that reduced cerebral blood flow contributes to the development of

delayed CO sequelae,

M

i

Tk
A

rir

ERE T

rlo

FrolAE 4% AuLF 4
*AAeta o) ot A7 atetwm A
*Department of Neurology, College of Medicine,
Yonsei University, Seoul, Korea

s A A, A, 28, A, 2o, dadl
7, #Hell d&g nlAxut 53] Hol| vlH= G
s o Ao ofg 2k, F4 dAFRA F5el
A A BEL(60~T75%) HrhE ol glo] 3 H5E At
AL B AL AR FFFe gl A
T 27~45%EF RuEi QY. dAsEls

— 163 —



—The Korean Journal of Nuclear Medicine : Vol. 22, No. 2, 1988—

Table 1. Patient’s Neurologic Status, Brain CT and SPECT Findings

oo M e, Newolos Cr finding
. F B.G. D.P.P.
1 50/F 24days Double G.P & W.M + +
incontinece
Masked face
Rigidity
Memory
impairment
2 52/F 12days Double Normal +
incontinence
Bradykinesia
Disorientation
3 55/F 27adys Behavior Normal + +
change
Double
incontinence
Gait disturbance
Dysarthria
Disorientation
4 68/F 20days Behavior W.M. + +
change
Double
incontinence
Incresaed DTR
5 47/M 31days Behavior Initial : +
change normal
Parkinsonisn Follow up :
feature W.M, & C.A.
Mutism
Increased DTR
6 53/F 15days Double Normal Intiial : +
incontinence Follow up : +
Parkisnonian
feature
Severe
disorientation
7 61/M 3days Vegetable G.P. Initial : +
state Follow up : +
Normal in
both B.G.
8 61/M T4days Vegetable Initial : Intiial : +
state W.M. & G.P. Follow up : +
& C.A, Decreased
Follow up : in temporo-
W.M. & C.A. occipital
& low area
density in temporo-
occipital area
G.P, low density lesion in globsu pallidus W.M. diffuse low density in white matter
C.A. cortical atrophy F "decreased CBF in frontal lobe
B.G. decreased CBF in basal ganglia D.P.P. diffuse patch decreased rCBF pattern
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Table 2, Correlation Between
and Brain CT Findings

Neurological Deficits

Neurological deficits

Brain CT findings

Mild Severe
(Group 1)  (Group lI)
White matter change 2 2
¢ [s cortical atrophy
Globus pallidus change 1 2
Normal 2 1
No, of patients 4 4
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Fig. 1.

Case 8. a. Brain CT taken at 3 months after acute CO intoxication shows decreased density in the cerebral

white matter and globus pallidus. b, °°™T¢—HMPAO Brain SPECT at the same time shows diffuse patch

decreased rCBF throughout both cerebral hemisphere. ¢. & d. Brain CT & *° M-rc—HMPAO SPECT 9

months after accident, CT shows newly developed cortical atrophy and low density lesion in left tempore-
occipital area. Diffuse patch decreased rCBF in both cerebral hemisphere and focal perfusion defect at left

temporo-occipital area are seen in the °* MTc—HMPAO SPECT.
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Fig. 2.

Case 1.

a. Brain CT shows diffuse low density in cerebral white matter and left globus pallidus. b, & ¢

Transverse & sagittal images of * MT¢ —HMPAO Brain SPECT reveal localized decreased rCBF at both basal
ganglia and frontal lobe.
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Table 3. *°M1c.HMPAO SPECT Findings of Delayed = gaelAe] 848 o8, 4 V7 9 AAAq

€O Seguclac A& W3 BAA Grhe oo wst gou 34 o

Decreased rCBF pr\;g'eﬁ; AL tEl A Z2ES Ao} 2dA FRFo] AAAHUA

o] th3l dl &2 =] g, AAEY AF 84 F 1

Fronta! ! o (case 8)o1 4 HAHY FH o2 443 B2} 9
Frontal with Basal Ganglia 3 N ) - o oro

Diffuse patch 4 o, 14 (case 6)oll A= A4 dgAAE 4 A

4
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& 4 U cH(Table 3), &3 *"Tc-HMPAO brain A THzo 1
SPECTE A& 3ol 25 A% AAASA Aozl A 2, J5F, Ay

E=4 (5]
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