CHEFARM

O|&t3| Xl 1997;36:183—187

A7) v o] A} B

=

0z

2

0x

T

o )

N

S P
O

o %

r& 03:

?&

b B |

o

R jﬁ

W of, -

0. OK}J

o

b

* N

B

= =

filo >

% it
X g

o =

R

Ruig:)

(o

=2

>

>,

o

rO

o,

SE

£
=
&
X
=
o
o
i
LT
Lo
o
02,
Ay
¥
b o o

=1 7—1‘74 = éd 3, T2 E‘WMW B
Zyzy vl wstgdch. =g A 5398
sto] A A 25t
o pH};]AxTIrL/]Eo]: /\13]
et (p<0.05). A= E]“T‘oﬂ/HL_ Al
¥ W7 Fe] 7 g 42 e %
o2 Bt} (p<0.05). HLF YTE
3_37‘}91 35 ‘HHAX]:IL , Al 34 ] %, T3z} 4y wxo F, 2y F5-9
7}, 2H TN E R A AT Z, P S e) ATt Ao] 2] Az, A 3,
4394 e] E, o] FRel 4] W 3]0 71 BASHA 9o Bedr} (p<0.05). T2 74243
AOH,LO_E —t:f% Aliﬂgé Holy wWHel vy wlxE fiETolA 13%
o (11/24) 2 BAFA 22 {237 2] (p<0.05)F

ofj
e g
fo
F
i's
L
-

ol MAAAR TATAES] F7E
30—4941¢) B-LF} 50—724] ) =HF
43T AL Y R

Az

AL 40194 7], A 3x] A o] Fo] tf 2ol H] H
A

oN o g
ol
OlemHJ a2
- o i 4y
N

Fﬂ

f

>

By ofy it A
J&\o]}lm;
:%g}ﬂ
:i
J‘dPN
N do
Mn
24
i%
2
fil i
Wi By
2
LF“%
:{OH‘
T
rSL'O{N'
*i‘lgu

i
e, °
=y
ot
l&

w
S
3
2
M
tiio
O%N
ol}l
el
>
2, 4
_t
5 o
\

Zd E:MRIZ dHIAATF Z, f& S 2] AF7; Alo]e] Ag, A3, 449 F, 5
Iz} Ay mE] Z, Loy FH9 4x HbF 3]0 ¢ 5o SAXNE GF L FEFo| Y
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0.5Tesla (Philips Gyroscan T5, The Netherlands) Z:ZJE_
MRIZ A4 2 3lgbd ~3d= T1 (TR/TE 420/20), T
(TR/TE 2190/90)7+= 3ArS- 92913 matrix & 179 X256,
FOV 210mm, AA T4 9—10mm, 7} 0.9—1mm=E 3}gich

4 Fele AT (suli)®] F, o5 FHAS] AF7

B2
(bifrontal horn) Ato] o] Awl, Al 3, 4¥4 ] FHof A, -
3] (ambient cistern)2} AW F (cerebellopontlne angle
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Fig. 1. Distance between lateral end of
frontal horns of both lateral ventricles
(A), maximum transverse diameter of
third ventricle (B), maximum trans-
verse diameter of fourth ventricle (C),
and maximum diameter of ambient cis-
tern on Tl-weighted spin echo image.
Maximum diameter of cerebellopontin-
e angle cistern (E) on T2-weighted
spin echo image.
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), ¥EL F5F BAblA 46% (11/24)
2 A2 o7 Aol (p<0.05)F HAL, 53] =T

ol A 2Jef7} 9lslew (p<0.05), 2Tl e EAIEHE 29
7} dade} (p)0.05) (Table 3).
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3
24

nHY 3L F50] 40-50T]e] thy A 9159 7bg
), AT FEZA] ¥ 924 W o}

v AA AR B BAISHA o] ofdf e AN
¥ #)<% (pneumocephalogram) ¥} CT 2782 A]9]a} 1=

ot

A

2

N

2] 9= 832 F4 5 (acute intoxication), Wernicke |
% (encephalopathy), Marchiafava-Bignami ¥, $AIA +x%
4315 (central pontine myelinolysis) $°] 2Y 4 glou}
ole] AL &3] UdelA 9lA Y} (7). YoM o T
= A dz2TF v = s (6), == T4 5 F
7R $-4 (intracranial volume)®} 3 €2 (brain volume)
7ke] Apol & ¥ 9FA] F7she = T 44 (pericerebral
space)S T-5l] tf 2FHH= 38 FE= Wernicke’s ¥
%, 7] Futd A H 229 g5o2 QI3 ¥ FHY
440] F7tsle AL B = skt (5). 53] 432 F
2ol A ofof Aol 28 Wernicke’s %3} doF AHo] ¢
= AT ErolA e x SRS Hod o] f]le] gk Ax
Hohs 4373 #E ddha Asidn (8). Al &

¥

J

=
7k glodck (3—6). ti5-Eo] A-F HAAA A nx= deks A 2EE9r} glo] Ay} sulde] AubA el Ao gl
7|t " UFg (ethyl alcohol) & AHFASER v 43 I 3lgovt (9), Halgz o2t u& 4174 &4 (patchy cor-
S 252 e A] 7} A4S WS AL 2T £ Y7 Y tical neuronal loss)o] B3] AFedel] A7 (5, 9), AT A
Table 1. MRI Measurement in Alcoholics and Controls
Alcoholics (n=24) Controls (n=29) p-value

Cere bral sulcal width 0.58 +0.20 0.39 +0.11 {0.05

Bifrontal horn distance 3.5+0.37 3.32+0.27 {0.05

3rd. ventricle width 0.85+0.19 0.49 £0.24 (0.05

4th. ventricle width 1.50+0.28 1.18 +£0.3 {0.05

Ambient cistern width 0.63 +0.16 0.50 £0.21 {0.05

CPA cistern width 1.03+0.2 0.87 +0.26 (0.05

No. of cerebellar sulci 4.79 +0.88 3.62+0.68 {0.05

No. of vermian sulci 5.04+1.12 3.59 +£0.73 (0.05

CPA : Cerebellopontine angle, Unit of Width : cm

Table 2. MRI Measurement in 'Younger” and ‘Older” Groups of Alcoholics and Controls

Younger (30 —49 years)

Older (50—72 years)

Alcoholics (n=13) Controls (n=15)

p-value Alcoholics (n=11) Controls (n=14) p-value

Cerebral sulcal width 0.62+0.18 0.39 +£0.11 (0.05 0.60 =0.16 0.39+0.11 {0.05
Bifrontal horn distance 3.48 +0.41 3.38+0.3 ) 0.05 3.53+0.33 3.26 =0.23 {0.05
3rd. ventricle width 0.81+0.2 0.47 +£0.24 {0.05 0.9+0.17 0.25+0.24 (0.05
4th. ventricle width 1.39+0.3 1.33+0.24 » 0.05 1.58 £0.26 1.01 =0.26 (0.05
Ambient cistern width 0.59 £0.1 0.43+0.19 (0.05 0.68 +0.19 0.54+0.25 Y 0.05
CPA cistern width 0.98 =0.16 0.79 +0.29 (0.05 1.09 £0.23 0.95+0.2 » 0.05
No. of cerebellar sulci 4.54+0.66 3.6 £0.74 {0.05 5.09 £1.04 3.64+0.63 {0.05
No. of vermian sulci 5.23 £0.93 3.67+0.72 {0.05 4.82+1.33 3.5+0.76 {0.05
CPA : cerebellopontine angle, Unit of Width: cm

Table 3. Comparison of Incidence of Periventricular High Signal Intensity Foci between Alcoholics and Controls

Alcoholics Controls p-value

Young adult group 15% (2/13) 0 (0/15) > 0.05
0ld age group 82% (9/11) 21% (3/14) (0.05
Total 46% (11/24) 13% (3/29) (0.05
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Analysis of MRI in Chronic Alcoholics with Brain Atrophy

Jin-Sook Park M.D., Myung Soon Kim M.D., Kum Whang M.D.?

IDepartment of Diagnostic Radiology, Wonju College of Medicine, Yonsei University
2Department of Neurosurgery, Wonju College of Medicine, Yonsei University

Purpose:To quantitatively evaluate by MRI brain atrophy and abnormal parenchymal signal in-
tensity on T2-weighted spin echo image in alcoholics.

Materials and Methods: MRI of 24 alcoholic patients were retrospectively evaluated to measure
brain atrophy (cerebral sulcal width, bifrontal horn distance, third ventricular width, fourth ven-
tricular width, ambient cistern width, cerebellopontine angle cistern width, number of cerebellar
sulci, and number of vermian sulci) and abnormal high signal lesions of brain parenchyma on
T2-weighted spin echo image, and were compared with age matched controls (n=29). The alcoholics
and controls were divided into two age groups, younger (30—49 years) and older (50—72 years),
and statistical analysis was then performed.

Axial and sagittal T1- and T2-weighted spin echo images were obtained using a 0.5 Tesla
superconductive system.

Results: Statistical significant parameters in the supratentorial region were cerebral sulcal width,
distance between lateral ends of frontal horns of both lateral ventricles, and third ventricular width
(p(0.0S), and in the infratentorial region were fourth ventricular width, ambient cistern width,
cerebellopontine angle cistern width, number of cerebellar sulci, and number of vermian sulci (p ¢
05). In the younger age group, statistical significant parameters were cerebral sulcal width, third
ventricular width, ambient cistern width, cerebellopontine angle cistern width, number of cerebel-
lar sulci, and number of vermian sulci (p(0.0S) and in the older group were cerebral sulcal width,
bifrontal horn distance, third ventricular width, fourth ventricular width, number of cerebellar
sulci, and number of vermian sulci (p(0.0S). Abnormal high signal intensity on T2-weighted spin
. echo images were seen in 46% of alcoholics (11/24) and in 13% of controls (3/29). High signal
lesions in the older group were statistically significant (p¢0.05).

Conclusion: Atrophic brain changes and periventricular high signal foci on T2-weighted spin
echo image are significantly higher in chronic alcoholics than in age-matched normal controls.

Index Words : Alcoholism
Brain, atrophy
Brain, MR

Address reprint requests to: Myung Soon Kim M.D., Department of Diagnostic Radiology, Wonju College of Medicine,
Yonsei University # 162 Ilsan-dong, Wonju, Kangwon-do, 220-701 Republic of Korea.
Tel. 82-371-41-1474 Fax. 82-732-8281

= 187 =



=
ﬂ
©
>
©
(€]
1
e
S
i
%
ne
oy
|
©
e
0

3 2 EF Hsy
1. ZEXN|E 02 : 199743 2¢ 159U (E)
2. 22 77
AL8A) 13 ol 2 /gt 258 B4, Bab 9w, At 2
7 %75 ofok shm] Fedal % ) g8 FobE WEA| E7]5ko]ok 3.

I EENE YUY
1) Al 2 A Aeglk — kkrs
E-mail — kkrs@chollian.dacom.co.kr
2) 3o 2 A printd}o] Diskettes} &7 A&

5. 7|E} 2o|AlEtE B3| Al ROZ
3} (02) 578 —8003 Fax (02) 529—7113

gl A A BrwE ey

— 188 =






