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2 4

(1nsular cortex)«] T2 o]9hA|7HS 1,588 9 3.08&
2o A 47Zy 43 7 M3t A=E vwske o vk

o A % 1299 A% 494

519 &g} 3
1.581&8], 3.081&8] 27|18 97°dA (Philips, Achieva,

Table 1. T2 Relaxation Time Measured at 1.5 T and 3.0 T

Best, The Netherlands)olAl 4 A2 SENSE (Sensitivity
encoding) M Y& o83t 7 AAAERTE HIFES
=59tk dinke] A= (longitudinal axis) S T174E A4

il

(sagittal) GAollA WA Folstar, o] Zof 207 HA} &
4 (oblique coronal) HA 7wt E GAa3} Carl-
Purcell-Meiboom-Gill (CPMG) B2g& o] &3+ T2 x93
e g5tk (Fig. 1), 593 oz 28 9XA &
dgk G 2o = 77t 1.5HE 9 3.06HEY A oA
GRS Ak, 75l i HA s HA A 3] E
g5 S ol gstden (3), ol v 2tk (1.5HE:
&4 (matrix), 352x282 (A7 (reconstruction), 512X

512); 77, 3 mm (974 ¢l&): TR, 9000 ms; TE, 90
ms: 9AAIZE (inversion time), 2500 ms: 9499 (field
of view, FOV, 23 cm), 1 NEX) (3.0 Hl&&: 332 352X
272 (A7, 512x512): thickness, F7, 3 mm (Z#H7H4
%) TR, 9000 ms: TE, 80 ms: SAAIZF, 2500 ms: G4
99 23 cm: 1 NEX). CPMG E2¥& SENSE ¢l1#} 2
o] &3] 8719 ol TAIRFOE AA S E T} Y
HoelA GA4E Adeda 2Ae tg 2o (1.5 Tt

g 352%x281 (A7, 512x512); FA, 3 mm (BHE ¢l

O:

o2 o

Cingulate Cortex Insular Cortex Amygdaloid Body Hippocampal Body
15T 109.5+3.1 111.3+2.4 117.0+7.1 114.7+2.4
30T 99.7+3.8 96.2+2.0 100.7+4.3 97.9+3.4

% change -8.9%* -13.5% -13.5% -14.6%
*p=0.006

Fig. 1. Representative Images of
FLAIR and T2 Relaxation Time
Maps at 1.5T and 3.0T (FLAIR, flu-
id-attenuated inversion recovery;
T2, T2 relaxation time maps).



$): TR, 3071 ms: TE, 20-160 ms (20 ms 7t2
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)i 999
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A= Apol & BolA| ergket (p ) 0.05) (Table 2).

, 111.3 ms = 2.4°]8]t}.
HHJ Bt T2 019“1
+ 4.3, 979 ms £

5 ﬂ"ﬂi 437G A oA %Xé?'&

2
0z
o
El
&}
e
m
ﬂ
o
=]
=
H'|
=

T}
lo
—
N
=)
0
=

og om]_x%og
o2 AX3E A
Aol mls) A

ZojA|aL, T2 o] ¢ARES: Fo
Hujdo A o]& Haud

3.081&8 A7 F3H9d FAe A o Bol AHeH
7 A|

lo,
%0
2 o

o R

&g
10
&

T
2
(o
f
= 2l
>
2,
o2
o
o

o

= e
lnt}
o2
i_l.\.t
R
=
P
Fih
e =
=4 ol
=2 rlo
im&r.fi

% 1 FEISY A7kl 3] E o Alof A
3], A 59 (subcallosal area)”} 1o
| (1s0c0rtex)i‘?} NERE7t =58 Rus)
Zo| Adrgst

Iﬂr ﬁ’lﬂ EH*@Q} ‘:JV“’ ‘}E EJV“ of va o W

xgsta itk (5). &4, svke] ¢E7 (horn of
Ammon) ¥ %‘il (dentate gyrus)e o &3 2
(allocortex) 241 53 AI METZ (cytoarchitecture)’d
g2tk (6). AA, sivke o2 T3 AY g ZAdHe U
7tY #3197 g ok (7). &3k 929 T2
O| AT HA RO ol e FFES et delA Aok (8).

Tg
o
_“:1‘
2
o
o
ME Rl P B ox oft vz

o ¥o H i

Cingulate cortex

Insular cortex

O"' O

i
© o

LY
Hippocampal body

. Amvgdaloid body 1
—— .

Fig. 2. Regions of Interests

Table 2. T2 Relaxation Time Ratios of the Cingulate Cortex, Insular Cortex and Amygdaloid Body to the Hippocampal Body

Cingulate Cortex Insular Cortex Amygdaloid Body
15T 0.96* 0.97 1.02
30T 1.02* 0.98 1.03

*p=0.003
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T2 Relaxation Times of the Cingulate Cortex, Amygdaloid Body,
Hippocampal Body, and Insular Cortex: Comparison of 1.5 Tand 3.0 T

Ho-Joon Lee, Eung Yeop Kim
Department of Radiology, Research Institute of Radiologic Science, Yonsei University College of Medicine

Purpose : To compare T2 relaxation times (T2) in the cingulate cortex, amygdaloid body, hippocampal
body, and insular cortex between 1.5T and 3.0T MR imagers.

Materials and Methods : Twelve healthy volunteers underwent FLAIR and CPMG imaging perpendicular
to the hippocampal body at both 3.0T and 1.5T. T2 was measured in the cingulate cortex, amygdaloid
body, hippocampal body, and insular cortex. The T2 relaxation time ratios of the cingulate cortex, insular
cortex, and amygdaloid body to the hippocampal body were compared between 1.5T and 3.0T.

Results: The mean T2 of the cingulate cortex, amygdaloid body, hippocampal body, and insular cortex at
1.5T were 109.5+3.1, 117.0+£7.1, 114.7£2.4, and 111.3£2.4, respectively; 99.7+3.8, 100.7+4.3,97.9
+3.4,and 96.2+2.0, respectively, at 3.0T. Percentage changes of T2 in the cingulate cortex, insular cor-
tex, amygdaloid body, and hippocampal body at 3.0T with respect to those at 1.5T were -8.9%, -13.5%,
-14.6%, and -13.5%, respectively. The mean T2 ratios of the cingulate gyrus, insular cortex, and amyg-
daloid body to the hippocampal body at 1.5T and 3.0T were 0.96 and 1.02 (p=0.003); 1.02 and 1.03
(p>0.05); 0.97 and 0.98 (p >0.05), respectively.

Conclusion: T2 decrease in the cingulate cortex was less than the amygdaloid body, insular cortex, and
hippocampal body at 3.0T. The mean T2 ratio of the cingulate gyrus to the hippocampal body was signifi-
cantly different between 1.5T and 3.0T.

Indexwords : Magnetic resonance imaging (MRI)
Brain
T2 time
Amygdaloid body
Hippocampus
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