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[Abstract] Objective To explore the value of MRI combined with "*F-fluoro-2-deoxy-D-glucose (*F-
FDG) PET and "C-methionine (""C-MET) PET on differentiating tumefactive demyelinating lesion (TDL) and
glioma. Methods Fourteen cases of TDL and 17 cases of glioma were confirmed by pathology directly or
internal medicine treatment. MRI was used to observe the lesion boundary, T\WI, T,;WI and diffusion -
weighted imaging (DWI) signal intensity, enhancement (including ring enhancement and open - ring
enhancement, etc.), mass effect, peripheral edema, and the presence of central venectasia, corpus callosum
engagement, central necrosis and gray matter engagement. "F -FDG PET and "C-MET PET were used to
calculate relative uptake values. Results Among all TDL cases, MRI showed that mass effect of 8 cases
(8/14) were grade 0, 4 cases (4/14) grade | , one case (1/14) was grade [l and one case (1/14) grade Il ; the
peripheral edema of 12 cases (12/14) were grade [ and 2 cases (2/14) grade [l . Among all glioma cases, the
mass effect of 2 cases (2/17) were grade 0, 6 cases (6/17) grade |, 7 cases (7/17) grade Il and 2 cases (2/17)
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grade lll; the peripheral edema of 7 cases (7/17) were grade | and 10 cases (10/17) grade Il. The
differences between TDL and glioma were statistically significant (Fisher’s exact probability: P = 0.032,
0.024). "F-FDG PET and "C-MET PET were not statistically significant in differentiating TDL and glioma

(Fisher’s exact probability: P =0.182, 0.081). Conclusions

Mass effect and peripheral edema showed in

MRI can be used for the differential diagnosis of TDL and glioma. The value of PET-CT in differentiating

TDL and glioma is unsure.
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Table 1. Comparison of MRI features between TDL and glioma [case (%)]

Ttem Noly el Palue | Dem NoTh T Palue

Border clarity 1( 1/14) 1( 1/17) 1.000 Open-ring enhancement 2( 2/14) 0( 0/17) 0.196

T WI 1.000 Mass effect
Hypointensity 3(3/14)  4( H17) 0 8 ( 8/14) 2(2117)  0.032
Isointensity 0( 0/14) 1( 1/17) I 4( 414 6( 6/17)
Hyperintensity 11 (11/14)  12(12/17) I 1( 1/14) 7( 717)

TWI 0.773 I 1( 1/14) 2( 2/17)
Eiroafiziemsiy 1(1/14)  0( 0/17) v 0( 0/14) 0( 0/17)
Tsointensity 1114 2( 217) Peripheral edema 0.024
Hyperintensity 12 (12/14) 15 (15/17) I 12 (12/14) 7(717)

DWI 0.153 if 2(2/14) 10 (10/17)
Hypointensity 4( 4/14) 2 (2/17) I 0( 0/14) 0( 0/17)
Isointensity 1(1/14)  6( 6/17) Central venectasia 3( 3/14) 3(3/17)  1.000
Hyperintensity 9( 9/14) 9( 9/17) Corpus callosum engagement 5( 5/14) 1( 1/17) 0.067

Enhancement 7(714) 13 (13/17) 0.153 || Central necrosis 3( 3/14) 5(517) 0.698

Ring enhancement 5514 3(3/17) 0141200 |[NGray matteriengagement 3( 3/14) 5(5/17) 0.698

TDL, tumefactive demyelinating lesion , I ik P4 i #5955 25 ; DW1, diffusion-weighted imaging, ¥ HUMAUS AR
2 A G A 0 7R 5 I PR AR UF-FDG PET A1 M'C-MET PET AU 9 L5 [ #1(%) |
Table 2. Comparison of PET-CT features between TDL and glioma [case (%)]
Item TDL(N=14) Glioma(N=17) P value Ttem TDL(N=14)  Glioma (N=17) P value
"F-FDG PET 0.182 "C-MET PET 0.081
Low intensity 6 (6/14) 4 ( 4/17) Low intensity 2( 2/14) 0( 0/17)
Tsointensity 1(1/14) 0( 0/17) Tsointensity 1( 1/14) 0( 0/17)
High intensity 7 (7/14) 13 (13/17) High intensity 11 (11/14) 17 (17/17)

TDL, tumefactive demyelinating lesion, Jif JiK P JBE & 5 75 28 ; *F
methionine, "' C- 8 2 i2
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St IR SR AL (B 1a ~ 1e) , 5 RN &7 467 PR 22
SRt — 2 W SR xRk EZ . BEAK
P Lok RS A AT BEE R IKCBDE R, R/ E R R
TCH AR fE . REAE S A N S R FR S TE ARk
N BE 5 1A K A - T R LR R, X D)
XU [ L 45 K LS5 T, AR 208 3 mm, X6 R R
i, HR Bk 45 10 35 20 38 43, RCA0 R BRI O L G IR
LA, JCBUG T s SR VAR P R R, A
TCTE R}, S 5 S AR L) 5 9%, Lk T E
A PR B AEAE R BRAE B . "C-MET PET %,
MRI F7 7R 9 A8 [a] — o B A 2 e &2 S A (B 1d) .
S C-MET PET £ 88 @& ACHE, (H MRI 7 5 7 &%
B AR, 5 5 KN BIE o I R R R
BEE A . B — IR JERE 10 d 5
B, 1 A H 5B, 5 2% MRI, 38 58 395l B J5UIK #F
T k2 TF IR SR AL (B 1e) , S Z W32 W7 4 i ik

P 0 28 0 A

B2 Aotk 62 &, A IR A L PR b4 OF i
FPPEINE 14F, F20124F3 H 21 H ABE. B#H 14F
TG B 7% A1 HR B R A Tk A O AR UL PR il 43 L AT A
112 fif, JCW BN A T e e i, Gk LSk a0
Oy R G PO B L Tk R, JE RN A
ARAEATHINE . SEBEAT Sk MR A (2012 4F 3 A
15 H) SR, SO0 50 RL S 5 it A2 i S5 9
FBEICAR T2 A5 5 5%, TP 25 0 52 J 1) A 00 i 7%
(& 2a) , % 18 2 K 1 W0 6 9 6 28, O HE B e ot 9% -
SRt LW SR 2R EZ. BEAK
o AR KRG PIRT B B PR BB R, OR/MEIE R A
TG AR AL . BRAE S AN NS R G s A TG R
AN BE o RS R AT - T AR L R, A A
WO i LSS R VE B, HAR N 3 mm, X6 N R
A, HR BR A% i 35 3 75 4, S0 R0 T ORL I OE R, G R



. 758 - R E B R A 2017 4F 10 A S5 17858 1030

Chin J Contemp Neurol Neurosurg, October 2017, Vol. 17, No. 10

1 61 ka2 Rt i i
la HEWTIAT T2W 17 A I 125
595 (L iR) b AT a3
SR TWI R, 9 k52 BOIR SR fb (5 3k
Bras) e HEWTH DWIZ 7R, A5 722
ERAES (@ RPR)  1d "C-MET
PET 278 , MRI 7 75 i 2% [ — {7 5 45
R A T R LD @ X R )
le HBEJE 1 AT BES, A W7 1f7 1 o
TWI 7R, 9 A 52 JF R 5 Ak (75 %
Fr7R)

Figure 1 Head imaging examination
findings in Case 1  Axial T,WI
showed high signals at right brachium
pontis (arrow indicates, Panel la).
Axial enhanced T\WI showed ring

enhancement (arrow indicates, Panel

1b). Axial DWI showed a high signals lesion (arrow indicates, Panel 1c). "C-MET PET showed ""C-MET metabolic elevation
at the same lesion shown in MRI (red areas indicate, Panel 1d). One month after discharge, axial enhanced T\WI showed open-

ring enhancement (arrow indicates, Panel le).
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Figure 2 Head imaging examination findings in Case 2 Axial FLAIR showed diffusing high signals in deep white matter
(arrow indicates, Panel 2a). "F-FDG PET showed no abnormal concentration of "F-FDG at the same lesion shown in MRI
(Panel 2b). "C-MET PET showed no abnormal concentration of "C-MET at the same lesion shown in MRI (Panel 2¢). Six
months after dischange, axial FLAIR showed the high signals attenuated (arrow indicates, Panel 2d). Six months after
discharge, “F-FDG PET showed no abnormal concentration of “F-FDG (Panel 2e). Six months after discharge, ''C-MET PET

showed on abnormal concentration of "C-MET (Panel 2f).
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Epigenetic Methods in Neuroscience Research published

Epigenetic Methods in Neuroscience Research (ISBN: 978-1-4939-2753-1, eBook ISBN: 978-1-4939-2754-8) was published
by Springer in 2016. The editor of this book is Nina N. Karpova, Neuroscience Center, University of Helsinki.

This volume presents state-of-the-art methods for reliable detection of epigenetic changes in the nervous system. Epigenetic
Methods in Neuroscience Research guides readers through methods for the analyses of chromatin remodeling, transposable elements,
non-coding RNAs, such as micro RNAs (miRNAs), and circadian oscillations, including: analysis of DNA methylation in neuronal
and glial cells or small tissue samples; sensitive method for quantification of alternative methylated forms of cytosines by liquid
chromatography/mass spectrometry; affinity - based detection of modified cytosines by immunohistochemistry or methylated DNA
immunoprecipitation; chromatin immunoprecipitation (ChIP); miRNA high-throughput profiling and the in situ detection of miRNA
subtle expression in the brain; analysis of genes with alternative 3” untranslated regions (3"UTRs); and the cite-specific delivery of
chromatin-modifying drugs. Written in the popular Neuromethods series style, chapters include the kind of detail and key advice
from the specialists needed to get successful results in your own laboratory.

Concise and easy-to-use, Epigenetic Methods in Neuroscience Research provides multidisciplinary epigenetic approach to study
genome, and neural, plasticity that will help the reader to successfully address the challenges associated with neurodevelopmental,
psychiatric, and neurodegenerative disorders.

The price of eBook is 79.72€, and hardcover is 94.99€. Visit link.springer.com for more information.

Epilepsy Towards the Next Decade published

Epilepsy Towards the Next Decade (ISBN: 978-3-319-12282-3, eBook ISBN: 978-3-319-12283-0) was published by
Springer International Publishing in 2015. The editor of this book is Pasquale Striano, Pediatric Neurology and Muscular Diseases
Unit, University of Genoa.

This volume is a comprehensive collection of the most recent knowledge on the biological bases of various kinds of epilepsies
and modern clinical approaches to their treatment. Epilepsy affects about 0.5%-1.0% of the world’s population and the main goal
of its treatment is to eliminate seizures without creating side effects. Despite numerous advances in the treatment of epilepsy and
the approval of several new antiepileptic drugs, about 30% of patients continue to experience recurrent seizures which are
medically, physically, and/or socially disabling. The editor of this volume hopes that by bridging the gap between the fundamental
biology of epilepsy and its clinical implications he might spur further research and treatment options.

The price of eBook is 118.99€, and hardcover is 139.99€. Visit link.springer.com for more information.



