PSP A 2019 4E8 J] 36 £ A9 8 1)

X EHS:1003-2754(2019)08-0743-03
ANe N e Ne S Ne N e Ney,

- 743

HESES R742.1

VRS RIRE b RS B EROR AR 5 B %Sk )

Nos 25 28 78 7 7= A< A= AN

KR KBTEAL; WA RME;  BEHRUER (MRI) ;
Key words; Heterotopia; MRI; EEG

JR 554 (heterotopia ) iy B2 5Tk B S 19— 2R AL, K
SCRIEF IO TS BB . TR ILIE 6 ~ 16 A
W B Ao 22 0 DA i 5 B R 2 35 )2 1) R i R T RS AT R R T R
ARG T RS AT P il b 2 T3 B T R Rz kg
JLRS 17 9% B (neuronal migration disorders, NMD ) (31 Tungel
T 1857 AFEAE S K A B A P i YR B RS o RAE
MRI H BRI AR ME L2 W, 122 80 4R MRI I FH F i IR
Jei , JUHR &5 43 B MRT 0] LA B b % 30 5 057 ) K 5 A
FES o R B ST ST RS, — MBS 3 R i S L (A
JRER ) G535 R 5t 540 ( PNH) 5 1 J5T A 4951 ROB 5 5 o LA S
2 B AR S5 5437 (SBH ) SURR U 21, e L4 PNH
R R LTI PRRER S B ROR & A, DR A
K R A K A S SRR IS . PNH A P43 g XU
XERR, M R BRI 3 265 o i T AR S 5 0E B R E
SRR IR S H L T LI 2 12570 5 0K J5 S B o7
B W RIRISEES . ARSI 5 BIIF45 4 It 5 B0 K 5
ST IR,

1 fRBIZER

1o 1A, Lo ,23 2 2014 4ETF IR K AR K =5
LT ABF I 50 Jo] L 37 5 AT b A 2% T S AELME AR R 22 2 ~
3 min REEH . & HITEFBE D KMES ~8 K. FFRIRH
RE P NIRRT w~10 d Z/E—K, 2015
SRR ARV Z R KAE . 2017 S RAER A IR A
AR . M RGKT AR WL S5 o MR B A 2 4
B AT LA OROR B =, IR R A E (WLIE 1), BUS M5
AREET(WE2) . ZEBMFER . WGr Al 22k 5 38 LA
TR 9-11 Hz o 9 o AN 32, 5853 o ARMEAL, 5
T 22, PEWEAR T 22 A H S T UL A 2 b e i R
AHARE BRI 52 RARE A (WL 3) &

1) 2 X035, 2otk 33 &, 2003 AEFF4R o s A Y R AR
PEdhE , —AF L AE 5 IR, 2004 AR TR 46 ik HAS #E £ . 2008 4
- 2012 4R AR I 24 TG K AF . 2013 4R DL B4 R AE — IR
2015 SELREH A BEME &R, EMER5M AR
DS o MRT: R G 3 A 1 J5T AT U 485 755 RN 25RO i {5
TP RAME . Wi L e 8-10 Hz o 0 o rHEEN
Fo AOETHE S AR > R R E 1. 5-3 He ZTE 8 i
15 B8 S REE NI 994 i o J S 22 8 B MR 1-3Hz T AR 18 A
WA KN

1 3. A5, BE,29 &, 2016 4F 12 H |, N — H 25 15 i
K H e R s A AR gk, Bk =K, DU il s, W
JE R, ST B o 1 ~2 min 45 1F,5 min Z2 45 PR A E R

ErE, * @

e (& (EEG)

BAFHITSEI . 2017 SEFKAE. 2018 4 1 A ISR AR K
i M KRG A AR WL o MRIGUIN NG (A 3 2 45
TR 7 RAME, 225 IR 3 SR . BRI
g R A b g R T 2R IR L R R
T A A N PO X 22 D

) 42558 Lotk 22 27, 2007 AR JCH] 37 18 Hh BLAR Al
NGB B2, ZAe A, A A LT Sk 2, iz R
G AR5 o MIR 78U 5T A AT RLERIK A5 5, A7
FH(WE4) o fikrf B # 5LAF R 8-10 Hz o 7 SO A KL o
THO T R A R T B AN SRR B AT
R 0L B £ D v AN SR SR B A, PSR 2

B5: REE TIVE,6 2/ o AR (2015 4F) H B Hl 1) ) 421
AKTIAhAE 2 ~3 min, 2016 4F 7 H J ikt BDU 0% i, P2
AN O, 1 ~2 min Zefff o KARFFLE 3 ~4 d, ] B
WK R AEPE 3% U 28 DUSZ PR . 2017 47 8L
PEPER S BB 4o MR GIRENm R AR K o 2018 4F
AP B B P 7 AR DR AR s A 430, WP 2 AN, 55 2
~3 min, ZAFZ R GRS AL R UL 5P H o MRLUUR M XURZ fi
A (ULEELS) o Mol P 3z AN RO Rt 52 5 06, T S 3
AL R TR A o AR P18 22 B8 S B i, SR CAC-
NALD %875,

TR -6500 TE - 106 X088z 27
FA-00150 TH-2000
GASARP 520 050

Plove

-

I T, FLATR 457 , S A 22 AU I ] DL 7 RO A5 5,
IR A

I hs B H#1:2019-04-17 ;81T B #§:2019-05-29
1E& BAL: (Jbt K258 — EBE A4 AL, Jhat 100034)
BIES : T, E-mail :13671012265@ 163. com



- 744 -

=
[\ ]
g
=
=
=
=
@
=
ol
by
an
=
OH
<
St
%l.
=
T
il

.....

34

J Apoplexy and Nervous Diseases, August 2019, Vol 36, No. 8

P o

B2 I % B WHE (MCD) g — 2l H R i 28 % 7 R i £ 9
5 AR AR R BB 0 3 K (1) 4k % T2 ot I i
2R a8 B B U T B TR 5 (2) B 28 ST AR AT S I B W 5
G BATE KB S TSN W, PNH )8 T45 2 %1,
PNH 75— ABE B S0 B B RAER M A T L
A TEMER PR R ATIT A PNH (5 7% ' 78 MCD
15% ~20% ) AR AMEGERR T R 2% 0 ARSI S
4, WFFT PNH S 49 SCik 7R 20 . PNH 80% ~ 90% A7 fii
R ZEBT 10 ~20 8 LB L TR, A
Wi B Az el 90 137 Raymond 255 S48 53 22 Scmk H 4
30, ASCS 3 kLot KRS BT 4 %86, HiAd R
LGNS T 20 ~30 %, XUMXIFR PNH #h4: RGi k2 KL T
S 1Q TEEX LA BT U PNH B RS e a5 — il
PNH AT 5 5% Ji M 22 R G0 S S g s o AR R UL 1Q I
o Lo BRI T S B 5 R A A D S R e A v
T4 I HA 5T A IR T , 22 /0N G [0 W T e o L DA R 4 B
HABE R & BRI RS Bl RGBT R,
MRI JR A & IR A Hof 55

PNH A 5 AE AT AT 2R R 28 5 R 5 S 7 1Y
(A 50 0 3 57 AR — S AR 26 IR B S A7 5 A D6 % J5 (overly-
ing cortex ) F A A7 ( 7 52 B0 A O 225 44 ) 6L 28 X 12 O
JE 2R R R 2 T B R B R IR T K R S5 S A
S B2 JBT, ARG B I, oAl 3037 B 5, AN Ak Y R 5 S5 (0 5 %
10k 6% ) BT R AE i LA 1 JEU IR SR S G R 2 s Y
B R M ARSI IC ™ L W AR 250 R R R R P
VERGE R A THPE R AE " . B4 M R AE T 4R T 30 4 &
G GBI ALK TR R e U A A
B UL, LR R i Al L AR o T S B L
A5 AR S R 2 SRR A R AE (1 SR
M BAE 51 4 g KA |, B 2 W R B - 9% & AR,
L P, S B A 0 P B e R (3000 ) DA g8
AU, 3 15 A ErhiE

5HAh MCD(Un FCD) AN[H], PNH 3k f2 I L K1 2 TE 5% o
Battaglia %5 1 8,45 5 22 30k 200 (51 56 5 S5 437 175 Tt . e S P 5
I (EAA AIRA 54 5] PNH w36 il 52 /5 Wl i
Kedilts L0 TR SRR PNH B9 K i S o7 55 2 ), s — ]
P PNH @90, Forb S 6 24 MR, 54 6 10 filiE
A AR R R R 2,54 ] vh 32 )T RGN A S
Sk AR AR AR U LS 31, B 17 ) o Herb s il A e Ak
PG BT ] PNH @%b, A3 S i 2 i) (i) 2 5] 4)
55 o SR LL 8-10 Hz 3, 1 ) (fi] 1) 45 05 Sk 3 o 4y
FAT LM, 4 ()85 A5 ORI RE 22 B, 19 1 G R SR 3 & A
L P T A B DX S P 2 e ( LR 3) , PNH R B JH
BRI 4 R LR A 3 ) 2 - MRI S XU PNH, 1 i o ] g
AR 25 1) 3 - i Fh TRl g SSUI 0 A %% 5 91 42 MRI
AT G £11 28545 IR R 5 S 52 g 2, i ek, A LA S [ 25
T3 1) S < RUARUIH: B 5 A0 B JB S 57, i ol g 132 U AR
LN AR 5 o i L PR R e B 57 45 R I S A A AR
— B SRR R

TRIR LA (F3% SEEG) % 5E PNH & 1 i U & 9 7
RN ANENAIT AR BT S A RN E, A BT K R R



PSP A 2019 4E8 J] 36 £ A9 8 1)

PEF Y BE e S I 45211202 ST A i P E A B EMRI

(iEEG-fMRI) W] D) & BRS¢ A0 KI5 76 4 9 53 85 199 2% b B A

FP o ARSC S il R T R S [R) B OR BT 2 Al Bt A o

Rt

PNH iffi R A AT Bk BN i TSR IR E , lfe R I2 I T 24K

& MRL,CT JEfg 71 o KBS 1) MRL R BUAE 45 ) 51

5105 BB (15 5) A A (isointense ) o &5 5[5 JE &l

HEIFIE ( <5 mm /NG5S, >5 mm SHREETT) , A5 )

P E — T R I 3 B HE A T 9 A 2, o0 2 B 22 T M

SERRGEA S IV G2 o 3 S 41 AT A TR i 2 BE X

PRECAN B , 2R Al 37 F — il 5 %, 22 % A5 ), % ml ol 2

T AT I E IS A ECE A X D WA . DB ]

SR AL, HE B RILIE R K BT, PNH AT LAA I HoAfl K

i F WA A < 2 R DI R RS /NI R R

PR ARG B BT 224 . 22/ [0 W T2 350 - A 0 AR/

AT D) R it EL R A2 A s fgif e 2 ) (451

151 2) SR XU K PNH, 1 5] (48] 3) S XU PNH , 450 5 1

(5] 4) S XU BRASEE S A M 5 1 ] (4] 5 ) SRy Ui I B2 Jo

T RIS o S 5] MRT S5 2K I R i HoAl S

IR ST RO TR & AV LT b 25 xieia & . e

i U8 DX B 2 T AR A A%, 1R TR B S5 Y O BIL A I E R

S0 AMER B S v IR T Je HAH S B o, 28 95 T LA & A7

MBI AR PEAL AR # B 2L, SEEG 2 b AT D), HA

SEEG A LA% IEUW X RS [, A B T30t FARIT 5. Hoflh

PPN HL B (BT R A L T AR H A ) XE DA 52 4 8 B ik B

g0l Mai S5 HRAS 1BR SA S AE BEE R

B, ARG SEEG E AN IBRA T )5 1/3 Ktk [l kY]

BREET , RJG RAEREA D &, Stefan 1 145 1 (il M &

Y&, MRI DTT . PET , it P H B S 38 3 4> B0 X, A ML DX IS

T B 2 SR IR B S L 4571, T s T AT A E B, (DT BR

MK IS B8 B 5, AR T 2K o IR AT S RUEAEE ( radiofrequency

thermocoagulation ) 53 455 A R4 5

[ &%tk ]

[ 1] Spreafico R, Becker AJ. Pathology of malformation of cortical develop-
ment. In; Luders HO (editor) [ M]. Texthook of Epilepsy Surgery In-
forma UK,2008. 1354-1356.

[2 ]Hung PC,Wang HS,Chou ML, et al. Clinical and neuroimaging find-
ings in children with gray matter heterotopias: A single institution ex-
perience of 36 patients [ J]. European J Paediatr Neurol, 2016 ;20
(5):732-737.

[ 3] Battaglia G,Granata T,Farina L, et al. Periventricular nodular heterotopi-
a:epileptogenic findings[ J]. Epilepsia,1997,38(11) :1173-1182.

[4]Valton L.,Guye M,McGonigal A, et al. Functional interactions in brain
networks underlying epileptic seizures in bilateral diffuse periventricu-
lar heterotopial J]. Clin Neurophysiol ,2008,119(1) :212-223.

[5]d’ Orsi G, Tinuper P, Bisulli F,et al. Clinical features and long term
outcome of epilepsy in periventricular nodular heterotopia. Simple
compared with plus forms[ J]. J Neurol Neurosurg Psychiatry,2004 ,
75(6) :873-878.

[6 ] Aminoff MS, Boller F, Swaab ADF. Handbook of clinical neurology
[ M]. Elsevier Amsterdam,2012.359.

[7 ] Kuzniecky RI, Jackson GD. Malformation of cortical development.
Pedley TA (editors) ;epilepsy A comprehensive textbook [ M ]. 2-edi-
tior. Lippincott Williams &Wilkins USA.2008. 2575-2588.

- 745 -

[8]Srour M, Rioux MF, Varga C, et al. The clinical spectrum of nodular
heterotopias in children; report of 31 patients[ J]. Epilepsia,2011,52
(4).728-737.

[9 ] Rathakrishnan R, Aghakkari Y, Dubeau F. Periventricular nodular
heterotopia. In; Shorvan SD, Andermann F, Guerrini R ( editors) . The
cause of epilepsy[ M ]. Cambridge University Press Cambridge UK.
2011.322-329.

[10]Barkovich AJ,Guerrini R,Kuzniecky RI, et al. A developmental and
genetic classification for malformations of cortical development: up-
date 2012[ J]. Brain,2012,135(5) :1348-1369.

[11]Tassi L, Colombo N,Cossu M, et al. Electroclinical, MRI and neuro-
pathological study of 10 patients with nodular heterotopia, with surgi-
cal outcomes| J|. Brain,2005,128(2) :321-337.

[12 ] Mirandola L., Mai RF, Francione S, et al. Stereo-EEG; Diagnostic
and therapeutic tool for periventricular nodular heterotopia epilepsies

[J]. Epilepsia,2017,58(11) :1962-1971.

[13] Battaglia G, Francechetti S, Chiapparini L, et al. Electroencephalo-
graphic recordings of focal seizures in patients affected by periventric-
ular nodular heterotopia: role of the heterotopic nodules in the genesis
of epileptic discharges[ J]. J Child Neurol ,2005,20(4) ;369-377.

[ 14 ]Raymond AA,Fish DR,Stevens JM, et al. Subependymal heterotopi-
a: A distinct neuronal migration disorder associated with epilepsy
[J].J Neurol Neurosury Psychiatry,1994,57(10) ;:1195-1202.

[ 15] Stefan H,Nimsky C,Scheter G et al. Periventricular nodular heterotopi-
a:A challenge for epilepsy surgery[ J]. Serzure,2007,16(1) :81-86.
[16]Mai R, Tassi L,Cossu M, et al. A neuropathological , stereo-EEG and
MRI study of subcortical band heterotopia[ J]. Neurology, 2003, 60

(11).1834-1838.

[ 17 ] Pizzo F,Roehri N, Catenoix H, et al. Epileptogenic networks in nodu-
lar heterotopia: A stereoelectroencephalography study[ J]. Epilepsia,
2017,58(12) :2112-2123.

[18] Filippi CG, Maxwell AWP, Watts R. Magnetic resonance diffusion
lensor imaging meltrics in perilesional white matter among children
with periventricular nodular gray matter heterotopia[ J]. Pediatr Ra-
diol,2013,43(9) :1196-1203.

[19] Cossu M, Fuschillo D, Casaceli G, et al. Stereoelectroencephalogra-
phy-guided radiofrequency thermocoagulation in the epileptogenic
zone; a retrospective study on 89 cases[ J].J Neurosurg,2015,123
(6):1358-1367.

[20 ] Francione S, Kahane P, Tassi L, et al. Stereo-EEG of interictal and
ictal electrical activity of a histologically proved heterotopic gray mat-
ter associated with partial epilepsy[ J]. Electroencephalogr Clin Neu-
rophysiol ,1994 ,90 (4 ) ;284-290.

[21] Kothare SV, VanlLandingham K, Armon C, et al. Seizure onset from
periventricular nodular heterotopias; depth-electrode study[ J|. Neu-
rology, 1998 ,51(6) :1723-1727.

[22 ] Cunningham CB, Goodyear BG, Badawy R, et al. Intracranial EEG-
fMRI analysis of focal epileptiform discharges in humans| J]. Epilep-
sia,2012,53(9) :1636-1648.

[23 ] Farquharson S, Tournier JD, Calamante F et al. Periventricular nodu-
lar heterotopia ; Detection of abnormal microanatomic fiber structures
with whole-brain diffusion MR imaging tractography[ J ]. Radiology,
2016,281(3) :896-906.

[24]Pardoe HR , Mandelstam SA , Hiess RK , et al. Quantitative assessment
of corpus callosum morphology in periventricular nodular heterotopia

[J]. Epilepsy Res,2015,109 :40-47.



