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CLINICAL ASPECTS OF PERIVENTRICULAR LEUKOMALACIA
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Pk ¢ B A FVE LI (periventricular leukomalacia ; PVL) 1, 5 U o0 iy = 8 BRI S0
BEIEIE R BRI 2 & ORI 0 IR % OB U, M R <o e P DU B R % & 74 e R
Tho. FEHEIRTENR 32 BRMOBEHAELREIRD 5% 75 15% Th 5. FHEEORMMSHE
L HENMEFREHEEORBMEL L ) TF Y Fu 2 7 05 {LEREO B EEM S IZ 5
0, BMEREES X OCMEREER FAMb2 Z L CRIET S EELbNTWDE, F7-, Bk
JREFDAE CO, MUE R 77 1) 7 A MAE 2 & AT - B2 L PVL 50 & B84 2. JRIREI%E
PVL THEBUKBEOREH S, MEBRERA R SIRE L CREEY A M I 4 >~ OS54 s

W5,

TSRS RZW, CT B LU MRILIC & 5 BEEBHAHHTh 525, EREL

DU =7 ¥ FEBRORHE LGSR SE L 0 5. BRI H, WHhsER, gk
E, CADLAZEHT 2. ANRBEEDNL , REOEBN & REFHIEETH S, 77

FERPBEEIZOVTCOERT UEND 5.
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visual impairment

& U & I

FEHEROMESIC LY, REROEMTRIIREY
IZBE L7z, Lo L, [BE%E 7% X 47 (intact survival) |
121, XL K OMBEIEREN TS, D EDIMEE
B 5 B ¥k LAE (periventricular leukomalacia ; PVL) 5%
%. PVL %, RERKESOPHMEROBET, FI2h
HEMOBEEICRRE L CEETME (spastic diplegia)
X235 1 U % R 9% (spastic quadriplegia) % & 72 ¢ 5 E T
5. TR, BEREOELRERE SN TELTERH
HH(EERYY) VY VM) 3 S 2@ Lz, BIE,
PVL 2 MEREDE/-BRE E 2o TVBHL), 22T,
LR CHREBR L7 PVL ROBFREER% b 212, PVL Of
RIZOWTHEFT 5.

1. PVL k13,
1843 4812, Little %%, FREWRTIRIES & OV HIABRICBRA:

BB % 0T 72 IR M VU R A SNk R 3E L7z
V. ZOFEE L TRAEDOBEIRER RO R#MEDH
S L. REUBRE I, 9L aHMTR L,
ERICH L TTRICHE AN, HBMESEEEREICT
AR LB DL 2B, SHBROAH
FE& L CAIEDTFFEIC DWW TR 2 B L 729,

—75, 1867 £EIZ, Virchow ASKIRE B 2\ 3SR
BBk & A L RoRmES R, MEE
BB ICEOBICRE END b OOFLERHE L7,
L4 L, Virchow (& & DIFEEAT RASERGAE R DR%IZ & 5
N7zZ &5, “Virchow’s congenital encephalomyelitis”
EIFATE, 1868 4E 12, Hayem idHH4EA S4B 1 7 B ¥
TIFET L2 BORREM#Z MR L, EEEIHEA T
H % 7% Virchow 258# L 72 & R QREFT RASH 5 1

2ZEERRL. LPL, TROEDORPSEF £F
REICEINIBEL T2 25, REGITREICER
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TAHLIDEREBEICL D LFE R0, £0DE, Parrot
5b, FlREGERTELDIC, TOELLERY
R BEE PR, B, Juha, BREER

£T, RS X ORI X DT B L 2B,

E5IREN ROB#M & L ORER BB E \IRIFER,
fE WA AONLI iR Lz, 72, Virchow
DRIEFHEHFEL, ZOWEMBOH 5N 5 MIgH5E
BREROBMTALNAEEMECTH ) REMB TRV
LRI L. FREOEEBIUEERICIISRL, ©
LAMBEHROZ L WRELHBEIIALDNI T E b,
“IRPLMERT B B REE 5 Diffuse interstitial steatosis” &
VI R EY, BES ORI A%EL MEEE
WCRERT B EDEZ ERLIZD.

Z D% 50 R L EDRMA L7210, RUORRENDOH
LS 721, Schwartz 1353 BEERE TOFEIGEIC X 5JE
EFEEEB L OBICHEL, RMEBHFICLIVELS
L EFELY, Rydberg W MMIMIEETIC L 2 EHEE LD,
ZD X BREFNRFENAOFT, 1962 4£12 Banker B &
UF Larroche 7%, 51 40 FEEJR O B ERELA & F5/HI2AR
FL, HEFRRTEEIMICERL B & O
B WEZ2RTd OICH L Tperiventricular
leukomalacia (PVL) of infancy & \» 9 e B4 % 128
L7209,
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PVL BT RHEZMNEHRTH o 248, £Dtk, BHEE
T BWT R CT/MRI % EOBEZWEMOESRITLY
BERAFHEREZRO X2 P TRRERY, T2,
BRERCHAERRETHL ZL2LRARLED T
PVL D& & ) Bk s i,

LA L, i, WESMEREREICRREYT, RE
THEICBLIELDLFEET A L0, PVL b ED
BHESEOFRE L D4 & 1) white matter disease (or
damage) & DEHRDOHVLNTE TS,

2. FESE

PVL O FEHE I FER 32 Bk O BB AKER O
5% A5 15% LIESN TV AW, P § FEFEAL
DB EERRE TOREOFERSEIC LT, 1993 F55
1994 T A L7z 33RO ERHAEKERICBIT S
PVL OFIEHEF 9.1% T, 1990 F4 5 1991 FDHIC
fTbNi=PVL ORFEHE7.9% & i 5 LML Tw»
2415 bbb NOREETIE 1992 44 5 2003 £ F T2
ABE L 7-7E0E 35 AT O HAKENR 735 #lH PVL %
FIEL72b D% 36 B1[4.9% ; Bk 28 61, BUE 6 B (1
EE6Hl, 2WER2%), M2 TH o7 IR
BAITIE 25 B2 5 32 BICE S BEL TWA2 (K D).

13.2
1.2 0.8 0.9 1.1 1.2
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Gestational Age (W)

1. bbb O TD 1992 £ 5 2003 4 F T O EFH HEHALE (PVL) RO FEE
B, MEEhIX cystic PVL %%, MNIERBEEZRT. $0&4 7 2 LOBEIRT
BEO AR T 5EE (%) 21T
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3. JRHE

PVL OJREM#EE L, Banker 3 & Uf Larroche®, &
B 5012 & ) B HES STV 5. SEREAIHI O R
BRI & IR EETE A S 0, ERMEOH
BRPALND., SHICKBBICEIHESY, 7AMOY
A, YU URREEROREICKRL, 3 H
5 7HBICEMEFEIRS 5. Z0%, %52 A%
P HEFREOWRIEP R Y, RS R T 21010,

4. REROBAEMOMERS L UHER DR

PVL OFFETEERICL . HRHE L TREROKE
BHOMERB L UHEROZDDRBIENE 2 s hCwn
5. BE—IREROBHAETOMERETH L. HEH
BREPOSBE~TWILro THITLEHE2RKD
ventriculopedal artery & MZE 5 & BFEIZ Ao THO
% ventriculofugal artery THRESNTWA BER T
MmEHB25Z L <, ventriculopedal & ventriculofugal
& OB AR A53E b % 98 15 (watershed zone & 5 \» ik
boundary zone) Cit, &5 2 BIMEKILEF 25| X 23
©(K2), $£IC, RIS O BT FREitkEs o ko
Thsb. BENLEFEEEIC X Y NIILE 3 ELE 0TS
PHFLN TG, EHARERILRICLIEREE I &
0, BSICHERESEZ DI, KIUEOLEEDS, B

Premature

Periventricular
leukomalacia

Distribution of vessels

Subcortical
leukomalacia

FIRMERICBEIREEZZONTWATY, £= 2,
VIFY Fur ) T oGtERICH B, A TFYR
07 TSR OB L B A R T A EE R Y
THIFRT, MR ) 7Y Fusy TiiEE: 5
TRV IR 0 BALURTOHEEIEF ) TF Y Fa sy
T REEREA DS 9 E % (o B 1020 AR OEER SR R0 R A
FEEBEO7) THRICEEZ 20T EEZ5NTY
5122 Volpe 13 E & L CHFREEIC & 5 M= FHEE
EHHEICBRF L7 D% focal PVL LIFYY, 55E% FD
FVIFY FuZyYy7HEe LTRESNL I ETHE
EBICIAEICBEED B L R D D % difluse PVL & A TW
52,

5. PVL Oy & kg

AR & Uitk E & AR ER F 0525 %
bNTV5., BIMEESE LT, FFE% &I X 2B
FEOHBHRSEEOEESCMIE - LHEOET 25Xk
TR, MIAEERT & LC3EBEET I VB(F VY
SVER)CRDR T — G T A A B,
IV RMFI VD G Z8—-F, BEBERTFDL EHEH
HFEENTWE, iz, EFEENTWVWADIZPVL & &KIE
A b I A EDBEETH B, Yoon bid PVL %5
HE L 72 HT AR BB M 0 ST A b A > (IL-6) DS
meizinz, PVL R oo Rt T, REERE L

Foot Trunk
Hand
Face

Mouth

NZ P/

Periventricular
leukomalacia

Pyramidal tract

2. REE & BBIR OBINE SR (72) & B JE B kA LIE (PVL) OB £ 8567 () .
RBETIEPVL 24U 2%, BB TIIEE T HE#RL (subcortical leukomalacia) %4 5.
F72, PVL OBEERBEICRAET 22805, FRICH L CFRICEENS X 05\,
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7oAk e BB KEEMY 4 b H A4 >~ [tumor necrosis
factor (TNF)e B L O IL-6]FEICRH SN TnwBH 2
EERLED, €512, Kadhim 5 3 194 ® PVL JED
O RELRMA T, JEPVL oMM il ¢,
FNVIFRaZYTOT7T RN =V AR I YOB(L
ZFHETH TNFe FEBICERB SN TS, TNFa HE
T2BRFTHBEREL TWED,

PVL D FER

PVL D& I 13 B F WA =2 8 R | R A 3
JBREABRE SN A THI SN 5. HEAICERRELE
e HSEREESBREIND BN 2 BH 2 LEE TS

TEdh, Hibld 3 CREBRERI RS NSE, B

WEIZREPVL & LTHDHbNT WD Z LWL,
Murphy 5 QOFEBIOFHED LM L OEHHRT >~ 7 —
MRE® T, RIBEIEE PVL OHEIZ£ PVL E0H
30% LFESNTVSE, bLbNOMHETIE 199 55
1998 £ 5 4ERHIC NICU 12 ABe L7272 24 B2 5 328
DToRERITFAD) B, PVLRERIZ1551(10.9%)
T, HE U FCRERPBROER S N-RIEISEE
PVL Lz b N7-ERNE 9 51(60.0%) TdH - 723,

PVL % & 72§ /RRE

fe R CidfrRRsE, —mBIRIERURIC B 2 Bk
EIERR, RAOWMIBIKIC L 2 FE NG HERE
FERk, AERECIERHREES ORI &0

w

W3 %

RISA%, BrAEIREACI3K COL IE, &) v AIMEE, B
MfE (B9 1 B BEAMRE > 2 v 7 ; GBS shock), IR 3
&, BIIREBAAE (PDA), Hilfl, RME, TwhAZi L
DEENHITHN TS,

ERNERICEL T, K639 IHBARMN L S I
HHRICIERE=41) v 7 (NST) & PVL &fEL O
EEBRRL, BELH—AERIRS L UFRHREEIR S
BIN/DDIZPVL OFEFEBICE NI L 2#HEL
7o, bNbNOREZTHEES I L Y LBE NICU IZ AR
L7-7EfG 24 BH 5 32 BLLT @ 9 Bl D JiF REAFEAE PVL
W HE LR E R - MAKERZ Yy F 38/
122BIOPVL D 7%z b0 7=V % HEE L 7Bk L DR EE
FNZ D CTHBHRE 24T\, BB REASAE PVL SlORMAT
KRB OREBEEH B X O tocolysis DEIEAEEICE
<, MHIARTREZ 75 DUE R e R CREREER O
FEFPHL P E o729 (K1), Zupen 5%, 3, PVL
FEAEB] CIIBAEAR % tocolysis DEAFI M E <, BiEEE
JREDBEEG 2L T\ 5.

—75, PVL R OBRRIIBES TIZ, (& CO: MAERH 7 Y
% L IE, Bl (GBS shock) & DB EDTEH ShTw
5. K CO: MUE AR ME D IUHE % 18 &, IR 2> 5 PVL
ERIETBHEEZOLNTWAS. Calvert 531%, 4% 72
B F T 6 BB XY » TEHEIIRIML CO. 75 EME %
PVL 4E#] & JEPVL SES & OM CHE L 254,

# 1. PVL &EICHT 2 ERNER

(1994—1998)

Fetal-onsetPVL Non-PVL
P-value
(n=9) (n=122)
Maternal hemorrhage (%) 22.2 5.6 N.S.
Minimum blood pressure (mmHg)* 120+2.1 116+1.7 N.S.
PROM(%) 333 36.8 NS.
Time after PROM (hr)* 182.8+117.1 53.2+13.4 <0.05
Length of tocolysis (hr)* 458.4+192.3 182.3+28.2 <0.05
Severe uterine contraction (%) 88.9 43.6 <0.05
Ritodrine therapy (%) 88.9 75.0 NS.
Magnesium sulfate therapy (%) 44.4 57.5 NS.
Chorioamnionitis (Blanc grade =2 )(%) 66.6 17.2 <0.05
Maternal infection (%) 444 46.7 NS.
Antibiotic therapy (%) 66.7 58.3 NS.
Fetal distress (%) 444 25.0 NS.

N.S. : not significant
*: M=SD

G5, R o#5.2000)
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PVL BITIRABICEROFHEIRI CO» £ MK
ZEEFHELL T, PVLHBITIRECOIMFE(S
3.3kPa) IZZ o IFEBIE D £ <, ZOHHMBENT L%
7R L7z, FfRICTkonen 5% % A4 72 B ¥ TOEPCO,
Im¥E (< 30mmHg) DFFEEEE A PVL #l L BHE S 2 = &
%, FICTIFEH S92 X Y& CO. IfE (< 25mmHg)
DRELHEEES L0 PVLAIEEEL-C L
WMEL TS, L724> T, & CO: MEA PVL RiEDH
BVIREBRBICHES LT A Z P HEIND. T/,
BAYYAMETIEA ) Y ABHBEEOBSHE L Ca 7
Y ARNVERC Z LI L ) METFE IS/ Lg e s
HBE, TORFE, BMEICEETL b TV,
PVL & & BGIE & O BE T, Faix 5913 GBS Bl
JEY gy 7% &L TRTCOEFTPVL 255 L 7>
LHRELTWS

6. Zhr

PVL O MIEEETEEHEZW, CT B X O MRI Dk
SHEZH, 2 VIEEHBRPITORBERNBH AL Sh
5.
1) BEEBEWHRE

PVL 3% 22 J8 B 1 B 38 12 B K (1% Smm B I ;
cystic PVL ; ) 0SA LN B A ICZH S5 (K 3).

T7z, EGRIICHERE, SCRNES AR

T EE % (periventricular echodensities, PVE) 354 & 1
%. PVE OREZBE=ATLOIRMEEDEE L kL,
H4DE)IZHEENTW AL I EREEORLEDOES
DAL NDY, 3EDEEIZFREM O EMEREOE
EVEDN, BIERBELX72LTL52L5d 5.
$72, §H’aff/ﬂm>& CEOEMENRIICO Y HEREL
%5 PVL OFENSEbI, Z0HO MRI RERPE
HOBEFET + O —FLETH S, ELEML IIBT
WD & NREL & DIEIT 21TV, PVL 13 PVE OREEE L
BE L, PVEL £ T3 16.7%, PVE2 FE ¢l 39.1%, PVE3
EETIZ2B1(100%) 124 51, PVE2 BB 45 2 L -
B 5 b DIZHERCOEENEERT, BUBROAL
N72d DFEBHEHRALB AN L2 H|EL TV
B,

2) CT B X U"MRI %%

PR 8EEEELLEEEMNEICL S 1993E0 5
1994 £ITHZE L7z 33 BRI OB AKERICBIT
PVL OFFEHEL 9.1% TH B, 20 b, HEIBENE
RAECBED 2 SN2 DH34.9% T, 5B Y D 4.2% 13 CT
BLUMRBREIZL 2, MRI BERSE 1 LT
ABH6N, BME=AE 5 AT CHIFIC T2
WG CRESEERD A, I, SABENOME
HERPAMENEORE, FEABOHEEENETS
HOND. CTHRECTEIZAEEMLOMEIA, BKE

X 3. EEBE

C & 2 ZeRa A 2 R B R b
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4. EHEERIC L smEEL I —BIZX 508

" %

2

B 3k

3E

RENDIRAEHE DM L D IBEEORVS O (1), ANE=ATCERL, RE#ELREOMELI-2R05
bO(2F), REELY DML I—HEELRD L0, REELASOTI—BETHLPZAMHEL B

TEFY 2L 2b D (3 )

NEEDAEE, WERHOHEREDRTIALNS.

L, REFEETHEICH S D0 (RETHERIL,
subcortical leukomalacia; SCL) %, RE - RETIZA#
THEBOALNS D O(LERMEK, multicystic
encephalomalacia;MCE) 1 Z D EEER P E L 5 L&
ZBNTWDHILRS, B FEbhT\nd, B,
Diffusion -weight MRI i, 8% ¢ MRI LEIBBE R
ELYIERUHOPVLBEICERLE DN T1E9,

3) FREFEWB M

PVL ORI 02 B B kb & IR O, BRALE &
M7 . PVL OBEEZHTIERSA S LTS
N2, WHEMIIIHERO 7Y 7 OMED b E5M
DERITTHATH L. ZOEFDICDOVWTHE, F
(focal) #, W (widespread) & ,D (diffuse) # D 3 FEIZ
SHEIND.

oM, HAEBBHOPVL ICEREMEFTRELT,
f¥AEcu — 5 » FHEE(CS, C4) I —@ M FF gk
(positive rolandic sharp wave; PRSW : < 500msec,
25uV PLE)ASHIER S 5. 440, PRSW &, IMEA IR
MEFFELME OBEFS b4, 20k, MER
FAEE A OFE L B L7, WREECHEOD 5B
DEERW R —I—LEIZOND Xl o209,
Band 513, PRSW % 7EfG:E %K 33 AR O B AEARE R
765 4 THFE L, PVL L ZHT & N7z 02583 4(10.8%)

T, #09 b, cysticPVL 2R L7z D654 (85%),
55 44 (7.2%) /2 PRSW 254 &, $eR4kiL, e 28 Bk
T 100% (BREE 32.4%), 28-32 3T 99.8% (&% 87.8%)

L E L, BEBRMRAE T cystic PVL 25 & L 5 DEi 5 5

HHTBZE,s, PVLORHFRE~Y—7 - LTnw

B,

6. PVL O&BHE

PVL OIS EEE LCES b 0 EBRED
W, BMEERE, BICRAREDOEN, TAPAB
L UOBEEEND S, o

1) EENFERE

E A ERES SRR B I b, Bk
WEEZ &7 (). FICTEANOREHERTEL
TWEZEPLELTENOEESALND. BERM
12X ) BRRE, MR (spastic diplegia), VUL
JFRJEE (spastic quadriplegia) & & 727, % { ISR FRE
THbH. T2, MAIPVL DBFATH ZOEEDEEIC
L OVERENPALNS.

2) MEMhFSERE

BHSERE R AT 529, fEICHERICEED
AHND (3K 2). FRI T, EEXMLEESE (ADHD)
REBEENWEL 72 5. Whitaker 5 (ZBHEBEE WK
ECHEENORTED 5 VIIHEL K Z RO - HAKE
2,000g K OEHAKRE R ZRHFRIZ, 6 RBICHE:ZD
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KABCLEHHEETEAAY bNy T —

(23)

BI(Y. Y) HE1EHE #2HE
RERE  BRUERE 92 +9 96 =+ 8
R R AL R 58 +9 56+ 9
RS B R B 72+ 8 73 +7
BRERE 77+ 7 72+ 6

A REMO LB

RERALE > R (B2 1 1%), RFLEHBE(CEEZ :5%)
RERALEE > BIREE (A2 1 1%), RANH=2BEFEE  2L)

TR, RERMEAOEE, HENERML, SHEEGE), ZHENEIE.

Hr
EEIRTE (W), BAvRe, SFEEM (EE)S5mv.
R LB RE T & 1) MERALER AR T A5 .

RS

JEFAERTEER - SRNFI» ) 2 ER Lrib ) b, SAElsE

CITRBMEEREE TV, 5% ITIEMNSSERESA LN,
FEEOENDOdd T 65.8(CT:19.1 425 224), R
BOENHOdd H.3.7(C1: 1.3 205 10.8) TAHA LM, FE
BHIWDEBICERENAONDL ZERRLED, 72,
DSMIIR % H\7-iMEERE T, 19 OREEAD )
HL1EBTCHLEFOALNZS DDT0dd T 4.4(CI: 1.8
%25 10.3), ADHD #°0dd T 3.4(CI: 1.3 2°5 8.7), Tic
AOdd HT87(CI: 1.3 557.7) Thol-Z L &HEL
TW5B,

3) TADA

F & L THEMIDFEIEN A SN LS, F0M, ki
TRE AN, RERME, KMBEEREZAHL, £<
FEHAMTH 5. F7z, PVL & West fEBERE & OB
FESNTWE%D, PVLIIZAHEY 5 West SEREED
MRI DFFEUI R ERE O, HINSEILA, 55K
FIR, HhiB X OBEEREL & LSRR oRE 0A 6
DR L TV 5%, Okumura b @ West JEBEEE % &0
L7:PVL B OBERM 2B OB L2 |5 L, Wi
BREMEFOL LATMETE - BETO(Z)BEE
# 4 (bilateral parieto-occipital dominant irregular
polyspike-and-wave bursts) 2% 5, #IZe FA 7Y
AITIERBITTHILERRLED, bLbNOERTD
FIRR DB GBI SN 7z (0 5). & 512, West EFEE
Z AP L7ESIEEEE HRE C O REDILHIC R A
Tz, ‘

4) REREE

B 25 ~ 5% ICREN D S & e EEIEE D
ELOBENIS LN T B, BEDE ITRIEERH
#<, BRMEICRITAEDPTH B2, Scher HiF 12 7
BR»b24 r A7 3 0—7 v 7 CEEBN B IBREE
T, 10 &9 2 B ICHITE TS A 5N 7278, ok
BEEN ol LTwh, BHFRETIZ4 A5 9
RSP TIEENEE L ARICIERT 545, BREtsh
7297 Rrb18r AOMOWES NIz K4 DRTL ¥
RREEOBEH/NE RO T30,

$72, 20% 205 40% IHRHAE AT pen e BT
BEOPVLFZOERICH) . NEFAMHEZFE->TWVER
Xt 5 VIZFEAIMEREDOLENEDL Y, BRI TR
ONERELFELERIIZ o TWAE I LRI TWY
Z)GS).

Z Dl KRR R paroxysmal ocular downward
deviation™7% &% PVL JEOH# L ShTw 5,
3) 16

WEFFRERE I CIESEY A P4 v EDBEED)s
ALPICENDDH 5. Dammann B & U Leviton 5 i
IS DOFUSBIESER DS ROWGIRERE L 72 5 2 & 238
BLTWwaZ® L L, BRETIEPVL ICHT 26%)
GEPIGEII 2. 6o T, JRIEFHEEZ BB IITV,
BEFROBRRL ZOFH GO L LENH L. T/,
HIZERRITIE, 1K CO: MERE 7 ) 7 A MAE IR 21 E
R, BRYYE, HEMFHIEIE, PDA, KIMEZR &2t 58
REBRBEOFZET + 0 — 21T, BEORYPRR, B

s

’
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Hi 4

Fp1-T3 —" v~ Fpl1-Al
T3-01 ™ FP2-A2

FP1-C3 Vv F3-A
C3-01 V7 FA-A2
FP2-C4 m C3-Al
C4-02 C4-A2
FP2-T4 7 V""" p3_aj .
_ M“\VW _
T4-02 T " P4-A2
Fz-Al | N 02-A2 !
CZ“‘A2 \,f}‘»f"’\bﬂmmm F7‘A]
Pz-A1 ™A Tnen F8-A2
Fz-Cz ~\/ ™"~ T3-Al
Cz-Pz V7257 T4-A2
EOG P\/_\/K T5-A1
MR T T6-A2
EMG ECG

X 5. West SEMEE = &0F L7z PVL JE ORISR 2 i 5.

" ®

& 3%

HE%3IHHA2TH

HEB4HH268

W BRERZ O & LTS - BEHO (%) BiR¥4E 4 (bilateral parieto-occipital dominant irregular
polyspike-and-wave bursts) XRS5, #iIce FA 7 A I 7ITRBIT.

HEEEDDLENH L. T, EERETIE, fER
® Voita 1% Bobath 7% & OHEEE I 2 T EHE:
REHER ERBIICRERE BTS2 L2 D
QOL DHFICEDS B LEZ NS, 72, FkTirZn
FEEREICR LAY ) X AHE Type A % AV 7-iGED
PITONZOFEHEITRENT VS, $72, EEBETA
AT L THBHIRE O ME S hTwa™, Zof,
RS ERERLHERMESE, ADHD 7 LBE, ¥8H
TO7+0—bEETH5.

|, PVL RECREMREOEZLRRE L 25T
V2. PVL DFEEZWPICEL S €52, R - Hi4ER
BOBEHF Vo2 ) ERENTETWS. PVL ROFSE
FERDER, BHFER, BEFRICOVTHMICKREL,
72, PVL BAOHFN - HAHTIE DT> T L BE
Wb,

X 73
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