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(Periventricular Leukomalacia @ PVL)

1. &2jA~H (Neuropathology )

PVLE Z349] o7} §-9jef olget Huld 74
of WAt A P4 2AIAMNE 9fvjEl=d,
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1. Periventricular vascular anatomiic factors

2. Pressure-passive cerebral circulation
3. Enhanced vulnerability of actively differentiating
and/or myelinating periventricular glial cells




846 cherelR{NA MY AT

US #Axtz PVLe o2
T R sEA AaAEe] sted ¢EAPVL, ¢
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Sensitivity  Specificity

. Most powerful predictor of nor-
Most powerful US predic-

Authors . mal neurodevelopmental prog-
(%) (%) tor of handicaps
ress
Graham et al/ 1987 67 96 Cystic PVL
Prolonged flare
Cooke 1987 56 95 Late cystic PVL
Nwaosei et al. 1988 58 100 Late major haemorrhagic
and ischaemic lesions
Bozynski et al. 1988 70 100 Late haemorrhagic and
PVL lesions
Calame and Fawer 1990 80 100 Cystic PVL, persistent
increased echogenicity
Stewart et al/ 1983 62 100 Favourable scan and normal

neurological examination near

term
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ol PVLshs 9ol 2% Wast 2w vy dol
3, AU el A% Fusty AWEYY o
1%l PHIZb 220, A2 Folsobe] 334
o) F/KEA Hah B gl Z7ksta SEk(T),

1. Ha| A

HAFS WA & 84 WA £AE BEeojiy
°F 67% oM &Aoo n dsta P
Yol FotHez WAL %@i & Ho
o, e ME s - SE - FRE ~r1°ﬂ
%%aﬂ%%%ﬁﬁéﬁﬁfiﬁﬁLWVWﬁﬁﬂﬂ
= 59 3 Belo] S9ara] vehdtl ® oE 54
£ oF 80%el 4 HANEES Fukala Yev o
o[ 2 &7[dlE= A2 24 (intraparenchymal he-
morrhage)& HAAoz HAYEHe| HHdd U=z
ggslo] daghttn Aztsioct, Avjddgogs
PHIE Hd3g Rdol FAzges Prsa ol
T FAYY (medullary vein) & w2t #@5H &
3 (perivascular hemorrhage) £ Holw, Rl
o2 AAYY FHPY] dpoz wa gy
& 4 7] 4 (subependymal germinal matrix)uje] %
oA ol (terminal vein) © 0.8 FHAA = 2449 9
7t B b gl Hap dFEe dof (29
1) AudEY Ay 4482 (hemorrhagic venous n-
farction) 244 Holed, A74¥elsts o g PVL
Hoje A olxAog WAgh 28 o) Vb
st ARl A PHIS &84 PVLE 87|
47 ko 7IEA B4 L vuste] BY ¥ 33
Zo] g9k 9l

L,

B 3 {4943 F(PVLI 2846 A4F
(PHD ] 7o) 3

Proposed  Markedly Grossly  Sie of circulatory
designation asymmeiric hemorrhagic  disturbance
PVL Uncommon  Uncomman Arterial
Near! .
PHL Y pyariable  Venous
invariable
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4. HEkIIN

Hej7{Ao s AvlefA] dust AAIZEAH
Aol ehds FgdE #E ohzut PHIg) 80%
A HAYEEE Hol=d T2 Grade T o]49]
& s AviEde) BHHL, HAWEEE Bele B

e F2 Hddado] ey, & HHdEYo
FE A A AE 4dFE o) HHYE
do] viehd Fof) WhAleh: Flow Hol w74 3
A2 ofste wfylEAd FUA4 “‘*OI @47

WA slofi mabd A A RSBz
b R ARREA BREe FAAHI G Aom ARE Fodud, oue dee Y
(50 WA Apdobal)sp A gofoirt. maeh e frw £AANE Sl vk Qek(T), Ju o
W AR oRel 4R 4hS HelnH PHI £ A9H @Tge] slsh MauEads Qg
T B N M Y
GERMINAL MATRIX- ISCHEMIA
INTRAVENTRICULAR
HEMORREAGE 5
PERIVENTRICULAR GERMINAL MATRIX
LEUKOMALACIA INJURY
PERIVENTRICULAR VENOUS {NON-HEMORRHAGIC
CONGESTION INFARCTION)
L SUBSEQUENT o
PERIVENTRICULAR ISCHEMIA REPERFUSION
HEMORRHAGIC INTRAVENTRICULAR
PERIVENTRICULAR HEMORRHAGIC PERIVENTRICULAR HEMORRHAGE
INFARCTION LEUKOMALACIA
I8 3 WS EAEAAS(EH) N Hdued W A AAFA9EARE (0 82%) e W E
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s PaulE 24 g o gz g
& 2459 S4Rgon ¢l HAWEY A}
74 W59 WAdde] makEg 2dE ool §
th oA E dA 7Y gol WelEdRA T gl WH
NAE HAEE ofdt sagun FEANY
AHE % HEAHANFoH, JANEE, 28
4 PVL, zgja PHI %o He)7|d4 g%ty
1Y 302 FAE 4 o, 2 gokiMe &9
4 PVL: PHI W4 42E ¢hd3| tE3tn 2le
1 AA dabel e YEE o+ gloyg FERe
yiae] g E4E 4 Qlow eMdE Y
T Qdth

5. ol% 3 oY

US ZAA PHIZ F4=e 3¢ H44Uz&
w89 (intraparenchymai echodensity}9] #79]
lem o}dsl 7§ o F71 Ssta =l (10),
F 799 Fele g Whge s AT Had AtE
59% (HAAY 2o} FutEA] Yotout F59
A28 Grade M 39 AFEE @4 8% )9

B 4 42792948 94Z(PHDAA 4&4e
Mele] me g

Out Severity of PHI*
wicome Extensive Localized
Mortality 30/37(81%) 14/38(37%)

7/7(100%) 12/15(80%)
6/7 (85%) 8/15(53%)
0/37 (0%)  3/29(10%)

Major motor deficits
Cognitive { 80% "
Normal survivor**

* Severity classified extensive if PHI extended from
frontal to parietooccipital regions and localized if PHI
confined to the frontal, parietal, or parieto—occipital
region, as visualized on parasagittal ultrasound sacn.
* Cognitive function { 80% of average of age ; psy-
chometric tests used were different because they
were chosen according to age and best ahilities of the
patient. ** Surviving infant free of motor defient
with cognitive function } 80% of age.

1 AEoLY 86% ¢ TR $EUNE BALn, 64%
= 559 AAFGHE YRt

e} o)jgh ofFof @it FAlE PHIY Hxof
w2} - A(localized) % v]9HA (extensive) 02
S A4S Wol debd & UrHE 4).

PHIg $iete T8 498 w7y 2 HddE
Holog A2 TAHE oAfsiofol PHIo| ¢
§ ulsole] HEGE HAAE 7 UE Aoz A
Z1EH, 49 ALdlAe PVLA 22 334
Eapol wiA wAEl o|alAHo R FEA vAlR A
Y& 4+ ong HYUFF 2H 42E Ui
flate] A7l AFs vl & PVL WA o
HhgFo] Algis]oj Aol & Aelch
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