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M. Takasaki : BREMKFEZER
Z4HE 01995, 8. 21, FRAEH 11996, 3. 13

% bR WESRBIREIEFOREN b H Y, O
EixLE e bEzohb, EESVEREEO Binswan-
ger FEHIT, SEEH L UTENIR I A 2 Bk 2
B> SEREHSINIIIREG & 0 & <, [RHEzBIlRE(LE
AL EEZAL L BE L, EEIRE S HERA R (R
M B TR B B REEEIRE Lic, —75, PVL 08
B (RINERERD) ZExOFICcRZ2D, AN
wEEE L7 PVL 2o XD [AE% PVL £TA 5,
Binswanger JEC& 2 b £ DEA Y TR D DR D
ZEans?, 72 CPVL ORE -HIB XL U TR
JREZ s ORI BERH B0 E I P EM B EHNT,
PVL OEE-L2 0 0 4B A¥EL, 7.5MHz BE
B BEL AL CEHOESIN-SEHIRFEEZ, &2
Ankle Pressure Index (API) 7% RV T FEEIIRFE
BRRET L7z,
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5 o NTzERR2540 (B1306, L124B1) D5 %, B,
RERR T IMAE, -KERAE, MMEIRERRRV ot ROEM
Blicd 4RFEER LI, $4bb1) CTItTPVL
BHREIEE W U E A& 60722280 (% AME PVL

TR G HRYe & Ui BRI CHEES CT, HEhiR

DA

BEM, APIREDNZIZEEC (14 AR METs

®1 BHOEERETF,

WRERAYVEETE  (U'SAMPVL 3| IREE PVL B | oEBIMmmREE EHCT 8
n 22 23 70 50
Fi (%) 66~88%% 68~88%% 67~915% 69~-805%
79.96. 2% 80.8+5.45% 77.9%6. 785t 78.2+5. 3wt

TERN(E,/22) 6,16 8/15 37,7331 27,/23%
TERREF (%)

B I 86% 70% 60%t 48%71

PRI 9% 27% 23% 26%

= A8 MUE 41% 27% 33% 20%*

*p<0.10, T p<0.05vs U'% AME PVL 8, T p<1.10vs R PVL ## (Fisher’s exact
probability test)

Uk A PVL BECHMOEEDS T F O — L & D% o725, &g selection bias
I & BATREIESSTE .

Vg AMEPVL REHE PVL PVL(-)

1 BREOREKME CT
ER &AL PVLE, FREEEEPVLE, Adarbo—L, wihd PVLRI
W T, OMZ&4 ATEERBEE, FMAHLERL, REEPVLETES 7+
(KED) »RD ST,



Periventricular lucency & BEEH-BIIRFEE

), 2) PVL »MAIENERTAABCOAREL, +
PR RO RIS S 2 5 i v o 722361 (IR
PVL B ©, FHEMIZELT9.916.2mK (B 641, 2
16f50), 80.8%5.45% (588, X150 L& TH-
72 (381). 2 b —NIE PVL 2807, Lirb
U % AME PVL Bl age-match U7z, 3) BMIIEEERI70
) CRBRdmietE) &, 4) CT ik ThmEREEFICLS
BEDH NG - 72506 (IEE CT R zAv.
7 BB AR O NERIE, FRVE R R & L7261
Flofth, BRFRE, EEFEE, VA N UEREE, E
BN 2 M, MIEEEN1HH ST, —75, EE
CT B A TEELITH (BRI BERIEE{134,
NR—F VY VR A LRI, X131, ERELLE,
FREOLUNIBIDEENT I,

PVL OF¢fd 84 CT g (HiZ CT-HSE, A7 A A
E10mm) W& THARCTY (K1), s OBERE
HE)Z B Lz b D IEARTIE D bR 2, g oSS
ERGEER, B o/MEZE (RELSem LIT) 777 &
LT, FEEFZE, MRz s XEIL 7.

2PN EmBINR B € — NEBEEWBEERE (BT Medi-
cal System U-sonic RT4600) 8 & U APL flE 21TV,
F O RIHE o BT HUBURET L 7z,

i EH 37 5MHz 70— 7 % B CEI 2 EE
L, SERO GG, REGEE, Al-#RMI& %z rou-
tine 12 fTo 7. BEE/-EENIRFEZE X5 IEH (low
divider) & b FIREI3cm & EMHEH2cm ORI TEREL,
%, REMEELHERE (plague) OB - HMAZR

33:395

ZLk. 20> bEERE (RIEEPIERE X D00 L
D7) FEAECE S (WERE CIXTeE L O
BIEEE 7 72 ), — 77 plaque 13 intima-media com-
plex (IMC) ®E & (a) #32.1mm 2L EOBEEERE &
FEL, S6kES@ERS D) (az22.1lmm DES
2HT5IMCOES) Dtb»rs 28, 74bb
mural plaque & nodular plaque W454E L 72®, mural
plaque & b=3a & 7 % plaque, nodular plaque &
b<3a &7 % plaque T, 43RV plaque DFEE M
BfawE 2R T, ¥7- plaque OFEE L plaque &
LT, B &t plaque DEECE R S Lz BIRE
BT LU ETEDL L, plaque O (a) DEIE S
iz firE DER, #l 2 1 SHASEER (CC), REEIR (IC),
AEEIR (EC) TF Lz, & BIEEE O plaque =
hypoechoic plaque, ¥ 2faHMZE L% ulcer £ L T,
FOEEE R L.

—%, APIEIFEIWIZ5MHz N 77 st (MER
%4 ES-1000SP) % A\ CIHEL I E & # E 4, THIm
ER/MEZ FEIIESFKETHRLCAPI{E: Lz, I
R VA EAGZ w2 C R BAET D RS, A v v 2w b
REEEOT, BED L IBEEEIRS & OBEEIK
u—7 YT TRE S, API{EO. OR#z 2%
&E (TRERHEEDD) &Lk,

BEREF L LT, SMERERE CF I IHEm
FE160mmHe L E 6 U < BRI MEISmmHg A E
HBHO, FlFAorOBEEREEEZT TR b
O, FERE SRR MEL140me/dl DALY, F 721388

mural plaque

2 plaque DEFHEMBEFFR

nodular plaque
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BT 2o pDBEEZT TR bDE LT, &
BE M 1 VSR 0 v R 57 a — U{ED220mg/d] LLE#
FLizb 0w, F-dEclRERHuEH AL T
WBEDE LT, FORE EL), FEAEPVLE
CEE M (vs RO 2 B, BHEMIE (vs IEH CT #)
DEEE R EP» o T,

R OB DSM-TILR CED &, MEEETORE
FEE E, BETRANIRER A 7 — 2 T16~205%
BEREE, 11~155 % h%E, 10EMUTeEEe Lz, &
7 HEEEE/E (ADL) RN ENIIEL D, B, F
-8, ENBhcEa L,

WSS RYEEHT 1213 Fisher’s exact probability test,
Unpaired t-test, 9847 (ANOVA), Scheffe's F
ZFVv, p<O.052FEZEDD &L,

s R

1) BB 5 APLEEOEE (R 2) | APL{EE
O E AN PVLEEOWSKIC A 5N, THIEERECT
BLIDEECS, BEEPVLELVSWERAZR
L7z,

2) U'F AMS X URBEM PVL #E&FIOHKIIE
H (£3) U AMPVLEOERERE UTE, %
9 Bl FRRED T Hl, /N—%F Y =X, (KR
JFREDSE 3 BA o iz, @R ZHY, bl
Bennett ® ® Binswanger Jis D ERRZ BT EE I &3
LTz, GEEOMREE T E@Es (1261 =59,
ADL b &/ b @ (14§l #%odz, CTHRT
77 BT s s NIz,

—7%, R PVL B EEREFRE, RRE 7
B, HE»3IFEESET, i HEERERET W
BB CHOP-T- PYL b & EhTwiz, FEEDNE
DIIEEE TR H v, 8#I (Hachinski LA 27
7 SLE) DRI MR (o 3BT VYA =
BER) BWShTwi, 2N Bob 0k 6l
By, CTERETREZ 7 7813 AH oIz,

2 BRI D CT FiRT7 7 7233661, KE

x£92 EPwBIT L APIRECHEE

Vg A PR papisli s )
PVL & PVL B fmapg | T CTH
API {E{& 45% 229%* - 29% 18%7

API {&{# : Ankle Pressure Index 0.93k{#
*<0.10, Tp<0.05vs ' % A 4 PVL £ (Fisher's exact
probability test)

3355 (1996 5)

BEZEHI320, /INMAEZEDS 261D o7z,

3) FHEEOBZTWMBAR (£4) T 0HEEK
RO E AN PVL B082%, BREME PVL BED74%
WHBN, WTFROHBEO2HEL VARSI P,
i EENEAESRICAS W IEER VS AE
PVL BED73%12E L, REME PVL BE(39%), R
Mk (32%), EF CTH (16%) toMicERER
=7z, % plague L TIE, nodular plaque 2308 & Ak
PVL B (0.50), BREEPVLEE (0.35) THEIW (vs
HERD 2 BE) %o o o3, plaque DR & & TRIREME
PVL £ plaque M5 RIMIMEEE L D K& podz, —
7%, mural plaque DHEEPKE R WCEEFEAONZPD
72, Hypoechoic plaque O (FEED plaque 15D
ZHER) U0 A PVLEE, [REME PVL B, iRl
MO TERZL, WIFRbEECTHIDE
Moz, £z ulcer BEHE DL TH T, ABRBUEA
M PVL B, SREMmSEROE 2 flics shi.

z B

FEL CT TA 55 PLV OfHEIZ MRI  PVH
EDEBH00, ZOBHOREET-RICHEWES
na., AWZECioo CT 2Av, B NERTAEE
r g dl O ERIES I EE U C PVL 23Hl L
ro. 2OEHE, 1) ZhedHERMOFRTUTDH
22 %,2) T OIETOWINE O AR I LK
MERR I, SowiARBERRL PVLE:
#iFi-0ix, 3) PVLBSHIAREEL DIRE D, &HEC
EETLEMICH D I LPICE D,

¥ - AR CHW S BE— NEEENERED,
EIRAE(L O IFFEER AL T b A BB -EEIRDO D T 078
BEL b EEEMCHRET 2 Z L SHET, BT
plaque MIH DEE I MEEZ L DEBNLTW S LW
319 s 7 plaque DEBRATEZR X7 BRATETZ
Vs, plaque RREOEEIIVRE & ER L 0K
5, WEHRHZE ORI T b EENOSIRE LR
L T 2119 2 )3 % mural plaque 11 heter-
oechogenicity %73 b D% {9, plaque PIIMEE &
ENES T TwaapEENH 519, —7, nodular
plaque 3L THEE NS <, BREPRELRRE S
N5, AFETRINSOFMICMA, EELD
hypoechoic plaque %, % 7-#8 & 0 &E M plaque &
ALz,

Z s PVL RSEEIREZ NS & & b,
B 3, AT 4ABEHOERICEREEZES <,
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23 Uz AMES X URBN PVL B&FIOMKNEER
no. |zas\em|  mmw | MEEFO ) app w7 pm|HL| AT lcTmm| AR s pa ae) BEOI \Ba R
11791 F |PBP severe e+ -] - - - -
2| 66 | M | dementia mild =l - | -1 -1 — {Lac - -
3168 | M | dementia moderate | ¥MBhH| + ] — | — | — - -
4| 78 | F |parkinsonism | mild MBI — | — | — - - -
5| 84 | F | dementia severe el + | - | + + - nodular 2.3 3| 1C
6169 | M |LH severe el + | — 1 + | — |Lac nodular 3.51 9| IC | mural 3113 11C
718 | F |RH severe e+ - - | - mural 3| 17 | IC | mural 2.5| 9[CC
8 188 | F | parkinsonism | severe e+ - | -1 - mural 4| 16 | IC | mural 2.1| 14 1 CC
9| 84 | F |dementia moderate | ¥NMEH| + | — | + | + |Lac mural 2.3 | 10 | IC | nodular 2.1 4} 1IC
10| 8 | F | PBP severe MBI+ | - | - + | Lac mural/Ul 51 24 | CC | mural 4112 1 CC
11 | 82 | F | dementia severe gy + 1 -1+ 1 — |Lac nodular 3] 511C |~
12 {71 | M | RH mild =hva + - | - + | Cor nodular 31 6 | CC | mural 4112} IC
1318 | F {RH moderate | &M | + | — | + | — nodular 3.5| 8 | CC | mural/UI 3|22 1IC
14 | 88 | F | parkinsonism | mild ENE| L -+ + nodular 3.1 5 | IC | nodular 4112 | IC
1518 | F | PBP severe B+ | -] — | + nodular 31 4 | EC | nodular 2.11 51| 1IC
16| 8 | F |LH moderate | £/MBy| + | — | + | + |Lac nodular 2.31 5 | IC | nodular 41 6 |CC
17 | 78 | F | dementia moderate | &R + | — | + | — nodular 2.1| 5 | IC | nodular 21 5| 1IC
18 |-86 | F | dementia severe eMBh| + | -+ - nodular 31 8 | IC | nodular 3| 711C
19176 { M [ RH severe el + | - | — | + |Lac nodular 3.5 6§ IC { nodular 21 51 1C
20| 74 | F |LH moderate |¥MEH| + | + | — | — | Hemo | nodular 31 7| IC | nodular 2.8 71CC
21 | 82 | F | dementia severe Mgy - |+ 1 -] + nodular 2.7 7 | IC | occlusion IC
22 | 75 | M | dementia severe Py + | = | -] + nodular 3.21 9 | IC | occlusion 1C
vo [emleen|  wmw | UEEFO ) app g7 pm|HL| AP leTmn| AR g ma | SO B R at
1179 | M | hemianopia mild =hva - | = | =1 — {Cor - -
2179 | M |LH none NBy| + 1 — | — | — |Lac — -
3177 | M |dizziness none Hir + |+ |+ | — |Lac - -
4 | 81 { M | dizziness none =hva + 1= - — | Lac - -
5| 8 | F | parkinsonism | mild 2B + ] — | — | — |Lac — -
6171 | F | depression none HiT + b+ - - - -
718 | F |LH severe eNnBh| — 1+ | + 1 + |Lac - nodular 31111 1C
8 | 80 | M | int claudica. mild F11Bh -~ | + [Lac - nodular 481131 1C
9|8 | M | syncope none A - | - | -1 - mural 3| 11]1C | —
10 | 88 | F | neuralgia none EhvA - - |+ — mural 41 19 IC | —
1118 | F |LH severe By + | — | + | — |Lac mural 2.1 8| IC|—
12 | 83 | M | RH moderate | £/BF|{ + | + | + 1 + jLac mural 3.5| 19| CC | mural 4115 { IC
13 | 83 | F | dementia severe 2NE| - |- - | — mural 3.51 12| IC | nodular 351 9|1IC
14 | 83 | F | dementia severe Mt + | — | — | — |Lac mural/Ul 3| 9| IC | mural 3|11 ] IC
15|68 | F |LH | severe HABy| + 1+ | | - |{Llac nodular 4| 5|CC| -
16|70 | F |LH none B+ - - | - nodular 6.8 141 1C | —
17 | 87 | F | dementia severe ey + | -] - | - nodular 3.819.5|1C |~
18 | 77 | F | dementia moderate | ¥ABY| + 1 —- | — | — |Lac nodular 317.5!| IC | nodular 2.1 611IC
19182 | M |RH none |+ - - | — |Lac nodular 3.5 6| IC | nodular 4] 6]CC
20 | 83 | F {dementia severe e - | -t -] = nodular 3 7 | IC | nodular 4|10 | CC
21 | 83 | F | dizziness none =hva i - nodular 2.8 4 | EC | nodular 1| 3| EC
22 | 81 | F | dementia severe ¥+ — | - + |Lac nodular 2.11 41 IC | mural .1{ 14 | CC
23 | 8 | F | dementia severe B - |+ ] - + nodular 2.8 5| EC | mural/Ul 3|11 | IC
FEMI U A PVL B, TEEREBMPVLE. (K F %, M: B, PBP:REREVE LH ! ZRHE, RI: HHHE,

int. claudica. fEBkERTT, ADL : HEAEENMEE ), HT | ®IME, DM @ §8iR#ME, HL : BiRMiE, API: RBEMIMEL, Lac:
%2, Cor: KEFEE, Hemo : MM, UL: &, 1IC: WEEMR, EC: 4#5EHMR, CC: ik

HER)
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BAEERPRMETS

R4 BBROEBIRNEE

33% 55 (1996 5)

TEBIRIRZE U At PYLEE REMEPVL # | BEhMmEst IEH CT #
A (+) 82% 74% 49%~t 40%"1
FriBISREnik 9% 35% 17% 24%
- TRISEENR 73% 39%* 32%* 16%*t
Plaque (B4 Bk A%

Nodular plaque 2248 (.50) 1641 (. 35) 24fF (. 17) % 1218 (.12) *t
E & (mm) 2.87+0.62 3.46+1.18 2.74+0.58 3.0940.86
£ & (mm) 6.27+2.05 7.50+3.28 5.48%£2.02 6.42+2.48
#R{z (IC/EC/CC) 17/1,/4 10733 14,3/5 7/.3,/2

Mural plaque 10fH (.23) 101@ (. 22) 301@ (. 21) 1648 (.16)
B & (mm) 3.29£0.93 3.12%0.66 3.15+0.82 2.9220.56
£a (mm) 14.90+4.93 12.90+3.81 13.75+5.49 13.19%£4.71
AL (IC/EC/CC) 6/ — /4 8,/ =2 211,78 12/ =4

Hypoechoic plaque 1118 9 & 1648 3 {E*t

Uleer (+) 2 & 2 1@ 1{H 21"

Occlusion 27 — 2 7% —

*p<0.01vs U'% A PVL B, Tp<0.05 §p<0.0lvsREMH PVL Ff(Fisher's exact probability

test)

I OFEIEEINL D,

ZOfR, ABEEBT 2EHINEEOEEEEY
B2 & O % At PVL BE> RS PVL B> R 1
BRESTFECTEHERYD, WEDIF L A ED plaque
Thotz, B AN PVL B THEIEEIEE 2
Bb% <, RKALREELE%E 2T nodular plaque 23
mural plaque @ 2 {FOEETH S iz, TORED» S
PVL QEH D L EHE/-EEIAL OBE & ORI
& OBEIEIRIE S L, I3 Fazekas & OFHE " &
FTET LD TH ol b bEEIIEERD2H)
% MRI 0 gEZ{b (PVH) OFEIC L > T 28y
ML, WHR. o —% B CEBE/-EEHkcB T 5
plaque OETE 2iast LR, BEE(EFCHEBIK
REOEESEPoTebwd, JOBEHE L TESR
MESERRTFPEEEETEr o R » 6, &
noOERETHHERM L EHERICHEEL T
Je b %z, WEWEE R HEECOBHE(ERZT
W3, AFETH BIMENU E AN PVL B THED
EEL D%, BMESAEEN, EEIRGEE & (RHE
Uz agEl SR LT, L LU EAMEPVLEE
FEEEEPVLEEEOMICIZZ 0EBECERENAS
Nizhode, T EEMEORESMR (B,
ARZEE), #ABCECDD M bF 2 S NTeds,
EIMEMAOER L LT, EEHINREOHEICEEE
DD BT, HEORMEE{eFELI.

—i BB L EEIIREE I DWW TR, BEM S

otz T b0 (BLIOHE, BENELET)
sy ]2 BRI b A L R R
B AEEOE L OBGR» 6, PVL ORRE & LT/
MERENE 2 ST W32, UL LEH SN
BHTH sz IREs PVH % 2 Blicsa4 (diffuse &
patchy) Lz & 2%, UEAMPVLICHET 5
[diffuse iZFINAHLOTE, MEBRBIIRKZE &, £72
patchy | 3RE-HGEO/IMEE LBES 2 2 & 20
L, L&k PVH BSRIERETH/NIERETHE
CzEL7z.

HE ORIMEE 2 BHIRFE» 6F 27255, 8
W SEEIIRO MBS plaque (artery-to-artery embo-
lism) °EEMNZE (hemodynamic mechanism) 3
MOEFRIET 5N T» 5, RFFRTEI NS DA
REME AR D TH R b o e,

—%, EEN-EEIREE EERE) b5 L,
A T x VEROIRAEDR/NIERE & B /AIMEEID
SFT D L8N, EESH-EEIREE I EEN -
FIROBF(LELS(LERIRL Tnd bndos 22T
PVL DR D i h 2 EEIIRFEE » 5 BFNICHFR LTz,

a) U AME PVL B MERZ

% A PVL #13FRKEYIC 13 Binswanger 7/ £ 2
WS oA, AR CEBEEREDEZERME D L5 53
ENTWw3, %A PVL BECREAIOEBIREZ, T
RIS B SRR 12 & 5 NI AR RRE 1, B
DT, 2FOEBRELEE{BLE» OBRETDH
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27 ERRLTWS, T0kd, MTIXl) HEEINEE
ARG L CMEBN IR DS L bR L, B Ek s
Lahnwnwd b, £72) BBk & MENIRME O IR
% 36 OELIEZ L (tandem lesion 2 FZEL) 3 I1E
D& - Windkessel HEEDH L &£V, MOBRES
BEBLI B I E,3) EREEROEILHIMEIIRORE
REIE L, MG EEEETREE & S EET 5 A6k
MaRE LY, AEICASZELSEL D 52 L
B, Lo LERERAYIC BNBIARFTA & # Bk v~y
FOMET S LI THL L, —77, EREERO
RSz 13 SEE RO INEN IR T O FERIE, B IR (R AR D
MEtSLE L EZ i,

b) IREE PVL BEOIERE

BREM PVL B 8 10 2 EEIREE OBEN UV E A
M PVL L PVL (—) BoFMTH - 2fkiE, 7
APT EAEBIDA 72 WIBFTW & - Te gD &, BIRIFES
DERYPEE T E A PVLEELDELC EE
b, ZhsPVL ZEiAARCERY LD HEE
%z s, PYL SHTBEEABEICOARE LD,
1) & OIAHSHIRM- P AREIROF SIS L,
BISEEEREE CREREETSEINICELP TV
Y,2) Mg s kb I BEEEIRO BRI A SN D
2%, BTEECE LW I LMBETONE. T8bb1)
T EIEE L EINREE(IR I Y 720, SHElkE
SUKRIMEDFREE» ) T, MERETZETY
MATHFEFELZIRT <, 2) TIHBEEEIROARME
T REREDFRENRIEETE L, ZOkDFIE
ERHICROAFRT a5,

c) WRRMImEREC DWW T

AP B 1 2 EEIRE OEE L S 5 wE <, EHE)
A & BNENIR % 0F R 7o R D IL 2 D i3 RF % T, tandem
lesion DIBFIM A iz o Te s, HIEEEEE ' E 3R
mEfRnzboeFEL LNz,

PIE 6 EEIREZ 1 PVL DL D L B BEEY
2D T, PVL DEERFO—DERD S5
DR E T, BEEIIREE & EENORMEIRFEZ DO
B OWTRSBOMHBLETH S, £REE
PVL #13, ' AW PVL BE L WBIRBE(LORRENE
i B 2 EES PVL e A AR L &8 E &k
WERT A EZEYRS, UL AMEPVLE, 74bb
Binswanger 5§ D FHE TH 5 [EEERER S e,
P - TREEME PVL 0 Binswanger i~ DR 1L
2EHNELT, EEAEOMANEETHY, TOR
TR PVL BT 381 5 BIRAEZ O 5T 2 A8 F
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BEEEREBbhiz.,
X #
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5)
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11)

12)
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2 PItd, SREEYR, SRIEM, RELER @ RN
BB OBEIHMEEMERE & CT £ O{ERIGE,
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Abstract

Correlation between Periventricular Lucency and

Extracranial Arterial Lesions

Toshihiko Iwamoto, Takeshi Sugiyama, Toyohiro Okada,
Mutsurou Enomoto and Masaru Takasaki

This study was done to clarify relationships
between the degree of periventricular lucency
(PVL), and lesions in the carotid arteries and the
legs as detected with B-mode ultrasonography and
the ankle pressure index, respectively. According to
the distribution of PVL on computed tomography,
45 patients were divided into 2 groups: 22 patients
with diffuse PVL (from the periventricular white
matter to the subcortical area, DPVL group) and 23
patients with PVL localized in the frontal deep
white matter (LPVL group). Plaque, defined as a
thickened intima-media complex of 2.1 mm or

more, was divided into two types; mural plaque and

nodular plaque. Hypertension was more common in
the DPVL group than in control groups, which
consisted of 70 age-matched patients with cerebral
thrombosis without PVL (CTH group) and 50 con-
trols with neither PVL nor cerebrovascular lesions
(NCT group). All patients in the DPVL group met
the diagnostic criteria for Binswanger’s disease

Department of Geriatric Medicine, Tokyo Medical
College

proposed by Bennett DA. The incidence of low API

indices (<0.9) in the DPVL group (45%) was signifi-

cantly higher than that in the NCT group, and it -
was slightly higher than that in the LPVL group.

Carotid lesions, mainly nodular plaques, were seen

in 8294 of patients in the DPVL group and in 74% of

those in the LPVL group; these percentages were

significantly higher than those in the CTH (49%)

and NCT (40%) groups. In particular, bilateral

carotid lesions were more common in the DPVL
group than in the other three groups. The degree of

PVL correlated with lesions in the carotid arteries

and the legs. These correlations suggest that the

arterial lesions not only resulted from a risk factor

(hypertension) for PVL, but also promoted PVL by

causing extra- and. intra-cranial arterial lesions.

Furthermore, they imply that LPVL is a precusor to

DPVL.

Key words: Perwentricular lucency, Extracranial
carotid artevial lesion, B-mode wultrasonography,
Amnkle pressure index, Binswanger’s disease

(Jpn ] Geriat 1996; 33: 393—401.)
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FIFERGIME MR B T4 otz ez F I EE 55
(PVH) @ pAICBT 5 BRRAURRES

=4 RE  EA B NI A
w wE miE E

E'T | periventricular hyperintensity (LUF PVH) O D 316 2515 7z 12, #IFM MRS
O MRT2HEFFERT A o iz PVH 2 EHRE, MEREMR, GRETF I DR L 7, S5
BRI R FEF1036F] (MiMneds) <, SR EEmE/FERBEEE T % EBREFEH3 &,
s D WIEEREFETG R AW, BEREIRNEE (COR) B, FIFHAFu0 (CSO)
B, Wa—BERE (IC-CR) B & U /MK (BS) Mo 4 B MET 5 L &2 2501, 106,
4618, 22d - 7-. PVH 3 EHE, 45 &£ Y none, rims/caps, patchy, diffuse 124338 L 7273,
JR#E7: PVH (2 =%) BMMeHSSMEF TERICZ < Aoz, &£7: PVH © 5 % diffuse
1t CSO Bl FEeENIREE%S &, patchy 13 IC-CR 8 & B e B 2R L 7= & D &, diffuse O
B D 3B I3 EREIRAEE W D  MITHFER RS, patchy W/NEIIRFZNC & 5 EMMDOE
F, BEMEEZ S,

Key words: MRI, periventricular hyperintensity, cerebral thrombosis, etiology

(B¥ZzEeh17 : 9—17, 1995)

i

MR B, 5 T2EFAERIZHEORL & b #
Bz & 5 2, —MicBIfKE BESE T 3 periventricular
hyperintensity (MAF PVH) ZBEEHHERZE (deep
white matter lesion : DWML) & EEBILTHWwHR
3V, Lol 20 PVH i, REAMRFERRTR & OSTE
5, BICE DR IZEAVPEENT NS LIVR
SN, MRS FE R I b PVH OFFfE IX
—ELTwiwn, g CHRL 2FHECE TN T,
T QIR &N, MOERE & OBFENRE S
NI g 7 ERAIRERE L ORE D & £ DBRELIRET &
NTCEmee X i EDORIERER, PVH
BV EZEMOEE RS M LINY, [L#i% PVH
1%, Binswanger Ji5 & R, BEE/NEIREE I & %
BITH 2 LdIEEEN TR B, Licdt> T PVH
OIS RHB DI, MERE L OBEED SR
AT EELEZONDY, T 2HE

Tl

RAERARFBFER
(19944E 8 A 5 HEZAY, 19944F10H27H2H)

AW, 2 TEDRDILE BE S T2, FIFEM
MEERI O MR ER, MEHEFGRE2FEHLD LT,
e B/ PVH QLY 2O ELHRE, 0IFE
WA Ro o RE Uiz,

TR & FiE

SR BRI EI F 1R 3 2 A AN I MR Efo
Boni 1036 (Kmess) <, GEERKER, EEE
KERRE, ZFMEBCERERI S 7z, R 2R
BOBAEPEL, BEL LS RIERBEL2ET LK
RAFE3THIE, s OEBREFSZ L, BRiEH-
THERE « O F Wi X OFFBRAMRERD /S —F >
v ofim (Yahr I B & T) 282 U IEBRRTETE %
Awiz, o028y s mest L age-
match U, BIMEE, WEEOEHERITZLETH
72.85%, T1.48%, 69.9m%TH o7z,

#o 7 MR B (Toshiba MRTS50A % v, A
T4 ABTmm OER) LD, Fiw T,EFER (TR
2,000ms, TE 100ms) HEIWT, FFEHEEOR (B4
mes), MEREMEZEDE R L O PVH BT R (B
BREECIRIFEEREMED) 27HE L 7.
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EER I EERER I AT 2B L D, KK
B8 (COR) #l (FEmEMMUNAMEECRET 2
FEZE), PPFT G (CSO) B (BEERELFINAF L
wRTET A 1EE), NAa—mEE (IC-CR) & (e,
PR, VY RKL L USRI IRE T 2 EE) B4
UBKES - /N (BS) A (s b L <IN BRE T 5
HE) O 4B HELT.

AERE R It BT 28 13 B E5mm BL_E DAL & (F 53
-, EELE, O77F (FEHAHE - ZEK - BK - 15
A s L EE0mm ¥ TO/MEE), OFE-KET
MEEE (KMEE- B T RATESE), Q/NMEE
HELT, |

PVH (”1, 3) OETZETBED DO REEER
b, FOATLD ABIZSELE, Tabb,
type 0(none) : PVH O A 5NZ WD, type l (rims/
caps) I REEOBOK b L < @B TR REIREL
(rims) ®F1fE, HAOBIRDBED S D (caps), type

rims/caps

TR/TE 1500780
M1 periventricular hyperintensity (PVH) ©O248
£F|1k 7 & 0 rims/caps, patchy, diffuse PVH £33, &HIOKKE] GRS,
rims/caps Bl /NEETE deep white matter lesion (DWML) %57, PVH O THE
BIERERAEITITLNTVY S,

patchy

-~ 2000/100

Bizedd 17315 (1995: 2)

2 (patchy) : BE LD 5 TE, BER B B WL IKEE
(@ 25T A b O, type 3 (diffuse) @ RRELL
DUV EBZ THETAHEC U EARICIEDS S H D
Lz,

&R (IV-DSA, —ESEEIREEZH]) 1ZHEhK
ZREZEOATHI BT L, 1V-DSA TR EEREM &
S GEREEE) THETE N, NSEENIREIREAT &
b chA MBIk (MCA) =43IEER, B ARMEIIREIZ @
AEMDEE TR, E T EE —MEBIARI R ANEIR
KEUMIER % TR BE U, FTRE, O (R2HE),
OpezE (RAEETS%LE), @t LIEE O 3 BH
WATEE LTz,

fERETDS b, SILFE (+) FHERILE TN
= HA 1M1 FE160mmEg LA B b U < 1 3k 5% 83 10 95
mmHg BLE® 2 b 0O, 7230 5 OB EREL 2R
FTwabok L, ERRE (+) FEERMEL40
mg/dl BAE, F72 RO 205 »0BEE R

diffuse

2000/100



WIFMIHE MR B TA 5 PYH OE BT 2 BRIME

JTwa s E L7,
RETEMEEAT W 4 ZFREE v,

m R

1) EHEOEERTF (Ela, b)
RUImARFEL 036 0D BB 4 L I3 655638 T, SEMAEIRE, IR
FLOMIER P o1, FWMAATIEVT N LT
RFEbE <, BIABREAFRHETHEL > Tz, K
MAEFED 69BN B IMLELHERR 2D, 8645 D HIFEE
WEHRERKRE CH-> 7. MREHRTZHENIE

*la XHEOTERET

FERIZEE itk ERETE | FERETH
n 103 37 78
TR (B /20) 65/38 22/15 42/36
FH (m+SD) 72.8+9.4%% | 71.4£8.45% | 69.9+9.55
ERSH 70-795% 4941 23451 4041
fERET
T LFE + SRS 22451 3154
EmE 4341 28451
FERRE 4431 6451t
Wb L 3449 7861
&R1b HMBEOETRE & TR EHRER
HITRE FEOR) FREERER

ME-BEREH (IC-CR) 4661 | w7801 | 7 v vy 241
A BRI (COR) 255} +RER 6f | MK 141

MCA 4515, 1760 | kEBoA  ofl | REmEE 1
ACA #83 200 | MEAEREE 351
PCA g% 601 | HEFEE 4

HIAHLE(CSO) 1061 | 3ERE 3
fge, /MY (BS) 22454

17 11

&, IC-CR MMM &% <, KT COR H25
&), BS #2245, CSO BI0FITH - 7.

2) &BEO MRIFEFEFTR (R2)

I Ee cik L& PV (patchy, diffuse) #349%
WA o, X HREE (B A FRE2T%, FEARE FEE14%)
EOMICBEZE (p<0.01) 2Rz, SMEOHET
#% b, BIE(+) D96 Tl diffuse, patchy #744%
WA BN, BIE (=) O28%LVEEIC (p<0.01)
%o lz, EEEREMEEIIMMEEED41%, fEE
FEHORBIZALN, N5 IBECHREFEEDI2Y% &
DEERIC (p<0.01) Zooiz, EREIME (+) D30%
W EEMEED & o i hs, SIE (—) D22%
ihBEN, ZOKBHET 2 5 TH- 7z,

3) R PVH L Of&#E (£3)

FIEFED S 2704 PVH OEEIF, COR BIFEZD
WHEO rims/caps 34 51, e LT CSO B
FEZEC % diffuse (106I7F 6 $1160%) 43, —75 IC-CR #
BRZE T3 patchy (460Irh256154%) D% h-te. 2B
BS AR, COR BUMEZERER, % O@¥H% rims/
caps TH® 5L TVvy7z, none % rims/caps %, &
PVH OHBEE »BEERENCA S &, CSO BUfEsE
OB OREE L B2 0, diffuse HEEIZ (p<0.001)

CEHLABNT,

£7:% PVH » & & /- EEFHE TIE, none % rims/
caps W CSOMFE LR K ROBEE T A & 1,
patchy 38%1D 5 256128 IC-CR BUMEZE, diffuse 124
D> B 6FIw CSO BFEETH -7, HIERMENEE
I3 patchy D8 (38FIF234)) wH 57z,

4) MEREFR L PVH L OE (%4)

R2 EFEBIUVBMEOHEL: MR B4R, MNEES & OEREFECIIIERRE
FRELHB L C, & PVH, EEEEMFECEE CERRD -, 2-3i0F (+) #r
() oMb & PVH OB ERTD -,

- ) st H B & m
MRI PR R (%) i uike e -
AR | FFERETFEE | (+) (=)
Periventricular Hyperinténsity n=103 n=237 n=78 n=96 n=116
None 7% |7 5% 26% 6% "] 19%
Rims/Caps 45% 68% 60% 50% 58%
Patchy 37% 22% 9% 30% 19%
Diffuse 12% 5% 5% 14% 4%
Silent Inf. (+) 419%** 32%** 12% 30% 22%
77 AEE 361@ 104# 81@ 251 181&
REEE 1418 L& 218 61 74
INHAEZE 41® 21@ 11& 3E 2{@

**p<0.01 vs. JEEBEFEED 5 W IZEFME (—) (Chi-square test)
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%3

& {FE & ¥ periventricular hyperintensity

Bzach  17#% 18 (1995: 2)

(PVH) & 0BE (&

WEsERE) . CSO BIIEEE I B % diffuse DEFHERE OB DFFZE & LK

l./(, E%K%’]—b)“)t

(n=130#1)
¥ O K OB silent
n (ffl#0) infarction
COR CSO IC-CR BS EHHE
PVH
None(n=7) 2 0 2 3 1
rims/caps (n=46) 14 1 16 15 13
patchy (n=238) 7 3 25 3 23
diffuse (n=12) 2 | 6] 3 1 5
25 10 46 22 42

tp<0.001 vs. COR, IC-CR, BS LR (Chi-square test)

x4 ME\BEATR L periventricular hyperintensity
(PVH) » OIS (& HEUEE) ., A &SR
rOMEREHE LD, BEEElics 5 diffuse

OEHEE M OEFITR LR L T, BELE
»olz,
(n=4741)
M RERT R (/55
n (%0
EE-RE | R % PR 2
PVH
none/rims/caps (n=27) 13/25 4/0 10/2
patchy (n=16) 7/14 /1 |, 2/1
diffuse(n=4) 1/2 3/2 0/0
21/41 14/3 12/3

5 <0.05 vs. IEE-BLis & OBASRTRO& PVH # (&
{8+ 34481 (Chi-square test)

none/rims/caps 27 O MEBMEFMR I LETH
b, EAZE & ERICL0EN, METH 2 flics Snd,
patchy & &¥ETH-oiz28, diffuse 4 R ze 3R 2E
B 3 N, SHEC 2 B & s Te. BEEEE & 71
BIBHIR TR E T 5 b DO TIE, diffuse DIBELE
¢, none/rims/caps, patchy & O wEEZE (p<
0.05) %07,

5. EFER (K 2a, b, c)

FEE 1 D 605, Bk, BHEE, BRWE, KER
7 MCA i L 5 DT, PVH i caps DA T
bot-. MEEE (CAG) T3k MCA, MLERE D
BREE R TR, MFEEBLCHIE L Twiesd, AEEIRIC
hze, BAERALNGP T,

w2 L TR, M. BIUE (). ATERRER

FEHEREE I X 2 b 0T, MRLIZEREEORER
WRAEEE £ & 1T patchy PVH 2R U7z, ZCAGT
\FEE S p i pre, FAZEME LIS SNEP T,

B3 L TTE, B, EASARREIEIERLO
EIC L Db 0T, WERIETIEELEICEY S
b FEAEEE L B & e, KHEIPVH b diffuse %R
L, EEEEIRRICESFHEEDRE 2RO,

&

PVH i, % OfEEHEBSRIRET» 527, BRI &
2868, EROME (FEEH) offt, bl 7V A
oA, EiE, V-7, AMERE, IEA R
ok P in T RS EBOEMERRL TnS &
nns, EEECne OEZEETH L, Licho
CRATRHIT B & it PVH Oz b Rk & 1345
(BRI MEFE L TR W RS o, PYHO
B0 T kB T iz, FIEFEIERO MR BEERTH S
7 PVH %, BEREC EE R, IEwREH
B oRET Lz,

3 PVH OMEHEHRERMBERIC I, TOLA
hiwESwTEAD b OBRMenTw s (E
gy Mmoo = )5 45z Fazekas 513 PVH O
ARG T 5 REMARKR E D, scale 136 & [/
(caps, pencil-thin lining, halo) W ERTFIIVA—Y
2, BiEEY, FROBEITHD, R AR b
JeamEEg B n L Ui, 7Y nA < —BRER T A 5
1.2 halo RFRLEL & EZ SNT W 228, BEI
s b ERRIC rims OB L7 b O LIRS NT
B 0O, rims & OEFRHBHERK L LRV A, AT
halo BB T 7g s - Tz A &, halo 1 rims &

T~



