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Branch atheromatous disease 3 & OV

TRAAR N UL ZE DIFTE & 16

BB R PR
AR IR

EE MW KEOGEHESBHERD 50T 5 Z0RBIELETTU—LTI7— 72 iEE L
AR & 0 28R &I B SAEZE L, branch atheromatous disease (BAD) &9 —Jfl & L CTHIE S
NTW5. R EERT 5 L ¥ AR EEIIRI MU, NOEM % RS 2 RiRESEEIIR, 16T
R T AEEIEREIIRICIFSE L, #EEROBEICL ) AMEIGETHERRE L R L, BETEAR
LR DAL, —T, FASARNIAEZE (striatocapsular infarction : SCI) (& L & AAEHAREh IR TH
BWUZIZ LW b/ 2% T, AE20mm DLk, BFZEEIC L 1L 30 mm DL R REFE O E T %
T, WEAOEROAL LT LI LISKEERT 2T 5. GEEMERDS {, FREEIR7 72— 24
MARTEREZETHEL 9 . BAD IO LT tPA {613, BAD MWRIRET OB Z L 5 2 L%, 5
BOFMESALNDL ZENDVIBEL VW R\, TUVHFbaNy, JORY =), 70 K7L
V, ZFIGRYD, ST - SEACTUIMUEED A TH 5 W REMEA D 5. SCI IZId PA SEIE &
% BGEDS N,
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1. Branch atheromatous disease

Branch atheromatous disease 052 & BI&

1989 4F 12 Caplan 1%, 7K, FET - e ZE1L small deep infarcts & L C—HE SN T X HEL,
% L 72", lipohyalinosis 7 & /& ML ED/NIERZI & 2%, WhbWbkigED T 7 FHi%E, @F
BB IR AE S 5 Z &1 & 1) Bl I AMKE T I MR A 1 2E, QUEMEER T /- X B IRIE R, &8
BERD B L CHHNTOHEIIIR T, OB RED @B A RBIRA 5 70§ T T7 70—
AR L DSk - PAZEL, SO ZE % /R 3 $ D % branch atheromatous disease (BAD) & \»
) —IRELE LT L T S & 2R L 72,

COMESIREOREMEL 22 o 72DD%, 1971 4F|2 Fisher & & b1 LB ORI E S 2 ED 2 JE
BIOFEBITH 5. E) 2 X 2K T, FlEEERICIEHAZEEIASNT, # 500 umm OFEZ
T2 EEIEPEEINR (PPA) 2SNEKEIIREED & 40l § 25 CTT7 70— APEICPHEL Twa 2T L2 R L
7. TO¥ A TOWEIX, MR B EBIZIEOKINET 5, RFED T 7 FHIZEIIEOFRIBICHE X
HEW)HTRENRLRLZEZERHL (MDY, 20X H12, PPA DIIREEIIRY 5 4353 % HRAL D
TTH—ATT— 71280 H%E L TREIKEICES AN U % HRE L basilar artery branch disease &
LTHERLZENTE, 2O L) REBRIKEDOLE@EEOFIEERA7 70 — A I 2T 2 wRIE
PPA DA OEBHEIZBNTLALNE. ZORENL D OD L v ARMEGEEIR/MIE (LSA) TH
D, 1322 h, BURKRIKEIIR, AiiR#&#EIIR (AchA), Heubner SIRIEhR, HRZHBEIIRS: CH UI1%
L L, Caplan (ZZD X)) %y A4 TOBEN WA T I L 2L, BAD OM&EE ALY,
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1 {BEFEEPSIRRSEE"
A type : branch atheromatous disease
B type : lacunar infarcts
With permission

MERDAETIE, THBIIRIFE DY T R OITHRERAEST L 2l IR O 4 XHHERT
58 A4 THHEHSNTHZN, ZORFED BAD ISHHB T LI ENWERIR > TE LT LSO
mEoTWnaY,

Branch atheromatous disease DRIE 1. T 7 FHEEELEDEF

T U FREIE R B AT A 5 EFE DT 72 Fisher 12 XY, 77 FHEEIT— RO EE O
T, WHEENRE T, FEA2-5mm O F 7 FHEETIX, HELHERIZT T —7 2 R E I E
gz on, BTEEL-~27 07 7= WA 5N 5 lipohyalinosis (312 IEH O LAY 40~200 um
DMEIZASND) AL, FA5mm DT 7 FHZETIE, microatheroma EIFIEN A~ 7 17
7=V %M) 7T —27 (FIZ300~500 um DIMIERIZA LD HNDE) DREDO LN, BIFITRKFEHIE
FEBEMERZETH o7 LTWh, L7225 T, 7 7 4% lipohyalinosis & % \*1& microatheroma 7 &
DLW ARDOHFEIZ L VHENPEL/ZDDTHDL L) T ENFHHREY,

ZHUIH L, BAD IZZRERAFICIIHED A SNT, EEBORBBIRAD S O BEEE? 7 71—
AT T—=7ICEVHELTVL DL ERNKD. FEBEFED 77 -2 L1, BEIIRO mural
plaque, ZFHNDFEATEL junctional plaque, ZEHBHIALEROD plaque A& £ 5. 7272, BAD BIEEZE D
LRGN D plaque £ IZEZET T2 GO EVIMEDL DY), EBEHEEAEOWHRZE L L TO mi-
croatheroma & DHDOATHH ) EDOL NIV THEGI 2, E)EFRET LI E V) REE LS.
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T4 DT o 7oA ZE AT 473 FEB & IME LN A7z & 2 OB D534 1%, LSA-BAD fIAHZE 113
Bl (25.8%), LSA 7 7 FHIAHZE 72 B (16.4%), Hillki&#HEENR (AchA) BiZE 66 ] (15.1%), HURI
HIFEZE 35 B (8.0%), HURPIMIAEZE 3 6 (0.68%), "HiNiEZE 76 (1.6%), PPA-BAD I ZE 70 {3
(16.0%), PPA T 7 JHIMZE 43 5] (9.8%), HERAMEZE 20 B (4.5%), BHEFAEZESH (1.8%) THo
729, AchA FEZEIZEHFNIUBEMICHE T 25 7 FRPL WA, L) EMEHO 7 70— A iz X 58
ZEIX BAD vz, EATHEREEZ RTIGED DV IEEILETH S

Branch atheromatous disease DIFIE 2. R FRFE & DEIE

Nah 513, ZEilf% & REBIRMA OB 2 Mat L, SR fifIc B % 4 4 73R A EmA R
i 2 & O @A NEIRBE LR ZE O &6 23% <, BEIRIEEZ 6T 55 1 7L, LHliZELH
ENEIIRTE L &7 70— AW L ERRT 2 EEDO G L, BEEHEOWRII—H TV L%
RL7z (M2)Y. 4 OMETTIE, PPA THISAEZE Tld LSA FHISAEZE L ), BEHZEN 7 70 — AW L2
HERR, HERREBIIRR L DICX W EERENICH 72 (F)7.

1L TIE, high-resolution MRI % W CEIIREED 7 7 10 — A 7T — 7 % 5FAfi§ 4 fs 2SIk VT n
%. Klein 5%, MRA T7 77— 7 PHLPIZAZR\WE ) %7 — AT, high resolution MRI Tlx 7 7
—IWAEDOOENLT L, EHIZ, INLMEBIRO 7T —271%, 0T 2758, BAD HlxRbH$, 70
BLLEIZR Sz E LTwAY, Chung 51 LSA, PPA @ BAD #ICid e 12, Zhzh, dhRMEIIR
BEEBIIRIC 7T — 2 A A=V CRET TH—L T T = DBARLNLEI NP R BT &ML
722, HERBITIZ BAD BT, 79— 2 A4 A — VDBt AR E R LB O E S H ZICE
o7z ([X3). Tasumi 1%, PPA & [AIhEH: % & t FHIR O 28 CHIZENR B 2 HETE 9 5 0l 0 4 I 0
PZE & HEAIIZAER L 72, MRA TIEBIS 248k 2 50 e p o 7288, BIKEIIRIZIZFSEEL Eo T
T U= AEARO b7z (K4)Y. F/2, #H 5O PPA I BAD ¥ 4 7OMEDHIFEFIZ B\
THREBRIZ, WEBROPEZDOT 70— AWHLAFED 5N TWE". BAD BIEIZOLHIZv A
VR BEBIIRIEZE & ORER, & {12 LSA @ BAD BITR SN S X 9 B KB @ OSIEER 7 710

leukoaraiosis

microbleeds

More lypohyalinotic

More atheromatous

Diabetes mellitus
Cerebral arterial atherosclerosis

Coronary artery disease

2 KRET/IMEED SRS
Category A 1= M 4A/NEYIRIRZS & 7RI
Category C © 7 7 1 — A Ife {4 HE 8 & /g
Category B : Category A & C OH1[H]
With permission
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The 2 day MRI VISTA method

X3
TURBIE L ¥ ARG B IR AR 28 O e
HRNEEIIR T 70 — A8k, 79 =27 4 A=V TEBETHALNS

. s @ . 4

X 4 #1EFEE (ESEAREEES) MRI - MRA &iRERFRY
ENKEIIRO 7 70— AL B, MEEZERT AEEBROSIEEIET Ta -7
T—=ZIZENEHEL TS,

JRESeA, IIARGA et

— AT T =S Y = A%, BRENERERT L) RIRECBATLALES T2 LD
GffdtLad v, SIEEM/MNUERZE &7 70— Al AgE L S Ra s, MEOMEDIT %
FEOWRMEND 5.
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MCAD SVD dSvD pSVD CE ICAD

5 BEREOY A X ERAY
MCAD : a corresponding ipsilateral atherosclerotic MCA lesion
SVD : small vessel disease
ICAD : significant ipsilateral ICA stenosis (>50%)
CE : emboligenic heart disease
dSVD : definite SVD (longest diameter<15 mm)
pSVD : probable SVD (longest diameter>>or =15 mm)
With permission

Branch atheromatous disease DJREE 3. FEBEBFIFEED Y 1 X KUHDORHIRE

ZEBMEZED Y A XL 15~20mm AT & SNTE 7oA, GilUIEO KR E VD O Tld 2 DG
2330~40mm DL EIZRAZ EAMONTHE Y, FISEEMEH O WG TIREELIL 2 W REOIEZE
W52 EbH) ) B, £ ITLSA TlE, AIKEZOIMERIE 700~800 um 126 ki E Sh, K
BUENIR 2> & a5 Torle§ 2 b DDA < & <, HRINENR E#H 0 7 7 1 — AR LI A h b 6 7358
FED LAV THIZEDE Z USROG EEEZE L £ L1557, Cho 513, LSA FHIROMETY A X715
mm PLE & KT, RRNMEIIRIRZERE GO EICE I o722 L 2R L, SE@EBAEZED 15 mm
UFOHAXTHDHEDRMIZRVE LTS (5. 15mm &) 41 Xk, Fisher H3HIH T4l
BAEZEDH A XA515 (~20) mm LN CTHo7zb L7zl bildoTwnb EFEz 6N, G & T
SN in vivo 1L B X ONDHZES A XI2HTIEDHLDIIR G EF 2 2\,

—7J3, Boiten 5%, ZEHEBAHIED R 2>TD, lipohyalinosis (2L 5 b DIXEIMEE G LEHET L &
W%, IRMPERERE %) @053 2 D2k L, microatheroma (2 & 2 b DIZHIETHE L 5560
W EERIRRHLY. Z0F 2L, “Two types of small vessel disease” & L C, 57 7 T ILHME
WIIZ D RV L W EDHRESNTNEY, Fr b 9FICKSNBI TSI T 7 FRITNETHEOF
HHFTHDEZ LRI, BAD BIHEIIHE TR 5 2 L 03% (, QUENIEROEE P E %
E232500%005, REINICHEND LW L EHINTWwLY,
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R L IIREHER BB EPBRBEFERBERZOETREFOLLE

LSA group PPA group
number 261 131 p values
progressive motor deficits 55 (21.0) 38 (29.0) 0.106
Age 69.5+10.8 70.6+9.1 0.33
sex (male) 142 (54.4) 88 (67.1) 0.02
hypertension 213 (81.6) 111 (84.7) 0.52
diabetes mellitus 79 (30.2) 64 (48.8) 0.0005
dyslipidemia 140 (53.6) 59 (45.0) 0.13
smoking 100 (38.0) 42 (32.0) 0.29
initial systolic blood pressure (mmHg) 156.0+23.5 159.3+22.0 0.24
initial diastolic blood pressure (mmHg) 83.8+15.2 82.9+14.9 0.59
initial NIHSS 33*1.72 35*1.8 0.23
mRS=3 at | month after ictus 65 (24.9) 39 (29.7) 0.43
silent lacunar infarcts 123 (47.1) 41 (31.2) 0.0038
white matter lesions 196 (75.0) 79 (60.3) 0.0029
preceding lacunar TIAs 17 (6.5) 14 (10.6) 0.21
onset to MRI time (hours) 11.0+4.3 11.7x4.3 0.12
middle cerebral artery stenosis
none 152 (58.2) 52 (39.6)
mild (<50%) stenosis 89 (34.1) 58 (44.2) 0.008
severe (=50%) stenosis 20 (7.6) 21 (16.0) 0.0018
vertebro—basilar artery stenosis
none 178 (68.1) 61 (46.5)
mild (<50%) stenosis 72 (27.5) 49 (37.4) 0.0055
severe (=50%) stenosis 11 (4.2) 21 (16.0) <0.0001

LSA : lenticulostriate artery

PPA : pontine paramedian artery

PMD : progressive motor deficits

Parenthesis (%)

Age, blood pressure, NIHSS are expressed as Mean = SD

Branch atheromatous disease DERFRIRD4FE 1

BAD AUHE(%, pure motor hemiparesis, ataxic hemiparesis, dysarthria-clumsy hand syndrome 7 &0 F 7
FERRE 2 2 L1557°, BAD BUBEZEIL#ETYEEBRRE (PMD) 227 5 2 EPRAKDHHMTH L. &
PR & LCld, WE ORBEZEOfEME T & K& 22 d 2%, LSA Sl ZE & PPA FHISBEZE T,
VLIERRTPERLZ-TEY, MW &1E, PPA HHIBIIZE CIIHERFAHEIAEREICZ VE W
IMTH L. 612, B, HENT 70— AW L ) SERMEMICH S, —T7, LSA #ISEZET
(32567 7 FRIZER R EIR AN SHHE TH Y, PPA HEMIETIZ L) 770 — Al A28 (12
W Z RO L VW2 5. MO RET 2 RITRT.

Branch atheromatous disease D ERFR{SRDFFE 2
—EMRKEMR{E & BAD

TIA R EBREIRFER LCEMERTEL L ZENZVEINT VLYY, EEBFEBTLEL) 5.
“capsular warning syndrome” (3 Donnan 23208 L 724 C, WEMHEIBRORINIZ L ) FREZ & OREIRDS
AT VAT A TIMEDLBI 5 TIA OFE#k7% /8% — T, capsular warning syndrome 50 5/, 429% 73
FHENCHEICBITL2L LTWwAY, LSA NTOEIMA DRLEZ Y, ZEEEHEICRITT 2 1%F 20
HEIN TS, A OMETTY, LSA HIEAIZETIE TIA % 61T L 72ER THER OB E R L H)23E &
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On admission

On admission 9thday On admission 6t day
6 —BEMHMEMREIETUETEESHREZZE L 2L > AILIGEFEIRTE BAD 2FE (k£5, #E
FREs

2% hof2’. $bL, BAD BUESEIZHET L THEER TIA BEL L2 EHH L. LITLIE, TIA
(2 MR JEBORFRE S T LSA I —3 L 72k &S, ADC OTF A& Hit, BAD BB ZEICHITS
B REGIDHEER S LD (4 6). PPA FHISIZB W T FROIETAE U554 Z LM 541 “pontine warning
syndrome” & HIFFEIN TV 5,

Branch atheromatous disease DERFRGDYFE 3
PR DEST

EHEDPMRREADO—-ANELTSIL T2 4E 8 fiik & V) % % J-BAD registry DFli R Tli&, LSA
FHIAEZE BAD 7Y 113 6, I BAD %! 172 5, PPA %I BAD #1555, JE BAD Bl 53 ThH Y, 2fK
FEZEIZ 5D LT #ED BAD FIAHZE X —EITH > 72, PMD % Z2VEHIIC NIHSS @ 1 5Ll E o s 2%
3% &, LSA fHIS BAD #IC 30.1%, PPA %HI% BAD %I Tix 43.6% TH->72. 72, mRS 0-1 OF %
BAFBIE LSA #HI% BAD EIC 40.5%, PPA fHI% BAD Bl CiX 36.5% T, ZNZNDIE BAD #H 60%
£ 67.6% THHILERDLHLNIHEETHEARTH 727,

A4 OEFAEF OMFS T, LSA FIBAEZE 261 #l, I LU PPA FHISAEZE 131 fliICOWTAHDBE, £
BUIAT A4 v 7T CHANL L2 FHIRT- L 2o 72 o, M CHa@E T 2 b o, ik, APeh: NIHSS
=51 THU), LSA HIMHETIE, BEENSHT 7 THELIEDTHETRIET 5D D, TIA THo
7z, F72, PPA FHIZETIL, MEREHSMY L2 FMETFTH o772, £5 7 7 FHIERERT PMD A
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Y olE, LR Boiten H5DE 2126 dH S & 912, lipohyalinosis L% B 5 I2/NT 7 F % THIE
THLIENLNIENREITENEY. —F, TIA %4761T PMD 7%\ D, 1FEO “capsular warning
syndrome” FEOWFEO/2HEEZ 5N,

BAD FUEZET PMD % 29 2 ¥4, EVEIILFCEFE (R T O EOILRE D, HEFHE D
IEROWFIIARHTH 555, W KEOE B G EO T 70— 4 7T — 7 % BRI AR AR )
A, LRI D &) [L#H R IR OMEDS BRI SN DO TIE 205 ) . 612, NIMGEEE T
T2 36E PMD 2232580400 bH 5>,

AR, I 7 N7 T 74 — %7z LSA HHISHEZE &L BB R ORI SN TB Y, BREFHE
I$ LSA #HIH D posterosuperior quadrant @83 %5, T72bb, BEFMHEKIIHNGEEORZRT 2 EITT S
CEDITRENT VDY, UK FEFMHEOREEDORE CTHRIEOIR S DSE S50, PMD TIIizE
He 23 posterolateral IZHE T 2HEIZEZVETLHE L H D05, Fered, LSA FHIBAEIED 9 KL%
FIHERDPLET L5 E2 PMD 3% W2 L 2B 52 L 722,

F 72, BN ORIE~ — 71 — R BB EWEY O EAPMEHEEZ R L WD E0ERD
bhH. BHHVIE, RECEERECTREINDEIROMWLE 25 PMD LT 5 Z L b FE SN TV S,

?‘RS 0 mRS 1 mRS 2 mRS 3 mRS4 mRS5

phase 1
N=59

p=0.046

phase 2
N=60

— p=0.0001

=0.018

phase 3
N=64

0% 20% 40% 60% 80% 100%

phase 1
N=46

p=0.0004

phase 2

S =0.0006
N=44 P

p=0.87

phase 3
N=40

0% 20% 40% 60% 80% 100%

7 SBLHI/IMREEDZIR % 3 4+ RO mRS TRHE”
BB L 2 ARG E IR
TE A& IE P EDIR
phase 1: 2001~2005, best medical treatment
phase 2 : 2005~2009, a combined treatment of cilostazol and edarabone
phase 3 : 2009~2012, phase 2 plus clopidogrel
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Branch atheromatous disease D E[{RE2HKT

BAD [3JRHEBEETH V), BEEZENIIWEM S 2 BEICE SRR TEIHALTWL5DTHAS. LSA R
PPA OBEEIIRD & D5 LT COMZEZ R T &) R L V) HT, ®mARLIE, LSA SIS ILK
FWrT3 AT A AL EICK A, PPA #HBMIZE TIIMBORIMIET 5 L) ZEZRTLLTWDET. &
512, 50% UL EOFRENRFEZ DRV E SN, LTI, IRErC L) LSA $HIsiflgE % L v Ik
MEICZM LS. AchA FZEICB WV TIIREIIR . & O IEEE 2% E 25 2 12 < <, BAD B ZEDZ i
HEL W,

Branch atheromatous disease (D 7&#E

SVE BAD FUBEZEIX PMD Z/R LEEREEE 2555 b O03% <, BRI X 0 B 2 G680 ADTE
IND. PAGEITARN LGS H L7, FHHEELRT L DA% 7% ™, microatheroma 77 — 7 25
FECHH LRSI D BAD BIIZETIIRBE TRV EER ONL. £I2C, A IHUMDIRE DM A
BN X B AP/ MR 2 3 T %> LSA FHISEZE & PPA 5HI5 O BAD BUAHZE#E {5t 313 1
(2D T, phase 1: 2001 4£~2005 4, phase 2 : 2005 4£~2009 4, phase 3 : 2009 4£~2012 £ 3 if
MIZBWTERLR ZEFROBGE X L L 72, phase 1 13l 4 D5 — A2\ T best medical treatment % 3%
R, phase 21, 7NHA hOaNY, YOAY =) - ¥ TR GEHHEEE, phase 3 1E phase 2 127 T E
N7 L)V ® loading dose % & & 5- 2 1BM1 L 72. phase 1 \2x) L phase 2 Tl&, %FiZ PPA #HISHHIE T
PHELE A4S & 4172, phase 2 IZX) L phase 3 Tl LSA FHISMHZE CHERIGERALNT: (7). T4b
b, T ITRAAETT, YuA¥ Y —)idd {12 PPA #HEMEIZAER) T, 7B Y FZ7LIViL LSA
AR Th o7 T2 5. COMBIEIAHTH 525, 1ZITIHFIC 200~400 um & IEFEDH
ZEHFL DK B IR 2> & 5319 % PPA 121%, IMEILRIEA RN LR ER 23508 VU —)L
WHEIT, SIEHZDED 700~800 um & KX  #FTYEIZETFT LTV % LSA T, shear stress T
DIMVMREEITIFI RN K EVEZEZ LN TVL 7 U R L UVPL DR L LHENT L2 TE
52 AP IE RS T —7 AN E L, DIBEIZHANIAEE L Tn 5.

2. striatocapsular infarction (¥FFMARNTIEE)

striatocapsular infarction DR LIS & K VREE

L > MG R BIIR IS O K & 2 B8 THEZE13 < 205, “putamino-capsulo-caudate” & % 23" ex-
tended lentiform nucleus infarcts” 7 & & FR# S, Y4 X, BRKRIEIR, T, REOWHD2S, 77 74
FELIIXBI L THHb T 7z, BREAKPWAE 2E (striatocapsular infarction : SCI) DAy 441%, 1984 4 Bladin
SICE o TRBESNY, BE FHZEO—HRFII T, TV v AMEEREIRFEIROIEETH 575, 1
KOGBEEOMEL LTOT 7 FHE LR L THEDSITONTE . L » ABBEREIIREEHD 5
iE—#F, ¥4E 12X 1) Heubner artery & %\ J anterior choroidal artery #Hii % & &y, L XM a2~
R, =il b LR ENAEEELET S (K8)Y. A 20mm DLk, WFZEHEIC L4 30 mm L
FORFEORE THZET, NWUOEROAZL LT LIXLITREERY 2T 5.

Bladin 13 Z DT 11 1 SCI ZMES L, SCI A ENL A H = AL L LT, ERIZELYL VX
WG RBIIR DR EAE IR W 2 B &, PNSHBIIRE A5~ s KM B IR A ERPAZE I X 1) L > ARG A
BYIRFES I ZE PG 5 A%, FLORE - BB T UM &12 & 0 R S LT 5 72O FFALIZ I
WIEIZELT, FR SCIPEREND LG H LT L2 L T 5 (X9). 20k, Weiller 51, 29
BlD SCI ##Et L, €09 b BN ELFED H VIT AR EOREIERNA LN & 2HiE L
72 EBIE, MG OERE EBIZ, L2 ARMRERBINR A5 I3 2 FoR M B IR 32 5858 o ke 22 14
WA THBOFEBEDSHET 2560 H 52 L2 L. 512, Donnan 5% 50 o> SCI i Bl %
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8 L2 XMLIRSEFEARBIR DFE LD

With permission

=9
FEE 79 ot ZERREAME 4 T, TORINENR 7 7 0 — A i kR 22
B SS R, A EBRICEN T RN X B O R g

MET L7282 A, OIEMEERIZL S D DA39.5%, WFHEINRFZEERZEZ LD OERIZL S D DH27.9%
T, PRBBIIRIFZEIZE 2L DX 7.0% DA TH 72,

RAETIERCR N HE L THFENT 70— A WRE;EHECTH L Z s nTBy, K4
&, SV RINENR 7 7 O — A AR ZE I ) SCL 2D W TR L 72, kIENIR 7 7 1 — A1
e VEREZE 56 B pure SCI 1 10 B, SCI plus (X 5 61T, A RMMEIR M 1 FFEAZEE 12 1, A RMMENIR
M 1 ESRZEIE 3 B A S N7z, RRINEIIR AN ZEZ £ % pure SCI &, Bladin 5258356 2 & <,
L ¥ ARG BRI LM I BRI 412 X A IMATIC X D L TRaFNLGE52HE T 255, Ml
T X BRI T 2650, HRINBYIRE AT BRI 2R % 19 £ 9 2854121 SCI plus 12



12

wOZ R & FE- Vol 34-2013

10 IRFANIERO T2 8HER, HAHGERAER, SPECT Eg”
A~C BEOKER K L 2Bl CIEEN 2 R E MO TR 5N %
D~F I (BEO KT K L72Bl TR EMAE O T IEERA TR

With permission

n

11 #R%&{EAEHFEZE. Branch atheromatous disease, FEFEIEFRBEEZE
(Georges Salamon : Atras of the arteries of the human brain)
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B EEZHNA. SCIHETIE non-SCI #F & ) SMEHEITAE BEEI LWL WHEEICH ), HREET%

EARRL S DL H o7z, SCLRETHIGEZ W & iR L1572 7 FEG CREZERREOILR A S 7z, Atk

HATOAH = AL L LT, HRIMEIRESTOMZEIZE D %) HIEIMITOELR, BEEAEIC L DK

W&E@m THHEWNLREDPES L TWwb EEZONA. S5, RARMEBRAFRO7 70 —247F
2 & BDEBOG B ENBEMAICEL L b —RER D ) BUHREEDH 5.

striatocapsular infarction DERFRIEIR H & UM
Weiller (ZCHKL € 2 — 12X % 177 BIOFNT 24T > TV B D, FIEIX TR AINSL , — PR
mﬂﬁimJWMCWWﬁm”Hﬁﬁi%%’&%ntﬁ,77%r@ﬁi%%_ otz
PR SO RERERIE 60% 12RO Sz, EAEIE 38%, FhorEIEIL 28%, [EIfE AR LA

9%fib%%%&iKE&$mﬁuw\J®@mowf‘,lwﬁﬁﬁﬁﬁ3w6IN@QW%ﬁay% H
KINENIRIFZ 32% Td - 727",

B2 B TAHZECREE - PHMEN 2 O R EERDSI T 2 A = AL L LTI, MEABE»SERE
WZRHE L TV A REM:, SREOEEMHMEOYINT, diaschisis #8712 & 2 B EFRREIRT, BEOFHT %
JIHY/IET&T, HEMVEZHNLTWAED, Weiller 1Z, MCA PZED R 8B AT 1 ZAKSE 3 2 BB o I i
TAEEL LTWwh. Choi bbb MRI FFTREICERED VT — A THINRIMITT & LaE2558 < B L
fﬁb,%K,me&EmeA%%#%é7~ziib%ﬂﬁﬁ?&%ﬁ@ﬁ&ﬁﬁ#ot&Lf
w5 (1X10)7.

BAD, SCI 35 & OES BB SIS 2 O BfR %2 X 11 127R T
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The concept, pathophysiology and treatment for

branch atheromatous disease and striatocapsular infarction

Department of Neurology, Japanese Red Cross Kyoto Daini Hospital
Yasumasa Yamamoto

Abstract

Small deep brain infarcts are often caused by two different vascular pathologies : 1. atheroma-
tous occlusion at the orifice of large caliber penetrating arteries termed branch atheromatous dis-
ease (BAD) and 2. lipohyallinotic degenerative changes within the course of penetrating arteries
termed lipohyalinitic degeneration. Representative vascular territories of BAD type infarcts are
lenticulostriate artery (LSA), pontine paremedian artery (PPA) and less frequently anterior cho-
roidal artery. BAD type infarcts are strongly associated with progressive motor deficits (PMD)
leading to a worse functional outcome, because they affect pyramidal tract at corona radiata,
pontine base or internal capsule. In our study, female sex and initial severity of motor deficits
were common predictors for PMD in both groups with LSA and PPA. Single infarcts without
concomitant silent lacunar infarcts and preceding lacunar TIAs in the LSA group, and diabetes
mellitus in the PPA group were independent predictors for PMD in penetrating artery infarctions.

There were different characteristics between the groups of LSA and PPA. Prevalence of male
gender, diabetes mellitus and intracranial atherosclerosis were significantly higher in the PPA
group than in the LSA group.

The combined treatment of cilostazol and edarabone significantly improved functional out-
come especially in the PPA infarct group. Adjoining clopidgrel on aforementioned combined
treatment further improved functional outcome in the LSA group. The actions of vasodilatation
and endothelial protection in cilostazol and inhibition of shear-induced platelet activation in
clopidogrel, as well as scavenging free radicals in edaravone might work effectively.

Striatocapsular infarctions (SCI) are caused by simultaneous occlusion of more than one ori-
fice among the immediately adjacent small, long lenticulostriate arteries. Cardiogenic embolic
occlusion at the proximal middle cerebral artery is the most frequent cause succeeded by middle
cerebral artery atherothrombotic occlusion or stenosis. We originally depicted cartoon comparing
BAD and SCI.

Key words : Branch atheromatous disease, penetrating artery disease, microatheroma, striatocap-
sular infarct



