S

Sa g
“U‘n?"?i’mnﬁ’uﬂlﬂﬂ?'ﬂaq

maznaemﬁaﬂui’h (atherosclerosis)

maznaamﬁeauﬁmi‘luﬂmuﬁ Alinp L 147 unavAdeAuAIIA IMgIazue
nNEIs IMuiEee Sz, U 1 maaﬂm'lfn ITUUMaRAIRALD Y
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1999)

Circle of Willis uuummwmnwmumammmﬂ[zﬂ (ﬂ']W‘YI 5-6 )IMWU’J'I U 1% Va3

«’7 D

Uszans Taow 1R difiradeudos aptehior cammumcatmg Wi annED (8 80% Nifinaea
(@09 posterior communicating M3efiviiAiin wenvimudailszansiszana 10% livasa
H a < = P 3
139A anterior cerebral AIUAUNTOTUAVIIANEN[31] imsfnunlunynaaesiuaasliiduh
a A d' ' = P n’: a g '
Yinaudeai Inarunasaiieanaunuiiuauiuesivinaiitdesni [33] wensmuuiauas
a A EY Yt = a dy a
Uanuvemaeaideauda lalimsinmmsifatuvesszuums lnaBounauny uayoses
v 4
dninaasaiunudiuegfunarwileis 19U homodynamic, metabolic waznAlNMINsELL

H ' a 1 bos
Uszam [32] Lm“luﬂum"luﬁmsﬁnmi‘]wamwaﬁamimﬂms'1waﬁﬂmﬁ'aﬂwmmummuu



16

1 v
ualinawnsinu lduaaliifuinupuussesemsifiannmsvaden lWidsiaues
¥ v v v ¥
uazmsmmﬁaﬂaan‘lmﬁaﬂumﬁmmﬁenuuﬁﬂ’nuauwuﬁnnﬂsmmlﬁaﬂﬁmmﬁmﬂﬂﬂtﬁm

aueaIuNVIAGen [34, 35)

f
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MJ, et.al. 1999)

¢ e amm HEDD3, o

MJ, et.al. 1999)
AW AINIURIINAE

Tl ﬂ fl. 1997 Toni D et.al.[36] ‘lé’mmsﬁnmnﬂwisﬂnaaﬂmaﬂﬂnamvmauwau
ﬂﬂlliﬂ 152 i'ltml‘ll'li‘ljﬂ'liiﬂll'lﬂi'liﬁ'lﬂlﬂﬂﬂ'lﬂ'liﬂ'lﬂ‘lu 5 if']hl\i N‘l.l'JU 80 5101@5Uﬂ15ﬁ5’]ﬂ
‘Hﬁﬂﬂmﬂﬂ’dﬂﬂﬂﬂ’w digital subtractlon angiography ﬂﬁﬁ‘l)'m'lﬂiﬂﬂ’liﬂi’mﬂ?f] l'é]ﬂ‘lﬂi!l
ﬂﬂil'ﬂ')mﬂi AUDINUA ‘H?Nil’lﬂullﬁﬂﬂ'lﬂﬂ?'lﬂiulli\wﬂﬂf]’lﬂ'li‘ﬁﬂ'i)ﬂmﬂﬂ‘luﬁﬂﬂﬂﬂﬁ 48
‘lf’JhN ‘WUTIIJQ‘]J'JU‘VIﬂ'J'IlliulLN‘llﬂ\lﬂ’lﬂ'liﬁﬂﬂﬂ 18 518 mm;uuswmmmsm‘n 44 319 uag

mmiuuswmmmsmnw 18 519 maqna'um digital subtraction angiography W1913$1171



17

Aihoiifinaeniden Auviedy Tunguiifinaniguussvesernisanas /18 31 AMUTUUTIVOY
2INIAIT 36/44 10 UATAMUTUUSIVBIOINTIINGY 16/18 57 wazidiodnseridnyazns
'lﬂaf’wumauﬁaﬂ‘lunq'uﬁ'ﬂw’v’iﬁnaamﬁaﬂﬁun's’aﬁuwu'51ﬁtﬂaﬂ°§uﬁmmﬁ'ﬁﬁﬁnymw LY
ms'lnansumaﬂwmmu‘luﬂqu‘nnmm;uusaaﬂm 78% (7/9) AGUATAMMUISIVRI0INS
el 50% (18/36) HAZATIUTUTIVOIRINTUINTY 44% (2/16) 510 nnramsAnyagyl1dh
ftholsavaeaidenauesiufounduiii  msInadouveadeanaunuszduiusiuniy

Juusvedlsnanag

aMmeviaeaaen lud

a A Aa
v 1alunasadeafiiins

L v dy 4' =)

, UB Jnuiilelovesnanaiion
ﬁmUuazﬂﬂn'laiauqammﬂﬁmm o ﬁnmmﬂwﬁuwuﬁmmﬁﬂﬂsnﬁ
maana‘lnmsmnwmaumamm@n u"i]wunan'nnﬂ,nymwuﬂmmzmumaamaeﬂ uay

mmatododofen o i B4 ek bscnonmosiad

Numaaﬂmeﬂuuuafﬂmvﬂﬁwnnﬂs"ﬂnmgm] nqymmmsmﬁwmju‘lwumaaﬂmaﬂu
s T BRI it
Taviidasie 19 (umugiin 3)
1. Loss of inhibition
al 1 IS d. Q’l‘ IS
Taosnalusumuovesauiina lnfineongadamsanasneuvesunaidouasoaula
TaoTusAuriianag lusamo uff:h‘lmﬁamzﬁuﬂatc‘fmuuazwamwm“luﬂ?mmﬁmnﬁﬂﬂsnﬁﬁ
) v
w hiinamsanaznewdiuiiugu Tsausiiausniinuiiinasensngadanisanazneuues

uﬂmcuanvlamﬂﬂ f1® matrix Gla protein (MPG) mni‘luTﬂsmuvnwmmﬂsmmm‘lunsvﬂﬂaau

¥ A d’d

uag nmmumstm 11miﬁnyﬂununﬂamwmmunqﬂﬁnmu‘nunumnam MPG 3170330



18

Mmolu 2 Heundinasaninag naamaamm«mnumm‘lmwmmmnwuﬂummumn
mveg‘luwnammmsuu‘uaqnumaamaaﬂ uanmnuumwmmnuﬂmm nnszqﬂaammz
nyAsnaniinenszgnuiape] TsAudnwiiafe Fetuin HulisAufivszneudae Ol-HS-
glycoprotein cvwﬂsmwaﬂumaﬂ Fetuin uuuqm’lumsavm'lu“lmmakuua FLLA
anazneu lalimsinndihelanefisumssnydromsii hemodialysis Wutlemaniug

YSue  Fetuin ‘lumaﬂmmuua'"mJwmummauwuﬁnumsxﬁummmisam‘lmm ¢1sn

A daa ] Al : ., do o o =
plaque vasnavARRANHUYUINE HURYTIN AT orotein nouiimsswaudundnves
unaiFoureaila uazanfuay umsiimve: sﬁwﬁﬂqﬂﬁ'wﬁﬁwaﬁiamwn
HaNVes unaFuveaiinds i) T s Wi 1904 epithelial, nonepithelial

WAT  monocyte-derived Ruauialumsnssqulfise

H20+CO,~> H'+HCO." [42]  AmsdAavIwuImy
2 3 (]

PP as Ao S o o .
‘Ylﬂﬁf’)\ﬂ’m‘luutlu“ﬂﬂﬂlﬂi'l CA N WY 13 HERCTIALNTARAIERA arterioles (1A artery YU

a0z IMsAnyAnUIImsaliey

.-

= : dda o Y Sl
LL‘;IJﬁwmwaaﬂmmumiuu'luﬂum ATaanuanyuy ﬂmmmaamm‘n‘ummm

Tumsadunse ﬂnmens"naam Milsum vle ﬁ mwwu“lumawa*nﬂam
|

(451  Tunenduiuysus o HETRARAT NS Dl WillaSvuvesrmisnasaiten

J ﬂSZ@M]
3. Circulation of nucle?tlona] complexes

s | ¢ AR B Forrrartunrs

mmsnaau'lﬂmunﬂmmaﬂ uau'hJﬂnﬂ'"n'auvuﬂmnﬂnm,!mm“lumau@m‘nmqq"lﬂ[46]

TS AP  om

1‘1]!%1] osteqlast %Y 'Hﬂ'liﬂﬁ'lﬂll’mﬂizﬂﬂ NI nm‘lu‘nuﬂﬂamwmmumm

Lﬂauuanymwﬂmﬁum'lﬂt i aaNn

OPG fifuifuimelunaeniien Wém‘lmi'lmauamﬁmummauwuﬁ #MIN Tsavasaiden
auesnuaenszgnnguld47]
4. Cell death
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inseudnisdneniuaes Taouiuiluga1e1g (Bodoff MJ, et.al. 1997)

01y ()
<40 40-50 >50
(n=53) (n=178) (n=478)
Sensitivity 13/19 (68) 84/100 (84) 305/306 (99)
Specificity ‘ 25/34 ' , 41/78 (53) 58/72 (34)
Positive predictive value ¥ \‘ / 1(69) 305/419 (73)
Negative predictive value ‘ 531 81)'!' ﬂ 58/59 (98)

Percentages are shown in parenthgs gnificant (P<.001)
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d' o 9 1, 4' a A 4' o ] U U d'q
1397 2. anymzmmgﬂwwuﬂmmﬂumamaaﬂ aorta NAUHUIANE Ghlﬂi.]ll‘mJ‘HﬁE]ﬂ

iaeaialvAuuas hifl o 2 nguety (Watanabe K etal. 2003)

. . CAD (+) CAD (-)
AN UIVDY
- 91Y<70  81Y=70 : 91Y<70  81Y>70
*nui,!u p Value p Value
(n=52) (n=89) (n=43) (n=41)
Inner curve 29 51 NS 14 22 NS
Arch 31 61 ' w 7 19 <0.01
Ascending 4 | ‘// 0 2 NS
Descending 16 10 <0.01

(CAD = coronary artery disease
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MmN 3. uaasmsdwumsdsediviuluimimasadeatusesTsnluiioaues (Babiarz

LS. et.al. 2003)

Extent of calcification of cavernous carotid artery

Grade | 0 No calcification
1 Dot of calcification
2 Crescentic area of calcification < 90 degree of carotid wall circumference
3 | Calification from 90 - '
4 Calcification 270 - 360.dg; d circumference

Grade | 0 No calcificatio

1 Calcification 1u

Calcification 2

Calcificatio

B W

Calcification

White matter disease on fluid-attenua

Grade | 0 No white matter signal 4

-

d’ v
1 Discontinuous PV rinrorm mirhal “de
Thin contir .:Jn-.‘ L O e patehies ot S diseacas

s of 7 ; disease

Thicker conti
. !
Thicker shaggier eriventn'cular rim and mild SC disease

A WIS,
, i A e

N N L AW N

PV = periventricular, SC = sunbcortical
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M3NN 4. MdulsEANTanduNUs Spearman (Babiarz LS. et.al. 2003)

Spearman Spearman
Test Correlation, No Correlation, with

Age Adjustment Age Adjustment

CT grade and MR imaging score 0.33 (P<.001) 0.016 (P=.83)
CT thickness and MR imaging score 0.27 (P<.001) 0.045 (P=.53)

Composite grade and thickness and MR i imag ing scoge 0.31 (P<.0001) 0.013 (P=.86)
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Variables CAC(+) n=23 CAC (-) n=34
Age, years 61+8.3 55+13.5
Sex, % male 52 65
Risk factors %
Hypertension 87 42%
Diabetes mellitus N\ ”y 65
Smoking é/ 19
Body mass index . 23.14£3.0
Blood pressure, mmHg 7
Systolic 140+4.4*
Diastolic 87+2.5
Laboratory profiles on admi
Fasting blood sugar mg/dl 104+4.0
Senim fibrinogen 437+191
Hematocrit 39.4+5.3
Serum lipid, mg/dl b
Cholesterol ;--——-— - 196+35
Triglyceride ’ T E, 137487
HDL cholesterol 43+13
LDL cholesterol _, 'ﬂ' | ; MO e 125428
[ ' | Il

Data are express as means#¢
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