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3. Msuissnaeananiaing
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o o a a " % i 3 ’lv o
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m']mvlznmﬂaﬂuu,ﬂawfrm SNy m BAMIK QLMY (30)

" \ o~
AsLlAEL }J;o fﬂ@@\ \ ¢ Jqe111N919714

® |fusyAuaas Von Willehs

— bl

* i; 4 ’ X
®  NIUAAIREN NTRAATIZNL ndathalin-1, luidengsay
: oA \
[ ] el -
nsUamilaes Prostagic %Jﬂ

f..‘l
® annslanilaetaes Endotheliam g factor NO LAZAANITARLALDY
sia NO

®  N1NNULRY Eib

2 Y
® WX Thrombomodul

LWNﬂqﬁ‘LﬂﬂﬂNLﬂ'ﬂﬂ mmﬂfaumulummmfamaﬂm

» RS E IR 27 T

® [NuszAueed Advanced glycosy ‘ated end products

: @”ﬁﬁﬁ@ﬁ@ﬁﬂ%ﬁ@ﬂ 8

® i ‘VI‘LI’WI‘II’NIJJ Lanawwmmwﬂ AN




13

g 1A a . .
5. ANMLARRaAUTAU (Insulin resistance: IR)
a a A’ |a a a i ' a o/
nrBuTaugevTaniahasieBugAuiinauidasdanisfialsaialauay
= n&’ A a a [ a o < v
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1lj e ARAY (37)

dedlunnfin
Tt lauaznaanaen In; 78 systolic blood pressure
fifsTsifunadedy * 20-30 (38) an United
Kingdom Prospective Diabe JA.11998 (39) WUIN13AA systolic
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fatar 11 mmmammﬂmﬁfﬁﬁu. ﬁ‘n%@uﬁﬁmﬁ’uu@ﬂﬁL%fammmlung
(macrovascular) 1#¥asiag 18 ;ga;é'né;;ﬁi{‘ ; fultinuauliFenas 15

)
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o o/ m I A lI ! a
muddL) (40 ) Temannzdihandvanufigupsanden  wudracudedunisdia

L PR L TE T b L S T

(41) !

7. NIGUUWT

8. anzthwinfwiden oy
ﬁua"ngﬂququﬁmﬁ’nLﬁuLﬂuﬁfaf»TﬂL%ﬂqlunﬂsLﬁmT,sﬂﬁq'quﬂTsm? g
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i Framingham Heart Study, Nurses' Health Study, Buffalo Health study W&z Cancer
Prevention Study (42)
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uealniu eangvalaenislisuniunszuaunisdainssiniedanan (biosynthesis)
184 cyclic prostanoids 1@ thromboxane A, (TXA,), prostacyclin, w8z prostaglandins
847 @9 prostanoids wARIKNIAN membrane phospholipids (§u1 1 ) \imLAeN

v
aandiady Tnaeawlnsd phospholipase A 141U arachidonic acid a7n1iu arachidonic acid

J
gnulaewily prostaglandin G, uay al 'f R1uS161 Taeawlasl PGH-synthase
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{ o

waulasl PGH-sy. cyclooxygenase) TNH 2
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ENEIINUNITNINTULDILTRS f MQU?J'NM‘”LW’]:Q'\V'I? n1e
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v

LLﬂa‘lwsuﬂuiTan jmmwfﬂdmﬁ'nu

mmlgmm acetylatio @n-:—--~-:—: ------- 530 UBNIAU TN COX- L@:ﬁm"ﬁnmm serine 516
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P
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o & o 3 1 [~ A o + 7 A a o A‘
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Inafsureaden uwinudueslwiullnadugonisaine TxA, Wsundn dwinldueslnsud
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gﬂﬁ 1 nn9asng Prostaglandins A1n arachidonic acid Az physiological effects 284

Prostaglandins (43)
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Feeann9iianszLIUN"S artherosclerosis Intin1suinlas LDL anmisifindffizen een

qLatu (46)

wmﬂna‘lﬂwl‘mﬁu ’ mﬂu antioxidant 111 waglniu

fufenisulaey hydroxyl ra u’ﬂuﬁ'uﬁ ¥ 2,5-dihydroxybenzoate &

Toeimss Lm:ﬁuﬁqnmﬁm mﬂﬁﬁ?m aoety|ate 7 £-amino

\WANSLLAUNNG acetylati6

Wwldddanaannnisifia

a ‘g ! <
uealwugLluuneghgn ms!‘ﬂ*w ariAIaL NN neang e

(bioavailability) ﬂsvmmsfmp“ 50 Lm”l,wmmu&t}mmmuumwﬁmmfa@nqmmm AR

Uszanndanas ﬁﬂﬁr@lﬁwﬁw@ WH@ﬁﬁtﬂMwm«numm 1

325 Aadnfu iR Lmﬂ”l.wmmmg,nﬂumma‘wmwmmaﬂmmimmﬂlu 30w
i QAR P AR DAy st
faufiava@insansiadnseiurasuweaniuluien |y mmmmmmt,ﬂa”l,wa‘uﬂumm?
naureteuled COX lustuiniiuaawiududaiuingniaenly portal circulation ol
azgn metabolize iy salicylate lunszuaden Welfueslyusiatn auia 40-80
Tednfusedu  wealwiuazanunsadudannminuaeandaidenldunnnintesss 95
v fuealniudunar 45 Su wazileliuealwiusfadaafoy 1um 80-100

daanfusiedy  wuduealwiuaiunsadusanismnauaasndamanlduinninfasay 95

el 3-5 34 (57)



17

ununeasenwas iwsulun1stasnulsasialanazvaaniaan

o o

uaalwiu v salicylic acid luanshiafaléiarnufensassu wilow funfdndu

uundn 200 ¥ deluednlduuealwiuiaanld uithe wazaanisenay aunsesie

ﬂi‘”N’]m 70 ﬂ*nmum m"l,mL'a‘m@nqwﬁ'l,umsmunmﬂ'\vnam@\aLnama@ﬂ'n@m@m”l.wm

?lu leﬂuﬂqﬁ‘aﬂjﬂ’q Lﬂﬂﬂuuqﬂﬂ"]ﬂ
Wy,

nslduagindululsadi | ’1‘&‘-.!

f ’
1. N195NW U L

-

u.a:ammmta‘m’l.un'mngm:ha iilevla Lazvaanidenanasgasuuuylidy

ﬁummaﬁwqmimmm SOﬁ'kleNLWNﬂWQ LLW@uﬂLﬂﬂQﬂUﬂﬂTNLﬂﬂﬂﬂ@ﬂ FINTINNNE

meﬂfaﬂlmmﬁ@%&trgtmeﬂ n%%&sjsﬂ ﬂ»ﬁﬁn‘imumm@ﬂmmm

faaay 25 LAy i“ﬂﬂ@" 42 ’Lunam“l.mmﬂm 2 ainsquEi LL@“Lu@mmmmiﬂLﬂumm 10 ¢

mobue AR b i gt R ) 6 B

1
12 mslduaslniuludihenfiannslinduidlauulinefiuas
¥ & o 1 4 o/
NATNLUANA lap ey non-ST-segment elevation BEN19LAAUNAY

fnananisAneAudadliiiuiesslonireansiduealnwiulunnsinemm
anstandiurialanuuladaei Wy VA Cooperative study luil a.A. 1983 (54) , Canadian
multicenter trial 113l f.¢. 1985 (55) , RISC Wil A.A. 1991 (56) waznnsANHITaS Théroux

waranuzlull A.A. 1988 (57) Tnalduealwduswinsne fu seust 75-1300 Hadniusiedy



18

useszazaalumsldenFuandenntsaiausn Aessazaandoud fand1 24 Faluede dn
nd1 8 $u nsRnmmariilduadnslilumnadaty Ao wedlBudunsoandanismne
LLamm"mmmsLﬁmnﬁ'mLﬁﬂﬁf;’lﬂmmmu’l.:il,ﬂwa“ummlﬁafh‘ﬁm‘la’w’aﬁwﬁﬁﬂﬁqﬁ’cymmﬁﬁ

uan mn'ﬁlumsﬁnmmm Research Group on Instability in Coronary Artery Disease in

Southeast Sweden (RISC) trial 1utl A.A. 1990 (58) Wudrn ¥R daaLedlwiuIuNg 75

o

1GID

o/

184N % AN1TDAANITIN @I‘Mﬂﬁi‘ﬂ’)ﬂtﬂuﬁ’ll’ﬂ’ﬂﬂ']\? ?‘IJLLN‘IN@V] mm’mwmmmqu

(catheterization) fvnlalddenas

\Aau

_-.d-.-“'" ""‘;J

mﬂ‘is‘ﬂmmmmafam‘l@ﬂm 5 (absolute f KSM@@

-' 111 meta-an heparin fanfuuasiniuly

-4 < ¥ ! 1 n‘l A ¥ dly % '
N1ITN®INCLAUNUIDNLL ‘leLNﬂ\WI vzalsanduiafq lamauuy non-Q-wave W1

qizawﬁnqwlunﬁaﬂgtﬁ\mﬂ W?w ﬁﬂﬂ]ﬂz@msmﬂqutﬂu

sieannsliiuesinsuetiaiies (60

’QW']Mﬂ‘iﬂJ UANAINYA Y

9 ms’lmLsﬂa‘lwsutw'amsi‘]mnu‘tenm‘hu,awa@maﬂmmu

_\ _\
VGEREY
Q u
a @ a & o
mslduaglnsunasaniianiaenaiasiiaialanig

ANNTANEILLILY meta-analysis 184 Antiplatelet Trialist 111l A.#.1994

i 1 ] 4 1] d s 3 o/ ) o/
wuilufthenfeadegs uduhefiussaRdulsandsilelamootna@aumsy



19

fthefihumsin coronary revascularization anriey filelsavaenidanaues filand
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4.mslduaglniululsauaanidananas (Cerebrovascular disease:
CVA)

4.1 MsFnEatnwAAUNAY (Acute therapy)

AnsAnmawalvg) 2 nsnen MfumisAnwuuy  randomized

vz°ﬁnﬁ?ﬁnmnﬁsﬁl,malw?uluimaummmﬁﬂﬂﬂﬂfmﬁﬂuwﬁu 16un Chinese Stroke Trial

Wl A 1997 (67) uay |ntemat\ "l A/, 1997 (62) WUINNF LA
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3. 21n1daLAE R

msldengnunssniauilal|taFesoss (Nonsteroidal  anti-inflammatory
drugs: NSAIDs) fauffuuedldu wuinfineu@aesanisinneslaunnges (renal
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