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Kegi]  SEELEPSRIEE AN BRI, BRI A AR, A

R Ik L R AFE (transient ischemic attack,
TIA) BUA PG 2R rP I XS 3G N, X2
SO IE R R 2R I i () — A E AR . 3R,
TR 70 7 ANRREAS Y, Horp 20 568 5K
PEAE . FEAEAR TR RS TIA EE A AT B
% o AT A B BATEN A A 2 (1) A
(50 187 A Pl (177 P W i Kl g e I B DR 542 )
PERUEHERESE AL T %kl . SEELO T2 (American
Heart Association, AHA) PARIH)—YEmHEW X T
A (R — 2R g R R 2 B

FE WA E A H X —fe M NN E
PEFFIALT: 215004 J5 K 2Bt I 5 — = e 2 A B
JRCUL: Stroke, 2006, 37: 577—617.

REFE, RUHGX LSy B P AEsh R A Bl TIA
B2 RS 71 . AHA FHABRRE ] 2 K
B Bkt AR Pk R IEE I H 1l (subarachnoid
hemorrhage, SAH ) P! fI Jix Hi il C intracerebral
hemorrhage, ICH) 1, JXSEHEFEIEANE AHA FIE Ly
WG4 (American College of Cardiology, ACC) %
TBIT B 5 Pk 7K P RUE S 55 G AT I 2 2K 5
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1 AHA R R MUESE S A F A i e X

I iRz UEHGSZRFAT (30 —FOA R P RAT 8GR A7 2L AN
AR — L5 0L
1T ety XEREA AT BGA YT (KA Rk 2o A P T (IR
P (O A MBS B
ITa Z4HfER7 UEY8 B3 WAL ) TS R A A v T
b Gty AR AR B WA R 7 O R W i
M2y UEHESZRFAT (30 —FOA R PR 8GR T Tz Al
(HO TER ARG DU N ATREA T 10— Lo il
A ik BERIK A 2 BRI AR AR
B L BERLA 9 BRI B LI PR 1R 2R AR B A LI 5
C uEds LXK BB BT R

PRI 22 . O R 22 TBUR 22 AR B
UL K 1A R 55 F A Bl B AR R A . 2 I
SR AN NS i N E T — R VI FE A &
W) 7 2 HE2E I SR RN AR . B /N A TH]
R THIGSCHR . BEAR AR SR ZI R H T
ASCTERL, (HEZR B0l AU RIS
WA RS AT TR A, HHMT THES T L
. KRR T LA AN G 58S SRk SCHkE |
PR T ERE22R5] (Index Medicus) H %1
e £ 2004 4F 12 H 31 HZ TR RIS . %
T TE AR AT () PR 0 AT A BT R
MBIV, W RS S 2 M — TR I & TF K
KRR, W5 ARCRIERH S % TG
— ARSI FAT PR A AR OF R4
WAFEEND R, BREBERHERAE Z KNl
HASCI B, S AT P10 vE i Bl AE we i v
fEVURRIEAT IS, FEpim AEEIA LR,
JOAE AT S DG () B, (HIE Ik
T — AR GO R R DL A BRI AR S
A ML PR 3 VA T R A TR, s AR
DEEZE (myocardial infarction, MDD FIIfILE P4
Too fEIXG A, FRATT ) X 41 DL B
A6 0T L A R S TR AL A R DR H A R
IEAEAE F AT 167 LABRAR S M = A A L At of
PR A KBS IR IR S 2 o BAT T HRE 3 AF XX st
PR FT— IR, FLARRYE 5 2 A TR AR R, LAR
A2 Rk 2 R TS 32 B BTSSR R B

1 TIA Fodgn o4 255 2 3 58 X

TV 22 T 5 ik A 3E A T TIA il
A g, BRI AE R 3 X ) DA AN K E
B, AT R IR ALIAR F] s AR 7 R R R
AR T v REAT BT AR 2 AT T2 Wi P4
(I ALRIRE B o o BRI I A 2 3, G SR
REFERFR I 24 h, BE MBS W 2T,
T U0 SR SRk o 22 T R R A R 2 I R <24 e DU

TE X TIA. A ARG B A T I iz (1)
H, RIWFZ M4 RGUERFFEEI <24 h (1) 53
WS . F T IR ARIREG P B A e X2
PR ETERFFELEL 24 b, BUERIR PR KK
ARG AL 5 W R 2 DA R 1) S i 953 35
AT HE H IR TIA 8 SO “ sl g JIE oy ot 1 gt o,
5 R IR PR 22 Th Be B A R B PR A, IR IR Fr 48
I 1) 5 AL 1 h, IF HIEHRESEIIESE 7 .
TIA & —MEZERA e FE, FiRiEIL 90 d
A R I 10.5%, TIA Josed) 18 A 26 b X
B dpe O,

R JR3 A 2 i 453 495 8 A 20 AL AR 1659 2% 1)
FAFIIAL, shipEAR ] o WA FE R, &
LI 0  RK Bk G Smiah ) BekERE1L
FEZE O URPEMNAR TE . /NI AR . HA A A
IR CAnEh K JE 53 35 iR 2 BB 40 s )
o5 | 2 B A5 B LB DRI AN W PR A e o 2
HORIR AL o L e M A I R, R
FE SR BT R P FE Sl ik 5 A A IR BT AT
P2 WIS AN 7 BN LA M. KT TIA 58
Ao RS WK 7 A I HLRI R AR e e T
ARG

2 BTA TIA BRI AR A 52 ) f e PR 242

2.1 Lk

Wb, EELE s Tormim s g ik
247 Hs A BT 7 I 5 eI 1 2 v ) XU 22 ) — ELAFAE
FISEHEN S Bt Lt R AT 2 T I 52,
LS AR ARG A A5 2 XU - B2 30%~40% 1, 45
K v I s S I s 07 2 AR T IR VR A U 47
EFEEE A2 (American Stroke Association,
ASA) T Bl v A v — G Rk e i U
AHA LU 5 A B — R R 2002 4FE 5
BRI P T A, T L AR ST R L T
Rl PPN AT A EECE Z AE T R
( The Seventh Report of the Joint National
Committee on Prevention, Detection, Evaluation,
and Treatment of High Blood Pressure, INC-7) 1t
gt INC-7 SR A S U7 R AR AE
m R A F e g E T R AR B
Vi SN B S K e I T G E NI S R S DR S R ey
By LA KT PP ¥4 vy Al TR T

JAE KR B P 0 BORHAR SRR 1 e 1L s
1 SN g9l A2 2 o S8 O LB — R T
RSN, (HE R KRBT AE TIA B
SR T R AR R AT RO
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R Z 0 7 P BORLRHE Bl T St B A v i I
HsThi BB AR B SRR T R IR A0 B L 15
TFURIETT IR LR At e

— AR GE VA R R IR T A o A LA
L P TR 2 ) A DA T T 4R,
X Hr s 7 T RR A ol AR 2R B BEA LA
FEIRIG, RAREACE N 15 527 B G PEA . TIA
BN H LR, AE AN AR S 3 f~24 A H B
UM, RS 2~5 4F . A AHSCHIRI PP 254
THRRR . B 259077 Be Al 47 5 R 1tk 4
dy JEBBEEA . ML R I S0 Bk
BOEIEA PRI VAL A AL FRAIG, A
B, (MR TGS P EEAH IR
SF ARSI AR ) T IXAEEE R

A % BAR T s 7 S0 A6 vh 0T A
AR I B = o — IR B, N
PR 25« B PR 25 55 05 55 oK 3R A 4t 1 410 o) 24

(angiotension converting enzyme inhibitor, ACEI)

WA VBT 7 W] B3 B A R e A v XUy, (HLERLT B -
SZARBHYZY (B -blocker, BB) B ACEI #IAgE!",
WA T AP S e A diads, Rar AR
HIRLCR . XU ATELE T BRI A L TIA 2
PEAS BT o AR rhORI T A I A ) S A I
H R R AT O, IE QRIS B b
FE, CORAE NS 2, EXRERR IR R
PRI HCE . FEAT A A F D B R -+ O
ot BB, IXubmFsTgs fnl g bkt

RT LRHEE, AR REARRHEILIEZ
BT HL T ST ELAA B 24 4 fie 2 kA A 2 o S
KRR SR AL WA 32 o« VP2 IR HIEE T /E ACEL
AVER T . L AT P4 (Heart Outcome
Prevention Evaluation, HOPE) #ift 577F 5 G (5 Hh 4
ACEI il K ) 5 22 A RCR VAT T HLAL,
KIUAE 1013 BBEAEAT A B TIA 5 5L RS
SORMEA T M B PESE T 0 RS BRI 24%

(95% CI 5%~40%) "o U AR IR IR 7 Ry 5]

(IR PR RS A2 38 (P33 3/2 mm Hg), {HIX W] B
BRI IS AT I TR A 5% — TN I BhAS i
M PRI, 24 h ESEE R T 10/4 mm
Hg, 7ERAINFFET 17/8 mm Hg™,

B WA R LR 47 52 R 1 A iF 9T (Perindopril
Against Stroke  Study,
PROGRESS) J& & [ 1 it T AR IFA A il ACEI

Protection Recurrent

TE NI R V67 7 ZRCR B, frid 20 5 4F
WAINT 6 105 B 4ok TIA 9 S Y.
MRPEAE S LR Q4 1>160 mm Hg 5(£F 7K 1E>90
mm Hg) HAEEm LR EF PR (ACED BUKA
1897 CACEI+H R W1k M %) 1R 55 1) 6] BE L 23
T2 DA HZY RSP FRE 12/5 mm
Hg) M5 kA KK B 43% (95% CI
30%~54%), " AMLE S AR E0 W (coronary
heart disease, CHD) ][ T F% 40% (95% CI
29%~49% ), = Il 2 A e 1 s 4134 H B sk
B BRI, BN ] ACEL I JF R R I W B 1 35
Ao AREEEEZ KGR TT 0B AR, R
MR EHT 2, NABRFYIER S, & CHD
(el REPETEOR, I HAE SR R AR o Rl 5 PR kb 5%
£, INC-7 #AEHFHLER: “ACEL SHHEREAI R
Ay DT e AR A Rk A rp e A 20T, 7

— I I T IRETOK: 324 BifE AT s i (1)
SRR R A B AE RN 1 BN
P2 A R K 2 52 ARBH YT 2 (angiotensin receptor
blocker, ARB) H{Zz i #vay7 2. 7EKI% 1 45 2
HIGHZ ARB VGIT G DL N, 2R IG T Fl %2
REFNGYT #0235 25 5. RV ARB 41
51 NI SR B > (OR=0.475,
95% CI 0.252~0.895), {H 3 4~ HI @) HE G 2
Fto 12 N H I ARB 419505 5 BRI —Fhatk
WRYT 3303 A A S ZE R AE 12 A A B H 06X
FhZE S HLH AT, BRI P

=

(1) EFEstefd—kéedEd R TIA #
BH AT IZ G AT G RS T VA
Wy LA M T Ao B 4 (1R
HeF, ABGEE). i TARA LS 0E
Ja KT RAF AR B AL, B ST A S
HEF R TIA EFHEH EX—HH
(lla BH7, B BiEdk ). HRATL
3t 64 B AR R 7K Fe EARAR, 2 MRAL,
{adn B39 F %) 10/5 mm Hg A #
849, INC-7 3 £ fo /& 2 3L A4 <120/80 mm
Hg ([la 3%, B AR ).

(2) —d A E o KA BR T Bk B,
HAE A A M AR F R S I 09— 3 4
(1IbR3H%HF, C AL ). AN HY
BT R R R, A &R
B R A F A B A Jr 2 +ACEL BRA
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w7 (1R HE, A BiEdE ). L4k
My Fa T )R B AR 69 15 45 L A8 B ML R A
FH e B BRI (do RSN A F)
Eskm. BAERE SRR K
) w9 dkel EAMVRME (Db B3EFH, C
BRI ).

2.2 HEIRI

Pttt 8% N BATH RIS, e rp
TBIT I A S B R, o G P AR rh R )
15%24, 219%59F0 339%200, Bl PR & — Rl A )
A fE R PR, BRI, SRR PR
A £ TR IR PERLENAR 2D o SR B Jé ik 2
PR 0 — T T NBER 2 TR i o, B IR
AR RS 2 AN 1A 0l 25 3 S 52 M 2 e S7 i
MR, ARSI T4 X A P i —2F
HABAE HR 11K (Oxfordshire Stroke Project) H, i
PRIFI 5 A R AN SR 2 FBRAT IR 26 22 — XU
[t (hazard ratio, HR) =1.85, 95% CI 1.18~2.90;
P<0.01) 1, 1 HBFFAN BT 9.1% (95% CI,
2.0%~20.2%) FI5L J MEAE v S R 5 RS A
LEXT 2R %R EE (Stroke Data Bank) 2 15 K
SV f, XU S AT P 28 5 B TE R JR s s P,
i H, 76 2 BUAE A BA BT i L F 5k,
PR IG A 22 R A M B P AR A i P — /IR B 11 R
% %\%[35,36] .

PSS e S N TR RERAS W NE S|
— R EAE T M CAESE, SREE R
s s v LR L AL I R R 1 A A
JREEBEAL G TT BE B AR O LA FEE KU CT, X s
BT 1 AL SO AT R, Y AT R 2
ACEI. ARB, PLAGE M B MRZ . A —
HVB e E o, A8 1 BUR1 2 RUHE IR R
I LR A H FRIALE (130/80 mm Hg) 5 ™A% i
Pt T T st PR R A af P ] A
A e g e A G S RO I R PR
5% (The United Kingdom Prospective Diabetes
Study, UKPDS) 1, 55 ifil F 45 il 22 (9% Bk s £
& CEFILE 154/87 mm Hg) AHLL, i E#H R
1% CFAIME 144/82 mm Hg) (KA H ARG I
J& Crelative risk, RR) FFAI% 44% (95% CT 11%~65%:;
P=0.013) P%, i FRsm A6 7 B AEAE ML, $5
A v ] L i 9 ) S PR IR ¢ R A IS Yl 2
FEAK 34% (P=0.019). At KR5S — DUk sk,
FERE PRI R0 AT I 35 RE B A R A (O

O LA A 1 BRS04 U K 2 it 9 A ik 3
130/80 mm Hg IX— I A 4% H bR, (HRATIN 70
Hre s, 7EM R4 120/80 mm Hg IO i 1 1F
R EEo NG R

WEEAFI R 2. BB, ACEI I ARB I B
PR S s D LA SR RIS p R A 2R A 21400,
PRI A e ML s AR 6 7 Y 3 244 . ACET % 4%
GUERILAV IR SR TR R (ARAT S
ACEI Ml ARB JyJEAitR1I6 97 5 S0 SE SR IR
T L FEF R/ £ PRA ARG B9 72 11 H ARB
B ZELE KL R R (R R 5250 i, Sl
BRIP4 (American Diabetes Association, ADA ) i
17, FITE PR DR R o L SR N2 045 1
ACEI 5 ARB 7EP a7 17 55, —SUiffFt R,
5 ACEI ML, $28MiEbH#2) (calcium channel
blocker, CCB) Y7 & Hsb o F s 2578, 4045
I 12 000 4 B 87 5 A T g I s A0 9 I
16 I7 PR O LA ZE X5 ( Antihypertensive and
Lipid-Lowering Treatment to Prevent Heart Attack
Trial, ALLHAT) iE5%, JRUER IR 24 SUBER 721 ¢
A AE 28 i A5 T L T ACEL G5 1))
FCCB (M), (HAEHITHERW, X2
P LB AR s GERRBIIKFHE) TrimJe 2%
ST R AR FT 1 K PR (Valsartan
Antihypertensive  Long-Term Use Evaluation,
VALUE) %, MH CCB Bt ARB 77 [ R
R DR SR A T R A AR A
Ik % fE7G Y7 (Hypertension Optimal Treatment,
HOT ) #ff 5T A1 B M Wi 4 3 & ifi s C Systolic
Hypertension in Europe, Syst-Eur) {34, KA
CCB 5 ACEI. BB HIRIJRZ1KE I 50 iU 5
PRI AT 4, SR, H T CCB Al fig
A LA AP DX 98 v AR O0T HEAiE 2 W R 9
JEIIRE S — BEAFHBEIE, ADA CEWNRX K2
WAE o DR B (A B P 2 B EE AR
I, AR R S 5 22 Fia T ks E)
FUPRIAL s, T4 LS VR 7 1R 2 AL 5 22 UGk T
PR B R K, AN BT R (967 7 22

A HE A7 08 A R BEAT S0 ™ ket 14 I
JEFE ], AE K3 B G 2 IS BE (low density
lipoprotein-cholesterol, LDL-C ) H #5 ff <1.81
mmol/L (70 mg/dL) ', b flfihy T 15 22 it 7k
AT ELAE IR R 97 B 9T (Heart Protection Study,
HPS)UESE T EHE PRI 83 W Ay T 28 B I 24 1)
aibe FEIXIELIE 5963 FIFER>40 % . S IH[E
>3.49 mmol/L (135 mg/dL) K4 IR H s I Bt ML
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AR5 (randomized clinical trial, RCT) 1, ¥
AT A B L PE A CGEARABYT 3.4%, 2R
4.7%; P=0.01) [#f% 28% (95% CI 8%~44%), 13
F6 7 (e R s Bk FE . AR ANLIE R AE N
F P IS SF A R % 22% (95% CI 13%~30%;
P<0.000 1), XLegE R HILLE LDL /K. JRSefr
FEPIINLAE 5T « B 99 24 24 R et b i 42 i) )
PRI, Tl — e gy N\ /B PR SR IRARY T
2 25 1) R AR 6t K I 65 R 1005 A )
PR ERAT HIBAIG T 10204,

B PR AR I UE S, I 2 i ek 2D A A
HRAE CEW A AE LKA i) 1)
e 1295961 R b, o 2 T A p ORI ILAE 9 AR — 2
TS R S s o 20T A
AR 28 1) 50, 465 24 TR P 198 K L JAAE TR 56 1l
MPERHEERE AR R RIABI G 2F R, HAE 1
RUFT 2 RO PR S AT SR AR MBS ) RCT
CUIESZ, I S XU AT B (R R 3507 %ot
BENLIRES TORHE 0 A7, B B2 448 A
BUEHAKF, Mo thies: PR,

1E A3 B RS 7K P 2 Sh<5.6 mmol/L (100
mg/dL), ZF M I 2 4 LN 5.6~6.9 mmol/L
(100~126 mg/dL). =i IfiLAE 7K *F->7.0 mmol/L
(126 mg/dL) SFHHLITAE 7K F>11.1 mmol/L (200
mg/dL) 12 WOl R (11 LA Ak i 21 2
H Ale K¥>7%0E SOh i HA R o HEF IR
fr. 1BBh. IR B 24 B 5 250 s i i)
SR AR IR L IRATT I B AW B [ 2 v B
RIVEYT ,  AEG i i Z BT R R 2 I DA VR AE AN W 1
Iine IETEREAT (13R56 15 0] bR 5 # e i A b —
SRR v B B B S R A TR

HE

(1) 2 HHEstA R B & AT B m B A% 49
o JE Fodn g 35 48] ( [[a B35, B RIEE ).
R 22 K70 41 5 o & 25 #R3E )
T Edx4], BRSHEHFFR 1 A
Lty s m/E2, ACEI #= ARB {234
Bomit @ EoAA R, BIEHES
Bk BN ERIEF Y (] BIEE,
A BAEHE ),

(2)  AEFEsedbk 29 X TIA 6948 R B4
84 o 48 35 ) e 38 B H KT, VAR Y AR
hEFEIE (] BIEH, A BitE) A
The B I K& FAE (11b RiEH,
B %iEdE ), AR ML EE Alc Hix4)

E<T% (la B, B HRIEE ).

2.3 ffi

LGOI T RN L 5 e L P O R v T L
EARBER R AW R B R A A fa R R 3R 27,
EVRRL,  SEHTIREEERAS IR T, JIH [ g 7K
- B e A A RSN SR AR 99 R IR AR O, B I
HH ] WK P L5 S A R Z TR T S &R, AR
VTR 2545 v 26 oh RS B A RT fig 32 28 2 T
AEBBOE AR U2 BRI, ST 1 AT R
P27, 11 CHD 3% W HI Al T 28 251 vl fig o FAIG
Arp BT YT 82 3 R I X B X
iSRRG R 2 N R e R N R A N P o 2
% J8 I ATFAE HAR AR A 2 FLf o X L8 IR
il = Al VTR0 A AT B I HEH] T CHD
[y 7 o 7 S

B= 27 IF 50 2% DA 4 IR o JIR 2% (1) HPS A5
O A B A A7 B G i L6 S PR A 2 b B P = At
T A P AT T BT XTI 20
536 191 - FAth il A5 £ B6r P51 2% (R T IR S ke «
Al 5 A7 M7 PRIFE P CROHR I L9 D« R
o e I s AR o S IEL ] B =>3.49 mmol/L (135
mg/dL) H A BEREAWTIT. Py i b 42
FARARYT 40 mg/d B FNETT . BARCRE, 2
22 RR FF% 25% (P<0.000 1), HPS Wi, 7
ERAT: A o IO 3 52 0 S v, e FL AR S I ] 1
AKAFIRT, I AR T 2R 2536 7 e 2 b
RSWICFAFANMIE AR, HA R AR IR
WG, REVFZ BRI CHD BB /R L 1) 24 v
BFRT O YT R 2R T bR AE, [HARYE HPS 1)
SR, X TJC CHD W S, AT R YGY Y
AT AR A 26 7 B2 RS g AN 2 o A BT
fig 7K ~F ¥l Bl 4% % WF 9T ( Stroke Prevention by
Aggressive Reduction in Cholesterol Levels Study,
SPARCL) 1l 7 P&l ] 28— 7 2 ] ™

X 2 e R o A7 T2 24 AT Ll e K~
I S P e O i — R VRIS SRR, EISE
[ /% #0 & 11 & ( National Cholesterol Education
Program, NCEP) & 5%/ IN G TR i ] Pt of i 1
Kl PEMATGITFER (Adult Treatment Panel III,
ATP TTD) o 10 i 6 A s i AT ) I g Ak 2R
J5 T e AT OFE I . NCEP 3 F4{% LDL-C DL 2
FhPEAC LDL-C () =257, Ry 7 kA s 7 A
HURE PR L5 WGT Y o HITE i R el D> P R g iy I
REEEAN DRI A 58l . TR AR 7720
BUEFIZY)I6 7 (1 LDL-C HbR/K PRI U T3
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®2 WATHULE SR E R R

e 05

AR

=

TIEHE A

[Nz

LR

HEFE AL PR AR o S8 A I DS AT e L Hs v 7 A TR A% vh 52 R R
oAb o A i1

TP R A A T 77 S AR B R AR, DAL, B R X —
FT- B s v A R TIA R

WA L AT IR 2650 AR, REAMAAL, RIS R Ly
10/5 mm Hg &7 #11, INC-7 52 I 1E 1L 5<120/80 mm Hg
L 3 7 U SO T B R Ak A e B s I R VR T I —
i

IR 2577 EMAIE : SRIT, B ORISR TR IR 2T RIR IR0
ACEI A R o ELARZ 40 B s o 10 32 9 17 7 [l i 9 el A0 % L&
A HARTEBL COSINIILE PHFEME T . B IIREAN A Lo RTRE JR
WD) HISERE EAMALL

S W R s A5 TN B 7 b4 S s 10

S FTAT BRI M 2 #0008 i il e, (R 2 HUs# #
1 Rl PRI 2 . ACEL f1 ARB £ESEZ2 P ok R 5 i A %, [
SRR R S b b s B 1 ¥ IR VR TT 2

ot SR A B A P TIA (O bRE SR, MEREA R e e T
K RA DML 4 5 R I

H ARl S M2 Ale N<T7%

T R A s A5 IR SR BA7 75 B S A A A T 1) et
Aok TIA 3%, NARYE NCEP TIHE T AL EE, ALHE A= 36 J7 :Uds
WeteS. it

HEFELS TABTT IS 204, CHD S RSN K FERE AL 15005 £ 1 e i iz
H #% 4 LDL-C<2.58 mmol/L (100 mg/dL), f7{E £k K % rbe s
f& % H<1.81 mmol/L (70 mg/dL)

UL DR Ay sl K B A A AL 24 T T At ¥ T 2 25037 FAE. I B KT 1
W A I CAD. TENKEFERE AL IUESS ) (i itk 4 rh sl TIA 3%,
U T AT 2250 AR LR R A A £ 0 11

Xt HDL-C 7P RAR B P A B TIA B, I 2% fesh P a5 Ak

I ety A R
Ta Z4EY, B JAiEd
Ta Z4HERE, B ZEd
b 77, C Futdh

I ety A Qs

Ila Z3fE¢E, B ks
T 47, A Jrds

I 9HERE, A GRAEdR

a 447, B FiEHs

I ety A Qs

I uHERE, A FEdR

Ta Z4EdE, B JAiEH

o 477, B Fubdh

NSRS

Tl 25 CHD Ml CHD KBS&E0E (Ja&
FERE PRI ARERIB AR AR ) =2 A0 G
[ K 25 (#% Framingham XU PES 10 4F CHD XU
H10%~20% MI<10% 73 )25 0~1 ANCo LA 6 PR
#. WA CHD F1 CHD K& ROiEss s, ) H
#% LDL-C 4<2.58 mmol/L (100 mg/dL) ®"%,
NCEP fi5 B AR TT 259 Bk 8 LA S AR 255 1E A
FCAth i 5 (R VR YT AR T A . B LDL-C ¥897
el CHD f8 3 (1) 50 SE5% | el R B Bk (s At %
P ARSI IK A SRR AR DL R A R A
gi/}j—r:%[m,m]o

H M ATP TG MmAT LK, TR S TR
B YT 2R 2R 7 AR B 25 L, E0 MU 93 18 1)
Bee EL T vy T 7 7 TR H T BT I LA . AR A |
e T ATP TG FS B h 3 0, Heeml e
1) LDL-C HA#{E A<1.81 mmol/L (70 mg/dL)
OO0, Mg v fs S8 o SCA AT WA IR I A0,
(D ZREZEEREE CGREIERRRD; (2
P H IS R ER 2 CRER SRR ;
(3) 2R EE AR FE B8 DR 25 [RE ) — e H i
>2.26 mmol/L (200 mg/dL) [d]f HDL-C<1.03
mmol/L (40 mg/dL) |5 (4) 2 RENKLEAAE -

oAbyt ] H T M0 e 8 1va Yy, dE
PR DURE R IH ] Pt i il 7)o X 8 244y ) H
TGN Z AT R 25 ik il P A5 b Bl TIA i
o, ARG Z RS IR A o SR RO B TR
TEEIRBAK 25911 &I (Coronary Drug Project) H1,
SR T kD i i A =R, IR AR % NS PR HDL
+ it ik % ( Veterans Administration HDL
Intervention Trial, VA-HIT) #H#, 7F HDL-C /K°}*
BHK[<1.03 mmol/L (40 mg/dL) Jf Y3 1tk el IR 2 ik
P B, 5 AR VIS REFRARR R IE I B AR AR
g A B sk, R R E SRR AT
GrHT, S RAEE .

=3

(1) 2 FRaBE B KPS AR BRI R R
T JE ) R B AR AR ACAEIE 69 B dn bt - % TIA
B, HARYE NCEP 148 atiTats®, @it
AEGRAE. KT, hMiEs (1A
5, ABGEE) (R 2). EHFLTRITES
4, CHD A K Sh AR AL AR AL 5 0 B 49
& Re [ B2 B 47 % LDL-C<2.58 mmol/L ( 100
mg/dL ), A& S ANEREF R EGEEHE
B 47 LDL-C<1.81 mmol/L (70 mg/dL) ( I
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BMF, A BIEE).

(2) 3 2% B 4 2h bk AR AR AL AB 50 3T RAb T £
s yr 484 (B B KFEF . LA
CAD. RZhAR#ARRAAIEIE ) b5k ot 25
bR TIA B4, LTwTEEMAREKLE
EHReALEN (la BIEH, B RIERE ).

(3) *FF HDL-C KP4 &89St 2 R TIA
Bk, THELTRIBRREENFET (1b
YARF, BBAERE) (K 2).

2.4 VR

A NG I 78 704 22 WY, WO 2 ot oo 1
S 1Y e o P S I § o B = N & |
B 1) A o R 05 WA 5500 T
GIRTER RO T o R SRy AN 11 2 450
T B T DX 1 e B4 99 BEAL A L4 MLy 8 ) 2
AR i A e AR O AR E A e AT
A E TR RCT, PRI H i i = 26 v 5 o
1 RCT Btk A, MEVEWIIERY], 85 A
RS TR, S A S B AR KOS 5
b, TR A A S AR B IR T I A7 KB,
DAL SRR FLAE — i rh AR A

ORI UEE R ], R TUHREH 5 A5
Coli e SRR D RESEG v E 435 26 v A P R I A 5
AT, R T WA IR AT, PR R A R I
% 8 N .

JHEAORE — MR YERT, IO H AT N
Ry B N CAESE, S AR AR T
WA N ety T AT A SRR e
grll O ST BRI RO, T 2004 4
) — TR 5 SR AT BT ) SR —— (R e A
Fe FEAIL DA KA E Y (The Health
Consequences of Smoking: a Report of the Surgeon
General) ',

ji=

P A B 97 T2 A JRAR S A5 &k 3 4 P R AT 1
FARIRGG B R TIA EBF AW ([ 4
5, CHIEHE), EHFBLWSHEE (1la X,
C BAEdf ). WEEH). RE T HFAZ D IR
YA B FAJE (1la £, BEIEHE) (K 3).

2.5 Rl
TR 2 XU IR S A AE i« A 1T
R s, 18 PR TEDRS 253 R0 0 2 BT A 246 R A

(R R R O OL o Fg M AR v, SRR
UESE T CRES AR, Ju A IR J T
FAESF/R A NG 24 € ISR o NN 871K 2
R 2 [AEAE—Fh €17 TR FR, DEPEEIR
WA PR ER R T T A rp RGBS 1
3106107 I-A1T g2 Sk 0 M L5 A5 AR S PE I 35
TSP FCHEAT VB B R B, BRI o N
0. <I. 1~2. 2~5 F1>5 #/d, 1 FEIHLAE 12 g.
15 mL 8% 0.5 #5307 Coz) 4WE, AH4T 1) (12 02)
W, 1 /ME (4 0z) BN 1 AR (1.502) &
BN E . SAVEKIE AR, >S5 Md 54
XU R 69% (RR=1.69), ili<1 #/d #2erh
MU R 20% (RR=0.80), Wil 1~2 #/d &2
K& TR 28% (RR=0.72) M7, JUESFM I 5
SRR A DG A AR 2D, R R 2 i A 41
WEFERR T, S8 AT R R AIPG 1) e ifi P A v 8 2 A
SRR BEHF BRI 2B
AT BG5S

/5 R P A5 R AP PRI e o A A R PR
FITTAE L HDL 38t ™20 i /iR R Sk /D211
i 3 41 4k 2 13 SR AR T2 2 O . K RAGI n
A RS B 3G S5 A i L RS
i i it sk /D> A0 5 BBl Catrial fibrillation, AF)
OIS 5y b, ol TR B 4 25 40 2 L
DR I i B ) 52 38 e 1201271

M UESE, AR AT ROk, RS TR R —
AT AL DA ) B, AE M R B AR AT
Ty BRAG AR T A R RIS, I DA [ I o 23 2% F i
IR R R A SR X KR,
Rt TS AN T H A e L 1 9
PRI ) 7 AT A O Bk DOl R (S L3
[ 537 IR 45 ) T AR 4L 2004 45 5572,

HEHF

REARIE oy dn bt 5 op R TIA & AR ARIE SR
WBE ([BIEHE, A B ). TIAE &Y 3|
P FARIE, B <2 M/, LRI 1 AR/ Db
BMe#F, CHAEE) (K 3).

2.6 JLAE

AEJE e SR T HEEC (bogy mass index, BMI)
>30 kg/m’, I CLplAfE N CHD Al FAET AT
fe BRI Y, AT LR, R SE R O R
FRaE, P H AT 63 % B R 55% 1) otk
T, 30% LR, FE AT IRAR BRI (0 B0k
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R3 MNATHTHERERHERE

fa N 2% Ejies S5 2
R I Pyt BT R T 1 AT P IR G e ot 2k A5 B TTA RR 3 I Zifets, C Jarkd
T8 G e Wa HEFE, C LRiEdE

VB JE TR LA IR 245 B T o

Ta Z4HfERE, B ZLkdR

el KBRS PR e 0 P 25 PP B TTA S5 5 7 TGS B 2 i I B, A PAbdE
A LA B/ S B AR O, <2 Md, JEREGRII Lot 1 M b gifetE, C JArd
e FTA B i AR b B TIA BB T2 B, B bR BMI 4EFE(E 18.5~ b HHEFE, C Hikd

24.9 kg/m2, ZHENEHI<88 em(35 i), YiHE<102 em(40 Hih). IR AE R
TRE M AR DR AIAT Ay R B AR A A B A R

1)

T REME AT D S A BRI PEAS h B TIA 8%, JLFRERHHET %220 30 min )

o 77, C Futdh

o ARSI BB T R TRl (A P S KK S e B A G PR SR O o X T
T BRIRIN B P AR b (B, HEFEAE ML AT IR 7 PRy 5

I B P I 5 ),

JSCAE NN R AR B 5 A R i S RAIRE
A NERES AR rp ) — 2 R B R R, A
Ji o B PR R g S 2 D) R St 130 e
A5 rp AR S [ SO 5 45 A B & R0,
= Jli{g FEfE 9T (Physicians' Health Study) 28,
BE#E BMI 36wy, 59 PEsk il ik 25 v () R A R AP
Wi, JF H 5 s B PR R [ 1 K 1) 5
miy JG KUY, ek, BRI RORIIR R 8
ST N B DAY, T 5 — LA A
NP TR,

— ORI, IR R T Al A B IR R A
Hh UGS B L AR S PN, 2RIl R b, SRR
SCh S PEREREI>102 em (40 9f) Rl >88
em (35 Je~f)o 3 B R N EE (1) I (] 22 Akt 3
R, MR, JUILR A g 2 U,
A, AL SRR, T AR %R
ohr, ESIE b et P A R 38 B R EMST A A
S, R IE HABSE R A BMI 5, 515/
FoAL T A DY 7 A EE A LG, b T30 3 Fsf 4 U
I3 EE R AR B A A o ) OR (B 4370 0 2.4(95%
CI1.5~3.9) F13.0 (95% CI 1.8~4.8),

W GBI FUIE B Uk IE 2> A B k. SR
o G BT sl A SN 11173111 D = 1 = R N T
JIUH L E TR A 5 B R A R S L A A
DRI I B DR 25, DRI I B AR DRI A £ 4 £kt e 1) 4
RS E. B /KRG R (i
WD) AU TREMAE, JF RS Re Rt
Hry M RIZET X814

AHA [ HAL S, QL3S IEAE R — 2
FRr (BRILPEA A — R, =1 T a0
R,

##

P AR & e dn bt 25 o R TIA #4 mAje, #H
#F BMI 4EH £ 18.5~24.9 kg/m’, M EE <88
cm (35 ¥%~F), FH<102 cm (40 ¥#~) (b
B, CLBAEE ), W6 RE A FidiTiE 46
FHEN. RN ENFATHRF R EHE 2
RE (K3).

2.7 s

AR WEYE KW, )35 8% 2 o i

EWRERR R (CBEATERFEZE) AHaM

A OIS dg 3 o BUAT 1 i Bl 5 A ok

R — Rk, 54 Eshs > HEML,

SIS YN U AT E R S @ T N ST

HEARIGARL S rp A58 A 73 50 0 5 R Lok X

Ko FEAIR 20%, KEAR )G S EFRK 27%. X Bk

gt L1 B B RE A0 544 0 405 Sl 1) - B AT i A D

PRI g b i o UST) HE pep LS)

b O a5 g B, Al IEAEN T, A

B T AR A RN 24 ) P R R R RIS

BUH R P mR YT O

RIS Ab 2w, (H3EE A

SR ST A A (A3 U0 3o A e A e

Al TIA mfe B, AMAT A n] BEAS YK & Fe f

REMA ST M B RS o H 120 v e A I 2 TRk

PRI, I FL 2 Th R gt 1 {3 2R R BT 32

R 3 SRR RS R BT, s AR B ZE B

e PR P ik A N — Fh e VAT T VB T &R, AE

B BN AT AR )i SR, ARG EET R

I WK 3 Bl R R Ag D A 5T . —SERE Y

SCREIEATA SR BN ) s 4R DA R A S

RIS VA 1 S I A Tk M S 22 AN B

I AR VR T R g 0 RS P T R

SN AT 35 AE FAEAS R R R4 24134

IS0 S AR I S AT B e A R
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HRAARRE I RIS BE e J7, AT PAARE &2 R 1k A Hp [ X

B o A7 KA TE BN A P A AR, B

filt AHA B} 5 4 5 2 (e,

HEFE

st F 4 BEAT IR A 7 Bh o Sk do b 2= P 3, TIA &4,
JUF £ RARBEAT 220 30 min ) F 5 5% F 4005
AT R R AR & 0 e B
TR (11b B3EH, C HiEdE). 3t
TRGRA B B, RHER R
BT 6677 AT E (R 3).

3 RBNBKMFEAEIL B 1T
3.1 SIS AL

TEUESEA BN IKPEAE 1) TIA B4 g,
VF 2 B ALK 56 08 3080 ik A IR DT BR R Ccarotid
endarterectomy, CEA) N EHAYY 5UH AN EHG Y
BT T Beise o X4 >70% AR s AL 5 A AR 201 5)
ik PP BR AR (North American Symptomatic
Carotid Endarterectomy Trial, NASCET) FTXH 1
D AR AL ATRE IR S WK sk A A A P S8 bk S
NASCET. BR #2057 kb EFHF-AR1X%: (European
Carotid Surgery Trial, ECST) FLEH N F 55 51
YEWFFETER] (Veterans Affairs Cooperative Study
Program) %5 3 T 3 2 I i s 1 1 1 45 SR 2 W 1
T CEA [l 7547 TIA Bi/hAHRER 1
ANk e AR B, RFIUAR R, B
O3 N T ARG IT A IR S AHORE R 4800 AU o 3 B
%o

XL R, BB IR AE<50% 1 5 SR
FARIERZ AL, f£ ECST 1, FARX R M)
KB ZE <50% I % Jodi . /E NASCET $E4E<50%
s, SWERAGITALL, CEA JRI7 HAREAE
(R 25 rp XU J2 2 T B SV X RIS e LT
YT, AHARIRAE 1ot do 1tk T Bl 16 2 300 5 4 a9 A\ 3
BNk AE<50%2H , PRI R R B 2 £ 2 1 1 A
CEA 3R

X BB SR (50%~69%) IR AEIR
W, S RAKE . NASCET Ml ECST 14
KW, SWERAITAHLE, PEEBREA CEA b
FFAK. £ NASCET ', WEHAIT 4L 5 FESENE
SAEESEPE AR SN 22.2%, TANEFTF AR N
15.7% (P=0.045) "7, S Mt H
Xof I o] £ oy 55 B AIGHAN R I X

F & FER A R AE A e CEA VRYT
o E BB A 1R RS-t o 7RIS A R
S SRR =75 4 S AR Gk TIAD
PASAT R Qi ARRE PR IR D #
AL ERITOTRL BETIN CEA JE A KA LAl
TR 27 DR R AL FE AR A A LB B L T 1 BT
FIAEAEMSAG IR0 oy 15 8 FE e % R A
EL, BT 50%~69%I1 &5 T ARSRAF K400 7 Ak
b, RIHAE PP IR 28 83 IRVR T 7 I £ I b 20 %
JEAE TR AE RS 1 22 S AR R o R 9 T B
WIS IF TR, R TR R IR AT A 0]
REZMW AL, LB FEE=75 . BIE—IX
s E 2 FNBENL D BRI
SMREF ARG AL IR, BEA TR I ] 42 IR 75 Ab IR
R RN,

UESE CEA A i M 5T 7 Tk S8 g PR
BRI B A RS I BB YT, S A
T ORI IR SR A UK L AT SR 254 LA
P 11 DR S o [ A2 A B [ 15 Al IO
NASCET ", Bl w] DK A A A i i 24,
A 14.5%) B F W TR I TEAE 52 B IR VAT
7E NASCET WFFUIIE, JS A& 1912512 pr i il ifn
Hs, AHASAS L 2 ) A A B S Y697 77 56
A TP I e I H A LA R At Rk B — BT
AL DL o SRIUE R K ARG YT J& 5 25 0% CEA
I tE ARG T R Al A N RHA T I 25 AL e
AREfE . SR, T 2 AL 1A b R AR
BEAR, B0 el B R D Bt SUg A
SO IABARESE TP B IRRE, 5232 T AR A
5 TIA BH Wil m N ERAYT .

X T S bk P 28 B AN ik 73 Sz i R A i
o, WA KILFIN — ik (extracranial-intracranial,
EC/IC) L5 55 s MR fe 4 AR BT 2 kb . H
B, AEAEBEAT N SRR ) AR B SR A% 6 1ML 3
BN A KA, BLET EC/IC IMAE 5%
ERAA N RCT!7,

A7 I FH #5020y Jik Bk 3 155 R T R S B R

(carotid angioplasty and stenting, CAS) il e R
A BPRAE B A T ROk E B SN SR
i R ARIE, JLTEATHEL CEA 5 CAS %
0 RCTV 1™, Wallstent 1A36%T 219 A 60%6~90%
A AR EE BERL 413617 CEA B CAS. CAS 2
AR I S 4% 1 OR3P R H T2 TA BT AL/ AT
BT SO R TG WS BETT RIS A PR
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R4 RBIBKAEREALT A 8 T TR

yASAISEN HE2E

UEHE 52

FANSB K AL

XFTAIEIY TIA BGE 6 AN A A St 4 A ho 5 e TR DU EE B sl kAR A (70%~

I ety A QR

99%) HF, HEtE i TARMIR AN <6%MI SN RIEE AT CEA

OIS TIA Bk kA s S (6 R0 b EE BBk ER A (50%~69%) i, HEfE

I ety A QR

MR 2 B ELARIR 3R, Aple s Mo R0 LA R RORER PR ™ SRR S il

CEA
WIPRAEFEE<50%, MITE CEA $R1E

4 TIA 86 B FH AT CEA JRIERS, @IAE 2 J8 A ST AR A2 TR
MTARPRE L RA (>70%) B3, WML ARAMECLBIASR A TAL . FAAERE R

M2, A Skl
Ma Z4fE4E, B AEs
ITb Zi4fEtE, B JLirds

D0 A ARG 1) N R s sl AR AT O, WSO TS (%7 B CEA R J5 Tk
78, CAS JEARLLNIEDIBRA (L, W% [EAT CAS

55 CEA Hil CAS %0 B S BB SUARILL, - oh BT AR AR A SE 30 4%~

6% TF-AREAT CAS &AM

T AR BB K P IE B, AR H AT BC/C A 55 B A AR
BARBATWRHEST (DU, VT LURET X ER R I AR T (P AERE

PAMEIE JE ) ki A2
FAMES KBRS 3 T % FE I A R IT
PN Bl kAR

WA B M) ) 2 B R ARRGYY (BT 2y, AT SRRl AT X ek

Ta 2L, B JAEH

MRS, A GOk
b A, C ik

b Z4E#7, C ks

BRI EAIATT ) (ORAERERIOA A B % I P T AP A A
() SHEARIGH AL RIS, BB 0T

SARIEEITZ . CEA B TF-AIAA st T 1] R
Kl 4.5%, CAS Jy 12.1%, 1 SEHF ™ 5 28 ok
FET R 43 3 A 0.9%81 3.7%. HHT CAS 17
U ZE TR AT 2 1 ER

29020y ok FIAE 2l Ik 28 5 i P9 I A B AR IE 5T
( Carotid and Vertebral Artery Transluminal
Angioplasty Study, CAVATAS) 7£ 504 145 i IR 55
B KA 7 5 O I A O R FAN BT R AT
TREPLLLE, Horp AT 26% 10 B B 12 SC 3L BN
AU, i Pyt AURIAMRETARZL 30 d A B
AR TEZE 5, 30 d ZETEUAR TP RS 43 il A
10.0%F1 9.9%., RUEAE 1 A5 P 367 41 IR
S ok 7 AR ) RS Y v (R BB AL 45 3
SR 2 ZH IR A b RS AT A Y 2

P D) B AR i e BB R M SR N L
HJEA (Stenting and Angioplasty With Protection in
Patients at High Risk for Endarterectomy,
SAPPHIRE) RI6Gxt 334 4] iy BEML 4152t T
CEA Bl TIRY BB WSS EANR,  LAHIE S
BB NARIEAS LG A BT B A b 5 () i it . A
30%MIWFFEAREA IR . 3 WEARIAIE ) CAS
VEZ T AR A L FET 8 MIT I RE 1) R A %
H 4% 20 I SCHEENA N 32 45 DI BR A
RS I BN A (A NVRIT R 30d NAETS.
el ML RBURAR, 831 d~1 ENAET:
CFEM A D (30 d KUK, 5.8%LEk 12.6%; 32
BB ANARANE T CEA, P=0.004) "4, 5y jEitg)
BRA G fE A B, SO NR ) 23 Ak 222 A
g MI RS A«

[ 37 ff 28 5 5 2 P AE 5T T ( National
Institute of Neurological Diseases and Stroke,
NINDS) % Bl o JBE ) i ol s 28 N 3 3 ik afiL 3
& # A K ( Carotid Revascularizatin = With
Endarterectomy of Stent Trial, CREST) H#IIE£EA
RE R BBk 78 G 7 B R A = 70% 2R 4
NASCET Ifil % 3& 5 bR 1B A% = 50% ) [ o oxt
CEA Y5 CAS #EAT b4, L2 H 2 tLERE DT 4
I CAS 5 CEA X AH TR 97 285, ZERRIH
AR A AEBEAT HoAt—2EBEH LIRS

HHT, CAS CLIEHEMEHH TR ARMELL
IKERAL A S ATAE B35 8 T AR XU ) A
IR B B AR PR DL CB 51k 1 Bk 7
5y CEA JE T ). CAS th IS T4k
K205 85 AR 4ENLPE 3G AE 51 Takayasu 5k 4 9
Bl FERATREIRAB) 2 48] CAS 1E 2 fiihh 25
BN 7 B R IR A, 3 T S E 1
IUEHE o

2

(1) 2FFAEH TIA R 6 A A WA Sdpt
F PR X R M Z AR MR RF
(70%~99%) #4, &b EFRKIKRE
& Fagh o R <6% 9 FHE A T4k CEA (]
BAEF, A BAEdE ). TEHA TIA Rbki
M2 R L e R AN PR B PR B F
(50%~69% ) B4, HHARIE EH 09 IR
B, s, H5. L ARBUABRE L
ARG EAZEAT CEA (1 BiEH, AR
JEFE ), 4ok F<50%, N A CEA F84E (111
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BHF, ABGEER) (K 4),

(2) 4 TIA REFF E4H CEA #5848, EE2
BARF R EHEF R ([laBHfH, B
AR ).,

(3) *AFHERE (570%) A EREE, 4
ShAF AR VAB| R F AL, HAERB T
F38 I F KRR 64 1 Ak R 34 sk
W, w5 AR E X CEA B BRE,
CAS F R AR R &, TH BT
CAS (IIb A3t7, B AiEdE ). 5 CEA #=
CAS XIa+ TR s e olAal, & B F
RIAFE IR E Ao g SR A 4%~6%8 F KAEAT
CAS 2 4iE 4 ( [la BIEFH, iE3E B KT ).

(4) st FHBERADKAEESH, REFFN
AT EC/C M FRABHER (IIIAHEH, A
PBAEHE ).

3.2 FRAMEILE Sk AR

X T AFAEFAMESS I S ksl 2 H & N RHA

I B R AEMELE S K TIA s iEE, f

SEE S TR 6T T RN £T

Y E [ Co B ME S KRN S Bh K SR AR R AL BE B, N EA T

M WIRTT, B 2RI RI48 A 2= 16 S48

BN ARAFAR B0 10 15 AR > 18O1 [ 5 45

RIIFFCRI], S NRAE REAR B R AR ™,

KR ERMR A PR, EXPPOLT, Mo S e

PR UEHESE 1 75 22 50 22 (P BEA LT 9T -

i3
BRIATHAS T (ke dh. fiT £ B4t
JoTe B & 6 H A6 97 ) 245K SRR 89 PRI
NIRRT BT H AT RE N5 s7 (11b Ak
. CHAEE) (K 4).

3.3 fRASIK R

ok A RIS PERTSTR BERR WY, AR TN 3
K AR A A8 S R A o S AR R A v EC/IC
A58 55 BR RS R AN TN 352 451 K i o 20 Jok s e
AT B B 20 2 32 M 5% s A AR el o] ]
VCAR RGN, RRAIT Ar B 42 AN A,
TP A B AT R Ry 9.5%, RN AR ok
N 7.8% o MR IREA W] UL AR A RE IR N P
( Warfarin  Aspirin  Symptomatic Intracranial
Diseases, WASID) WS VRN T BUMEPEBEAL 0 AN 1E
PRERT R UEARIVA YT IR 569 MBI bR il iy Bk 4 i
#HU M Ak RN, X a £k, %
W8 2H 2 B8 e (et Ae by i ot DA A
EARPMAEMEIETS) TEREZESR . Hoh, EE
BORMRIR,  BUBIGST o R AR IR A 2R 7 1

A A e S,

PP L ORI (B S48 AR N PRiding
LR Tl SO g R RO, Sk
e AL PYIETT IR R AR 8 g gy
T R AE R S) ) B B B2 A
BHG IS A RE IR B0 B 7 28 b EAT Y .
W = S B D BT A, (HIRAT 1 B R R
HNENAIT AR, I R R T RS BGE B AR
g g (194

H TS AE ARG DL, L5 Bl pY
TEARMEL, SCHEE AR GE X5 K I PR el il
EIESHEIA . — IUATHE MRS AR A A (E0
PIRANE I VR SR REAR o0 SO E AR IEAT T
Mo MES) bk B0 A 2l KA R B 1 A s A 45
FE L E N K ( Stenting  of Symptomatic
Atherosclerotic Vertebral or
Intracranial Artery, SSYLVIA) {36 /& — I b /A #]
B2 Hr AR RIS PE T AT RIS, PP T
S ot MESh Ik s A Bk S (v T R v
J7 T 43 PIFN B (70.5%) A1 18 B4z Tk
(29.5%). 61 HlEHE A 58 HlKIBUE L
(95%). 30 d AHREREN 6.6%, LI, 55
BlEETH 441 (7.3%) 1630 d kBT, H
1 B ORTBCE SR . A5 37 BTN )
kg7 g, A 12 B (32.4%) £ 6 MHAK
HE>50% M FEBRAS, TAE 14 By HEh ks A i
HHAT 6 1] (42.9% ). 7 B (39%) FRERAEATHER .
SR IE B S HT 2 5 BEJR) (Food and Drug
Administration, FDA) CHEAEJ LA SZ 22 H T3 likpk
A, AHE XL N R B AR A
W7 R%0A 5 2 TS

=3

TR ¥ REFRE LREZEAFSE
(FAe 2. WiT E VL BAT T A B £ 64 2t
AT ) e EARG FRARE B, ER
7 [fnE R T RK A () R FEAR]GGH 2
s rHE, EE2EEHE (b REH, C
PBAEHE) (K 4).

4 DIEHERERENANRHNET

FH 5 PO JIE 305 5 12 110 a5 2 i A FE 447 1y e
MPERE A 20%, JLAh 2R BURE AT AR AF
i, 14 AR O s, 3 173 A0 E M
E AR, ey E ORI AR T 60% 5 Atk
MI A5 P01 FERTRE MI G ic0) 2 AW, 29173 &

Lesions in the
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TR N LR, 7R B A A EE AR R T AR A
HEFP X L] B S 5 PO s At ] L
LETREAR S MK e I B A 2 R 5k 0 UL
T 5 DS Rt P = Ve D RE A I AR T o R IR )
e RGBT 4 AT EN, AR b RS 1
2~3 1%, 521 10% S A b i 50,

R, AT O I ) N B A R 5T
PEZE A R RS AR o ER T 28 HME LA e A D) K
TRBIL, PRI AR U 436 I FH 0 ML /N 24538 2 e ek
2o KT e S DU P A ZE YR IR ol L 1 AR R
— N TR IR T AT A K

e TE AT oAt O 1) A Hh BR TIA
PGS RIS, 225 Hofh AHA A5G0
I RO [ 202080,
4.1 AF

FRElME AF RIBE R ME AF #0002 15 R MR R 1%
AR R 2= o BECEATIEERL 75 000 45126 rh
B E AF T8 #iafhiih, AF Y95 & 2 | TEHE
N R AR B R BT G =, ATk
ZAE N WO R R AL R B AF IR
BRI, RS AR kO A S
I B PR LA S WA A% A4 05 S e o AF AR
F B KRR AR ZE S AR . O uEsE,
P BN SR I 2O S D RERERG . A0 KN
IS4k, (mitral annular calcification, MAC )+
H &P n 74855 (spontaneous echo contrast) Fl1AS
Lo 5 LA FE T 0L A A ZE RS RO B e Rz, B
AT 2 B TIA 5 S8 A 58 20 v KUK dt s

(RR=2.5),

Z PO IR RIIESE, fEARIERYE AF 85 1M
R ZE RO ITIET ,  EVEMRIR ST R T %
B X 5 T EL A ARV B 0] B 1K) — ARt
WA IR R O R R P W EaEsE, AR
WU TR HIEMR IS 2802 — B, AR R AR
KT R S TR 4.5% B 2 77 B SR AR AR A 1)
1.4% CHE0 XU A, SR RR F#AIK 68% (95% CI
50%~90%) o 1X—Z50J KU B30 24 TR RRG
J7 1 000 51 5 BETiBIT 31 8 i3 A AR il Mk 2 v
BARRUEL, CAUESERTEMOE AN 242, 4F™
B MLRAERN 1.3%, M2 T, IrH 2GR
B =] LA ) 22 1%

AF G N IR RE 24 T A6 v i) e AR
ok 5 Ay [ [ AR MEAL LE %K (international normalized

ratio, INR) 2.0~3.0, 1 IR A 51l % et 221
A2 1 RCTP I AR, INR AT 2.0 I 11 iR
PUREZI R 35 R BRI, A —3
7y AF S TR AR TR T K, BIANRE
IMRAPEFE AR A

LA L, SCREB W] DLAR YT R0 UE 448 i
FER WAL . X 3 TR SR & T i kW,
VT RR L2 IR 21%C95% CI 0%~38% )
HAT, A7 RAERT w] Ve ARRL &R AF S v AR
PE BT AL /N B 25 3t 47 26 o U 0 Tl R0 55 RHR 2D
I, T AR AT (R ST —— S A T A
DU 0 5 B 2l B i S (Atrial
Fibrillation Clopidogrel Trial with Irbesartan for
Prevention of Vascular Events, ACTIVE) ——I1E£E
AF  FE T O6F I W H SN S 75 A0 ] ) Gk ) 22
VR R HEAT VA

WO 5 B AR5 (European Atrial Fibrilation
Trial, EAFT) UESK, HUALAIT FEHEA AF L TIA
/A e 1 A R TS PR AT T ] DT AR,
I, BRAEA MR AE s, A4 EL TIA 1)
VN QAR VR L I E AR S ENGITITE |5 71N (AN 8%,
J7 . WAUEERY], SHaipiitair i, brstin
Y IRE ML AN 2 e AR 2 0 XU

HMERT AR AR, LS 2 R E
YIRS EAER], DI 25 I INR
IFEER R . ALK X L R0 il 1 N W
WA AR PRI, B R A e B v R .
P, 25 5 T A R 7

PEEANHE (ximelagatran) A& —FP I IREG 251 H.
PR EAIHI, AR Bl e, AT
JITF P450 MRS, 55 AN e A T A F A eT RETE
BN 2 TR BRI T—— 0 7 Bah S A IR
2 gk At 1 A0 51 7 D4 5€ 0 AE RS 25 C Stroke
Prevention Using the Oral Direct Thrombin Inhibitor
Ximelagatran in Patients With Atrial Fibrillation,
SPORTIF) -IIIFI- VP ——{E 447 AF [ fa i
T PSS N SR S (INR 2~3) [RfRipkidt
AT T HAR . IR SIS 7 329 ). PER
N LA 75 36 me/d 2 Y/d 45 2 HLAS st
I35 b5 - SPORTIF-ITLZ — TR i1 5, £ R
SRR PR 23 A 5008 3 407 441 (8 BEAL 7>
YL 1I6Y 7. SPORTIF-V J TR,  HAt s f
WFEBeil-ty SPORTIF-IIAHIA], ZEAESERS 3 922 ikl
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£5 FTOEERESEPBHENEE
faR N 2 a2 I
AF XTI T eV e R TE C(TAJBRTE) AF MG ILTE A P ag TIA BB, TErE [ I, A D

Sk MI A O3 I AS

Lo

M A
R — I A2

ST
MAC

LB AR

PRIV i3

FIFEVHEE CHAR INR=2.5, JEF 2.0~3.0) KRBT PR GTT

T AR FURBUBHAYT I B3, HER 45 TP ALK 325 mg/d

XA 7e O BT RE RS (il 7500 3h B S A O I 824 6012 &k MI
SFEUREm A B TIA B, N ORPUE R GIER), HArINR X
2.0~3.0, EOFFLIAH, HKH14E

X TR IRGUREA YT AR ATI AR th BB Ik S AR B Bk s 1) B, Y
PR N B =] VAR, Je K55 162 mg/d

XA T Ik AL B i PE A ek TIA B, w12 R8N kAR (INR
2.0~3.0) ERBUML /MG YT T T 52 R M A P R TR

X T AEAT B E AR A8 (Bl M A R B TIA B3, iR {71E AF,
KIAMvEMIAYT CHAR INR=2.5, JEF 2.0~3.0) #E &M

AR ARSI PR IER b8 0 FH 0 /I AR 24 LA S B4 ) S o R

HoFF AT R AR AR I B e A rh B TIA BB, TCIR A5 A74E AF,

TR IR SV AR A 8K IS R AR 2, U FH Bl =] UK 81 me/d

X T AL A T E TIA 3 S 0 A e AR, B/ MBOAY T R A IS

X T AAT AL IR MAC [ P 24 Hp o TIA 3, w2 BT H MR TT

T MAC SRR MR AF B3, o % U TP /MR s bkia T 7

XA LSO B G AF 16k k2 b ek TIA B3, o725 Bk Hui
BRI

X T EARN AP RS e A J (R i 1k A o il TIA B, HERELL B R
INR 3.0 (JEH 2.5~3.5) #EAT LRBTEAST

X TR A i UIRGTEEZ VA7 3T 4754 Hh Bl a1 4 b 504 B kA ZE 1 A
THUBORERS B A 5 B, 78 D IRGTEE2SERE 1 in A B =] VAR 75~100 mg/d
IFEFE H AR INR 3.0 (B[ 2.5~3.5) 2 5IEH

HoFF RN B A 5 R AR B A P E TIA (R, AR LA A4 42 22
I OL N, N AR T HUERGYY (INR 2.0~3.0) AT REEA5IE 1Y

I HERE, A Jitd

Ta Z4HERE, B ZLkd

Ma R, A SRS

IIb Zeifiedy, C Jbdl

Ma ZHELY, C HEH

AR, C Fikf
a Z4HfESE, C FiFds

Ma guHErE, C Gk
b ity C ks
b ZifEd7, CHEds
IIb Ze4fds, C Jbdl
I ZiHfEt?, B JAEdE

Ma ZHEL, B JEH

IIb Zeifdy, C Jibdl

S HBHTIRYT « 29 25%IP) B A A Bl TIA i .
TEIX 2 RS, PHSE IR RO L AR2ipk
bn, T HH R ACRESE b . fE%F SPORTIF-IITA
SPORTIF-V & JF 0 e, ekt 11 346 3 <
CF 18.5 AN HD 1R BN, 74 2& el 22
B (Bt As b M I A A R 4 B A 22
HAFBEA L) FERAEERN 1.62%, MHEEMYL
H1.65% (E5HH—0.03, 95% CI —0.50~0.44;
P=0.94) {EREAEA 2o e R v, PE S InEE
4 (n=786) F T EFLIAFAT R AHNy 2.83%,
EMRAL A 3.27% (n=753, P=0.63). 2 MAITHZ
) ot Pk A s S5pEE H o sl At 7 A 1f )
ERTCWE 2R, AR TSR IHE AL AR P il 0
W IMLIRE A R A B A CREAR 31.7%%) 38.7%,
P<0.000 1). 2 6% 11745 IEF2H 28 5 I 5 PN 24 1R
R MK 3 R R L, JEEHIE 6
MNMHW.

PORTIF-TITAI- V [ 45 SAESE, PHSEmEE 36
mg/d 2 /A TSR R R R AR
(INR 2~3) AHY. BT P03 N0 7F Dot i I =i
VAR, PRI AR A ) AR AR B 2R ) A B
Ait, T DU 55 T 5 AR R AR R

FEFEE ARG, FDA R SR A P 4 5 i oK
HEAETGSE BRI N s Dk, e A& e
.

BUAT (R 8 I R 28 W0 5 2 o b 30 T
P27 B Tt R 2 R £ (R
6K W R 2 5T e M AR T v fE AL R BE S B
SPUERIT IR .

VIR RN AF B AEA B TIA JE{T
I T 46 T IRPTEEIG 73X — il S HEA T4 - 76 EAFT
T 2B (0 D IR BOBRIR T AR R R 14d
WIFGG . XRS5 7 /N Rl TIA s
() AF 58—k UL, FoA e Bl A5 o 5
TIA J& 2 WIS OORPUEEGITs AR, SR
FEURE B0 5 g 1 R AR A% 1 f o, b 2D IR A
PR 24 1T g LA B 3

ST R G BBy R R A B ARk
TIA [ AF 58, PR s st & o i
— PPN 2 BEXT AR R L SRS
TAPPER . 534, 1K 2 Fsiem R o8t il U

TEFEH AF [kl A b iz, 2 173 208
MIB AR R BT S, WSl BB AE o XTIk L i
Qb 3 e R N AR R T T BE I AR HRORYE . EIRZ
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B, B THERARYY (B TAEAE AF) FHADR G
J7 (il CEA) &iE41.

i

(1) 3 FAEAHFLEEREL A (RBE) AF 8
B g 2 dr 3 TIA B4, 75 50 0 5 A%
( B 47 INR=2.5, J&H 2.0~3.0) #94L kit
sty (1 &3EE, AZaEHE) (£ 5).

(2) s F ARG D RIEIE T B H, HEHEL
P 8] AR 325 mg/d( [ RAEH, A BAEE ).

4.2 Sk MI R ZC = iR

ArpE A G PR SRR R AirE ML B TR
DL ABFEIE R e O E AR SvbE MI g R IR AR R
A A 12%. FURERESEAE S TR R AR 3R B s T R
REBE, KT AR H 00 B 5 2E A5 25 v 1 AR 2 T A
20%10, FEIAT 1~3 AN PRSP T A 01 )
(AR FE R AL R by, T TP Rt O NLTh g
Brfih. Feili o JI R e AF [, RIMEAE Sk
ZJa, BREERESAAR S . BARLT 1/3 1) MI &
TERANEWI G 1 AFI R Ll A T R A,
29 1/4 W99 B L AR UE B 2 FREEAFAE 2 45, (Hix Lt
TR A I AS v A A AN 43 5 R R A g
5. HPE ACC/AHA =T ST Bl MI
(FFERE,  WIDEA N BT v DS AR AR B 24 .

ji=

(1) A FLECEREME (BECHEXL L
SIEBBF AL ) 6980 MI FE 6 S dopt
Fd R TIA &, FA QRS ZEHE
4, BAFINR %4 2.0~3.0, 2V HE3AA,
%EA1F (1laBif#, BRKIEE ),

(2) 2T & 9 JRIust s 57 B a1 A7 2K i Dbk do b4 7E
KRBT B, BLERA LR ] ) L AR,
RRAFH 162 mg/d (1la BIFH, A BIE
).

4.3 OWE

o0 AR D) RESZ AN, BRI A o>
IR T A0 P AL YBORE O I IR R, R v g
VI g I R R o A A ZE A XU o Lo LI
10993 DT A i A et R 20 Jk 0 7 | A 1) ke L s RE AE
B O UL L 25 ) AU ) b AT P A P ke
Baads ple ) AR B I B DR o RV R R AR TR R AR
Do) FEm R AT R, H 2 ORI ST 5
F A R AR5 YT 152 2L (ejection fraction, EF)
J R BT AR 2 0 E K (Survival and

Ventricular Enlargement, SAVE) fJf 77217218, EF
o 29%~35%H A PR AN 0.8%, 1 EF<28%
M 1.7%. EF B T 5%, A XUt 18%.
UG R BRG] T 5, AR a2 i
80%LA Fo HIER T AF S 1K) /e 0% D) REREAS A 5T
(Studies of Left Ventricular Dysfunction, SOLVD)
VORI EIBE S BTV R L, At EF BEREAK 10%,
A A ZE A RS G = 58%, T I3 PR 2 vh X
I AR 2 1 v

FEAEGR MRS SR AL LU B, Ak A
TG oK 5 0 el e o P o UG 75 S PR JUL G R
L AHTHFELAE 72 000 B R PEA RS
Fely WA DI RERERG AT G, AR, L)) e uE
F S AP R R I 45% MY, I, RS
T WU 2 VAR AT O P A ZE A R
M, A BENLITE RBIFFTUE SE PR 7 1A 250k,
FEL Sy a0 0% BF 98D s A N AR VR AR
EAFAER G R (R il 21220 — SR D2 TP IR
FHRIFIX — ] 2122, ops ) 2 v bR/ ] DT
MBFSE (Warfarin/Aspirin in Heart Failure, WASH)
(2 H B IE S LT AT, DR — T
KB TR T, X IR, 412 1)
() EE A (BET, JEEUETE MI B dEEUErE
Ar) W FE IR, BN B ARG B
FJ VCARRIEVERRAL IR R AL 00 R 26% 32%FH
26% . 15 11 /0 ) 3 3 B VAR NRGB 7k
I8 (Warfarin and Aspirin Therapy in Chronic Heart
Failure Trial, WATCH) P'81& 70N Bt va I 76 52
PEOHE H EF<S35%MIAAEIR O ) 52385 (88 TP A
Bk BFEBEHL > 4332 TR KRG T
CHFR INR 2.5~3.0) 8OUE PGS (T
VUBK 162 mg SEMEA% T 75 mg) . thFil-&IZE4E 4
500 Bz H, (Hig& H SRR E) 1587 184, I
I IX IS B a1k, T BUR I AR W 5T
H I RE )T B

BILATE 4 618 ] MI BF 10 2 il 242
RI, AE3T A HMBEY T, SRR, ik
PR A A XU BEAIR 55% 4R 40%P%), 71 SAVE
W, HARGURIGIT AL, AR B ] LK
CHpe ) HRRE MR A XGRS e ket
o JULI FHE AL OO UL B8 oh, R VE AR A AR
JRUS 1280 SR TSR A AL 20T o] ] DU A A
Hh A R BAR L) 20%727) s W] T 52 o 2
(R /N 245 04 S FH BT ] DR AR (50~325 mg/d)
BXAr N BT R ICRR (25 mg, 2 YR/d) +Z2RR TR XU
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KB (200 mg, 2 W/d) LGRS TE (75 mg/d).

IEAEREAT B AL AR 55 B0 w] TTAR FH 30 S5 1
3 E PRI J5 35 (Warfarin Versus Aspirin for Reduced
Cardiac Ejection Fraction, WARCEF ) fJf 57 ) 7= 2%
ARRR A FE TR, SEARREAT AT BTG 2 T
PR o XIS 3 A AL I ZE 1T 27 e >k )
HETEARAE FRACAE op XU 7 T A A 28 SR, )
P A RI G I g R, AT REREME £ X
XA Lo giin . REKIPIERR T A1
111D (N 1 TR A ST A N <Py 7 Nl 2 (A
103 DI RESZ WG R0 JE 28 LA K AT) R RN 2 R P ik
MAEAE R AR

HeE
ETAER §RA S LR 6 B do ok 22 o 3%, TIA %
&, T ERALHEA (INR 2.0-3.0) Rt
S NG ST R T AR A P A TR (11 &R
., CHAEHE) (K 5).

4.4 WHETE R

PR TT HE BRARAE AN 58 I B A M4 0 U 5
HINA P FIA SRR FE RS . 5 R PTRIR T
PR OL—FE, - Fh S T (10 T AR IR JEE A2 00 JUE 5 LA
AU AR A= 0 0 B 5 40 AR ) T A A T AL o
S5 RS AT o T AR AR 2 1) 2B F R
IS TEUE R L 10 ARE B R, AT 4
LN PURATT, JoHE M T AF Y,

441 RPN AR

of B A A 4 2 0 s 1 XU 1 — R I
B, H 30%~65%2 B K 1 e 222022,
60%~65% K15 % FE K AEAE S 1 AP, K%
HOefE 6 NMHW. ZRMIEARIEAREN bR 42
(ot RN A TS T DS B e N TR A L IE IR 71
BT R, T IR B A S AT 5 B 4k
BEPUERIT o R MIARALE BENLR IS AT VAT
{5 22 I00A 52 PR AT I LA I8 K B PLE VR T RE A A%
G AU PE 2 9 s A AR 3 1 4 5 P e 2 XURS
(332381 Ny EIESE, 7EZ &l A sl I R B 2e 0
P A8 ) DM A% B3 TR AT K WP sE VR I T B
A 200 AR W 2200, A e N AL L B2
(New York Heart Association, NYHA) I 87> 2 55
R A I A VAR A T T PR R 2, A 6 IS
PO FR AL B ACC/AHA 75 112400,

Eiias
(1) 5FFARA KGR M=k 38 9% 35 64 £ do itk 25 o

K TIA B4, LiERE AL AF, KL%
w697 (B 47 INR=2.5, SLE 2.0~3.0) #F
A4iEe) (1la BIEH, C LGkl ). TE
Je e sk AR A B AL A s AR 2 VA
S BRI 64 i fn RGP (TR, C BGEHE ).

(2) 2 FAEA ROR M =K 98 4G S fn ok 25
K TIA &, LAEHFE AF, wERA
Ak R BNIAR R LA K MR, EUm
TS lEAk 81 mg/d ([Ta &3fH, CAIE
#)(RS5).

442 TR
I AT A N o L AR RS P LA
W RAEE, (AR EAAERN, fEH ™ E
(R RAE . A A g i e 3% o R B0 A
Ha b ZE B G2 R ) A e L ELAULG LA (3R 2422400,
TERENLR I B X IX IR IR Al TIA B WAL
R R BRI TT SR BT IR V. Bk, 6T
AP ANR 250 B AR AT RD TIA 7 0 IIE
P T AR .
k=3
3 F A H bR R, TIA 9% 269 = K ALE &
#, W os T RAEY (1la BIEH, C
BAEHE) (£ 5).

443 MAC

MACPYWE Lo 2 0, A AT T E ) 2R
e B, A R AR [ Foft AN DL A A A
PEWI . MAC BB 5 O IS . % 3 fih
DR ISR (LM 3B iRk A BT,
JAE A PR R 2E NI AR JE 1R R R AN
e A2 25426L 1 U PR v R I A AL
RN AR AR, B 7 A6 2 A A A M e
FHFH MAC (3 1 20 48000 L TE Hh A B m] 7
JE RO o AR AR 2R KU Ab L A AR I R
e A i v (10 2T 2 45 40 M i 58t hT e T Bk
g POBLISN LAY PER FERLR YRR ZERIHING R A
FIEATEREPOP, T8 A B HAE
J7REA ISP EAR 28, D MAC (8 Bikeif
I I HEA S B 2 b A R ZE ) R PR AT R

PR Z BEHLRG TS 00 1, MRS ERT ST,
WA PUREIR 7 AT 5 B8 A I A A ZE R LI
MAC (o SR, I SR A AR i 1
T 2 A 2 R A AT AR AR B 8, I A4ETR
AF BE R 3T PR (0 USSR B I F a Ak . K
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ZHA A B TIA i S PR alifE MAC i35 ] fg

B R BT B RGR YT o 76 N Pl MR

2y AVE IR T I AT AR I 52 R A A FE AR iR

IATAE 2 RAEE AR JE M I, N 2% L8 AT T &

£ N

i

(1) sFFAHEA A5 MAC 698k do bk 25 o 5%
TIA 3%, T EB#ATH b 5585 (1b
BMetF, C IR ).

(2) xF MAC S8 — £ MR 7694F AF B4,
T # B AT AR R A R AARE 57 (1T b R
HH, CHIEE) (£5).

4.4.4 LEHKERAR
7 Bl ME T ) MO AR B I ARSI 3
(14 G PR FE Rk 2 W, CP e 7 B b Ae 1
B0 B, 28 165 BIASALTE Bk AR g I
KWEoT b R 31 610 (19%) G PERZE, OF
FVES B AR JE 5 WL, AH 22 00 26 5 R WL 52 21 (1)
FAET KPS, P HARBURS, R A AR A
) DA PR G A R B 2 (1 2 20 ko b T v 145 4k
W, BRAREALM S bk R B e A . BB
FHOCI B A8 B AF IS, =S 0k e 28 535 1)
AR TRAR D W, W TEREN LRI B R 50
i eI A 1 A rh R S HEAT RIS, DRI 4 A
BT B ORI 26 R AT TIA M BT MOa 7
R
i3
TR e bkiRE LA AF 698 dnits 2§
R TIA &, TH E#ATdhd s s7 (1b
SBAFH, CHRIEHRE) (K 5).

4.4.5 N0

VF 2l N 0 I R AR IR AR, P
HIXLER)FEGRTPTEIT . AR 2 A T
FRAH)TEANE BB T ASCHE . A T
JIEL S IR LB A T A A ) e ] FE R K H —
TiUnt i ALy 4 5 He52 3 6 A H B AREAR (BT
R AN E ) B BT A] DUARIE 2 R /MR
SRR S 101 117 7. a1 104 Y &2 0
FEHRIEEZ W, (RR 60%~79%), {HHEIEMA H
MR A Z B RIERMPEH R RRIA B BT
VR TT B E DL RIBEG I FH I /NS a5, oAt
s T N E2E S o S e K o S Rt 4
THEIT I

16 2 BT AA S (R BEALIE T,

I I FH O A S+ AL R VR T e PR AR A B M A
SFE [ A FR PO £ R AU I B (450 mg/d)
R HEIVCAR (3.0 g/d) REFRAR AR AR ZE A1 R AR
RO TR 148 91 U PR 8 A AR 55 H ot BB
A BT AE VAR (1.0 g/d) AR B F Ak
AT LU B LI R I, B VAT A 2R A
G ERAREDL S IRE R, A T B ]
PLAK (100 mg/d) +HE326K (INR 3.0~4.5) FICR
A B AR . N R ] DC AR g i
MR R 9T G I RE BT A R R L R 9 At
B DN AEEFN A R A A, (RO il )
RAEF I s ARG N I P R R I AR A #
G

Kk 9 o0 JIE 99 %% & ( European Society of
Cardiology) 75> B SR HiL st ot 5 b7 5 HL A A
TR TR R A A FE AR ARDE I . %58 1 AR
IREFEE, HEAE H AR INR 4 3.0~4.5; %FFHF 20k
(2 2 ARIRME, 4% H bR INR 24 3.0~3.5, 1HT
FEZBRIR S 2 AR, #E47 H A5 INR 24 2.5~3.0.
2004 4 ACCP g PONfER . T N THUB RS
H bR INR i 2.5~3.5; XA A R A 1 3=
ST HUBORERE, H A5 INR b 2.0~3.0, ACC Fl
AHA tH CBEG R AT T R Fa e -

i1

(1) 2 FIRARA AWML E K5 09 e fn b
F 9 K TIA &4, 5B 47 INR 3.0 (GE
B 2.5~3.5) #A4T 0 RIS T (| RIRFH,
B AEHE ).

(2) 3 F AR F 0 RIS E 57 HI047 K E
e ph 25 0 3 A & M AR B A A T AU I
BEuAREEL, £ R LA A
[T &) &4k 75~100 mg/d 544 B 47 INR 3.0
(FEH 2.5~3.5) 24 ([laRiEH, B
BAEE ),

(3) 3T AWM E 4 K g & A B ot 2 2%
TIA #9&%, ERAZXINI e dieoteE iz R
R ILTE, R AR AR AT IS 77 (INR
2.0~3.0) THEASEW (1IbARIEH, CA
JEHE ) (R S5).

5 JEOVRHERZEMEDE TIA BE (GIEKEFEE
Ao FEBR B RN BPERESE) BHRIRTT
5.1 PRy

CAT 4 b /N2 4 S e FRAIC AR b sl
TIA J5 (R e A o XU, I H A2 FDA fit#E
THARIENAE . AEXE 21 Bl MG TT 5 2 Rl ik
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ATHCRL I REN LIRSS CR L g 18 270 #i47 4hak
TIA B 2R S50 — B0 R A B, il
ANBRIE ST B A Al BPE TR A R AR S R B IS
28%, SHEIEAE AR R AR 16%7%%)

5.1.1  BlE]JCAk

VL Ay 50~1 300 mg/d F B ] VS HAAE T B
A Bl TIA J (B 4k A6 p Oy T4 A 221420726080,
2 T5 RCT 7EASH ) TIA B3 rp ek AN [ 7] 2 14 Bl ]
VCHK (1 200 mg/d tb 300 mg/d, 283 mg/d Lt 80
mg/d ) HEHAT T RN, 7EX 2 mikie e, ok
)R A /N 00 o ] WGP A ¥y i A 4 = 77 T )
BRAHAL . SR, R B =] DT AR (1) 1 H I

(KPR 2,

512 BERILE

WE SV A & — Fh ey itk g Rl p gy, &
A3 TBEATL IR 0 14505 S8 o A T L v
Mo InEE K SEEBES UL E F 9T (Canadian American
Ticlopidine Study, CATS) PZ"'7E 1 053 {5tk ifi 15 A<
HRE TR LA THES(ULE (250 mg, 2 K/d) 5%
REFITRT A . MI s AR T I ROR e
SUULSE e Al LR G5 B IR A UG ) RRFEAIG
23%. WESUIL & Fif =] JU AR 2 i 5 Cticlopidine
Aspirin Stroke Study, TASS) 727 3 069 43/t 151 /)n
A el TIA B P HE THERILE (250 mg, 2
W/d) HETHEILAR (650 mg, 2 /A K7 Rk 1E
XT3 AERE Y5 IR, BESUUL E A 25 RR [
1K 21%, AFA<rb . MI Sl &k A0 T2 % ) B
VA U A GO AR 2 25 PR BRI 9% )i, FF
I 75 26 [N BT ] UG bR A5 o FRT A 9 C African
American  Aspirin  Stroke Prevention  Study,
AAASPS) PPISEALT 1 800 3T oY v 2
PEGR A PEAS RN R, BENL B e UL 2
(250 mg, 2 K/d) SFEUERR (650 mg, 2 ¥k/d)
BIT, RIL2 AR AR MI B PSR T2 K
U RE N SFRTE St

WE S UG R fe 0 LI AN B B RS (4
12%) HAh'S i e iRA 22, i ARE A
R H] JUMAHLL. £F CATS I TASS i, BE&IT
TENLIH 2% 0 B I VR AR gl D s ANid
HEANR 1% NE, IR EBSg . e
AL A T B I A 98 2 P 2R 8 ( thrombotic
thrombocytopenic purpura, TTP) fHHi&.

5.1.3  GMASE
Sl A T e A 3 S A% TR 5 B ] DU AR L B

(Clopidogrel Versus Aspirin in Patients at Risk of
Ischemic Events, CAPRIE) XIS bts &5 5
BT =] DCAR K097 25k AT T LA 3t 19 000 451 4%+
MU 55 B A8 S BEATL 20 A 32 Bl =] UL AR 325
mg/d SRS H 75 mg/d Va9 . ST TEARZEAH
B, SEOMEAS T 2 B A (ke Ae b
MI Bl AP HE T 4l OB 5 2 DA R ) 9> 8.7%

(P=0.043). #RiM, LEXBEAEA Ao sl g it
ATHEAL B b, SE RS B 3 S50 UG PR AR /)
M HICGE 273 o 2 B 70 W], Sk w] UL
FRAHLE, B PR A RS i A7 A ol L 1k A v B MIT

(NIRRT 1) e N FLHS 5 3k
P 22 4L P72,

EARTTE SRS T 122 2k 5 ) =] UCARAH
oo HBERULE —#, SIS TR A VS A2 T
B W UCARZH BE 22 0L, AH B i TE AR RN L I 5 2>
SRS 75— A o I R AR R/, H AT
— 48 TTP [RE",

514 BUBEIE B+ ] JLAK

— LG NFEAR S O L e il i ) R
PPORT IR B I3 FH XU 25 B+ ] ) DG AR PR 97 R0k AT ik
PP o V5 S22 0F 9T (French Toulouse Study,
FTS) PTSIEEAE T 440 47 TIA 5 (. RN
Bl =] VLR 900 mg/d 2 KA T Bl ) DL AR+ XU A2
FANEZE 156G W FH o] ] DGR+ 5 S 4 DA A P
KU F NG 20 2 TR) PR 3 VA G I A 2 o

AICLA (Accidents ischemiques cerebraux lies a
l'atherosclerose ) ik B 7%} 604 1] TIA FIk i 25
R B 2 2 BN B Rl ULAR (1000
mg/d) LA W BT R TEAR (1 000 mg/d) +XL
WEIA 5L (225 mg/d) RIS ERAIAELL, B E]
DT BRI & W FH A ] TG AR XU 5 596 7 B A dike
AL A o RS (R R AR AR, o DRI, 1 ] ) DG A S
Aithh_E 0 FH OO0 T8 B A B R R 2 Ak o RN 2 rh T
BiifF5¢ (European Stroke Prevention Study, ESPS)
1Pt 2 500 451 5 BEAIL 43 2145 2 B RV R £
I FHBR] ] DU AR+ XU IR 559097 o 5 2 RIAHEL, T
BIRIT REAE 2R TP LT IS KB BRI 33%, R
0 A XU MG 38% 0 FHF- ESPS-1 A2 B Fi ]
VEARE,  DRIEEAS ] B VPAN i FH XU i B 1) 2 Ak

ESPS-2PTSR FHHTIM B %t 6 602 I BEH: 5 5
HEl TIA o S0 R EBEAL 20, XU S ) 77 23
AR =] UEAR 55 & 5 ESPS-1 ANJAl. A 7 4.
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(1) BTAEVCHK 50 mg/d +2E R R XML 5L 400
mg/d; (2) BT VLA, (3) P R AR 0 mE
RS (4) G B ) PEAR AL AR UG 25 P
ik 18%, ZRREIUXUMEILBLAL AR 16%, BEAIRIT
HPEAC 37%. ATATT— P T8 Jt A AN R B I Bk
IFET RS o fERRARAS TR R R TT T, BRAVRIT
T BT R DTAR (23%) FIEF XA 5L (25%).

S A 2 T TR X ik B g LI AS R RBY o
U T B AN 4 W S 488 Ty o ol R o RV A R 7Y
Oy SR8 R8P 2 R TR O K S (1 N 3 A7 A e
J&, {H ESPS-2 (gt )5 4 M i, Sk w PLpkal 2
REFAR LG, G2 OO0 IR S AR IO A B 3¢
PERO2U B SR 4R w] DE AR R 50
mg/d, KT O B PHERE AR (75 mg/d), H
S A I PR B LB 7% 3 n f ] DT AR o e 2R X
FRIBE B IR 7 2 1) LA R Rk

5.1.5  SelNHA% -+l w] DL AR

FRIARIE T TIA s s fE 8 vh S 4
Wt A% EAb PR B kool REORE K M R B R
( Management of Atherothrombosis  With
Clopidogrel in High-Risk Patients With TIA or
Stroke, MATCH) {3622y 45 5. BEA: A 26 b el
TIA i S5 B HAd fE 16 R ER K 7 799 i 1634 B
WU 432 Ay 75 mg/d DLRCER A B H &tk
1% 75 mg/d+BT ] ILAK 75 mg/d YT . FEEH
Febr hy p e A . M, I AR T B R e
PR B A RS & . 85 RERW, 5
SRS AR, BRE IR T AR TSR R
PR BT AR R S VA i b 5 TP e B2 R AL
W VA 7 4™ T L A XS S 3 v T PR T SO A 7R
41, SOEPER L HEE & 1.3%. R RZHER
P AN AE U TR AR Bl K 235 ik Je Bk B St A
o -H ] LA R 7 A T 5 TR m UUAK, I ELAES
FEEHRIT 12 4 H, {H MATCH BRI S5 IR I
FEAHRNT TIA A7 A R RS R i EE

516 HURGUI /MG ST 1R

—LGPR AR AL TIA Bk L PEA S 558
N B — Bl B AR AP R 253967 sk FRBE
PRI~ AN RS WA P AT S0 Tk IS Bl =] DL AR
R A5 T2 o ] DG P+ X0 O 5 et SR A 7 09
Jr R o B w] LA A AL, TXR] B2 5 iKY
ARMHERS25 ok, A R I AL 4 A R

A, RIS ] ] DG AR A LU il e 1k o8 A1 10 A 1 =
PRV, 3l B A A5 T I Y XU 32k 5+ o] ] DG PR B S
MRS T L ST o DR sl P P AN R
JNE TS AN BE RS 52 B ] DG AR PR S8, SRS o e — ol
TG MR — L8R 2 D SR S i AN g
TS 58 MU TR B o B 45 T2 P o] ] DG PR+ St o ]
I AR B K R G A B SR A A
AP — R T X GRS T 5 106 I FH
) VE AR+ SR TR O X S AT AR LA, AT 283
6 TEAE A v B ORI A I FH Bl ] DU AR+ S A
T REAT V. HAT, ASHRORT TIA B (3T
LN T ZEFENASAAL o

52 Hkbusezy

BEHLREE: o IR Pt ek 24 7 JF Lo Y5 PE A ZE 7
AR CEFRSh K FEEAL . 77 SO/ BTk
T3 M DS AS W P A0 3 B 26 v ) rh yiss 2 1k
A E AT TR o mT g PR sl ol AR v ST
4% (Stroke Prevention in Reversible Ischemia Trial,
SPIRIT) P¥72%8I¢k 1 316 f3i] i r st e iR J3E 11 AL
#GY7 (INR 3.0~4.00 5] VLR (30 mg/d) i
AT T HEL, B T Hutia 7 20 A0 Hh o RS {62 25 1 sy
M2 A28 1k o IR IGAI0 A B 44 hy Wi — RS
AT PR ke o 25 h 7R i 5 ( European-Australian
Stroke Prevention in Reversible Ischemia Trial,
ESPIRIT), LUERAIE MK (INR 2~3) 5]
ALK (30~325 mg/d) TR A VT AR -+22 R 70 0
KB (200 mg, 2 ¥k/d) AHECIRARSEIEAT .

AR BT =) VAR A R 1 25 i iE 5T (Warfarin
Aspirin Recurrent Stroke Study, WARSS) P¥17¢ 2
206 AR A FE IR A v R R LR T AR
(INR 1.4~2.8) HBTEIJLAK (325 mg/d) IT7 L.
X2 L XUE BEH LRI AR I 2 MiGdT7 7 A
TR 5 R A T AR T T AT B3 22 S (ARIEAK
17.8%, FIHEIUCHAR 16.0%). HEVEARAL™ & H i &
Az LB A DLAR A T B35 72 = (00l b B4R
22%M1 1.5%). X ZAWHBEAT TN, a5 A
R ALY (RO G R B bk o A A A A 2 v Mg
BRI PEAE D) Z AR RIS T ks . B4R 2 A
BITHZ MR W B 7R, (HE BRI XA
T i PR 2 A G v DA A e i N T ) B
HIs PRUCHERE AE DU AR ZE A AR (2 vh e 4%
Pl /N2 T AN 2 ey o

T VA 1 2 eV T8, WASID 4
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A28 1k o X IR B A6 I 74K CH AR INR 2~3,
S 2.5) L5 Bl w] DUAROR T I A 3 5k SE PR B ik
AT 50% 8 Y73k fERF AR kr, ST
A VCHRARLEG, HEEAR AN R S e A2 2 S 25 14
M EHAREIRMHEM 254 . 761 1.8 EMIBE )
i), )] DU AR 5 A B e AR ZR 3K T4 1%
MAl: FET: (43%LL 9.7%: HR=0.46, 95% CI
0.23~0.90; P=0.02). HEH I (3.2%Lk 8.3%;
HR=0.39, 95% CI 0.18~0.84; P=0.01). MI 5{#4t
(2.9%tL 7.3%; HR=0.40, 95% CI 0.18~0.91;
P=0.02). 2 MAITAIIZA 22% I B I 3= 244
Joee 4 L S €7 3 (1K Ra S R o 1 AN | = Y I Y
T (HR=1.04, 95% CI0.73~1.48; P=0.83) ¥,

i3

(1) *FFAE iR bk S fn it 55 b % TIA &
F, HMH R S R TG R 1 R AR
2 AR T MR o H s A R
(137, A BAEHE ). FT3) EHR(50~325
mg/d). BEELA I 8] e AR+2E AR A AR5 34
F VAR R AT HR A A 486 5T ik AF
(a7, ABIER).

(2) 52 FT5) EARARLL, BAA A I 3] IC b+
% B WF K BB A AL E AR %A
8. ARIE BRI, EBURIRA LA
P &) IC AR+ 22 A R 3o 18 A ) T 3]
Kk (1la B4EH, A BiEdE), THEH
Rt FE AR A FTa) Ak (11 Rk,
B AR5 ). XA A G9IEIEAT T 8] T Ak
ZY d ot o AR P 18] Y i MO AR E R
H. HAREE AR RE., fxafd
folls RAFAE, ANRALRIES A R ZS

(3) 8 Foedutt £ Fo TIA &%, EZCKT
Hmh E u B T 8) AR A3 e b do KPS, R
e AR AP BT &

(4) *F-FF[a) IRAKITAK ) B, MA RS
AAIEN,

(5) % F E AR A T 5) I8 AR 9] 47 2K &2 ko
PP o B, A RS R A HE Aa T 3] 1T
WA ERBETII AL, R RN
fo AR ZEEJER TSR EAEE
#, A2 BA — TP EARE D RIS T E
A2 JIR R 1T 3] I8 AR 18] 475 4K & A e dn 44 84

B HATIEAARL (£ 6).

6 FARFERIE LT 2 B HIGRT
6.1 ZhkKZIE

BRAEDRE, 3002 Ik FNAE S [Tk J2 73 25 2 AH
XPH LA Y, JCHGR AR R R . R
HER AT HEAMA R 5X PR B EA R, HE
AT 2 BT AE )7 53 1 TR A TP B BT WA 1) 30
FRAMG SR g A, i MIRT AT T A
D7 L AR ) 5 IR i & % ( magnetic
resonance angiography, MRA) HEjE) 72 TX
e 22 43 B8 (TG B PRGN 24, Sl 5245 B3 i 5
ik — 2y Rk e B8, 5 | A A v 0“6 ) B 7 R A 2 3
Feln kA P, FEREE LR, 2 o B e S
BRVES IR T 1, oo 2 A T B ) — Rk
Wi MEBE RSB KA i X 3 B ik % )23 43 1 it 284 X
AR, TR SAHPPO, it SJe 2 4 B 1 H i
PEIFRAE, AFAMERABTE

FE AL e 253 B g afn M A v R B, VRTT
H s A 0BT 25 e i Pk A% v R R 2 0 1
EFREG. Bl 07 mB e LeRA,
Pritiayy GEWIE TSI, ARG Dk
MO PUll/dMGEIT « M NG GRS S SCRE
AR FARBEE LR IRIT

WEFCR B, R A ORI 2 40 3 1) XU AR
ik, LG 2~5 F N B kK4&EFEE TN
1%~4%752) — TG B 1L 400 5135 5 ik e J2 4 185 1
HHRPEARDT TR, SR A RS R Mok 2
OB IR A 1%, —TAIE 116 5305
Je )25y B A T PE R SR W, NS A
HR R RN 4%, X LB B
AWyl oGy, BRI ARxE € H B R

72%~100% 1) 835 23 % A2t A L 71538 17
S J2 43 B KA ) 2 A 120000 g ok g 4
MEWREEEHEERIFASFEE R D
JRUI6: 38 e 222030 DRI, AR K 2 e L S o
H i JCE R kg — 22 v 7 DORTS g 2 i .

RAE L FBERRE KRBT (R Ak
LRI TT 3~6 A H D A 30 3 ik BAME 2 ik 2
|l G C I o 11| K o e s SID N
TV, AR B A R H TS PR BE LA 5T B
BLCFE X MR R . — e RO, BRI
JH 28 90 7 6 T S0 Ok 2 4 BN LT Bk 1
35 B Bk M S T g AT A 2012030002 s ik T
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#6  XAROIRMEAR A TIA BENFURETHE (DRFUEZFHMMRIET)

et

EH A2

X T AR AR RS A p o TIA B3, HEFE R U MR AL D IRUEEZ, BRI R A
LA o L 55 A RS

BRI UEHK (50~325 mg/d) A N H ) ) DG Ak-+ 2 UL I8 550 LA B SIS o A1 A TN PRI AR VR ) 7 1%

55 5 ] DUARAR EL 352 IS P 0] ] DU PR+ 0 2R XU 12k 558 D Sl A o A1 2 4 ) o S DU 615 I T

I et A ks

M9t A O
Ta 4ETE, A GUEH

Wi ) DC AR+ T TR U T SR 1 B ] DE
WRAA B LRI, ) 2% R8RS 7 AR e ) AR

o 477, B Jubdh

TRVAT 7853 BUES 0 ] ) DC AR 2 AL /N 24 2 1) (R B A UE AR o AR S IR R 2

SEAEAHADIG AL, DAL PRSI MR 25

T ERMLEAR HORT TIA B, 7R SR o Ak L HI ] ] DS AR 2 388 hn H o JRURG: , ANHEAE R HE I A

[ PSEWIES
X VUL B R SRS TR A I

MR, A JOiEd

Ta Z44ERE, B ZLkd

X AR IR ) DA 7 8 A Attt A A o ) S, B0 E B 08 W8 ) DG MR A i i (1L 4
PgiAL . BRI MR 2 2 B T AR QU TERR R B, IRV — b S ) 24 Rk
77 GEAEHR B ] DG S 475 9% o A et 1 10 s 2 AT I T

FRIZABLI 24 b mT i 4 (i 0k e sk 7 1V 2 2 2
O3B R B I A AR VAR, AT S 2
SYES R AN, AR R P T | L
LI A L TIRAG (<5%) BN, 75 5392 24y 8541
K SAH (837 AR I 25 Bl LA p ke 2y .

INFEAIF ) 22 50T 9% EL 5 Bl ik 2 J2 00 15
N PN 2596097 AT TR, LA R
B2 AR 24 P00 LAt T % BB A 1
AR, HARIX R BT B R DCAR Rk .
WX ESE 116 ) 2B AT 1 6 R AU 98 R B »
Ltz (n=71) FIPUL/RZY (n=23) K97 1%
G TIAL R Eisers) LRFESR, %
PER LAY HIR 8.3%F 12.4%B%), LA T A
R I5 R PIJE o ATt A R IRBC e 24 R Il /N A
PR 2 A AR (B2 2 5B,

X F R A RN T R A, I TR
JOL I S B N AR E A Bk — Pl R 15 36 (1) 5
Jik e J2 43 B VAT IR B SR E A e IR I
ERRAERRRE, i H AT RE S B ke 2 o 3 K
(3033081 56 55 1 AR B PR B FT B A 2 5
R ANEHTVE—RE, 05 IR TT R R ZEBEHLIR
B AT R AT

ANEFEARIATT ARG B FH — MO 55 P e
SN — Rl AN B RS AR AS S S BRI LA . X
WIT I3 RAE (AR MZET) KRAEFR S Dk
10%~12%, i+ e ey Rhigyr P10, skimg, Hor
— LB v] e N RHATT R B

KEBL R, MBI JZ 53 B9 183 N i
G ] B BB TSN AR g ko
(I3 s 1y Rz 5B, A ds G Ak B s Bl
SIERHES AN TGS . A5 HE L ik, HARIZIE
B LA R S DX I 35 s 42 B

i3

(1) 3 FA SRS IE KA B 6 St b 5o K
TIA &%, R HLEREST 3~6 A A RAL
FA Fidn ) #a 256 97 2 AiE e (1la B3R,
B ZAEHE ). 3~6 AV, KAAHb s
T3 T K% HFF R TIA &H5 245150,
EE R M b A A, THE 3~6
AN AvA Behansissr (1lb 45, C A
PEHE ) (R T).

(2) M TFRECEZRBEZRZFEETMAEIN
BB 5K A B0 B, TH R
Mg (AREAR) (IIbARIEH, CA
IEYE ), M RIS KRR R ES G EH
THEFARES (11b Bk, CAIERE)
(& 7).

6.2 BNAFLAM] (patent foramen ovale, PFO)

PFO j&— Pk ANk D5 BB IR NG & & Beba, 7E
SAENBER 2K 27% 0 I PFO. Js [l FdR CE
Xl BB >10 mm) WD I, L1580 2%
NBE. ZEANFEAFRA () Fhig2Z 18], PFO
155 TR e 8 P B0 R AT 2 0P O AR
T8, A7AE by ) bR SR A ) A2 Ay i R = PO
R A R D 2,

WL, PFO R R AR py P27,
TE—TRALEE 581 BIAERL<S5 % (i BRI AS W) 45 o
BHE ORI, PRO B R N 46% %, 709 AN
BH 4 26 o B 3 LR P AF9Y (Patent Foramen Ovale
in Cryptogenic Stroke Study, PICSS) ', X} 30~85
2 TR A LY A ZE I A e S R BE AL o) AL 2 ARk
FRELRT R UCARVAST . PFO IR % 34%02, 7
AN B PR A g, PFO IR 39%,
L Z T, 7050 BB A 1 A6 v B i A 29%
(P<0.02) B,
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R FABEIAT, 147 PFO [R5 KA B
PEAE R B A R R IR R 2 e, HLTa
j\] 1.5%~12%[314’315’317’323’327’329]o /%;T%ﬁﬁﬁ?fﬁlﬁ
FF NBER A EL TIA BAFIH R I, 140 61 (41%)
HEA PEFO[FHFER (44114) ], FIIBEYT 3
o 78 5.5%M i iR B ER K AR TE s, 16%
(1) RE R B FoA 2= TR IR . 76 PICSS 1, PFO
ANTEe 2 AR AR AR PRI (1 Sl 2 T PR 3%

K FVEEI 5 — B A S S Ol E R
B PFO [¥193 RIAS B R 0 P 20 23 (RS 18~55 47D
FRAEREAT R H TRV TT B 0T 0 52 A AR v XU
BT TAEMCYL, 4 45)5, #al PRO g AP R
N 2.3%, PFO fEL5RINGIREE N 15.2%, PIFL
(A 4.2% 0 R —LEWFTSCRE PFO 155 (A1 Bss
B A ARG AT O, (HIX gl FUR A S,
N FABARIF ST I A I XU 43 g 1416233271,

6.2.1 WEHATTY

TRV ST, W RGN R AR A0 e AR e
H1.9% (B[ EUCH Ny 66%, HiktZih 26%, PFO
BN 8%), AHFIIETIRAHN 2.1%, ok
P, Cujec 25256t 90 495 PR AS B A v it
HEAA (<60 %, P4 PFO) B Hrk i,
HEE MRS T2 v R T BT B 2 T O A
%o PICSS J&ME——I04E PFO B34 s ey
B ] DL ARIEAT AL LA B 50 T2 WARSS
() —TFA 5T, PRI Bt fEFE PRO )46 i
F VR SRR e (AR A, £ PICSS
630 171 5 3 HH 11 33.8%7E £ (X A A L s I BRI
T PFO, BUWL/4IESZBTRILAK (325 mg) mAEik
P CHAR INR 1.4~2.8) ¥097 FHREVS 2 4. /A E0L
PFO W, SRR aBET R AR % 2
Fto TEA PFO [P RIAN ] P25 o B sz B ] UL Ak
(17.9%, n=56) FIHEIEIK (9.5%, n=42) BITHTIH)
HURAEELEF %R (HR=052, 95% CI
0.16~1.67; P=0.28), 5J& PFO [PPRIEAII A
BE ML (HR=0.50, 95% CI0.19~1.31; P=0.16).

622 FAREE

1E PFO F AR5 AR 2 AR 3 1 7 T
AFIFRIELS T AHE A JE 2558 . 32 {91 PFO 1
PR PERE ZET TIA AR B H TR E IR
JTIEREV 19 AN H, G RARKI™ H I RIE R K
P A AP, A TEE 30 B RS
T BIARE AR T AL g8 S, et s TR

BB 91 51995 IRAS B P A Bl TIA B3 7 2 4F
i, RIEH 7K TIA, HIE™E IR, 5—
TR H T8 W R B AR 2, FARERS G 13
AN I R Ny 19.5%5,

623 £ FEEHEAR

BTt 10 WER 4 S8 B RUAT —gempi
U EBELAE B VR T i il , Beza s
EEHARE 1| FRERVEME RS FARAEEN
0%~4.9%, M2 NRRAIT BN 3.8%~12%,
T TR A AR I ACRE I 2R A il 1.45% A
7.9%4 . PPN 4 PR B AR A AR B LIRS
EAERHTZ

KTfE PFO ARk TIA A ALEE, 3RAT]
(R 7 5 HAD L 2 O e R sty — 350,

iiEes

(1) *F44 PFO 94k fott & X TIA &4,
R F N ARG T TR R M E AR R A E
# (lla B3, B Kiedk ). s FAHEL
fo 0 R ACEE 2406 77 1E AR (e fe ) B8t
KA R AT RGBSR ) B A EH,
JL R Ak iR (1la B4EH, CAIE
).

(2) *F44 PFO 94 L FF &%, LEARL
TR A K PFO 338 Reqie s, =t
FRECRKARENFEFTIDRIL R
T 4 &, TH AT PFO 38 A
(1IbAIEFH, CLBIEHE) (K T).

6.3 i [ R I R I A

A BRI TR 0] FRAFF 9T — B3R S, ey [ml 3L
2 R MU B A A o RS g 2 A5, e 2T
LA v ¥ 5 ( Vitamin Intervention for Stroke
Prevention, VISP) HFFOMAEAT 8221 rh B iy ) 284 e
RFIRIMAE CHPE>9.5 umol/L, Z1>8.5 umol/L)
(AR CNIR AR FE AR rh B BEA Loy e 52 ) 2 4F
(R BN EAEAE FIETT (R B6 B B12)
B2, R rp AR5 [ R RO . KRG
97 2 ) R JOb 2 R KT PR PS8 BRI B sy, (2
RAEZIFRIEG . RFEALF/NFIELL 2 AR
HEAGI TN 9.2%F1 8.8% o RUENAATUIE S 4EAE
FVRIT AR B v R vy () 2R 2 e 2 R IALRE A7 1 IR i
Ak, RZE IR BIYE A FvadT RRS RIS SR, s
Jih BB BRI R B G e R IR 2



rh AR i L5 2R AR (L RR) 2007 4E 4 %8 14 45 2 3] Chin J Cerebrovasc Dis (Electr Vers), April 2007, Vol 1, No. 2 e 111 ¢

7 RHAERIGOLT A RE IR

S ES HEXE UEHE SR
BRI )03 T A SN R I B R Rt P A b B TIA 83, M HMIRIT 3~6 > HEk Ta 24477, B JUEH

ISAEEINIRAN TESPER g et i
£ 3~6 DN HZ )5, KIHUiMGATT X TR 2 B el TIA BF GG, X T8 b ity C ks
RNk A PR, ARG 3~6 N BLEIIGTREG T

XTI DB TR T AR B S A MRt P ) R, ) 2B i A A IIb Zeifeds, C Jibdl
R
A A AT R IBCEANE & 10 /8 3 W) % BT AR b ity C ks
PFO XT A PRO BBk IMLMEAS Tk TIA M, UL MBI T TR SR R BIEr TTa 207, B Zibds
X TAELE A D RATUEEZ IR T IEUE U ETE A IR S T I A P PO E 30D Ta Z44fEtE, C YUk

e, N AR SE
XET AT PRO IR RS i, AT 7823 (K BURMBLH AT 9% PRO f AR IR HERT < b ity C ks
XTI TR S B A RS T D98R8 SR AN PR 2 rh 1R A8, AT 25 18AT PFO 3
ZEN
R ERIE TR IR ETERRAER RS, 0 TR S R AR R AR (510 wmol/L)  ITa ZeHEf7, B Ly
Ry A ol TIA B, RE H 45T haofl K 5 6 4 2 1 ) LR ARR ) 2 e Rk~
KEETIEIN . RIS UE 2 W] FARAIR ) 2R DR 2 I K - Rk b A S
FRREIR S
AR AR TE U] T A7 75 B A A T B i FRy e P 2 R B TIA S8, AR B i RN I Y27 I 9HEAE, A Gkt
RO VR IK MR TS AT PP, 538 2 K BRI LBt IR T (4R

S LA A LA T AT AN a HHEE, C HAEHE
AR INF K AR I, KPR MR YT & A3E )
8 R AR TR s S 1 £ T R K P T IIb iy, C Jhikds
APL 4451k X T4 APL HUAAR BH P (098 DRAS W dpfe if M A6 R TIA B3, P MR T 2 A& a ZHEdE, B Ll
T4 APL JUALE S M WiksrE (A E BRI BV WP RIRCIR  Tla 24428, B Zhiilds
HHD Bk bl TIA 855, BLHAR INR 2~3 AT HRPUEZG0 T A&
etk an Hs STl SRR 2 I 1) A B L PR 2 Pl TIA BB, — MR T R L 7 1 1 o [ 25 a 23, B YL
A AL /N 24 2 A 3 1
oAt o] 25 FE VAT I AT . JUI A 0 A 0 20 K 1 S 70 b L 21 2K 14 v 1 B A o 4 b gifetE, C JArd

30%~50% A« FRIENRVG T BERE YL A DA SE MBI T 0 AT I 55 BR A LR
lo e Ik 52 A T B 0T bk M AR G B, N UFH 80 LMWH RESIE R, RMEAAAE M PERESEAR  Tla 20HEf7, B 9L

it
T2 H PR SCRE2S FE R PUREIRTT 3~6 A, ARG P MR 25677 1L A& v Ta Z4HfERE, C ZkdR
Uk TR A A R TIA AN AR AR 6 o i KUK, T 560 )t 0 75 B LR 4D F) IIb Zeifdy, C Jbdl

WEORIAME L, WIS DL R

AN T 34 ) A P 00 e VA 1) UFHL, SRR A0 30 40 AL Vo5 g e 1) W U5 004 12

B RVES s FERANEURIVIAIARYE X a DR W A% B0 A T 0 B 487 LMWH; 5 7
UEYRES 13 JHTN A UFH 8% LMWH, £:25 SUV ISR E R IEYR 9 N AR, RIEHMN

A UFH 2% LMWH 1 %73 30
BRI AR YR B 40 Lo v] 2% FEAE UL U T 3 A HAlH UFH 8k LMWH, 4R J5 1 B /Nl b B, C Gikds
Bif ] TR
#i 2% J5 HRT TR LA B TIA Zofk, AN 484 f5 HRT MR, A SR
it 1 BT L. SAH SRR M ph R, FEHE 2> 1~2 BRI, Sty 9, B ZhHiEd
FFA SR AR/ 2, AL E M 25 (RI4EAE 3 K. Rk I 25O
T B E

XM R JG AN TS EEGURE YT R, SRR AT S AT RE L CUIRPURL IR T S 4. TTb SRR, C JUiEd
3~4 JHJa, AR EMNDFERR INR A T8 TV B R IRIORS 0T, AT E T 4G DR
R
FERRTE DL
X1 SAH, R R BN IR ARG 5 4 RE RO AT Dktin T MIZEHEYs, C ks
o I L MIRT S Lol S XL RUBE Sy S A I 3 0 6, SR T T b 244y, C ks
URHUERIGTT SR A F R T e v
XTI RESE R, AR AR RCR DUATTE TE R DURE I T FRAE, W4k b AT it b %ty C ZLdR

BT
(RIS 2 S 15 A7 A5 ] e SRR R 4 A v Yk FHF 4L Z4 B6 (1.7mg/d). B2
57 OUHRKINGIT 2 f5) SRai B . (2.4 pg/d) A==+ (400 pg/d) PABIKE A
s F BB AT AT ([la BIEHF, BRIE
l{‘i&fé{{i?‘/‘éﬁéﬁ%é’k&%{&%é@{##&, ij"]-_ %% )n Z)»R\TF], aﬁﬁijﬁﬁi—ﬁ-%%iaﬂ]ﬁ‘%{&ﬁ]ﬂ%

B BR K P s8R ) 2adh ok
A B R R R B fnE (>10 pmol/L ) #94k MBI BRI (R T).
dbE R R TIA &4, HELTIOpHES 64 RIRE
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6.4.1 It Ak I A FE Rl )
AR T AT [ 1 Cy B S BRyiE
M AEFIIEE = ; AFV Leiden(factor V Leiden, FVL)
okt AR IR (prothrombin, PT) G20210A FAZ)R />
SHURARH, (HXF) LR A E A PR,
HA 7 V= FERTE S 1 C (activated protein C,
APC) P S WL Mgt s . VE ik
AR ZE R —heis WAL, o3 R AW APC 41K
P kA A L e, APC AT
LA kA 2 [ I R AR, (R B AT DA
FAT gk S P, FVL (93 APC 4%
PU—FhoAE) A1 PT JEK G20210A 2745k
AR TE A AR, (HIAE SR 25 b b (4
)EH ,U—j % ﬁ?’f %‘D‘(BM’M] ,350-360] .
FEAEER B T FIE Y CUE S, IR LSt
AR S SR T G, (R O L SR A
FAILAD = fE A LI A N, X — 45T
4. RMEEEEANT, ZRWIHFA—S £
TH<50 2 93 IR AN B A o B3 1R/ INPE AT S, A
HHXS S PT G20210A RAZH % (OR=3.75,
95% CI 1.05~13.34), {H15 FVL JC AR,
IR, Ak 2 TiAE<50 % g TR AT I R,
Bl tE2E s 5 FVL. PT G20210A 58 FH L PU SR
& JR B methylenetetrahydrofolate reductase,
MTHFR) C677T 58485 TeAHICPERH ), — T4
BARE (<45 %) T RO SR AR
P T KL I F AT LR, LLAIWT PFO i3
(G S RCEPERRZED () IR T B ) e A 2 4
. 54 PFO SE NG X EAHEL, PFO
HH A PT G20210ACHTTAE FVL)ZEASH % B>,
3 T A An) J i LR Bk I 5848 (FVL.
MTHFR 1 PT G20210A) WFFTHEAT T#it. %6 1
TGO K N BN FRIE 5 H e a2 oA R 2
RN AT T EH o, KIAETH FVL
Arg506GIn(OR=1.33,95% CI 1.12~1.58) . MTHFR
C677T (OR=1.24, 95% CI 1.08~1.42) F1 PT
G20210A (OR=1.44, 95% CI 1.11~1.86) 5 %
FIFPERSL, 3 2 B R AT T FVL. PT
G20210A. MTHFR C677T 53k il e 7 ik 1
(MI. Sl AR Hp el B s ) 2 TR RIE R,
KI5 FVL LREMAKME, 5 PT G20210A
(OR=1.32, 95% CI 1.03~1.69) Fl MTHFR C677T
(OR=1.20, 95% CI 1.02~1.41) ®JEM K, ixik
BERAEFHEN (<55 %) i hmy)Psd, o 3 m
LR M8 T MTHFR C677T 240, a5

mE R KA . 5 CC SRR M4 T AR,
TT RN K AERFE OR H M 1.26 (95% CI
1.14~1.40). Bk, REHERALEENFE KRR S
SRR T AR R, U T AR,
E T A5 RS AL st e % 2 e ik ot A A
FEMPETEVE DD« JE DR — BRI AH B AR I IR s LA &%
o PR AR T TS SR S AT SR A AR BE )

R e AR LR 2RI e K LA T e 40
BV IT TR LRS- U T A S
EERAS W25 R /MR AE  RECE 58
1 R0 JI R A DX LA T R e A R 38 7 T ) 4 el
ERAT — B T TR A i i i o7

i

ST A A B 1A% P AR TS AR 1) 4 e 2 2K
TIA B4, AR RAnf i AR AR F Ak fn
T REATIF, BH A RIS st6 77 49
BAE (| Baf75, A BGEE). AT HARSE AUk
HATAEIFN., o R RISk R, K
BRIt MRS T A AE N (1la B3EHF, C A
PESE ), B FA AT i A 0 BT e
TR IFERS T (11 B4EH, C RIEE ).

6.42 Jifdifis Cantiphospholipid, APL) HiiAk

APL HUARIBHTEZ N 1%~6.5%, ZFANFIR
HERETHE R, APL JUALES BN D WL,
AN ST IR COR B Bk PR ZE P TR AR
HFBEALEE . APL Pkl A 2 Tl R AR AR
RN (<50 %) Hig @t FEBE IR PR A
W F 9T ( Antiphospholipid Antibodies in Stroke
Study, APASS) B7Irfr, Gl ifi 1 A% o £ 55 FI R
PO BEARPUA B 53 70 9.7%H 4.3%. 1E
WARSS (BRI AFi 7T (QARSS/APASS)
L TE 40.7%MA TR T RN APL Pidk, (A
Xt A H A RS e A B S ST,

Z IR, APL JUikBHIEHFEEH MR
S AR BT AR B REIEPUA B PE (kR 3
AN I TR 2 Y38 A BEAE D 1 0 Mok sl e ik if A
TERCER B G2 6 N H W 76%I1 55381 ik
MARTE S, 17 32%A7 MARAR ZE9 50D kAT —
TR TR 0H, O s 0 O IR Pt 2 A Gk T
7 SR ARG 8L PR A g s R A kP, ki
KT APL 52 NA R 2 R BER 1) 54
%$HH%EEQ[377,381—383]0

WARSS/APASS PMERFFTIE 5 — L% APL 4t
PARRBH I S5 B> 41 LL R ARVE AR (INR 1.4~2.8)
HBTRIUCAR (325 mg) A A 1 25 3T 1 P 1
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WF57. APASS Z:4E T 720 91 APL HUikBHTERY
WARSS Zik %07, APL FHME B ks giat R
4Ry 22.2%, APL HUIKBAEEE N 21.8%. S5IR
HEPUBE ) R0 8 I BT AR 34 0 B2 1 B AR T
(24.0%), P#HZPHMER T FRAERE S
(31.7%), HIFTLG =R Lo ST AT J5 A
GURMIZET Bl 2R . TIA. ML YRR Bkl iz
TE R TiliAe: ZE R I Ath 4> B 1fi A% P 2 1 o4 R 1)
A & iR bR, BIEK (RR=0.99, 95% CI
0.75~1.31; P=0.94) BfI=]ILA (RR=0.94, 95%
CI0.70~1.28; P=0.71) ¥J7 L& % .

i1

(1) *+F 3 APL FARFA M 84 5% B TR R 1 £k do
R TIA 4, fn gy 2 AiEe
(Ila 3%, B RIEE ).

(2) 3 F#4 APL SR GE B Widr e (A
BB H kA B AR B R . AT A
KREBE) e9sedbtt R TIA &4, wAH
A% INR 2~3 #4702 JRITEE 2576 77 R A8
(TlaBIE7, BRIiEdE) (£ 7).

6.5 HIRANMMG (sickle cell disease, SCD)

A SCD ) —Fiis W ACIE « 265 Hh 1R XU
IR IE R 2l 1 SS SE PR AR [y RV gt e, 1L
ZLH 1 SC &AL S AU 1) RS BLAIS, T fetR il 21
AS EBF IR LT A S 1 P, e
SCD B A AR, REIRDA HEETR,
WAL, AR S 2 N R 30340 36 13 £ 4
PRSI A AL B 7 LB SCD e S M RIS
TERCN SCD HE 7 5 Ax o sl A Pod Jdsfe i I, 2% 7
HARYEAE L], B TIE Mg ki . H
WA A —1 SCD i A P b bl (R4
P 22 0 B PR EAT XU 23 2 B Bk B SCD AL
BEAT RS, AE A R e X e i
BHIAT T 84, eNAEN T A%/

JRVE SCD AR A 2Pl mbIRES, I HATEEL
WA AN /N AR BT 8 AR C AR
P, AHIEEA NPT /MRZ . Pkt aldi 2 25
IT R TI () R G0 W 3 5 SCD 11
AT G, AR R TE I 1 v A aE AR 20 k% e 7
SCD £ I AVH LE%, d O IR 5 S A A% ZE 4R
TIBGERACAL T BARIEHLZ SCD 5 fE R A
FEMSEGA BRI sl k. BRI A
MfERHD FHEAEHZOR, HIT S e RN

TR E AR, ALY IF X e fE N 2
BRI PUOEIEDUARIE D R AT
A A ROE, FEREEE LT R S BN R 344
(EA—E AN, K, FEAEE N PN R G A
HAE SR IAA L B R R 2

HAR B AT I B AL ARG, EXH
SCD A it CEEkf ) [1—Ii % i n]
JEPERFTERE AN, s S i AP AR 2T 2R 1 S
(I TEZ 0T ARG S 5 ek 2 v f XU o o ) ) B
i HAREEAER ATV LT S B i 4n
HAME . MAEA S BFRE<30% (FETFiH
SE AT ()RR /KT A 90% ) BEAE 3 41K
AR 5 N >50% B8 3 <10%5, X T 2 55 1T
FHPRRZECEFH HILE, SFRAmNE, NEIT7
() AR BG83 A 5 AR AN T e 34
1L B S — e I ACRE, R B, X1
KA SZ 2 5E . L LM, A P)E 1~3
SERHTRIILIGYT GRS I 2 & KU )
ARG LA AT . RIS D H F B N5
3 HR AR 10 1L 55 B RS AR A T8 7 5 A LA
EAAT BN LI HE AR R LU FHE,

2 TQAE LB FIAE R e N A b (8 TR AT T
B (1 /NREASIF T AE NI T =3 4 I B FH R SERAR
e WG, 15 T A NSRRI 45 R0, 56t
TN A E AR B & G TT
(AR, 1 RS R Y0093 27 £ B B V6 A SCD,
HE A T SCD LA » 25 R A
A DI 28 1 R N AT BEAS AR R R DR . B
SREGIIRIRAT PR, AH CAT 08 R WX R R 97 15 it
B BEL L= 115 DA R0 I I RS 26 14 2 2100,
i<

3+ FHEA SCD 4 s AFdh fo bt 2 b &%, TIA %, —

FEG I HE T 4ot ) O R B & Aw L ) F0 ot N AR 2

RA4ER (1la B4 5, BBGEE). HeTH

JEHG T b OYE: M e T EE S

B 416 P 6 AR 2 30%~50% A T . Ak

Jki6 77 AL BRI dn ) F b gk R UL F AT

B F AR (1o B, CHIEHE) (K T).
6.6 M bk S AL T

o P Pk 5% I AR T RS A — RS W e, R
hy BB AT RN S A SR AR E R IR, S Sk
i SR PERR S ThRe s MERAE . RIS
ALK CT, MO 2 A (i CT B8R
MRD) A Be2s R ILA Tk 1 282, AN iy FEEPRBEAR ]
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Re o L 2ms o d HE4iRi ikis 5% (magnetic resonance
venography, MRV) H[LAfiiZ. T MRV ILC) 2
AT, DRIAR D T BAL S it 5 3 %, it
P LR, I8 S AR G, fEiK
HODIABL ARG LT H B e R 28 Ak 18 2R 40
HACR R HE FVL RATFHAD SRR R
AU CEO 77 J5 R 2 24 DL K e Jok 52 B U Je

CLHEAT I 2 TUHLEE VG 97 1) /N FE A B ALK
gy LR00AONT 5 1 AR 560 X 7] R A 1 T 2

(unfractionated heparin, UFH) 573 5E 1L y5 B[R]

/RN 2 £5) SR T, BT
FIRTRCR B (P<0.01), XIFFANAESEEE 20
W PRI 4 N . BENLEESZ I =967 17 10 41
BEPA 8 BITERWE, Jidh 2 BIAE B R feph
ZUREE . CRIFIH A 1 pEE e,
HAT 3 BIET 1, [ B9 N IR T T[]
JPERIETE, A0 43 IAEAT PP H I PR o Ak S o
FeTE R, Forh 27 B2 R S B ) I R VAT .
JTF 22 455 A0 W AR T AR pust gy 414,

53T PR — TR AN S A KPP M 5 Jk 32 1A% TR ik
BEHLITST (n=59) XTI (90 $it Xa Ukg, 2
W) 5z AT T O, BT 3 AN H S,
PrBEAL AN AL A 13%A0 21% 1) 1835 )5
AR (RR=38%, P=NS), 7l 2 #ilFl 4 {5 i
PETo AEA A I A A A AT, Bkt
ZH RN 22 BRI A 15 A HH BT ) A R PR A ) I

MRPEIX 2 T PEATRIG IS TR R 45 52,
UFN 772 (low molecular weight heparin,
LMWH) Tk S2 A T it 22 41, AR nI R
A HEAFRATPURGETT,  RIATE Wik
BEZEEE IR . BB 2% IR N hTRta YT
(R I FERFEEITA) o FRATHERE NV H I IRGTBE 2Bt
BEATT 3~6 N H o R TIRVEES RO T HAR
PLEAT PR 2 D) REBAG I R, A A RE R
I A N AR 2 B AT g i A DO G T
Fia 7 e IL 75 2 2 .

i

Tk E e R E A, EA UFH =X
LMWH 2 &3& 649, BpAd e i fn AR 5T 75 4o
sb (la B3e#, B ARIERE ), MR O IR 2
FERAEIE T 3~6 MNA KRB A didn MR
BT RAER (la BIEF, C BAEHE (R T).

7 ZEEH

7.1 YR
G w38 o 22 A AR A e A, S FLAET
B VEVATT e R AR A A, P ez ST ur
YR I Lo A v YRR I AR AL B R, R, AT
ASHR A SLAR I 7T S BEAT TR 25 ik B,
TR B A Lo 1 L 9 R K AL T
fEFPUEEZ I, R R RSB N, b2
Bz R PE RCT Ekke ARG R i A s B 1697
HEFERAECL R 2 P e i Eah B (1D JE
AT R 0 o 75 B N AR VR R IEAT BUBEIR YT B I PRIR
s BR(2) WERAAAE LR, 72U iR )
AN P NIETT « HATARE 1 5ol R
B i, T AR 2 i o 2 RS A B AN o
XX B 4% ) AT AT PR R T ARSI
Yl ART, Bl ACCP $E5 /INH VA SHX — i) it
BT T VRGN AT VR R A T AR
73 (D RUETE IR (6~12 FD DUE1E
PIMORTIG LT e A1, (HAE 36 AR R e
ARz, FEHTHRILLETERBUE, 7Rk
ST AT AR, (HIX H2 ACCP 13k
FEs (2D FEAEURERA) 3 A H G /LR =] T
(<150 mg/d) Bk ar); (3) AT UFH
M5, LMWH J&—Fnf DIz ik $E, ml R o itk
RIS SN NIN S RS R GOk e gr vty i
i =
(1) 5FF ook 2 9 % TIA Fofy AbAe R 5 /8
K (e Eakn b 58 o g SRAARIFIE E 4% ) 49
RIS, TH R T i AR
B4R F) 24 UFH, 4oRdE30 4t
FEEERT R LA 12 h R FIESH AEA
AR A ARSE X a B T W mH sUAE R F) 2R
#09 LMWH; 3% &2RE 13 Bl A
UFH 3 LMWH, 4 B 4k k B Z45k 9
AR, SRR F UFH 3 LMWH £ £ 5
WA (11b B35, C LAEdkE ).
(2) FeBARE R4 4T % 8 A HEHRAT 3
~A4EH UFH 3 LMWH, R/E1&8 )
Z 8 AR [Ib RAEH, C FaEdE X K 7).

72 MAJSWEIRIT

RUE R MR PERF SN Ty, B G
VAT AT BEXT TS O R R A i AT 25, AHAE I
FAS A G AT IR B LR DA B — 24 Tt ik
B0 Y8 R REAIE SEAT AT AT B A2 (1) R A o KX — )
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A 3 EENLRES o oMM 25 TP ik (Women's
Estrogen for Stroke Trial, WEST) MOV Fi] #f — Wy
7 ARBE R B BBE T XU B AR A% 7E
A6 ANHW, BENLESZME — R a7 i) itk 2 o
RS R (RR=2.3 95% CI 1.1~5.0). JFH, HI
SRR IR VAT A0 Lo A v REETE /).
O I 5 ME B E 7 4 W B ACBE 5T ( Heart and
Estrogen/Progesterone Replacement Study, HERS ) 406-47)
TEVEAEA MI i S I 4 28 )5 00 20 b R UE SR v
J7 A AFAT 26 Ak o 2o VA R A2 2 0F 9T ( Women's
Health Initiative, WHI) {E444% 5 Lotk o296
I O L AE 9 A1 26— G TSy v A T EAT T
G, 5 SR DR A A P ORI T AT A, fE
WRHAT I S — ok, TR T UIBRAR T
ek, BENLBESZER I T (A R 1
HE
st F ik bt 2 K TIA Rob, RIEHHTH%LEZ
& BE BT R A () B8R (TR
A BGEHE) (R 7).

8 i th i 5 L2 i

15 DA 125 T 1 110 s PR S 1 ) il — &k T
T M L S ) AR e AT BB T . AR
THOUT, A UM OCHEAS S 7R 2% 18, A4 i i
IR, FEE AW . BRIk Hh I 1P £ I PR 25 B
MPUERATT R . K2 E 8] R 518 #S
L T NURIBE e, AF B2 hiBads 7R
A o H I BRSSP I SR . BTG SAH 16 &
BUSRIER D o 52 M H I XURS: 20 -5 Sl P i 1 5
AR A BT . H HTIR = BE M Z X L H EAL
B o AP KRS Bk B LI 5T R

X FAEIRT7 BRI & INR TR AR S
HH Ot B R T ) AR, SRS R st e 4
A K B R i R s A 25 i INR R IE
04 N EUIE S, 30%~40% 14 iR Hi 1L 77 55 9]
12~36 h A4 B s K, R a5
M2 IThREBALAT LI, PEHEN], INR Bl e & {e
HEX A R, AEIX PG B0 AN K AT BEX 0 15
Hiado KL, JRAEEEA FORHIE S0 1P
YER B, A0 TATAT B2 Pritva yr WiTe) & A4
i L B S e A R U, AR 20 L
MARSRIE R IER . HArpdeigE: SAH JE1
FRH AR WL, B dustin sy #N p i, H 2
S VKIRE kP i A 42414,

X R e, A I PuEE T W S A R
() MO AH o o — LS9 5 R AU TN 5 1 PL st ve o7

(B BV BOR B 505, R IR AT i Pk A R
Az —TRAFFEXT 35 490 g HH i £ 45 T AR AR B
719 d, KRR IE K VEG kAR, E— T 141
191 10 i 30 obk v 7 303 D A 2 i i I 2 3 R F 5T
AR S IR 10d (P ED . 30 d B
M PESAE AR A 2.1%. FE15 ALK, IR
B A B R KRS R 2.9%, BEFEA R
FEVEAR T L AF BEN 2.6%, BEAEA sk
AL TIA (R 4.8%), 35 4 T H FF UGN
FH AT AR 58 2 0 A Bt 3U1 R0 359 A P & A4 i 1f
151 5 — Tt 28 45 A O M SRR FE 3 (RIS
W, A IEPUERIT P 1S d W, el
H AR SO It 35 {5 i B
L5 RIS, 14 BRI E e A I 7 d
CHEAZED 4 1L PURETRTT TR R H I R 1
i G, — T 100 BIAT i P TF ARG ST I )k
SR B ORI R B, 14% 0 BB AEAR S A
i A AR S BRI AIE B o 33K S8 A T AR AT it O R
KE (RO R BEAT 42 B ustia 7

HH I A AT MIRT 8 IR 76 K2 JA o A R
R R XS () AR . Y R T A PR
O, I LR SRR RV T e B R, I T BB
DR A 3k 248 S 3 R AT A7 A SR i M7 o — T3
PSRN T SOWAE R LA AF S5 b T 4R
Prlia S Hfl 2 e B R i A
B O Sfe, O mEE. MR, PrstmeE .
BT RS R MRI b A7 AR o422,
MRI  FAFFERH L (280 DL T80 B2 [l e fg) vl
A T IR S5 VR 0 1 A 0076593 7288 8 A9 o 0065995
— IR, S5ICIER MRIESE (1.3%) A
L, A74E MRI UM 1E 5 5 B2 HListia T 7 i i
HH XU B v (9.3%) M1,

o T RIS P iR T IR w1 0
Kit, —LEHFTIEERN, DAE KT E GHAM BRI G
PN (R4 1A 1.5~2 £%) 5 LMWH {Eh 2
JII6 T T RE LG BT U6 1 IR R AR o Dy 2 4214190,
MRS JGFIANBESRAF IE S INR B R HH IR
R4 T 0% A A S I AN REIB BR Y7 L 3 43
gt L35 T 1) 455 ot 2 v X 8 v ot
Jiki S5 I 2R P 5 e 25 ) A R R 2, JF AL
7 H IR R I B I LR E . RATTAS
R K 22, DA AT BIF U SR WX nT e 25 1
0 KORG24 L
AT 2RI I ATHETE BEA LI T PR R D

500 S At AR B, et A e e R A fk
Fr AT —FAS A R R A [ R0 s — Bk,
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XAl L TR B IR R, AR RRUR S
R DREE, A 242, — s fgi) 1
FIRFTEAE R, BRI R Ak, AR AR R
HIPEFRAE I HLAR R B I I AR, kT LA
AT ORGP, JRAE S R AR R, 0t
PEFALIRAARRR . B PR DUFI PR R AL R Bl I,
S — ) B8 AT ARG VRAY
HHE
(1) *FFhahfr, SAH RABJE T b &%, £
djE E Y 1~2 Fe) SR, sLR4E kiR
BT St 2 Fadiudn N AR 2, L 52 Bp L R E 4
W2hd (BPEA £ K. #ekA o) i
AR (AR, B &IEE).
(2) *F T hde g RAE BB e &4, %
PR RL R B2 T e bk 0 RIS 7 A 24,
3~4 5, B FEEN 4R INR & T577
OB TFRAEILT, T ZH 46 0 R4
577 (1lb 7, C RIEHE ).
(3) #ortEol: 2T SAH, RAEHEANIIEIFEIR
BT REEAT U TR ST (IIBH, C Ak
%), T et ek MRI AN dnfebfie 4
T Re B, R EEEH AR
69T, ARV e RFETT fe4RZ (11b ik
. C Pardk ), stFihibigst i, R4EL
PRIG AR AT A b TG T ARAE, T4k AT
Uiy (11b B4k, C Gl ) (& 7).

9 BRI R AR KN

[ S SRR Fi e I AA 5 AE 3 )T AR
X PRI A B KA UE 165 O A T ARGEHED, L5
SR R N AN TR 5 el & 5 B0l PR = A= (1A T
AR, NI e 258 AR S8 (AT AR UL AR
LR $5 7 (2096 R W1, ot B AP R o
95 T SR F A A O A B 3 3R e R i
i, VR R I PA AR A XS B VP2 AR
MAHERIM . RN EETS, A
60%FERAZIATT, AADAT R PRE R 7677 H s,
M1 7341 30%ARABEA =S A S g i P, T
AET BEL [ BT H bt 237 A 1R B T o R4 ) 1
BRI, ARDAT R ITAE I PR S5 36 e A v A AR
PRI BX ey T H AR . [T 52 i
B e A LR X A T IR 30 K T3 s v S 70
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