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C AARRSEY 2SR RS )

NIV—=VIC & BREEREETBIRVEMR (PTCA) ©OU X7 BEWRER Ehd.
1) HEIBOJE H H330°DIREE
2) FRAEH30 mm OKFE
3) TEEPAERE
4) MERDHRE
5 BRT 57 ORE
a (1,2,3) b (1,2,5 ¢ (1,45 d (23,4 e (345

I Q WIS OWTIE LWOid Eh.
1) Q Pefize b HARIREIMATOREL BRIFTH 5.
2) LFBEEDOHADD HIEMICE < HDN 5.
3) QFHEICHANEICHEFES/RI D 2TV,
4) QWEMEICHN ST EROHBRIEbDOTE .
5) BEAOLHEMIT Q BRI AL,
a (1,2,3) b (1,2,5) c (1,4,5) d (2,3,4) e (3,4,5)

BB OWFIC S B0 ik X his.

. BaVATFO—VIEBRE TR a VAT —)VOERE% 1 H300 mg LT iICiEE T 5.
. EEEEII HDL oV AFO— L& LR X R 5.

. HMGCoA ZtERIAER LM TO LDL A kZH NI & 5.

. BA A AcHlE (cholestyramine) I TOaVAFO—ILERZHHT 5.

e. probucol ZTVAFO— MK TIER & & bIC, PIBMLIFRZ b D.

a0 T e
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(R4 ] 48w ik, HIEREYNDODREE. »OTREZH CLOMEZIEMINAZLBB5. O
Ia—BER T -BEBERRD]YD, VX MRI #ififr L7z. MRIOEE () B %
ZTZHRIE ENp.
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DEN ) oW TELWOIR Ehd.
1) Iz .
2) IiE CK fERESED 2 & 5% 0.
3) ST ORFWHREITEA EEL LR .
4) DENRBEERCRE2HTS.
5) SWHLEEMN - MBOEHEZB.
a (1,20 b @15 ¢@3 dG4 e 45

10mu/mV__ 25mm/is  25Hz : FT I I P 10mm/mV
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E# d

RS EBRINOU BN (R B BINRE RN
PTCA) LEBNROBFBERIIE R T DL
LTALKERL, T TIR20FE£DOEFZH 2T
Wb, COMEHAT 4 /T hT—F)I, HAFE
TA%Y, Wb—VAhAF—FIVixEFRINE TN
TOTFNA ABHBIH, BfOmEEEE-
T, ZOBERBERICH ELTETWA.

ZDOPTCA DREOFT, PTCA # L D#4
CEOBOCERIETITOIRDOTA FS5AU/H
19884F ACC/AHA task force & L TREI h,
Z DI PTCA DRDRLEHHED Y 27 L D
Bl » OREREL SFICHET 5 2 L BIRE
AN, TOHAF A VIF1993F I RE LA
RENTD, REWESFIZOETEEINTH
FEICE > TWAY (K ). KREEITZDACC/
AHA A F oA Ve&BEICE VW THEINTY
5.

—ic PTCA ozhi, (1D)BREIBOmMBER
2096 LA EEIML, (Q)BRMKDORAEEBS0%LLT &
70, GFHicHEI>EXNLER G, QEL
W, EEIRNASAN) Bk, Enw>3
DhEbHo TEHEINS. ACC/AHA 74 F 54
VORETRREGBDOIIE L Tx - 72U A7 OFH b
COBRLEBREL LIcdDTH 5.

Type A lesions i PTCA FERIIDO Y R 7 #
RHEY, ToabbLEIRIRLEVRE L TR
AN AHKRZE (minimally complex), THY, K
FHiZ Type C lesions {Z BT R B & b K W EHER
Z (severely complex), % L T Type B lesions
BZoFBOY X7 DB BHKE (moderately
complex) & &NTW5. FI T, ARREEDZER
BEATABE, “RERDBIMAI0DKRE" T
HAFSA /BT S Type AICBELTEY, U
AZEWEFHE S NS, EEE ECORE DR
FHENCRDOH, A FTA XNV —Ah
TFT—TIVOBACSZEE &3 I Li3ERICL

BFXRIRGFZSEMIESARMBE BSOS

&1 ACC/AHA task force: PTCA H1 RT1 YV
(1993) ICHTBREHREBOERENTE

Type A lesions (minimally complex)
s RBMRZE FZEKR<I0mm)

o SRILHERZE

 EREL YT UORE

- WEEBICEN 2L (<45°)
DB FERBIRE

s AIRAENBUL IS > THEEDRE
- TEFBERETRL

« AOBBRZE TR

s WEABICKEBRDRD

« REER(C MR H A

Type B lesions (moderately complex)

s BRAFE (BER10~20 mm)

s ROMERE

« WZAAE DB PSR

s REEOENREE (>45°, <90°)
« DFHTEORE

o ARAED RFEELL EDORE

- TLFAERE (<31 A)

« AOEPRE

s RERPREBT B DIKERE (1 K74 ¥
Z2ARBELTDHHD)

. 1D 2RE

Type C lesions (severely complex)

s VEAMRE (BRZEEKR>20 mm)

 REEME OB S E

 REOENEE (>90°)

« TLBAEKRE (>3 » B £7c(& bridge collateral
n&H3)

s KEBNBERT DNIKERE (14 K74V
T protect TERL\H D)

 EHLICEIRY T 7 P OMSERRE

, MERBEZ /2T UATZ SELEV.
“WREEN30mm OFRE” 13 Type CICET 5
WHOALUVEAMFETHS. UEAMREITA
KAt ZfE> TWB T ERE L, ERAREEINER
fREEDRAEDY X7 | 7x A7 POBA IZ &
HRRITEL b, RLICIFE—FTV—X
ODERAURBVC ERRINTWA.
“EEAZERE” IPAEMMIC L > TType B
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& Type CCHERGPNEH, WThIKLTD
BINEIIS S, BICREERPERL /25D TR
WREBEL, HA FTAXRINN—V AT —T
WVORBRBPARIDOFREHDOKELE LD 5.

‘meEHd5HE” 1 Type BIZEL, FHEIC
£E S R HERPHRER TOMELAZDO Y A7 5
H5.

“BR7 ST+ OWE” X ACC/AHA 4 A F
FAVTREEL 2. HOEIRY 57+ ORZE
T Wb B vein graft disease & Fith, 757
b PIRED debris BRIBERE D/OT LN D
Type CIZHEIN TR, Bk7 57 F Tk
FOLE>BVAZRITEAERL, REVEIL
RIzURZRELIEWEWSHETTHS S, EE
EBPRY 57 FADPTCA REIIER &< & B
ERERLE LW, 2L, 7/u—FOE#
BEW:D, RETMIOBMO-DOICHE KR
G5B aRDD (REEMWOREI” 13K
EHEEIRTFICBTF LN TWS).

UE#BREL, AMEOTEMITIALEEZLN
5.
3r 4E , directional coronary atherectomy
(DCA) R®AFVE, B—F TV —RirEDVD
¥ % New Device REA XN, FERO/NNV—U T
F—5 VD HZR RV PTCA (plain old balloon
angioplasty: POBA) TRA#E L Ih7c Wb 5
Type B, Type CRE CORIERHFEINDOD
B5. T, BUERAENRELTATVEEH
WHZEBERL, BEHORERNLFR I bbb
PR, RENAINAM, QDM 55 BOR L

(87)

TW5s. ChbDEEFHFRICIhETO ACC/
AHA A4 FS5 A VICE B Y X7 OFHE % T L
PE#EETEVEDOERDZINTWAY. Type
BHREDOK¥ L Type CHED—FETiL Type A
TR & IR EIRICEN 2V & T @G, mie
BHESRE & FBEBRE D ABPTEH DU A7 L
BE L/t 5ER RO ZTRL
TWwWa. —7, TN AOFREBIHAKL, ek
RWEI L > TREBEEHEHBELNTVWAS
EBZOHEANOFHIEEEHEICI L TWHENWDE
25D 5.

CDXHIIL, ACC/AHA A4 FS5 A V/id&d &
TELBFBRPMBEEEEL TR VWS DD,
POBA & W3 FEH Zentry I3 AR 0 (3354
DEVEERNCERZSETHS. CO5EITS
HTHEA VFI—RNV Y s VOREERICAH
WHENTWA I EMD, HREEEIL T AKM
ELTRIEBELTE2NEZLEVWHDOTHSH

>

2.

o3 M

1) Ryan TJ, King III SB, Bauman WB et al: Guidelines for
percutaneous transluminal coronary angioplasty: A
report of the American College of Cardiology/American
Heart Association Task Force on Assessment of
Diagnostic and Therapeutic Cardiovascular Procedures
(Committee on Percutaneous Transluminal Coronary
Angioplasty). J Am Coll Cardiol 1993; 22: 2033-2054

2) Zaacks SM, Klein LW: The AHA/ACC task force
criteria: What is its value in the device era? Cathet Car-
diovasc Diagn 1998; 43: 9-10

[MREh  wokyEymps —ase]

[Fi2 | Ff& a

19544F IC BRI LR QA BT 580 %
BREMOFBIEL L, B¥QEEXRDEVEE
FIFEREM O L BRSO T .. Thbh, B
W QU E DO I I B O R 22
BEVIONETEELFS L5172 L
L, SO CRAE LR, 2% Qiaftbn

WHESEN EBEM B EAIC14% dRD AT L
b—BLBWIEBHLR LRSI, TDD
2, DERFTATQR]OALNZLHEE (Q
W) L QEOALNRVWLEIEE GFEQ¥
BIE) CHTRAT LISk 7.

FF Q BehEZE DS 13 20 B ZE B D30~409%
KRB b, LEEZEIMEINC 510 % HERARE
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DERE EDIC, ZOHETHEMLTW5.
oW

Olafa : 2O FRE 2 IR 72 B
QMmEREEDO LR, v¥'—27 CK BHEEMD 2 £

[ O Y el Y=
QOLEBEREF : ST LR E/3ET, &tk T %,

LW QEOHBIL . 7oL, HREEFEE

BBRATHIDIZ, V, V,FETR/S KA1

LFTH5.

EBHOLERFTRICIZ@T HEOHEED A,

O)ST EABIZTEMBEEILT S D, (©

ST FRiC5IkE, —B\IiC RESHEEL, B8

MB35 4D (electrical stunning), (d)

STIERTHAAREOFEICHBL, EXBE®T

WICELTHLDREHDS.

JE Q REFEE S Q RFEDEL -

F 11Z Lavie bOBEH» O QEHEEL QI
BEOBNHBRINTWED, ZTOENITHREE
OFEBBEINTVS. FEQEHEITZQEHE
EICHNTEEREROROE (73% vs 63%)
EETHIEDBEL, LHEEOEAEDIL S
(43% vs 22%), & L COHRELRED R LRE
TAEMICHS (17% vs 8 %). BEPIFETERICE
WTIRERZWE, BEREROE & FIE T 5 HE
FIEQEEEILEL . EHIKRERBICE VT
122 B 3D L 5 EE NI Q WBEE TN

®1 QREECF QEEEDEL

¥ O#® QREE I QRER
SEE 60~70% 30~40%
LEEZEDBLE N E4AN
BFEEIEEROBEE  75~80% 10~20%
B M7 D= B Y54
ST FROHEE 80% 40%
Peak CPK D4BEE =fE E&fE
LERH = &£ YIEE L VUBHE
ILBEBE BRSNS BEERE Tl
BEEE O LRI B0 AW EQUE AW
B OBEE ~8% ~40%
FEAIZET 7~15% 5~10%
IFEFTR 10~30% 10~30%
RMEEDBME
MARRRE A% FETE
B-blocker A FEFH
Ca BEOLCEE KEH(HED

EQEEE B1%) IKhREL, ZoBEBE L
TIHQEFEICI I IBIMFTEE BFE L T
WhDEEZLNTWS. REBHBOK T
3IF Q BRI Q B EICHARBEEY A X5/
SROAREPP L FBERHE . LrL, BY
MZBZETIIEQEFEDORTRILLAB
EWVIORERLMEIN TS, Gibson BiT&ak
PIODEREErOFHAERHFL, K2R T LS
AERE®RE L.

*2 I QEEEFDABRFCERIZE(LD SH-TFH

ST & ST R Rt TR
n rate n rate n rate

AP D/ ZE

LA 304 77(25%)* 248 14(5.6%) 143 5(3.4%)

BEE 97 24(26%)* 207 19(9.2%) 0 NA

RREBIE 97 50(52%) * 207 58(28%) 0 NA

e 113 49(43%)* 41 6(15%) 168 33(20%)
RERfEDLE

ST 147 33(23%)* 95 11(12%) 162 23(14%)

BEE 104 12(12%) 195 6(31%) 114 28(26%)
BRI DBR 2 9(41%) 0 NA 114 38(33%)

IR E 65 20(31%) 175 31(18%) 0 NA

n=number of patients, NA =not available

* p<0.05, ST EF £7zi3&t#: T ¥ Group & O
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FQBEBEEDFEDNE L ¢
ORI PI V.
QOEEEMTEHRICIBELZBRERELDY, &

EREZRRCEH LTS,
QOLYEEDBREDD HIEFICL L HbN 5.
OB EFBICBREON S0, SHFHIIRIFT

BHEMB, RUFRRICLARRTHS. Q¥

BRIZENBIICHFEERZ D R\,

o3 Wk

1) Lavie C et al: Acute myocardial infarction: Initial

(89)

manifestations, management, prognosis. Mayo Clin
Proc 1990; 65: 531

2) Gibson R: Non—Q wave myocardial infarction. In Acute
Myocardial Infarction (ed Gersh B J, Rahimtoola S H),
Elsevier, New York, 1991

3) Freifeld AG et al: Non transmural versus transmural
myocardial infarction: A morphologic study. Am J Med
1983; 75: 423

4) Ogawa H et al: Comparison of clinical feature of non-Q
wave and Q wave myocardial infarction. Am Heart J
1986; 111: 513

[FER BAXFEXHE2 I FE )

E# d

g MAE OB BRI ME % RIE L, Bk
IC K DB HEREEL L s 3BRT 52 &1
®5. WRMEOCHBEOEANT, AFFEEEPHL
WKL ATARZANVORIELDAZLITE 2 E
7. L L, TRTHHBRICELRVWSE
MR TAARD.

1. BEEE

R L EBIEBOBE B Lz b DI,
Ni-Hon-San Study 8% %. KB, RBEEDOR
AANE, BINWVIWEF VTSV ATIEEDORR
ABRBICLFERETH D, EBIRERICK
BECRIIVFV/ 7SV RA, KV, BRD
JHICEWC RSNz, RKIFZEIC BT 5 5%
T, XKETIRIEHEOERESS , mEE
I VAFO—)UE, BRI S AARANCHE L
ARADBRMEZ &> TV, COF—2iT, &
EEERBPRICLTH - Th, AEESEDD o
VAFR—)VOBERESHEMT S Z LI kDI
IVATFO—)UERER 5 &, EEREBIC L
HIETERPEMT S LR LTS, O
T AEE S EENIRE B ORE I WD KR ER
THAHAPEWMPICRLIZDDTHS. ARV
Fu—VHB#MT 5L, E& L TmP LDL 2
ATFR—)VBEINT 5. BAAOFHIVAFO
—JVEREIX 1 H300~500mg TH D, BH5IM

FEOANTIE 1 Bz VAT — ) VERE %300 mg
DITicHR e 52, RK3 » AR AEREY 6
0, ZOMREHETS.

2. EEEE

EEERE, AFREELDCSATAZAI
OB X HRIBMEDOEROFLE 2 5. EB)
I & BERH S JTUORBER#SOTELMO N TE
D, BiigEfREhcs s 48T, HDL oV
AFA—)VD EF L FEREOETRARShTH
5. BRI D BENDOEBNTTIL, TR
EREROM0% OWEOHESB &, 1 HIOG P L
1R OES) %, BHIC3EL LOHEE TAS T
B2, Kk, BRBLT, YA 7V VTR ERC LS
BT EBRRESD TR 5. TKBOEEHRY
AR=VEE D VNIABREE LR T 5.

3. EWEEY

AVATFE—VETIEROBRWEDITIE,
HMG-CoA BB HRIHEE, BA X /BB
(cholestyramine), probucol 3% 5.

HMG—CoA #tE: %I HMG-CoA 7 b ANH
VEBANOBERE MRS ABERTHD, TV ATH
—VEROBEERE & /x5, HMG-CoA B ITEE
FIAERKIT, COBRER/IMICHET S LT
X0, aVAFo—EREzIE L, FKTO
LDL %%k % upregulate L, MBI 250
—VEETFT &4 5. HMG-CoA = TR R EIE
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A TORBERRRBRIC B\ Tl it DER A
45 1 kLTI 2R FHIPGEBRENT,
PAETLE I VAT O— VIIFEDEEICIA S H
WHNTW5S.

B A VA EBIRE, NBICBSWTRHER &R
EFL, BHBROFRREIH T 5. EF TlIdk
INBHBOITKITBHERIC L D BRIRE
FIREINS., COLDFBTRIVATFE—IV
DOPHBANOERBITEL, TLFETO
HMGCoA BLBRENTHAVATH—IVE
BAHILETS. L LalvATFa—ILoReH+
SRENZOIFETOa VAT B— IV T — VI
AL, Thick ) LDL 285460 FEMENITET
5. XLINBICBTARYFOIVATE—)V
OB HHETHHROE T 5. KHERKRAR
CEWTRIMEOMEBICH T 1 KFHHES

HxhTws.

probucol i, TV AFO—)VDORIREIT X
% VAT E— VO TFEHE LM ) R fiR(k
ER%EE L, BREMLORELERICELSEET5
Bt LDL oA #iE 5. ChbOERUA
iZ, CETP (aVAFH— )V TAFVIEXER)

OEMER®, 3V ATFO— VOMREER &R
& UYiBIRELIERH 277 9. LDL 5254 % KiB
4 % WHHL % % % FH\~ 728 %2 T, probucol
OEEICEL D MFI VAT O — UEITZEH 2K T
FRDIEDP - 7DD, KBIRIZ I3\ THEPREEL
OERTHBICIHE L.  OBEFT probucol
I2 &% LDL OFEIIHITH 5 2 L BREI .
E FIZH W T % probucol D#EIT LV, nvitro
TOLDL OB BEFI I N5 Z & dmmEhT»
5.

o3 MR

1) Worth RM, Kato H, Rhoads GG et al: Epidemiologic
studies of coronary heart disease and stroke in Japanese
men living in Japan, Hawaii, and California: mortality.
Am J Epidemiol 1975; 102: 481-490

2) Grundy SM, Balady GJ, Criqui MH et al: Guide to
primary prevention of cadiovascular diseases: A state-
ment for healthcare professionals from the task force on
risk reduction. Circulation 1997; 95: 2329-2331

3) Farmer JA, Gotto AM Jr: Dyslipidemia and other risk
factors for coronary artery disease. In Heart Disease
(ed Braunwald E), Saunders, 5th, 1997: 1126-1160

R mrEArEyEs 1 he FREEE]

ER c

EHEZIVRAMRI ZHAWTEREL-EZEEMD
BREARIMETHS. COEBRICHITA 408 M
BOMBERRZR 112577, % MRI Tid#ik
LTwaho (L, B, Wty ERE
IZ, M AMBEIBESICHBEINSD, AP
WD D5 & MBEDOAL VB D 6D 5 FHE & F
T, & LTOIa—- BRI EbDTHEIARD
‘BEF LS. ThuexoE—R A F (flow void)
LS. void L3R, ThabbLEERER
HZETHAH. 70—RA FrRTMES LT,
FHRY v b, DRV » /b, KEIIRMBEEC B
AT BOOMER ERDDH. AFNTIEEICA
BELOERBNANS 7 O—RA FBEOLNEDT
ISR E2H IS, BROBEEZHS—

A AfER SR 2B TR

TSk ERBICHERY 2y P (FE—RA F) D
BARED D WIIRKEE CIMET 5D T, 19
LWL OO ERE T HLERDS. AFID
70— A FREBOTIZEWRMATE TREL,
HEE LTAEBDIREA LT HDTWAEDTE
E (W5—F 750N~ NEIHEY) THs.
ZO7a—RA FORKIT high velocity signal
loss & mEDORE (B, WKL) 8B 5.
MRI O ERH ZHBGIEIC ALV T a— (SE) &
L7554/ rxa— (GRE) B85 5. Wi
FirwBEHEO o b U ERRET S RF 2NV AE
PRI a—EE5EEMT 57200180 /%)Y
AERHMT 5, Ta—E5EHRNT 5L TR
BRI HIIFR I N T a VARG >
BB L TWAEAICITERS (high velocity

BRHEFMESTEH25 387
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H1 #lopEEmEDERF

o
ZEBEDAR (EIhER)

Q TTAENAR

B2 LERRRIEEED MR
SE# (£N) TRELEHNDMEITERSS TH5. LEFROPIIFOE I8  KIBOWEER
BH%. X MRITREAEY (FR) OLEHRHRFIZERE LA t4£E RA) OnEES
PEBZLTOESE, IR (BR) TREBPLAEEANDY» VIR 7O—RA F (KH) :L
THBIhTW3.

signal loss) &7 5. —7, MEIPEBVEE |
20cm/BHLUTF) KITMKEBEESBALNS.

#%#E1T SE 2018077V ADFH D ITEM IS &
RiEE®TTa—%B55ET, /OVARDEL
il Ta—BEE< L, 7Yy TAEH/NHI
R FTHILIZEYVBERBBATRETHS. RO
BHBE, EINERIEOXEVWH LW 1
b VUBEIEPICKR £ IZHA LT 5D TR &
BEICESD. COBEERAZE (nflow
effect ¥ 7z i flow-related enhancement) & X
5. L7e®B->T, GRE R OERMELZ20H 3
5k MRI CiRi#EB K & < T high velocity
signal loss IZ7% 59, WAZIRIC & 0 @E DMK

388 AAER G2 H MR

BEEESLXET5. LaL, Bido &k 5IChlifid
7u—iRAf F&i5.

7O0—RA{ FEETAREMERRTS. K2
BFOEBEFRRIBOSE &YX MRIB TS 5.
SE . TiI & OBEAOMMEIT T a—{F SR
BEWE2OHE L THSDICERSTHS. &
i high velocity signal loss I £ 5 710 —R A R
TH5. SEGTILEFROEEREIIF VD
T, REMPNIWBEICTOETROFEZ R
DHDITHERTHB, YEAMRITEY» VT
F578 =R, FORMBAEL LS. Vv VT
D% &1L % MRI OBRHEIIE Cld OB HREOF
R TERF DMBKE 5 HEE L5508, TRED

BRAEEMEETEE2S
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K3 XENRERED X MRI

IRREE (ER) CTRABIROESIHIZIE—HT
B5H, BEHEY (PR TR TTRBIREIAIRIC
HEr oBE~m»> 70 —RA FHAHBEL,
OBHEBLY P —TH5 (AKH). IEFH
(BX) TR TFHAXBIREMTICBEED b B
A 5/hSm7a—R, ERABR, ZOHHR
IVMU—TH5 (BRH).

TREB»OEBNDOY ¥V EBRT7H—RA F &
LCHilicshTns. B3 T KRBIRMHED > X

MRI TH 5. SRR TR RBIROREZ3TIT
—HTHH, W TR T RBIREABICE
feh R S5 70 —RA FHHBL, O
BBTV Y —EZEEhS. IWREHTET
TREIGERATICBIED DEBEANR 2 SN RT
O—RA FHRADN, COFFHIV/EV—LZ
Wrans.

o M

1) MEEY, MEERE, K2 % MRIC X202
Wi, DMERO MRIZE, E¥EBRE, i, 199L
157-170

2) JA 1 &R : MBS & MRA. MRI [#1#EE,
ERE#EBE, B, 1996: 146-169

[#RsE FErrg3me BN 3]

E# e

X3 Brugada fEEHEBEHE DO LERTH 5.
Brugada fEBEFITI BB OEECAME N, |
ERE, QT RIEBEM XXk b\ iRt
D E M F (idiopathic ventricular fibrillation:
IVF) 5%, FRERFOLBERICEHR 7Ty
7, HREFEE (Vi~Vy) OST ERE=RDH S
YT 7N —TFTHY, 1992481 Brugada b HH
MICHRE LY. ZOHRBERD VDO EX, JE
D VF - RRFEOBEBELZFRD1 2+ LT
TR OPEE > T 5.

B AEBERTEANICHMICS S, SR
DBV THS. BTYTROBHICEL,
KRBT VTICBIARERFEOETELRFREEZD
nTwaY. KPOWMEF A7 . FHEkk
2 - REXZ2ETRR E LIDDERREI Ihid,
Brugada I.OBEREZHE LA D 1IF AFS5 A,
Brugada fEEREB LT 1~2 ADEIE THET S
EWVWSD. 20~30RICKBEHRESBDON, F
MEAEBEBEROFRPHFEIN TN SY.

W - AERREIFEE D VF TH D, 2M
I8 TRMEM - OEBEE LRI L hid

BAERGFRHEMRE

Faskwv. LaB-7T, BRBE@IRELL &
W 2EOA D IFEREROLERTES. Kd
BERERIZST ERTHY, 8] m» 6l
TRV TTRE LR T BIicB1T9 % coved B (X
OV, HE) k, BT T % saddle-back
B (AV,#FE) i#HEIhTWBH, VF-
REFRIEOBEEDOD HIEF TIERIZEEZRDBH T &
W%\, Brugada & ORAIOHED TIL, “Kife
# (persistent)” ST EH ¢S hich, D
#, ST FA D VF RFEOWIKICEE L XD, &
FBHNTIHIT LA LEEFTBHEEIENTEH R
TEBHEINLO. Lo T, BIREEB) T
ELL .

EH78y 75 LITLIEROLNSD, &EW]
BB ST ERODICER 7oy Z7RRICR A
HHOOEBICIIEH Ty 7 E2HT&EITWIE
Blbds? (NAEH/ Dy 7 TRDONB],
Vs, Ve BEOD ST /R\WTWS). &7z, AR
FEODlater #EHERIC T S EEEEL §
DHRED BB BB, BHBHEICET AEEMDE
Rick->THEREINS J#H (Osborn wave) &9
LZRMBLB A0, FHT vy 7 LUAOLEPIH

ERBEEMEETES LS 389



BLCEROBREZRDH T ETNTR AW,
RoOLERITESMA A TH D, LHE 7o
v 7 DEHBREBEINS. BRABFHRAET
HVHBEOER 2RO 565D 5. Lich-
T, BN WIIZIELW.
FIEBEFICAEHTATRERE LTE VFH50
REBHEOERETD (VD) B4 <Y, BREG) I
ELW. VF-VITOFUF—b LTHERHKE
‘BEOLEIINMG (EHT 0y 7 -HEcL
), BAViI—EBRELFMEBEZRDOHIL LD
5.
7 RE : A JE B B i3 primary electrical disease
THAUELIREIN TS, ST BRI
WA APE, b UNC ST ERR I iR
JlR¥E (procainamide, disopyramide) D#ikE= A
ARV VRBEERBBIC KDL, HICBHE
FRBIZ X VBB INAHRLAZLV - Feb
OBREREFZRELTWSY. bhibhitlo
STRIE» 5, FMH S M (early repolariza-
tion), 5 WIEXEIEMEL B < 7% - =B iR
IR OFEAE RN L 72552, Antzelevitch 5 D
in vitro TOBFEO T RIS O HEM: % 25
35, BEHEMAEIHCE—BENEEER
(I,) AR E CaBift () BBETHH, A
ZOAETOHICB TR L, OBEIE WD
EEBEMELIED /) v FREL, AEOLEG L
DBEMZEIZED ST ERF J ) & L23 0.
X5, I oY, 5V KER 1, O
mamb 5 EEBEMITAKCES, H2HOF—
LBEERLTCRYESR - ST EREZ &9, ¥
i, Ie, BEEMTHIEF—AMBEELTST ZE
T¥5. HKEMBRH (TEFLaVY) Tl
TIMH L CREMES & - ST LR %2221, 8%
BAERBIL L, 2R CST LRZBKT 5
ZEBHBING. ¥, /v F-F—ABES
BALEET 50512 Na F v RIVERIE A EH &
¥5 &, EEEMBIEBRBREOBMAAICY
T ED F—ABHELRNE Y 2 /0
CEBMEINTWBY., EBEHBAMFHEREERO
BW/ v F-F — ABTOTAL & BRI 5B OIHAL

390 HAER G2 HFIEE
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EBRES HEBICEWTE, RGO RE—#:
DALYV —BRERE & LT WT
LRI NS.

Bolf, XEEHOF R TNaF v V& a—F
THBMLGTTHAHSCNSADEREDPREIN
720, ZRIZ & A Na F % R IVOBBEK T BHFFE
FTUTER LRI & - TR\ VF 5
EULRTWEEZLNSE. FH 7oy 7D, HV
HfROER?, X LICITAEREE - RHKICRT
BHIRERIEY IR T 5 X 5> R BBEWREFEIC LS
TREME DA T ER VR, Na F v TV OBREEE
TR Lo THHAB OB LAWY, LArL,
SCNSA DBERIXNRHADO—MTLLIrRDOLN
T, KERBEORMETFREE S QT ERIEMRFL
FRIC SR TH D T ERHPIINS.

—7, BERLHCHRBEOREEMH SRS S#|E
ENTWB ., Z5 L fEMIT B E I pri-
mary electrical disease & 5 WX IVF & i3 2
7, REREZMES HERPE (ARVD) LOR
FAMEE 5. 1L, FROBETFERIIC
NETICARVD THREIN/-BETERELER
D, LERED BEREEFPICIRZSE8P5%
(AN

B AEBERICK LTt amiodarone R 8
BT BB TH Y, BRIEO TR OIDHICHHEIAR
s (ICD) PRI TW59.
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