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B ¥  Wolf Parkinson White (WPW) JSEMBEEED.LE/

ablation #1238 55 ATP 12 & 5 ElfzEig
dormant conduction D&% & BRUAEMHIE T AN 3 5 FOH M

WA S R PO (R BRI RL 351
VLI &N SAY 7 SRS N = 1

#98% : Wolf Parkinson White (WPW) JEERED ablation £, ATP S#HEHEIC X 2 EIZEKO
— B PEF 5 (dormant conduction) DR & ZNEMEMOEEO FME %2 5 02 T
A. R IZ ablation %, RUZEROELEEEN 2 HEL, 22D, ATP &5 % jtifr L 2 728k
WPW SEMERED 48 B, 5 26 B, 4F#h 424170 5%, BIERHIM 15691 »HTH 5. &bl
JBE@EE Hv, 77a—FHEICOWTE, AMENRERL, eSS T OERY, AR
EERIX, SR L OERNZIT 572, BRSO @ % %, ATP %2 20EEHE (02~04 mg/
kg ik KEl3 20mg) L, BEMLEZKRE Lz EAmEOFHMGICE, WHEE oER—-Y v
JFT, SAMEOFHEIX, AEXR—=3 VIV TITo 72, 48 Bl O EmER 3/ H HEE 28 A,
kg4 AR, HAHHEE 13K, AP 3ATH -7 &P CENRERK IS MR Sz, A4
FMZE K 32 B 1 BN ENRERE O — R 2 FFEATRED HN72hS, #EBBIZICTT IV Y EDORH
W 2220 72, AHENEEE O 16 B DWW T, 4 B CRIEE R O — @M {8 A SNz,
INSREMBETCT VY IROFHEIALNT. —T, ATP THRENFNALN o721
Bl 70N & WAFIE L7z, 48 B A AP FR RIS O 1 113 ATP $5- CHURELZ RO, Z
DOl 1 P RIHBIZCTHIE 2B D 2. ATP §puk 35ERIT, 2 Bid isoproterenol Efif F T
2 67z, isoproterenol DR HAL, OEBELIBITHES L, OB O 4 FIEHER L 7.
Nicorandil #ilRIC & D BEFM: & 72 o 7. 161 Acetylcholine D FHTE T b FURIEDFED H L7z,
e BERIB) O B2 EBE P8 I AR IR AE T L, 8RS X V) ablation THER L 72 A4S 2 it
L7z7, BEZ7Hy 712X 0, BURERANOBITHEBEREISHE L2 L3P LEZ N
%. —7, ATP THZEORD b N7 H.0HE BN 4 FOREIE, RIRIKFETEZWw L,
isoproterenol X nicorandil E#f T ATP O HEN SN T{ & o722 &, Acetylcholine
HHETH FRENALNT-Z 005, ATP#H1X, adenosine DEHTH Y, LEMHICET
WAFAET A Ach B2 K Fy A v a2 I L, A2 586 L7z, Sk BEEA o5/ X
DOfEER Y L2 EZoN. BYHHICITXTOFV Y ESFHRBLEZ LD, %
DOFMIZ ATP 2 FEIIAH E Z 2 oz DRI X 5 BHRER O BE W O 5 F A1
ATP 12 & % dormant conduction DMl HFH TH 5.

¥—7— K : ATP, adenosine, Elfz&E}, ablation, dormant conduction

" SO IETaHL RIS N TR, —T, ATP

’ D B EE L5 A 238 & I 5 2 S — MRS O

ablation {2 X % fili it IR B BEARY £ 12 ATP BdllifiE: WIT/EH L 2w & w ) Fik 2 422 L C, ablation (2

1o &, EEMNERE GV EETLZVwbYw 5 £ 2 BB HE T O RE RS ATP 208EHEN A %) &

‘dormant conduction’ 25T 2 E8H Y, 2 s Tw b3, #FE, Wolf Parkinson White

D X9 7oL m g H1 U2 A o il R S S P L (WPW) JEMEHE @ ablation 1 first line DiREH & 72 >

TLEMBIAHERET S LM ShTwnal?, Lal, TWAY, GUEHEEROFEEZ V. bhvbiud
THLEE

il
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LA R % ablation 34 & BEWT L 72 BI{mEEE A
ATP T—#MEICFEET 284 (bW S dormant
conduction) Z iR, T DGR % RO BRI
STV F PEATE R L7z & s L7229

ablation (2 & ) B8 EEHEWT 2, ATP SEHER
WZEMEE R DS P RE T 5, WhbW b dormant con-
duction DFEFFZHOL ML, ZOBRPEEL O
FUZEEE PR E D FH & 7 B R GT L7z,

Mm% A&

X4 % ablation % MEf71%, IR ESEFL AR
W& AMRE RO EMN Z ME L, 2o, ATP
P& hifT L 2 72 WPW SEfERE D 48 5, 55 26 41,
722 ), EWE 424170 0% (16 ~ 71 5%) #B%E
M 156+912°H (08~3672H) TH5.

1. ablation 71 h a—)u

B EYEE (500 Hz) 2w, 10 ~ 30 Wat
T 60 ~ 120 B O@EE %17 7.

7 A —FHEIOWTRR, EUEEEROYE
&, KBEEIIR D S A LREAOHIT AR T T a—F
& L, ablation (ZfE5E 7 T OEBRLZ TV, GHIE
ZEB O AT REER 2 5 A L0E~NDOT 70—
EL, ZRALETLERY T 72

2. ATP $5-)51k

HCRE 20 R X D, BEAERMRAELITL, &
(EEEABH SN TV Z E 2R L%, ATP®
SEHE LB BR8I35 5 RO &2 RET L7z

AT ZE DM, H#HA L LB =2 Y 7T
THAT L, WATREOFHNIE, A= V7 FT
J4T L7z, ATPiEs5-=1302~04mg/kg & L,
wAREIZ 20mg & L7,

3. Follow-up J#:

Ablation Jif7 1 B 5% (2 Fll FE S A Bl M A 2 AT L
72, BEREEZIIZL, 3, 6, 120HBO 24 AL & —
LDENZEOEN 2 ERBIR 2 T L, HEOSA
i % retrospective (ZH|%E L 7-.

w =R

1. v S B A

48 B D B35 1% o A AL H HRE 28 A, A
48, HHHE13AK, HGHE3IATH-72. 20O

25, AHHEED 1 IZNEIHmEDOAE A LT
2. 17— 7 )V ablation
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B CTRNEER T EEWRT S 1, 6 o B A4 B A
TIIRNMZEE 2 I3 2R8I R L.

3. ablation #& ATP 5 0#EH (£ 1)

MEATARE 0§ B &2

FERNZERE H HEBERNZE R T 28 #irh 22 1
TAVZay 7 %2, 5870y 7 2ilokhro
72, B o 1 PNIENREROFRE RO, Ll
—y (10 BLIAN) Th o 77z 0B hHEE 1T
LZedrolz. TOROKEBBIEIITT VS EORT
HIZRED T,

FEh RSB O 4 Bk 3BT AV Tuy 7 %
P, 1PNERRD o7z, T2, ATP G- TTFL
WO Z RO TIERNT D o7z, BB
T FREERNLRRD o 72,

A EHEERMZER 0 13 FlI2owTid, 10 61T AV
Ty 7 &R, D O 36 TIXENRERO— B
FRELZ RO, 0 3HE ATP &5 CTHzE%
RO o710 Hd 1 HERIBILTT VY HED
BB ZED . AR REENRERE T 3 Fd 161
WAV 7ay 7 %2380, 1HIEREDT, KD 16
RER O RS Z R 7. FmEL 8072 16
FREBIZTT VY EOFMBLZED 7.

WARE T B R R

48 Bl AT B HBERIZE R O 1 61 ablation Hij 1255
R 2RO %D o 7205, Mo A7 HIEEIEER O
{82587z, ablation 247 E X — 3 ¥ 7|2 ATP
PG L CVARETOy 7 280 % ho7-01 1
BIDAKRTH o 72 HAPEEIRERO 1 #1E ATP
B BHEBEHZED . Zo1flEAETED 16
T RBBIZ CHEZ RO

HEB 2 $ER T 5.

JEF 1 (X1, 2, 3)

FEFIE YK 21 %, Pt AOETHRsElssmm e X
1A 1ZRF X912, ablation catheter Ttk S7-FEAL
Tld V-delta-16msec, AV interval 25 msec, Unipolar
recording Tl pQS pattern Z7/RL, ZZ2*5 His W&
MRREERALIL, & 10 mm EEFEL Tz, ED 7
OEFL VKAV —D W CHEZHBL, 9
TTIVE WITHBRIZHEL, 28 TEEIIT IV
WX R L, 60 F THEZ BT 72, Ablation
%O ESEIRA CIRENREMHONALE, #2350
SeAmElT 2 MR L7 (B 1C, ¥ 1B). &kIiZ, ATP
B2 & B EERTHERR & RiAT L7z, BI2ALTRT &9



B8 % ablation $12388 % ATP 12 & % dormant conduction

7 1 Effect of ATP after successful accessory pathway ablation

Anterograde Conduction

Reaction of ATP administration Long term result
Location No.of AP AV block (+) AV block (—) Reappearance of AP Recurrence*
LF 28 22 5 1 0
LPS 4 3 1 0 0
RF 13 10* 0 Rl 4
RAS 3 1 1 1* 1
Total 48 36 7 5 5
Retrograde Conduction

Reaction of ATP administration Long term result
Location No.of AP VA block (+) VA block (—) Reappearance of AP Recurrence*
LF 28 27 1 0 0
LPS 4 4 0 0 0
RF 12 12* 0 0 1
RAS 3 2 0 1* 1?
Total 47 45 1 1 1+1?

FEBACIINEAT (5, FTRICESEITEE IS 2 ATP O E 2R3, AW HHEER(ZEE (Right free wall :
RF) @ 33ER] (***) L AMEThRBRI{ZER (Rigt antero-septum : RAS) @ 161 (*) &AM ATP TH
Rz B0, I3 TEENICEZEROFREZ B, —J), REHITATPIZX % — MWk mEs i2
Dotz 160 YN F%T:&ﬁ’i: A7z WSEICE L TIX, RASO 16 (%) 13, BHIcEEz2 Iz
DOTHEIEOWRMEDLDH 5205, BALEIRERGITO-OFEMIATTH 5.

AP : Accessory pathway EIfZERE, LF : Left free wall 2 B HEE LPS : Left postero-septum A H @,
RF : Right free wall £/51 H H1%#, RAS : Right antero-septal A HIFi kg (AR CSHR)

A Before Ablation B After Ablation
Vi —_ﬂ’f\ ___/\/_\/_
e - )P—/\/R/-
Qs
A
. I S —
— VAV 167 msec
v V-delta 28 sec I

I . AV 25 msec F =
cs I
¥
HBEd—q«JU'\——/—\.—
A v
HBEPMNW“ FraTW %
200 mm/sec 200 mm/sec
Lanvmmshw el wisbosw i oo sl ol vl oo
C During Ablation
*delta(-)
0 Bt I

REON 9 sec
1 Ablation Rijf4 O @@ FE B THlsk S N 7-FAL & ablation D7)V & DS
1A 12783 ablation B ® A TlX V-delta-15 msec, AV interval 25 msec, Unipolar recording
(Abuni) TI& pQS pattern TZ ZASEMMEILTH 5 2 &A% H 5. LA L, His HAEMILH
EBA2IE, e 10 mm & i}i% LCWwW/ Z0-0 FIVKZANVTF—DIW THEEZHEL,
IR TT N Z IR L, 28 TRAEICTF IV & IHIZNIL, 60 THlEEHT (K
1C). Ablation #2 DB RA IS CIEIRNZE OB 2 iR L7 (K1B).
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ATP administration after Ablation

. A)ATP (0.2mg/kg) alone

Sinus rhythm 13 sec

Vi Vi

b b A A AA~

HRA Jinsssalotmmdiyassash

Pt

B) ATP (0.2mg/kg) after propranolol (0.1mg/kg)

HRA

PPy
T
- 25 mmisec

A pacing (120/min)

Sinus rhythm 9 sec A pacing (120/min)
i i
I bbb b A A AN
| T S U | P
HRA e
LA
25 mm/sec

L HRA
HRA <}.H++++_*.H-—|-+}—F[ ) v S v v

7 gec V pacing (120/min)

15 sec \—\/\

100 mm/sec

25 mm/sec

V pacing (120/min) 4

MH/\

10 sec

25 mmisec 100 mm/sec

Y. K. 21 F, B-WPW,

2 ATP 512 & % Bz o B Wik 52
AZEITRT LS, AHEPFIC ATP 02 me/kg 2liEEZ HifT L7225, 5% 13TV

DHHBL, CoBRLIEHBEEA L7
TN E WO E AT (AH).

LR —Y 27 120/ 57 ATP %59 % & 7T TRKRIC
LER—=Y Y 7HO ATP 02 mg/kg 5T,

SERERRETH

7 LT 72RRE Y 15 B RRICTHEE 2z Bz (A ).

HIZ S B ORF 2§ 2720
INZE

2, TEREIC AT P02 mg/kg ZREHT % fifT L
el ZAh, BEGHISHTT VY EIERBL,
OHEIHIMEEA Lz LER—Y V7 120/ 54
I ATP %535 & 7T THERIC TV Y EOF
M2 ATz, LBEX—= 750 ATP 02 mg/kg
#5CTlE, BEEREEETT Y 7 LT zElRER
A 15 BRI P s 2 30 7. B S I o
Faal 3570 propranolol 0.1 mg/kg Hi#%
5112 ATP 02 mg/kg 2, LERX—V V7,
DER=Y V7V TG 2% & FERDORIRER O
WA RS (K2B). WIZ, KF v A VHIOED
nicorandil HHPZ 5T TN & W %2 RO Do 7275,
ATP 005 mg/kg DY EEKG THEZHIZT IV T Wi
I 28405580 57z (K 3A). Adenosine @
ARILER R Al D AR~ D % % FHE3E L adenosine @
M % A &2 5 dipyridamole 20 mg % 3Bl
HLZZBICE TV RITMIBEL 2225 7228,
nicorandil 6 mg BN G- T ATP %52 LICT V¥
(&@ﬁtﬂfﬁu# Aoz (K3B, C). 72, LA
a B & B UL 5 i o0 15 Bl FE A 3 doc I FH] % S i
é*ﬁ‘é verapamil 5 mg #%5-#% T3 ATP 0.05 mg/kg
OYERGTHMBME 2V, adenosine & [FAkIZ

-
—

>
-,
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IZ, propranolol(0.1 mg/kg) Hi$5-#12 ATP 0.2 mg/kg & WAL,
LER=Y VY FFTHET 5 LFARORIRGERO LB 207 (B, H, f).

Ach &z K F % £V & Bl13 5% acetylcholine 1 mg
BEIZBWTHL TV kB L7 (K 3D, 3E).
WINOWED, FHBLIE ATP 28EHE#%R 7~ 15
PINIZHIR L, F:6iid 10 BN TH - 7-.

JEF 2 (X 4)

JEBNZ 30 i, BYE AWwiBERfERe. A=
7 7'1 — 7T ablation fifT LKE). X4 FERISRT
ATP 03 mg/kg SMEHEZ 6 26 13HnE 25
TRk & & b ICRHRER gl RO bz, L
L, FERIZRT X HIZ, 460 msec DLBER— ¥
D ATP 25§ % & BRI A{2E
BOLNT, LLAERETUY 727 F7/-,
isoproterenol %5 F Ti%, ATP 2 & % F{zE L
I oz, XY, BUREROFE E
BRI L Cw B &2 bR,

4. ATP SHEICL D TV ¥ EAFH B L7225
SEBI O ZFEEF OGS (£ 2)

K21ZBIFS 1IET VY EMBLCET 5 ATP &
BB L2 E2ERL, T HIZSEAEmTT IV
FWHSHBIL72Z L2 BRT 5. ZOKD ATP D
WaesdE, ATPORRIE, HMTEDLNI D
& 3HERIT, 2B isoproterenol Efif F T ATP ##



FZE R ablation 212388 5 ATP 12 X A dormant conduction

Nicorandil 18mg + ATP 0.05mg/kg

A
B
C
D
Acetylcholine 1mg
i 1]/(/ 62 sec
E Iw L_JLA__.LA_JL,_JJ\_JL,_JL,_/L_,_.A_,_.L_H

25mm/sec

3 K F v xIVEILIZE, dipyridamole, verapamil, acetylcholine ® %5
Nicorandil HAF G- TIZ TN F W2 D %> 7255, ATP 005 mg/kg DV EHRG TEBIZT IV Y WS
PR L7z (X 3A). Dipyridamole 20 mg Z B ¥ 5- L 72 B2 E 70 & S B L 7 b 7295,
nicorandil 6 mg B MIZ G TATP G 2 LICF V¥ ko BB ED 57z (K3B, C). F72,
verapamil 5 mg #%5:-#%Td ATP 005 mg/kg Vw5 THHBMEEL %V, acetylcholine 1 mg $%5-12
BWTHL TNV KIEEEIL (K3D, 3E).

!llilllllll |Il'l§slt;'8'.l|l.|01l'l illllln:lkrllﬂl\(d 1l7l1|3|l|lll\ll][ll|llrll\IIIEIII|Jllllill!llfllll'll|lllillI

PCL:460 msec o « AV block (+) "

11 sec

RRAEEEL ERERANRRR A RERNE RN SN ERL AR AR RN NN REA A SRR L RN RN RN RN NN AR RN SRR AN (A AR RR R NN ARS A NRT]

K. K. 30 M, A-WPW
4 FELEBEIBINC BT B ATP #5-%— 8 Pk EE 58 M 5 )
4 FEBRICRYT ATP 03 mg/kg 20EiHER 6 05 13D & 2 A THR E & b ICEIEEKEEED R
DO5NT. UL, TERIRTEIIZ, 460 msec DLENR—Y v ZHhZEED ATP 2% 53 5 Lz
ERRPMZEIIZRO LN, b LAREE IOy 7 %2#Bd7:. $72, isoproterenol #% 5 FTix, ATPIZL 5
FEEITRI DI kot
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3 2 Effect of drugs on accessory pathway after ablation

Acute Chronic
No. Location of AP ATP ISP NIC PRO Result Recurrence  Tachycardia
1 R anteroseptal Control 1 1 - Success + -
2 R. anterior Control Tt Tt N.A.  Delayed success + -
3 R lateral ISP 1 Tt N.A.  Delayed success + -
4 R. posterolateral ISP 1 N.A. N.A.  Success + +
5 L. anterior Control | N.A. N.A.  Success - -

Ablation #£0 ATP TR L N7z — 8RR T 2 FHEFR O R ZRT. K212BTFH 1 IEF V7 EHBRICET S

ATP EMWA L7722 L 2 FIRL,

P EEAHIT TV Y WS MB L 722 & 2 HIRT 5.

CDED ATP DY %~ D

&, ATP %1%, HMTHO SN/zDIE 3HERIT, 2 #1d isoproterenol (ISP) i T ATP ¥HEAICHEBB L.

ISP OFITRENDL LHIZ, ISP ZDHODT N F P T R4,

DEBE O LM RANZERBICTIdt: LA L Tw»

55, DB OGHUEEE D 4 BIIHER L TB Y, WHENMIEL L Z EH%5H 5. Nicorandil DFHRIXGIZB VT, L
BEREIRAT OBAL L 272 3BIEBITHIIRM L ol BWMOBRINIETXTOEFTH N7, ATP HlH L7

SEB O FFEE @ ablation X617 L 222> 72, @M,
L, BHMEER RO DX 1 FIORTH - 7.

LEBE (HEHEER) OFTXTTT IV S EASHBIL 72,

L

AP : Accessory pathway, ISP :isoproterenol, NIC : Nicorandil, PRO : propranolol

EBICHEH BB L 72, isoproterenol DH| TR EN 5
X 912, isoproterenol €D H DD F I F P KT
BHRNFL, DR O LEMENER Tl L A RES
LT3, LDEBEHIOAIIZERD 4 Flid3Em L

TBY, AL H® LD Z L9555, Nicorandil
DOFMRIZGIZBWT, DEBEIIEIT O L 272 3

BB CTHEIRMEE o7z, 2 ORINETXT
DIEBITIH SN2 720, ATP HHE L 72 6ER o7
F£® ablation 1 /iifT L 72 02> 7.

BN, DB (GRRRERE) O3XT

TTENTEBHB L. Lo L, #ifssteziios
DIX1IBIOATH - 7.
Z =

WPW i i B (2 %} 9 % ablation @ ZEAli 12, ATP
SOEEHE MM TR TH Y, LS
TeEHi G Ch A, Ltk Td, ATP % v CHElf=
B OBEN & GRS 2 A7 FPE & RE R R s LAY,
LA L, FEZ ATP 2l EHERIC &M L 72121 —8
PRSP 2R 20079 2ok
IEB OB & BRIRN B2 ET L7z

42 C ablation 2 EZERIIBEL S, itk Y
HOBESAEBRAE TRl sniz. Ly
L, ATP @2 ##E T 5 HIDIERFT, 20 LA
BB OFmEZ RO 2. Dlaibivbiuhs#ifid L
72 ATP OFHERFE? L LTiE, RN T adenosine 12
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SR, BRAEEZMIZIE, 02me/kg K535
LA E OWHNC X BEEMR (FBEPEZRAEH negative
chronotropic effect) IZ 10 TE—2 &%V, 25
B iR (B2 /B F positive chronotropic
effect) 2SI L, 5B TE—2 L7410, 100 ~ 120
TR RAEIR L7z FREIC B 24 B 535 o # ]
(P28 {538 E H negative dromotropic effect) A3
5, 10 ~ 20 TR IImRAKELR L. ZoOBEME
REVEH, B2 s8I 1 adenosine DAAZPNEL D
A AR % 789 dipyridamole TH{5% L, adenosine
ZHARESE O aminophilline Ri$% 5 THE L7z 2
&5 adenosine DIEHITH 5 Z L #HEE L7z, F
72, % E 5D O T isoproterenol 1 ATP O REMEZE
Bf - 2B 2 BT 5 LM shcn, 4
WiEt & M7z isoproterenol (2 X % ATP & FAzE/EH
OHEIEM b, adenosine FDHDODIETH 5 2
EAURBEENS. T TIZ ATP % adenosine &UH
HHE CRUZER LT A 351, A% WPW
iE 1 B e [ B 1 WPW i i B © 7 ST 510,
L2 L, RIfEEEE ablation #12— HEERT L 72 F){5E
BOFREOHRE TRV, HHOLEIL, 2DO08
MTHBIL, HGERICEDONIEETO Y 712
0, RMZEBREESHE LIS DT, RIRIK
FTHT L. Zhid, Morgan-Hugher NJ 59 12X
5% L early pre-excitation & A TWT, H2lrE
DENZEE DN RAEIRIC X 0 8L 5 3



B8 % ablation $12388 % ATP 12 & % dormant conduction

LT ) dormant conduction & X% 51 L %
AbNb. —FH, TRIDHBVRHIIRED O,
BERIEEIZ X DRI S5 b D% late pre-excitation
ERPTY, RO RS REARREEIRIC X 0, (2B HE A A
U CREERPHEE L SN EZ NS, FHEDS
DOWE TS, ATP &5 HBBEITE 2 5 Btk 2 R
JH 1% dipyridamole Fij ¢ 5- TIE A% T, propranolol
iHS-CTHET L2 05, RIEAREORIBAE 2
IH55DELTw5. JEBI2 TRLIGARET 70—
F12 X % ablation % ftifT L 72 Rz E K (a8, 15
IRIKAE T L 722 & 225, early pre-excitation
DR IZPLT WA, ablation (2 & V) BIZE I O ARG
WIZERE LTz oR, HIRICE D AR 2B L
e, BEZOY 22K, AHREEA~O BTG
TEAREPHR L2 L EEOERF L EZ N
5. FFETREE, ZoEMIEE ORI
DOLNT WO GE TH - 72 REMEDS V. —T7,
ATP THREDFED 57z 5 Bl 4 x4 [ &l =
BB TH o7z, TNHDOFME LT, 1) ablation
FOERNTHL I L, 2) 3T ATP 2 HEHE#%
20 P DLPNC BB 500 S, Frfiild 10 BUIAT
bk, 3) —EOLHEN—Y Y T7DHLTHHER
ERROONL DD, HREFTIEZNWT L, 4)
3 XC 4 Bl isoproterenol Ffif T ATP @ FH{niEHs
BoNRTLL o722k, 5) ATP F ¥ R IVBIISE
® nicorandil FHED IR 2 R L2 L DTE 73615
NTT, ATP OFZEEFFBLNR T o/l &,
6) Acetylcholine ¥ DR % A7z 1 B THAZEHD
FOBN/2Z &, 7) propranolol BHEDHR % A 5
TLDTE1HITIX, ATP FH{mEIC BN RO
bNehro/zl &, BHIFons. HIKRFEVWT &
(2, OB ablation R I AEHIR 0 T8 5T B BfE
PUETH 505, BLAWEEERIC ATP 25735
CIREHNHEZRD Y608 5. 2 dormant
conduction & FFiXH, Jifi##R ablation K 0 58 42 7%
NEERIR & 055 D B B BE D FERE I H v H T w
ALY LW ablation &\ 9 BEIRTRIB OB % %
ATWDLDONH Lk, B, Z Ok
BEAR 7% 12 dormant conduction % #2872 ¥5 & 121318
P O BABIFREEDA 5312 7 0 LB E) O FE 33
ZVnEERTWT, 202y 4HobhbhoiR
e —HT 5.

UE%%%835L, SHOHLED ATPRIFIL,
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Hiy
=N

adenosine O1EM T& U, adenosine 13055 i 12
BICHET S Ach BZMHEK F ¥y AV EBHOT 5 2
END, RUREROE WA ARSI L CsEEM
e LIS 2 483 5 2, BREREM 2R T
LT EIZE )OI EAYET A I EICLD, &
AL OFRENE SN L E 2 b/, BT
NTOTFNVIRPHHB L2226, BEHOE
HIXVERH D%y adenosine DL Gl D — w42 1L
& # 2 b7z, Dormant conduction (X ##K D — i
WO SIC X WAL EBL, Thig, 18
PN RE LR T A2db0LeE2O6N5E. L
ML, 480d 1 BN OEIZRD L DD 3 6]
SO HRE 7% <, FHREIIIEITRE DO A DT HE
HbHs LLEXD, WERHVWONTEZ ATP D
B Z 4 B8 & 30 U C B RE R O 38 & B L5
AIEEC A, ATP 2 X % dormant conduction b
B ORZERTROFHCHER R HEEEZD
niz-.

&

DB X % RHEER OB O TE58FH11Z ATP
12 & % dormant conduction DFEMIIAHTH 5.

=
A

AR
AFFEN B L BIR§ A~ S MARAT B 7 v,

X ®
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THE MECHANISM OF DORMANT CONDUCTION BY ATP AND ITS USEFULNESS
FOR PREDICTING A CHRONIC RECURRENCE OF ACCESSORY PATHWAY
CONDUCTION AFTER CATHETER ABLATION AT THE ATRIUM
IN THE PATIENTS WITH WOLF-PARKINSON-WHITE SYNDROME

Jotaro SHINAGAWA, Youichi KOBAYASHI and Akira MIYATA

Division of Cardiology, Department of Medicine, Showa University School of Medicine

Abstract —— We examined whether a transient re-conduction after rapid infusion of ATP following
successful ablation of accessory pathway (AP) is an indicator as a recurrence predictor of a chronic
term. Subjects were 48 patients with manifest Wolf-Parkinson-White (WPW) syndrome who had suc-
cessful ablation and ATP bolus injection. Thirty-two of APs were located on the left side and ablated at
the ventricle. Sixteen were located on the right side and ablated at the atrium. All of APs were com-
pletely ablated. After ablation, ATP injection showed temporal re-conduction antegradely in one left-side
AP and in 4 right-side APs. Delta wave reappeared in 4 of the right APs in chronic term but in none of
left-side APs. Only one patient of 4 right-side APs had temporal retrograde re-conduction. These re-con-
ductions were shown in 3 of right-side APs by ATP alone, and in one each of the right and the left APs
by ATP with isoproterenol. Furthermore, the right-side APs were susceptible to re-conduction by nicor-
andil. Adenosine makes an abundance of Ach-sensitive K channels open in atrium which makes the re-
fract period shorten and/or the resting potential deeper resulting in improvement of conduction. Thus,
bolus ATP injection facilitates clear re-conduction from temporal block in the acute phase. Dormant con-
duction by ATP is useful to predict a chronic recurrence of the AP conduction after catheter ablation at
the atrium.

Key words: ATP, adenosine, accessory pathway, ablation, dormant conduction
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