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Wolff-Parkinson-White Syndrome and Pre-excitation Dysrrhythmia

Sco-Woong Yoc, M.D
Department of Int. Medicine, N.M.C.

Professor Chong-Suhl Kim, M.D.
School of Med., Yeung Nam University

Since its initial description in 1930, the preexcitation or Wolff-Parkinson-White (W-P-W)
syndrome is characterized by a special electrocardiographic pattern and various paroxysmal
tachyarrhythmia, which was found to have reciprocating tachycardia frequently. The W-P-W
syndrome develops when some part of a ventricle is activated earlier than normal conduction
pathway, and described as one type of ventricular preexcitation syndromes by Durrer(1974).

The diagnostic criteria of the W-P-W syndrome are

1) initial slurring (delta wave) of the QRS complex, 2) short P-R interval, 3) widened
QRS complex and 4) secondary T wave change. The initial slurring of the QRS complex
(delta wave) which is the most important finding of preexcitation syndrome results from a
premature activation of a portion of the ventricle through an accessary pathway which
bypasses the A-V node and bundle. These accessary conduction fiber includes Kent’s bundle,
Jame’'s fibers, Mahaim’s fibers and its combination. Recent developments in the field of
electrophysiology and surgical therapy becameto support the concept of anomalous pathways
and the possible determination of the re-entry circuit of paroxismal tachycardia.

Total 12 cases including 9 cases of classical W-P-W syndromes and 3 cases of L-G-L syn-
dromes were followed with special interest of pre-excitation phencmenon and paroxysmal
tachyarrhythmia at the National Medical Center during the period of jan. 1575 to Feb. 1979
and found to have paroxysmal tachyarrhythmia in 8 cases out of 12 cases.

His bundle electrogram (HBE) and right atrial pacing were recorded in 2 cases of W-P-W
type B to support the existance of an anomalous pathway. Treatment was instituted in acc-
ordance with recent advanced kncwledge for the paroxysmal tachyarrhymia and pre-excita-

tion and references were reviewed
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Table II. Variations of different interval during
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Table III. Variations of different interval during
atrial pacing.
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Fig. 4 A and 4 C: Wolff-Parkinson-White Syndrome typ A and Master exereise test. .
EKG on 3-11776 WPW Type A and master exercise test: Significant ST depression
(2mm) in leads T I Vs and distortion of QRS morphology.



3 YJok(Table [).

& & 3 CBL.

BAbe 467 dAhE FHPG ¥ YU Faw
dhed 1976 dEgl e A of 102 g eR
AFdnt ¥ Holages A2E du AR 2y
ool WA HGon o 6~7d7 YA BE Bgkeh
24 AgurEe gA & 3G AL

10T
Aol 24

249l 4 = -Zshod ek il = =4
ARG R 4 oF A ¢FE e
a4=A g3 Hy A 2 24 TEE FARs
alddsldas rhpo] ol Rt FHALE E
ok kgivh, ol Aol A Yby 180~220[/ 5ol
2 sehe 80/500]glzh AAAA L THHALE wE
o E7 E7 AR (2/6)0] AAHA T AL sbwn

)
>l
bt

1
=
)

FA e Aol asle E 4 Ak F4
’E} C/T & 58%vinl4zolglar S-Cholesteral =}
289 m / GOT 42U, CPK 1U, LDH 420U ¢]g}

A4 =FEPelgd e 2y THA Hg
g% 3PM. 155 mg%el glch.

% 44 J 4= (Fig, 4A) 232 A¥4 W-P-W
tVPe Aojgl.em Master exercise tests) (Fig, 4C)
= A ST A 3 @~3mm)E 2el= Raly
JE Nlr/}_ HLzan] }L/QJ—HLE_/q PJ]_L Q]X
= olgl et 180/ 522 P48 QRSHHE 3
19l 2= Rapid digitalization o2 FPAFHZE
1A=l 54 B S A4S E I Xyl o)
slv] $18ted Quinidine 400 mg 1H 2@ Propranolol
40mg 1H 2/ ¥ Clofibrate, Librium 5& &35}
] A4 -4 (A-V Node) izl &XAT

N
g

-
{

o fo ol o
e A
s l'f °
“3' o

>

oL
m]o

[ gk o rir
-+

%
fh %0

EE £33t = Intermittent W-P-W 372 wslE
g 4 9rh(Fig. 4B). QRS3HE] & Original
W-P-W type A, 34 P-QRSFe] ul siAS742=A

A9d A1E 5H ATE—

74§ (CRBBB)&® & 37kx| & olw P-Pzk7 (0.96
sec) 2 R-Rz-4 (0,96 sec)o] 9:g3ko] Original W-
P-W o} BBBo]A w4 Tobs] |33 2alch,
5 @ 4. NSW.
b= 22419 AR =2 19774 849 259 =Y
A A oF 2dz YAEREA A FUEE 2oz 94t
A= %M T SR oldA £Addq Ak

F3- x—xiﬁ:zi:a g

ol 4 Rhythm & 7345422 4 “3—.‘%-7} ' o5t
E P-RzF4o] 0.10sec. QRS

('n
S i
foul
=

[
w
o

o
W)
@®
—
s
p:

\4]
-1—-'

z;agzq W-P-W
O e A

A s FERGE Vel r%a‘gii
type B & 4 o 1l (1078.7.
ko] wkaihe] ARl Alxlzag (Fig, 5B) k
EHEHIRSE Aurg7) 165El/450] 9125 Retrograde
P/a} & ¥ 4= g9leow (Fig. 5B Panel B) QRS morp-
hology L Ao 2 g 4styget, Cedilanid 0.4 mg g
o st 1545 Al x5 (Fig. 5B Panel C) & W-
P-W Preexcitation¢] 4438z FAFHZEEY QRS
Fejolx w3y A4 FHT (PSVT)w‘i QRS 3 5l ok
7+l (Fig. 5B PanelC.)r=ar4 A4 gutSao] R-P/
= 0.10sec & P/-R 73 0. 28 sec 2=k 3+ QRS mor-
pholozy 7} A4 P-QRS & = o} -§+}st A-V Node-
His-Perkinje B %3} antegrade 71 £9} Kent. bundle

el

8- %7} retrograde conduction ¢ reciprocating tac-

SETLE

hycardia &

2 5 K.W.

LU

g a7 o A 3 gk 130/90mm-

A

=
)
Hgoldm 942 94ftl/4r, =122 38.5°Colgivt. #

Fig. 4B: W-P-W Syndrome type A and Three different QRS morphology.

— 34 —



—WIFEHE 41 1 A 2 Wollf-Parkinson-White fE{& s} FHBE BT MR #3

rib
QN
)(
|

Tz Lo . ; ¥1

Fig. 5A and 5 B: Wolff-Porkinson- White syndrome type B and Paroxysmal Supraventricular tachyc-

ardia.

Panel A. Classical W P W typeB, note short P-R interval and wide QRS complexes with delta
waves,

Panel B. Attacks of paroxysmal supraventricular tachycardia with rate of 165/min and late
retiograde conduction of (p”) waves and normal QRS complexes are seen.

Panel C. Restoration of normal sinus rhythm with P-QRS complexes(reestabised normal cond-
uction pathway) after rapid digitalization of Cedilanid IV.

B & L5 e HAEEE 5 Aot Al =Sl —350°¢ 44 STAHY wgel
Lo s A AxaAde T AvsoE Al FHE5FTFEA AR Raje 246y 3 37
Aol Friction rub & sigi=h e A AL RS Beole £7olvh. (Pseudoin-
gl A7 o4 WBC 16, 600 mm3,ESR 38 mmHr, ¢} ¢} ferior myocarsdial infarction). x| & 3 g7 Alsf
Ll G XAlAbe] $Fsjokel] AAA A FH bt FA kL gLt
E& A
g %47 (Pig, 62 3454242 HR 7 88/ 5 @ 6. OSM
srolglxm P-R kA ¢l n.08sec QRS 7} 0. 12sec o] gl 2 Al 434 922 1977 19 7Y AGEESE
w FEHE Vield Rs Pattern:tr Delta =2} &8 & Fi8 o gYhdslgen g o 2d7 sl
AdA W-P-W type A 2 QS=ls} Lead J. aVF o E 23 grvk ZEu AASAS Adadge Ay



—The Korean Circulation Journal: Vol. 9 No. 1 1979—

374 R
5 L ¥ 3 Lo
e VP B . By
1 H . Wi JM""
{ } %
AVE AVE AVE ) ¥i
i > R ¥ 0
. : ~ o
e S <
WJiij ; :’\-a'.-ﬂ-'(!s i
"W\i et
M ¥z 3 : ] . Vg A AT :
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Fig. 9.

Rbhythm: regular sinus rhythm. Axis: 4+
20° Rate: 71/min. P-R: 0. 08 sec QRS: 0. 16
sec ST: depression in V,s,e.
Slurred intrial upstrokes in leads
aVL V2-6
Wolff-Parkinson-White Syndrome type B.
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Fig. 13. Intermittent W-P-W type B. Note the
cycle length of both W-P-W and normal
P-QRS sequence are equal in (. 14 sec.
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Fig. 10 A and 16 B : Lown-Ganong-Levine Syndrome: Short P-R interval and Narrow QRS Complex and
Paroxismal rapid irregular heart beats.(Fig. 10B) showing atrial fiarillation with
rapid irregular ventricular response.
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Fig. 11 A & and. 11 B: Lown-Ganong-Levine Syndrome; showing short P-R interval{0. 10sec) and narrow
normal QRS Complex (). 08seci. Note the QRS axis of +60°(Fig. 11 A) changed
to —10.(LAD. Fig. 11 B) with in smail g in [ and r in [ and secondary
ST-Tchanges in I, I, aVL and Ve (LAH and LVH).

i

kA ST.T st w3l ¢lgls-. Lown-Ganong-Levine
[=}

o

1ol FrlAld A =5 T2 3AEld] Digoxin, Pers-

anthin, Librium, Clefibrate & F9F Z=b7] A& Zhxb= 643 AR 3] 9@k ZE e 8 ow2d
uhzo) whAslE 4, FHobubzk @ Bz, 5E oA L2 XEE EE Mol glon 197Thd 19 i
"‘»3“7&01 0w o) @k 90/75 mmHg o]z =y}t HEFLE 4L 42 SFEE A H ddstd . o
& A sk ske b oW AxiELA (Fig, 10B) a2 "Wehe 200/120 mmHgolgm Wb
% Rhythm o] mmﬂ_.z VER A4 ukge] Ful 110m/ p o= A& st 4] A2 g qke 270
Al g}, o] = Rapid Digitalis x| 822 JA-EBAF mmH,0 & 8§43 o] qdc),

$ = 29355 = stg] 01}, Digitalis, Librium ¢ 2 FHHAAA FEokdl 34 Ay TFELE F
Q=7 SR A gelx gk S dm A24LY FAL AETHRGY B&
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T+ ol Al 0 ] 2] ekx] ookl HalAA AR
2 Hgbo] 16.2gm% WBC, 12,300/mm?3e] i Hct. 49
%0°lgl.05 S-Cholesterol 2] = 256 mg%ol el =
Apell AL mrF(f)elm k] ‘470‘1 /”"*‘r‘?} cha=
det. F4 XAZA NA F&
ofdl] A g AHAEE HolH ‘?‘%E-‘l] "“ﬂﬂ]i»ﬁ%
ol Agtuford el A Klebsiella = Pseudomonas
7 AEE d9FE A= 4n (Flg 11 A)-& Rhy-
thmo] E4 248 HR7} 750
+60°¢] =z P-R 749 =k&(0.
(0.08sec)E  ojw QT 7&73. =
Ganong-Levine £3Fojgd o5 °3-‘%_ 134 ) ﬁ =
A->(Fig. 11 B) Rhyt bm o] EHzgolm Al
75[El/ 4o) "J"L Fo] —10° % ﬁﬁ—*ﬂl‘” 2= P.R 7>
o] 0.08secol® QRS 7+ 0.06 sec 9F A zF39)
F(L.ADIs Sy ST-T s}e] o] & T+
A & 4 glrh. Lead 1<) qabel Lead o] rate
Lt. anterior hemiblock(L AH) AR ole zAlel gl &
A% ¥olk LGLEEF22 94 1595 Complete
stroke(3 E&) 0 2 Alukaly V}—.

Flg 12 : Lown-Ganong-Levine Syndrome. Lt. vent-
ricular hypertrephy pattern.

£7-& Hol® a4t 4 LDH. 260 unito]x
S-Cholesterol 217} 263 mg%ol gt X AF471 ¢ A
ghlol v ke gl AR ELA (Fig, 12)604]
Rhythm & Z4542golz S8E/Fol= 4750
—15%0]z, P-Rz}A0o] 0.10sec, QRS 7} 0.10sec 01
= ST-Ts}e) wo]E lead I,[, aVFe FE4x
Vo, Vi, Vo, Vi, Veol] Bole] A4 a) £33 3“-"&%
9 TshE SUshe LGLEFZoE 4245 A8
= 389t =13 Aldomet, Diuretics, Clofibrate &
Librium & 5o S208 dazpx 23y 2ymd o
4 &AL B2Y + Aok

I =

19304 Wolff, Parkinson 3} WhiteP9] &7 4%
AAFE Tt BIFLOAIBIE 1 MR
Mkl 4 23] KBS E wholch. WPW SRR %
A Ee BIHLER @mr_ ebitbs Delta di® 57
= de g LHEEES 5 T2 e B
R e R BRAEEY BRI
W-P-W B SRR BECE 43904 o) HIF

of B RS 3gtes BN REMNRET B9
FHOEFEES His RBEE <188t d=7hx BB

E o] AMSE S Hodeh

19154 Wilsone] H&o® OEEAY 049
W-P-W SF19 £7¢ ®ibsgda BROELEE A
A A5 BEEHIRS Aipdte Ao Aozt
T e ek W-P-W SRS BAEHEES & An
9] 0.15~0.2%1190] % 54~T70%'e] 4 LFREL B
Foll BT 5 40~ 8.0/5 Woi Al BIFMHEIRS S8
I gkeh. RFEEREC LMY BEA Rl gk A
T 60~70%5"9’4”°*r I e W-P-WSEBREEE B
St X OBEE-S Ebstein KEST, LI kL
lbjﬁb}i’R%TU\”ﬁ(IhSS) B R B E R A (Mit-
ral Valve Prolopse Syndrome), JEHBHIEE =
ol Al E 4 o= SN SlEl FREEEOR ik
BB, EREIREMS, Sick-Sinus EFEEE, Fukx& O
s, ¥ AHEHERSBA W-P-WEREE 2o
= AU

DEEFR 9 S8 E LERNREERNL
= MBS = W-P-W EBRM-S MBI (accessory
pathway)el BEEEI(A-V node)E 3 LB
HEgdor =k e HEIo2d LEEHAETS
2 Qg delta gk QRS ¥e] BAS SAR o)
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2822 LEEA 2EiEFoE2e O P-RERY &
£5(0. 1sec or less), @ QRS HfRSl & (0. 11 sec~
0.14sec)}, @ Deltadd Hold 4 @ PR
0.28sec)-> FAtelw Fe] LEELE KES v Sl
RENR-ET FEstE Aelrh. 19471 Rosenbaum'®-g-
W-P-W EEMS type A(AZD S type BBHEDYLoE
p¥%sk o Delta 359t QRS 7F MV, FHlidl A L@t
Z el A §idie® Vecter 7k [E=EE AfloE,
Vil A TRk & ffldd #5522 Vector 7t
el AS BEoR —{:orﬁil% A B QRS
Delta 3 Vector Jjll22 #H(E = o= a9 A
O O RYA AL ¢ g dod ARHNENY Hihy
2 IR Aol FHILENEE ek, Delta
PO e AJERRES BETL BEEE s ol f
o] A& Delta P%?"S‘P"l S AS-E g2oH s
A W-P-W i H Pl A% P-RFgkEe]
0.12sec B} o ,’@{23}{— b QRS 9[- 0. 10 sec
rrh o] EfE e BB ek QRS MRS Delta
el MFERERE-2 0.03~0.06seco]l™ PEsF 5mm &
WA ek Aol mEe]W Vector o - +120°¢
Kigs Ml bm ®Ke EfTRE s
I gtk sl =B Deltayy Vector o Jjjel =iz}
QU¥irt QRS Yol WRIA = shx E\EH7I = 3 4
2 Qe mhal L] K3 AXYE Rlepe,
DB QRS il 25 EfifFER (LAD)o] 2 QRS &9
ST @his Ti¥t: HiEMEEE BolA Hvb EH ¥
#% QRS &= W-P-W type AclA e AT
T AOIEKRE ORI ZEES) ¥ &8be, type Bl
A EWE ARG Feskel RiE W-P-W SRR
FEel pEAl B ORIDS BIMIERRS] EERTE 18 MmER
[y BEEEREY L £93 e E A SR
oA HloH i{nu 83 ALY DEOEMN A AR
o U BMEHKE TR £ E3E Eivx
Fpe}ie 18,

Gallagher, J.J., et al. 0o g A Dellta 3%
o ikl wheb REECHRRe] MBSy LiEE 8bA
E 5Ekg a0 Frank et al.'®9] giliol -fAbskgl v

I skgdet. &3 0, 0, aVFE FEEEol4 Tk Delta

bi (QS Pattern)-& Pseudo-diaphragmatic infarction
2 RIS 7F 41 R SO EPET

XM] o] FE:A A HERE HET S U
= stgel. 2 ghel A= Frme] BIEEEA S
E FFl QRS & e et7l = deh. 44 PR
FE=k QRS RIS & =& RS frEe) fEs &

IS

A —75°AFo] 3

4.8 (amount of impulse propagation)s] whal tjok
8ked B738 “Lown Ganong-Levine JEfREE”0] 2t Delta
17h o=l P-RRIFES 554 (less than 0. 12 sec) 3
EFRYel QRS FES Holw s KES L= &R
HhRE Aist= Ao® HE L WPW SERERS] & 2
o) &}

LGLXI{:JP}_ sl Eir Aol Al Stress BUE T 4
P-REEY GHS 2ol A dnlr7l gobs Ad
fiiEsoknl v}, preexcitation X7 ¢ His i EE
1= 22 Castellanos,? Narula,» ¢ ¢ sked Bisfi
5 IEH A-V node o] BHATEY Musy B
O, His RO 2 LB pacing
Eote] LERMAES S0 ’{5'*2,%5*% Feist=
vl EEksH ek DEFECE SENTE SRR
Jii(Septal leaflet)¥-$ioll {ijHg ok o]~.1_ His 34

i
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fo,

5B
o K
e
< i
A
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Hell A LR Low Rt atrial (A), His bundle
(H), Rt, Vent. (V)¢ WS Q& &= 9ok, [H
ol BLE E# S-Anode lziol LB TFS 45 1

AAA Electrical pacing - d+x FEHLEES FiF
of ZAxh. PARIGS HEOEBEL PHY 1BENA
Hel ALE TS First deflection(A) 7k o] 5] i,
BA IR J 4 20~50 m/seco]®, AH BB
-% Low Rt. atriulm o 23¥] HisHirzl=] A-V {HL
Fefdel= FAF 50~120 m/sec ol HV RifES His-
Perkinje {SMEMR] S 2 A 30~55 m/sec o] 520,20,
Fig. TA &= =44 A4 A-VAE sl REMLEKS
BelFa gleod FYLEMY P-RY R His R
LERES MEAHV)E #Rstx gk

A-V node o] E#EEE LTSN BaES Electrical
impulse o] {HESEEHNZF 912w critical high rate
S)7A= ABH BRPELE (Electrical pacing rate) &
2l5l SVl IEREH, o= A-HRRY KR
ek 21 R old] A-V nodal {#EMRle] EEI T
H-V Rilige 2387t o

Accessary pathway (Ei{##E#%) = A-V nodeo] ¥
HE#F 9l = Refractory period (48K EEE)
o2 oeflvh. ALY W-P-W ERH-S Kent
Bk'zi— o] &3 LESFMMEERMESE A-V node-His

Gol Kent J(AIEEE) HHA RFF] delrvim

2 Qe:uEUdU: P-R#fE fEfE=F Kent i RIEAE
Bl k& Delta 39 @i&22 QRS Y WHYERS B
vt His T @A+ A-V node ¥ EFHSE

HiEe E¥es #bsh gz A-VRHRES H- V
ML EIEERE B HEe EHs & 5 o

._40-,
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H deflection 3} Delta = # &
FET Rl
2lxl A-V node ﬁ’%%u-’z.o
££391} Kent Hfliage
B Frl
= s 5

T}5,20,21,2)

{£3F Atrial pacing &2 Az} FEEE <
Qejuh=iA A-Hpifge] JE
| ks SV RS 8ot g8
ooz H deflection -2 A3k V g

Sl
QRS [fge] HA A ERE ¥eolA =

James Hio] Kk HHBEREASE 4# A Lown-
Ganong-Levine fif {Fif2 i b P-R MIFRel i
3} THr QRS FEE xol = 1% A-V node & v H
A (Bypass) Paranodal James Hio] & o}ﬁ ] B
LEak His frslel s el HpoR
el 21} A-V node &} el
+ ¢12 Caracta et al & P-REjRES @ total
or partial bypass of A-V ncde, @ anatomically

abss

small A-V node, @ short or rapidly conducting
intranodal pathway, @ isorhythmic A-V dissocia-
tiono] o] L-G-L fE{&BES A i{Ha] Y AR
dgror] Hisifi i kel4 Bad A-HRREe £t
IEH H-VIERS gk ole [Li@hiisl & Atr-
ial pacing 2 & A HOE MEKE SVUOE A-HRM
FEol Bbrh glod H-VEREE EWe s 8ot g
James o] A-V node JIL#{vE Bypassdrtzm §
Ak P-RERe] ifiel
Delta 358 Molw A QRS wWA 2ol 7
A-V node Fifiell A {BEIRGRo] whE {7 o,
o] A-V node Tifell 4 A3 LHRE slzel ] +
o] 7} His 3 Lffiakel o] Mahain Hif7- gl A2
ool 3 b, ZElmE His i ik A-HREE EW
o] v H-V [ijfrie) —7] el Atrial pacing [EIgE-
e A-HRMESY EES 2ol H-VIEE: 3-&
o2 B8Eo} ol QRSERl relvhal @i B
DEMELE P-RERY @izt QRSHRe] LiEI=RA
Delta 55 Ro] Kent Htsl Mahain #i9] # 4 FIHHL
FiEERRe] 9o (Fig. 1E) o)« His EENE A-H
Bl "?ﬁ[iF»I o H-VEEE ffFEs= Atrial pacing
ENE EHE W I 8 glol A-H IS T

£olt QRS [HiE2 i‘&i;'* A gleh

W-P-WiE {5 ol pet = 7P B TERE E
DO 'fU‘LlL(S'\f'l‘)-—E BEHEs  40~80%'%
(88%®) 0l ¥, = B 454 120~230E ™! =9 S
W BE AHEREIRE BN EOLEMOAN
o] 75~80%QA ' 54%N A LIEECE 180[El/ 5

olgiel. W-P-WERMS 72%7F #IRE BfEWN I8

gk

T}20,24,25) FHE 0 Tz FEer
[}

-

}m it

—F#HA 2l O

Wolff-Parkinson-White Syndrome and Pre-excitation Dysrrhythmia—

B EmEoTRE 2 &g Agsgds. EKCh
ung!®e] W-P-W £ 75~80%o1A Bfeth EBH:
&4 (PSVT)S QRS el EWSE EMHE B
fEglos A-V Node & 7A-fslt EWESRE 4
olm o A QRS ERI YFulE RE
Z Kentili James#H & Mahaim H5-2

me-"hanism”‘s’ 18,35,34,36,37,38,39) O

T A
B
7% “Reciprocal
AmEy gl o 2@ (Dual pathway)E @sl &
,{}\;ff,_rﬁjfb P& 35E (Circus  movement  tachycar-dia 3
- Reentran phenomenon)$] Hifi&igH go] s+
¥ % A-V node-His 3 S8R9} SREHERAT] ol
REEWZE o2 {duiiEne] SR/ REolelehyl &
] 19,18,33~39) O REIR] S ol o] sk QUEREI AR
¥ (Kent )<= A4 A-V noded] ®]dke] REHZ A
o EfEIfe] of A oo MR- Fet BMLE
ks (PAC), BB 4kl (PIB) R RO Mk
M(PVC)ol FAaly — M-S 1ERTr (Block)sle X
% A-V Node-His J{HHRE 7 f3h= ﬁﬁﬁiﬁ-&(antegr
ade) {23 =) A QRS F w2 7] 54 P

HEEEE B RENA Avste £ .M:‘;Lfm = W
3t %454 (Retrograde) {27} 5= 4 Reciprocal P
zx(P’)OI] ffoll “Circus movement tachycardia”’} #%
BE e Aolel ol R-PEFRA P-REFGS Wik
fda] vl s BE R-P/= 4&f7shE QRSeL o s
ek (Fig. 5B). Kent & 73-f5}= antegrade {3L
B OAP Ed el LER AL (Aberrant
Conduction)e] Jejvta LEESMIENV.TOE R4
e AL e} (Fig. 2B)®"19,

EEA = A-V node {454 “Longitudinal Dis-
sociation” o] 4 o]} Echo beat o] {3} &R =
I I gon o] & LMY LR R ]
WfE P (P wave)® ¥ 4 gl2# “Dual path-
way”e] Ffee His HERAA o + 32 o &
g BIREBIRRE LT Kk FU0L0 B Y
(PAB) 2. BES)e AbAl A L
(Accessary pathway)$] %=

[ﬂl

L) 4 E

EIR- F 20~25%
(Af)E ¥

e

%l ‘”/"’, UCEMEI(AT) E LBy
ol &l I A (0 Kent D& &
3] §if7(Antegrade){iiiizl o oj vt QRS s HH
o) deofvbe IO E (250 ~300[E/20) e e L
IR R (Aberrant Vent. Conduction)7} e}
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1*9 e A TR
W-P-W FEERS LEMT) 8 LFEEE < Digitalis
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o
0%
ot
r%

£0] T—‘]? NP A7 R FBol=h slER
W-P-WHERRE] EliEets FERLE BRELEMER
Bh(PVB), L E—E6 i (A-V Dissociation), L84
2] LB parasystole 5]
W-P-W BAERES] WY EXREZ B Vector &
Delta 379] J7mel] {Ret LT EiEd HUEE ©F
sheol & Z2E Qi ¥ QS¥sE IL,E aVF«
el DHETHERES $44stz W-P-W %Y
Delta §%+= B.B.B(H#EZHERER) S} F4lets W-P-W
type B &= BIBELEHTIEIES} W-P-W type A & B
DT EE W AOEKRe 4 BEAd REST
I, aVL, ViV, Ve ifilic] 2ol =4 8 S-TH ¥
TES 8BRT o9 ELEAE
vent. hypertrophy). Intermittent W-P-W type ol
A RLEHEEEVOS] d402 By 499
Master’s exercise test = 32-"3] -P-W type B4
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¥ -
= : V3 i 1
Heoe=z o} i L

] &3P gkel,

3¢l e} (=pseudoleft

LESSE BRLED) 4 GE BENA 288 2
7o) el,

PSR BUE LS WPW ERTA A
s BFERAIMIES AAE Sl © Rkt

HEE JAdn © ke s B £ A-Vnode-
His F{giusRel I EIE20% (Acessary pathway)Ab

olol FEHERSFRY =HEelA W @ “EBHEK (Dual pat-
A A REBRE ERADLEA RUE
T H % (Circus movement, Reentry or Reciprocating
tachycardia) & A= o8 445t Aolr}.
sary pathway st A-Vnode o] {Efshe LEHRM X
oo #8r WURRY /RFEI (Effective refractory period)

hway) &

Acces-

Table V. Effect of Drugs on the Refractory Per-
iods of the Normal A-V and Anomalous

Pathways.
Effective Refractory Period
Drugs A-V Node Accessory
Pathway

Propranolol(Inderal) Lengthened No change

Digitalis Lengthened Shortened
Lidocaine No change Lengthened
Quinidine sulfate Shortened  Lengthened
Procainamide

(Pronestyl) No change Lengthened
Phenytoin(Dilantin) Shortened  Variable

Amiodarone Lengthened Lengthened
Ajmaline No change Lengthened
Verapamil Lengthened Variable

88{k= Table I2h W-P-W 5 BBt el
4] QRS [l 2 Reciprocating tachycardia 7} 7%
e & m’.»‘f propranolol ¢] 1} Digitalis 7} A-Vnode
o] TEEWE 7 Impulse MEMR-S JRIEAA Dual
pathway ¢ HERERF Fs] =94 circus movement
& pEErsl=u] &2 F3vt b Propranoloe 3t Qui-

ko] RETEMRAES AN DA §TE
IF#A (Reentry) & +3F 5 =k =¥
v} Procainamide ¢} Quinidine & w 84] 47 H: 5
JEE ETE o] 4 ¢rf. Lidocaine(Xylocaire)
Hyvdrochloride = {Uifsy EEKR S B3 BREY
% dAEmE WP-WERRNY LEMR =t LA
) FREE) KE) AwpEtel DEMES LEERNEE
o) R G HREHARES 1Y @ F4] Direct
Current Shock{100~200 W/sec.) & {HBitslz EEIRMY
L8 Bl Zigsta ¢ed 50~100 mg 9 Lidocaine
2 s T RERS

)=o) 1} Quinidine & ¥ gt RTHEAENE o5
AA F= Aol BV gk LEMBS q8 TR
LRE fﬂzﬂsﬁ—u g 7t e &dffEqd & D.C. Shock
(10~50 W/sec)e] 7hi wh& Fsirh glovt Azt &
g EslA e Lidocaine f{E ¥ Quinidine s

Procainamide 7} 7} #5ahsieh.

SFLRAS #7~EL)

nidine & ¥ &

B o

)

=] Ex 0 2 Procainamide

LEME L B Digitalis & iEshd RifE
el RHEME S BAMENE F7HA
L«»}fé%miﬁyo | Brste] AgEsE A9t AeH.

o FMEEKE AR L-GLERE 9" LF
WET S OEE R = Digitolis 7} 2Bl =t
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