fEEA] A6 d F-513 2001

A5

T

e o] 3

Y dgn gt o
3=

| Sz Hy|wd"? @ Mol Mps sy
A e 249 AGHEE LS Aol A WAEE A
% w7 sy o] Arje) LU FEHo| B
AFAEE 2730 g X} g ~2x2 W78 @
AT e, o olgtrld) AEubd sl 2|8 2590
M3 xR GRS Qe THE FEHE 3ty 9l
7] WEolth oY Sold SRIUALL, ofe] Fuy
% A& A st w EV L

¢ Yeh & Fagdadae Bz o

FE&E BFFo] Ak ZrAaAF| Y v kA A
& sHAAMEL] 7389 AuFE FHAIY
(Figure 1)
200ms - conirol {\
N\
mv
50
180 0.1uM
200ms
D A
1l
my
-50
ACh 0,03uM

Figure 1. Rate modulation by low adrenergic and
cholinergic agonist concentrations in isolated SA node
myocyte. [SOtisoproterenol, Ach:acetylcholine (DiFranesco
et al, 1995)
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Figure 2. Sinus bradycardia, sinus arrest and junctional
escape.

Figure 3. Sino-atrial block.
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Figure 4. Three fates of PACs. Alnormal conduction,
B:blocked PAC, C:aberrant conduction (& &4, 1995}
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Figure 5. Atrial fibrillation.

Figure 6. Atrial flutter.
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Figure 9. Ectopic atrial tachycardia.
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1989)

Figure 12. WPW syndrome and atnal fibrillation.
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Figure 18. Atrial fibrillation and complete AV block.
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Figure 20. ECG findings supporting ventricular tachycardia.
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