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Monitoring and Analysis of Paroxysmal Atrial Fibrillation and
Its Related Triggering Factors by 12-leads HOLTER

CHEN Ji-1i, WANG Wei
(Dept. of Cardiology, The First People’s Hospotal of Kunming, Kunming Yunnan 650011, China)

[ Abstract] Objective To apply 12-leads HOLTER monitoring and analysis to observe paroxysmal atrial
fibrillation (PAF) and its related atrial arrhythmias so as to explore the triggering factors of PAF. Methods 47
patients with PAF, including 20 male patients and 27 female patients, were given 12-HOLTER monitoring and
analysis. Their average age was 64.89 +12.70 years—old. PAF patients were subdivided into 2 subgroups: the
triggered PAF subgroup and the untriggered PAF subgroup. Patients with atrial premature beats but without PAF were
selected into the control group. The PAF and its related atrial arrhythmias were detected and analyzed by
12-HOLTER. Results (1) 9 events of PAF were found in 47 patients by 12-HOLTER monitoring and analysis,
among them 72 events of PAF were triggered by atrial premature (AP)  (91.1%, 72/79) , 6 events of PAF
occurred automatically and suddenly (7.6% , 6/79) ; and only 1 events of PAF was triggered by atrial flutter
(1.3%, 1/79) . (2) The coupling interval of AP in the triggered PAF subgroup was significantly shorter than that
of the untriggered PAF subgroup and control group (490 +90ms vs. 590 + 140 ms and 630 + 90ms, P <0.05) ;
The index of AP was smaller significantly in the PAF group than that of the untriggered PAF subgroup and controll
group (0.52+0.12 vs. 0.62 + 0.09 and 0.71 £ 0.06, P<0.05); The "P' on T" of AP was significantly higher in the
PAF group than that of the untriggered PAF subgroup and control group (84.72% vs. 26.73% and 2.78% , P <
0.017) ; The interval before the AP in PAF group was prolonged more significantly than that of controlled group
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(990 + 280 ms vs. 940 +210 ms, P<0.05) .

3) During 2 min ~ 30 s before the PAF occurrence control as total

times, the AP appeared more frequently (from 0.43 beats/min to 3.5 ~ 6.00 beats/min, P<0.017) . (4) Most of

the AP which triggered PAF was originated from the upper part of the left atrium (61/72, 84.7%) .

Conclusions

Most events of PAF are triggered by AP, the AP which can trigger PAF may be of some of the features such as a

shorter coupling interval, a smaller AP index, "P'on T" and a longer interval before the AP, PAF more occurrence

while the AP may take place more frequently. Most of the AP which triggered PAF are originated from the upper part

of left atrium.

[ Key words] 12-HOLTER; Paroxysmal atrial fibrillation; Triggering factor
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Tab. 1 Comparison of ECG features between triggered PAF subgroup, untriggered PAF subgroup and Control

group (x+s)

ATl BRAEEI (ms) S 8 (ms) ik
¥k PAF H 490 + 907 990 + 280" 0.52 +0.12%
KiFE L PAF 4 590 + 140 950 + 200 0.62 + 0.09"
X HEZH 630 + 90 940 + 210 0.71 £ 0.06

XA, *P<0.05; SRk PAF 4AflEL, *P<0.05.
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Tab. 2 Comparison of the incidence of "P ' on T" phenomenon of AP among three groups
||P| on Tn }WJ% . .
A 5 Gt BHAHR (%)
H
P& PAF 44 61 72 84.72+
KEE PAF 4 19 72 26.39"
X HEZH 2 72 278

SxIREAAAHLEE, "P<0.05; 5AKE Kk PAF 4L, *P<0.05.

%3 30s. 2min & 12-HOLTER Ml 2K 12 A B R E L2
Tab. 3 Comparison of the frequency of AP in 30s, 2min and 12-HOLTER monitoring Schedule

A 5 BB (K /min)
30s N 6™

2 min N 3.5
SRR 0.43

5ERRENEE, "P<0.05; 5 2min NEE, "P<0.05

B 1 #% PAF ZENBEERE
Fig. 1 The AP that induced PAF
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