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ABSTRACT

Background and Objectivesd The impact on long-term adverse cardiac events of troponin T (TnT) or
creatine kinase-MB (CK-MB) release after percutancous transluminal coronary angioplasty (PTCA) is not
well defined. The purpose of the study is to evaluate the effect of elevated TnT or CK-MB on the late major
adverse cardiac events [MACEO Q wave myocardial infarction (MI), revascularization, or cardiac death].
Subjects and MethodsO Study population were 207 consecutive patients (MO FO 1480 59, mean 60.8+

9.2 years) who underwent PTCA. Patients with acute MI, unstable angina with abnormal levels of TnT or CK-
MB, or newly developed Q MI after PTCA were excluded. Cardiac enzyme levels were measured before and
8, 24 hours after PTCA for CK-MB, and before and 16 hours after PTCA for TnT. Group I (n( 181, 87.4%)
had normal levels of both after PTCA. Group II (nJ 26, 12.6%) had abnormal levels of CK-MB (= 16 U/L)
and/or TnT (= 0.2 ng/mL). 1-year follow-up was available in 201 (97.1%) patients. Results[ Incidence of
non-Q MI after PTCA was 26/207 (12.6%). Major complications such as acute coronary occlusion, side
branch occlusion, and major dissection were significantly associated with elevation of TnT or CK-MB after
PTCA (p0 0.01). However, elevation of CK-MB or TnT was not significantly associated with late MACE by
Kaplan-Meier survival curve (p[J 0.46). During 1-year follow-up, event free rate of group I and II were 76.6%
and 69.2%, respectively. Conclusion Acute coronary occlusion, side branch occlusion, or major dissection
can increase the level of TnT or CK-MB after PTCA. But, elevation of CK-MB or TnT after PTCA dose not
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significantly influence on late MACE. (Korean Circulation J 2002532 (11)949-957)

KEY WORDSO Angioplasty, transluminal, percutaneous coronaryl] Creatine kinase[] Myocardial infarc-

tion[] Troponin T.
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Table 1. Clinical demographics

Group | Group |l P
Number 181 (87.4%) 26 (12.6%)
Age (years) 59.1+ 9.5 643+ 7.9  NS*
Male 131 (62.6%) 17 (65.4%) NS
Risk factors
Smoking 100 (65.2%) 16 (67.1%) NS
Diabetes mellitus 41 (22.6%) 5(17.8%) NS
Hypertension 81 (44.7%) 18 (64.3%) NS
Hyperlipidemia 51 (28.2%) 7 (25.0%) NS

*0 not significant

0O 00 000 590(285%), 000 OO0 OO0
790 (38.2%), OO0 OO0 OOO 690 (33.3%)0
00.00 0 0o, 000,000,000 0 O0O
00 0000 000 00 oogoo ooo ooo
000 (Table 1).
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Table 2. Incidence of newly developed non Q myoc-
ardial infarction (MI) after percutaneous transluminal
coronary angioplasty in each characteristics*

Table 3. Incidence of newly developed non Q myoca-
rdial infarction after percutaneous transluminal coronary
angioplasty in each complication group

Total Group | Group |l

Diagnosis
Old Ml 59 (28.5%) 53 (90.0%) 6 (10.0%)
Unstable angina 79 (38.2%) 67 (84.8%) 12 (15.2%)
69 (33.2%) 61 (88.4%) 8 (11.6%)
Treatment modality

Stable angina

Balloon 142 (68.6%) 125 (89.0%) 17 (11.0%)
Stent 65 (31.4%) 56 (86.2%) 9 (13.8%)
Lesion

Type A 101 (48.7%) 89 (88.1%) 12 (11.9%)
Iregular 61 (29.5%) 54 (89.0%) 7 (11.0%)
Total/subtotal 32 (15.4%) 26 (82.0%) 6 (18.0%)
Thrombus 10( 48%) 9 (90.0%) 1 (10.0%)
SVG 3(1.5%) 3(100%) O ( 0%)

*0 no significant difference between each characte-
ristics, SVGO saphenous vein graft
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Complications Group | Group |l ?Odtgs
No complication 92 8 0.04
Acute occlusion 3 3 7.74 0.02
Side br. occlusion 4 3 577 0.04
Thrombus 4 0 1.35 1.0
Minor dissection 68 10 1.04 1.0
Major dissection 12 2 117 0.69
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Table 4. Incidence of late major adverse cardiac ev-
ents (MACE) after percutaneous fransluminal coronary
angioplasty (PTCA) in group | and group II*

Group | Group |l Total
PTCA 37 (21.1%) 8 (30.8%) 45 (22.4%)
CABG 3(1.7%) 0(C0.0%) 3( 1.5%)
MI 1(05%) 0(C0.0%) 1(0.5%)
Death 0( 00%) 0(0.0%) 0(0.0%)
MACE 41 (23.4%) 8 (30.8%) 49 (24.4%)

Event free rate 134 (76.6%) 18 (69.2%) 152 (75.6%)
*0 no significant difference between group | and gr-
oup Il, CABGO coronary artery bypass graft, MIO myo-
cardial infaction

Event free rate

4T Group |
2+ Group Il = = = =
0.0
0 50 100 150 200 250 300 350 400
Days

Fig. 1. Event free rate in group | and group II. During 1-
year follow-up, event free rate of group | and Il were
76.6% and 69.2%, respectively. Elevation of CK-MB or
tfroponin T was not significantly associated with major
adverse cardiac events (p0O 0.46).
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00 D00 DOO 000 (69.2% vs. 76.6%, pl0.46)
(Table 4, Fig. 1).
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