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Release of Cardiac Troponin T after Percutaneous Transluminal
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ABSTRACT

Background and Objectives[] Small myocardial infarction (MI) has been reported in 8—20% of patients
undergoing percutaneous transluminal coronary angioplasty (PTCA). But neither appropriate threshold of
cardiac enzyme nor useful biochemical marker for its detection has not yet been fully defined. We examined
the cardiac enzyme to define more valuable biochemical marker for the detection of small MI after PTCA and
to evaluate factors associated with small MI after PTCA. Materials and MethodsU This study population
consisted of 209 consecutive patients who underwent PTCA. Cardiac enzyme levels were measured before
and 8, 24 hours after PTCA for CK-MB, and before and 16 hours after PTCA for troponin T. We defined
small MI when CK-MB levels were over 16U/L and/or troponin T levels were over 0.2 ng/ml. Results[]

Incidence of small MI after PTCA was 28/209 (13.4%) and the most of those were non-Q MI (24/28, 86%).
In the detection of small MI after PTCA, the sensitivity of troponin T was higher than CK-MB (92.9% vs
39.3%). Major complications (major dissection, acute coronary occlusion, and side branch occlusion)
developed significantly more in patients with small MI than in patients without small MI (p0 0.002). Three
independent variables, which were significantly associated with small MI after PTCA, were age, total/subtotal
occlusion, and acute coronary occlusion as complication (p0J 0.01, p( 0.02, and pO 0.04, respectively).
Conclusions[] Troponin T is more sensitive biochemical marker than CK-MB in the detection of small MI
after PTCA. Major complications of angioplasty are frequently associated with small MI. Especially, age, total
occlusion, and acute coronary occlusion as complication are independent factors significantly associated with
small MI after PTCA. (Korean Circulation J 1998:28(7):1069-1076)

KEY WORDSU Creatine kinase-MB - Myocardial infarction - Percutaneous transluminal coronary angiopla-
sty - Troponin T.
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00 000 000 OO0O(Table 2). 0O, 0000
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Table 1. Incidence of myocardial infarction after per-
cutaneous transluminal coronary angioplasty

28/209 (13.4%)

Myocardial infarctiond

Non Q wave myocardial infarction 24 (86%)
Q wave myocardial infarction 2(7%)
Reinfarction in previous myocardial 2(7%)

infarction

Table 2. Incidence of newly developed myocardial
infarction after percutaneous transluminal coronary
angioplasty in each disease group*

Diagnosis Total MI (=) MI (+)
Old MI 59 (28%) 53 (90.0%) 6 (10.0%)
Unstable

angina 80 (38%) 66 (83.0%) 14 (17.0%)
Stable angina 70 (34%) 62 (89.0%) 8 (11.0%)

*No significant difference between each disease group

000 67/2090(325%)0 110(16.0%)00 000
00 000000 O 00000 00 00000 00
0000 00000 000 000 000(Table 3).
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0 000 00 AD 000 103/2090 (50.0%)0 14
0(13.0%), 0000 000 61/2090 (29.0%)0 7
0(11.0%), 00 00 00000 000 32/2090
(15.0%)0 60 (18.0%), 000 OO0 10/2090
(5.0%)0 10(10.0%)00 00000 00000,
000000 000 3/2000(15%) 0000 OO
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Table 3. Incidence of newly developed myocardial
infarction after percutaneous transluminal coronary
angioplasty in each treatment modality*

Treatment Total MI (=) MI (+)
Balloon 142 (67.5%) 125 (89.0%) 17 (11.0%)
Stent 67 (32.5%) 56 (84.0%) 11 (16.0%)

*No significant difference between each freatment mo-
dality

Table 4. Incidence of newly developed myocardial
infarction after percutaneous transluminal coronary
angioplasty in each lesion characteristics*

Lesion Total MI (=) MI (+)
Type A 103 (50%) 89 (87.0%) 14 (13.0%)
Irregular 61 (29%) 54 (89.0%) 7 (11.0%)
Total/subtotal 32 (15%) 26 (82.0%) 6 (18.0%)
Thrombus 10 (18%) 9 (90.0%) 1 (10.0%)
SVG 3 (1.5%) 3 (100%) 0 (0%)

SVGO saphenous vein graft
*No significant difference in each lesion characteristics

Table 5. Incidence of newly developed myocardial infarction after percutaneous transluminal coronary angiop-

lasty in each complication group*

Complications MI (=) MI (+) OR 95% ClI p value
No complication 89 8

Acute occlusion 3 3 11.13 1.92—-64.45 pO 0.03
Side br. occlusion 4 3 8.34 1.58—44.01 pd 0.05
Thrombus 2 0 2.1 0.09-47.57 pO 1.00
Minor dissection 68 10 1.64 0.61-2.26 p0d 0.33
Maijor dissection 12 4 3.71 0.97—-47.57 p0 0.066
Maijor complication’ 21 10 5.30 1.86—15.06 pO 0.02

ORUO odds ratio, ClO confidence interval

*Significant difference in each complication group (pO 0.005)
T Sum of major dissection, acute occlusion, side branch occlusion, and thrombus
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Fig. 1. Incidence of newly developed
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myocardial infarction after percut-
aneous fransluminal coronary angio-

complication . s
P plasty in each complication group.

Table 6. Independent factors associated with myocardial
infarction after percutaneous transluminal coronary angi-
oplasty by multivariate analyses

Factors p-value
Age 0.01
Total/subtotal occlusion 0.02
Acute coronary occlusion 0.04
(Table 4).
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