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Summary

To clarify the mechanism of recanalization and reocclusion in thrombolysis and percutaneous
transluminal coronary angioplasty (PTCA), the plasma concentrations of g-thromboglobulin (8-TG),
thromboxane B, (TXB,) and platelet aggregation adenosine diphosphate (ADP) (2 xM/ml, collagen
2 pg/ml) were assessed in 11 normal subjects and in 19 patients with acute myocardial infarction
whose infarct-related vessels were recanalized by thrombolysis and/or PTCA.

In patients with acute myocardial infarction, the plasma concentrations of 8-TG and TXB; were
significantly higher than those in normal subjects (3-TG: 1284132 ng/ml vs 38+17 ng/ml, TXB,:
131+154 pg/ml vs 3618 pg/ml). Collagen-induced platelet aggregation decreased significantly in
patients with acute myocardial infarction; whereas, ADP-induced platelet aggregation showed no
significant difference.

Infarct-related vessels recanalized by thrombolysis (seven patients: group 1) and PTCA (seven
patients: group 2) were patent on the follow-up angiograms. Infarct-related vessels were reoccluded
in five patients immediately after PTCA or during the follow-up angiography (group 3). Beta-TG and
TXB; did not change before and after recanalization in groups 1 and 2, but increased significantly
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after recanalization in group 3 (8-TG: 155+185 ng/ml — 2694233 ng/ml, TXB,: 104+87 pg/ml —
169+91 pg/ml). Platelet aggregation did not differ significantly among the three groups.

We concluded that platelets are not activated during thrombolysis and/or PTCA in cases without
reocclusion, while platelets are markedly activated during PTCA in cases with reocclusion. Thus, it is
suggested that platelet activation plays an important role in the mechanism of reocclusion.
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Table 1. Clinical and coronary angiographic findings in patients with acute myocardial

infarction
Patient Age(yrs) iglf:::;- % Obstruction Procedures of
No. & sex artery Before After Follow-up recanalization
Group 1
1 70F RCA 100 99 99 tPA iv
2 64M LAD 100 99 75 pro-UK iv
3 71F LCx 100 75 50 tPA iv
4 65M RCA 100 90 75 UK i.c
5 58M LCx 100 99 90 UK i.c
6 47M LAD 100 99 99 pro-UK i.c
7 70M RCA 100 99 50 UK i.c
Group 2
8 58M LAD 100 50 25 pro-UK iv —» PTCA
9 47M LAD 100 75 75 pro-UK iv — PTCA
10 48M LAD 100 25 25 tPA iv —» PTCA
1 63M LAD 100 50 50 direct PTCA
12 81F LAD 100 25 50 tPA iv —» PTCA
13 72M RCA 100 25 50 direct PTCA
14 61M LAD 100 50 25 direct PTCA
Group 3
15 64M LAD 100 50 100 pro-UK iv — PTCA
16 65M LAD 100 25 100 pro-UK iv — PTCA
17 68 F LCx 100 25 100 UK ic — PTCA
18 70F LAD 100 100 — UK ic — PTCA
19 66M LCx 100 100 — pro-UK ic — PTCA

M=male; F=female; RCA=right coronary artery; LAD=left anterior descending artery; LCx=left cir-
cumflex artery; PTCA =percutaneous transluminal coronary angioplasty; tPA =tissue plasminogen activator;
pro-UK =pro-urokinase ; UK =urokinase ; i.v=intravenous injection ; i.c=intracoronary injection.
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Fig. 1. Plasma concentrations of §-TG and TXB, in patients with acute myocardial infarc-

tion and in normal subjects.

In patients with acute myocardial infarction, plasma concentrations of 8-TG and TXB, were sig-

nificantly higher than those in normal subjects.
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Fig. 2. Plasma concentrations of 8-TG before and after recanalization in patients with

acute myocardial infarction.

Plasma concentration of 3-T'G did not change before and after recanalization in groups 1 and 2,
but significantly increased after recanalization in group 3.
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Fig. 3. Plasma concentrations of TXB, before and after recanalization in patients with

acute myocardial infarction.

Plasma concentrations of TXB, show changes similar to that of 3-TG.

L, BHE#HD /v —7 3 ik 104+87 pg/ml
5 169+91 pg/ml L FER ERAEF LK (p<
0.01).
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Fig. 4. Platelet aggregation in patients with acute myocardial infarction and normal sub-

jects.

Collagen-induced platelet aggregation is significantly decreased in patients with acute myocardial

infarction.
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Fig. 5. Platelet aggregation after recanalization in patients with acute myocardial infarc-

tion.

Platelet aggregation does not significantly differ among the 3 groups.
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