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Facilitated percutaneous coronary intervention (PCI) for
acute myocardial infarction (MI) combines fibrinolytic
therapy, glycoprotein (GP) IIb/IIIa receptor inhibition and
early percutaneous intervention to optimize epicardial and
microvascular reperfusion. Although fibrinolysis and pri-
mary angioplasty were once seen as competing therapies,
new evidence indicates that they can be used together safely
to improve outcomes. In addition, a new understanding of
the role of platelets in acute MI has led to studies demon-
strating the benefits of using GP IIb/IIIa receptor inhibitors
in combination with fibrinolytic agents. The Thrombolysis
in Myocardial Infarction (TIMI) 14 and Strategies for
Patency Enhancement in the Emergency Department
(SPEED) trials have shown that combination therapy with
reduced-dose alteplase or reteplase and full-dose abciximab
improves TIMI grade 3 flow by an absolute amount of

10–15% at 60 min, without a significant increase in bleed-
ing. In the SPEED trial of abciximab used with or without
low-dose fibrinolytic therapy, the addition of early facili-
tated PCI resulted in a core laboratory-assessed TIMI
grade 3 flow rate of 85% and a normal mean corrected
TIMI frame count while retaining the early benefit (between
30 and 60 min) of a pharmacological approach. Facilitated
PCI has the potential to improve both very early and later
reperfusion; ongoing trials are evaluating the benefits
of this approach and the mortality benefit and safety of
combination therapy.
(Eur Heart J Supplements 2001; 3 (Suppl A): A26–A34)
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Introduction

The rapid restoration of normal blood flow in the
infarct-related artery is the key objective in the treat-
ment of patients presenting with acute myocardial
infarction (MI). Patency of the infarct-related artery is
clearly the most powerful predictor of survival after
MI, and normal angiographic flow (Thrombolysis in
Myocardial Infarction [TIMI] grade 3) at 90 min corre-
lates with both 30-day[1] and long-term[2] mortality.
This goal can be accomplished with either fibrinolytic
therapy or primary angioplasty, treatments that are
sometimes viewed as competing modalities[3]. In this
review, we will discuss various new approaches and
combinations of approaches to acute reperfusion in
patients with MI.

Pathophysiology of acute MI

The initial event in the formation of an occlusive intra-
coronary thrombus is the rupture or ulceration of the

atherosclerotic plaque[4]. This results in exposure of
circulating platelets to the thrombogenic contents of the
plaque, such as fibrillar collagen, von Willebrand factor,
vitronectin, fibrinogen and fibronectin[5]. The adhesion
of platelets to the ulcerated plaque, with subsequent
platelet activation and aggregation, then leads to the
generation of thrombin, conversion of fibrinogen to
fibrin and further activation of platelets as well as
vasoconstriction[6]. This prothrombotic milieu promotes
the propagation and stabilization of an active thrombus
that contains platelets, fibrin, thrombin and erythro-
cytes[7], resulting in occlusion of the infarct-related
artery.

Platelets are a key component in the process of
thrombus formation, in modulating the response to
fibrinolytic therapy and in mediating reocclusion[5].
Angioscopic studies have shown that intracoronary
thrombi in acute coronary syndromes are platelet
rich[8,9]. Activation of platelets can occur via multiple
pathways, including those mediated by adenosine
diphosphate, epinephrine, thrombin and platelet ad-
hesion[5]. This results in the release of prothrombotic
substances such as thromboxane A2, plasminogen acti-
vator inhibitor (PAI) and serotonin. Platelet activation
also causes exposure and activation of the glycoprotein
(GP) IIb/IIIa receptor which, by binding to fibrinogen
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and von Willebrand factor, results in platelet cross-
linking and is therefore the final common pathway
leading to platelet aggregation.

The pivotal role of platelets in the pathophysiology of
acute MI has provided insights into the problem of
‘thrombolytic resistance’[10]. Although the development
of fibrinolytic therapy was clearly a major advance in the
treatment of MI, a significant proportion of patients do
not successfully reperfuse[1]. Proposed mechanisms for
this observation include[10]:

- incomplete clot dissolution because fibrinolytics act
on only one component of the clot;

- release of PAI-1 and á-2 plasma inhibitor;
- vasoconstriction caused by platelet-derived thrombox-

ane A2;
- enhanced fibrin activation by exposure of clot-bound

thrombin; and
- the direct platelet-activating effect of fibrinolytics.

The hypothesis that platelet activation and aggrega-
tion might be a significant contributing factor to throm-
bolytic resistance led, in part, to the development and
testing of platelet GP IIb/IIIa receptor blockers in acute
coronary syndromes, including patients who underwent
percutaneous coronary intervention (PCI).

In recent years, there have been continuous advances
in the medical management of MI with newer fibrino-
lytic agents, refinement of heparin dosing regimens and
development of platelet GP IIb/IIIa receptor inhibitors.
Mechanical revascularization with PCI also has
improved via better interventional techniques, catheter
design and the evolution of intracoronary stenting.
These changes, as well as a greater understanding of the
pathophysiology of thrombus formation and propaga-
tion during acute MI, have led to the recognition that
fibrinolytics and primary angioplasty are complemen-
tary rather than competing modalities.

Fibrinolysis versus primary
angioplasty

Fibrinolytic therapy with streptokinase, alteplase or
reteplase is widely available and can be administered
without specialized facilities or staff and with minimal
time delay. Numerous large clinical trials have shown
that fibrinolytics are associated with preservation of
left ventricular function, limitation of infarct size
and a highly significant reduction in mortality[11–14].
This benefit is partially time-dependent: when adminis-
tered within 2 h of symptom onset, fibrinolytics are
associated with a 30% reduction in mortality, which
decreases to an 18% reduction in mortality if given
within 6 h[14].

Although fibrinolytics can restore patency in the
infarct-related artery in up to 81% of patients by 90 min,
failure to achieve TIMI 3 flow, which may occur
in 45–70% of patients, is associated with reduced

survival[13]. Even after successful reperfusion, reocclu-
sion occurs in up to 20% of patients and reinfarction in
10%[15]. In the end, perhaps only about a quarter of
patients treated with fibrinolytics achieve the ideal out-
come of rapid and sustained normalization of flow in the
infarct-related artery[16]. Finally, fibrinolytic therapy is
limited by the contraindications to its use, which
can affect up to 10% of patients[3], and the risk of
intracranial haemorrhage.

In contrast, primary angioplasty may be more effec-
tive than fibrinolytic therapy because it achieves both
higher infarct-related artery patency rates and greater
TIMI 3 flow[17–20]. Primary angioplasty also has advan-
tages over fibrinolytics in terms of short-term mortality,
bleeding complications (including intracranial haemor-
rhage) and stroke[20,21]. The benefit of primary angio-
plasty in mortality, reinfarction and recurrent
ischaemia appears to be durable over long-term
follow-up as well[22]. Early intervention has the ad-
ditional advantage of angiographic definition of the
coronary vessels, which allows early risk stratification
and identification of patients at particularly high or low
risk[17].

The use of stents in the setting of primary angioplasty
may add further benefits, in particular addressing the
frequent problem of restenosis and the need for revas-
cularization, which occurs in 20% of patients[23]. The
results of several trials comparing primary angioplasty
alone and with stenting have shown lower rates of
reinfarction and target vessel revascularization com-
pared with angioplasty alone[23–25]. These advantages
persisted over 12 months of follow-up[25].

Despite the advantages of primary angioplasty, it has
several drawbacks that curtail its usefulness. The avail-
ability of primary angioplasty in the U.S.A. is limited by
the number of hospitals with catheterization facilities
where primary angioplasty can be performed in a timely
fashion by experienced operators. In the U.S.A., less
than 20% of hospitals are capable of performing angio-
plasty, and fewer are able to perform the procedure in an
emergency situation[3].

Where emergency angioplasty is available, the longer
time delay before commencement of therapy with pri-
mary angioplasty compared with fibrinolytics also may
limit the benefits of this approach. Although the time
to treatment in the early angioplasty trials was as short
as 60 min[17–19,21], it was much longer in the multi-
centre Global Use of Strategies to Open Occluded
Coronary Arteries (GUSTO) IIb Angioplasty Substudy
(114 min)[20] and in the Myocardial Infarction Triage
and Intervention Project Registry (102 min overall,
138 min in low-volume hospitals)[26]. Data from the
National Registry of Myocardial Infarction (NRMI-2)
show that mortality may increase significantly when
door-to-balloon time is greater than 120 min[27]. In
addition, most primary angioplasty trials have been
performed in centres with motivated, highly experienced
operators, and the impressive results of these trials have
not yet been replicated in the community hospital
setting[26].
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New approaches to revascularization:
triple therapy

The recent advances in our understanding of the contri-
bution of platelet physiology and platelet inhibition in
the pathogenesis of acute MI, as well as the advances in
mechanical revascularization using stents, have led to
new combination approaches to reperfusion in patients
with this condition. For instance, all of the binary
combinations of fibrinolytic agents, platelet GP IIb/IIIa
receptor inhibitors and PCI have now been studied in
trials (Fig. 1). In addition, the triple combination of a
reduced-dose fibrinolytic and full-dose GP IIb/IIIa
receptor inhibitor prior to planned, immediate percu-
taneous intervention, an approach termed ‘facilitated
PCI’, has now also been evaluated[28].

Combination therapy with fibrinolytics and
GP IIb/IIIa receptor inhibitors

A number of studies have examined the combination
of fibrinolytic therapy and GP IIb/IIIa receptor
inhibition[29–33]. The rationale for this approach stems
from the idea that fibrinolytic agents work primarily on
fibrin and leave platelets either uninhibited or poten-
tially activated. It was theorized that the use of a GP
IIb/IIIa receptor inhibitor at the time of lytic admin-
istration could improve the overall reperfusion rate,
prevent reocclusion and potentially reduce the risk of
intracranial haemorrhage.

The Thrombolysis and Angioplasty in Myocardial
Infarction (TAMI) 8 pilot trial, which treated 60 MI

patients with alteplase, was an early dose-ranging and
dose-timing trial of abciximab[29]. This study demon-
strated that infarct-related artery patency at day 5 was
greater in patients who received abciximab and that
abciximab could be combined with alteplase without
excessive bleeding complications. In the Platelet Aggre-
gation Receptor Antagonist Dose Investigation and
Reperfusion Gain in Myocardial Infarction (PARA-
DIGM) trial, various doses of the GP IIb/IIIa receptor
inhibitor lamifiban were tested in combination with
fibrinolytic therapy: lamifiban plus either alteplase or
streptokinase[31]. Although there was no difference in the
30-day combined clinical end-point, there was greater
ST-segment resolution at 90 min in lamifiban-treated
patients than in patients given full-dose lytic alone (80%
versus 63%, P=0·005).

In the Integrilin to Manage Platelet Aggregation to
Combat Thrombosis in Acute Myocardial Infarction
(IMPACT-AMI) trial, which tested a range of
eptifibatide doses given in combination with full-dose
alteplase in 132 patients, those receiving high-dose
eptifibatide were significantly more likely than those
receiving full-dose alteplase (control arm) to achieve
the primary end-point of TIMI 3 flow at 90 min
(66% versus 39%, P=0·006)[30]. There was no difference
in the combined clinical end-point (death, reinfarction,
stroke, revascularization or heart failure) or in
severe bleeding between treatment groups in this small
study.

In contrast to TAMI 8, PARADIGM and IMPACT-
AMI, all of which used full-dose fibrinolytics, two
recently published trials tested the hypothesis that
abciximab could be combined with reduced doses
of fibrinolytic to improve infarct-related artery
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Figure 1 Diagram of MI studies that evaluated fibrinolytics, GP IIb/IIIa receptor
inhibitors and percutaneous coronary intervention (PCI) as monotherapy and in various
combinations. (Adapted with permission[28].)
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patency[32,33]. The TIMI 14 trial is discussed in
E. Braunwald’s article in this supplement.

The Strategies for Patency Enhancement in the Emer-
gency Department (SPEED) GUSTO V (formerly
known as GUSTO-IV–AMI) pilot trial enrolled 528
patients within 6 h of onset of acute MI. Treatment
regimens included abciximab alone, reteplase alone and
various combinations of reduced-dosed reteplase with
abciximab in a dose-finding phase (Fig. 2) followed by a
dose-confirmation phase (Fig. 2)[33]. Angiography was

performed at 60 to 90 min (median: 62 min), and PCI
was encouraged at the time of the initial angiography. In
the dose-finding phase (n=325), half-dose reteplase
(5 U+5 U administered 30 min apart) plus abciximab
resulted in the highest TIMI 3 flow rates at 60 to 90 min
(62%) and was significantly higher than the rate for
abciximab alone (27%, P=0·001).

In the dose-confirmation phase (n=224), standard-
dose reteplase (10 U followed by 10 U 30 min later) was
compared with half-dose reteplase (5 U+5 U) plus

Dose-finding phase (n = 304)

Primary end-point: TIMI 3 flow at 60–90 min
Secondary end-point: safety and clinical events at 30 days

*Bolus 0·25 mg.kg–1, infusion 0·125 mg.kg–1.min–1 × 12 h.

Heparin
(70 U.kg–1 bolus, max 5000 U)

No fibrinolytic Reteplase

5 U
Reteplase

7·5 U
Reteplase

10 U
Reteplase

5 U + 2·5 U
Reteplase

5 U + 5 U

Aspirin + abciximab*

Heparin (60 U.kg–1 bolus, max 4000 U)
(Maintain activated clotting time of >200 s)

ST  , catheter eligible, <6 h

Dose-confirmation phase (n = 224)

Aspirin

No abciximab
Abciximab

0·25 mg.kg–1 bolus
0·125 mg.kg–1min–1 × 12 h

Standard reteplase (10 U + 10 U)
Heparin (70 U.kg–1 max 5000 U)

Half-dose reteplase (5 U + 5 U)
Heparin (60 U.kg–1,†max 4000 U)

Primary end-point: TIMI 3 flow at 60–90 min
Secondary end-point: safety and clinical events at 30 days

†Low-dose heparin also evaluated.

ST  , catheter eligible, <6 h

,

.

Figure 2 Design of the SPEED trial: dose-finding phase (top) and dose-confirmation phase
(bottom)[33].

Facilitated percutaneous coronary intervention A29

Eur Heart J Supplements, Vol. 3 (Suppl A) May 2001



abciximab. The primary end-point of TIMI 3 flow
measured at a median time of 62 min after drug admin-
istration was 54% in the half-dose reteplase plus abcixi-
mab group and 47% in the reteplase-only group
(P=0·32). However, the TIMI 3 flow rate was higher
in the combination therapy group that received the
higher dose (60 U.kg"1) of heparin compared with
the patients who received a lower dose of heparin
(40 U.kg"1). There was a trend toward a lower com-
posite end-point of death, reinfarction or urgent
revascularization for the combination therapy group,
although this difference was not statistically significant
(6·1% versus 11%, P=0·19).

There was a trend toward increased major bleeding
with half-dose reteplase plus abciximab compared with
reteplase only (3·7% versus 9·8%, P=0·11), but there was
no difference in major bleeding with combination
therapy in the standard-dose versus low-dose heparin
groups (6·3% versus 10·5%, P=0·3). There also was no
difference in intracranial haemorrhage between the com-
bination therapy and the reteplase-only groups (0·86%
versus 0·92%).

The TIMI 14 and SPEED trials indicate that combi-
nation therapy with reduced-dose alteplase or reteplase
plus full-dose abciximab appears to improve both the
speed and the degree of reperfusion without a significant
increase in bleeding events. However, it has not yet been
shown that this improvement in TIMI 3 flow translates
into a mortality benefit without increasing bleeding
complications. For this reason, the GUSTO V trial has
been initiated. This trial has an enrollment goal of
16 600 patients and a primary end-point of all-cause
mortality at 30 days.

Facilitated PCI

Initial experience with the combination of fibrinolysis
and early percutaneous transluminal coronary angio-
plasty (PTCA) was not favourable. The TAMI trial
tested whether immediate angioplasty improved the
results of 386 acute MI patients treated with alteplase
compared with deferred angioplasty (5 to 10 days later).
In this trial, patients who underwent immediate inter-
vention experienced higher mortality, as well as a greater
need for emergency coronary artery bypass graft
(CABG) surgery and repeat angioplasty[34]. Higher rates
of mortality, reinfarction, bleeding and emergency
CABG also were reported by the TIMI IIA investiga-
tors, who compared early intervention with delayed
angioplasty (18 to 24 h) or conservative care[35]. The
results of these and other[36,37] trials demonstrating the
absence of benefit to early intervention in the setting of
fibrinolytic therapy led to the abandonment of this
strategy[38,39].

Over the last decade, there have been many improve-
ments in both the medical and the interventional care of
MI patients. The pivotal role of platelets in the pro-
thrombotic milieu of acute MI has led to the develop-
ment of new potent platelet antagonists. There also have

been improvements in interventional techniques, equip-
ment and operator experience. For instance, the
Plasminogen-activator Angioplasty Compatibility Trial
(PACT) demonstrated an improvement in safety of early
PCI in this more current time period, that is, in which
stents and platelet GP IIb/IIIa receptor inhibitors are
available[40].

In the SPEED trial of abciximab with or without
low-dose fibrinolytic therapy, all of the patients had
early angiography and PCI was encouraged. This study
design allowed for a reexamination of the utility of early
PCI after thrombolysis in a contemporary setting.
Although the term ‘facilitated PCI’ has been used to
describe a number of management strategies that aim to
use pharmacological agents to improve the outcome of
early PCI in acute MI, we have used the term to describe
the administration of reduced-dose fibrinolytic therapy
and GP IIb/IIIa receptor inhibitors in the setting of
planned, immediate PCI. We hypothesized that facili-
tated PCI incorporating stents and GP IIb/IIIa receptor
inhibition would be safe and would improve the
angiographic and procedural outcomes of patients
with acute MI.

A total of 323 patients (61%) underwent PCI at the
time of initial angiography, a median of 63 min after
reperfusion therapy began[41]. Cineangiograms were
reviewed by a blinded core laboratory. Ischaemic events,
bleeding, angiographic results and clinical outcomes
were compared between early PCI and no-early-PCI
patients (n=162), between patients with TIMI grade 0 or
1 flow before PCI versus TIMI grade 2 or 3 flow, and
among three treatment regimens.

The procedural success rate in early PCI patients was
88%, and 78% received intracoronary stents. Major
cardiovascular events by 30 days occurred in 5·6% of the
study population and included death (3·4%), reinfarc-
tion (1·2%) and urgent revascularization for severe
ischaemia (1·6%)[41]. In the 162 patients who did not
undergo early PCI, there were no significant differences
from early PCI patients in clinical characteristics, but
the rates of reinfarction, urgent revascularization and
the composite of ischaemic events were substantially
higher (Fig. 3)[41]. The clinical success rate, defined as
freedom from death, reinfarction and urgent revascular-
ization by 30 days, was 94·4% for early PCI patients
and 83.8% for those not undergoing early PCI
(P<0·001) (Fig. 4)[41].

TIMI flow grade was assessed in 294 patients under-
going early PCI with evaluable angiograms. The per-
centage of patients who achieved TIMI grade 2 or 3 flow
increased from 66% before PCI to 98% after early PCI
(P<0·001). A similar improvement was noted in the
corrected TIMI frame count. Interestingly, in the entire
SPEED trial, patients with TIMI grade 0 or 1 flow
before PCI were more likely to undergo intervention.
Similarly, early PCI was performed more often in
patients receiving abciximab alone (without a fibrino-
lytic), probably reflecting the lower initial rate of TIMI 3
flow. In patients who received combination therapy with
abciximab and reduced-dose reteplase, post-PCI TIMI
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grade 3 flow was present in 86% of patients at an
estimated 90 min after treatment began. In these patients
there also was a trend toward improved clinical out-
come, with a composite rate of death, MI and urgent
revascularization of 5·9% compared with rates of 8·1%
and 7·1% in patients receiving abciximab or reteplase
alone, respectively[41].

Thus, early PCI in this setting appears to be both safe
and effective. Some of the likely reasons for the better
results in the present trial include use of abciximab, use
of intracoronary stents, optimization of heparin anti-
coagulation and increased interventional operator ex-
perience. Several trials have shown that abciximab can
improve the results of primary angioplasty in acute
MI patients[42]. Stent usage has also been shown to
improve the short-term results of primary angioplasty,

particularly when combined with abciximab[43]. Finally,
the specific lytic agent used — in this case, reteplase —
also may have contributed to the improved outcome.
Reteplase has been shown to produce greater early
TIMI 3 flow rates compared with alteplase, and in
patients undergoing rescue angioplasty in the GUSTO-
III trial, patients who received abciximab had improved
outcomes when randomized to reteplase compared with
randomization to alteplase[44].

Combining treatment with reduced-dose fibrinolytics,
GP IIb/IIIa receptor inhibition and early PCI has a
number of potential benefits. These include: (1) potential
for more rapid restoration of TIMI 3 flow due to the
more ready availability of pharmacological therapy,
(2) more complete final restoration of TIMI 3 flow pro-
vided by early PCI, (3) improvements in PCI outcomes
due to pre-treatment with fibrinolytics and GP IIb/IIIa
receptor inhibitors as well as greater patient stability due
to an open artery, and (4) improvements in tissue-level
perfusion as indicated by ST-segment resolution and
coronary flow reserve. For instance, Brodie and col-
leagues recently detailed the many benefits of an open
artery during PCI[45]. In 1490 consecutive patients
treated with primary angioplasty from 1984 to 1997,
TIMI 0 or 1 flow was present initially in 81·7% of
patients and TIMI 2 or 3 flow was present in 18·3% of
patients. Patients with initially patent arteries (TIMI 2
or 3 flow) were less likely to experience cardiogenic
shock (1·8% versus 9·4%, P<0·0001) and severe left
ventricular dysfunction (12·6% versus 19·9%, P=0·007)
and had greater procedural success (97·4% versus 93·8%,
P=0·02) than patients who presented with closed
arteries. It should be noted that the clinical course in the
catheterization laboratory was also less morbid, as
patients with open arteries had less ventricular fibril-
lation (3·3% versus 9·7%, P=0·0006) or cardiopul-
monary arrest (2·9% versus 6·3%, P=0·03) and were less
likely to require intra-aortic balloon pumping (8·1%
versus 15·7%, P=0·001) or temporary pacing (12·9%
versus 22%, P=0·007).

In addition, treatment with combination therapy, by
maximizing patency of the infarct-related artery, may
facilitate the performance and outcome of PCI. de
Lemos and colleagues have presented data on 105
patients (12%) in the TIMI 14 trial who underwent PCI
after 90-min angiography[46]. Using ST-segment resolu-
tion as a marker for tissue-level reperfusion, the relation-
ships between PCI, combination therapy with low-dose
alteplase plus abciximab, and TIMI flow were explored.
In patients who underwent PCI, there was a greater rate
of ST-segment resolution in those who had received
combination therapy with alteplase plus abciximab com-
pared with those who had received fibrinolytics alone
(49% versus 8%, P=0·002). This difference was even
more marked in patients who had TIMI 3 flow prior to
PCI (57% versus 1%, P=0·04). Likewise, in patients who
received combination therapy and who had TIMI 3
flow, ST-segment resolution was greater in those who
underwent early PCI than in those who did not (57%
versus 24%, P=0·006)[47]. These results suggest that
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combination therapy facilitates tissue-level reperfusion
in patients who undergo early PCI even in the setting of
TIMI 3 flow prior to intervention.

Conclusions

In summary, facilitated PCI for acute MI involves
the combination of fibrinolytics, GP IIb/IIIa receptor
inhibitors and early percutaneous intervention to maxi-
mize the degree of reperfusion to both epicardial vessels
and the microvasculature for optimum clinical benefit.
Although early studies showed no benefit and increased
risk of performing early PCI in a fibrinolytic milieu,
there is a growing body of evidence indicating not only
that these treatment modalities can be used together
safely, but that both angiographic and clinical outcomes
may be enhanced with their combination.

Although previous discussion has frequently focused
on whether fibrinolysis or primary PTCA provides the
best outcome based on the incidence of TIMI 3 flow at
90 min, the time at which normal flow is achieved is
equally important[48]. The combination pharmacological
approach of abciximab and reduced-dose reteplase or
alteplase can improve TIMI grade 3 flow by an absolute
amount of 10–15% at 60 min[32,33]. Primary angioplasty
can achieve higher patency rates but generally at later
time points[23,48]. The addition of early facilitated PCI in
the SPEED trial resulted in an extremely high core
laboratory-assessed TIMI grade 3 flow rate (86%) and a
normal mean corrected TIMI frame count, without
sacrificing the early benefit (between 30 and 60 min) of a
pharmacological approach (Fig. 5)[41]. Combination
therapy has the potential to improve both very early and
later reperfusion. However, the mortality benefit and
safety of combined therapy must first be validated in a
large trial, such as the current GUSTO V trial. Similarly,
the benefits of facilitated PCI should be confirmed
in a prospective, randomized trial. Two such trials,

one called Facilitated Intervention With Enhanced
Reperfusion Speed to Stop Events (FINESSE) using
reteplase and abciximab and another using tenecteplase
and tirofiban, are planned.
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