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Comparison of low-molecular weight
heparins to unfractionated heparin

We do not agree with the section
entitled ‘antithrombin drugs’ in the
Task Force Report on management of
acute coronary syndromes without
persistent ST segment elevation by
Bertrand and colleagues[1], who com-
pared low-molecular weight heparin
to unfractionated heparin in the
FRISC[2] and FRISC II[3] trials, and
concluded in Fig. 4 that low-molecular
weight heparin in FRISC II is better
than unfractionated heparin. FRISC
II as well as FRISC tested the low-
molecular weight heparin dalteparin
against placebo and not against
unfractionated heparin. Indeed, there
are a few trials that compared low-
molecular weight heparin to unfrac-
tionated heparin (FRIC, ESSENCE,
TIMI 11B, FRAXIS, Gurfinkel[4]).
Pooled analysis of these trials did
not show any significant difference
in the incidence of major vascular
outcomes[5].

In contrast to these trials, the results
from FRISC II showed that dalteparin
was superior to placebo and not to
unfractionated heparin.
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Acute myocardial infarction in diabetic
patients. Are we actually doing bad?

We read with great interest the paper
by Gustafsson and co-workers[1] in a
December 2000 issue of the journal,
in which the detrimental effect of
diabetes on long-term mortality in
patients with acute myocardial infarc-
tion (AMI) is well documented. In this
study, the authors point out the lower
frequency of reperfusion therapy pre-
scription in diabetic patients as a main
cause of their higher mortality when
suffering an AMI in comparison with
non diabetics[2].
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Comments on EMIP-FR study’s
editorial

In its September issue, the European
Heart Journal published the results of
the EMIP-FR study[1] with an accom-
panying editorial by G. Tognoni[2].
The editorial’s author proposes
‘two alternative explanations’ for the
results of the study: ‘either the drug is
perfectly inactive or the hypothesis has
no clinical relevance nor implications’.

I believe that such an assumption
over-simplifies the situation. Firstly, it
is based on the hypothesis, made at the
start of the study, that the principal
action of trimetazidine is free radical
scavenging, which now seems to be far
from true, since the publication of the
mode of action of this compound[3].
Secondly, the discussion of the drug’s
activity has to be limited to the actual
model used in the EMIP-FR study,
that is, the activity after intravenous
administration, of the given dose,
within 24 h after AMI. Data derived
from such a model do not justify
interpolations to other clinical situa-
tions, in particular to its approved
indication (stable angina), mode of
administration (orally) and dosage
(60 mg . day�1).

In fact, we investigated trimeta-
zidine’s activity in such conditions in a
TRIMPOL-2 study, reported at the
recent ESC congress in Amsterdam[4].
TRIMPOL-2 was a randomized,
double-blind, placebo-controlled trial,
which investigated the effects of tri-
metazidine vs placebo over 3 months,
in 347 patients with stable angina
uncontrolled by metoprolol alone.
Results obtained in this large popu-
lation confirmed previous work pub-
lished on trimetazidine, that is, a
significant improvement in stress test
and clinical parameters, as compared
to placebo. Results are currently being
prepared for publication.

The results of the TRIMPOL-2
trial, and previous studies with tri-
metazidine, suggest that the conclu-
sions from the EMIP-FR trial should
0195-668X/01/221359+04 $35.00/0
be limited to the actual clinical
situation and the protocol applied in
the study.
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