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Guidelines are based on a scientific analysis from existing data of randomized controlled trials (RCTs), registry
trials, simple registries, case reports, and the personal experience of the task force members. Furthermore, meta-
analyses and subgroup analyses are used to derive the strengths of recommendations. Fortunately, the major
cardiac societies, i.e., the American College of Cardiology (ACC), the American Heart Association (AHA), and the
European Society of Cardiology (ESC), are essentially using the same definitions for the levels of recommendations.
In the expanding field of cardiology, however, the overwhelming and increasing number of clinical studies reveals
the limitations of the traditional ranking of these studies: Applying the standard definitions of the ACC/AHA/ESC
criteria for the levels of recommendation, almost every PCI procedure would easily reach the level of evidence A,
even with two small, underpowered studies and a surrogate endpoint. Although meta-analyses are important tools
for creating an overview of major diagnostic or treatment modalities, they are bound to severe limitations. The
compilation of several underpowered, small trials can generate a statistically artificial “significant” result. This
is especially important because only two meta-analyses containing almost identical studies could easily yield an
evidence level A. RCTs are usually designed and conducted according to a power calculation, for which a primary
clinical or surrogate endpoint can be chosen. Surrogate endpoints, however, do not necessarily correlate with
the clinical outcome. The history of medicine is full of errors introduced by underpowered studies with surrogate
endpoints. Many investigators and companies attempt to tease out treatment effects in specific subpopulations
of patients. These subgroup analyses are usually underpowered. Another major limitation of the ACC/AHA/ESC
scoring system is that neither the power of a study nor the choice of a primary clinical endpoint is included in
their definitions. Yet another limitation of the ACC/AHA/ESC grading system is that two “simple” registries may
already lead to a level of evidence B. A new scoring system is presented addressing most of these limitations: a
primary clinical endpoint receives three points, whereas all of the following receive one point: double-blind design,
evaluation interval of primary endpoint ≥ 6 months, multicenter (at least three centers), independent data and
safety monitoring, power of ≥ 80% for primary endpoint achieved, and follow-up ≥ 80% for a surrogate primary
endpoint or follow-up of ≥ 95% for a clinical primary endpoint. Thus, the maximum achievable points is 10. This
scoring system can also be applied for high-quality registry controlled trials using a predefined control group
and power calculation. For simple registry studies and subgroup analyses, a modified scoring system has been
developed (maximum achievable points is 5). The advantage of the suggested new scoring system is its transparency,
reproducibility, and ease of use by quickly answering the key quality questions for clinical trials. The new scoring
system suggested here should help make decisions regarding which treatment to use and stimulate discussions.
(J Interven Cardiol 2006;19:485–492)

Introduction

One of the first formal methods for the evaluation
of the quality of controlled randomized clinical tri-
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als (RCTs, RaCTs) was developed in 1981 by the
late Thomas Chalmers.1 As a pioneer in this field, T.
Chalmers developed a system to evaluate the design,
implementation, and analysis of RaCTs with emphasis
on the quadruple blinding (the randomization process,
the physicians and patients as to therapy, and the physi-
cians as to ongoing results), which he considered to be
the most important aspect of any trial. Numerous other
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scales and checklists have since been suggested to eval-
uate RaCT quality.2–4

Guidelines for diagnostic and treatment modalities
are increasingly created and used in most fields of med-
ical care. Guidelines are not legally binding; they are
recommendations of what one could or should do—but
not what one must do. However, if a problem arises,
one might justify not having followed the guidelines.
Guidelines are the result of an analysis of existing data
but refer to only those clinical situations that have been
investigated in clinical trials. Therefore, guidelines do
not replace medical experience.

Guidelines are based on a scientific analysis of
existing data from RaCTs, registry controlled trials
(ReCTs), simple registries, case reports, and the per-
sonal experience of the task force members. Further-
more, meta-analyses and subgroup analyses are used to
derive the strengths of recommendations. Fortunately,
the major cardiac societies, i.e., the American College
of Cardiology (ACC), the American Heart Associa-
tion (AHA), and the European Society of Cardiology
(ESC), are essentially using the same definitions for
the levels of recommendations. In the expanding field
of cardiology, however, the overwhelming and increas-
ing number of clinical studies reveals the limitations of
the traditional ranking of these studies. Applying the
standard definitions of the ACC/AHA/ESC criteria for
the levels of recommendation, almost every PCI proce-
dure would easily reach the level of evidence A, even
with two small, underpowered studies and a surrogate
endpoint.

The following article therefore discusses the limita-
tions of the traditional ranking of recommendations and
suggests a new scoring system to rapidly check each in-
dividual study and make transparent and reproducible
its key parameters of scientific evidence.

The Definition of the ACC/AHA/ESC Levels
of Recommendations

The U.S.A.5 and European6 guidelines are based on
a combination of the defined classes of recommenda-
tions (I, II, III) and the levels of evidence (A, B, C)
as listed in Tables 1–3. Whereas the definitions of the
classes of recommendations are almost identical be-
tween the United States and Europe (Table 1), there
are minor differences in the definitions of the levels of
evidence: level of evidence B requires “large” nonran-
domized studies in Europe, whereas any nonrandom-
ized studies are included in the United States. Other

Table 1. Classification of Recommendations as Defined in the

ACC/AHA5 and in the ESC6 Guidelines

Class I ACC/AHA:
Conditions for which there is evidence for and/or

general agreement that a given procedure or

treatment is beneficial, useful, and effective.

ESC:
Evidence and/or general agreement that a given

treatment or procedure is beneficial, useful, and

effective.

Class II ACC/AHA:
Conditions for which there is conflicting evidence

and/or a divergence of opinion about the

usefulness/efficacy of a procedure or treatment.

ESC:
Conflicting evidence and/or divergence of opinion about

the usefulness/efficacy of the treatment or procedure.

Class IIa ACC/AHA/ESC:
Weight of evidence/opinion is in favor of

usefulness/efficacy.

Class IIb ACC/AHA/ESC:
Usefulness/efficacy is less well established by

evidence/opinion.

Class III ACC/AHA:
Conditions for which there is evidence and/or general

agreement that a procedure/treatment is not

useful/effective and in some cases may be harmful.

ESC:
Evidence or general agreement that the treatment or

procedure is not useful or effective and in some cases

may be harmful.

minor differences for level of evidence C are listed in
Table 2.

The Limitations of the ACC/AHA/ESC Levels
of Recommendations

It may be somewhat confusing that the evidence de-
rived from a study appears in both categories, i.e., in
the class of recommendation as well as in the level of
evidence (Tables 1 and 2). The strength of evidence
derived from a study should be accounted for exclu-
sively in the level of evidence. Thus, the classes of
recommendations should be based predominantly on
the agreement of the opinion of the task force mem-
bers: a unanimous agreement between the task force
members would lead to a class I recommendation; if
the majority of the task force members is in favor of
a treatment, the recommendation would be a class IIa
and if only a minority of task force members is in favor
a class IIb. This would make the final, combined levels
of recommendations (Table 3) more transparent.7
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Table 2. Levels of Evidence as Defined in the ACC/AHA5 and in

the ESC6 Guidelines

Level of evidence A ACC/AHA/ESC:
Data derived from multiple randomized

clinical trials or meta-analyses.

Level of evidence B ACC/AHA:
Data derived from a single randomized

trial or nonrandomized studies.

ESC:
Data derived from a single randomized

clinical trial or large nonrandomized

studies.

Level of evidence C ACC/AHA:
Only consensus opinion of experts,

case studies, or standard-of-care.

ESC:
Consensus of opinion of the experts

and/or small studies, retrospective

studies, registries.

The Problem with a “Class III” Recommenda-
tion. The class III recommendation contains two ba-
sically different situations: If a procedure is not effec-
tive, it at least does not harm the patient. On the other
hand, if a procedure is harmful, it must be avoided. The
“recommendation not to recommend” is contradictory.
Instead, one should simply not use the term “class III”
anymore.7 If a treatment/procedure is not effective, it
can be so described in the guidelines—but without a
class of recommendation. If a treatment/procedure is
harmful, it can be separately listed under “warnings
and contraindications”—without a class of recommen-
dation. This is especially important when a study was
prematurely terminated for safety reasons.8

Reproducibility of the Classification System. It
is obvious that the unclear ACC/AHA/ESC definitions
of classes of recommendations and levels of evidence
leave room for different gradings of the same stud-
ies and procedures by different task forces: Despite
the almost identical definitions and analyzing the same

Table 3. The 12 Possibilities of the Final Levels

of Recommendations Are Based on the Combination of the Classes

of Recommendations and the Corresponding Levels of Evidence

Level of Level of Level of

Evidence A Evidence B Evidence C

Class I I A I B I C

Class IIa IIa A IIa B IIa C

Class IIb IIb A IIb B IIb C

Class III III A III B III C

studies, different levels of recommendation between
the ACC/AHA and the ESC are not unusual. For ex-
ample, the use of abciximab for PCI in patients with
ST-segment elevation myocardial infarction is at level
IIa B in the ACC/AHA guidelines9 but at level IIa A in
the ESC guidelines.7 On the other hand, drug-eluting
stents (DES) “should be considered as an alternative
to the bare-metal stent in subsets of patients in whom
trial data suggest efficacy” at level I A in the ACC/AHA
guidelines,5 whereas DES were graded level I B for the
same indication in the ESC guidelines.7

The Problem of Meta-analyses. Meta-analyses
are important tools for creating an overview of ma-
jor diagnostic or treatment modalities; however, their
severe limitations should be kept in mind.

The compilation of several underpowered, small tri-
als can generate a statistically artificial “significant”
result—although still underpowered. This is especially
important, because only two meta-analyses containing
almost identical studies could easily yield a level of
evidence A (Table 2). Furthermore, different studies
use different definitions for the same parameter: e.g.,
major cardiac events (MACE) in SIRIUS10 included
any death and target lesion revascularization (TLR),
whereas MACE in TAXUS-IV11 included only death
from cardiac causes (which is lower than any death) and
target vessel revascularization (TVR, which is usually
higher than TLR). Similar differences in definitions of
“stent thrombosis” can also be found. In addition to the
angiographic confirmation, the TAXUS studies classi-
fied any Q-wave or non-Q-wave myocardial infarction
(related to the target vessel territory) as “stent thrombo-
sis”, whereas the SIRIUS studies included only Q-wave
infarctions related to the target vessel territory. In ad-
dition, any unexplained sudden death within 30 days
after the procedure was considered a “stent thrombo-
sis” in the TAXUS and SIRIUS programs, whereas in
the ENDEAVOR program, any cardiac death within
30 days was interpreted as a “stent thrombosis”. This
meta-analysis “mishmash” of different studies with dif-
ferent inclusion/exclusion criteria using different def-
initions and different standards of external reviewing
boards must be interpreted with caution.12 Studies of
low methodological quality in which the estimate of
quality is incorporated into the meta-analyses can al-
ter the interpretation of the benefit of intervention.13

Furthermore, meta-analyses should not contain stud-
ies which are not yet fully published, especially if the
orally presented data are different from the data printed
in the abstract.14 Patients are better served by clinicians
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waiting at least for the evaluation of potential scientific
advances by rigorous peer review.15

Meta-analyses are important for creating hypo-
theses—which should be confirmed by a subsequent
RaCT—but should not serve as a tool to automatically
receive a level of evidence A.

The Importance of “Power” and the Problem
of Subgroup Analyses. Although some RaCTs have
been published without a power calculation,16 RaCTs
are usually designed and conducted according to a
power calculation. This power calculation results in
a required minimum number of patients to be enrolled
(sample size) in order to prove or disprove the respec-
tive hypothesis. The hypothesis can be proven accord-
ing to a superiority trial design (e.g., DES superior to
bare stents10,11,17) or according to a noninferiority trial
design (e.g., DES-1 is not inferior to DES-218–20). Non-
inferiority trials (= equivalency trials) involve various
problems: In contrast to superiority trials, equivalency
trials define an “acceptable difference” to the reference
treatment effect, the so-called delta. This “delta” can
be freely chosen by the investigators. To save money,
studies could be conducted with a low number of pa-
tients, showing “statistically significant equivalency”
of a new DES as compared to a standard DES. This
“outcome drift” may imply a nonexisting equivalency
between the established standard DES and the newly
developed DES. Furthermore, the question whether a
negative noninferiority study has proven a superiority
(DES-1 is “not noninferior” to DES-2) is a matter of
controversy.18,19

One of the major limitations of the ACC/AHA/ESC
scoring system is that the power of a study is not in-
cluded in their definitions (Tables 1 and 2), especially
since the power of a study is more important than
just the number of enrolled patients: A “small” study
can have more power than a “large” study. The power
of a study may also get lost if the analysis switches
from “intention to treat” to “per protocol.” If a study
was originally designed as an “intention to treat” trial,
the “per protocol” analysis should be interpreted with
caution.

Subgroup analyses are a frequently used tool to
demonstrate all kinds of “effects.” Many investigators
and companies attempt to tease out treatment effects
in specific subpopulations of patients. One must, how-
ever, always keep in mind that subgroup analyses are
usually underpowered, because they contain a lower
patient number than the total number of patients re-
quired to achieve the necessary power.21 Reporting of

subgroup analysis needs to be substantially improved
because emphasis on these secondary results may mis-
lead treatment decisions.21

Therefore, the results of subgroup analyses are often
a matter of chance and should be taken with caution,
particularly when not all subgroup analyses go in the
same direction. Simple registries should not be used to
“prove” a superiority of DES-1 over DES-2. Like meta-
analyses, simple registries should be used to generate a
hypothesis, which will be corroborated by subsequent
randomized trials.

The Importance of the Primary Clinical End-
point. The primary endpoint of an RaCT can be cho-
sen as a clinical endpoint or a surrogate endpoint.22

Clinical endpoints are defined as clinical events,
like MACE, major cardiac and cerebrovascular events
(MACCE), target vessel failure (TVF), TVR, and target
lesion revascularization (TLR). For MACE, MACCE,
and TVF, the patients do not have to undergo another
cardiac catheterization, whereas TVR and TLR require
this. It is anticipated that TVR and TLR are clinically
driven—but sometimes the differentiation between a
clinically driven re-PCI and an angiographically driven
(“oculostenotic reflex”) re-PCI in studies with a per
protocol routine follow-up angiography can be compli-
cated: The impact of systematic repeat angiography on
“clinically driven” re-PCI rates has been nicely shown
with considerably lower TLR and TVR rates in the
nonangiography subset as compared to the angiogra-
phy subset.17 It is easy to imagine that the difference
between strict clinically driven and angiographically
driven re-PCI will be even higher when physicians are
not blinded to the treatment groups: While random-
ization is the accepted way to create treatment groups
that are free from treatment-related selection bias, it
alone does not protect RaCTs against other types of
bias.23

Surrogate endpoints are usually quantitative coro-
nary analyses (QCA) of the angiograms, like diameter
stenosis (DS in %), restenosis rate (RR in %), mini-
mum lumen diameter (MLD in mm) or late loss (LL
in mm)/late loss index (LLI in %). Also intravascu-
lar ultrasound (IVUS24), TIMI-flow, and “myocardial
blush” have served as surrogate parameters. A surro-
gate endpoint, however, is insufficient for documenting
an improvement in clinical outcome: In DELIVER-
I,25 although late lumen loss was statistically signif-
icantly reduced, there was no significant benefit for
the clinical outcome. A similar missing correlation be-
tween surrogate and clinical endpoints can be derived
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from the SIRIUS,10 TAXUS-IV,11 and ENDEAVOR-
II17 studies. Although there were significant differences
at 9 months in LL (0.17 mm/0.39 mm/0.62 mm), the
TVF rates were almost identical (8.6%/7.6%/8.1%).
Also, after 1 year there was no difference among these
DES regarding the TVF (9.8%/10.0%/9.9%). Never-
theless, LL might be an easy-to-measure parameter,
independent of vessel size, to initially evaluate newly
developed DES by generating hypotheses to be corrob-
orated in subsequent randomized trials.26

Furthermore, if a clinical parameter is chosen as
a secondary endpoint and even if it is significantly
improved at P < 0.05, this does not necessarily mean
that the statistical proof is sufficient to document an
improved clinical outcome: Since the power of such
a study was calculated according to the primary (sur-
rogate) endpoint, the power of the secondary (clini-
cal) endpoint is insufficient (“underpowered”).27 Un-
derpowered studies have been misleading medicine for
a long time (ELITE-I vs ELITE-II; Vesnarinone vs
VEST; PRAISE-I vs PRAISE-II). The major “advan-
tage” of choosing a surrogate parameter as primary
endpoint is that the required sample size is smaller, so
the study is completed earlier and less expensively.

Independent of the choice of the primary endpoint,
the monitoring of the events by an external, indepen-
dent “clinical event committee” (CEC) and/or a data
safety monitoring board (DSMB) is crucial for the
quality of the study. The members of the CEC/DSMB
should not participate as investigators and not be mem-
bers of the steering committee. Full disclosure of possi-
ble financial conflicts of interest of all actively involved
persons is required.28

Underpowered studies in combination with a pri-
mary surrogate endpoint have led to the controversy of
“Cypher vs Taxus.”27 This controversy was fueled by
studies which were not “real” multicenter studies or had
a primary surrogate endpoint.18,19,29,30 The only major
multicenter “head-to-head” trial with an independent,
external review committee was REALITY31—showing
no difference between Cypher (TVF after 12 months:
12.0%) and Taxus (12.9%). Head-to-head trials prov-
ing the superiority of DES-1 over DES-2 should be
designed as superiority trials with a primary clinical
endpoint, an adequate power calculated and achieved,
a “real” multicenter status and an external, indepen-
dent DSMB. Such a trial does not exist. For the detec-
tion of differences in (late) stent thrombosis, more than
10,000 patients would probably be needed to detect sta-

tistically significant differences at a power of >80%.
From the clinical point of view one could state that if
such megatrials are necessary to show a difference, the
difference is probably not clinically relevant.

Not All Registries Are Equal. As opposed to
RaCTs, registries do not enroll their patients accord-
ing to a randomized protocol and therefore do not have
a parallel, simultaneous control group. Usually, they
compare the results with a not-predefined historical
“control” group of another study, eventually trying to
post hoc match the patients. These “standard” simple
registries intrinsically do not have a power calculation,
no sample size calculation, and therefore do not have a
primary endpoint. It thus makes more sense to call the
goals of a simple registry a “primary objective” rather
than a “primary endpoint.”

One of the major advantages of registries is their
usually much larger number of patients with no in-
clusion/exclusion criteria, so they might better reflect
the “real world” of “all comers.” On the other hand,
monitoring and follow-up in simple registries is usu-
ally lower than in RaCTs. One of the limitations of the
ACC/AHA/ESC grading system is that two “simple”
registries may already lead to a level of evidence B
(Table 2).

Recently, some more elaborate registries prespeci-
fied the “to be matched control group” using identical
inclusion/exclusion criteria and a sample size based
on an a priori power calculation. These “registry con-
trolled trials” (ReCTs) with a power calculation and
a primary endpoint have to be differentiated from the
simple registries without a power calculation and there-
fore without a primary endpoint.

A New Scoring System to Evaluate Clinical
Trials for Their Scientific Evidence

A new scoring system should address most of the
above-discussed relevant limitations, being fully trans-
parent and therefore reproducible, tailored to all differ-
ent designs of clinical studies and not too complicated
to apply. The concept of this new scoring system could
also be applied in medical fields beyond PCI and even
beyond cardiology.

Randomized Controlled Trials. For the reasons
discussed above, the following eight questions have to
be answered to evaluate the scientific evidence of an
RaCT:
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Table 4. A New Score for Randomized Controlled Trials (RaCT)

or Registry Controlled Trials (ReCT)

Clinical primary endpoint (TLR, TVR, TVF, MACE) Yes = 3

No = 0

Double-blind (including physicians) Yes = 1

No = 0

Evaluation interval of primary endpoint ≥ 6 months Yes = 1

No = 0

Multicenter (at least 3 centers) Yes = 1

No = 0

Clinical events committee / data safety Yes = 1

monitoring board independent from the steering

committee

No = 0

Primary endpoint reached Yes = 1

No = 0

Power of ≥ 80% for primary endpoint achieved Yes = 1

No = 0

Follow-up percentage ≥ 80% for surrogate primary Yes = 1

endpoint or follow-up percentage of ≥ 95% for

clinical primary endpoint

No = 0

Maximum possible Silber score 10

An ReCT is a nonrandomized trial requiring a prespecified matched
control with prespecified inclusion/exclusion criteria and a sample
size based on a power calculation.

1. Was the primary endpoint a clinical or a surrogate
parameter?

2. Were the physicians blinded to the modality of
treatment?

3. Was the evaluation interval for the primary end-
point long enough?

4. Was it a “real” multicenter study?
5. Was the clinical events committee/DSMB exter-

nal and independent from the steering commit-
tee?

6. Was the primary endpoint reached?
7. Was a power calculation performed and the de-

sired power actually reached?
8. Was the follow-up rate of patients sufficient?

Table 4 depicts the suggested new scoring system
answering these questions. The maximum achievable
points is 10. The Cypher-stent (SIRIUS-trial10), the
Taxus-stent (TAXUS-IV trial,11), and the Endeavor-
stent (ENDEAVOR-II trial17) have received a score of
10 each, as published at the TCTMD Web site.32

Registry Controlled Trials. These high-standard
registries (ReCTs) can be evaluated analogous to the
RaCTs (Table 4). Examples for such ReCTs are ARTS-
II33 and Taxus-ATLAS, each one having received a
score of 8.32

Table 5. A New Score for “Simple Registries” (as Opposed to

Registry Controlled Trials) or Subgroup Analyses from

Randomized Controlled Trials

Data prospectively collected Yes = 1

No = 0

Subgroup analysis from a randomized, controlled trial Yes = 1

No = 0

Multicenter (at least 3 centers) Yes = 1

No = 0

Clinical events committee / data safety monitoring Yes = 1

board independent from steering committee No = 0

Monitoring ≥ 10% and follow-up percentage ≥ 90% Yes = 1

No = 0

Maximum possible Silber score 5

Simple Registry Studies and Subgroup Analyses.
As opposed to RaCTs and ReCTs, “simple” registries
do not have power/sample size calculation and there-
fore no predefined calculation of an endpoint. The miss-
ing power calculation is also true for subgroup analyses
of RaCTs. Therefore, the scoring system as in Table 4
cannot be applied under these circumstances. Never-
theless, for “simple” registries and subgroup analyses,
there are also criteria to evaluate their scientific robust-
ness, as in the following questions:

1. Were the data prospectively or retrospectively
collected?

2. Were the data derived from a subgroup analysis
of a randomized controlled trial?

3. Was it a “real” multicenter study?
4. Was the clinical events committee/DSMB exter-

nal and independent from the steering commit-
tee?

5. Was there an adequate monitoring and follow-up
rate?

Table 5 depicts the suggested new scoring system
answering these questions. The maximum achievable
points is 5. An “adequate” monitoring for registries is
considered if at least 10% of the patients have been
randomly controlled. Since registries are usually clini-
cally oriented, a follow-up rate of at least 90% should be
possible. Subgroup analyses of RaCTs receive an extra
point because of the strong monitoring and follow-up
procedures of RaCTs. Since a tremendous number of
simple registries and subgroup analyses with many up-
dates are presented at many meetings, they should only
be graded after their final publication in a peer-reviewed
journal.

Limitations of the New Scoring System. The
choice of the factor 3 for a primary clinical endpoint
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is arbitrary. But as discussed above, clinical studies
with a primary clinical endpoint have the highest evi-
dence to prove or disprove a given procedure or treat-
ment. Surrogate measurements may not necessarily
reflect differences in clinical outcome. Therefore, stud-
ies with a primary clinical endpoint and their inherent
higher number of needed patients should be rewarded
accordingly.

Another criticism might be that the score is too sim-
plistic. “Between measurements based on randomized
controled trials and benefit. . .in the community there
is a gulf which has been much underestimated” (A. L.
Cochrane, 1971, quoted from Ref. 34). Many deter-
minants are needed for external validity in the design
and reporting of RCTs.34 While the presented score
could certainly be expanded to include more evalua-
tion parameters, that would inhibit its easy applica-
tion. Some of the questions related to the quality of
a clinical study that were not included in the scor-
ing system are as follows: Was the possible finan-
cial conflict of interest of the investigators fully dis-
closed? What are the economic consequences of the
study? Will society be able to afford the new treat-
ment options? Although these aspects are important,
they were not included in the score because they go
beyond the “pure” scientific evidence. Guidelines are
usually based on the “pure” scientific evidence7—only
in a few exceptions are they based on cost-effectiveness
analyses.35 Cost-effectiveness analyses are very depen-
dent on regional circumstances and complexity of le-
sions as has been shown for the United States36 and
Switzerland.37

The advantages of the suggested new scoring sys-
tem are their transparency, reproducibility, and ease of
use by quickly answering the key quality questions for
RaCTs, ReCTs, and simple registries. The score is in-
tended to help practicing cardiologists rapidly evaluate
the strength of evidence from the many DES: In Eu-
rope, 13 different DES are currently CE certified and
commercially available. The CE mark, however, is not
at all a proof of safety and efficacy.38 Therefore, the
new scoring system suggested here should help decide
which DES to use and stimulate discussions.
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