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Summary
Background—Over the last 20 years, percutaneous transluminal balloon coronary angioplasty
(PTCA), bare metal stents (BMS) and drug eluting stents (DES) succeeded each other as catheter-
based treatments for coronary artery disease (CAD). We present an overview of randomised trials
comparing these interventions with each other and with medical therapy in patients with nonacute
CAD.

Methods—We searched Medline for trials contrasting at least two of the aforementioned
interventions. Outcomes of interest were death, myocardial infarction (MI), coronary artery bypass
grafting (CABG), target lesion or vessel revascularisation (TLR/TVR), and any revascularisation.
Random effects meta-analyses summarised head-to-head (direct) comparisons, and network meta-
analyses integrated direct and indirect evidence.

Findings—61 eligible trials (25 388 patients) investigated 4 of 6 possible comparisons between the
4 interventions. No trials directly compared DES with medical therapy or PTCA. In all direct or
indirect comparisons, succeeding advancements in PCI did not yield detectable improvements in
deaths and MI. The risk ratio for indirect comparisons between DES and medical therapy was 0·96
(95% confidence interval: 0·60, 1·52) for death and 1·15 (0·73, 1·82) for MI. In contrast, there were
sequential significant reductions in TLR/TVR with BMS compared to PTCA and with DES compared
to BMS. The risk ratio for the indirect comparison between DES and PTCA for TLR/TVR was 0·30
(0·17, 0·51).

Interpretation—Sequential innovations in the catheter-based treatment of nonacute CAD showed
no evidence of an impact on death or MI when compared with medical therapy.
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Introduction
Since its introduction by Andreas Gruntzig in 1977, percutaneous coronary intervention (PCI)
has revolutionised the care of patients with coronary artery disease (CAD) by permitting a
catheter-based approach to revascularise hemodynamically-compromised coronary arteries. In
the United States, more than one million patients are treated with PCI annually, often for
nonacute CAD.1

Recent meta-analyses suggest that PCI improves outcomes in high-risk patients with acute
coronary syndromes and ST-elevation myocardial infarction.2,3 However, their role in the
management of patients with nonacute CAD has been more controversial. An early meta-
analysis suggested percutaneous transluminal balloon coronary angioplasty (PTCA) was
superior to medical therapy for symptom reduction, albeit with an increase in the rate of
subsequent procedures.4 Later trials tested bare metal stents (BMS) against PTCA,5 and
subsequently drug-eluting stents (DES) against BMS.6,7 Based on the results of these trials,
which showed sequential reductions in the need for target vessel or lesion revascularization
(TVR/TLR) with these technological advances, PCI is now performed almost exclusively with
stents, most of which are DES in the United States.8

Despite the sequential testing of PTCA against medical therapy, BMS against PTCA, and DES
against BMS, the cumulative benefits of technological innovations after 20 years of clinical
trials in this field have not been systematically evaluated.

Herein we present a systematic overview of all RCTs comparing medical therapy, PTCA, BMS
and DES in the treatment of patients with nonacute CAD. We explore the succession of these
interventions over time using traditional meta-analysis and network meta-analysis.9,10

Network meta-analysis not only increases statistical power by incorporating evidence from
both direct (head-to-head) and indirect comparisons across all 4 interventions, but can provide
insights on the relative effectiveness of interventions that have never been directly compared,
such as medical therapy and DES.

Methods
Literature search

We performed three incremental electronic Medline searches using the MeSH terms Stents,
Angioplasty, and Coronary Disease (last search April 28, 2008) to identify English language
publications from RCTs evaluating medical therapy, PTCA, BMS, or sirolimus or paclitaxel-
eluting stents (DES) in patients with CAD. We used a methodological filter to select controlled
trials.11 We complemented searches by perusing the reference lists of previous meta-
analyses4–6,12,13 and set no geographical restrictions.

Eligibility criteria
Eligible were RCTs of patients with symptomatic or asymptomatic nonacute CAD. This
included trials with patients with stable and unstable angina but excluded those with patients
with a recent acute myocardial infarction (MI) within the prior 72 hours at the time of the first
enrolment. We included trials with at least 10 patients in each arm, comparing at least two of
the four treatments of interest (medical therapy, PTCA, BMS, and paclitaxel or sirolimus DES).
We focused on sirolimus and paclitaxel eluting stents because these stents have been most
widely studied among the various drug eluting stents. Eligible outcomes were death, fatal and
non-fatal MI, TVR or TLR, any subsequent PCI (revascularisation) and coronary artery bypass
grafting (CABG). We took care to avoid duplication of information from multiple reports on
the same trial, by only considering data from the report with the longest follow-up.

Trikalinos et al. Page 2

Lancet. Author manuscript; available in PMC 2010 November 1.

N
IH

-PA Author M
anuscript

N
IH

-PA Author M
anuscript

N
IH

-PA Author M
anuscript



We excluded RCTs that enrolled only patients with diabetes mellitus and those that enrolled
any patients with acute MI within the prior 72 hours. We also excluded RCTs focusing only
on venous bypass grafts, in-stent restenosis, or left main disease. We excluded trials comparing
two different types of non-stenting techniques (e.g., cutting balloon angioplasty or directional
coronary atherectomy vs. PTCA), two different BMS or two different DES classes. Finally,
we excluded trials that used different PCI types in the same arm (e.g., either PTCA or BMS),
unless more than 85% of patients in the corresponding arm were treated with one type of PCI
(e.g., with BMS).

Data extraction
Data were extracted directly into electronic summary tables by four investigators. All
extractions were verified against the primary paper by a different investigator, and any
discrepancies were resolved by discussion among the data extractors.

From each trial we recorded information on the publication (first author, journal and year of
publication); patient demographics (mean age, proportion of males, diabetics, and patients with
multivessel disease or unstable angina); the type of PCI strategies that were compared and
number of patients randomised to each arm; years of patient enrolment; whether the trial was
blinded; follow-up duration; and the number of events of interest in each arm. Specifically, we
extracted the number of deaths, non-fatal or fatal MI, CABG, and the total number of
subsequent revascularizations, where available. When applicable (i.e., for patients undergoing
PCI) we also extracted the number of TVRs and TLRs, according to each trial's definition.
Typically, TVR was defined as any subsequent revascularisation of the same vessel that was
initially treated, and TLRs as any subsequent revascularisation within 5 mm from the
boundaries of the original lesion.

Statistical analyses
We explored graphically the temporal accumulation of randomised evidence per comparison,
by plotting the cumulative number of patients enrolled to the different comparisons over time.
For studies that did not report the start of patient enrolment, we calculated an approximate
starting year of enrolment based on a linear regression that used follow-up duration and
publication year as predictors.

First, we performed separate random effects meta-analyses14 for all available direct
comparisons (head-to-head comparisons of 2 treatments in the same RCTs). We quantified the
extent of between-study heterogeneity with I2. I2 ranges between 0 and 100% and expresses
the proportion of between-study variability that is attributable to heterogeneity rather than
chance.15

We then examined the network formed by the four alternative strategies (medical therapy,
PTCA, BMS, and DES). In this network, one can also calculate indirect comparisons between
two strategies, by examining RCTs that contrast each strategy against a third “reference”
intervention (e.g., one can indirectly compare DES versus medical therapy by using trials that
compare DES versus BMS, and a separate set of trials comparing BMS versus medical therapy).
16,17

We combined all direct and indirect evidence in a single joint analysis (network meta-analysis),
using a two level linear mixed effects model with heteroskedastic errors.10 Network meta-
analysis incorporates indirect evidence by assuming that the effects of different interventions
are transitive. Simply put, if DES is more effective than BMS with respect to a given outcome,
and BMS is more effective than PTCA, then DES should be more effective than PTCA. The
extent of disagreement between direct and indirect evidence is quantified by the incoherence
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of the network.10 For network comparisons addressed only by direct or only by indirect
evidence incoherence could not be estimated10 and was fixed at 0.16

Main analyses used all trials with available quantitative information for each outcome. For all
calculations we performed subgroup analyses according to the type of DES (sirolimus,
paclitaxel), the proportion with unstable angina (below or above the median), and by excluding
trials of stents vs. medical therapy in stable patients with a recent acute MI (between 72 hours
and 28 days from enrolment). For all direct comparisons we performed random effects meta-
regressions to examine the association of the proportion of unstable angina with the effect size.
In sensitivity analyses we included trials with 0 events in both arms in the RR calculations (by
adding 0.5 to all cells of the pertinent 2 by 2 tables), and examined earlier follow-up data as
well (for trials reporting multiple follow-up times). Finally, we examined the robustness of the
main analyses by including in the PTCA vs Medical comparison 5 trials with mixed
interventions in their PCI arm (less than 85% of PCI belonged to our prespecified intervention;
see Appendix).

Analyses were conducted in Intercooled Stata 8.2 (Stata Corp, College Station, TX) using the
metan routine and in R 2.6.0 (R Foundation for Statistical Computing, Vienna, Austria) using
the nlme package. We did not perform any adjustments for the fact that the evaluated outcomes
are correlated. Unless otherwise stated, all p-values are two tailed and are considered significant
for p<0.05.

Results
Search results

The electronic searches yielded 2559 citations, which were screened at the abstract level. Of
these, 91 publications were reviewed in full text, and 61 RCTs (described in 72 publications)
were finally eligible for our comparative effectiveness overview (Appendix Figure 1;
Appendix Tables 1 to 4). Two trials (one comparing PTCA vs. medical treatment in strata of
patients with one- and two-vessel disease,18 and one comparing slow and moderate release
paclitaxel eluting stents vs. BMS19) were entered as 4 entries in the meta-analyses. Therefore,
we herein refer to 63 unique trial entries, with a total of 25 388 patients.

Eligible trials
Enrolment in the first RCT started in 1987, and the included RCTs were published between
1994 and 2007. The median number of patients randomised was 238 (interquartile range, IQR:
110, 446), with 8 trials having more than 1000 patients. The median follow-up duration was
12 months (IQR: 6, 24). As shown in Figure 1, RCTs generally focused on comparisons
between successive strategies: 7 compared PTCA vs. medical treatment, 34 BMS vs. PTCA,
and 18 DES vs. BMS; the remaining 4 trials compared BMS with medical treatment. Among
the 18 DES trial entries, 7 pertained to sirolimus- and 11 to paclitaxel-eluting stents (7 for
polymeric and 4 for non-polymeric paclitaxel).

RCTs differed significantly in their follow-up duration, proportion of enrollees with unstable
angina, mean participant ages and calendar years of enrolment and publication across the 4
comparisons (Table 1). Notably, trials comparing PTCA versus medical therapy had the longest
follow up and routinely excluded patients with unstable angina. In contrast, trials comparing
different modes of PCI (PTCA, BMS, and DES) included between 0 and 80% patients with
unstable angina (median proportion 34%, IQR: 19, 48%; among 35 trials reporting this
information). Mean participant ages were lowest for PTCA vs. medical therapy trials and
highest for DES vs. BMS trials. The difference is consistent with the inclusion of older patients
in later trials (Spearman's ρ=0·59 between mean age and year of trial initiation; p<0·01). There
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were no significant differences in the distribution of the proportions of diabetics, males or
patients with multivessel disease among the 4 comparison sets (Table 1).

Evolution of comparisons over time
The cumulative number of randomised patients increased steeply in the last decade (Figure 2).
Most were enrolled for comparisons between different strategies for PCI. Overall, each time
a newer technology appeared, the focus of subsequent RCTs shifted to evaluate the latest
technology versus its immediate predecessor. The only exceptions to this trend were 4 RCTs
that compared BMS and medical therapy, which started enrolling patients as early as 1997,
after at least 20 trials (on 7124 patients) had already begun comparing BMS with PTCA.

Direct comparisons
The only comparisons for which there was no direct comparative evidence were DES vs. PTCA
and DES vs. medical therapy (Appendix Figure 2). Depending on the outcome/comparison
combination, the amount of the accumulated information on direct comparisons ranged from
2 to 32 trials, or 1991 to 10 709 randomised patients (Table 2).

There were no statistically significant differences for death in any of the direct comparisons.
The summary RRs ranged between 0·82 and 1·09. The corresponding confidence intervals
could not exclude RRs as extreme as 0·59 or 1·63 in all comparisons. There was little evidence
for heterogeneity (I2<18% in all comparisons).

Similarly, for MI we found no statistically significant differences in any comparison. Summary
RRs for MI ranged between 0·97 and 1·18; their confidence intervals could not exclude RRs
as extreme as 0·59 and 1·99 in any comparison. There was evidence for heterogeneity in the
MI outcome for PTCA vs. medical therapy (I2=70%).

The only statistically significant effect for subsequent CABG was found in the DES vs. BMS
comparison (12 trials; 4995 patients). The summary RR was 0·56 (95% confidence interval,
CI: 0·36 to 0·88; favoring DES), with no evidence for between-trial heterogeneity (I2=0).

The TLR/TVR outcome was not assessed in trials where medical therapy was a comparator.
There were significant improvements in this outcome favoring BMS vs. PTCA (RR= 0·68,
95% CI: 0·60, 0·77), and DES vs. BMS (RR=0·44, 95% CI: 0·35, 0·56), with evidence for
heterogeneity in both instances (I2=56% and 52%, respectively; Table 2).

The outcome of any revascularisation was assessed in comparisons between BMS, PTCA and
medical therapy, and no significant differences were found in any comparison (Table 2).
However, this outcome was reported only in 3 out of 34 RCTs in the BMS vs. PTCA
comparison.

Network meta-analyses
We also performed joint analyses of all direct and indirect evidence in our network (Figure 3).
In the network meta-analysis, all point estimates were similar to the direct comparisons. All
statistically significant findings from the aforementioned direct comparisons persisted in these
analyses as well (Table 2).

For all outcomes except for death, indirect and direct evidence were very consistent (network
incoherence <0·0001). For death, the network incoherence parameter was small yet non-zero
(network incoherence=0·039), implying that direct and indirect evidence were not entirely
consistent for the comparisons between BMS, PTCA and medical therapy. Indeed, the direct
RR for death in the PTCA vs. medical therapy comparison was 0·82 (95% CI: 0·59, 1·15),

Trikalinos et al. Page 5

Lancet. Author manuscript; available in PMC 2010 November 1.

N
IH

-PA Author M
anuscript

N
IH

-PA Author M
anuscript

N
IH

-PA Author M
anuscript



whereas the corresponding indirect was 1·05 (95% CI: 0·71, 1·57). The combined direct and
indirect evidence was between these estimates (Table 2).

For almost all outcomes and comparisons, the network meta-analysis resulted in summary
estimates with increased precision (narrower confidence intervals) compared to the
corresponding direct comparisons. For example, for the death outcome, the confidence
intervals from the network meta-analysis could exclude RRs more extreme than 0·70 or 1·30
for the comparisons between BMS, PTCA and medical therapy (Table 2).

We were also able to contrast DES with PTCA and medical therapy based on indirect evidence.
For both comparisons there were no significant differences for death and MI. However, the
corresponding 95% confidence intervals could not exclude RRs as extreme as 0·60 and 1·69
or 0·65 and 1·82, respectively (Figure 3; Table 2) for death or for MI. The summary indirect
effects for the frequency of CABG favored DES over both PTCA and medical therapy beyond
what is expected by chance (RR=0·55 and 0·58, respectively). Similarly, the risk for TVR/TLR
was significantly lower for DES compared to PTCA (RR=0·30, 95% CI: 0·17, 0·51).

Subgroup and sensitivity analyses
Subgroup analyses agreed with the main analyses (not shown). Of note, when trials using
sirolimus stents were excluded, we found no evidence that paclitaxel stents decreased death or
MI compared to any of the other therapies. In meta-regressions, the proportion of patients with
unstable angina was not associated with the RR for death (p=0·34 and p=0·21 for BMS vs.
PTCA, and for DES vs. BMS, respectively; not estimable for other comparisons), for MI
(corresponding p-values were p=0·12 and p=0·44) or for CABG (p=0·50 and p=0·60,
respectively). For the TVR/TLR outcome, meta-regressions suggested potentially smaller
differences between the BMS vs. PTCA strategies with increasing proportion of unstable
angina patients in the trials (p=0·09).

Analyses were very similar when we included trials with 0 events in both arms in the
calculations, when we added trials with mixed interventions in their PCI arm to the PTCA vs
Medical comparisons, and when we examined alternative follow-up times for trials reporting
multiple follow-up durations (not shown).

Discussion
Over the last two decades, over 25 000 patients were enrolled in 61 RCTs (63 meta-analysis
entries) testing PCI for the treatment of nonacute CAD. While BMS and DES yielded sequential
improvements in diminishing the need for revascularization, we found no evidence that serial
innovations in PCI technologies yielded detectable improvements in the hard outcomes of death
or MI, compared to medical therapy. Overall, these results support current recommendations
to optimize medical therapy as an initial management strategy in patients with CAD in the non-
acute setting. The broad range of included patients across the spectrum of people with nonacute
CAD suggests that these findings are likely applicable to many real-life clinical scenarios where
either PCI or medical therapy might be considered.

The geometry of our network of trials suggests that each technological innovation became the
de facto standard for trials of future innovations, although no clear advantage in terms of hard
clinical outcomes had been demonstrated against medical therapy. Only 4 trials involved head-
to-head comparisons between stenting and medical therapy and, as of this writing, there are no
trials comparing DES to medical therapy. Perhaps not surprisingly, of the six possible
comparisons among the 4 interventions, the majority of RCTs (52/63 = 83% including 18
778/25 388 = 74% of total patients) were focused on comparing 2 types of PCI strategies —
testing BMS to PTCA and testing DES against BMS.
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For patients whose symptoms cannot be adequately relieved by medical therapy, PCI with
stenting (drug eluting or bare metal) is a reasonable option for reducing symptoms and
improving quality of life.20 In these cases, our indirect comparison suggests that DES
substantially reduces the relative risk for TVR/TLR by approximately 70% compared to
balloon angioplasty. However, while some medically-treated patients may eventually require
PCI for symptom relief,5 many appear able to avoid the risk and expense associated with
procedural management of their disease altogether, without incurring any higher risk of
mortality or MI. The one caveat to this is that initial PCI with DES may reduce the need for
CABG compared to initial medical therapy; this finding however should be confirmed in a
head-to-head comparison.

We found that DES was associated with a significantly lower rate of CABG when compared
to BMS. In accordance with previous meta-analyses,21 we found no evidence for differences
in CABG rates between BMS and PTCA. Furthermore, indirect comparisons suggest that
CABG rates favor DES over PTCA and medical therapy. To our knowledge, the present
analysis is the first to suggest favorable effects of DES on CABG rates compared to other PCI
interventions or medical treatment. For example, assuming control rates similar to those in
COURAGE,22 34 patients (95% CI: 23,117) would have to be treated with DES rather than
medical therapy to prevent one CABG, over 48 months of follow-up (Appendix Table 5). A
head-to-head trial between DES and medical therapy may clarify differences in outcome
between these therapies that were not apparent in this indirect comparison.

Furthermore, we observed that stents were associated with lower rates of subsequent PCIs,
with DES favored over BMS for this outcome. This finding is in agreement with previous meta-
analyses, but should be interpreted with several caveats in mind. A prior meta-analysis has
shown that in the (necessarily unblinded) comparisons between BMS and PTCA, similar
degrees of angiographic restenosis were more likely to be revascularized in the PTCA rather
than the BMS arm.5 Secondly, there was a tendency for TVR/TLR outcome rates to be higher
in the BMS control arms of BMS vs. DES trials, compared to rates in the experimental arm of
PTCA vs. BMS trials.23,24 Lastly, in the BENESTENT II trial, which included randomisation
between clinically-based and protocol-driven follow-up angiography, protocol-driven
angiography itself doubled TVR/TLR rates.25 Taken together these findings suggest that the
true reduction in clinically driven TVR/TLR rates from PTCA to DES may be less than the
sum suggested by the sequential improvements.

Nevertheless, it remains curious why these substantial sequential reductions in TVR/TLR with
sequential innovations in PCI have not translated into detectable improvements in hard
outcomes like death or MI. A likely reason for the apparent failure of PCI to reduce death or
MI in nonacute CAD is that PCI remains a local therapy, typically targeted at a few
hemodynamically-compromising lesions. CAD though is a diffuse disease process that
frequently involves the entire coronary vasculature, making it more likely to respond to
systemic treatments like medical therapy.26 Additionally, radiographically detected restenotic
lesions that may lead to revascularization in nonacute CAD may often be stable and less prone
to cause MI or death.27

As with all null meta-analyses, the absence of a detected difference between therapies does not
rule out the possibility of an undetected benefit (or harm), as described by our confidence
intervals. Of note, a recent meta-analysis suggested a mortality reduction with PCI-based
strategies compared to medical strategies.28 This meta-analysis, however, included data
extracted from an erroneous report29 and no longer reached formal statistical significance when
the corrected outcome data30 were used. There were important methodological differences
between our network meta-analysis and the aforementioned study. The latter considered all
catheter-based strategies as a single treatment, included trials with mixed interventions in their
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PCI arm, as well as trials in which substantial numbers of patients received CABG instead of
PCI, and did not use any information from indirect comparisons.

Although many patients with unstable angina were included in this network meta-analysis,
these results should be cautiously interpreted with respect to this specific population. Several
relevant trials that included patients with unstable angina were excluded from the present
analysis because they also enrolled patients with acute MI. In earlier studies, patients with
unstable angina may actually have had evidence of myonecrosis by more contemporary
markers (e.g., troponin). However, the inadvertent inclusion of patients with acute disease and
indications for emergency PCI would presumably have biased this study to finding a treatment
effect for intervention compared to medical therapy. In any case, our results are consistent with
earlier observations that the benefits of PCI in patients with acute coronary syndromes
(including those with unstable angina) may be limited to high-risk patients, with uncertain
benefit observed in lower-risk patients with negative cardiac biomarkers (i.e. unstable angina).
3,31 It also is important to emphasize that our analysis also excluded patients with ST-elevation
MI treated with PCI, a clinical setting in which it has more consistently been demonstrated to
be better than medical therapy.32

Several limitations of the present analysis are worth noting. First, indirect evidence is
susceptible to confounding,33 and thus should be interpreted with due caution, as it does not
always agree with the corresponding direct estimates.34,35 Although in our case direct and
indirect evidence agreed for all outcomes except for death, this can be an artifact of the limited
interconnections in our network (not all possible comparisons have been performed). For death
direct and indirect evidence disagreed in their direction, but were both statistically
nonsignificant in all comparisons and their confidence intervals overlapped greatly. Second,
medical therapy has substantially evolved over the past two decades, and comparisons to
medical treatments in some of the earlier trials may not be directly relevant to current practice.
Third, crossover from medical therapy to PCI and from PTCA to stenting with BMS may have
biased findings towards a neutral effect on some outcomes, and against PCI in general. Because
here we are interested in effectiveness (i.e. in testing initial management strategies) rather than
efficacy,36,37 we believe that this concern is only tangentially relevant. As with any meta-
analysis, we can only analyse outcomes reported in the original RCTs and do not consider
every possible clinically relevant outcome. We could not, for example, evaluate for changes
in functional status or late in-stent thrombosis due to a lack of consistently reported data.
Furthermore, we cannot fully explore treatment effects in different sub-populations without
access to individual patient data. Finally, publication bias is an inherent limitation of meta-
analyses, but this is more likely to affect the interpretation of the positive findings on
revascularization, rather than the neutral finding on death and MI.

Conclusion
Over the past two decades, sequential innovations in PCI for the management of stable CAD
showed no evidence of an impact on death or MI when compared to medical therapy.
Technology appeared to develop in advance of data on hard clinical outcomes such as deaths
and MI. Comparative effectiveness trials of DES versus medical therapy, examining clinically
important outcomes are needed.

Supplementary Material
Refer to Web version on PubMed Central for supplementary material.
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Figure 1.
Graphical representation of the network of eligible trials.
Lines connect the interventions that have been studied in head-to-head (direct) comparisons in
the eligible randomised trials. The width of the lines represents the relative amount of
information on each comparison in terms of the cumulative number of randomised patients.
The numbers correspond to the number of trial entries (see text), and in the parentheses the
cumulative number of randomised patients per comparison.

Trikalinos et al. Page 11

Lancet. Author manuscript; available in PMC 2010 November 1.

N
IH

-PA Author M
anuscript

N
IH

-PA Author M
anuscript

N
IH

-PA Author M
anuscript



Figure 2.
Accumulation of randomised evidence per comparison type over time.
Shown is the cumulative number of patients randomised in each comparison (different colors)
against the year of patient enrollment in each trial. The year of first patient enrollment in each
trial is marked with an `x' in the upper part of the graph, with colors corresponding to
comparison type.
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Table 1

Characteristics of trials across different comparisons

Characteristic PTCA vs. Medical BMS vs. PTCA BMS vs. Medical DES vs. BMS

Number of trials 7 34 4 18

Number of patients (median, IQR) 201 (101, 227) 249 (116, 407) 1134 [66, 2286]* 268 (175, 500)

Follow-up (median, IQR), months 60 (36, 84) 9 (6, 12) 30 [12, 60]* 9 (9, 12)

Calendar year

 Publication 1998 (1997, 2003) 2000 (1999, 2002) 2005 [2002, 2007]* 2004 (2003, 2005)

 Enrolment 1990 (1988, 1992) 1996 (1994, 1997) 1997 [1997, 2000]* 2001 (2001, 2002)

Demographics

 % unstable angina (median, IQR) 0 (0, 0) 34 (18, 48) 0 [0, 0]* 34 (31, 50)

 mean age (median, IQR) 56 (56, 58) 60 (58, 61) 60 [59, 62]* 62 (61, 65)

 % males (median, IQR) 85 (71, 94) 78 (72, 82) 83 [78, 100]* 76 (70, 79)

 % diabetics (median, IQR) 11 (9, 18) 16 (11, 21) 22 [14, 34]* 20 (17, 25)

 % multivessel disease (median, IQR) 0 (0, 40) 38 (33, 57) 60 [49, 70]* 42 (40, 44)

Including only lesions in small arteries 0 9 0 0

Including only complex lesions 0 0 0 3

BMS: bare metal stents; DES: drug eluting stents; IQR: interquartile range; ND: no data; PTCA: percutaneous transluminal coronary angioplasty.

Small arteries are arteries with a diameter of 3.0 mm or less. Complex lesions are lesions near bifurcations or in tortuous vessels.

*
Range.
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