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Letters to the Editor

Dr Barber and Colleagues Reply

To the Editor: We thank Abbass and colleagues for their 
well-intended critique of our study.1 They suggest that our 
findings are at odds with the literature. However, we know of no 
other comparison of supportive-expressive therapy (SET),2 or, 
for that matter, any form of short-term dynamic psychotherapy 
(STDP), with placebo medication. The few studies that have 
compared the efficacy of STDP against active medication have 
failed to show any difference between the treatments. Regarding 
the lack of difference between active and placebo medication, 
several recent reviews of the literature3–6 have shown that 
selective serotonin reuptake inhibitors (SSRIs) are no more 
effective than placebo medication when depression is not very 
severe. In addition, there is evidence that, in more recent years, 
there has been an increase in the placebo response rate.7 Thus, 
the lack of difference between placebo and active medication is 
not as surprising as it would have been 10 years ago when we 
planned the study.

It is true that STDP has been shown both to be more effective 
across disorders than control conditions and not to be inferior 
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to alternative treatment.8 However, among studies focusing 
on depression, there are very few randomized controlled trials 
(RCTs). Indeed, the published meta-analytic review9 of STDP 
for depression showed that, among RCTs, STDP was more 
effective than control conditions (d = 0.80), all wait-list controls 
except in 1 study that compared with treatment as usual. Yet, 
those studies did not include a more active control and did 
not focus only on individual therapy. The meta-analysis9 also 
contained complex findings that were difficult to relate to our 
investigation, especially in light of space limitations. More 
specifically, STDP was shown to be less effective (d = –0.35) 
than alternative treatments. In an upcoming book chapter,10 
we conclude that this latter result is the consequence of the 
inclusion of a heterogeneous mixture of dynamic therapy 
exemplars, including those delivered in group format, as well 
as studies in which STDP was given in combination with 
alternative treatments (eg, psychodrama). We also show that, 
even among RCTs, STDP for individuals with depression is 
not different in its efficacy from alternative treatments.10

Furthermore, Abbass et al argue that other studies of STDP 
have shown impressive pretreatment versus posttreatment 
effect sizes. We, however, did not report within-group effect 
sizes, as those are, in our view, unreliable estimates of change. 
One reason such effect sizes are unreliable is that they are 
too dependent on the standard deviation of the patient scores 
at intake. For example, if a study had a restricted standard 
deviation at intake, the effect size would be large, whereas 
a wider standard deviation, all else equal, would yield a 
smaller within-group effect size (R. J. DeRubeis, PhD; oral 
communication; June 18, 2008). Thus, if one accepts patients 
with a wide range of illness severity, as we did, the effect 
size will tend to be small, even if the magnitude of change 
is as large as is found in other studies. For all of those and 
other reasons, it is hard to know what would constitute an 
impressive (eg, large) uncontrolled within-group effect size. 
Nevertheless, we have now calculated pretreatment versus 
posttreatment within-group effect sizes based on the intent-
to-treat data that we used for our primary outcome analysis. 
For the posttreatment score, we used the predicted scores at 
16 weeks from our hierarchical linear model. The d-type effect 
sizes (the difference, in terms of the intake standard deviation, 
between the mean in each group, at posttreatment and at 
pretreatment) were 1.47 for active medication, 1.27 for SET, 
and 1.44 for placebo medication. These results are certainly 
consistent with those provided by other researchers.

We judged that the unusual composition of our sample 
was the most likely explanation for differences between our 
findings and those of otherwise similar trials. We do not 
agree that our sample comprised an unusually high incidence 
of patients who were struggling with basic life issues. We 
attempted to include a wide range of patients whose primary 
problem, as judged by independent diagnosticians as well 
as by the patients themselves, was depression. Although 
a relatively large percentage of patients in our sample were 
unemployed,1 only 12% of our sample reported lack of a 
job to be problematic, and, for most, their main concern 
was marital/family relationship problems (41%). Those 
with current substance dependence were excluded from 
the trial, and, although 18% of our patients met criteria for 
current substance abuse, the most common substance was 
alcohol (76%). Patients were strongly encouraged to reduce 

or eliminate their drinking. The typical behaviors leading to 
an abuse diagnosis were driving while intoxicated or missing 
work or school due to the previous night’s drinking. It is true 
that many were chronically depressed and many were recruited 
in the community11; however, they were not paid to participate 
in the active phase of the research program and received a token 
payment for completing the 16-week assessment. In the end, 
we find the present criticism ironic, as our recruitment strategy 
and our inclusion criteria were intended to address a popular 
and important criticism of RCTs previously raised by one of 
the critiques of the letter,12 which is that RCT samples are not 
representative primarily because complicated patients are said 
to be excluded.13

Most importantly, our data suggest that our treatments were 
not uniformly effective for all depressed patients.14 Whereas 
both SSRI treatment and SET were more effective than placebo 
for white women (Cohen d > 0.70), SET was more effective 
than SSRI treatment and placebo for minority men (Cohen 
d > 1.00). Undoubtedly, such a finding calls for replication and 
for the development of better treatment for depressed inner-
city patients.

Dr Abbass and colleagues could be right in asserting that the 
improvement rate in the placebo condition was due to what is 
often called nonspecific or common factors and that those factors 
are responsible for the patients’ outcome. We will address some 
of these issues in secondary analyses of our data.
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