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Therapies for depression must also be 
flexible to deliver

I enjoyed David Taylor’s spirited defence of the use 
of dynamic therapies in depression but feel that his 
clear model allegiance may have led to the neglect of 
other practical considerations (Taylor 2008). 

The popular use of cognitive–behavioural 
therapy (CBT) in depression and other disorders 
is not solely due to ‘a homoeopathic fantasy that 
brief psychological treatments are highly potent’. In 
comparing any National Health Service treatment, 
efficacy is only one consideration. Cost-effectiveness 
and flexibility in delivery are other issues to take 
into account. I believe that CBT may be superior 
to dynamic therapy in these regards. The recent 
and compelling Layard economic argument for 
the cost-effectiveness of CBT in adult depression 
has prompted the government’s Improved Access 
to Psychological Therapies (IAPT) initiative. It is 
difficult to see how psychodynamic therapies could 
be delivered in such a responsive way, consistent with 
a stepped-care model. A relative advantage of CBT 
is that single threads of therapy at different levels of 
intensity can be titrated to patient need, rather than 
a blanket execution of the full CBT model in every 
case (Lovell 2000). This is supported by the finding 
of Jacobson et al (1996) that many patients with 
depression improve with behavioural activation 
alone. What single threads of psychodynamic 
therapy could be similarly utilised, independent of 
the complex frame that dynamic therapy usually 
demands? 

Lovell & Richards (2000) argue that the 
traditional focus on ‘high intensity multiple-thread 
interventions’ to a select few disenfranchises the 
remainder of people who would benefit from, but 
cannot access, briefer and simpler interventions. 
The current delivery of traditional psychodynamic 
therapy in traditional settings with traditionally 
long waiting lists is particularly vulnerable to this 
criticism. Whyte (1996) reports that a wider range of 
patients might be able to access dynamic therapy if 
their psychiatrists were not so deterred by the waiting 
lists. The coherence of CBT also lends itself more 
readily to training and the increased dispersion of 
less intensive treatments to patients directly through 
guided self-help materials (including computerised 
CBT) or indirectly through the multidisciplinary 
team and the new models of brief training such as 
the SPIRIT (Structured Psychosocial InteRventions 
In Teams) course (Whitfield 2003). 

David Taylor makes a convincing case that 
dynamic therapy may be as effective as CBT in 
depression but he does not suggest how dynamic 
therapy can be as coherent, cost-effective and 

deliverable in busy clinical settings. His argument 
fuels the polarised argument of CBT v. dynamic 
therapy and ignores more integrative therapies such 
as Ryle’s cognitive analytic therapy. Bateman (1997) 
argues that ‘a creative and constructive partnership 
between different psychotherapies needs to develop 
if psychotherapeutic psychiatry is to flourish’. He 
goes on to suggest that the greatest threat to this 
‘is the partisan approach of the psychotherapies 
themselves’. 
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Propranolol treatment of traumatic 
memories

Jonathan Bisson (2007) discusses the use of 
propranolol in the prevention of post-traumatic 
stress disorder, reported in a study by Pitman et al 
(2002). The latter found encouraging results with 
patients who had experienced very recent trauma. 
Brunet et al (2008) reported similar findings in 
patients with long-term traumatic memories (mean 
duration of about 10 years). These studies, as well 
as one by Vaiva et al (2003), recorded physiological 
measures such as heart rate, but did not report on 
any clinical benefits, for example reduced distress or 
changes in the integrity of the traumatic memories. 

Almost a decade ago, Nader et al (2000) rekindled 
the reconsolidation hypothesis of memory. In brief, 
it proposes that when long-term memories are 
reactivated through retrieval, they remain labile 
for several hours before conversion to long-term 
memory. During this period they are susceptible to 
amnestic agents such as propranolol. It is thought 
that propranolol blocks the adrenaline-induced state 
of high arousal, which is believed to be important 
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in giving traumatic memories their unique quality, 
including the potency and immediacy they possess 
(Pitman, 1989). 

To explore any clinical benefits in terms of 
reducing distress and changes in memory integrity, 
I have treated six patients with a single dose of 
propranolol, sometimes in conjunction with a single 
dose of long-acting propranolol. They were asked to 
retrieve their traumatic memories by talking about 
them. Bringing these memories into immediate 
memory was accompanied by varying degrees of 
visible distress, anxiety and dissociation. They were 
given propranolol within 3 h of retrieval. 

One patient with a 38-year-old memory, who 
had been on regular atenolol for 14 years, reported 
no change in the intensity, frequency, integrity or 
distress associated with the traumatic memory. 
The other five patients, with memories ranging 
in age from 4 months to 31 years, all reported 
improvement. This included ‘fragmentation’ of 
the memory and difficulty accessing it, minimal 
or absent distress when thinking about it and a 
feeling of emotional detachment, as if it were a 
normal non-traumatic memory or had happened 
to someone else. Post-treatment, several of the 
patients requested propranolol treatment for other 
traumatic memories. Benefits have been maintained 
for up to 4 months, with no relapse to date. None 
of the patients reported any negative effects from 
retrieving the memory, even the patient who did not 

respond, and side-effects from propranolol (sedation, 
dry mouth) were mild and transient. 

These clinical cases suggest that propranolol 
may prove to be effective, cheap, simple and safe 
in the treatment of traumatic memories, which are 
characteristic of post-traumatic stress disorder. 
However, randomised controlled trials are needed 
to confirm any efficacy of this treatment. 
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