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 The U.S. National Institute of Mental Health (NIMH) 
publishes a case study of a patient with bipolar disorder who shows 
recurrent annual depressions as day length decreases. Stretching 
the day artificially with morning and evening light exposure proves 
therapeutic.

 They immediately proceed to a controlled clinical trial 
for patients with winter depression, sparking replications and ex-
tensions by 15 independent groups in the U.S. and Europe.

 The �seasonal pattern� specifier for recurrent major de-
pression quickly enters the Diagnostic Manual of the American 
Psychiatric Association (APA). The NIMH sponsors a workshop 
on seasonal affective disorder (SAD), bringing in researchers on 
photoperiodism and circadian rhythms to help frame a conceptual 
structure.

 SLTBR is formed at a sit-down beer fest of around 
30 researchers and clinicians at the APA annual meeting. A bul-
letin of news and comment follows, to be published for 16 
years.

 Our first annual meeting, with around 130 colleagues 
and students, is hosted by the NIMH, with 34 presentations (28 of 
them focused on SAD), along with innovative pilot studies of night 
shift work, premenstrual depression, bipolar depression, and alco-
hol abuse and dependence. The time of day for effective light ther-
apy (morning, midday, evening), and the differentiation from pla-
cebo response, surface as key points of debate. A work group ex-
amines the role of the nascent light box industry and confronts its 
presumed authority to make clinical claims and instruct doctors, 
patients and consumers in use of the devices.

 The 29th annual meeting in Berlin draws 116 at-
tendees. There are 61 presentations (only 2 focused on SAD), 
with a broad range of basic and applied topics including melato-
nin, cortisol, melanopsin, metabolism, sleep, major depression, 
bipolar depression, cognitive performance, the built environ-
ment, and more.

Early themes resurface: concern about light device 
claims and clinical guidelines issued by manufacturers; and the 
time of day of light treatment, with a focus on bipolar disorder (this 
time not SAD, for which morning light has become the standard 
intervention). The first task force on chronotherapy is appointed 
by the International Society for Bipolar Disorders. We begin to ask 
how, beyond our research, can SLTBR advocate light therapy in 
mainstream medicine as a valuable adjunct for the treatment of 
sleep and mood disorders.

Clearly, SLTBR has staying power, but we need to 
define our role more clearly and actively vis-à-vis societies with 
overlapping interests. The challenge is to build on our unique 
strengths. These include a wide mix of specialties (e.g., chronobi-
ology, lighting science, psychiatry, human factors, and architec-
ture), coupled with manageable size. Our informality is infectious, 
and encourages new collaborations, close attention to student con-
tributions, and open brainstorming. These are precious assets that 

can accelerate discovery and minimize the competitive one-up-
manship all too familiar in larger international venues.

None.

Recent evidence indicates a bi-directional rela-
tion between poor sleep and the development of Alzheimer�s dis-
ease (AD). Poor sleep may play a causal role in the pathology of 
AD by influencing the clearance and production of the amyloid 
beta (A ) protein. Previous studies have shown that one night of 
total sleep deprivation increases A  concentrations. This led to the 
hypothesis that extended periods (>10 years) of disturbed sleep 
could lead to A  accumulation with subsequent cognitive decline 
in the context of AD. The present study was conducted to study the 
relationship between chronic sleep disturbances due to an extrinsic 
cause and cognitive function among healthy middle aged men to 
investigate the hypothesis that prolonged abnormal sleep behavior 
increases the risk of AD-related cognitive decline.

Our study population consisted of male volunteers 
(n = 19), aged 50 to 60 years, who show divergent and fragmented 
sleeping patterns due to irregular work schedules. This chronic 
sleep deprivation group was compared to a group of healthy vol-
unteers (n = 19) with normal sleep, matched in gender, education 
and age. All participants underwent one night of standard poly-
somnography (PSG), preceded by approximately 10 days of actig-
raphy (Actiwatch 2, Philips Respironics) and maintenance of a 
sleep-wake diary. Cognitive function (including memory consoli-
dation) was assessed with a neuropsychological test battery.

The chronic sleep deprivation group showed more 
slow wave sleep (N3 = 16.4% (± 7.39)) compared to the healthy 
controls (N3 = 12% (± 5.61)), but no difference in cognitive test 
scores were found. The chronic sleep deprivation group performed 
only significantly (p = 0.007) better on a memory consolidation 
test (short delay) (A� = 0.92 (± 0.03); hits = 27.4 (± 1.5)) than the 
controls (A� = 0.88 (± 0.05); hits = 25.8 (± 2.11)).

Identifying poor sleep as one of the prevent-
able risk factors for the development of AD could create more 
awareness about individual sleeping behavior. However, we found 
no negative effects of poor sleep on cognitive function in the 
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chronic sleep deprivation group. This could be related to the find-
ing of enhanced slow wave sleep in this group, which might serve 
as a compensatory mechanism for years of sleep disturbances. This 
requires further exploration in follow-up research.

None.

Over a third of multiple myeloma (MM) pa-
tients report clinical levels of depression during autologous stem 
cell transplant (ASCT) hospitalization. We report results from a 
randomized clinical trial investigating effects of Programmed En-
vironmental Illumination (PEI) of hospital rooms on depression.

Patients (N = 187) scheduled to receive an ASCT 
were assessed for eligibility. Those who met study eligibility cri-
teria (n = 44) were randomly assigned to one of two PEI conditions 
involving delivery of either circadian active bright white light 
(BWL) or circadian inactive dim white light (DWL) throughout 
the room from 7 to 10 AM daily during hospitalization. Patients 
completed the Center for Epidemiological Studies Depression 
Scale (CES-D) prior to hospitalization, at days 2 and 7 post-trans-
plant, and on the third day of engraftment.

General Linear Model analyses revealed no differ-
ence between the groups in CES-D total score at baseline (p = 
0.7859). A longitudinal linear mixed model analysis revealed a 
significant interaction between time of assessment and light condi-
tion [F(3,107) = 2.90; p = 0.0386; eta2 = 0.08)]. PEI prevented 
development of depression during hospitalization, with effects 
reaching significance by the third day of engraftment. At the third 
day of engraftment, 68.4% of the participants in the DWL com-
parison condition met the criteria for clinically significant depres-
sion compared to 42.1% in the BWL condition.

These findings demonstrate that PEI using 
BWL during MM ASCT hospitalization is effective in reducing 
the development of depression. Future studies should examine the 
mechanisms whereby PEI improves depression.

Individuals with an evening chronotype are at 
increased risk of experiencing emotional problems, including de-
pressive symptoms. However, the mechanisms underlying these 
associations remain unclear. The present study aimed to determine 
whether poor sleep quality, substance use, and cognitive emotion 
regulation difficulties � which have been implicated in the etiol-
ogy of depression � mediate the relationship between chronotype 
and depressive symptoms in a student sample, which was assessed 
cross-sectionally and after one year.

A total of 742 Dutch students (75% women, mean 
age 21.4 ± 2.9 years) completed the Quick Inventory of Depressive 
Symptomatology, the Morningness-Eveningness Questionnaire, 
the Pittsburgh Sleep Quality Index, a questionnaire assessing alco-
hol, caffeine consumption, smoking tobacco and cannabis use, the 
Cognitive Emotion Regulation Questionnaire and the Behavioral 
Inhibition/Activation Scale. A subsample (n = 115) was assessed 
one year later with the same questionnaires.

Cross-sectional analyses showed that evening chro-
notype was associated with more depressive symptoms, adjusted 
for age and gender (  = �0.082, p = 0.028). The relationship be-
tween eveningness and depressive symptoms was mediated by 
sleep quality, alcohol consumption, and the cognitive emotion reg-
ulation strategies of self-blame and positive reappraisal. In longi-
tudinal analyses, eveningness at baseline predicted more depres-
sive symptoms at follow-up, adjusted for age and gender (  = 
�0.29, p = 0.002), and only poor sleep quality at follow-up was a 
significant mediator of this relationship.

Eveningness is related to depressive symp-
toms and this relationship is mediated by poor sleep quality, also 
in a prospective design. Self-blame and reduced positive reapprais-
al are correlated with eveningness. The integration of chronother-
apeutic interventions together with sleep education and cognitive 
approaches is of high importance for targeting depression in such 
populations.

None.

Sleep regulation is known to involve a circadian and a homeo-
static component: process C and process S. In spite of the strong 
and wide support of these factors in the regulation of normal sleep, 
there is little support for their primary involvement in insomnia � 


