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Relationship of childhood abuse and household dysfunction
to many of the leading causes of death in adults. 
The Adverse Childhood Experiences (ACE) Study.
Felitti et al., Am J Prev Med. 1998 May;14(4):245-58.

N=17 300 Versicherte von Kaisers Permanente, 
Rekrutierung 1997-99

8 Kindheitsbelastungsfaktoren (KBF)

Eltern: 

Ø psychische Erkrankung

Ø Alkohol- oder Drogenmissbrauch

Ø Kriminalität  

Ø Scheidung/Trennung

Kind bezogen:

Ø körperliche Gewalt 

Ø sexuelle Gewalt 

Ø häusliche Gewalt 

Ø emotionaler Missbrauch



4+ (von 8) Kindheitsbelastungsfaktoren: 

Ø 4- bis 12-faches Risiko für 

Alkoholismus, Drogenmissbrauch, Depression und Suizidversuche;

Ø 2- bis 4-faches Risiko für (frühes) Rauchen, subj. schlechte Gesundheit, 

≥50 Sexualpartner und sexuell übertragene Erkrankungen;

Ø 1.4- bis 1.6-fach erhöhtes Risiko für 

körperliche Inaktivität und starkes Übergewicht;

–> Je mehr Kindheitsbelastungsfaktoren desto höher das Risiko für 

koronare Herzerkrankungen, Schlaganfall, best. Krebserkrankungen, 

chron. Lungenerkrankungen, Typ-2-Diabetes und Hepatitis

Relationship of childhood abuse and household dysfunction
to many of the leading causes of death in adults. 
The Adverse Childhood Experiences (ACE) Study.
Felitti et al., Am J Prev Med. 1998 May;14(4):245-58.



Verlaufsbeobachtung über 10 Jahre
1539 starben im 10-Jahre-Beobachtungszeitraum

Lebenserwartung
≥6 KBF: 60.6 Jahre
0 KBF: 79.1 Jahre

Risiko – für in der Kindheit stark belastete 
Menschen –

um 240% erhöht, vor dem 65. Lj. zu sterben. 

Adverse Childhood Experiences and 
the Risk of Premature Mortality
Brown et al 2009, Am J Prev Med 2009; 37(5): 389-96  



FRÜHE  STRESSERFAHRUNGEN
PSYCH. TRAUMATISIERUNGEN/EMOT. DEPRIVATION

AUSWIRKUNGEN  VON FRÜHEN  STRESS-
ERFAHRUNGEN  AUF  DAS WEITERE  LEBEN

TOD
VORZEITIG

• Diabetes (Typ-2)
• Schlaganfall
• koronare Herzkrankheit
• Stoffwechselerkrankungen
• chron. obstruktive 

Lungenerkrankung (COPD)
• Rachen-/Lungen- und 

Gebärmutter-Krebs



2014

Tumor-Erkrankungen

Herz-Kreislauf-Erkrank.

Typ-2-Diabetes

Schlaganfall

Lungen-Erkrankungen

Stoffwechsel-Erkrank.

insgesamt

Risiko für schwerwiegende körperliche Erkrankungen steigt 

um das 2,5- bis 5.5-Fache



ACE ≥2 erhöht für Männer das Risiko um 60%, 
für Frauen um 80% vor dem 50. Lj. zu sterben 

, prospektive brit. 1958 birth cohort study (N=15 221)

Alter
50

KBF ≥2 

KBF =0 
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MÖGLICHE AUSWIRKUNGEN  VON  FRÜHEN  
STRESSERFAHRUNGEN AUF DAS WEITERE  LEBEN
Egle et al Bundesgesundheitsblatt 59:1247–1254, 2016



  

 56 

Figure 1.  Schematization of the vulnerability and neurotoxic effects of GCs on the brain.  
Vulnerability effects (blue line) represent the top-down effects of stress processing on activation 
of the HPA axis.  Environmental and/or familial stress and/or adversity are processed by the 
individual throughout the lifespan and can modulate the activity of the HPA axis at different 
periods of life.  Neurotoxic effects (red line) represent the bottom-up effects of GCs on the brain.  
As suggested by the life cycle model of stress, it is the interaction between vulnerability and 
neurotoxic effects throughout development that can explain the extend and/or nature of 
modifications of the developmental trajectory of the brain in response to stress. 
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>> mütterlicher Stress
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>> väterlicher Stress 
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POTENTIELLE  AUSWIRKUNGEN  VON  FRÜHEN  
STRESSERFAHRUNGEN AUF  DAS  WEITERE  LEBEN
Egle et al, Bundesgesundheitsblatt 59:1247–1254, 2016

Stress vor/während der Schwangerscha2
unverarbeitete Trauma8sierungen der (Groß-)Eltern



S. Entringer et al 
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Childhood Adversity Heightens the Impact of Later-Life
Caregiving Stress on Telomere Length and Inflammation

Janice K. Kiecolt-Glaser, Ph.D., Jean-Philippe Gouin, M.A., Nan-ping Weng, M.D., Ph.D.,
William B. Malarkey, M.D., David Q. Beversdorf, M.D., and Ronald Glaser, Ph.D.
Departments of Psychiatry (J.K.K-G,), Psychology (J.K.K-G, J-P. G.), Medicine (W.B.M.),
Molecular Virology, Immunology, and Medical Genetics (W.B.M., R.G.), The Ohio State Institute
for Behavioral Medicine Research (J.K.K-G, W.B.M., R.G.), The Ohio State University, Columbus,
Ohio and Laboratory of Immunology, National Institute on Aging, NIH, Baltimore, MD (N-P. W.)

Abstract
Objective—Previous research on the physical health consequences of childhood abuse and other
adversities has been based on data from young or middle-aged adults. This study addressed the
question of whether childhood abuse and other adversities have lasting, detectable consequences
for inflammation and cell aging late in life, and whether the effects are large enough to be
discernible beyond that of a major chronic stressor, dementia family caregiving.

Method—In this community sample of 132 healthy older adults (mean age = 69.70, SD=10.14),
including 58 dementia family caregivers and 74 noncaregivers, blood samples were analyzed for
interleukin 6 (IL-6), tumor necrosis factor-alpha (TNF-α), and telomere length, a measure of cell
aging. Depressive symptoms were assessed by the Center for Epidemiological Studies Depression
Scale (CES-D).

Results—After controlling for age, caregiving status, gender, body mass index, exercise, and
sleep, the presence of multiple childhood adversities was related to both heightened IL-6 (.37 ± .03
vs. .44 ± .03 log10 pg/mL) and shorter telomeres (6.51 ± .17 vs. 5.87 ± .20 Kb), compared to the
absence of adversity; the telomere difference could translate into a 7–15 year difference in
lifespan. Abuse was associated with heightened IL-6 and TNF-α levels, and, for TNF-α, this
relationship was magnified in caregivers compared to controls. Moreover, abuse and caregiving
status were significantly and independently associated with higher levels of depressive symptoms.

Conclusions—Adverse childhood events are related to continued vulnerability among older
adults, enhancing the impact of chronic stressors. Childhood adversities cast a very long shadow.

Keywords
psychoneuroimmunology; IL-6; TNF-α; depression; cell aging; trauma

Adverse events during childhood have been associated with a higher prevalence of several
mental disorders, including DSM-IV-defined mood disorders, disruptive behavior, and
substance abuse disorders (1). In fact, simulation data suggested that adversities were
associated with 44.6% of all childhood-onset disorders and 25.9% to 32% of adult-onset
disorders (1).
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College of Medicine, 460 Medical Center Drive, Columbus, OH 43210, USA.
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Figure 1.
Mean (±SEM) telomere length as a function of childhood adversity. The three groups do not
differ in age, with means of 66.06 (0 adversities), 67.20 (1 adversity) and 64.03 (2 or more
adversities).
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STRESS ALS GELERNTE ERWARTUNG
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Stress



The human brain is a predictive, internal model of the world
The last two decades of neuroscience research are converging on the
hypothesis that all mental events, emotional and otherwise, are generated as
predictions, not reactions. Your brain runs an internal model of the world from the
perspective of someone who has your body; 
Prediction optimizes energy efficiency by anticipating your body’s needs in a 
situated fashion and attempting to meet those needs before they arise; this process
is called allostasis

In recent years there has been a paradigm shift in theoretical neuroscience in 
which the brain—as a passive processor of sensory information—is now
considered an active organ of inference, generating predictions and hypotheses
about the causes of its sensations. 

Picard F, Friston K, Neurology 2014; 83: 1112–18 
Predictions, perception, and a sense of self

Hoemann K, Gendron M, Feldman Barrett L, Curr Opin Behav Sci. 2017; 15: 51–57. 
Mixed emotions in the predictive brain



ENTZÜNDUNGSAUSLÖSENDE BOTENSTOFFE (CYTOKINE) 
KÖNNEN IM GEHIRN STRESS, INSOMNIE UND SCHMERZ 
AUSLÖSEN

proinflammatorische
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Childhood trauma and adulthood inflammation:
a meta-analysis of peripheral C-reactive protein,
interleukin-6 and tumour necrosis factor-α
D Baumeister1,2, R Akhtar3, S Ciufolini4,5, CM Pariante1 and V Mondelli1,5

Childhood trauma confers higher risk of adulthood physical and mental illness; however, the biological mechanism mediating this
association remains largely unknown. Recent research has suggested dysregulation of the immune system as a possible biological
mediator. The present paper conducted a meta-analysis to establish whether early-life adversity contributes to potentially
pathogenic pro-inflammatory phenotypes in adult individuals. A systematic search of Pubmed, PsycINFO, EMBASE, Scopus and
Medline identified 25 articles for the meta-analysis, including 18 studies encompassing a sample of 16 870 individuals for C-reactive
protein (CRP), 15 studies including 3751 individuals for interleukin-6 (IL-6) and 10 studies including 881 individuals for tumour
necrosis factor-α (TNF-α). Random-effects meta-analysis showed that individuals exposed to childhood trauma had significantly
elevated baseline peripheral levels of CRP (Fisher’s z= 0.10, 95% confidence interval (CI) = 0.05–0.14), IL-6 (z= 0.08, 95%
CI = 0.03–0.14) and TNF-α (z= 0.23, 95% CI = 0.14–0.32). Subgroup analyses for specific types of trauma (sexual, physical or
emotional abuse) revealed that these impact differentially the single inflammatory markers. Moreover, meta-regression revealed
greater effect sizes in clinical samples for the association between childhood trauma and CRP but not for IL-6 or TNF-α. Age, body
mass index (BMI) and gender had no moderating effects. The analysis demonstrates that childhood trauma contributes to a pro-
inflammatory state in adulthood, with specific inflammatory profiles depending on the specific type of trauma.

Molecular Psychiatry (2016) 21, 642–649; doi:10.1038/mp.2015.67; published online 2 June 2015

INTRODUCTION
A large body of studies has so far supported the notion that
childhood traumatic experiences, including physical, sexual and
emotional abuse, neglect and separation from caregivers, signifi-
cantly increase the risk of developing mental and physical illnesses
later on in life,1,2 but the biological mechanisms mediating this
association remain unclear. More specifically, childhood trauma has
been suggested to increase vulnerability to several psychiatric
disorders, including depression,3 anxiety,4 psychosis5 and post-
traumatic stress disorder,4 as well as several chronic physical health
problems, including rheumatoid arthritis, cardiovascular disease,
lung disease, metabolic syndrome and cancer.6,2,7 Furthermore,
childhood trauma is associated with more unfavourable psychiatric
outcomes, such as more recurrent and treatment-resistant depres-
sive disorder8 and greater risk of suicidal behaviours.9 Studies in the
recent decade have implicated the innate immune system in the
relationship between childhood trauma and adulthood disease.
The primary purpose of the innate immune system is to provide

an initial line of defence against pathogens as well as to contribute
to the adaptive induction of sickness behaviour, a constellation of
behavioural changes that facilitate recovery from infection while
affecting mood and cognitive function. In humans, these
symptoms are exemplified by those experienced by individuals
who take pro-inflammatory cytokines, such as interferon-α, for
medical indications, and include depression, anxiety, lethargy,

fatigue, fragmented sleep, decreased appetite, psychomotor
retardation and cognitive impairment.10,11 Interestingly, elevated
levels of inflammatory markers have been increasingly reported in
psychiatric disorders10 as well as in individuals with a history of
childhood trauma (see below). Of note, inflammatory signalling
pathways are also known to impact on a network of biological
systems extensively implicated in depression, including neuroen-
docrine, monoaminergic, oxidative, nitrosative and neurotrophic
pathways.12,10 In particular, the hypothalamic-pituitary-adrenal
(HPA) is frequently dysregulated in physical and mental illnesses,
and its altered function has been involved in the development of
specific behavioural phenotypes associated with depression, such
as early awakening and changes in weight and appetite.13 The HPA
axis is also a powerful modulator of inflammatory activity and is in
turn modulated by inflammatory processes,14–16 as well as being
highly responsive to environmental adversities both in childhood
and in adulthood.13 Taken together, these lines of evidence point
to the activation of the immune system as one of the biological
mechanisms underlying the pathogenesis of mental illness,
especially in the context of early-life stress.
Several previous studies have reported an association between

childhood trauma and increased levels of pro-inflammatory
markers, most notably of the acute phase protein C-reactive
protein (CRP), and of the cytokines interleukin-6 (IL-6) and
tumour necrosis factor-α (TNF-α).17 However, in light of several

1King's College London, Department of Psychological Medicine, Institute of Psychiatry, Psychology and Neuroscience, London, UK; 2King's College London, Department of
Psychology, Institute of Psychiatry, Psychology and Neuroscience, London, UK; 3Department of Psychology, University College London, London, UK; 4King's College London,
Department of Psychosis Studies, Institute of Psychiatry, Psychology and Neuroscience, London, UK and 5National Institute for Health Research (NIHR) Mental Health Biomedical
Research Centre, South London and Maudsley, NHS Foundation Trust and King's College London, London, UK. Correspondence: Dr V Mondelli, King's College London,
Department of Psychological Medicine, Institute of Psychiatry, Psychology and Neuroscience, The James Black Centre, 125 Coldharbour Lane, London SE5 9NU, UK.
E-mail: valeria.mondelli@kcl.ac.uk
Received 16 December 2014; revised 17 March 2015; accepted 23 April 2015; published online 2 June 2015

Molecular Psychiatry (2016) 21, 642–649
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Sub-group analyses for parental absence during childhood was
only possible for CRP, revealing a significant association with a
small effect size (z= 0.11, df = 2, P= 0.001, 95% CI = 0.02–0.19) and
significant heterogeneity (P= 0.006, I2 = 80.4%, τ2 = 0.004).

Moderating effects of sample populations
To investigate whether clinical samples accounted for hetero-
geneity in findings, meta-regressions were carried out for the

proportion of participants with ‘any clinical disorders' (including
physical and mental illnesses), ‘psychiatric disorders' and ‘depres-
sive disorder'. Again, random-effect models were chosen as the
most conservative model. While meta-regressions showed that
samples including any clinical disorders showed augmented
trend-level effect sizes for CRP (t= 2.09, P= 0.054, I2res = 70.23%,
τ2 = 0.005), explaining 9.81% of the between-sample variance, this

Subtotal

Subtotal

Subtotal

0.07 (-0.01, 0.15)

0.01 (-0.12, 0.13)

0.08 (0.01, 0.14)

0.25 (0.05, 0.45)

100.00

47.25

38.76

13.98

0.07 (-0.01, 0.15)

0.01 (-0.12, 0.13)

0.08 (0.01, 0.14)

0.25 (0.05, 0.45)

100.00

47.25

38.76

13.98

Study Fisher's z (95% CI) % Weight

CRP

IL6

TNF-

PI (-0.39, 0.40)

PI (-0.04, 0.20)

PI (-1.51, 2.01)

PI (-0.20, 0.35)

Increased InflammationDecreased Inflammation

Increased InflammationDecreased Inflammation

Physical Abuse Overall

Figure 3. Collapsed forest plots presenting the association of sexual (a) and physical (b) abuse with inflammatory markers.

Childhood trauma and adulthood inflammation
D Baumeister et al

646

Molecular Psychiatry (2016), 642 – 649 © 2016 Macmillan Publishers Limited

Sub-group analyses for parental absence during childhood was
only possible for CRP, revealing a significant association with a
small effect size (z= 0.11, df = 2, P= 0.001, 95% CI = 0.02–0.19) and
significant heterogeneity (P= 0.006, I2 = 80.4%, τ2 = 0.004).

Moderating effects of sample populations
To investigate whether clinical samples accounted for hetero-
geneity in findings, meta-regressions were carried out for the

proportion of participants with ‘any clinical disorders' (including
physical and mental illnesses), ‘psychiatric disorders' and ‘depres-
sive disorder'. Again, random-effect models were chosen as the
most conservative model. While meta-regressions showed that
samples including any clinical disorders showed augmented
trend-level effect sizes for CRP (t= 2.09, P= 0.054, I2res = 70.23%,
τ2 = 0.005), explaining 9.81% of the between-sample variance, this

Subtotal

Subtotal

Subtotal

0.07 (-0.01, 0.15)

0.01 (-0.12, 0.13)

0.08 (0.01, 0.14)

0.25 (0.05, 0.45)

100.00

47.25

38.76

13.98

0.07 (-0.01, 0.15)

0.01 (-0.12, 0.13)

0.08 (0.01, 0.14)

0.25 (0.05, 0.45)

100.00

47.25

38.76

13.98

Study Fisher's z (95% CI) % Weight

CRP

IL6

TNF-

PI (-0.39, 0.40)

PI (-0.04, 0.20)

PI (-1.51, 2.01)

PI (-0.20, 0.35)

Increased InflammationDecreased Inflammation

Increased InflammationDecreased Inflammation

Physical Abuse Overall

Figure 3. Collapsed forest plots presenting the association of sexual (a) and physical (b) abuse with inflammatory markers.

Childhood trauma and adulthood inflammation
D Baumeister et al

646

Molecular Psychiatry (2016), 642 – 649 © 2016 Macmillan Publishers Limited



GENETISCHER POLYMORPHISMUS



Ø Serotonin-Transporter-Gen (5-HTTLPR)

Ø Corticotropin-Rezeptor 1 (CRH-R1) 

Ø Oxytocin-Rezeptor

Ø Serotonin-3A-Rezeptor

Ø Dopamin-2-Rezeptor 

Ø Glukokortikoid-Rezeptor: Co-Chaperon FKBP5 

Bisher nachgewiesene genetischen Polymorphismen, die durch 
epigenetische Prozesse zu Gen-Umwelt-Interaktionen führen 

GENETISCHE POLYMORPHISMEN 
UND STRESSVULNERABILITÄT

Prinzip: diejenigen Allele, welche bei ungünstigen Umweltbedingungen 
Stressvulnerabilität erhöhen, reduzieren diese bei günstigen



STRESSVULNERABILITÄT  DURCH  LEBENSLANGE 
GEN(-Polymorphismus) – UMWELT – INTERAKTION
Barr et al 2004, Hyman 2009

sichere Bindung kompensiert (epi-)genetisch ungünstige  
Stressdisposition



FRÜHE BINDUNG ALS VULNERABILTÄTS-
UND SCHUTZFAKTOR

Feinfühligkeit bedeutet, dass die Haupt-

bezugsperson 

Ø die Signale des Kindes wahrnimmt,

Ø sie richtig interpretiert und 

Ø auf sie entwicklungs- und situations-

bezogen angemessen und prompt reagiert 

(Ainsworth 1977). 

Unsicher-vermeidende Bindung infolge fehlender Feinfühligkeit der Haupt-
bezugsperson erhöht die Stress- und die Schmerz-Vulnerabilität lebenslang

Typ. Fehler: „Socialize with the baby when he is hungry, play with him when he is
tired and feed him when he is trying to initiate interaction“ (Ainsworth et al 1974)

Freischaltung von Genabschnitten (Demethylierung) zur Exprimierung von 
Gk-Rezeptoren und von Oxytocin ist abhängig von Bindungstypologie

–> Fähigkeit zur Stressverarbeitung und Bindungsfähigkeit





SCHUTZFAKTOREN GEGEN STRESSANFÄLLIGKEIT
Egle et al 1997, Egle 2016

Ø Geschlecht: f > m

Ø Intelligenz +++

Ø Temperament: robust, aktiv, kontaktfreudig >  introvertiert

Ø emotional verlässliche und feinfühlige Hauptbezugsperson 

(Kinderfrau, Tante, Grossmutter, ...) 

Ø Grossfamilie

Ø Entlastung der (alleinerziehenden) Mutter

Ø soziale Förderung (z.B. Jugendgruppe, Schule, Kirche)

Ø lebenszeitlich spätere Familiengründung

Ø soziale Unterstützung -> emotional wie finanziell 

Ø emotional stabile Partnerbeziehung 

(emotionale Intimität und befriedigende Sexualität)



–> prosp. brit. E-Risk-Twin-Study, N=914 

Gesundheit Insomnie

DepressionSubstanzmissbrauch

47: 2628-39, 2017



POTENTIELLE  AUSWIRKUNGEN  VON  FRÜHEN  
STRESSERFAHRUNGEN AUF  DAS  WEITERE  LEBEN
Egle et al, Bundesgesundheitsblatt 59:1247–1254, 2016
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Abstract The aim of our study was the analysis of long-
term sequelae of emotional parentification in childhood.

Two samples (n = 500 each) were examined via the

internet regarding parentification and perceived love in
childhood, as well as other childhood experiences such as

abuse, having been raised by a single parent and parental

loss, as well as adult depressive and vegetative symptoms
and pain. A questionnaire set containing 280 items was

filled out. Emotional parentification in childhood, maternal

as well as paternal, was found to be a strong predictor of
depression in adulthood. Indicators of somatization showed

associations in the same direction, but these were much

weaker. Also, associations between paternal parentification
and vegetative symptoms, as well as between maternal

parentification and pain in adulthood could be observed.

Perceived love from the father during childhood was one of
the protective factors for development of various problems

in adult life. The results indicate the necessity of directing

more attention, both clinically and empirically, towards
emotional parentification.

Keywords Adult depression ! Parent–child relationships
parentification ! Childhood traumatic experiences ! Internet

survey

Introduction

Parentification means that a child takes care of his or her

parent. In terms of attachment theory (Bowlby 1969), it

could be said that in order to ‘‘survive emotionally’’,
children have to mobilize their caregiving system towards

the parents, instead of receiving care from them (Schier

2009). Their own attachment needs to remain in the
background because this is the only way they are able to

maintain proximity to their parent. Parentification tends to

take place at school age rather than in infancy (e.g. Macfie
et al. 2008), but as with attachment styles, lifelong and

even some transgenerational stability can be expected (e.g.

Macfie et al. 2005). The results of transgenerational
research provide some evidence that these parents either

did not develop a safe attachment pattern in their rela-
tionships with their own caregivers or they have a history

of unresolved traumatic experience. Solomon and George

(1999) describe mothers with disorganized attachment
patterns as individuals who are not able to regulate their

own emotions; therefore they cannot help their children in

their process of self-regulation. Children are used by such
parents in their own process of affect regulation; in this

generational distortion of the boundaries, these children

function as self-objects (psychological part) of the parents
(Wells and Jones 1998). Research results show that even

very small children can function as self-objects. Fivaz-

Depeursinge and Favez (2006) show that babies as young
as 8 months can feel tension between their parents and are

able to modify it through their protest or provocation.
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Emotionale Parentifizierung erhöht das Risiko 

Ø für  Depression 

Ø für Somatisierung

Ø für vegetative Symptombildung (Vater bezogen)

Ø für chronische Schmerzen (Mutter bezogen)

im Erwachsenenalter.

Das Erleben väterliche Liebe in der Kindheit ist ein protektiver Faktor für 
das Auftreten einer Reihe stressbezogener Erkrankungen im 

Erwachsenenalter



adaptiv (–> wenig innere Nachwirkung -> guter Schlaf)

Ø Selbstbehauptung (eigene Interessenlage)

Ø Voraussehende Problemlösung

Ø Sublimierung (-> „Bonus“)

Ø Supprimierung („da muss ich durch“)

Ø Humor (über sich lachen können)

Bei belasteter Kindheit 

signifikant häufiger 

Vorherrschen maladaptiver 

Stressbewältigungsstrategien

maladaptiv (–> „Kopfkino“ -> Schlafprobleme)

Ø Alles „schlucken“, nicht Nein sagen können

Ø Wutausbrüche (“blinde Wut“)

Ø Sich durch andere schnell bedroht fühlen

Ø „Vergessen“/Verdrängung

Ø Fehlende Erinnerung für best. Zeit (->Dissoziation)

Ø Körperliche Beschwerden entwickeln und sich mit diesen stattdessen 

beschäftigen



N=90/256, Harvard-Grant-Study, Beobachtungszeitraum 70 J. prospektiv!

Ø More adaptive defenses in midlife were associated with better physical
health at all three time points in late life. 

Ø These relationships were partially mediated by social support. 



R.M. Costa, M. Brody

–> geringere emot. Regulation und mehr gesundheitliches Risikoverhalten



POTENTIELLE  AUSWIRKUNGEN  VON  FRÜHEN  
STRESSERFAHRUNGEN AUF  DAS  WEITERE  LEBEN
Egle et al, Bundesgesundheitsblatt 59:1247–1254 2016



GESUNDHEITLICHES  RISIKOVERHALTEN BEI EINWIRKEN  
VON ≥ 4  FRÜHEN  STRESSFAKTOREN
Felitti et al 1998, Am. J. Prev. Med. 14: 245-258

n Alkoholabusus 16,1% 7,4
n Drogenkonsum 28,4% 4,7

n Drogen i.v. 3,4% 10,3
n ≥ 50 Sexualpartner (lebenslang) 6,8% 3,2

n sexuell übertragene Erkrankungen 16,7% 2,5
n Rauchen (Beginn <14.Lj) 16,5% 2,2

n BMI ³ 35 12,0% 1,6
n weitreichender Bewegungsmangel 26,6% 1,3

n > 2 Wo depressiv im letzten Jahr 50,7% 4,6
n Suizidversuche 18,3% 12,2

* korrigierte Odds Ratio (Alter, Geschlecht, Rasse, Bildung)

aOR*



POTENTIELLE  AUSWIRKUNGEN  VON  FRÜHEN  
STRESSERFAHRUNGEN AUF  DAS  WEITERE  LEBEN
Egle et al, Bundesgesundheitsblatt 59:1247–1254, 2016

• Typ-2-Diabetes
• Schlaganfall
• koronare Herzkrankheit
• Hepatitis
• chron. obstruktive 

Lungenerkrankung
• Pharynx-/Lungen-/Cervix-Ca



POTENTIELLE  AUSWIRKUNGEN  VON  FRÜHEN  
STRESSERFAHRUNGEN AUF  DAS  WEITERE  LEBEN
Egle et al, Bundesgesundheitsblatt 59:1247–1254, 2016

Ø eingeschränkte emot. Regulation
Ø eingeschränkte Mentalisierung
Ø Somatisierung/stressbed. 

Schmerz
Ø Suizidrisiko -> junges Alter!
Ø Depressive Störung
Ø Angsterkrankung
Ø Perfektionismus/anankast. PS
Ø ADHS
Ø andere Persönlichkeitsstörungen



Science 196: 129-136, 1977  

Am J Psychiatry 137: 535-544, 1980  

Psychosomatics 38:521-528, 1997  



Bio-medizinisches Krankheitsmodell

KONSEQUENZEN FÜR DAS VERSTÄNDNIS
VON KRANKHEIT UND GESUNDHEIT



Moleküle

Atome

Organelle

Zelle

Gewebe

Nervensystem

Erwachsener

Organ/Organsystem

Dyade

Familie

Gesellschaft/Nation

Kultur/Subkultur

Biosphäre
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Frühe 
Prägungen

BIO-PSYCHO-SOZIALES KRANKHEITSMODELL
Egle, Heim, Strauß, von Känel 2020



KONSEQUENZEN FÜR DIE PRÄVENTION

FRÜHE HILFEN ......



Lebenslange Folgekosten
von Misshandlung 

des Geburtenjahrgangs 2008 in USA:
ca. 124 Mrd. Dollar



POTENTIELLE  AUSWIRKUNGEN VON FRÜHEN  
STRESSERFAHRUNGEN AUF DAS WEITERE  LEBEN
Egle et al, Bundesgesundheitsblatt 59:1247–1254, 2016

-> KONSEQUENZEN FÜR BEHANDLUNG UND VORBEUGUNG



WELCHE PRÄVENTIONSPROGRAMME KÖNNEN IN 

DEUTSCHLAND EMPFOHLEN WERDEN?

-> www.gruene-liste.de

internetgestütztes Portal, das vom niedersächsischen Präventionsrat getragen 

wird und einen Überblick über psychosoziale Präventionsprogramme für 

verschiedene Altersgruppen, Einsatzfelder, Risiko- und Schutzfaktoren sowie 

Problemverhaltensweisen bietet, die in ihrer Wirksamkeit evaluiert sind.

u.a.

§ Wir2-Bindungstraining (Franz 2014)
§ Triple P (Heinrichs 2006)
§ Trampolin (Mösgen et al. 2012)
§ Familien stärken (Stappenbeck et al. 

2013) 
§ EFFEKT (Lösel et al. 2006)
§ Faustlos (Schick u. Cierpka 2003) 

§ Balu und Du (Müller-Kohlenberg 
und Schlüter 2010)

§ Fairplayer.manual (Scheithauer 
u. Bull 2010)  

§ KlasseKinderSpiel (Kellam et al. 
2008 )

§ SAFE (Brisch 2008)

http://www.gruene-liste.de/


WIRKFAKTOREN BEI ERFOLGREICHEN 
ELTERNTRAININGSPROGRAMMEN

• Schulung der Elternkompetenzen 

• Positive Interaktion der Eltern mit ihrem Kind

• Emotionale Kommunikation mit dem Kind

• Konsistenz des elterlichen Erziehungsverhaltens

• Erziehungsfertigkeiten durch alltagsnahes Einüben mit dem Kind

Kaminski et al. (2008) 



RISIKOGRUPPEN

• Alleinerziehende (> 20%), v.a. bei schlechter Ausbildung

• alkohol- und drogenabhängige Eltern

• traumatisierte Mütter/Väter

• Väter 
• jung 
• schlechte sozioökonomische Verhältnisse
• als Stiefeltern
-> Neugierverhalten von Kindern wird von misshandelnden Vätern 
negativ wahrgenommen (Francis & Wolfe 2008)

-> Seiffge-Krenke I (Hrsg) Väter, Männer und kindliche Entwicklung. 
Ein Lehrbuch für Psychotherapie und Beratung. Springer, Heidelberg 2016



SITUATION DER PRÄVENTION IN DEUTSCHLAND
§ 25.07.2016 Gesetz zur Gesundheitsförderung und Prävention (PrävG)  §20 SGB V)
§ Expertengruppe im Rahmen des Förderschwerpunkts Präventionsforschung des 

Bundesministeriums für Bildung und Forschung (BMBF): Empfehlungen zur 
strukturellen und nachhaltigen Verankerung und Weiterentwicklung der Prävention 
und Gesundheitsförderung in Deutschland (Walter et al. 2015). 

§ Wesentliche Ziele präventionsorientierter Gesundheitsförderung sind die 
Förderung von Lebensqualität, Entfaltung der Persönlichkeit, sozialer 
Teilhabe sowie eine Zunahme der beeinträchtigungsfreien Lebensjahre und 
vermiedenen Leids anstelle einer rein ökonomischen Kostenperspektive. 

„Psychosoziale Prävention und Gesundheitsförderung können angesichts der 
gesamtgesellschaftlichen Bedeutung dieses Bereichs nicht als eine rein 

freiwillige Aufgabe, die unkoordiniert und mit unklaren Zuständigkeiten von 

unterschiedlichen Akteuren mit wechselndem Engagement angegangen wird, 
realisiert werden“ (Franz 2019)
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