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ANTEIL  WAHRSCHEINLICHER  ORGANISCHER  URSACHEN ���
BEI  10  HÄUFIGEN  KÖRPERLICHEN  SYMPTOMEN���
(1000 konsekutive Patienten, Kroenke & Mangelsdorf  Am J Med 1989) 	
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Pain	
  and	
  soma*c	
  symptoms	
  are	
  sequelae	
  of	
  sexual	
  assault:	
  
Results	
  of	
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  prospec*ve	
  longitudinal	
  study	
  
J.C.	
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  18:	
  559-­‐66,	
  2014	
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METAANALYSE CBT BEI  CHRON.  SCHMERZ ���
Eccleston et al 2009, Williams et al 2012; Cochrane Collaboration	



Vergleich mit TAU/Katamnese	


Ø  	

Schmerz (9 Studien, n= 693) 	

 	

 	

0.15 	

n.s.

	

 	

 	

 	

 	

 	

	


Ø  	

„disability“ (8 Studien, n=496) 	

 	

 	

0.06 	

n.s. 	



	

 	

	


Ø    Stimmung (9 Studien, n=684) 	

 	

 	

0.16 	

n.s.	



	


Vergleich mit aktiver KG/Katamnese	



Ø  	

Schmerz (12 Studien, n= 935) 	

 	

 	

0.15 	

n.s.
	

 	

 	

 	

 	

 	

	



Ø  	

„disability“ (11 Studien, n=876) 	

 	

 	

0.21 	

p< .05 	


	

 	

	



Ø  	

Stimmung (12 Studien, n=935) 	

 	

 	

0.16 	

p< .05	
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   Deutsches Ärzteblatt 04/2013	



Zunahme um ca. 500% bei Nicht-Tumorschmerz in 10 Jahren!!     	
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OPIAT  INDUZIERTE  HYPERALGESIE (OIH)	



Indikatoren 	



	



Ø  diffuser Schmerz, der qualitativ nicht gut definiert werden kann	



Ø  im Vergleich zum anfänglichen Schmerz Ausbreitung auf andere 

Körperareale (–> „Fibromyalgie-Syndrom“)	



	



Ø  Reduktion der kognitiven Einschränkungen und der Schmerzstärke 

sowie Besserung des Schlafs nach Entzug („ex juvantibus“)	
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Periphere und spinale Mechanismen der Opiat induzierten 
Hyperalgesie (OIH; Angst u. Clark 2006, Chu et al 2008, Lee et al 2011)���
vgl. Egle/Zentgraf „Psychosomatische Schmerztherapie“, Kohlhammer 2014	
  

cold but not heat pain models. This modality-specific
response suggests that certain types of pain are more
likely to be aggravated by OIH than others. Indeed,
human experimental pain studies by Doverty et al28

showed more pronounced hyperalgesia in the cold pressor
model than a model of electrical pain in methadone
maintenance patients compared with matched controls.
Angst et al32 and Hood et al31 also failed to show
hyperalgesia to heat pain in the setting of aggravated
mechanical hyperalgesia after cessation of acute remifen-
tanil infusion in healthy human volunteers. There are,
however, several limitations of this study. The study
cohort reflects a very small sample size, and there was no
placebo group or blinding of participants and the
investigators to the treatment. Despite these limitations,
this preliminary study is the first to prospectively
document development of OIH in opioid-naive chronic
pain patients and suggests that the phenomenon can
occur within 4 weeks after exposure to moderate doses
(median dose 75mg/d) of morphine.

Animal Data
More than 90 publications are available describing

OIH in various animal models. The majority of these
have been tabulated and presented in a recent publica-
tion.19 Out of these efforts has emerged a model for OIH
that considers this process to be neurobiologically multi-
factorial. In fact, it seems that, in general, neurobiologic
systems that respond to opioids acutely in such a manner
as to provide analgesia may change over time in such a
way as to enhance nociception, especially in the setting of
declining opioid doses. A diagram of several of the best
investigated sites of such plasticity is provided as Figure
2. The mechanisms relevant to each site of plasticity are
probably unique.

Peripheral Effects
The first site of plasticity evaluated in animals as

contributing to OIH involves the terminals of primary
afferent neurons. Because it was recognized that m-opioid
receptors are expressed on both the central and peripheral
terminals of primary afferent neurons, it was considered
possible that the peripheral injection of selective opioid
agonists could cause functional changes in the neurons.
In a series of investigations, the selective m-opioid agonist
[d-Ala2, NMe-Phe4, Gly-ol5-enkephalin (DAMGO)] was
injected in microliter volumes into the skin of the hind
paws of rats.54–58 Although these injections were asso-
ciated with antinociception acutely, repeated injection
was associated with tolerance and mechanical hyperalge-
sia which was interpreted as a sign of ‘‘local’’ physical
dependence. This ability to cause tolerance and hyper-
algesia was not limited to opioid receptors as adenosine
A1 and A2 agonists lead to similar findings.57 Further
studies revealed roles for protein kinase C (PKC) and
adenylate cyclase in modulating this phenomenon.55,56

Thus it is not required that drugs reach the CNS in order
for some degree of hyperalgesia to emerge from repeated
drug administration.

In a later set of studies, Liang et al59 used
contemporary genetic mapping techniques to associate
the b2-adrenergic receptor (b2-AR) with OIH after
repeated morphine administration to mice. In studies
designed to confirm the association, it was observed that
the local hind paw administration of selective b2-AR
antagonists reduced the thermal and mechanical mani-
festations of OIH whereas the local administration of b2-
AR agonists actually enhanced nociceptive sensitization.

Spinal Effects
Spinal cord plasticity underlying OIH has been

demonstrated after both the intraspinal and systemic

FIGURE 2. Possible molecular mechanisms for opioid-induced hyperalgesia. Some mechanisms that have been studied include
(1) sensitization of primary afferent neurons, (2) enhanced production and release of excitatory neurotransmitters and diminished
reuptake of neurotransmitters, (3) sensitization of second order neurons to excitatory neurotransmitters, and (4) neuroplastic
changes in the rostral ventromedial medulla that may increase descending facilitation via ‘‘on-cells’’ leading to up-regulation of
spinal dynorphin and enhanced primary afferent neurotransmitter release and pain.

Clin J Pain ! Volume 24, Number 6, July/August 2008 Opioid-induced Hyperalgesia in Humans
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deszend. 
Hemmung	



1 	

Sensitivierung peripherer Nervenendigungen	


2 	

verstärkte Bildung und Ausschüttung und eingeschränkte Wiederaufnahme ���

	

nozizeptiver Neurotransmitter	


3 	

Sensitivierung des 2. Neurons für nozizeptive Neurotransmitter	


4 	

verstärkte nozizeptive Signalübertragung aufgrund eingeschränkter 

	

deszendierender Hemmung	
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WESENTLICHE VERÄNDERUNGSPROZESSE IN  DER 
BEHANDLUNG  CHRONISCH SCHMERZKRANKER	


MIT SOMATISIERUNGSSTÖRUNG	



(1)  Veränderung des kognitiven Schmerzverständnisses	



Ø  Kartesianisches vs.  bio-psycho-soziales Schmerzverständnis	



Ø  Konsequenzen für die Behandlung	



Ø  Analgetika-Entzug unter Berücksichtigung deren Funktion als 

Sicherheit gebendes Ersatzobjekt	
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Speicherung biographisch 
früher Schmerzerfahrungen	



Aktivierung auch 
bei Ausgrenzung	



Angst, Depression,���
Katastrophisieren	



Kognitive Be-
wertung ���
> Stresserleben	



akuter Stress unterdrückt, ���
anhaltende Hilflosigkeit verstärkt ���
 das Schmerzempfinden.	



LC-NE-System���
Sympathikus-Aktivierung 
bewirkt Somatisierung	
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WESENTLICHE VERÄNDERUNGSPROZESSE IN  DER 
BEHANDLUNG  CHRONISCH SCHMERZKRANKER	


MIT SOMATISIERUNGSSTÖRUNG	



(1)  Veränderung des kognitiven Schmerzverständnisses	



(2)  Erkennung von Verhaltensschemata aus Kindheitsprägungen	



Ø  frühe Zurückweisung –> unsicher-vermeidende Bindung	



Ø  frühe Misshandlung –> Hilflosigkeitserleben bzw. Schmerz als 

Erinnerungsmarker (Bsp. Riechen)	



Ø  frühes Funktionieren –> Parentifizierung	
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In addition, some Cyberball studies have found 
increased activity in the subgenual ACC (subACC) 
in response to social exclusion68,71–75,82. The subACC 
is a region implicated in affective processes83 but not, 
typically, in physical pain. Although some studies have 
shown that greater activity in this region correlates with 
greater social distress73,76, others have shown increased 
activity in this region in response to social acceptance 
rather than social rejection84. Moreover, many studies 
that find subACC activity have not examined correla-
tions between self-reported distress and neural activ-
ity, and so it is not yet clear how this region contributes 
to the experience of social exclusion. Interestingly, as 
shown in BOX 1, subACC activity is more likely to appear 
in Cyberball studies that include adolescent participants. 

Indeed, some work has shown that subACC responses 
to exclusion are higher in adolescents and decrease with 
increasing age72. Thus, it is possible that subACC, rather 
than dACC, activity in response to social exclusion is 
indicative of an earlier developmental processing of 
exclusion. This is consistent with models that have sug-
gested differential development in dorsal versus ventral 
emotion-processing systems and fits with prior work 
showing that dACC responses to threatening stimuli do 
not become evident until later in development85. Future 
studies, however, are needed to further examine the role 
of the subACC in social pain processes.

Studies of another form of social pain — feelings 
associated with being socially evaluated (which sig-
nals the possibility of being rejected by others) — have 
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In addition, some Cyberball studies have found 
increased activity in the subgenual ACC (subACC) 
in response to social exclusion68,71–75,82. The subACC 
is a region implicated in affective processes83 but not, 
typically, in physical pain. Although some studies have 
shown that greater activity in this region correlates with 
greater social distress73,76, others have shown increased 
activity in this region in response to social acceptance 
rather than social rejection84. Moreover, many studies 
that find subACC activity have not examined correla-
tions between self-reported distress and neural activ-
ity, and so it is not yet clear how this region contributes 
to the experience of social exclusion. Interestingly, as 
shown in BOX 1, subACC activity is more likely to appear 
in Cyberball studies that include adolescent participants. 

Indeed, some work has shown that subACC responses 
to exclusion are higher in adolescents and decrease with 
increasing age72. Thus, it is possible that subACC, rather 
than dACC, activity in response to social exclusion is 
indicative of an earlier developmental processing of 
exclusion. This is consistent with models that have sug-
gested differential development in dorsal versus ventral 
emotion-processing systems and fits with prior work 
showing that dACC responses to threatening stimuli do 
not become evident until later in development85. Future 
studies, however, are needed to further examine the role 
of the subACC in social pain processes.

Studies of another form of social pain — feelings 
associated with being socially evaluated (which sig-
nals the possibility of being rejected by others) — have 
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In addition, some Cyberball studies have found 
increased activity in the subgenual ACC (subACC) 
in response to social exclusion68,71–75,82. The subACC 
is a region implicated in affective processes83 but not, 
typically, in physical pain. Although some studies have 
shown that greater activity in this region correlates with 
greater social distress73,76, others have shown increased 
activity in this region in response to social acceptance 
rather than social rejection84. Moreover, many studies 
that find subACC activity have not examined correla-
tions between self-reported distress and neural activ-
ity, and so it is not yet clear how this region contributes 
to the experience of social exclusion. Interestingly, as 
shown in BOX 1, subACC activity is more likely to appear 
in Cyberball studies that include adolescent participants. 

Indeed, some work has shown that subACC responses 
to exclusion are higher in adolescents and decrease with 
increasing age72. Thus, it is possible that subACC, rather 
than dACC, activity in response to social exclusion is 
indicative of an earlier developmental processing of 
exclusion. This is consistent with models that have sug-
gested differential development in dorsal versus ventral 
emotion-processing systems and fits with prior work 
showing that dACC responses to threatening stimuli do 
not become evident until later in development85. Future 
studies, however, are needed to further examine the role 
of the subACC in social pain processes.

Studies of another form of social pain — feelings 
associated with being socially evaluated (which sig-
nals the possibility of being rejected by others) — have 
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“… a sense of separation is a condition that makes 
being a mammal so painful.” Paul MacLean1

Some of the most distressing experiences that we face 
involve the dissolution of our closest social bonds. 
Indeed, it is difficult to imagine a situation more upset-
ting than a relationship break-up or one more devastat-
ing than the loss of a loved one. In fact, according to 
one study, nearly three out of four people listed the loss 
of a close relationship (for example, through death or a 
relationship break-up) as the “single most negative emo-
tional event” of their lives2. Interestingly, some individu-
als have gone so far as to describe these experiences of 
social loss or social separation as being ‘painful’1. Given 
the intense emotional consequences of broken social 
bonds, one may ask why we react so strongly to the loss 
of our social ties.

Research over the past century, from social psychol-
ogy to behavioural neuroscience, has demonstrated the 
importance of social bonds for mammalian well-being 
and survival3–5. Early in life, many mammalian infants 
are completely dependent on caregivers, relying on them 
exclusively for nourishment, care and protection6. Later 
on, connections to a social group aid survival through 
the shared responsibility for food acquisition, predator 
protection and care for offspring3. Owing to this pro-
found reliance on others, threats to social connection 
may be just as detrimental to survival as threats to basic 
physical safety and thus may be processed by some of the 
same underlying neural circuitry. Specifically, it has been 

proposed6–10 that experiences of ‘social pain’ — which is 
defined as the unpleasant experience that is associated 
with actual or potential damage to one’s sense of social 
connection or social value (owing to social rejection, 
exclusion, negative social evaluation or loss) — may be 
processed by some of the same neural circuitry that pro-
cesses physical pain (which is defined as the unpleasant 
experience that is associated with actual or potential tis-
sue damage11). Given the importance of social connec-
tion for survival, the definition of social pain used here 
is intentionally broad and includes multiple experiences 
that signal the loss, or potential loss, of social connec-
tion or social value, therefore signifying an increased 
survival risk. Thus, social pain includes experiences in 
which a relationship is threatened or lost because the self 
is devalued (rejection or negative evaluation), as well as 
experiences in which a relationship is lost but the self is 
not implicated (death of a loved one), as both of these 
experiences signify a loss of a protective social bond.

This Review highlights the growing body of litera-
ture suggesting a possible overlap in the neural circuitry 
underlying physical and social pain. This article first 
summarizes the observational evidence that provides 
the starting point for the hypothesis that negative social 
experiences are painful and considers why the physical 
pain signal may have been co-opted to prevent social 
disconnection. The neurochemical and neural sub-
strates that process physical pain are then reviewed, 
and research showing that some of these substrates also 
process social pain is summarized. Next, some of the 
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“… a sense of separation is a condition that makes 
being a mammal so painful.” Paul MacLean1

Some of the most distressing experiences that we face 
involve the dissolution of our closest social bonds. 
Indeed, it is difficult to imagine a situation more upset-
ting than a relationship break-up or one more devastat-
ing than the loss of a loved one. In fact, according to 
one study, nearly three out of four people listed the loss 
of a close relationship (for example, through death or a 
relationship break-up) as the “single most negative emo-
tional event” of their lives2. Interestingly, some individu-
als have gone so far as to describe these experiences of 
social loss or social separation as being ‘painful’1. Given 
the intense emotional consequences of broken social 
bonds, one may ask why we react so strongly to the loss 
of our social ties.

Research over the past century, from social psychol-
ogy to behavioural neuroscience, has demonstrated the 
importance of social bonds for mammalian well-being 
and survival3–5. Early in life, many mammalian infants 
are completely dependent on caregivers, relying on them 
exclusively for nourishment, care and protection6. Later 
on, connections to a social group aid survival through 
the shared responsibility for food acquisition, predator 
protection and care for offspring3. Owing to this pro-
found reliance on others, threats to social connection 
may be just as detrimental to survival as threats to basic 
physical safety and thus may be processed by some of the 
same underlying neural circuitry. Specifically, it has been 

proposed6–10 that experiences of ‘social pain’ — which is 
defined as the unpleasant experience that is associated 
with actual or potential damage to one’s sense of social 
connection or social value (owing to social rejection, 
exclusion, negative social evaluation or loss) — may be 
processed by some of the same neural circuitry that pro-
cesses physical pain (which is defined as the unpleasant 
experience that is associated with actual or potential tis-
sue damage11). Given the importance of social connec-
tion for survival, the definition of social pain used here 
is intentionally broad and includes multiple experiences 
that signal the loss, or potential loss, of social connec-
tion or social value, therefore signifying an increased 
survival risk. Thus, social pain includes experiences in 
which a relationship is threatened or lost because the self 
is devalued (rejection or negative evaluation), as well as 
experiences in which a relationship is lost but the self is 
not implicated (death of a loved one), as both of these 
experiences signify a loss of a protective social bond.

This Review highlights the growing body of litera-
ture suggesting a possible overlap in the neural circuitry 
underlying physical and social pain. This article first 
summarizes the observational evidence that provides 
the starting point for the hypothesis that negative social 
experiences are painful and considers why the physical 
pain signal may have been co-opted to prevent social 
disconnection. The neurochemical and neural sub-
strates that process physical pain are then reviewed, 
and research showing that some of these substrates also 
process social pain is summarized. Next, some of the 
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“… a sense of separation is a condition that makes 
being a mammal so painful.” Paul MacLean1

Some of the most distressing experiences that we face 
involve the dissolution of our closest social bonds. 
Indeed, it is difficult to imagine a situation more upset-
ting than a relationship break-up or one more devastat-
ing than the loss of a loved one. In fact, according to 
one study, nearly three out of four people listed the loss 
of a close relationship (for example, through death or a 
relationship break-up) as the “single most negative emo-
tional event” of their lives2. Interestingly, some individu-
als have gone so far as to describe these experiences of 
social loss or social separation as being ‘painful’1. Given 
the intense emotional consequences of broken social 
bonds, one may ask why we react so strongly to the loss 
of our social ties.

Research over the past century, from social psychol-
ogy to behavioural neuroscience, has demonstrated the 
importance of social bonds for mammalian well-being 
and survival3–5. Early in life, many mammalian infants 
are completely dependent on caregivers, relying on them 
exclusively for nourishment, care and protection6. Later 
on, connections to a social group aid survival through 
the shared responsibility for food acquisition, predator 
protection and care for offspring3. Owing to this pro-
found reliance on others, threats to social connection 
may be just as detrimental to survival as threats to basic 
physical safety and thus may be processed by some of the 
same underlying neural circuitry. Specifically, it has been 

proposed6–10 that experiences of ‘social pain’ — which is 
defined as the unpleasant experience that is associated 
with actual or potential damage to one’s sense of social 
connection or social value (owing to social rejection, 
exclusion, negative social evaluation or loss) — may be 
processed by some of the same neural circuitry that pro-
cesses physical pain (which is defined as the unpleasant 
experience that is associated with actual or potential tis-
sue damage11). Given the importance of social connec-
tion for survival, the definition of social pain used here 
is intentionally broad and includes multiple experiences 
that signal the loss, or potential loss, of social connec-
tion or social value, therefore signifying an increased 
survival risk. Thus, social pain includes experiences in 
which a relationship is threatened or lost because the self 
is devalued (rejection or negative evaluation), as well as 
experiences in which a relationship is lost but the self is 
not implicated (death of a loved one), as both of these 
experiences signify a loss of a protective social bond.

This Review highlights the growing body of litera-
ture suggesting a possible overlap in the neural circuitry 
underlying physical and social pain. This article first 
summarizes the observational evidence that provides 
the starting point for the hypothesis that negative social 
experiences are painful and considers why the physical 
pain signal may have been co-opted to prevent social 
disconnection. The neurochemical and neural sub-
strates that process physical pain are then reviewed, 
and research showing that some of these substrates also 
process social pain is summarized. Next, some of the 
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“… a sense of separation is a condition that makes 
being a mammal so painful.” Paul MacLean1

Some of the most distressing experiences that we face 
involve the dissolution of our closest social bonds. 
Indeed, it is difficult to imagine a situation more upset-
ting than a relationship break-up or one more devastat-
ing than the loss of a loved one. In fact, according to 
one study, nearly three out of four people listed the loss 
of a close relationship (for example, through death or a 
relationship break-up) as the “single most negative emo-
tional event” of their lives2. Interestingly, some individu-
als have gone so far as to describe these experiences of 
social loss or social separation as being ‘painful’1. Given 
the intense emotional consequences of broken social 
bonds, one may ask why we react so strongly to the loss 
of our social ties.

Research over the past century, from social psychol-
ogy to behavioural neuroscience, has demonstrated the 
importance of social bonds for mammalian well-being 
and survival3–5. Early in life, many mammalian infants 
are completely dependent on caregivers, relying on them 
exclusively for nourishment, care and protection6. Later 
on, connections to a social group aid survival through 
the shared responsibility for food acquisition, predator 
protection and care for offspring3. Owing to this pro-
found reliance on others, threats to social connection 
may be just as detrimental to survival as threats to basic 
physical safety and thus may be processed by some of the 
same underlying neural circuitry. Specifically, it has been 

proposed6–10 that experiences of ‘social pain’ — which is 
defined as the unpleasant experience that is associated 
with actual or potential damage to one’s sense of social 
connection or social value (owing to social rejection, 
exclusion, negative social evaluation or loss) — may be 
processed by some of the same neural circuitry that pro-
cesses physical pain (which is defined as the unpleasant 
experience that is associated with actual or potential tis-
sue damage11). Given the importance of social connec-
tion for survival, the definition of social pain used here 
is intentionally broad and includes multiple experiences 
that signal the loss, or potential loss, of social connec-
tion or social value, therefore signifying an increased 
survival risk. Thus, social pain includes experiences in 
which a relationship is threatened or lost because the self 
is devalued (rejection or negative evaluation), as well as 
experiences in which a relationship is lost but the self is 
not implicated (death of a loved one), as both of these 
experiences signify a loss of a protective social bond.

This Review highlights the growing body of litera-
ture suggesting a possible overlap in the neural circuitry 
underlying physical and social pain. This article first 
summarizes the observational evidence that provides 
the starting point for the hypothesis that negative social 
experiences are painful and considers why the physical 
pain signal may have been co-opted to prevent social 
disconnection. The neurochemical and neural sub-
strates that process physical pain are then reviewed, 
and research showing that some of these substrates also 
process social pain is summarized. Next, some of the 
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INTERAKTIONELLE  GRUPPENTHERAPIE���
BEARBEITUNG FRÜH  GEPRÄGTER  DYSFUNKTIONALER SCHEMATA	
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MOTIVATIONALE SCHEMATA ���
Wiederholte Erfahrungen in der Entwicklung bewirken die Bahnung 

entsprechender neuronaler Erregungsmuster	



Positives Umfeld	


Ø  Grundbedürfnisse können regelmäßig 

befriedigt werden	


Ø  Annähernde motivationale Ziele 

entstehen	


Ø  Positive Erwartungen	


Ø  Differenziertes Verhaltensrepertoire	


Ø  Reife Konfliktbewältigungsstrat.���

 ���
	



>>> Annäherungs-Schemata	



Ø  Grundbedürfnisse werden regelmäßig 
verletzt	



Ø  Vermeidende motivationale Ziele 
entstehen	



Ø  Negative Erwartungen	


Ø  Enges und starres Verhaltensrep.���

(schwache Annäherung)	


Ø  Unreife Konfliktbewältigungstrat.���
	



>>> Vermeidungs-Schemata	
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WESENTLICHE VERÄNDERUNGSPROZESSE IN  DER 
BEHANDLUNG  CHRONISCH SCHMERZKRANKER	


MIT SOMATISIERUNGSSTÖRUNG	



(1)  Veränderung des kognitiven Schmerzverständnisses	



(2)  Erkennung von Verhaltensschemata aus Kindheitsprägungen	



(3)  Schmerz-Affekt-Differenzierung	
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WESENTLICHE VERÄNDERUNGSPROZESSE IN  DER 
BEHANDLUNG  CHRONISCH SCHMERZKRANKER	


MIT SOMATISIERUNGSSTÖRUNG	



(1)  Veränderung des kognitiven Schmerzverständnisses	



(2)  Erkennung von Verhaltensschemata aus Kindheitsprägungen	



(3)  Schmerz-Affekt-Differenzierung	



(4)  Übungen zur Veränderung von 	



Ø  Vermeidungsschemata hinsichtlich eigener Grundbedürfnissen	



Ø  unreifen zu reifen Konfliktbewältigungsstrategien	
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RESILIENZ	


(Martin-Joy & Vaillant, 2010)	


	


	


„Es geht nicht darum, was uns geschieht, ���
sondern was wir daraus machen“	


	


	


Adaptive Bewältigungsstile/“Abwehrmechanismen“/	


ubw. Konfliktbewältigungsstrategien	



Study of Adult Development (> 70 Jahre)	



Ø  Grant Study (m, N=268; 1938-40)	


Ø  Core City Study (m, N=456, 1940)	


Ø  Terman Study (w, IQ > 140; N=672, 1920)	
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REIFE  DER  „UNBEWUSSTEN COPINGSTRATEGIEN“	


(„involuntary coping mechanisms“)	


G.E. Vaillant 2011, Vaillant & Mukamal 2001 	



§  unreife Strategien	


Ø  passive Aggression/Wendung gegen das Selbst 	


Ø  Projektion	


Ø  Ausagieren/Identifikation mit dem Aggressor	


Ø  Hypochondrie	


Ø  Dissoziation	



§  reife Strategien	


Ø  Antizipation	


Ø  Sublimierung	


Ø  Humor	


Ø  Supprimierung 	


Ø  Altruismus (?)	



§  neurotische Strategien	


Ø  Verdrängung, Verleugnung	


Ø  Reaktionsbildung	


Ø  Verschiebung	


Ø  Rationalisierung/Intellektualisierung	



Akzeptanz einer nicht-���
kontrollierbaren Realität 
ohne Affektverleugnung!

> Kein Zugang zu eigenen Affekten ���
    und denen Anderer	


> Distanz zu Anderen	



z.B. Schreiben, Forschen,���
kreative Betätigung als 
Konfliktlösung	



> nimmt Affekte Anderer 
wahr, hat jedoch schwer 
Zugang zu den eigenen	
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 Bindung Selbstwert- 
erhöhung 

Orientierung 
und Kontrolle 

Lustgewinn/ 
Unlust- 

vermeidung 

PSYCHISCHE  GRUNDBEDÜRFNISSE	


UND  FMS/SOM���
(aus Egle & Zentgraf: Psychosomatische Schmerztherapie. Kohlhammer, Stgt 2014, S. 39ff) 	



Selbstwert-	


erhöhung	



Selbstwert-
erhöhung	



Perfektionismus	


geringe Umstellungsfähigkeit	



Alles selber machen	



„workaholic“	


überzogener Altruismus	


permanente Suche nach 

Anerkennung	



Kontrolle	
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WESENTLICHE VERÄNDERUNGSPROZESSE IN  DER 
BEHANDLUNG  CHRONISCH SCHMERZKRANKER	


MIT SOMATISIERUNGSSTÖRUNG	



(1)  Veränderung des kognitiven Schmerzverständnisses (Edukation)	



(2)  Schmerz-Affekt-Differenzierung	



(3)  Erkennung von Verhaltensschemata aus Kindheitsprägungen	



(4)  Veränderung von 	



Ø  Vermeidungsschemata hinsichtlich eigener Grundbedürfnissen	



Ø  unreifen zu reifen Konfliktbewältigungsstrategien	



(5)  Veränderung der Grundbedürfnis-Dysbalance im Alltag	
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PSYCHOTHERAPIEZIEL: VERÄNDERUNG DER DYSBALANCE ���
IN DEN GRUNDBEDÜRFNISSEN	


(aus Egle & Zentgraf: Psychosomatische Schmerztherapie. Kohlhammer, Stgt 2014, S. 39ff) 	



 Bindung 

Orientierung 

und Kontrolle 

Lustgewinn/ 

Unlust- 

vermeidung 
Selbstwert-	



erhöhung	



 Bindung 
 

Orientierung 
und Kontrolle 

Spass/ 
Freude 

Selbstwert-	


erhöhung	



PRÄ	



POST	
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Manualisierte	
  InterakNonelle	
  Gruppentherapie	
  

PHASENABLAUF	
  
(NICKEL	
  &	
  EGLE	
  	
  1999,	
  2001,	
  2002,	
  Nickel	
  et	
  al	
  2010)	
  

40 Sitzungen

0	

 16	

 26 Wo	

3	



D
INFO/
MOTIV. ARBEIT TRANSFER	
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SOMATOFORM PAIN DISORDER  
PSYCHODYNAMIC-INTERACTIONAL VS. COGNITIVE-
BEHAVIORAL GROUP THERAPY (RCT, N=150, 2 x 8) 
Hardt et al 2014 (in Vorb.) 
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Pain Disability Index

	


	


	


	


	


	


Interaction CBT x PD x time	


	


T3   .002 	

 	

T4   .001	


	



Dauer: 6 mo	


	


CBT: 25 x 130 min.	


	


	


PD: 40 x 90 min.	



d=1,1	
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WELCHE PSYCHOTHERAPIE FÜR WELCHEN 
SCHMERZPATIENTEN?	


n  Gruppenpsychotherapie	



u  Schmerzbewältigungstraining	



u  Angstbewältigungstraining	



u  Soziales Kompetenztraining	



u  Stressbewältigungstraining	



u  Psychodyn.-Interakt. Gruppenther.	



u  Traumatherapie	



§  Entspannungsverfahren	



u  Biofeedback	



u  PMR	



u  QiGong	



u  Autogenes Training (AT)??	
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Sport- und Bewegungstherapie!

Bewegung – Bewegung – Bewegung!!!	
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ERGÄNZENDE THERAPIEVERFAHREN	



Biofeedback	



Musiktherapie	
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ERGÄNZENDE THERAPIEVERFAHREN	



Achtsamkeit	



Therapeut. Boxen	
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MECHANISMENBEZOGENE  SCHMERZTHERAPIE���
(Egle & Zentgraf 2009)	



INDIKATIONSKONFERENZ	



SOMATOF. 
SCHMERZ-
STÖRUNG	



PTBS	


FUNKT. ���

SCHMERZSY.	


mit Angst/anank. PS	



KÖRPERL. +���
PSYCH. KOMORB.	



spezif. Einzel-PT	


Interakt.Gruppe	



KBT/Entspannung	


Sporttherapie���
Musiktherapie	



Aquafit	



Trauma spez.	


Einzel-PT	


(Sertralin, 	


Paroxetin)	



Einzel-PT	


Angstbewältigung	



Biofeedback	


Physiotherapie 	


Sporttherapie	



Achtsamkeitstraining	


Sertralin/Citalopram	



Einzel-PT	


Schmerzbewält.-���

training	


Physiotherapie	


PMR/QiGong 	



SSRI/SNRI	



Schmerzedukation	



Überprüfung Analgetika-Applikation/ggf. Opiatentzug	
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REHA-QUALITÄTSSICHERUNG DRV-BUND���
ERGEBNISSE DER  PATIENTENBEFRAGUNG 2009	



	

 	

 	

 	

                Gengenbach 	

                          Gesamt	


 stark gebessert 	

 	

 	

 	

32% 	

 	

13%	



 spürbar gebessert 	

 	

 	

53% 	

 	

40%	



 unverändert 	

 	

 	

 	

13% 	

 	

34%	



 etwas verschlechtert 	

 	

 	

  0% 	

 	

  8%	



 stark verschlechtert 	

 	

 	

  5% 	

 	

  6%	



	



Wenn Sie an Ihre Schmerzen vor der Reha denken - ���
haben sich Ihre Schmerzen durch die Reha verändert?	
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GANZKÖRPERSCHMERZ	
  (–>	
  AU,	
  AL)	
  	
  

V	
  I	
  D	
  E	
  O	
  -­‐	
  K	
  A	
  S	
  U	
  I	
  S	
  T	
  I	
  K	
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In	
  diesem	
  neuen	
  Standardwerk	
  sind	
  die	
  vielfälNgen	
  Aspekte	
  der	
  
chronischen	
  Schmerzbegutachtung	
  nachvollziehbar	
  und	
  
anschaulich	
  dargestellt.	
  	
  
	
  
Das	
  Werk	
  bietet:	
  
•	
  	
  die	
  Anleitung,	
  um	
  eine	
  einheitliche	
  und	
  plausible	
  
	
  	
  	
  	
  sozialmedizinische	
  Leistungsbeurteilung,	
  ggf.	
  auch	
  eine	
  
	
  	
  	
  	
  Kausalitätsbewertung,	
  durchzuführen,	
  wie	
  sie	
  der	
  	
  
	
  	
  	
  	
  AWMF-­‐Leitlinie	
  entspricht	
  
•	
  	
  Grundlagen	
  der	
  Schmerzbegutachtung	
  
•	
  	
  Hintergründe	
  zu	
  den	
  wichNgsten	
  Störungen	
  
•	
  	
  InformaNonen	
  zum	
  Verfassen	
  des	
  Gutachtens	
  
•	
  	
  Besonderheiten	
  bei	
  chronischen	
  SchmerzpaNenten	
  
•	
  	
  Schmerzbegutachtung	
  in	
  verschiedenen	
  Rechtsgebieten	
  
•	
  	
  Anforderungen	
  aus	
  Sicht	
  des	
  Sozialrichters	
  
•	
  	
  InformaNonen	
  zur	
  speziellen	
  LiquidaNon	
  von	
  	
  
	
  	
  	
  	
  Schmerzgutachten.	
  
	
  

U.	
  T.	
  Egle,	
  B.	
  Kappis,	
  U.	
  Schairer,	
  C.	
  Stadtland	
  (Hrsg.)	
  
	
  

Begutachtung	
  chronischer	
  
Schmerzen	
  

	
  

Erscheinungstermin ���
voraussichtlich Juli 2014. 	


 	


ELSEVIER Urban & Fischer, 
München 2014. 	


ca. 200 S., ca. 30 Abb., geb. ���
ISBN 978-3-437-23266-4	
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