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SUMMARY 

 

Emotion dysregulation is an oft-cited and potentially valuable explanation for panic disorder and 

other anxiety disorders. However, theoretical accounts conflict regarding whether panic disorder 

is associated with deficient or excessive emotion regulation, and these contradictory predictions 

have not been resolved by extant, primarily self-report-based studies. The present study (1) 

attempted to clarify the functioning of emotion regulation in panic disorder and (2) examined a 

putative mechanism for emotion regulatory dysfunction, effortful control. In a sample of 38 

individuals with panic disorder and 37 controls, we gauged participants’ ability to voluntarily 

regulate emotional responding to unpredictable threat of shock using physiological indices of 

negative emotion (startle eye-blink reflex and corrugator activity). We also assessed performance 

on 3 behavioral measures of effortful control; the degree to which these measures were disrupted 

in a threatening context; and whether effortful control abilities were associated with emotion 

regulatory ability. Individuals with panic disorder with agoraphobia (PD/A) demonstrated an 

enhanced ability to voluntarily suppress both startle and corrugator responding to threat relative 

to controls and panic disorder without agoraphobia (PD/NA). Individuals with PD/NA showed 

poorer attentional control compared to controls and PD/A. All 3 measures of effortful control 

were positively correlated with startle suppression ability, and path analyses revealed indirect 

effects of PD/NA on emotion regulatory ability via attentional control. The results implicate 

excessive suppression of negative emotion in the maintenance of PD/A and add to a growing 

literature linking non-emotional effortful cognitive abilities to emotion regulation and 

psychopathology. 
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1. INTRODUCTION 

 Panic disorder is associated with more impairment and higher per-individual annual costs 

than any other DSM-5 anxiety disorder (Batelaan et al., 2007; Kessler et al., 2005). These 

economic and functional burdens are especially pronounced for individuals with comorbid 

agoraphobia (Kessler et al., 2006). Although moderately effective treatments for panic disorder 

exist, these treatments have substantial rates of attrition and non-response (e.g., Craske et al., 

2003; 2007), particularly for agoraphobic individuals (Porter and Chambless, 2015). A better 

understanding of the basic disturbances that cause and maintain panic and other anxiety disorders 

is needed to develop more efficacious and tolerable treatments and to refine current treatment 

approaches (Watkins, 2009). 

 Abnormalities in emotion regulation are frequently cited as etiological and maintenance 

factors for problematic anxiety, including panic disorder. However, conflicting theoretical 

models predict both deficient (e.g., Friedman and Thayer, 1998) and excessive (e.g., Bouton et 

al., 2001; Cisler et al., 2010) emotion regulation in panic disorder, and empirical findings to date 

have not clearly ruled out either possibility. These contradictory theories and results may reflect 

methodological limitations of previous studies, including a reliance on self-report measures of 

emotion regulation and a lack of attention to heterogeneous subgroups within panic disorder. The 

construct of effortful control is a proposed mechanism for anxiety-related emotion dysregulation 

(Lewis et al., 2010), but research has rarely examined whether individual differences in effortful 

control predict emotion regulation abilities. Moreover, the specific pathways through which 

effortful control might affect emotion regulation have rarely been explored. For example, 

difficulties with emotion regulation could reflect stable, baseline deficits in effortful control, or 

transient disruption of effortful control capacity during stressful situations. 
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 Thus, although the constructs of emotion regulation and effortful control both hold 

promise for advancing our understanding of panic and other anxiety disorders, their promise has 

not been fully realized. The present study employed real-time behavioral and 

psychophysiological measures of emotion regulation and effortful control to investigate how 

these processes function in panic disorder and interact with one another. 

1.1 Emotion Regulation in Panic Disorder: Too Little or Too Much? 

 Emotion regulation refers to a diverse set of processes and behaviors through which 

individuals attempt to influence their experience and expression of emotion (Durbin and Shafir, 

2008; Gross, 1998; Gross and Thompson, 2007). It is a transdiagnostic construct cited in 

theoretical models of many mental disorders (e.g., Joormann and Quinn, 2014; Townsend and 

Altshuler, 2012; Wilcox et al., 2016), including panic disorder and other anxiety disorders 

(Behar et al., 2009; Cisler et al., 2010; Friedman and Thayer, 1998). As conceptualized by 

Gross’s process model (1998; Gross and Thompson, 2007), emotion regulation encompasses a 

broad set of antecedent-focused strategies including situation selection (e.g., behavioral 

avoidance or escape), situation modification (e.g., carrying a safety object), attentional 

deployment (e.g., cognitive avoidance or attentional re-orienting), and cognitive change (e.g., 

reappraisal or denial), as well as the response-focused strategy of response modulation (e.g., 

suppression of facial expression). Because emotion regulation can be conceptualized as a 

cognitive ability that acts on emotional processes, it offers a useful framework for integrating 

research on cognitive and emotional disturbances in anxiety disorders. Research on emotion 

regulatory ability is also clinically relevant—a deeper understanding of how and why anxious 

individuals have difficulty regulating emotional responding may lay groundwork for treatments 
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that better address this difficulty (Allen et al., 2008; Farchione et al., 2012) or point towards 

improvements to current treatments. 

 Although many theorists have implicated emotion dysregulation in the etiology or 

maintenance of panic disorder, they disagree on the nature of this dysregulation. Some 

theoretical models posit deficient emotion regulation in panic disorder. For instance, Thayer and 

colleagues’ neurovisceral integration model proposes that panic disorder (Friedman and Thayer, 

1998) and other anxiety disorders (Thayer et al., 2012) are associated with impairments in 

inhibitory control and flexible regulation of autonomic reactivity, indexed by low heart rate 

variability (HRV). They argue that these deficits result in a failure to inhibit the emotional and 

physiological expression of maladaptive fear and anxiety, including panic attacks. Similarly, 

based on imaging studies showing increased frontal activity following cognitive-behavioral 

therapy for panic disorder (Prasko et al., 2004; Sakai et al., 2006), Shurick and Gross (2013) 

propose that untreated panic disorder is characterized by deficient prefrontal control of learned 

fear responses. Some theorists have also conceptualized the attentional bias towards threat cues 

reported in panic and other anxiety disorders (Pergamin-Hight et al., 2015) as a failure to 

exercise emotion regulation through attentional redeployment (e.g., Amstadter, 2008; Kring and 

Werner, 2004; per Gross, 1998). Consistent with these deficient regulation models, individuals 

with panic disorder report less perceived control over their anxiety (e.g., López et al., 2016) and 

greater emotion regulatory difficulties (e.g., Tull et al., 2009) than non-anxious individuals. 

 Other models instead attribute panic disorder to excessive attempts to regulate negative 

emotion (Bouton et al., 2001; Cisler et al., 2010; Craske and Barlow, 2008). Many studies report 

that individuals with panic disorder or recurrent panic attacks are less accepting of negative 
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emotion than controls and more frequently attempt to suppress, avoid, or otherwise control these 

emotions (Baker et al., 2004; Hino et al., 2002; Katerndahl, 1999; Tull and Roemer, 2007; Tull et 

al., 2008; Vitaliano et al., 1987; Vollrath and Angst, 1993). Paradoxically, however, 

experimental studies show that attempts to suppress negative emotion generally produce 

increased negative affect among individuals with panic disorder (Levitt et al., 2004), other 

anxiety disorders (Campbell-Sills et al., 2006), or high anxiety sensitivity (Eifert and Heffner, 

2003; Feldner et al., 2006). Based on these findings, Cisler and colleagues (2010) proposed a 

two-process model of maladaptive emotion regulation in anxiety disorders. First, due to 

paradoxical effects of emotion suppression, individuals predisposed towards excessive 

suppression of negative emotion are likely to experience greater distress during initial encounters 

with feared stimuli (e.g., uncomfortable physical sensations). Cisler and colleagues argue that 

this results in more powerful fear conditioning, leading to increasingly intense fear responses 

(e.g., panic attacks) and, ultimately, disorder onset. Second, continued attempts to suppress 

negative emotion following disorder onset lead to chronic elevations in negative emotion (e.g., 

sustained anxious apprehension about panic attacks) and avoidance (e.g., agoraphobia), which 

causes the generalized distress and functional impairment characteristic of anxiety disorders. 

 Following Mowrer’s (1947) classic two-factor theory of fear learning, contemporary 

learning models emphasize avoidance, rather than suppression, as the primary form of 

maladaptive emotion regulation in panic disorder. According to these models, behavioral 

avoidance of feared situations maintains panic disorder by limiting opportunities for extinction or 

corrective experiences (Bouton et al., 2001; Craske and Barlow, 2008; Mineka and Zinbarg, 

2006). More subtle forms of avoidance such as safety behaviors dampen the effects of potentially 

corrective experiences when they do occur (Lovibond et al., 2009; Salvoskis et al., 1999). These 
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models also describe avoidance as self-exacerbating: avoidance of panic-related situations is 

negatively reinforced by short-term relief from fear and anxiety, ultimately leading to 

agoraphobia for some individuals. 

 In sum, these theories make contradictory predictions regarding how emotion 

regulation functions among individuals with panic disorder. Some models predict that these 

individuals are unable to regulate anxiety and other negative emotions (Friedman and Thayer, 

1998; Shurick and Gross, 2013); one model predicts paradoxical increases in negative emotion 

due to excessive efforts at emotion regulation (Cisler et al., 2010); and some models predict 

excessive emotion regulatory efforts associated with short-term reductions in negative emotion 

(but deleterious longer-term consequences; Bouton et al., 2001; Craske and Barlow, 2008). 

1.2 Emotion Regulation in Agoraphobia 

 Research to date has not examined whether panic disorder with agoraphobia (PD/A) 

and panic disorder without agoraphobia (PD/NA) are associated with different patterns of 

emotion regulation. However, indirect evidence suggests that individuals with PD/A may be 

especially likely to engage in excessive regulation of negative emotion. Indeed, agoraphobia 

itself can be conceptualized as a form of maladaptive emotion regulation (Craske and Barlow, 

2008; an example of “situation selection” as described by Gross’s [1998] process model). 

Although panic disorder has generally been associated with heightened startle responding to 

threat (Grillon et al., 2008; Shankman et al., 2013), several reports indicate that individuals with 

PD/A show lower startle reactivity compared to both PD/NA (McTeague et al., 2011) and 

healthy controls (Cuthbert et al., 2003). Similarly, whereas subclinical anxiety is associated with 

deficient recruitment of frontal regions during threat processing, hyperreactivity of these regions 
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has been reported in full-syndrome anxiety disorders, including panic disorder (Hofmann et al., 

2012; Reinecke et al., 2015). Reinecke and colleagues (2015) reported that this increased threat-

related frontal activation was positively correlated with agoraphobia and panic symptom 

severity. Considered together, these findings suggest that individuals with PD/A may engage in a 

higher degree of effortful emotion suppression than those with PD/NA. It is possible that 

unappreciated differences between these subgroups may have contributed to inconsistent 

findings regarding emotion regulation in panic disorder. 

1.3 Methodological Challenges in Studying Emotion Regulation 

1.3.1 Limitations of Self-Report and A Potential Solution 

 The lack of consensus regarding the nature of emotion regulation in panic disorder may 

reflect shortcomings in how this construct has typically been measured. Most studies have asked 

participants to self-report how easily or effectively they regulate emotions in hypothetical or 

retrospective situations (Baker et al., 2004; Hino et al., 2002; Katerndahl, 1999; Lopez et al., 

2016; Tull and Roemer, 2007; Tull et al., 2008; 2009; Vitaliano et al., 1987; Vollrath and Angst, 

1993). There are several problems with this approach. First, self-report is subject to recall bias 

and demand characteristics, and this may be particularly true for self-report of emotional 

tendencies (Faith et al., 1998; Robinson and Clore, 2002; Sato and Kawahara, 2012). Indeed, 

several studies indicate that individuals’ retrospective reports of affect regulation strategy use do 

not correspond well to real-time, experience sampling measurements of the same (Ptacek, et al., 

1994; Stone et al., 1998). Second, humans’ estimates of their own mental abilities are frequently 

inaccurate (Akbar et al., 2011; Dodrill, 1997; Richardson-Vejlgaard et al., 2009; Seidenberg et 

al., 1994). Third, self-report measures may confound differences in emotion regulation with 

differences in basic emotional reactivity (Campos et al., 2004; Lewis et al., 2010). To avoid 
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some of these limitations, some researchers have assessed emotion regulation by measuring 

changes in self-reported emotion as participants regulate their responses to an actual emotional 

challenge (Feldner et al., 2006; Levitt et al., 2004). However, because this approach still relies on 

self-report of emotion, it is highly subject to demand characteristics and other sources of bias 

(Faith et al., 1998). 

 To overcome these limitations, the present study assessed emotion regulatory ability 

using a well-validated psychophysiological paradigm (Jackson et al., 2000; Lissek et al., 2008). 

In this paradigm, participants are alternately instructed to decrease, maintain, or increase their 

emotional reaction to distressing stimuli (e.g., negative pictures or threat of electric shock), and 

changes in emotional responding are measured using psychophysiological indices. Using this 

paradigm, multiple research groups have found that healthy individuals can regulate these 

indices during exposure to negative emotional stimuli (Jackson et al., 2000; Lissek et al., 2008). 

 This paradigm circumvents the methodological limitations of self-report described above. 

First, examination of emotion regulation in real time, during an actual emotional challenge, is not 

subject to recall bias. Second, it directly separates emotional reactivity (i.e., physiological 

response before participants receive regulation instructions) from voluntary emotion regulation 

(i.e., responses during decrease and increase trials). Third, the threat-of-shock variant of this task 

may be particularly relevant to panic disorder, as several studies have shown that individuals 

with panic disorder show abnormal startle responding during threat of unpredictable shock 

(Grillon et al., 2008; Shankman et al., 2013). 
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1.3.2 Startle and Corrugator: Assessing Related but Distinct Affective Processes 

 A fourth benefit of this paradigm is it use of validated physiological indices of emotion, 

which are not subject to demand characteristics and do not rely on participant’s imperfect 

estimation of their own abilities. The present study employed two psychophysiological indices—

acoustic startle eye-blink reflex and corrugator supercilii activity. The acoustic startle reflex is 

typically assessed by recording the peak contraction of the orbicularis oculi muscle in response 

to a sudden loud (> 80 dB) noise. It represents a fast (20-60 ms), involuntary response to 

potential danger and is closely related to the extended amygdala (Davis, 2006). The startle 

response is potentiated when danger is present or likely (Grillon, 2002). This potentiation is 

especially pronounced among individuals with panic disorder (Shankman et al., 2013) and other 

emotional disorders (Grillon et al., 2009), but can be dampened by agents such as alprazolam 

(Grillon et al., 2006). Based on these characteristics, startle potentiation to threat is thought to 

index defensive motivational states such as fear and anxiety (Davis, 2006). 

 The corrugator supercilii muscle is important for facial expression of negative effect, 

including frowning and brow furrowing, and amenable to voluntary control (Miller et al., 2002). 

In contrast to the startle eye-blink reflex, corrugator shows tonic contraction during negative 

emotional states, spanning seconds or tens of seconds rather than tens of milliseconds. It is 

associated with responding to threat (e.g., Lang et al., 2011), but may also reflect complex 

emotions such as disappointment and regret (Wu and Clark, 2015), and is more sensitive than 

startle to disgust (Bradley et al., 2001), anger (Miller et al., 2002), and low positive emotion 

(Lang et al., 1993). Evidence therefore suggests that the startle reflex is sensitive to the 

underlying emotional state of fear or anxiety, whereas corrugator activity may be more sensitive 

to semi-voluntary facial expression of many negative emotional states. 
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 Gross’s (1998; Gross & Jazaieri, 2014) process model posits both antecedent-focused 

(before or during emotion generation) and response-focused (after emotion generation) forms of 

emotion regulation. Insofar as startle indexes the emotional state of fear/anxiety, changes in 

startle potentiation during voluntary emotion regulation may index antecedent-focused 

regulation—i.e., individuals’ ability to change the experience of emotion itself. In contrast, 

changes in corrugator activity may be more sensitive to response-focused emotion regulation, 

which may include voluntary modulation of facial expression. Thus, assessing both the startle 

reflex and corrugator activity not only yields multiple measures of negative affect, but also 

allows examination of different emotion regulatory processes.  

1.3.3 Prior Studies 

 Very few studies have examined instructed emotion regulation in panic disorder. In a 

study by Reinecke and colleagues (2015), participants received training in reappraisal strategies 

and were then instructed to alternately maintain or reappraise their emotional reactions to 

negative images. Individuals with panic disorder showed reduced HRV and increased prefrontal 

and limbic activity compared to healthy controls during maintain trials, but these differences 

were attenuated or eliminated during reappraisal trials. In another study (Levitt et al., 2004), 

individuals with panic disorder received a brief training in emotional acceptance or emotional 

suppression prior to a carbon dioxide inhalation challenge. Emotional acceptance training and 

self-reported use of acceptance during the challenge was associated with less self-reported 

anxiety and less avoidance, whereas self-reported use of suppression was associated with greater 

anxiety. In both of these studies, individuals received training in emotion regulation strategies 

prior to testing. Although this is clinically informative (e.g., regarding possible mechanisms of 

reappraisal- and mindfulness-based psychotherapies), it also likely obscures pre-existing group 
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or individual differences in emotion regulatory ability. To obtain a more valid measure of these 

individual differences, participants in the present study were not given specific instructions or 

training regarding how to regulate their emotional responding. 

1.4 Effortful Control as a Mechanism of Emotion Regulation 

 Models from clinical, social, cognitive, and developmental psychology have long posited 

that mental processes are organized into an automatic, rapid, reactive, emotional system, and a 

controlled, deliberative, rational, non-emotional system (e.g., Gray and McNaughton, 2000; 

Kahneman, 2011; Metcalfe and Mischel, 1999; Rothbart and Rueda, 2005; see Carver et al., 

2008; for a review). A key function of the latter (controlled, rational) system involves 

countermanding impulses or action tendencies generated by the former (automatic, reactive) 

system – an ability labeled effortful control. Effortful control is closely related to (and is 

arguably synonymous with) constructs including cognitive control, executive control, and 

executive functioning. Effortful control is important for inhibition of impulsive or habitual action 

(“inhibitory control”); planful activation of behavior despite impulses towards inaction 

(“activational control”); and shifting or maintaining focus of attention despite distractors 

(“attentional control”; Eisenberg et al., 2010; Evans and Rothbart, 2007). A dieter refusing a 

slice of cake, an agoraphobic individual attending a crowded concert, and a student looking up 

from her smartphone to attend to a lecture are all exercising effortful control. 

 Effortful control and related constructs are frequently discussed as mechanisms of 

emotion regulation (e.g., Joormann and Quinn, 2014; Lewis et al., 2010; Petersen and Posner, 

2012), and functional connectivity studies have implicated the same networks in effortful control 

and emotion regulatory processes (e.g., Blair et al., 2007; Ochsner et al., 2012; Menon, 2011). 
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This research suggests close relationships between the within-individual, within-situation 

processes of effortful control and emotion regulation. However, few studies have examined the 

separate question of whether and how between-individual differences in effortful control and 

emotion regulatory abilities are related (Diaz and Eisenberg, 2015; see Joormann and Tanovic, 

2015, for a review in the context of depression). 

 One possibility is that emotion regulatory dysfunction stems from a general deficit in 

effortful control capacity. That is, individuals with panic disorder may have difficulty regulating 

anxiety due to a more general deficit in in their ability to effortfully control responding across 

emotional and non-emotional contexts. Consistent with this idea, performance on non-emotional 

effortful control tasks may be impaired in anxiety disorders (Pacheco-Unguetti et al., 2011, but 

see Heeren et al., 2015) and is associated with physiological indices of fear reactivity to threat of 

shock (Sarapas et al., 2016, unpublished data). Hendricks and Buchanan (2016) reported that 

effortful control abilities predicted changes in blink rate (a putative index of emotional 

suppression) and self-reported emotion, but not corrugator activity, during an emotion regulation 

task. The general deficit hypothesis has clinical relevance, as there is evidence that effortful 

control ability improves with training (Cohen et al., 2016; Hagger et al., 2010) and predicts 

response to treatment for internalizing disorders (Dunkin et al., 2000; Klumpp et al., 2014a; 

Langenecker et al., 2007a, 2008). 

 Emotion regulatory deficits may alternatively (or additionally) result from a specific 

disruption of capacity for effortful control in emotionally challenging contexts. Successful 

effortful control requires significant cognitive resources and is therefore easily disrupted by 

situational demands (Baumeister and Heatherton, 1996; Baumeister et al., 2007; Fishbach et al., 
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2003; Metcalfe and Mischel, 1999; Mischel et al., 1989). Emotionally stressful situations are 

prime examples of situations that may deplete cognitive resources and impair effortful control 

(Blair et al., 2007; Gailliot et al., 2007; Melcher et al., 2011; Philippot and Brutoux, 2008). 

Consequently, individuals whose cognitive capacity is particularly disrupted by stressful 

situations may have especially poor emotion regulatory ability, even if they show normal 

effortful control in non-emotional contexts (Werner and Gross, 2010). Consistent with this 

specific disruption hypothesis, stress-related decrements in effortful cognitive abilities has been 

observed in generalized anxiety disorder (Vytal et al., 2016) and prospectively predict increases 

in depressive symptoms (Quinn and Joormann, 2015). However, no study to date has examined 

relationships between stressor-related effortful control and laboratory measures of emotion 

regulation. 

1.5 Aims and Hypotheses 

 The present study had two broad aims. First, we assessed voluntary emotion regulatory 

ability in individuals with and without panic disorder using a validated psychophysiological 

paradigm. We did not make strong directional hypotheses, given that theoretical predictions and 

previous findings have variously suggested deficient, excessive, and paradoxical emotion 

regulation in panic disorder. However, based on somewhat more consistent evidence suggesting 

over-regulation of emotion in PD/A, we conducted secondary analyses comparing emotion 

regulation in PD/A versus PD/NA. 

 Our second aim was to examine relationships between emotion regulation and effortful 

control abilities in panic disorder. General effortful control capacity was assessed using two 

cognitive tasks yielding measures of set-shifting, inhibitory control, and attentional control. To 
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assess the degree to which effortful control capacity is disrupted under stress, participants 

completed alternate versions of these tasks during threat of unpredictable electric shock. We 

predicted that (1) emotional challenge would differentially disrupt effortful control capacity 

among individuals with panic disorder; (2) indices of effortful control would be positively 

correlated with emotion regulatory abilities; and (3) effortful control would statistically mediate 

group differences in emotion regulation.
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2. METHOD 

2.1 Participants 

 Seventy-five individuals were recruited from the community and local clinics, including 

38 individuals with current panic disorder (15 with and 23 without agoraphobia) and 37 healthy 

controls. All participants provided written informed consent. Procedures were approved by the 

institutional review board  at the University of Illinois at Chicago. 

2.1.1 Enrollment Criteria 

 Inclusion criteria were age between 18 and 50, ability to read and write English, right-

handedness (confirmed using Edinburgh Handedness Inventory – Revised, Williams, 2013; 

laterality quotient M = +89.7, SD = 17.3, range = +31.3 to +100.0), normal hearing in both ears, 

and normal or corrected-to-normal vision in both eyes. Exclusion criteria were personal or first-

degree family history of manic or psychotic episode; personal history of attention-

deficit/hyperactivity disorder or obsessive-compulsive disorder; current depressive disorder; 

current moderate or severe alcohol or substance use disorder; history of head injury with >15 

min loss of consciousness or >30 min posttraumatic amnesia; head injury with any loss of 

consciousness in the past 3 months; history of electroconvulsive therapy; and neurological or 

medical illness known to affect cognition, symptoms or physiological responding (e.g., epilepsy, 

stroke, untreated hypothyroidism). The additional inclusion criterion for the panic disorder group 

was current panic disorder. The additional exclusion criterion for the control group was history 

of any mental disorder other than mild alcohol or substance use disorder. Participants were 

instructed not to use alcohol or recreational drugs within 12 hours of lab visits. 
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2.1.2 Participant Flow 

 Six hundred five participants completed an initial telephone eligibility screen. Of these, 

93 (15.4%) appeared eligible and presented for the first study visit. Twelve of these individuals 

proved ineligible following more detailed diagnostic assessment. One participant withdrew and 

one participant was lost to follow-up between the first and second visit. One participant refused 

to complete the emotion regulation task, one participant’s data were unusable due to equipment 

failure, and two participants were excluded due to excessive artifact in both startle and 

corrugator data, resulting in the final sample of 75.  

2.2 Psychopathology Measures 

2.2.1 Diagnostic Interviews 

Current and lifetime mental disorders were assessed using the Structured Clinical Interview for 

DSM-5 (SCID-5; First et al., 2016). The SCID-5 was administered by the author and two other 

clinical psychology doctoral students. Interviewers were trained to criterion by watching the 

SCID 101 training videos (Biometrics Research Department, 2002); observing interviews by 

raters previously trained to criterion, and completing two or three supervised interviews in which 

all diagnoses were in agreement with those made by the trained raters. First-degree family 

history of psychopathology was assessed using the Family History Screen (Weissman et al., 

2000). 

2.2.2 Panic Disorder Severity 

 All participants completed a battery of questionnaires including the Inventory for 

Depression and Anxiety Symptoms (IDAS, Watson et al., 2007; 2008), a well-validated self-

report measure of internalizing psychopathology composed of broad and specific symptom 
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scales, as well as supplemental anxiety-related scales described by Watson and colleagues 

(2012). IDAS scales of interest for the present study included Panic (physiological symptoms 

associated with panic attacks), and Claustrophobia (fear and avoidance of crowds and small 

spaces), and Dysphoria (broad negative affect). Panic disorder participants also completed the 7-

item clinician-administered Panic Disorder Severity Scale (PDSS; Shear et al., 1997). 

2.3 Procedure 

 Procedures were divided into two lab visits. The first visit consisted of diagnostic 

interviewing and two effortful control tasks (one during threat of shock). The second visit 

consisted of the emotion regulation task and the remaining two effortful control tasks (one during 

threat of shock). To minimize effects of fatigue associated with effortful tasks (Hagger et al., 

2010), participants completed less-effortful tasks (i.e., questionnaires or interviews) between 

effort-demanding tasks (i.e., emotion regulation or effortful control tasks) so that two effort-

demanding tasks were never completed in immediate succession. Participants were also offered 

breaks following each task. Participants completed emotion regulation and effortful control tasks 

while seated in an electrically-shielded, sound-attenuated booth approximately 3.5-ft. from a 19-

in computer monitor. 

2.3.1 Shock Work-Up 

 Electric shocks were delivered during the emotion regulation task and two effortful 

control tasks. Electric shocks were 400 ms in duration and administered to the wrist of the 

participant's non-dominant (i.e., left) hand. To ensure equality in perceived shock aversiveness 

(Rollman and Harris, 1987), shock level was ideographically set to a level each participant found 

“highly annoying, but not painful.” The maximum possible shock level was 5 μA. Actual shock 
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values ranged from 0.2 μA to 5.0 μA (M = 1.8, SD = 1.1). Participants received a total of 9 

shocks across all tasks. 

2.3.2 Emotion Regulation Task 

2.3.2.1 Task Procedures 

 Participants completed a previously-validated psychophysiological emotion regulation 

task (Figure 1; Jackson et al, 2000; Lissek et al., 2008). Stimuli for the task were presented using 

Psylab (Contact Precision Instruments, London, UK). The task consisted of threat trials, during 

which participants could receive an electric shock to the wrist at any time, and safe trials, during 

which participants received no shocks. During trials, participants viewed a slide reading either 

“SHOCK?” or “SAFE” to indicate the current trial type. Each trial lasted 12 s, with intertrial 

intervals (ITIs) lasting 8 s. Four seconds into each trial, instructions to increase, maintain, or 

decrease emotional response to the trial were presented through speakers (during safe trials, only 

instructions to maintain were presented).1 The task included 28 threat trials (9 suppress, 10 

maintain, and 9 enhance) and 14 safe trials, and lasted 15 minutes (including a 45-second break 

at the midpoint). A shock was delivered during 5 of the 28 shock trials. 

 To simulate emotion regulation motivated by real-life consequences, participants were 

told that they would receive a $10 “bonus” if they both decreased and increased their emotional 

responding by at least 10% (Lissek et al., 2008). In reality, all participants received this “bonus,” 

and were debriefed accordingly at the end of the session. Participants were not instructed to use a 

 

                                                           
1 Previous versions of the task employed instructions to “suppress,” “maintain,” or “enhance” 

emotion. The more common words “decrease” and “increase” were substituted for “suppress” 

and “enhance” to ensure comprehension by all participants (Davies, 2012). 
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Figure 1. Schematic of emotion regulation task. Shocks were delivered during 5 of 28 “Shock?” 

trials. Startle probes were delivered during most trials at 3 s, 7 s, or 12 s after slide onset. 

 

 

 

 

 

specific emotion regulatory strategy during the task, but were told that they should not attempt to 

regulate by looking away from the screen or by generating a different emotion (Jackson et al., 

2000; Lissek et al., 2008). 

2.3.2.2 Dependent Measures 

 Electromyography (EMG) measures of corrugator activity and eye blink startle reflex to 

acoustic probes were recorded throughout the task. Startle probes were delivered 7-12 s after trial 

onset (i.e., 3-8 s after regulation instructions) during 7 trials of each condition, yielding measures 

of “regulated” responding for each condition. Seven safe trials and 7 threat trials (2 suppress, 3 

maintain, 2 enhance) included a startle probe at 3 s (i.e., before regulation instructions) as a 

measure of “unregulated” response to threat and non-threat. A startle probe was never delivered 

within 7 s of another startle probe or within 10 s after a shock. Startle probes were 40-ms, 103-

dB bursts of white noise with near-instantaneous rise time presented binaurally through 

headphones. To minimize effects of startle habituation during the emotion regulation task, 

participants completed two habituation phases including six startle probes prior to the regulation 

task (one habituation phase before and one after placement of shock electrodes). 
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 EMG data were continuously recorded in Neuroscan 4.5 (Compumedics, Charlotte, NC) 

at a sampling rate of 2000 Hz using a bandpass filter of DC-500 Hz. Startle responses were 

recorded from two 4-mm silver-silver chloride electrodes placed over the orbicularis oculi 

muscle below the left eye (Fridlund and Cacioppo, 1986; Blumenthal et al., 2005). Corrugator 

activity was recorded form two electrodes placed over the corrugator supercilii muscle above 

the left eye (Fridlund and Cacioppo, 1986). A ground electrode was placed in the center of the 

forehead along the midline, and a noise-cancellation electrode was placed on the back of the 

neck along the midline. 

2.3.3 Effortful Control Tasks 

 Participants completed two computerized behavioral tasks yielding three measures of 

effortful control ability: speeded set-shifting and inhibitory control from the Parametric Go/No-

Go/Stop task (PGNGS, Langenecker, 2005; 2007b; Votruba and Langenecker, 2013), and 

attentional control from the Attention Network Test – Short Version (ANT-S, Fan et al., 2002). 

Both tasks were administered using E-Prime Professional 2.0 (Psychology Software Tools, 

Sharpsburg, PA). 

 To assess participant’s general capacity for effortful control as well as the degree to 

which effortful control is disrupted in emotionally challenging contexts, participants completed 

each task twice. During one of these administrations, participants were informed that they may 

receive between two and five shocks at any point during the task. Two shocks were actually 

delivered during each task, and trials immediately following these shocks were excluded from 

analyses. Shocks were triggered by E-Prime and delivered by Psylab. Task order was 

counterbalanced across participants such that (1) alternate versions of each task occurred during 
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separate lab visits and (2) participants completed one “safe” and one “threat” effortful control 

task during each visit. 

2.3.3.1 Parametric Go/No-Go/Stop Task 

 The PGNGS is a modification of go/no-go and stop-signal tasks that yields measures of 

sustained attention, set-shifting, and inhibitory control. The latter two measures are of interest for 

the current study, as they are considered aspects of effortful control (Rothbart et al., 2005; 2006; 

Eisenberg et al., 2010). The PGNGS has demonstrated good retest reliability and convergent 

validity with other measures of executive control (Langenecker et al., 2007b). 

 The task consists of three conditions. During all conditions, letters are serially presented 

for 600 ms each. The first condition (“Go”) is a static RT task in which participants are 

instructed to respond as quickly as possible when one of three target letters appears, but withhold 

responding to all other letters. (Targets were ‘r,’ ‘s,’ and ‘t’ for one administration and ‘x,’ ‘y,’ 

and ‘z’ for the other administration.) During the second condition (“Go/No-Go”), the target value 

of letters shifts throughout the task. For example, if a participant responds to an ‘x,’ they should 

then respond only to a ‘y’ or ‘z,’ but withhold responding to another ‘x.’ If the participant next 

responds to a ‘z,’ they should then respond to an ‘x’ or ‘y,’ but withhold responding to another 

‘z.’ During the third condition (“Go/Stop”), participants are instructed to respond to all three 

target letters. However, some targets are followed by a stop signal 250-400 ms after onset, 

requiring participants to inhibit responding. The Go condition includes 26 correct targets, the 

Go/No-Go condition includes 33 correct targets plus 12 lures, and the Go/Stop condition 

includes 28 correct targets plus 12 targets followed by stop signals. Each condition lasts 2 to 3 

minutes. 
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 Set-shifting scores were computed by subtracting average RT for correct responses 

during the Go/No-Go condition from average correct-response RT during the Go condition. 

Inhibitory control scores were computed by subtracting correct-response RT during the Go/Stop 

condition from correct-response RT during the Go condition.  

2.3.3.2 Attention Network Test – Short Version 

 The ANT-S is a combination of cued RT (Posner, 1980) and Eriksen flanker (Eriksen and 

Eriksen, 1974) tasks and assesses efficiency of alerting, orienting, and attentional control. The 

attentional control measure is of primary interest for this study (Rothbart et al., 2005; 2006; 

Eisenberg et al., 2010). The ANT has demonstrated high retest reliability for attentional control 

(Fan et al., 2002). 

 During each trial, an arrow pointing right or left appears on-screen, flanked by arrows 

pointing in the same or opposite direction. Participants must indicate the direction of the center 

arrow, which sometimes requires resolving conflicting information (e.g., when a right-pointing 

arrow is flanked by left-pointing arrows). The array of arrows appears on either the top or bottom 

of the screen and is sometimes preceded by alerting or orienting cues. The task includes 144 

trials, half with congruent flankers and half with incongruent flankers, and lasts approximately 

10 minutes. Attentional control scores were computed by subtracting average correct-response 

RT for arrows with incongruent flankers from correct-response RT for arrows with congruent 

flankers. 
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2.4 Physiological Data Processing 

 Startle data were processed using Neuroscan. Data were first rectified and smoothed 

using a finite impulse response filter with a band pass of 28-40 Hz, then visually examined and 

scored for non-responses and missing blinks scored according to published guidelines 

(Blumenthal et al., 2005). Amplitude of the blink reflex was defined as the peak response within 

the 20-150 ms time frame following startle probe onset relative to pre-stimulus baseline. Values 

were positively skewed (average zskew = 4.87, p < .001) and kurtotic (average zkurtosis = 2.60, p < 

.01) and were therefore log transformed to normality (zskew = -0.84, ns, zkurtosis = -0.90, ns). 

Analyses were conducted using blink amplitude (non-response trials excluded from condition 

averages), but results for blink magnitude (condition averages include values of for non-response 

trials) were similar. 

 Corrugator data were processed using BrainVision Analyzer 2.0 (Brain Products, 

Gilching, Germany). Data were divided into 1024 ms Hamming-windowed epochs overlapping 

by 50% and visually inspected for artifact (including blinks elicited by startle probes). Artifact-

free data were subjected to a fast Fourier transform to derive estimates of spectral power density 

in the 45-200 Hz band for each condition. Values were positively skewed (average zskew = 9.92, p 

< .001) and kurtotic (average zkurtosis = 16.86, p < .001) and were therefore log transformed to 

normality (zskew = -0.52, ns, zkurtosis = -0.23, ns). 

2.5 Data Analysis 

2.5.1 Missing Data 

 Startle data for one participant were excluded due to excessive artifact. ANT-S data for 

one participants and PGNGS data for one participant were excluded due to extreme outliers (RTs 
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>3 SDs above the mean). Seven participants responded incorrectly to items embedded in 

questionnaires to check for random responding and were excluded from questionnaire analyses. 

2.5.2 Evaluation of Covariates 

 We compared groups on demographic variables and examined whether dependent 

measures were associated with demographic, medication, or substance use variables. Variables 

found to be associated with dependent measures were included in analyses where appropriate. 

2.5.3 Task Effects 

 To examine whether threat of shock effectively manipulated physiological responding 

during the emotion regulation task, we compared changes in startle magnitude and corrugator 

activity during the “unregulated” (i.e., pre-instruction) phase of threat versus safe trials using 

repeated measures analyses of variance (ANOVAs). To test for the predicted emotion regulatory 

effects, we used repeated measures ANOVAs to compare startle amplitude and corrugator 

activity following instructions to decrease, maintain, or increase emotional responding during the 

threat condition. We tested whether the ANT-S produced the predicted executive conflict effect 

using a repeated-measures ANOVA comparing RTs for stimuli with congruent versus 

incongruent flankers. Likewise, we used repeated-measures ANOVAs to test whether 

participants showed slower RTs during the PGNGS Go/No-Go and Go/Stop conditions 

compared to the Go condition. 

2.5.4 Emotion Regulation 

 Group differences in emotion regulatory ability were examined using 2 (Condition: 

maintainthreat, decreasethreat) X 2 (Group: control, panic disorder) mixed design ANOVAs on 
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startle amplitude and corrugator activity. Secondary analyses examined differences between 

PD/A and PD/NA by substituting a 3-level Group (control, PD/NA, PD/A) factor. An additional 

secondary analysis tested for group differences in emotion enhancement by substituting a 2-level 

Instruction (maintainthreat, increasethreat) factor. 

2.5.5 Effortful Control 

 To examine group differences in effortful control, as well as whether threatening contexts 

differentially disrupted effortful control among individuals with panic disorder, we conducted 

Condition (safe, threat) X Group mixed design ANOVAs on measures of effortful control from 

the PGNGS and ANT. 

2.5.6 Relationships of Emotion Regulation with Effortful Control 

 Relationships between emotion regulatory ability (i.e., startle and corrugator emotion 

regulation scores) and effortful control (i.e., set-shifting, inhibitory control, and attentional 

control scores) were tested using Pearson correlations. For measures of effortful control found to 

be related to both panic disorder status and emotion regulation scores, path analyses were 

conducted in 5,000 bootstrap samples to test indirect effects of panic disorder status on emotion 

regulatory ability through the measure of effortful control (MacKinnon, 2008; Preacher and 

Hayes, 2008). 
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3. RESULTS 

3.1 Participants 

 Demographic and clinical characteristics of the sample are presented in Table I. Groups 

did not differ in age, gender, racial/ethnic composition, or level of education. As expected, 

individuals with panic disorder reported more severe symptoms of panic, claustrophobia/ 

agoraphobia, and general negative affect compared to controls, and had greater clinician-rated 

functional impairment and general symptom severity. These results were identical whether 

individuals with PD/A and PD/NA were analyzed as separate groups or combined into a single 

panic disorder group. 

 PD/A was associated with more severe self- and clinician-rated agoraphobia symptoms 

and more clinician-rated functional impairment than PD/NA. PD/A and PD/NA did not differ on 

self-reported panic or negative affect symptoms, but there were trends towards greater clinician-

rated panic and general symptom severity in PD/A compared to PD/NA.  

 Comorbid lifetime diagnoses in the panic disorder group included agoraphobia (15 

current, 1 past), specific phobia (16 current), social anxiety disorder (13 current), generalized 

anxiety disorder (15 current, 4 past), and other specified anxiety disorder (1 current); 

posttraumatic stress disorder (1 past) and other specified trauma- and stressor-related disorder (1 

current); major depressive disorder (15 past); alcohol use disorder (2 current, both mild severity; 

8 past, mild or moderate severity) and cannabis use disorder (4 current, mild severity; 1 past, 

moderate severity); binge eating disorder (2 past) and bulimia nervosa (1 past); excoriation 

disorder (1 current) and trichotillomania (1 past). One control participant had past history of mild 

alcohol use disorder, but controls were otherwise free of lifetime psychopathology. Twelve panic
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TABLE I 

DEMOGRAPHIC AND CLINICAL CHARACTERISTICS 

 Controls 
Panic without 

Agoraphobia 

Panic with 

Agoraphobia 
Group Differences Pairwise Comparisonsa 

Demographics      

Age 28.0 (9.0) 28.8 (9.9) 28.3 (9.4) F < 1, ns ns 

Female 23 (62.2%) 17 (73.9%) 12 (80.0%) χ2(2) = 1.92, ns ns 

Years of education 15.5 (2.2) 15.7 (1.7) 14.9 (2.1) F < 1, ns ns 

Race      

African-American 6 (16.2%) 4 (17.4%) 4 (26.7%) χ2(6) = 7.53, ns ns 

Asian/Pacific Islander 6 (16.2%) 0 (0.0%) 3 (13.3%)   

Hispanic/Latino 5 (13.5%) 3 (13.0%) 0 (0.0%)   

Non-Hispanic White 18 (48.6%) 16 (69.6%) 9 (60.0%)   

Multiple Races 2 (5.4%) 0 (0.0%) 0 (0.0%)   

Panic Symptoms      

IDAS Panic 9.1 (2.5) 16.4 (6.5) 19.6 (8.0) F(2, 65) = 23.23, p < .001 C < PD/NA = PD/A 

PDSS Total - 10.7 (3.0) 13.1 (4.4) F(1, 36) = 3.87, p < .10 PD/NA ≤ PD/A 

Agoraphobia Symptoms      

IDAS Claustrophobia 5.2 (0.9) 7.5 (3.9) 14.8 (6.4) F(2, 65) = 34.23, p < .001 C < PD/NA < PD/A 

PDSS Agoraphobia - 1.2 (0.89) 2.4 (0.91) F(1, 36) = 16.36, p < .001 PD/NA < PD/A 

General Symptomatology      

IDAS Dysphoria 14.5 (5.8) 26.5 (7.4) 28.8 (9.9) F(2, 65) = 27.25, p < .001 C < PD/NA = PD/A 

GAF Symptom Severity 81.7 (8.1) 56.0 (6.2) 51.9 (6.1) F(2, 72) = 134.50, p < .001 C > PD/NA ≥ PD/A 

GAF Impairment 84.0 (5.0) 65.2 (8.8) 55.2 (6.0) F(2, 72) = 121.25, p < .001 C > PD/NA > PD/A 

a ≤ and ≥ indicate differences significant at p < .10, whereas < and > indicate differences significant at p < .05. 
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disorder participants were taking psychiatric medications, including antidepressants (n = 7) and 

anxiolytics (n = 8). 

3.2 Evaluation of Potential Covariates 

 Older participants showed greater slowing during the PGNGS Go/No-Go condition, r(72) 

= .46, p < .001, and greater executive conflict during the ANT-S, r(72) = .31, p < .01. Within the 

panic disorder group, individuals taking antidepressants showed less slowing during the PGNGS 

Go/Stop condition, t(36) = 3.53, p < .001. No variable of interest was related to sex, race, or 

current use of anxiolytics, oral contraceptives, tobacco, or cannabis. Based on these results, age 

was included as a covariate in cross-sectional analyses of PGNGS and ANT-S data, and we 

conducted analyses of Go/Stop data both including and excluding individuals taking 

antidepressants. 

3.3 Basic Task Effects 

 Participants exhibited greater startle amplitude, F(1, 73) = 30.61, p < .001, 𝜂𝑝
2 = .30, and 

corrugator activity, F(1, 74) = 7.69, p < .01, 𝜂𝑝
2 = .09, during pre-regulation threat periods than 

pre-regulation safe periods, indicating that threat of shock effectively manipulated physiological 

indices of defensive responding and negative affect. Emotion regulation instructions also 

affected startle amplitude, F(2, 144) = 19.22, p < .001, 𝜂𝑝
2 = .21, and corrugator activity, F(2, 

148) = 14.96, p < .001, 𝜂𝑝
2 = .17. Follow-up analyses revealed a linear increase in responding 

from decreasethreat to maintainthreat to increasethreat for both startle, F(1, 72) = 29.56, p < .001, and 

corrugator, F(1, 74) = 19.90, p < .001. Emotion regulation scores (i.e., maintainthreat - 
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decreasethreat) for startle and corrugator were not correlated, r(72) = .08, ns, suggesting that these 

measures of emotion regulation were independent. 

 As expected, participants showed slower reaction times during the Go/No-Go, F(1, 73) = 

256.82, p < .001, 𝜂𝑝
2 = .78, and Go/Stop, F(1, 73) = 572.44, p < .001, 𝜂𝑝

2 = .89, conditions of the 

PGNGS task compared to the Go condition. Likewise, the ANT-S produced the predicted 

executive conflict effect, as participants responded more slowly to stimuli flanked by 

incongruent arrows than to those flanked by congruent arrows, F(1, 73) = 446.12, p < .001, 𝜂𝑝
2 = 

.86. Set-shifting (i.e., RTGo - RTGo/No-Go) and inhibitory control (i.e., RTGo - RTGo/Stop) scores 

were positively correlated, r(72) = .30, p < .01. However, attentional control scores (i.e., 

RTcongruent - RTincongruent) were not significantly correlated with set-shifting, r(71) = .19, ns, or 

inhibitory control, r(71) = -.17, ns. 

3.4 Emotion Regulation Task 

 Condition (maintain, decrease) X Group (control, panic disorder) ANOVAs revealed 

lower startle amplitude and corrugator activity following instructions to decrease compared to 

maintain, consistent with the task effects just described. These analyses did not indicate main 

effects of Group or Condition X Group interactions (all Fs < 1). 

 When individuals with panic disorder were divided into subgroups with or without 

agoraphobia, similar main effects again emerged for Condition. However, these analyses also 

revealed Condition X Group interactions for startle amplitude, F(2, 71) = 3.38, p < .05, 𝜂𝑝
2 = .09, 

and corrugator, F(2, 72) = 4.03, p < .05, 𝜂𝑝
2 = .10 (Figure 2). Individuals with PD/A showed 

greater startle suppression, t(71) = 2.60, p < .05, and corrugator suppression, t(72) = 2.72, p < 
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Figure 2. Group differences in voluntary emotion regulation. Emotion regulation indexed by 

changes in startle reflex (A) and corrugator activity (B) during instructions to decrease versus 

maintain emotional responding to unpredictable threat of shock. Values for A represent mean 

change scores for log-transformed startle eye-blink amplitude. Values for B represent mean 

change scores for log-transformed corrugator spectral power density. Lower values indicate 

greater “emotion regulation.” Error bars represent standard errors. 

 

 

 

 

 

.01, than individuals with PD/NA. The PD/A group also showed greater corrugator, t(72) = 2.40, 

p < .05, and (at trend) startle suppression, t(71) = 1.76, p < .10, compared to controls. Although 

startle and corrugator suppression were numerically lower in PD/NA compared to controls, these 

differences were non-significant (ps > .20). All pairwise contrasts remained significant following 

correction for familywise error, with the exception of the trend-level difference between PD/A 

and controls for startle suppression, which dropped to non-significance. Differences between 

PD/A and PD/NA remained significant after adjusting for clinician-rated (PDSS Total) or self-

rated (IDAS Panic) panic disorder symptom severity, suggesting that these results are not due to 

group differences in symptom severity. 



30 

 

 Individuals with panic disorder did not differ from controls in their ability to increase 

startle or corrugator responding when instructed to do so. This result did not change when 

participants with and without agoraphobia were examined separately. 

3.5 Effortful Control Tasks 

 Condition (safe, threat) X Group (control, PD/NA, PD/A) ANCOVAs adjusted for age 

did not reveal main effects of Condition or Condition X Group interactions for any of the three 

effortful control variables (all Fs < 1), indicating that threat of shock did not affect task 

performance for any group. These analyses did show a main effect of Group on attentional 

control, F(2, 69) = 3.14, p < .05, 𝜂𝑝
2 = .08 (Figure 3). Individuals with PD/NA showed poorer 

attentional control compared to PD/A, t(69) = 2.31, p < .05, and healthy controls, t(69) = 2.07, p 

< .05, who did not differ from one another (t < 1). The difference between PD/NA and PD/A 

remained significant after adjusting for clinician-rated (PDSS Total) or self-rated (IDAS Panic) 

panic disorder symptom severity. There were no effects of Group for set-shifting or inhibitory 

control (Fs < 1). Results for inhibitory control did not differ when individuals taking 

antidepressants were excluded from analysis. 

 Because the threat condition failed to affect task performance, effortful control scores 

from the safe condition of each task were used in the following analyses. Substituting scores 

based on average performance across the safe and threat conditions yielded a very similar, but 

slightly weaker, pattern of results. 
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Figure 3. Group differences in attentional control. Attentional control indexed by changes in 

reaction time to stimuli with incongruent versus congruent flankers during Attention Network 

Test – Short Version. Values represent estimated marginal means (adjusted for age) for 

standardized change scores. Higher values indicate more efficient attentional control. Error bars 

represent standard errors. 

 

 

 

 

 

3.6 Relationships of Emotion Regulation with Effortful Control 

 As shown in Table II, startle suppression ability was positively associated with set-

shifting, inhibitory control, and attentional control. An effortful control composite consisting of 

the mean standardized value across these three measures explained 25% of the variance in startle 

suppression ability (Figure 4). In contrast, corrugator suppression trended towards a negative 

association with set-shifting but was otherwise unrelated to effortful control measures. Results 

for inhibitory control did not differ when individuals taking antidepressants were excluded from 

analysis. 
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TABLE II 

PEARSON CORRELATIONS AMONG MEASURES OF 

EMOTION REGULATION AND EFFORTFUL CONTROL 

EC Measure 

Emotion Regulation Measure 

Startle Corrugator 

Attentional Control .25* .05 

Set-Shifting .27* -.20+ 

Inhibitory Control .40*** -.14 

EC Composite .50*** -.14 

+ p < .10, * p < .05, *** p < .001 

 

 

 

 

 

 Because panic disorder status, attentional control, and emotion regulatory ability were 

interrelated, we examined whether PD/NA and/or PD/A status had indirect effects on emotion 

regulation due to attentional control. Path analyses in 5,000 bootstrap samples revealed that 

(non-significantly) lower levels of startle suppression in non-agoraphobic panic disorder were 

statistically mediated by poor safe-condition attentional control, β = -.11, 95% CI [-.34, -.01]. 

Indirect effects of agoraphobic panic disorder on startle suppression were not significant, β = .01, 

95% CI [-.10, .19]. 
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Figure 4. Relationship between effortful control ability and voluntary emotion regulatory ability. 

Effortful control composite scores represent mean standardized inhibitory control, set-shifting, 

and attentional control scores from Parametric Go/No-Go/Stop Task and Attention Network Test 

– Short Version. Higher values indicate more efficient effortful control. Startle suppression 

scores represent change scores for log-transformed startle amplitude during instructions to 

decrease versus maintain emotional responding to unpredictable threat of shock. Lower values 

indicate greater “emotion regulation.” 
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4. DISCUSSION 

 Emotion regulation is a key variable for understanding how emotional and cognitive 

processes interact to confer risk for anxiety disorders. In contrast to previous research, which has 

largely relied on self-report, the present study examined changes in two physiological indices of 

emotion as participants attempted to regulate their emotional responding to an actual threat. 

Although individuals with panic disorder did not differ from controls in initial analyses, 

subsequent analyses revealed that panic disorder with agoraphobia was associated with greater 

emotion regulatory ability compared to panic disorder without agoraphobia or healthy controls. 

This pattern of results held for both startle- and corrugator-based measures of emotion regulation 

and was not accounted for by differences in symptom severity. Participants’ ability to regulate 

startle responding was positively associated with all three indices of effortful control assessed 

(i.e., attentional control, set-shifting, and inhibitory control), which together explained 25% of 

the variance in startle suppression. Finally, individuals with PD/NA demonstrated deficits in 

attentional control, and these deficits statistically accounted for impaired emotion regulation in 

this group. 

4.1 Emotion Regulation in Panic Disorder: The Role of Agoraphobia 

 The present results may elucidate previous studies showing divergent patterns of 

physiological threat reactivity in panic disorder with versus without agoraphobia. Although panic 

disorder is generally associated with heightened startle responding to threat (Grillon et al., 2008; 

Shankman et al., 2013), PD/A has been associated with reduced startle reactivity in several 

studies (Cuthbert et al., 2003; McTeague et al., 2011; McTeague and Lang, 2012). This blunted 

reactivity has previously been attributed to factors such as reduced autonomic flexibility 

(Cuthbert et al., 2003) or deleterious effects of chronic stress on the defensive system (McTeague 



35 

 

and Lang, 2012). The present results suggest that these diminutions in physiological responding 

may also reflect active down-regulation of responding, not merely a passive lack of reactivity. 

This possibility is supported by findings of increased activation in prefrontal regions during 

threat processing among individuals with more severe agoraphobia and panic symptoms 

(Reinecke et al., 2015). 

 The present findings are most consistent with models that conceptualize agoraphobia as 

maladaptive over-regulation of negative emotion in the form of chronic avoidance (Bouton et al., 

2001; Craske and Barlow, 2008). In further support of this idea, evidence suggests that anxious 

avoidance is associated with diminished startle reactivity. In a behavioral avoidance paradigm 

employed by Hamm and colleagues (2016), individuals with panic disorder with agoraphobia 

were asked to remain in a small, dark, locked chamber for as long as possible, but given the 

option to terminate the exposure prior to the maximum duration (10 minutes, unknown to 

participants). Participants who engaged in avoidance by ending the exposure early showed 

diminished startle responding (but heightened skin conductance and heart rate) prior to doing so. 

Similarly, Löw and colleagues (2015) reported lower startle responding to threat when 

opportunities for avoidance were present versus absent. Although participants in the present 

study were not afforded opportunities for behavioral avoidance, these findings suggest that 

individuals with PD/A may have been adept at using cognitive or other covert forms of 

avoidance to suppress emotional responding. Likewise, avoidance or other regulatory strategies 

may explain findings of blunted startle reactivity in posttraumatic stress disorder (Katz et al., in 

press) and other anxiety populations (McTeague and Lang, 2012). 
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4.2 Emotion Regulation and Effortful Control 

 Dual-process theories (Carver et al., 2008) and functional connectivity studies (Blair et 

al., 2007; Dosenbach et al., 2006; Ochsner et al., 2012; Kelley et al., 2015; Menon, 2011) have 

increasingly implicated effortful control in a suite of self-regulatory abilities, including emotion 

regulation. Neural regions important for effortful control of behavior, including anterior 

cingulate cortex, dorsolateral prefrontal cortex, and other prefrontal areas, show extensive 

structural and resting functional connectivity with the extended amygdala nuclei that subserve 

fear and anxiety (Bracht et al., 2009; Torrisi et al., 2015). Functional connectivity between 

anterior cortical regions and the amygdala is further increased during emotion regulation (e.g., 

Blair et al., 2007) and predicts response to psychotherapy for anxiety disorders (Klumpp et al., 

2014b). These findings provide evidence that similar within-person processes underlie effortful 

control and emotion regulation. However, the fact that effortful control and emotion regulation 

are associated with similar or overlapping neural circuitry does not necessarily imply that 

individual differences in these two abilities are related (Cervone, 2005; Diaz and Eisenberg, 

2015; Sarapas et al., 2014). 

 Few studies have examined relationships among individual differences in effortful 

control and emotion regulatory ability (see Joormann and Tanovic, 2015, for a review in the 

context of depression). Pe and colleagues (2013) reported that ability to update emotional 

information in working memory was related to trait and momentary ratings of reappraisal 

effectiveness. However, in addition to relying on self-report measures of emotion regulatory 

ability, this study did not assess relationships between emotion regulation and non-emotional 

effortful control. This would provide a stronger test of whether individual differences in emotion 

regulation are related to broader effortful control abilities. In an undergraduate sample, 
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Hendricks and Buchanan (2016) found that performance on response inhibition and working 

memory updating tasks predicted reductions in blink rate and self-reported negative affect, but 

not corrugator activity, during attempts to suppress or reappraise negative emotion. 

 The present results replicate and extend these findings in several ways. First, we 

replicated the finding that corrugator suppression is largely unrelated to effortful control, but 

showed that reductions in the startle reflex, a well-validated measure of defensive responding, 

were related to all measures of effortful control assessed. Second, individuals with PD/NA 

demonstrated deficits in attentional control, which statistically accounted for emotion regulatory 

deficits in this group. This finding emerged despite a lack of significant differences between 

PD/NA and controls on emotion regulation, which may reflect low statistical power or the 

presence of a competing, unmeasured mediator with opposite effects (Hayes, 2009). Conversely, 

although individuals with agoraphobia did differ from controls and PD/NA on emotion 

regulation, these differences were not accounted for by attentional control. Deficits in emotion 

regulation in PD/NA may therefore reflect broader difficulties with attentional or cognitive 

control, whereas enhanced emotion suppression in PD/A likely reflects other mechanisms, such 

as a higher propensity for cognitive avoidance or lower distress tolerance. 

 Contrary to hypotheses, effortful control abilities were not affected by threatening 

contexts for either controls or panic participants. Although some research has reported effects of 

threat contexts on cognitive performance, these effects are moderated by many factors including 

clinical variables (Vytal et al., 2016), temperament (Grillon et al., 2016), task difficulty (Patel et 

al., 2016; Vytal et al., 2016), and response modality (Patel et al., 2016). Several previous studies 

have also reported null findings for this effect (e.g., Balderson et al., in press; Quinn and 
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Joormann, 2015). The present findings are most consistent with effects of a dispositional or 

general deficit in effortful control on emotion regulatory ability; however, the possibility that 

threat contexts further disrupt effortful control and emotion regulatory abilities in some 

circumstances cannot be ruled out.  

4.3 Divergence and Convergence Across Multiple Measures 

 Startle responding is a non-voluntary, subcortically-mediated reflex sensitive to defensive 

motivational states such as fear and anxiety (Davis, 2006). In contrast, corrugator supercilii 

activity reflects semi-voluntary facial expression of emotion (Miller et al., 2002) and is linked to 

negative valence more broadly. Consistent with their discriminant validity, startle suppression 

and corrugator suppression were uncorrelated in the present sample and differentially related to 

effortful control. In this context, the similar group differences in emotion regulatory ability 

observed for both startle and corrugator supports the robustness of the present findings. In the 

framework of Gross’s process model (1998; Gross & Jazaieri, 2014), these findings suggest that 

agoraphobic participants were adept at modulating not only semi-voluntary facial expression of 

emotion, but also the less-voluntary defensive emotional states that give rise to the startle reflex 

(i.e., fear and anxiety). That effortful control abilities were related to suppression of startle, but 

not corrugator, may indicate that regulation of fear and anxiety requires greater effortful control 

than modulation of facial expression. This is consistent with Gross’s model, which posits 

“cognitive change” as a key process for antecedent-focused, but not response-focused, emotion 

regulation. 

 Measures of effortful control were also not consistently interrelated. This is in line with 

theoretical and empirical literature indicating that measures of different executive functions are 
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often uncorrelated and that “executive functioning” may not be a unitary entity (Jurado and 

Roselli, 2007; Salthouse et al., 2003). Effortful control is also posited to be a multidimensional 

construct consisting of attentional control, inhibitory control,  and activational control (Eisenberg 

et al., 2010; Evans and Rothbart, 2007). Again, the fact that all three measures of effortful 

control were associated with startle suppression despite their inconsistent correlations with one 

another speaks to the robustness of these findings. 

4.4 Implications for Treatment 

 PD/A is more persistent (Nay et al., 2013) and less responsive to treatment (Porter and 

Chambless, 2015; Schat et al., 2013) than PD/NA. Indeed, in a systematic review, Porter and 

Chambless (2015) report that agoraphobic avoidance is the most consistent predictor of poor 

response to cognitive-behavioral therapy for panic disorder (whereas panic disorder severity 

generally does not predict outcome). A potential explanation for poor clinical outcomes in PD/A 

suggested by the present results is that these individuals may suppress emotional and 

physiological responding during exposures, such that they less frequently experience levels of 

fear activation sufficient for habituation or extinction. Indeed, Craske and colleagues (2014) 

argue that premature reductions in fear may act as safety signals that prevent inhibitory learning, 

particularly for individuals with the “fear of fear” characteristic of panic disorder. Agoraphobic 

individuals may therefore benefit from more tailored interventions designed to prevent covert 

emotional suppression during interoceptive and in vivo exposures. Liebscher and colleagues 

(2016) recently reported that patients showed greater reductions in agoraphobic symptoms 

following therapist-guided rather than self-guided exposures, supporting the need for greater 

treatment tailoring for this symptom dimension. 
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 In contrast, the fact that attentional control ability statistically accounted for emotion 

regulatory deficits in PD/NA could suggest attentional control or other aspects of effortful 

control as targets for treatment. Indeed, a recent report indicates that effortful control training 

reduces amygdala reactivity and behavioral interference due to aversive stimuli (Cohen et al., 

2016). However, despite evidence of atemporal mediation, individuals with PD/NA did not differ 

significantly from controls in emotion regulatory ability. Moreover, the above discussion of 

excessive emotion regulation in PD/A indicates that increased capacity to effortfully control 

emotion is not necessarily an unalloyed good (Bouton et al., 2001; Craske et al., 2014). Further 

investigation of the correlates of impaired effortful control in PD/NA is needed to assess whether 

this represents an appropriate treatment target. 

4.5 Strengths and Limitations 

 Several limitations should be considered in interpreting this study. First, cell ns for 

analyses comparing agoraphobic and non-agoraphobic panic disorder were small, and the present 

results warrant replication in a larger sample. Nonetheless, the fact that similar emotion 

regulatory effects were observed for both startle and corrugator, despite the lack of correlation 

between these measures, supports the robustness of the results reported here. Second, although 

we demonstrated atemporal mediation of group differences in emotion regulation via attentional 

control, the study’s cross-sectional design precludes any inferences about causation (Winer et al., 

in press). Interpretation of this finding is further limited by the lack of a direct relationship 

between PD/NA and emotion regulatory ability. Third, the requirement that all participants have 

current panic disorder increased internal validity, but limits generalizability to other anxiety or 

internalizing disorders. This is particularly true given the divergent findings for panic disorder 

with versus without agoraphobia. Future studies may employ a more “RDoC-ian” approach by 
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examining emotion regulation and effortful control among participants with a broad range of 

emotional disorders, or by recruiting participants based on level of anxious arousal, anxious 

avoidance, or emotion regulatory ability. 

 The study also benefitted from several strengths. The collection of physiological and 

behavioral measures during an actual emotional challenge avoided limitations inherent in the 

retrospective self-report measures employed by many previous studies. Replication of several 

findings across multiple indices of emotion regulatory ability and effortful control provided 

evidence for the robustness of the present results. Finally, the study employed a well-

characterized clinical sample, which increases the clinical relevance of findings. Exclusion of 

individuals with current depression or moderate to severe current substance use disorders also 

allows several alternative explanations for the present results to be ruled out. 

4.6 Conclusion 

 This study examined differences in voluntary emotion regulation associated with panic 

disorder as well as cognitive mechanisms that might account for these differences. Findings 

indicated an enhanced ability to suppress negative emotion in panic disorder with agoraphobia. 

Better performance on behavioral measures of effortful control predicted greater ability to 

suppress defensive responding, and performance on one effortful control measure statistically 

accounted for emotion regulatory deficits in non-agoraphobic panic disorder. These results 

buttress a growing literature on relationships between effortful control and emotion regulation, 

and support unique etiological and maintenance factors for panic disorder with versus without 

agoraphobia. Panic with agoraphobia may be maintained by maladaptive over-regulation of 

anxiety (Bouton et al., 2001; Craske and Barlow, 2008), whereas panic without agoraphobia may 
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result in part from a reduced ability to effortfully modulate attention (Friedman and Thayer, 

1998). Findings may point towards more targeted and efficacious treatments for both varieties of 

panic disorder.



 

43 

CITED LITERATURE 

 

Akbar N, Honarmand K, Feinstein A. Self-assessment of cognition in multiple sclerosis: the role 

of personality and anxiety. Cogn Behav Neurol. 2011;24:115-21. 

Allen LB, McHugh RK, Barlow, DH. Emotional disorders: A unified protocol. In: Barlow DH, 

ed. Clinical handbook of psychological disorders: a step-by-step treatment manual. 4th 

ed. New York: Guilford Press; 2008. 

Amstadter A. Emotion regulation and anxiety disorders. J Anxiety Dis. 2008;22;211-21. 

Baker R, Holloway J, Thomas PW, Thomas S, Owens M. Emotional processing and panic. 

Behav Res Ther. 2004;42:1271-87. 

Balderston NL, Vytal KE, O'Connell K, Torrisi S, Letkiewicz A, Ernst M, Grillon C. Anxiety 

patients show reduced working memory related DLPFC activation during safety and 

threat. Depress Anxiety. In press. 

Batelaan N, Smit F, de Graaf R, van Balkom A, Vollebergh W, Beekman A. Economic costs of 

full-blown and subthreshold panic disorder. J Affect Dis. 2007;104:127-36. 

Baumeister RF, Heatherton TF. Self-regulation failure: an overview. Psychol Inq. 1996;7:1-15. 

Baumeister RF, Vohs KD, Tice DM. The strength model of self-control. Curr Dir Psychol Sci. 

2007;16; 351-5. 

Behar E, DiMarco ID, Hekler EB, Mohlman J, Staples AM. Current theoretical models of 

generalized anxiety disorder (GAD): conceptual review and treatment implications. J 

Anxiety Disord. 2009;23:1011-23. 



44 

 

Biometrics Research Department, New York State Psychiatric Institute. SCID-101 for DSM-IV 

Training Series [DVD]. New York: Biometrics Research, New York State Psychiatric 

Institute; 2002. 

Blair KS, Smith BW, Mitchell DG, Morton J, Vythilingam M, Pessoa L, Fridberg D, Zametkin 

A, Sturman D, Nelson EE, Drevets WC, Pine DS, Martin A, Blair RJ. Modulation of 

emotion by cognition and cognition by emotion. NeuroImage. 2007;35:430-40. 

Blazer DG, Hughes D, George LK, Swartz M, Boyer R. Generalized anxiety disorder. In: Robins 

LN, Regier DA, eds. Psychiatric Disorders in America : The Epidemiologic Catchment 

Area Study. New York: Free Press; 1991:180-203. 

Blumenthal TD, Cuthbert BN, Filion DL, Hackley S, Lipp OV, Van Boxtel A. (2005). 

Committee report: guidelines for human startle eyeblink electromyographic studies. 

Psychophysiology. 2005;42,1-15.  

Bouton ME, Mineka S, Barlow DH. A modern learning theory perspective on the etiology of 

panic disorder. Psychol Rev. 2001;108:4-32. 

Bracht T, Tüscher O, Schnell S, Kreher B, Rüsch N, Glauche V, Lieb K, Ebert D, Il'yasov KA, 

Hennig J, Weiller C, van Elst LT, Saur D. Extraction of prefronto-amygdalar pathways 

by combining probability maps. Psychiatry Res. 2009;174:217-22. 

Bradley MM, Codispoti M, Cuthbert BN, Lang PJ. Emotion and motivation I: defensive and 

appetitive reactions in picture processing. Emotion. 2001;1: 276–98. 

Campbell-Sills L, Barlow DH, Brown TA, Hofmann SG. Effects of suppression and acceptance 

on emotional responses of individuals with anxiety and mood disorders. Beh Res Ther. 

2006;44:1251-63. 



45 

 

Campos JJ, Frankel CB, Camras L. On the nature of emotion regulation. Child Dev. 

75;2004:377-94. 

Carver CS, Johnson SL, Joormann J. Serotonergic function, two-mode models of self-regulation, 

and vulnerability to depression: what depression has in common with impulsive 

aggression. Psychol Bull. 2008;134:912-43. 

Cisler JM, Olatunji BO, Feldner MT, Forsyth JP. Emotion regulation and the anxiety disorders: 

an integrative review. J Psychopathol Behav Assess. 2010;32:68-82. 

Cohen N, Margulies DS, Ashkenazi S, Schaefer A, Taubert M, Henik A, Villringer A, Okon-

Singer H. Using executive control training to suppress amygdala reactivity to aversive 

information. NeuroImage. 2016;125:1022-103. 

Craske MG, Barlow DH. 2008. Panic disorder and agoraphobia. In: Barlow DH, ed. Clinical 

Handbook of Psychological Disorders: A Step-By-Step Treatment Manual. 4th ed. New 

York: Guilford Press; 2008:216-249. 

Craske MG, DeCola JP, Sachs AD, Pontillo DC. Panic control treatment for agoraphobia. J 

Anxiety Disord. 2003;17:321-33. 

Craske MG, Farchione TJ, Allen LB, Barrios V, Stoyanova M, Rose R. Cognitive behavioral 

therapy for panic disorder and comorbidity: more of the same or less of more? Behav Res 

Ther. 2007;45:1095-109. 

Craske MG, Treanor M, Conway CC, Zbozinek T, Vervliet B. Maximizing exposure therapy: an 

inhibitory learning approach. Behav Res Ther. 2014;58:10-23. 

Cuthbert BN, Lang PJ, Strauss C, Drobes D, Patrick CJ, Bradley MM. The psychophysiology of 

anxiety disorder: fear memory imagery. Psychophysiology. 2003;40:407-22.  



46 

 

Davies M. The corpus of contemporary American English (COCA): 450 million words, 1990-

2012. Provo, UT: Brigham Young University, 2012. http://corpus.byu.edu/coca. 

Davis, M. Neural systems involved in fear and anxiety measured with fear-potentiated startle. 

Am. Psychol. 2006;61:741-56. 

Diaz A, Eisenberg N. The process of emotion regulation is different from individual differences 

in emotion regulation: conceptual arguments and a focus on individual differences. 

Psychol Inq. 2015;26:37-47. 

Dodrill CB. Myths of neuropsychology. Clin Neuropsychol. 1997;11:1-17. 

Dosenbach NU, Visscher KM, Palmer ED, Miezin FM, Wenger KK, Kang HC, Burgund ED, 

Grimes AL, Schlaggar BL, Petersen SE. A core system for the implementation of task 

sets. Neuron. 2006;50:799-812. 

Dunkin JJ, Leuchter AF, Cook IA, Kasl-Godley JE, Abrams M, Rosenberg-Thompson S. 

Executive dysfunction predicts nonresponse to fluoxetine in major depression. J Affect 

Disord. 2000;60:13-23. 

Durbin CE, Shafir DM. Emotion regulation and risk for depression. In: Abela JRZ, Hankin BL, 

eds. Handbook of Depression in Children and Adolescents. New York: Guilford Press; 

2008:149-76. 

Eifert GH, Heffner M. The effects of acceptance versus control contexts on avoidance of panic-

related symptoms. J Beh Ther Exp Psychiatry. 2003;34:293-312. 

Eisenberg N, Spinrad TL, Eggum ND. Emotion-related self-regulation and its relation to 

children's maladjustment. Annu Rev Clin Psychol. 2010;6:495-525. 

Eriksen BA, Eriksen CW. Effects of noise letters upon identification of a target letter in a non-

search task. Percept Psychophys. 1974;16:143-49. 



47 

 

Esbjørn BH, Bender PK, Reinholdt-Dunne ML, Munck LA, Ollendick TH. The development of 

anxiety disorders: considering the contributions of attachment and emotion regulation. 

Clin Child Fam Psychol Rev. 2012;15:129-43.  

Evans DE, Rothbart MK. Development of a model for adult temperament. J Res Pers. 

2007;41:868-88. 

Faith MS, Wong FY, Allison DB. Demand characteristics of the research setting can influence 

indexes of negative affect-induced eating in obese individuals. Obes Res. 1998;6:134-6. 

Fan J, McCandliss BD, Sommer T, Raz M, Posner MI. (2002). Testing the efficiency and 

independence of attentional networks. J Cogn Neurosci. 2002;14:340-47. 

Farchione TJ, Fairholme CP, Ellard KK, Boisseau CL, Thompson-Hollands J, Carl JR, Gallagher 

MW, Barlow DH. Unified protocol for transdiagnostic treatment of emotional disorders: 

a randomized controlled trial. Behav Ther. 2012;43:666-78. 

Feldner MT, Zvolensky MJ, Stickle TR, Bonn-Miller MO, Leen-Feldner EW. Anxiety 

sensitivity-physical concerns as a moderator of the emotional consequences of emotion 

suppression during biological challenge: an experimental test using individual growth 

curve analysis. Behav Res Ther. 2006;44:249-72. 

First MB, Williams JBW, Karg RS, Spitzer RL. Structured Clinical Interview for DSM-5. 

Arlington, VA: American Psychiatric Association Publishing; 2016. 

Fishbach A, Friedman RS, Kruglanski AW. Leading us not unto temptation: momentary 

allurements elicit overriding goal activation. J Pers Soc Psychol. 2003;84:296-309. 

Fridlund AJ, Cacioppo JT. Guidelines for human electromyographic research. Psychophysiology. 

1986;23:567-89. 



48 

 

Friedman BH, Thayer JF. Autonomic balance revisited: panic anxiety and heart rate variability. J 

Psychosom Res. 1998;44:133-51. 

Gailliot MT, Baumeister RF, DeWall CN, Maner JK, Plant EA, Tice DM, Brewer LE, 

Schmeichel BJ. Self-control relies on glucose as a limited energy source: willpower is 

more than a metaphor. J Pers Soc Psychol. 2007;92:325-36. 

Gray JA, McNaughton N. The neuropsychology of anxiety: an enquiry into the functions of the 

septo-hippocampal system. 2nd ed. New York, NY: Oxford University Press; 2000. 

Greenberg PE, Sisitsky T, Kessler RC, Finkelstein SN, Berndt ER, Davidson JR, Ballenger JC, 

Fyer AJ. The economic burden of anxiety disorders in the 1990s. J Clin Psychiatry. 

1999;60:427-35. 

Grillon C. Startle reactivity and anxiety disorders: aversive conditioning, context, and 

neurobiology. Biol Psychiatry. 2002;52:958-75. 

Grillon C, Baas JM, Pine DS, Lissek S, Lawley M, Ellis V, Levine J. The benzodiazepine 

alprazolam dissociates contextual fear from cued fear in humans as assessed by fear-

potentiated startle. Biol Psychiatry. 2006;60:760-6. 

Grillon C, Lissek S, Rabin S, McDowell D, Dvir S, Pine DS. Increased anxiety during 

anticipation of unpredictable but not predictable aversive stimuli as a psychophysiologic 

marker of panic disorder. Am J Psychiatry. 2008;165:898-904. 

Grillon C, Pine DS, Lissek S, Rabin S, Bonne O, Vythilingam M. Increased anxiety during 

anticipation of unpredictable aversive stimuli in posttraumatic stress disorder but not in 

generalized anxiety disorder. Biol Psychiatry. 2009;66:47-53. 

Grillon C, Robinson OJ, Mathur A, Ernst M. Effect of attention control on sustained attention 

during induced anxiety. Cogn Emot. 2016;30:700-12. 



49 

 

Gross JJ. The emerging field of emotion regulation: an integrative review. Rev Gen Psychol. 

1998;2:271-99. 

Gross JJ, Jazaieri H. Emotion, emotion regulation, and psychopathology: an affective science 

perspective. Clin Psychol Sci. 2014;2:387-401. 

Gross JJ, Thompson RA. Emotion regulation: conceptual foundations. In: Gross JJ, ed. 

Handbook of emotion regulation. 2nd ed. New York, NY: Guilford Press; 2007 

Hagger MS, Wood C, Stiff C, Chatzisarantis NL. Ego depletion and the strength model of self-

control: a meta-analysis. i 2010;136:495-525. 

Hamm AO, Richter J, Pané-Farré C, Westphal D, Wittchen HU, Vossbeck-Elsebusch AN, 

Gerlach AL, Gloster AT, Ströhle A, Lang T, Kircher T, Gerdes AB, Alpers GW, Reif A, 

Deckert J. Panic disorder with agoraphobia from a behavioral neuroscience perspective: 

applying the research principles formulated by the Research Domain Criteria (RDoC) 

initiative. Psychophysiology. 2016;53:312-22. 

Hayes AF. Beyond Baron and Kenny: statistical mediation analysis in the new millennium. 

Comm Monographs. 2009;76:408-20. 

Heeren A, Maurage P, Philippot P. Revisiting attentional processing of non-emotional cues in 

social anxiety: a specific impairment for the orienting network of attention. Psychiatry 

Res. 2015;228:136-42. 

Hendricks MA, Buchanan TW,. Individual differences in cognitive control processes and their 

relationship to emotion regulation. Cogn Emot. 2016;30:912-24. 

Hino T, Takeuchi T, Yamanouchi N. A 1-year follow-up study of coping in patients with panic 

disorder. Compr Psychiatry. 2002;43:279-84 



50 

 

Hofmann SG, Ellard KK, Siegle GJ. Neurobiological correlates of cognitions in fear and anxiety: 

a cognitive–neurobiological information-processing model. Cogn Emotion. 2012;26:282-

99 

Jackson DC, Malmstadt JR, Larson CL, Davidson RJ. Suppression and enhancement of 

emotional responses to unpleasant pictures. Psychophysiology. 2000;37:515-22. 

Johnstone T, van Reekum CM, Urry HL, Kalin NH, Davidson RJ. Failure to regulate: 

counterproductive recruitment of top-down prefrontal-subcortical circuitry in major 

depression. J Neurosci. 2007;27:8877-84. 

Joormann J, Quinn ME. Cognitive processes and emotion regulation in depression. Depress 

Anxiety. 2014;31:308-15.  

Joormann J, Tanovic E. Cognitive vulnerability to depression: examining cognitive control and 

emotion regulation. Curr Opin Psychol. 2015:4;86-92. 

Jurado MB, Rosselli M. The elusive nature of executive functions: a review of our current 

understanding. Neuropsychol Rev. 2007;17:213-33. 

Kahneman D. Thinking, fast and slow. New York, NY: Farrar, Straus and Giroux; 2011 

Katerndahl DA. Illness attitudes and coping process in subjects with panic attacks. J Nerv Ment 

Dis. 1999;187:561-5. 

Katz AC, Weinberg A, Gorka SM, Auerbach RP, Shankman SA. Effect of comorbid post-

traumatic stress disorder and panic disorder on defensive responding. J 

Psychophysiology. In press. 

Kelley WM, Wagner DD, Heatherton TF. In search of a human self-regulation system. Annu Rev 

Neurosci. 2015;38:389-411. 



51 

 

Kessler RC, Chiu WT, Demler O, Merikangas KR, Walters EE. Prevalence, severity, and 

comorbidity of 12-month DSM-IV disorders in the National Comorbidity Survey 

Replication. Arch Gen Psychiatry. 2005;62:617-27. 

Kessler RC, Ruscio AM, Shear K, Wittchen H-U. Epidemiology of anxiety disorders. In: Stein 

MB, Steckler T, eds. Behavioral Neurobiology of Anxiety and its Treatment. Heidelberg, 

Germany: Springer Publishers; 2010:21-25. 

Kessler RC, Chiu WT, Jin R, Ruscio AM, Shear K, Walters EE. The epidemiology of panic 

attacks, panic disorder, and agoraphobia in the National Comorbidity Survey Replication. 

Arch Gen Psychiatry. 2006;63:415-24. 

Klumpp H, Fitzgerald DA, Angstadt M, Post D, Phan KL. Neural response during attentional 

control and emotion processing predicts improvement after cognitive behavioral therapy 

in generalized social anxiety disorder. Psychol Med. 2014a;44:3109-21. 

Klumpp H, Keutmann MK, Fitzgerald DA, Shankman SA, Phan KL. Resting state amygdala-

prefrontal connectivity predicts symptom change after cognitive behavioral therapy in 

generalized social anxiety disorder. Biol Mood Anxiety Disord. 2014b;4:14. 

Kring AM, Werner KH. Emotion regulation and psychopathology. In P. Philippot, R.S. Feldman 

(eds.), The regulation of emotion. Mahwah, NJ: Lawrence Erlbaum Associates; 2004. 

Lang PJ, Greenwald MK, Bradley MM, Hamm AO. Looking at pictures: affective, facial, 

visceral, and behavioral reactions. Psychophysiology. 1993;30:261-73. 

Lang PJ, Wangelin BC, Bradley MM, Versace F, Davenport PW, Costa VD. Threat of 

suffocation and defensive reflex activation. Psychophysiology. 2011;48:393-6. 



52 

 

Langenecker SA, Bieliauskas LA, Rapport LJ, Zubieta JK, Wilde EA, Berent S. Face emotion 

perception and executive functioning deficits in depression. J Clin Exp Neuropsychol. 

2005;27:320-33 

Langenecker SA, Kennedy SE, Guidotti LM, Briceno EM, Own LS, Hooven T, Young EA, Akil 

H, Noll DC, Zubieta JK. Frontal and limbic activation during inhibitory control predicts 

treatment response in major depressive disorder. Biol Psychiatry. 2007a;62:1272-80. 

Langenecker SA, Schallmo MP, Brinkman ML, Young EA, Zubieta JK, Giordani B. Predicting 

treatment response in major depressive disorder (MDD) using computer-based 

neuropsychological instruments in a clinical setting.  Paper presented at the 2008 

International Neuropsychological Society Meeting, Kona HI. 

Langenecker SA, Zubieta JK, Young EA, Akil H, Nielson KA. A task to manipulate attentional 

load, set-shifting, and inhibitory control: convergent validity and test-retest reliability of 

the Parametric Go/No-Go Test. J Clin Exp Neuropsychol. 2007b;29:842-53.  

Levitt JT, Brown TA, Orsillo SM, Barlow DH. The effects of acceptance versus suppression of 

emotion on subjective and psychophysiological response to carbon dioxide challenge in 

patients with panic disorder. Behav Ther. 2004;35:747-66. 

Lewis AR, Zinbarg RE, Durbin CE. Advances, problems, and challenges in the study of emotion 

regulation: a commentary. J Psychopathol Behav Assess. 2010;32:83-91. 

Liebscher C, Wittmann A, Gechter J, Schlagenhauf F, Lueken U, Plag J, Straube B, Pfleiderer B, 

Fehm L, Gerlach AL, Kircher T, Fydrich T, Deckert J, Wittchen H-U, Heinz A, Arolt V, 

Ströhle A. Facing the fear – clinical and neural effects of cognitive behavioural and 

pharmacotherapy in panic disorder with agoraphobia. Eur Neuropsychopharmacol. 

2016;26:431-44. 



53 

 

Lissek S, Orme K, McDowell DJ, Johnson LL, Luckenbaugh DA, Baas JM, Cornwell BR, 

Grillon C. Emotion regulation and potentiated startle across affective picture and threat-

of-shock paradigms. J Behav Ther Exp Psychiatry. 2008;39:219-27. 

López JO, González JRB, García-Palacios A, Arbona CB. Influence of vulnerability factors in 

panic disorder severity. Psicothema. 2016;28:167-73. 

Lovibond PF, Mitchell CJ, Minard E, Brady A, Menzies RG. Safety behaviours preserve threat 

beliefs: Protection from extinction of human fear conditioning by an avoidance response. 

Behav Res Ther. 2009;47:716-20. 

Löw A, Weymar M, Hamm AO. When threat is near, get out of here: dynamics of defensive 

behavior during freezing and active avoidance. Psychol Sci. 2015;26:1706-16. 

MacKinnon DP. Introduction to Statistical Mediation Analysis. Mahwah, NJ: Erlbaum; 2008. 

McTeague LM, Lang PJ. The anxiety spectrum and the reflex physiology of defense: from 

circumscribed fear to broad distress. Depress Anxiety. 2012;29:264-81. 

McTeague LM, Lang PJ, Laplante MC, Bradley MM. Aversive imagery in panic disorder: 

agoraphobia severity, comorbidity, and defensive physiology. Biol Psychiatry. 

2011;70:415-24. 

Melcher T, Born C, Gruber O. How negative affect influences neural control processes 

underlying the resolution of cognitive interference: an event-related fMRI study. 

Neurosci Res. 2011;70:415-27. 

Menon V. Large-scale brain networks and psychopathology: a unifying triple network model. 

Trends Cogn Sci. 2011;15:483-506. 

Metcalfe J, Mischel W. A hot/cool-system analysis of delay of gratification: the dynamics of 

willpower. Psychol Rev. 1999;106:3-19. 



54 

 

Mineka S, Zinbarg R. A contemporary learning theory perspective on the etiology of anxiety 

disorders: it's not what you thought it was. Am Psychol. 2006;61:10-26. 

Mischel W, Shoda Y, Rodriguez ML. Delay of gratification in children. Science. 1989:244;933-

8.  

Mowrer OH. On the dual nature of learning: a reinterpretation of “conditioning” and “problem 

solving.” Harv Educ Rev. 1947;17:102-48. 

Nay W, Brown R, Roberson-Nay R. Longitudinal course of panic disorder with and without 

agoraphobia using the National Epidemiologic Survey on Alcohol and Related 

Conditions (NESARC). Psychiatry Res.2013;208:54-61. 

Ochsner KN, Silvers JA, Buhle JT. Functional imaging studies of emotion regulation: a synthetic 

review and evolving model of the cognitive control of emotion. Ann N Y Acad Sci. 

2012;1251:E1-E24. 

Pacheco-Unguetti AP, Acosta A, Marqués E, Lupiáñez J. Alterations of the attentional networks 

in patients with anxiety disorders. J Anxiety Disord. 2011;25:888-95. 

Patel N, Vytal K, Pavletic N, Stoodley C, Pine DS, Grillon C, Ernst M. Interaction of threat and 

verbal working memory in adolescents. Psychophysiology. 2016;53:518-26. 

Pe ML, Raes F, Kuppens P. The cognitive building blocks of emotion regulation: ability to 

update working memory moderates the efficacy of rumination and reappraisal on 

emotion. PLoS ONE, 2013;8:e69071. 

Pergamin-Hight L, Naim R, Bakermans-Kranenburg MJ, van IJzendoorn MH, Bar-Haim Y. 

Content specificity of attention bias to threat in anxiety disorders: a meta-analysis. Clin 

Psychol Rev. 2015;35:10-18. 



55 

 

Petersen SE, Posner MI. The attention system of the human brain: 20 years after. Annu Rev 

Neurosci. 2012;35:73-89. 

Philippot P, Brutoux F. Induced rumination dampens executive processes in dysphoric young 

adults. J Behav Ther Exp Psychiatry. 2008;39:219-27. 

 Porter E, Chambless DL. A systematic review of predictors and moderators of improvement in 

cognitive-behavioral therapy for panic disorder and agoraphobia. Clin Psychol Rev. 

2015;42:179-92 

Posner MI. Orienting of attention. Q J Exp Psychol. 1980;41A:19-45. 

Prasko J, Horácek J, Záleský R, Kopecek M, Novák T, Pasková B. The change of regional brain 

metabolism (18FDG PET) in panic disorder during the treatment with cognitive 

behavioral therapy or antidepressants Neuroendocrinol Lett. 2004;25: 340-8. 

Preacher KJ, Hayes AF. Asymptotic and resampling strategies for assessing and comparing 

indirect effects in multiple mediator models. Behav Res Methods. 2008;40:879-91. 

Ptacek J, Smith RE, Espe K, Rafferty B. Limited correspondence between daily coping reports 

and retrospective coping recall. Psychol Assess. 1994;6:41-9. 

Quinn ME, Joormann J. Control when it counts: change in executive control under stress predicts 

depression symptoms. Emotion. 2015;15:522-30. 

Reinecke A, Filippini N, Berna C, Western DG, Hanson B, Cooper MJ, Taggart P, Harmer CJ. 

Effective emotion regulation strategies improve fMRI and ECG markers of 

psychopathology in panic disorder: implications for psychological treatment action. 

Trans Psychiatry. 2015;5:e673. 



56 

 

Richardson-Vejlgaard R, Dawes S, Heaton RK, Bell MD. Validity of cognitive complaints in 

substance-abusing patients and non-clinical controls: the Patient's Assessment of Own 

Functioning Inventory (PAOFI). Psychiatry Res. 2009;169:70-4. 

Robinson MD, Clore GL. Belief and feeling: evidence for an accessibility model of emotional 

self-report. Psychol Bull. 2002;128:934-60. 

Rollman GB, Harris G. The detectability, discriminability, and perceived magnitude of painful 

electrical shock. Percept Psychophys. 1987;42:257-68. 

Rothbart MK, Rueda MR. The development of effortful control. In: Mayr U, Awh E, Keele S, 

eds. Developing Individuality in the Human Brain: A Tribute to Michael I. Posner. 

Washington: American Psychological Association; 2005:167-88. 

Sakai Y, Kumano H, Nishikawa M, Sakano Y, Kaiya M, Imabayashi. Changes in cerebral 

glucose utilization in patients with panic disorder treated with cognitive-behavioral 

therapy Neuroimage. 2006;33:218-26. 

Salkovskis PM, Clark DM, Hackmann A, Wells A, Gelder MG. An experimental investigation of 

the role of safety-seeking behaviours in the maintenance of panic disorder with 

agoraphobia. Behav Res Ther. 1999;37:559-74. 

Salthouse T, Atkinson T, Berish D. Executive functioning as a potential mediator of age-related 

cognitive decline in normal adults. J Exp Psychol: Gen. 2003;132:56694. 

Sarapas C, Katz AC, Nelson BD, Campbell ML, Bishop JR, Robison-Andrew EJ, Altman SE, 

Gorka SM, Shankman SA. Are individual differences in appetitive and defensive 

motivation related? A psychophysiological examination in two samples. Cogn Emot. 

2014;28:636-55. 



57 

 

Sato H, Kawahara J. Assessing acute stress with the Implicit Association Test. Cogn Emot. 

2012;26:129-35. 

Schat A, van Noorden MS, Noom MJ, Giltay EJ, van der Wee NJA, Vermeiren RRJM, Zitman 

FG. Predictors of outcome in outpatients with anxiety disorders: The Leiden routine 

outcome monitoring study. J Psychiatr Res. 2013;47:1876-85. 

Seidenberg M, Taylor MA, Haltiner A. Personality and self-report of cognitive functioning. Arch 

Clin Neuropsychol. 9;1994:353-61. 

Shankman SA, Nelson BD, Sarapas C, Robison-Andrew EJ, Campbell ML, Altman SE, 

McGowan SK, Katz AC, Gorka SM. A psychophysiological investigation of threat and 

reward sensitivity in individuals with panic disorder and/or major depression. J Abnorm 

Psychol. 2013;122:322-38. 

Shear MK, Brown TA, Barlow DH, Money R, Sholomskas DE, Woods SW, Gorman JM, Papp 

LA. Multicenter collaborative panic disorder severity scale. Am J Psychiatry. 

1997;154:1571-5. 

Shurick AA, Gross JJ. Emotional reactivity and regulation in panic disorder: insights from a 

functional magnetic resonance imaging study of cognitive behavioral therapy. Biol 

Psychiatry. 2013;73:5-6. 

Stone AA, Schwartz JE, Neale JM, Shiffman S, Marco CA, Hickcox M, Paty J, Porter LS, Cruise 

LJ. A comparison of coping assessed by ecological momentary assessment and 

retrospective recall. J Pers Soc Psychol. 1998;74:1670-80. 

Thayer JF, Ahs F, Fredrikson M, Sollers JJ 3rd, Wager TD. A meta-analysis of heart rate 

variability and neuroimaging studies: implications for heart rate variability as a marker of 

stress and health. Neurosci Biobehav Rev. 2012;36:747-56. 



58 

 

Torrisi S, O'Connell K, Davis A, Reynolds R, Balderston N, Fudge JL, Grillon C, Ernst M. 

Resting state connectivity of the bed nucleus of the stria terminalis at ultra-high field. 

Hum Brain Mapp. 2015;36:4076-88. 

Townsend J, Altshuler LL. Emotion processing and regulation in bipolar disorder: a review. 

Bipolar Disord. 2012;14:326-39. 

Tull MT, Rodman SA, Roemer L. An examination of the fear of bodily sensations and body 

hypervigilance as predictors of emotion regulation difficulties among individuals with a 

recent history of uncued panic attacks. J Anxiety Disord. 2008;22:750-60. 

Tull MT, Roemer L. Emotion regulation difficulties associated with the experience of uncued 

panic attacks: evidence of experiential avoidance, emotional nonacceptance, and 

decreased emotional clarity. Behav Ther. 2007;38:378-91. 

Tull MT, Stipelman BA, Salters-Pedneault K, Gratz KL. An examination of recent non-clinical 

panic attacks, panic disorder, anxiety sensitivity, and emotion regulation difficulties in 

the prediction of generalized anxiety disorder in an analogue sample. J Anxiety Dis. 

2009;23:275-82. 

Vitaliano PP, Katon W, Russo J, Maiuro RD, Anderson K, Jones M. Coping as an index of 

illness behavior in panic disorder. J Nerv Ment Dis. 1987;175:78-84. 

Vollrath M, Angst J. Coping and illness behavior among young adults with panic. J Nerv Ment 

Dis. 1993;181:303-8. 

Votruba KL, Langenecker SA. Factor structure, construct validity, and age- and education-based 

normative data for the Parametric Go/No-Go Test. J Clin Exp Neuropsychol. 

2013;35:132-46. 



59 

 

Vytal KE, Arkin NE, Overstreet C, Lieberman L, Grillon C. Induced-anxiety differentially 

disrupts working memory in generalized anxiety disorder. BMC Psychiatry. 2016;16:62. 

Watkins ER. Depressive rumination: investigating mechanisms to improve cognitive behavioural 

treatments. Cogn Behav Ther. 2009;38:8-14. 

Watson D, O'Hara MW, Chmielewski M, McDade-Montez EA, Koffel E, Naragon K, Stuart S. 

Further validation of the IDAS: evidence of convergent, discriminant, criterion, and 

incremental validity. Psychol Assess. 2008;20:248-59. 

Watson D, O'Hara MW, Naragon-Gainey K, Koffel E, Chmielewski M, Kotov R, Stasik SM, 

Ruggero CJ. Development and Validation of New Anxiety and Bipolar Symptom Scales 

for an Expanded Version of the IDAS (the IDAS-II). Assessment. 2012;19:399-420. 

Watson D, O'Hara MW, Simms LJ, Kotov R, Chmielewski M, McDade-Montez EA, Gamez W, 

Stuart S. Development and validation of the Inventory of Depression and Anxiety 

Symptoms (IDAS). Psychol Assess. 2007;19:253-68. 

Weissman MM, Wickramaratne P, Adams P, Wolk S, Verdeli H, Olfson M. Brief screening for 

family psychiatric history: the family history screen. Arch Gen Psychiatry. 2000;57:675-

82. 

Werner K, Gross JJ. Emotion regulation and psychopathology: a conceptual framework. In: 

Kring A, Sloan D, eds. Emotion Regulation and Psychopathology. New York: Guilford 

Press; 2010:13-37 

Wilcox CE, Pommy JM, Adinoff B. Neural circuitry of impaired emotion regulation in substance 

use disorders. Am J Psychiatry. 2016;173:344-61. 



60 

 

Williams SM. A major revision of the Edinburgh Handedness Inventory. ResearchGate, 2013. 

https://www.researchgate.net/publication/257352463_A_major_revision_of_the_Edinbur

gh_Handedness_Inventory. 

Winer ES, Cervone D, Bryant J, McKinney C, Liu RT, Nadorff MR. Distinguishing mediational 

models and analyses in clinical psychology: atemporal associations do not imply 

causation. J Clin Psychol. In press. 

Wu Y, Clark L. Disappointment and regret enhance corrugator reactivity in a gambling task. 

Psychophysiology. 2015;52:518-23. 

 

 



 

61 

APPENDIX 

 
Approval Notice 

Initial Review (Response To Modifications) 

 

May 17, 2013 

 

Casey Sarapas 

Psychology 

Psychology 

1007 W. Harrison Street, M/C 285 

Chicago, IL 60607 

Phone: (781) 572-6186  

 

RE: Protocol # 2013-0182 

“Emotion Regulation and Physiology” 

 

Dear Mr. Sarapas: 
 

Your Initial Review (Response To Modifications) was reviewed and approved by the Expedited 

review process on May 9, 2013.  You may now begin your research  

 

Please note the following information about your approved research protocol: 

 

Protocol Approval Period:   May 9, 2013 - May 9, 2014 

Approved Subject Enrollment  #:  140 

Additional Determinations for Research Involving Minors: These determinations have not 

been made for this study since it has not been approved for enrollment of minors. 

Performance Sites:    UIC 

Sponsor:     National Institute of Mental Health 

PAF#:                                                             2013-00471 

Grant/Contract No:                                      F31 MH100823     

Grant/Contract Title:                                   Patterns and Mediators of Emotion Regulatory 

Disturbance in Panic Disorder 

Research Protocol: 

a) Emotion Regulation and Physiology, PI: Casey Sarapas, M.A., Version 3, 05/02/2013 

Recruitment Materials: 

a) Flyer "Do you experience panic attacks", Version 2, 04/09/2013 



62 

 

b) Flyer "Research Volunteers Needed", Version 2, 04/09/2013 

c) Ads to be posted on craigslist.org and UIC Massmail, Version #1, 04/09/2013 

Informed Consents: 

a) Subject Information Sheet, Version #1, 04/09/2013 

b) Participant Debriefing Sheet, Version 1, 04/09/2013 

c) Emotion Regulation and Physiology - C, Version 3, 05/02/2013 

d) Emotion Regulation and Physiology - P, Version 3, 05/02/2013 

e) Alteration of informed consent granted for verbal consent to conduct phone screening 

(using the Subject Information Sheet) under 45 CFR 46.116(d) 

f) Alteration of informed consent granted for deception (compensation for experimental 

session, use of the Participant Debriefing Sheet) under 45 CFR 46.116(d) 

g) Waiver of Signed Consent Document granted for verbal consent to conduct phone 

screening (using the Subject Information Sheet), under 45 CFR 46.117 

 

Please note the Review History of this submission:  
  

Receipt Date Submission Type Review Process Review Date Review Action 

02/21/2013 Initial Review Convened 03/12/2013 Deferred 

04/10/2013 Response To 

Deferred 

Convened 04/23/2013 Modifications 

Required 

05/02/2013 Response To 

Modifications 

Expedited 05/09/2013 Approved 

 

Please remember to: 

 

 Use your research protocol number (2013-0182) on any documents or correspondence with 

the IRB concerning your research protocol. 

 

 Review and comply with all requirements on the enclosure, 

"UIC Investigator Responsibilities, Protection of Human Research Subjects" 

(http://tigger.uic.edu/depts/ovcr/research/protocolreview/irb/policies/0924.pdf) 

 

Please note that the UIC IRB has the right to seek additional information, require further 

modifications, or monitor the conduct of your research and the consent process. 

 

Please be aware that if the scope of work in the grant/project changes, the protocol must be 

amended and approved by the UIC IRB before the initiation of the change. 
 

We wish you the best as you conduct your research. If you have any questions or need further 

help, please contact OPRS at (312) 996-1711 or me at (312) 413-3788.  Please send any 

correspondence about this protocol to OPRS at 203 AOB, M/C 672. 

  

 

 

 

http://tigger.uic.edu/depts/ovcr/research/protocolreview/irb/policies/0924.pdf
http://tigger.uic.edu/depts/ovcr/research/protocolreview/irb/policies/0924.pdf


63 

 

Sincerely, 

 

 

 

Rachel Olech, B.A., CIP 

Assistant Director, IRB # 3 

Office for the Protection of Research Subjects 

   

 

    

Enclosures:    

1. Informed Consent Documents: 

a) Subject Information Sheet, Version #1, 04/09/2013 

b) Participant Debriefing Sheet, Version 1, 04/09/2013 

c) Emotion Regulation and Physiology - C, Version 3, 05/02/2013 

d) Emotion Regulation and Physiology - P, Version 3, 05/02/2013 

2. Recruiting Materials: 

a) Flyer "Do you experience panic attacks", Version 2, 04/09/2013 

b) Flyer "Research Volunteers Needed", Version 2, 04/09/2013 

c) Ads to be posted on craigslist.org and UIC Massmail, Version #1, 04/09/2013 

 

 

cc:   Joe L. Martinez, Psychology, M/C 285 

 Stewart Shankman, Faculty Sponsor, Psychology, M/C 285 

 OVCR Administration, M/C 672 
 

 



 

64 

VITA 

 

NAME: Casey Sarapas 

 

EDUCATION: Ph.D., Clinical Psychology, University of Illinois at Chicago, Chicago, 

Illinois, 2016 

 

 M.A., Clinical Psychology, University of Illinois at Chicago, Chicago, 

Illinois, 2011 

 

 B.S., Psychology, Fordham University, Bronx, New York, 2007 

 

CLINICAL VA Maryland Health Care System / University of Maryland School of 

EXPERIENCE: Medicine Psychology Internship Consortium, Baltimore, Maryland: 

Neuropsychology Track, 2015-2016 

 

 Chicago Neuropsychology Group, Chicago, Illinois: Neuropsychology 

Practicum, 2013-2015 

 

 Neuropsychology Service, University of Illinois Hospital and Health 

Sciences System, Chicago, Illinois: Adult Neuropsychology Practicum, 

2012-2013 

 

 Office of Applied Psychological Services, University of Illinois at 

Chicago, Chicago, IL: Practicum in Psychological Assessment, 2010-2011 

 

 Office of Applied Psychological Services, University of Illinois at 

Chicago, Chicago, IL: Practicum in Psychotherapy, 2010-2014 

 

GRANTS AND Ruth L. Kirschstein National Research Service Award, National Institute 

FELLOWSHIPS: of Mental Health: F31 MH100823 “Patterns and Mediators of Emotion 

Regulatory Disturbance in Panic Disorder,” 2013-2016 

 

 Predoctoral training appointment, National Institute of Mental Health: T32 

MH067631 “Training in the Neuroscience of Mental Health,” 2012-2013 

 

 Chancellor’s Graduate Research Fellowship, University of Illinois at 

Chicago: “Genetic Bases of Internalizing Disorders: Examination of Two 

Physiological Mediators,” 2012-2013 

 

HONORS AND Outstanding Intern Award, VA Maryland / University of Maryland 

AWARDS: Internship Consortium, Baltimore, Maryland, 2016 

 

 Award for Excellence in Clinical Psychology, Department of Psychology, 

University of Illinois at Chicago, Chicago, Illinois, 2015 

 



65 

 

 Student Poster Award, Society for a Science of Clinical Psychology, 2013 

 

 Honorable Mention, Smadar Levin Award, Society for Research in 

Psychopathology, 2011 

 

PROFESSIONAL American Academy of Clinical Neuropsychology 

MEMBERSHIPS: Association for Psychological Science 

 International Neuropsychological Society 

 Society for Clinical Neuropsychology (APA Div. 40) 

 Society for Research in Psychopathology 

 Society for a Science of Clinical Psychology (APA Div. 12, Sec. III) 

 

PEER-REVIEWED Faust K, Nelson BD, Sarapas C, Pliskin NH.  Depression and 

PUBLICATIONS: neuropsychological impairment on the Repeatable Battery for the 

Assessment of Neuropsychological Status. Appl Neuropsychol: Adult. In 

press. 

 

 Lieberman L, Gorka SM, Sarapas C, Shankman, SA. Cognitive flexibility 

mediates the relation between intolerance of uncertainty and safety signal 

responding in those with panic disorder. Cogn Emotion. In press. 

 

 Nelson BD, Liu H, Sarapas C, Shankman SA. Intolerance of uncertainty 

mediates the relationship between panic and the startle reflex in 

anticipation of unpredictable threat. J Exp Psychopathol. In press. 

 

 Liu H, Sarapas C, Shankman SA. Anticipatory reward deficits in 

melancholia. J Abnorm Psychol. 2016;125:631-40. 

 

 Lieberman L, Gorka SM, Huggins AH, Katz AC, Sarapas C, Shankman 

SA. Agreement between self- and informant-reported ratings of 

personality traits: The moderating effects of major depressive and/or panic 

disorder. J Nerv Ment Dis. 2016;204:306-13. 

 

 Katz AC, Sarapas C, Bishop JR, Patel SR, Shankman SA. The mediating 

effect of prefrontal asymmetry on the relationship between COMT SNPs 

and trait anticipatory and consummatory positive affect. Cogn Emotion. 

2015;29:867-81. 

 

 Gorka SM, Liu H, Sarapas, C, Shankman SA. Time course of threat 

responding in panic disorder and depression. Int J Psychophysiol 

2015;98:87-94. 

 

 Sarapas C, Katz AC, Nelson BD, Campbell ML, Bishop JR, Robison-

Andrew EJ, Altman SE, Gorka SM, Shankman SA. Are individual 

differences in appetitive and defensive motivation related? A 



66 

 

psychophysiological examination in two independent samples. Cogn 

Emotion. 2014:28;636-55. 

 

 Nelson BD, Bishop JR, Sarapas C, Kittles RA, Shankman SA. Asians 

demonstrate reduced sensitivity to unpredictable threat: A preliminary 

startle investigation using genetic ancestry in a multi-ethnic sample. 

Emotion. 2014;14:615-23. 

 

 Gorka SM, Lieberman L, Nelson BD, Sarapas C, Shankman SA. Aversive 

responding to safety signals in panic disorder: The moderating role of 

intolerance of uncertainty. J Anx Dis. 2014;28:731-9. 

 

 Campbell ML, Gorka SM, McGowan SK, Nelson BD, Sarapas C, Katz 

AC, Robison-Andrew EJ, Shankman SA. Does anxiety sensitivity 

correlate with startle habituation? An examination in two independent 

samples. Cogn Emotion. 2014;28:46-58. 

 

 Sarapas C, Shankman SA, Harrow M, Faull RN. Attention/processing 

speed prospectively predicts social impairment 18 years later in mood 

disorders. J Nerv Ment Dis. 2013;201:824-7. 

 

 Nelson BD, McGowan SK, Sarapas C, Robison-Andrew EJ, Altman SE, 

Campbell ML, Gorka SM, Katz AC, Shankman SA. Biomarkers of threat 

and reward sensitivity demonstrate unique associations with risk for 

psychopathology. J Abnorm Psychol. 2013;122:662-71. 

 

 Shankman SA, Nelson BD, Sarapas C, Robison-Andrew EJ, Campbell 

ML, Altman SE, McGowan SK, Katz AC, Gorka SM. A 

psychophysiological investigation of threat and reward sensitivity in 

individuals with panic disorder and/or major depressive disorder. J 

Abnorm Psychol. 2013;122:322-38. 

 

 Gorka SM, Nelson BD, Sarapas C, Campbell ML, Lewis GF, Bishop JR, 

Porges SW, Shankman SA. Relation between respiratory sinus arrhythmia 

and startle response during predictable and unpredictable threat. J 

Psychophys. 2013;27:95-104. 

 

 Gorka SM, McGowan SK, Campbell ML, Nelson BD, Sarapas C, Bishop 

JR, Shankman SA. Association between respiratory sinus arrhythmia and 

reductions in startle responding in three independent samples. Biol 

Psychol. 2013;93:334-41. 

 

 Sarapas C, Shankman SA, Harrow M, Goldberg JF. Parsing trait and state 

effects of depression severity on neurocognition: Evidence from a 26-year 

longitudinal study. J Abnorm Psychol. 2013;121:830-7. 

 



67 

 

 Nelson BD, Sarapas C, Robison-Andrew EJ, Altman SE, Campbell ML, 

Shankman SA. Frontal brain asymmetry in depression with comorbid 

anxiety: A neuropsychological investigation. J Abnorm Psychol. 

2012;121:579-91. 

 

 Sarapas C, Cai G, Bierer LM, Golier JA, Galea S, Ising M, Rein T, 

Schmeidler J, Müller-Myhsok B, Uhr M, Holsboer F, Buxbaum JD, 

Yehuda R. Genetic markers for PTSD risk and resilience among survivors 

of the World Trade Center attacks. Dis Markers. 2011;30:101-10. 

 

 Shankman SA, Sarapas C, Klein DN. The effect of pre vs. post-reward 

attainment on EEG asymmetry in melancholic depression. Int J 

Psychophysiol. 2011;79:287-95. 

 

 Yehuda R, Cai G, Golier JA, Sarapas C, Galea S, Ising M, Rein T, 

Schmeidler J, Müller-Myhsok B, Holsboer F, Buxbaum JD. Gene 

expression patterns associated with posttraumatic stress disorder following 

exposure to the World Trade Center attacks. Biol Psychiatry. 

2009;66:708-11. 

 

 Yehuda R, Bierer LM, Sarapas C, Makotkine I, Andrew R, Seckl JR. 

Cortisol metabolic predictors of response to psychotherapy for PTSD in 

survivors of the World Trade Center attacks on September 11, 2001. 

Psychoneuroendocrinol. 2009;34:1304-13. 

 

BOOK CHAPTERS Sarapas C. The graduate student as mentor. Clin Sci. 2015;18(2):19-20. 

AND OTHER 

PUBLICATIONS: Stevens ES, Jendrusina AA, Sarapas C, Behar E. Generalized anxiety 

disorder. In T. Ehring & P. Emmelkamp (Eds.), Wiley handbook of anxiety 

disorders. Hoboken: Wiley-Blackwell; 2014. 

 

 Shankman SA, Katz AC, DeLizza AA, Sarapas C, Gorka SM, Campbell 

ML. The different components of anhedonia and their associations with 

different psychopathologies. In M.S. Ritsner (Ed.), Anhedonia: A 

comprehensive handbook. Berlin: Springer; 2014. 

 

 Yehuda R, Sarapas C. Pathogenesis of posttraumatic stress disorder and 

acute stress disorder. In D. J. Stein, E. Hollander, B. Rothbaum (Eds.), 

Textbook of anxiety disorders. 2nd ed. Washington: American Psychiatric 

Publishing; 2009. 

 

 Yehuda R, Sarapas C. Neuroendocrine aspects of post-traumatic stress 

disorder. In D. Pfaff, A. Arnold, A. Etgen, S. Fahrbach, & R. Rubin 

(Eds.), Hormones, brain, and behavior. 2nd ed., Vol. 5. San Diego: 

Academic Press; 2009. 

 



68 

 

SELECTED  Sarapas C, Liu H, Lieberman L, Stevens ES, Shankman SA.  

ABSTRACTS: Relationships between attention and anxiety in low- and high-stress 

contexts. Poster presented at: 44th Annual Meeting of the International 

Neuropsychological Society; February, 2016; Boston, MA. 

 

 Sarapas C, Liu H, Huggins AA, DeLizza AA, Hodges AM, Shankman SA. 

Biased attention to threat and familial risk for anxiety disorders. Poster 

presented at: 28th Annual Meeting of the Society for Research in 

Psychopathology; September, 2014; Chicago, IL. 

 

 Sarapas C, Nelson BD, Gorka SM, Campbell ML, Katz AC, DeLizza AA, 

Shankman SA. Association of executive function with family history of 

depression in two independent samples. Poster presented at: 27th Annual 

Meeting of the Society for Research in Psychopathology; September, 

2013; Oakland, CA. 

 

 Sarapas C, Blok D, Moricelli AS, Rosales G, Shankman SA. Attentional 

control as a mechanism of unpredictable threat sensitivity. Poster 

presented at: 25th Annual Meeting of the Association for Psychological 

Science; May, 2013; Washington, DC. 

 

 Sarapas C, Blok D, Moricelli AS, Rosales G, Shankman SA. From cold to 

hot cognition: Linking basic attentional abilities and biased attention to 

threat. Poster presented at: 26th Annual Meeting of the Society for 

Research in Psychopathology; October, 2012; Ann Arbor, MI. 

 

 Sarapas C, Bishop JR, Patel SR, Nelson BD, Campbell ML, Shankman 

SA. Variation in serotonin transporter gene predicts startle response to 

cued but not contextual threat. Poster presented at: 52nd Annual Meeting 

of the Society for Psychophysiological Research; September, 2012; New 

Orleans, LA. 

 

 Sarapas C, Bishop JR, Nelson BD, Campbell ML, Robison-Andrew EJ, 

Altman SE, Katz AC, Gorka SM, McGowan SK, Shankman SA. 

Relationships among serotonergic genes, anxious arousal, and frontal 

brain asymmetry during reward anticipation. Poster presented at: 25th 

Annual Meeting of the Society for Research in Psychopathology; 

September, 2011; Boston, MA. 

 

 Sarapas C, Shankman SA, Harrow M, Faull R, Grossman LS. 

Neurocognitive function in unipolar and bipolar depression: Effects of 

polarity and depressive symptoms. Poster presented at: 24th Annual 

Meeting of Society for Research in Psychopathology; October, 2010; 

Seattle, WA. 

 


