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A) Course of the entire project
The whole project consisted of six appointments. Diagnostic interviews and questionnaires, as well as interviews on various autobiographical events took place on a first appointment. Neuropsychological testing and an experiment on pattern separation were conducted on a second appointment. The third and fourth sessions, at which the fMRI paradigm reported here was performed, took place within 14 days of the diagnostic interviews and followed each other for approximately 24 hours. At the second scanning session, after the post hoc ratings of the fear conditioning paradigm, we conducted an experiment on the processing of neutral faces. The patient sample was invited for two more appointments to examine both, memory features and posttraumatic stress symptoms related to the autobiographical events, as well as the effect of Imagery Rescripting (see Seinsche et al., 2023). 



B) Context-dependent fear conditioning paradigm
Each trial lasted for a total of 20s and started (jittered between 0.625-2.5 s), as well as ended (jittered between 8.500-10.6875 s) with a white fixation cross on a black background. In the first session, fear acquisition took place in context A (e.g., desk). The lamp was first turned off for 3 seconds and then lit up blue or yellow for 6 seconds. There were 16 trials during which the lamp lit blue (8x) or yellow (8x). One of the two colors was followed by electrical stimulation (UCS) in 62.5 % of the trials (5 out of 8 trials), the other color was never followed by the UCS. Thus, the lamp color was used as a CS+ or CS-. The first and last two trials each contained one CS+ and one CS-. The CS categories were presented in a pseudorandomized order over the remaining trials, so that no more than two trials with the same CS followed each other; the orders were counterbalanced over the two groups (SAD and HC). The first CS+ was always followed by the UCS to enhance fear acquisition. Likewise, the last CS+ was reinforced to ensure that no extinction takes place at this phase. The subjects were informed that they might receive electrical stimulation after the lamp was turned on and that there might be a relationship between the color of the lamp and the electrical stimulation. After acquisition, participants were asked (among others) whether they noticed any relationship between the light colors and electrical stimulation, and if so, what kind of association (correct association: SAD n=46, HC n=45, χ2(1)=1.92, p=.17; INT n=18, NO-INT n=22, χ2(1)=.02, p=.89). To ensure awareness of the correct CS-UCS relationship in all participants, they were informed about it after the fear acquisition phase. 
Immediately after this interview, which took place via a microphone/speaker in the scanner, the extinction training in context B followed. The CS+ was never followed by the UCS in this phase. Participants were informed in advance that they could receive electrical stimulation, and the learned relationship of the light colors and following UCS would remain the same in this case. There were 32 trials in which the CS+/CS- was presented 16 times each and which were divided into two blocks. Within these two blocks, the frequency of CS+/CS- was kept the same. The order was pseudorandomized, where the same CS was never presented more than two times in a row and the first two trials contained one CS+ and one CS-.
Approximately 24 hours later, firstly extinction recall in context B, secondly renewal in a novel context C, and thirdly fear renewal in the acquisition context A took place, each with 16 trials (divided into two blocks of eight trials with four CS+/four CS- each). CS+/CS- order was pseudorandomized, with again the same CS presented no more than twice in a row and the first two trials containing one CS+ and one CS-. Participants were informed, that they could receive electrical stimulation. If this was the case, the relationship (CS-UCS) would remain the same as learned during acquisition and the intensity would be the same as the previous day. The participants did not receive any electrical stimulation on the second day.


C) Post hoc rating
With respect to six different contexts (acquisition, extinction, novel and 3 unknown contexts), subjects were asked to indicate whether they had seen it 'only yesterday', 'today and yesterday' (acquisition and extinction context), 'only today' (novel context), or 'never'. They were also asked to indicate whether the UCS was presented in the particular contexts. With this information, recognition scores were calculated for the six different contexts (correct indication of when seen and whether UCS was presented=1, otherwise=0), as well as an overall sum score for correct context assignment. Subsequently, they were asked (on a 9-point scale from 'sure that electrical stimulation will not follow' to 'sure that electrical stimulation will follow') how sure they were about the probability of receiving electrical stimulation in this context during the experiment. Participants were also asked to indicate valence, arousal, and fear in relation to the turned-off (no CS) and turned-on (blue/yellow) lamp in each context on 9-point scales ('very unpleasant' to 'very pleasant', 'calm and relaxed' to 'very aroused', 'not anxious at all' to 'very anxious').
D) Functional Magnetic Resonance Imaging
[bookmark: _GoBack]Functional Magnetic Resonance Imaging was conducted with a 3 Tesla whole body scanner with a 64 channel standard head coil (Siemens Prisma, Erlangen, Germany). For the normalization procedure, T1-weighted sagittal images (MPRAGE: 176 slices, flip-angle=8°, TI=900 ms, TR=1.58 s, 0.9375x0.9375x0.94 mm voxel size, acceleration: iPAT 3 [GRAPPA], duration=4:29 minute) were acquired. Three T2*-weighted gradient echo-planar imaging sequence (EPI) with 42 slices (slice thickness=3 mm; 0.6 mm gap; descending slice order; TE=30 ms; TR=2.5 s; flip angle=81°; Field of View=220x220 mm²; matrix size=74x74 pixel, parallel imaging: GRAPPA acceleration 2; oblique slices 30 degrees tilt from the AC-PC line) covering the entire brain was used to assess BOLD responses. The functional image acquisition consisted of 152 volumes (6:20 minutes) for fear acquisition, 280 volumes (11:40 minutes) for extinction training as well as 408 volumes (17 minutes) for extinction recall and renewal in contexts C and A. 
To correct for geometric distortions of echo-planar images, whole-brain gradient echo based fieldmaps (slice thickness: 3 mm, 0.6 mm gap, flip-angle: 90°, echo times: 10.0 and 12.46 ms, FoV: 220x220 mm) were acquired in each session.
We used Statistical Parametric Mapping (SPM12, r7219, Wellcome Department of Cognitive Neurology, London, UK; 2009), implemented in Matlab R2019a (Mathworks Inc., Sherborn, MA, USA) for data preprocessing and analysis. 
Functional brain imaging data were corrected for motion and geometric distortion by means of the joint realign and unwarp procedure implemented in SPM (registered to first image, interpolation 4th degree b-spline). Afterwards, images were slice-time corrected to the middle slice (Fourier shift). Individual high-resolution structural scans were segmented using the unified segmentation approach (incl. bias correction) to obtain deformation fields for normalization to MNI space (12 parameter affine + deformation field, ICBM space template, European brains, tissue probability maps, unified segmentation). Slice time corrected functional images were coregistered to the structural scan (rigid body, mutual information) and were normalized using the deformation fields (resulting voxel size: 2x2x2 mm, 4th degree b-spline). In a last step functional images were smoothed by convolution of an isotropic three-dimensional Gaussian kernel of 6 mm full-width at half maximum (FWHM).
Separate models for first level analyses were set up for fear acquisition, extinction training and retrieval testing (extinction recall and fear renewal in the novel and the acquisition context). Regressors in each model were: context alone, blocks of eight (acquisition and extinction training) or four (retrieval testing) trials for CS+ and CS- for an early and a late phase, respectively. In the acquisition model, there were additional regressors for UCS as well as noUCS time points. As regressors of no interest we added the six movement parameters from realignment and one regressor for each volume with a framewise displacement >0.5 mm (Power, Barnes, Snyder, Schlaggar, & Petersen, 2012). All regressors of interest were modeled based on a stick function convolved with the canonical hemodynamic response function (HRF) in the general linear model, without any specific modeling of the duration of the distinct events (i.e., event-based design). Autocorrelation of time series was controlled by AR(1) + white noise model and a 128 s high-pass filter (via discrete cosine transform).
Region of Interest (ROI) analyses were done for amygdala, insula, hippocampus, (probability masks taken from the current ‘Harvard-Oxford Cortical and Subcortical Structural Atlases`, Harvard Center for Morphometric Analysis [http://www.cma.mgh.harvard.edu/], probability threshold: 0.50) included in the FSL software package (http://www.fmrib.ox.ac.uk/fsl/). Because there are no masks in these atlases that specifically map the dACC and vmPFC, we constructed them with the MARINA software package (Walter, 2002). The vmPFC mask is composed of the bilateral medial orbital area of the frontal cortex and the gyrus rectus according to the parcellation of Tzourio-Mazoyer et al. (2002). The mask for the dACC was constructed as the anterior and middle cingulate cortex from the AAL parcellation (Tzourio-Mazoyer et al., 2002) ranging from y=-17 mm to y=32 mm, z≥12 mm (MNI coordinates). These masks have been used in previous studies (e.g. Hermann et al., 2020; Sperl et al., 2019; see figure S4 for an illustration of the masks used). We used the small volume correction option of SPM12 and a significance threshold of α≤.05 on voxel level with family-wise error (FWE) correction. The reported coordinates (x, y, z) refer to the MNI space.


E) Skin Conductance Responses
Data were recorded with a sampling rate of 1000 Hz. The raw data were down sampled to 100 Hz and smoothed with a Gaussian Kernel of 32 mm. Data quality was checked manually and technical artifacts were corrected via manual interpolation, which is integrated in Ledalab. For the ‘trough-to-peak’ analyses (Pineles, Orr, & Orr, 2009) we defined the entire interval response (EIR) for the CS within a time window of 0.8-6 s after CS onset and for the UCS within a time window of 0.8-2.5 s after UCS onset. 
F) Main effects of fear conditioning across groups
Across both groups, stronger SCRs (main effect stimulus, F(1, 90)=77.09, p<.001) as well as stronger BOLD signals in bilateral amygdala, dACC, hippocampus, insula, and vmPFC were observed for the CS+ compared to the CS-, reflecting successful fear acquisition. In contrast, activity in the left vmPFC was reduced (stronger BOLD signals for the CS- compared to the CS+; see supplementary Table S2 for all neural activation differences in the phases of the conditioning paradigm).
Furthermore, SCR data indicate successful extinction learning, as reflected by a significant decrease from early to late extinction training for CS+ vs. CS- (interaction effect between stimulus and phase, Greenhouse-Geisser F(1, 90)=20.24, p<.001 with significant less differential conditioned SCRs in the second half than in the first half of extinction training) as well as no more differences between CS+ and CS- during the last two trials (main effect stimulus, F(1, 90)=2.22, p=.14). On the neural level, there was a significant decrease in activity (CS+>CS-) in the left vmPFC from early to late extinction training. During early extinction, stronger differential conditioned responding (CS+>CS-) was found in bilateral insula and dACC, as well as diminished activation (CS->CS+) in right amygdala, left hippocampus, and right vmPFC. In the second half of extinction, a stronger differential conditioned response (CS+>CS-) appeared in the left insula, while right insula, bilateral amygdala and bilateral vmPFC activation was reduced (CS->CS+).
Stronger differential conditioned SCRs during retrieval testing in the extinction context one day later compared to late extinction training (interaction effect between stimulus and phase, Greenhouse Geiser F(1, 90)=27.59, p<.001) indicate a spontaneous recovery of the conditioned response. There was a significant increase in SCRs towards the CS+ from late extinction training to early retrieval testing (t(91)=-5.75, p>.001) while there was no significant increase for the CS- (t(91)=-1.71, p=.09). This is supported by a significant differential activation (CS+>CS-) of brain areas belonging to the fear network (bilateral dACC and insula) during extinction recall in the safe extinction context. Moreover, reduced activation (CS->CS+) in bilateral amygdala, hippocampus and vmPFC was found. 
Early fear renewal in the novel and the acquisition context was reflected by stronger differential conditioned SCRs (main effect stimulus, novel context: F(1, 90)=25.59, p<.001 and acquisition context: F(1, 90)=9.99, p=.002) as well as a significant increase of SCRs from late renewal in the novel context to early renewal in the acquisition context (main effect phase, Greenhouse-Geiser F(1, 90)=4.86, p=.03), but not from late extinction recall to early renewal in the novel context (main effect phase, Greenhouse-Geiser F(1, 90)=1.69, p=.197). Renewal was also indicated by bilateral insula and dACC activation (CS+>CS-) in the early renewal phases as well as diminished activation (CS->CS+) in bilateral amygdala, hippocampus, vmPFC and right dACC in the novel context and left hippocampus in the acquisition context.
For post hoc ratings for the three different contexts we determined the level of significance at α=.05 (two-tailed) with Bonferroni-Holm correction for multiple testing. They indicated higher fear (main effect context Greenhouse-Geisser F(1.7, 164.8)=5.59, p=.004), as well as lower valence (main effect context Greenhouse-Geisser F(1.8, 180.7)=5.64, p=.004)  but no difference in arousal (main effect context Greenhouse-Geisser F(1.8, 174.7)=3.55, p=.03), for the acquisition context compared to the novel context (fear: t(100)=3.45, p<.001; arousal: t(101)=1.54, p=.126; valence: t(101)=-3.26, p=.002), and also higher fear ratings compared to the extinction context (fear: t(101)=2.99, p=.003; arousal: t(100)=2.44, p=.016; valence: t(101)=-2.69, p=.008; differences for arousal and valence did not reach the level of significance after Bonferroni-Holm correction). The extinction context and the novel context did not differ significantly from each other (all p>.18). Regarding UCS expectancy ratings, a main effect for context was observed (Greenhouse-Geisser F(1.6, 161.6)=.4.60, p=.011). Here, UCS expectancy in the acquisition context was significantly higher than in the novel context (t(101)=3.41, p>.001), but not compared to the extinction context (t(101)=1.89, p=.062). Extinction and novel contexts did also not differ (t(101)=.59, p=.557).

G) Additional analyses with BDI-II as covariate
Because the patients with clinically relevant intrusion symptoms (INT group) and the patients without these symptoms (NO-INT group) differed in their scores on the Beck Depression Inventory II (BDI-II; Hautzinger, Keller, & Kühner, 2006), we performed additional analyses on the significant activation differences between these groups again with this score as a covariate (see supplementary Table S4). Stronger activation decrease in the INT group in the right amygdala during extinction training, as well as activation differences in the left vmPFC during extinction recall in the extinction context (INT<NO-INT) and during renewal in the novel context C (INT<NO-INT) are still present. This suggests that the activation differences are not due to different scores on the BDI-II. On the other hand the differences in neural activation in the left vmPFC during the late phase of extinction (INT<NO-INT) is no longer significant and in the right amygdala during renewal in the acquisition context (INT>NO-INT) only tends to be significant (p=.070). Accordingly, the latter two effects could also be driven by the different scores of the BDI-II in the two groups. The groups did not differ in the frequency of depression diagnoses, which were assessed via the Diagnostic Interview for Mental Disorders (Margraf, Cwik, Suppiger, & Schneider, 2017), which was administered by two trained psychologists. Nevertheless, the INT group in self-report indicates suffering more from depression symptoms, which could have an influence on the contextual modulation of fear influence. The literature on fear conditioning in patients with depression is sparse. In particular, according to our knowledge, there are no studies on the contextual modulation of conditioned fear and recall/renewal in different contexts. The literature on fear extinction processes in depression is mixed. Some studies find enhanced extinction (Kuhn et al., 2014), some studies find impaired extinction (Dibbets, van den Broek, & Evers, 2015; Wurst et al., 2021) or little support for either direction (Adolph, Teismann, Wannemüller, & Margraf, 2023). In the discussion for impaired extinction are cognitive deficits (Lee, Hermens, Porter, & Redoblado-Hodge, 2012). Future studies could consider cognitive abilities as a covariate in their analyses. On the other hand, enhancement of synaptic plasticity in the amygdala in patients with depression is discussed as a possible reason for improved extinction (Kuhn et al., 2014).
· 
Supplementary Tables
Table S1
Exclusion criteria for patients with social anxiety disorder and healthy controls.
	Instruments
	Criterion

	A) SAD and HC
	

	Questionnaires and interview
	age <18 or >65

	
	psychology student >second semester

	
	serious physical or neurological illness

	
	current psychotherapeutic treatment

	
	use of psychotropic drugs or drugs affecting the central nervous system in the past 12 weeks

	
	consumption of illegal drugs (current or regular in the past)

	
	alcohol consumption four or more times per week for a duration of one year

	
	MRI exclusion criteria for scientific measures

	
	color blindness

	DIPS
	acute suicidal tendencies 

	LEC-5
	has experienced a traumatic event in the last four weeks

	CAPS-5
	meets criteria for PTSD

	B) SAD

	LSAS, SPIN, DIPS, SKID-II
	does not meet criteria for social anxiety disorder or has a LSAS sum score of ≤30 and a SPIN sum score of <25
meets criteria for a primary disorder other than social anxiety disorder
meets criteria for schizophrenia spectrum or other psychotic disorder, depressive episode/bipolar disorder with psychotic features, severe depressive episode, acute stress disorder, or moderate or severe substance use disorder
meets criteria for emotionally unstable personality disorder

	C) HC

	Questionnaire and interview
	past psychotherapeutic treatment

	LSAS, SPIN, DIPS, SKID-II
	has a LSAS sum score of >30 and a SPIN sum score of ≥25
meets or met criteria for any mental disorder


Note. SAD=social anxiety disorder, HC=healthy controls; LSAS=Liebowitz Social Anxiety Scale, SPIN=Social Phobia, DIPS (Diagnostic Interview for Mental Disorders), SKID-II (Structured clinical interview for DSM-IV Axis II: Personality Disorders), LEC-5 (life-event checklist for DSM-5), CAPS-5=Clinician-administered PTSD scale.
Table S2
Neural activation differences for CS+ minus CS- and CS- minus CS+ during fear acquisition in context A (A), during extinction learning (B) and during the second half of extinction (C) in context B, during early extinction recall in context B (D) and during early fear renewal in context C (E) and context A (F).
	Brain structure
	x
	y
	z
	Tmax
	pcorr

	A) Fear acquisition

	CS+ minus CS-

	____R amygdala 
	22
	-2
	-12
	5.934
	<.001

	____L amygdala 
	-20
	-2
	-14
	5.215
	<.001

	____R insula 
	34
	20
	-8
	6.470
	<.001

	____L insula 
	-30
	22
	8
	8.714
	<.001

	____R dACC 
	2
	6
	44
	8.688
	<.001

	____L dACC 
	-6
	10
	42
	10.458
	<.001

	____R vmPFC 
	18
	14
	-12
	5.667
	<.001

	____L vmPFC 
	-14
	16
	-12
	5.984
	<.001

	____R hippocampus 
	24
	-22
	-12
	3.728
	.025

	____L hippocampus
	-20
	-20
	-16
	4.501
	.002

	
	-26
	-40
	-2
	3.514
	.045

	CS- minus CS+

	____L vmPFC 
	-2
	34
	-24
	4.038
	.018

	B) Extinction learning 

	Decrease in CS+ minus CS- (first half minus second half)

	____L vmPFC
	-18
	12
	-14
	3.824
	.037

	Increase in CS+ minus CS- (second half minus first half)

	
	no significant results

	C) Second half of extinction learning

	CS+ minus CS-

	____L insula
	-30
	26
	0
	4.104
	.013

	CS- minus CS+

	____R amygdala
	22
	-12
	-12
	3.405
	.032

	____L amygdala
	-22
	-8
	-18
	3.544
	.020

	____R insula
	36
	-14
	18
	4.046
	.015

	____R vmPFC
	2
	48
	-12
	4.923
	<.001

	____L vmPFC
	0
	48
	-14
	4.606
	.002

	D) Early extinction recall

	CS+ minus CS-

	____R insula
	32
	24
	4
	7.292
	<.001

	____L insula
	-30
	24
	6
	8.945
	<.001

	____R dACC
	2
	14
	32
	6.296
	<.001

	____L dACC
	-8
	16
	34
	6.625
	<.001

	CS- minus CS+

	____R amygdala
	22
	-8
	-18
	4.860
	<.001

	____L amygdala
	-30
	-6
	-20
	4.399
	.001

	____L vmPFC
	0
	36
	-26
	4.354
	.007

	____R hippocampus
	22
	-10
	-18
	4.776
	<.001

	____L hippocampus
	-22
	-12
	-18
	4.647
	.001

	E) Early fear renewal in the novel context
	
	

	CS+ minus CS-
	
	
	
	
	

	____R insula
	32
	24
	4
	6.741
	<.001

	____L insula
	-30
	26
	4
	6.836
	<.001

	____R dACC
	6
	-16
	30
	4.784
	.002

	
	6
	32
	22
	4.219
	.011

	____L dACC
	-6
	   6
	40
	 4.957
	<.001

	CS- minus CS+
	
	
	
	
	

	____R amygdala
	26
	-8
	-18
	4.265
	.002

	____L amygdala
	-20
	-8
	-16
	4.479
	.001

	____R dACC
	12
	-14
	48
	3.780
	.042

	____R vmPFC
	6
	56
	-12
	4.010
	.022

	____L vmPFC
	-6
	58
	-12
	4.486
	.005

	____R hippocampus
	26
	-10
	-18
	4.583
	.001

	____L hippocampus
	-24
	-14
	-18
	4.013
	.011

	F) Early fear renewal in the acquisition context

	CS+ minus CS-
	
	
	
	
	

	____R insula
	30
	20
	-8
	4.943
	<.001

	____L insula
	-30
	18
	10
	5.215
	<.001

	____R dACC
	10
	22
	34
	4.346
	.007

	
	6
	-16
	30
	4.291
	.008

	____L dACC
	-6
	8
	42
	3.791
	.034

	CS- minus CS+
	
	
	
	
	

	____L hippocampus
	-32
	-32
	-12
	4.466
	.002



Note. L=left, R=right. The significance threshold was set to p≤.05 (FWE-corrected). All coordinates (x, y, z) are given in MNI space. The probability masks for amygdala, insula and hippocampus are taken from the current ‘Harvard-Oxford Cortical and Subcortical Structural Atlases` (Harvard Center for Morphometric Analysis [http://www.cma.mgh.harvard.edu/], probability threshold: 0.50) included in the FSL software package (http://www.fmrib.ox.ac.uk/fsl/). Masks for dACC and vmPFC were constructed with the MARINA software package (Walter, 2002). 

Table S4
Neural activation differences (CS+ minus CS-) for significant results from the main analyses between groups of patients with intrusion symptoms and patients without intrusion symptoms (see Figure 3) using depression symptoms (as measured by the BDI-II) as a covariate during extinction learning (A) and during the second half of extinction (B) in context B, during early extinction recall in context B (C) and during early fear renewal in context C (D) and context A (E).
	Brain structure
	x
	y
	z
	Tmax
	pcorr

	A) Extinction learning: Decrease in CS+ minus CS- (first minus second half)

	INT>NO-INT

	R amygdala 
	26
	-4
	-22
	3.49
	.040

	B) Second half of extinction learning

	INT<NO-INT

	L vmPFC
	-10
	48
	-18
	3.33
	.173

	C) Early extinction recall

	INT<NO-INT

	L vmPFC
	-8
	22
	-24
	4.01
	.037

	D) Early fear renewal in the novel context

	INT<NO-INT

	L vmPFC
	-8
	38
	-8
	4.22
	.024

	E) Early fear renewal in the acquisition context
	
	

	INT>NO-INT
	
	
	
	
	

	R amygdala
	14
	-8
	-14
	3.81
	.070



Note. L=left, R=right. The significance threshold was set to p≤.05 (FWE-corrected). All coordinates (x, y, z) are given in MNI space. The probability masks for amygdala are taken from the current ‘Harvard-Oxford Cortical and Subcortical Structural Atlases` (Harvard Center for Morphometric Analysis [http://www.cma.mgh.harvard.edu/], probability threshold: 0.50) included in the FSL software package (http://www.fmrib.ox.ac.uk/fsl/). Masks for vmPFC were constructed with the MARINA software package (Walter, 2002). 

Supplementary Figures
Figure S1
Schematic illustration of the fear conditioning paradigm
 [image: D:\user\Veröffentlichungen\Fuchtkonditionierung\Psychological Medicine\Abbildungen\FigS1.tif]



Figure S2
Post hoc ratings of valence, arousal and fear for the different contexts in patients with social anxiety disorder (SAD) and healthy controls (HC).
[image: D:\user\Veröffentlichungen\Fuchtkonditionierung\Psychological Medicine\Revision\Abbildungen\FigS2_Schriftgroß.tif]
Note. Error bars represent standard errors of the mean.


Figure S3
Skin conductance responses for CS+ and CS- during all phases of fear conditioning in social anxiety disorder patients with clinically relevant intrusions and patients without intrusions in response to an aversive social event.
[image: D:\user\Veröffentlichungen\Fuchtkonditionierung\Psychological Medicine\Abbildungen\FigS3.tif]Note. INT=patients with clinically relevant intrusions; NO-INT=patients without intrusions; µS=Microsiemens. ‘1st half’ refers to the first eight trials, ‘2nd half’ to the last eight trials of both CSs. The last two trials of each CS of the extinction training, which were used for the analyses of spontaneous recovery in the extinction context, are not illustrated here. ‘Early’ refers to the first four trials, ‘late’ to the last two trials of both CSs. Error bars represent standard errors of the mean.


Figure S4
Combined mask with all regions of interest (dACC=violet; insula=green; vmPFC=yellow; amygdala=red; hippocampus=blue). Coordinates (x, y, z) are given in MNI space.
[image: D:\user\Veröffentlichungen\Fuchtkonditionierung\Psychological Medicine\Revision\Abbildungen\FigS4.tif]
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