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Rationale Approach
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* Functional connectivity (FC) derived from resting-state fMRI is a commonly * We study interregional Regularized partial correlation NET density across brain regions
used measure of interregional brain synchronization. FC as a function of | o Percentile threshold =0 o
neurotransmitter ‘ | |
Covariance between £
region-wise timeseries s e receptOrltranSporter 5
| v J ¥, 8 : : B t‘ L, ‘::'“~ density in corres pond i ng . Left Anterior Right Superior E
R . . — gz;‘sult Simple correlation Regularized partial correlation
L e . brain regions. = o,
|L> Relatively easy and broadly applicable, non-invasive, “cheap”. _ ] i %]
BUT difficult to interpret neurobiologically. e A reglon-to-reglon FC — Soribiot ° .l — Sample mean (90% P

»
1

0.047 i —— Median of null means

75% PI of null means
90% PI of null means
99% PI of null means

matrix is systematically
thresholded based on

densities of 23 normative — —
nuclear imaging maps®’. oo o " PET density parcentie PET density percentive

Simple correlation
Pearson

1
1
1
1
1
1
0.034 |
1
i
1
1
0

Mean connectivity
w
1

 Changes in FC related to physiology, age, behavior, and psychopathology are
well documented'. However, investigating the (patho-)neurobiology underlying
these changes remains challenging.

0.024,

N
1 1

°
=

. | 0.01 A :

o
o
1

0.00 14

* In contrast, nuclear imaging provides a more direct window into biological
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Results: Discovery Results: Application

« Sample: Young Adult Human Connectome Project®, n = 143, 20 — 35 years. « Sample: Early Psychosis Human Connectome Project®, n = 96 with schizophrenia spectrum

+  Focus on regularized partial correlation connectomes, which were more diagnoses (non-affective: SCZ, affective: SCA), n = 55 controls (CTRL).

sensitive and reliable as compared to Pearson connectomes (see above). « All effects observed in the discovery sample replicated in the CTRL cohort.
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Conclusions and Outlook

- We developed an effective A normative modelling framework to generate individual receptor deviation profiles for unseen subjects
approach to evaluate potential
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