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Background: Anxiety disorders constitute a major burden for the 
society and are characterized by pathological expression of anxiety 
and fear. Recent evidence points towards an important role of 
neuropeptides in modulating fear and anxiety. Among the tachykinin 
neuropeptide family, substance P is promoting anxiety-related 
behavior, whereas the role of neurokinin B (NKB), acting predomi-
nantly on neurokinin NK3 receptors, is not clear yet. Interestingly, 
NKB is highly expressed in the amygdala, a brain area central for 
emotional processing. Thus, we wanted to investigate the role of 
NKB and NKB-expressing neurons in the amygdala in fear behavior. 
Methods: To test the specific role of NKB-expressing neurons in the 
basolateral amygdala (BLA), double-immunolabeling of NKB or their 
precursor preprotachykinin B (PPTB) with specific interneuron 
markers were performed. In addition, Tac2-Cre mice were locally 
injected into the BLA with a FLEXed rAAV vector expressing tetanus 
light chain (TeLC) for specific and local permanent silencing of NKB 
neurons, followed by Pavlovian fear conditioning two weeks later. 
Pavlovian fear conditioning was used as a simple form of associa-
tive learning by pairing a tone with a mild electric foot shock. Fear 
extinction was performed the following day by repetitive exposure to 
the tone without foot shock. 
Results: NKB or PPTB are localized in calretinin-expressing 
interneurons but not in parvalbumin-, somatostatin- or calbindin-
expressing interneurons in the BLA. The inhibition of NKB-express-
ing neurons in the BLA did not affect fear acquisition but facilitated 
fear extinction. This change was also observed in extinction recall, 
demonstrating a persistent effect of inhibiting NKB neurons. 
Discussion: Our data indicate that NKB-expressing neurons in the 
BLA are regulating fear extinction within BLA. Further studies will 
clarify the exact mechanism and the contribution of NKB itself in this 
process. 
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