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A. Personal Statement 

I am Assistant Professor at the University of Trento since 2017 and my research focuses on investigating the 
neurobiological bases of autism, studying the molecular and cellular bases of social cognitive impairments in animal 
models of ASD in different species: rodents, zebrafish and domestic chicks.  
I have a broad background in molecular and cellular neuroscience, with specific training in developmental biology. I am 
interested in expanding the molecular tools used to influence neuronal activity currently available only for rodents also 
in other species. To this purpose I am currently developing viral-mediated gene transfer in domestic chicks.  
During my postgraduate training, in 2010, after 8 months of maternity leave, I had the opportunity to work 
independently, funded by the European Community and the Autonomous Province of Trento under the Marie Curie FP7 
COFUND program. During my postgraduate training I have studied the developmental changes affecting the GABAergic 
system in a mouse model of ASD, documenting neuroanatomical and molecular alterations in the GABAergic system of 
the somatosensory and visual cortices and the hippocampus in a mouse model of ASD (Sgadò et al., 2013; Allegra et al., 
2014; Provenzano et el., 2020), contributing to the hypothesis of a prominent role of cortical GABAergic interneurons in 
the pathogenesis of ASD and E/I imbalance.  
More recently, as an Assistant Professor at the Center for Mind Brain Science I broadened my perspectives to 
incorporate the study of comparative aspects, extending the set of species to investigate the biological bases of early 
social cognitive dysfunctions in ASD. 
During my training and my research experience I have acquired a versatile scientific background ranging from behavioral 
neuroscience to molecular genetics and developmental biology.  
 
 



 

B. Positions and Honors 
2010 – 2014  Marie Curie COFUND “People” Incoming Research Fellow – Principal Investigator (€150,000) 
    Center for Integrative Biology – University of Trento 
2017 – 2019 Member of the PhD Committee in “Cognitive and Brain Sciences” – Univerity of Trento 
2017 – present Delegate for Job Guidance – Center for Mind Brain Sciences – University of Trento 
2017 – present Assistant Professor (RTDa – Physiology) – Center for Mind Brain Sciences – University of Trento 
2017 – present Scientific Coordinator Biosafety level 1 & 2 lab – Center for Mind Brain Sciences – University of Trento 

C. Contribution to Science 

1. My early publications focused on investigating the role of a family of transcription factors, Engrailed, known to 
be involved in early brain patterning, in late development and maintenance of midbrain dopamine neurons. 
These publications highlighted a novel function of the Engrailed genes in regulating developmental cell death of 
the dopaminergic neurons. One of the manuscripts was cited for a News in Views in Nature (Nature 429, 823 
doi:10.1038/429823a) and opened interesting perspective for the study of apoptosis biomarkers in Parkinson’s 
disease. We also identified and characterized a new model of early and progressive degeneration selective for 
nigro-striatal dopamine neurons that could provide access to the molecular etiology of Parkinson's disease. 
Subsequent studies described several aspects of the neurodegenerative mechanisms triggered by Engrailed 
mutations and laid the ground to other studies using Engrailed proteins to protect dopaminergic neurons 
against mitochondrial complex I-mediated apoptotic insults.  

• Albéri L, Sgadò P, Simon HH. Engrailed genes are cell-autonomously required to prevent apoptosis in 
mesencephalic dopaminergic neurons. Development 2004;131(13):3229-36. 

• Sgadò P, Albéri L, Gherbassi D, Galasso SL, Ramakers GM, Alavian KN, SmidtMP, Dyck RH, Simon HH. Slow 
progressive degeneration of nigral dopaminergic neurons in postnatal Engrailed mutant mice. Proc Natl Acad Sci 
U S A 2006;103(41):15242-7. 

• Alavian KN, Sgadò P, Alberi L, Subramaniam S, Simon HH. Elevated P75NTR expression causes death of 
engrailed-deficient midbrain dopaminergic neurons by Erk1/2 suppression. Neural Dev 2009; 4:11. 

• Sgadò P, Viaggi C, Pinna A, Marrone C, Vaglini F, Pontis S, Mercuri NB,Morelli M, Corsini GU. Behavioral, 
neurochemical, and electrophysiological changes in an early spontaneous mouse model of nigrostriatal 
degeneration. Neurotox Res 2011; 20(2):170.  
 

2. During my postgraduate experience I continued to investigate the role of the Engrailed genes in brain 
development, and described, in collaboration with Prof. Alexandra Joyner, the expression of Engrailed 
transcription factors in the forebrain, suggesting a  cell-autonomous function of the genes in cortical development. 
Further studies then examined in detail the consequences of En2 mutation, a gene associated to ASD and 
belonging to the Engrailed family, in development of GABAergic cortical interneurons. Our data contributed to 
strengthen the hypothesis of altered GABAergic neurotransmission and developmental excitation/inhibition 
imbalance in ASD.  

• Tripathi PP, Sgadò P, Scali M, Viaggi C, Casarosa S, Simon HH, Vaglini F, Corsini GU, Bozzi Y. Increased 
susceptibility to kainic acid-induced seizures in Engrailed-2 knockout mice. Neuroscience 2009; 159(2):842 

• Sgadò P, Dunleavy M, Genovesi S, Provenzano G, Bozzi Y. The role of GABAergic system in neurodevelopmental 
disorders: a focus on autism and epilepsy. Int J Physiol Pathophysiol Pharmacol. 2011; 3(3):223. 

• Sgadò, P, Genovesi, S, Kalinovsky, A, Zunino, G, Macchi, F, Allegra, M, Murenu, E, Provenzano, G, Tripathi, PP, 
Casarosa, S, Joyner AL, Bozzi Y. Loss of GABAergic neurons in the hippocampus and cerebral cortex of Engrailed-2 
null mutant mice: implications for autism spectrum disorders. Exp Neurol 2013; 247:496–505. 

• Provenzano, G., Gilardoni, A., Maggia, M., Pernigo, M., Sgadò, P, Casarosa, S., Bozzi, Y. Altered expression of 
gabaergic markers in the forebrain of young and adult engrailed-2 knockout mice. Genes, 2020, 11(4), 384. 
 

3. More recently, as an Assistant Professor at the Center for Mind Brain Science I broadened my perspectives to 
incorporate other ASD models, extending the set of species to investigate the biological bases of early social 
cognitive dysfunctions in ASD. To study early social-orienting mechanisms in animal models of ASD we have 
established a chick model of ASD, using valproic acid embryonic (in ovo) injections, complementing the 



 

behavioural studies with neuroanatomical and molecular approaches. Recently, in collaboration with Prof. 
Schusser (University of Munich), we developed genetic strategies to model ASD in domestic chicks using viral-
mediated CRISPR/Cas9 and study the neurobiological bases of face processing in a genetic model of ASD based 
on Fmr1 gene deletion. We are also broadening the spectrum of model species investigated to study the 
neurobiological bases of social-orienting behaviour in rodent and zebrafish models. 

• Sgadò P, Rosa-Salva O, Versace E, Vallortigara G. Embryonic Exposure to Valproic Acid Impairs Social 
Predispositions in Newly-Hatched Chicks. Scientific Reports 2018, 8, 5919. 

• Lorenzi, E, Pross, A, Rosa Salva, O, Versace, E, Sgadò, P, & Vallortigara, G (2019). Embryonic Exposure to Valproic 
Acid Affects Social Predispositions for Dynamic Cues of Animate Motion in Newly-Hatched Chicks. Frontiers in 
Physiology, 10, 501. 

• Messina, A., Boiti, A., Sovrano, V.A., Sgadò, P. Micromolar valproic acid doses preserve survival and induce 
molecular alterations in neurodevelopmental genes in two strains of zebrafish larvae. Biomolecules, 2020, 
10(10), pp. 1–12, 1364. 

• Adiletta A, Pedrana S, Rosa-Salva O, Sgadò P. Schematic face-like configuration deficits in domestic chicks 
exposed to valproic acid. https://www.biorxiv.org/node/1895813.abstract 
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