American Society for Neurochemistry

	Detailed Job Description


	Job Title
	Post-doctoral Fellow

	Department
	Anatomy and Neurobiology

	Institution or Company
	University of Maryland, Baltimore School of Medicine

	Application Deadline
	Current

	Position Start Date
	ASAP

	Job Categories
	

	Academic Field(s)
	Neuroscience, biochemistry

	Job Description
	The Fellow will participate in studies to address mechanisms responsible for neuronal death and transynaptic alterations in mouse CNS following binge alcohol consumption. See below for details

	Salary
	NIH scale

	Requirements
	Ph.D. Biochemistry/Molecular Biology essential, immunocytochemistry desirable.

NIH Training Grant eligibility



	EEO/AA Policy
	yes

	
	

	Contact Information

	Contact person
	Frank L. Margolis Ph.D.

	Address
	Dept. Anatomy & Neurobiology, Univ. MD Sch Medicine, HSF-2

20 Penn St    S-203

Baltimore MD 21201

	City, State & Zip Code
	Baltimore MD 21201

	Country
	

	Phone
	410-706-8913

	Email
	fmargoli@umaryland.edu

	Local address during ASN meeting 
	None


Neuronal degeneration and regeneration are associated with transsynaptic effects and topographic re-innervation after binge alcohol

Neuronal degeneration and death occurs in many regions of the CNS in response to EtOH administration in both humans and animals. In humans, deficits in the sense of smell associated with alcoholism are partially reversible on abstinence. Most studies have considered that the olfactory deficit derives from EtOH-mediated damage to CNS pathways involved in processing olfactory information. However, the possibility of transynaptic effects seems not to have been considered. We have demonstrated that EtOH induces a cycle of mature olfactory sensory neuron (OSN) degeneration and replacement from immature precursor cells in the olfactory neuroepithelium (OE). Recently we have observed that the loss of mature OSNs following EtOH is accompanied by a reduction in synaptic innervation of the olfactory bulb (OB) as manifested by a decrease in OB tyrosine hydroxylase immunoreactivity (TH-ir) in the target neurons of the OSNs.  On abstinence, OSN neurogenesis proceeds and is accompanied by synaptic reinnervation of the OB and recovery of TH-ir. This is perhaps the first demonstration of transsynaptic effects after EtOH administration. Furthermore, using transgenic mouse lines our preliminary data indicates that abstinence following EtOH administration permits newly formed OSNs to connect to their OB targets in a topographically correct pattern. One goal of the laboratory is to identify the mechanism responsible for OSN death subsequent to EtOH administration.  These studies have relevance for binge and chronic alcoholism and neuronal degeneration.

