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Academic Title:

Professor

Primary Appointment:
Surgery

Secondary Appointment (s) :
Physiology

Email:

jwinkles@som. umaryland. edu

Location:

800 West Baltimore St. Biopark Building 1, #320
Phone (Primary) :

410-706-8172

Fax:

410-706-8234

Download CV

Education and Training

e Undergraduate Degree: B.A., Biology, University of Delaware, 1977
e Graduate Degree: Ph.D., Biology, University of Virginia, 1983
e Postdoctoral Fellowship: National Institutes of Health, 1983-1986
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Winkles, J.A. (2008). The TWEAK-Fnl4 cytokine-receptor axis: Discovery, biology, and
therapeutic targeting. Nature Reviews Drug Discovery 7:411-425.
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