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"How do human membrane proteins contribute
to various diseases?"

The Sanders lab uses the tools of Biochemistry, Structural Biology, and Chemical
Biology to explore the roles of membrane proteins in human diseases. Specific
questions being addressed include:

+ How does the binding of cholesterol to the amyloid precursor protein
promote Alzheimer’s disease?

+ How does a healthy TREM2 receptor help suppress neuroinflammation that
otherwise might accelerate Alzheimer’s, Parkinson’s, and other
neurodegenerative diseases.

+ Canfolding defect in human peripheral myelin protein 22 be suppressed
with pharmacological chaperones as a route to treating the common
peripheral neuropathy, Charcot-Marie-Tooth disease?

« How do the more than 600 known mutations in the KCNQ1 potassium
channel act to alter the function of this channel, resulting in the long-QT
syndrome (LQTS) cardiac arrhythmia and associated sudden death? Can
this information be leveraged to help predict patient predisposition to LQTS
for preventive personalized/precision medicine?

+  Whatroles do cell surface integrin receptors play in promoting fibrosis in
chronic kidney disease, the most common killer of patients with type Il
diabetes?
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