1.  Gotti, C., Clementi, F. Neuronal nicotinic receptors:  from structure to pathology. Progress in Neurobiology 74, 363-396 (2004).
This review surveys the major achievements reached in the study of the neuronal nicotinic acetylcholine receptors.  They discuss the stoichiometry of subunits, subunit roles, receptor localization throughout the brain and body, and effects of the AChR in pathology.  In addition, they probe the function of the AChR further using knock out and knock in experiments on mice.  This review provides a solid background for any further reading about the AChR.
2.  Unwin, N. Structure and action of the nicotinic acetylcholine receptor explored by electron microscopy. FEBS Letters 555, 91-95 (2003)
This mini review provides a clear, complete picture of the AChR.  He provides a distinct map of the individual subunits, the beta sheets that compose the extracellular portion, as well as the helices that comprise each subunit.  He also proposes a mechanism for gating control.  
3.  Gally, C., Elmer, S., Richmond, J.E., & Bessereau, J. A transmembrane protein required for acetylcholine receptor clustering in Caenorhabditis elegans. Nature 431, 578-582 (2004)

This letter provides evidence of a relationship between the transmembrane protein, lev-10 and the AChR, both of which are localized in the postsynaptic membrane.  The directionality of the relationship could not be established.  In addition, they probed the role of the extracellular portion of lev-10, and deduced that the interaction between lev-10 and the AChR is likely an extracellular one.  This contradicts the commonly accepted theory that clustering interactions occur on the cytoplasmic side of the postsynaptic membrane.  
4.  Cormier, A., Paas, Y., Zini, R., Tillement, J., Lagrue, G., Changeux, J., & Grailhe, R. Long-Term Exposure to Nicotine Modulates the Level and Activity of Acetylcholine Receptors in White Blood Cells of Smokers and Model Mice. Mol. Pharmacol. 66, 1712-1718 (2004)

This article analyzes the level and activity of AChRs in white blood cells upon stimulation with nicotine, through smoking and in vitro nicotine exposure.  They determined that nicotine up regulates the level of α4/β2 type AChRs.  This is accompanied by a decrease in calcium permeability.  This article is interesting as a look into the direct physiological effects of smoking.  
5.  Webster, R., Brydson, M., Croxen, R., Newsom-Davis, J., Vincent, A., Beeson, D. Mutation in the AChR ion channel gate underlies a fast channel congenital myasthenic syndrome. Neurology, 62, 1090-1096 (2004)

The authors investigate the disease mechanism of a dominant form of congenital myasthenic syndrome.  They show that end plate morphology and number of receptors are normal, but the miniature end plate potentials are severely reduced.  DNA analysis revealed a single missense mutation of αF256L, located in the M2 helix of the transmembrane domain, which affects channel gating.  It reduces the rate of opening and increases the rate of closure, resulting in fast channel kinetics.  This paper provides a look at the physiological impact of AChR mutations.  
6.  Kim, S., Chamberlain, A.K., Bowie, J.U. A Model of the Closed Form of the Nicotinic Acetylcholine Receptor M2 Channel Pore. Biophys. J. 87, 792-799 (2004)

The authors generate a model of the M2 channel pore doing simulations and 2D solid state NMR PISEMA experiments.  They argue that the model they propose is more accurate than a recent EM model and do side by side comparisons.  Their model is more tightly packed and has more obvious interactions that seem to more strongly corroborate current ideas of how the channel functions.  It is interesting to read mostly as a comparison of methods of visualization. 

7.  Quik, M. Smoking, nicotine and Parkinson’s Disease. TRENDS in Neuroscience, 27, 561-568 (2004)

This short review explores the connection between smoking and Parkinson’s Disease.  There is a definite inverse correlation between smoking and incidence of PD.  As well, there are many experiments demonstrating the beneficial effects of smoking and nicotine on the severity of symptoms.  She concludes that many experiments must still be done to deduce the chemical or chemicals in cigarettes that provide the protective and positive effects.  It is an interesting look at the potential perquisite of smoking.

8.  Cooke, J.P, & Bitterman, H. Nicotine and angiogenesis: a new paradigm for tobacco-related diseases. Ann Med 36, 33-40 (2004)

This review focuses on the new finding that nicotine is a potent angiogenic agent and the mechanisms by which it may affect tobacco related disease.  It demonstrates, in animal models, the stimulating effect of nicotine in tumors and arterial plaque.  It provides another example of the wide ranging role of the AChR.
9.  Pediconi, M.F., Gallegos, C.E., De Los Santos, E.B., & Barrantes, F.J. Metabolic Cholesterol Depletion Hinders Cell-Surface Trafficking Of The Nicotinic Acetylcholine Receptor. Neuroscience 128, 239-249 (2004)

This article examines the effects of cholesterol depletion on the trafficking of AChR to the cell membrane in a hamster ovary clonal line that heterologously expresses adult α2βδε mouse AChR.  Cells were exposed to Mevinolin, decreasing metabolic production of cholesterol.  They found that the total cholesterol was reduced by 40%.  The maximum number of binding sites of the cell surface AChR for a competitive antagonist was reduced by 46%.  This was paralleled by an increase in intracellular AChR levels, from 44% to 74%.  This suggests that cholesterol participates in the trafficking of receptor protein to the membrane.  This article discusses trafficking, while article 2, discussed clustering in the membrane.  
10.  Cashin, A.L., Petersson, E.J., Lester, H.A., & Dougherty, D.A. Using Physical Chemistry to Differentiate Nicotinic from Cholinergic Agonists at the Nicotinic Acetylcholine Receptor.  JACS 127, 350-356 (2005)

This article explores the binding interactions involved at the ligand binding site of the AChR, which is crucial in drug design.  Using mutations and different binding assays, they deduced that ACh binds through a cation-π interaction and nicotine binds through a hydrogen bond in the same region.  The nicotine analogue, which has been shown to have a higher affinity for the receptor, utilizes both interactions.  
Web sites for AChR presentation:

1.  These websites are great for comparing and contrasting the nicotinic and muscarinic acetylcholine receptors.  In addition, you can search the rest of the class site for other interesting topics related to receptors.

http://www.neurosci.pharm.utoledo.edu/MBC3320/nicotinic.htm
http://www.neurosci.pharm.utoledo.edu/MBC3320/muscarinic.htm
2.  These websites provide charts with nAChR and mAChR structures, agonists, antagonists, signaling pathways, and associated disorders.  They also have pictures of the synaptic cleft and the integration of the AChR.  

http://www.neuro.wustl.edu/neuromuscular/mother/acetylcholine.htm#achrnic
http://www.neuro.wustl.edu/neuromuscular/mtime/modulation.htm
3.  I found this website useful in looking up background information relating to acetylcholine, the receptors, nerves, signaling, and essentially any other background that might be necessary when reading the papers that accompany the talk.    

Human Physiology, 8th ed., Vander, Sherman, Luciano

http://www.mhhe.com/biosci/ap/vander8e/student/olc/chap08int_act.mhtml
4.  This is the link to an online encyclopedia.  I used it to research random information about discovery and history of acetylcholine and the receptor.

http://en.wikipedia.org/wiki/Loewi%2C_Otto
5.  This site provides an extensive reference for C.elegans anatomy, physiology, and anything else anyone might ever want to know about worms.  

http://www.wormatlas.org/MoW_built0.92/nervous_system.html#organization
