ABSTRACT INSTRUCTIONS
Abstracts are due July 7th by NOON

1.
A sample of how a completed abstract will look is shown on the next page.  Please read and follow all instructions carefully; the exact format as shown should be used.  Abstracts should be e-mailed by your mentor to Cheryl Walk (cheryl-walk@ouhsc.edu) if you are a SURE or NARCH student and to Sasha Smith (sasha-smith@oushc.edu) if you are an INBRE student.

2.
Prepare your abstract using Microsoft Word and save as an electronic file.  The file’s name should include the presenter's last name and program affiliation (i.e., SURE, NARCH, LINC, or INBRE).

3.
Have your mentor submit the electronic file to Cheryl or Sasha by NOON on July 7th.  This will give the faculty mentor the ability to assure accuracy and confirm his/her approval of your abstract.

ABSTRACT FORMAT

Title of Abstract - Capitalize the first letter of each word except prepositions, articles, and species names. Italicize scientific names of organisms (e.g., Candida albicans), Use Times New Roman 12 pt. font, Margins should be set at 1.75”.
(space)

(space)
First author (your full name bold and underlined)1, second author (first initial. last name)2, third author (first initial. last name)2…and so on for all authors
1Affiliation (your department and institution), 2Affiliation (use superscripts if other affiliations included - list other departments and institutions)
(space)
Abstract Text – Times New Roman 12 pt. font, text should be JUSTIFIED and limited to 200 words maximum and it must fit within the formatting guidelines!  Please see the attached sample.
(space)

Funding source acknowledgment.

ABSTRACT CONTENT

The content of the abstract should be informative and include (i) the study’s specific objective, (ii) a brief statement of methods, (iii) summary of the results, and (iv) conclusions.  It is NOT satisfactory to state: “The results will be discussed”.
EXAMPLE ABSTRACT

Role of LIPR-GP130 Activation in Endogenous Neuroprotection of
Retinal Photoreceptors
Srinivas Chollangil,1,2, J. Wang2, Y. Ueki3, J. D. Ash2, 3
1Bioengineering Center, University of Oklahoma, 2Department of Ophthalmology and 3Oklahoma Center for Neuroscience, University of Oklahoma Health Sciences Center
Objective:  LIPR and gp130 are the common receptors for Leukemia Inhibitory Factor (LIP) and Ciliary Neurotrophic Factor (CNTF).  Our objective was to determine whether or not gp130 and LIPR activation is essential for these effects, and to determine which signal transduction pathways are essential for neuroprotection versus reduced function.

Methods:  Bacterial expressed LIP and LIP05 (antagonist) were used for in vitro cell stimulations and intravitreal injections into mouse eyes.  Electroretinograms (ERGs) were used to study the retinal function and western blot experiments were used to analyze the signal transduction pathways activated by LIP in the presence or absence of LIP05.
Results:  LIP induced STAT3 and MAPK activation in Muller cells. LIP05 was able to antagonize this action.  When injected into the vitreous, both LIP and LIP05 lead to loss of photoreceptor function, albeit by different mechanisms.
Conclusions:  Combining these results with our previous observation that transgenic expression of LIP blocks the expression of key photoreceptor transcription factors, Crx & NRL, we propose that activation of gp130 by LIP causes loss of function by altering the expression of phototransduction proteins while inhibition of gp130 activation by LIP05 causes loss of function by inducing photoreceptor cell death.
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