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BACKGROUND METHODS METHODS

Type One Diabetes (T1D), sometimes known as
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which the pancreas produces little to no insulin. ' . A  Break down pancreatic tissue using collagenase and centrifuge
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apoptosis of beta cells A S\ tetramers being BDC 2.5 V1, BDC 2.5 V2, Insulin, Chicken HEL,
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made to attack self-peptldes. development margin of error |
* In the case of T1D, there is a loss of tolerance to Figure 2: This image depicts the + Run samples through a flow cytometer instrument
tissue autoantigens which is attributed by defects in carrying out of our procedure with the « Analyze sample results through FlowJo software
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« Factors in the environment, such as parasitic and saline treatments for our control
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3/° Is a 3% margin of error for all the other | |
h tetramers.  From the data we have gathered we, hypothesize that we will

. 7o values show the amount of CD4 T Cells
selgctlon In the thymus, T cells that respond to these N that are targeting each tetramer. The SIGNIFICANCE
antigens escape the thymus and cause T1D Chicken HEL group shows us that there
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