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( CI Py Prior exposure to repeated LPS injections prevents further accumulation of hippocampal-beta-amyloid ﬂ
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Scﬁcom Alzhemmer’s Disease 1s a neurodegenerative disease characterized by decline of cognitive function. This correlates with accumulation of neurofibrillary tangles and A protein fragment plaques, which can
Let's Talk Science initiate an inflammatory response. Injections of LPS can lead to an inflammatory response that stimulates production of AP. This project explored whether another series of LPS 1njections could exacerbate
& 65 this effect. The animals were given 7 days of LPS or saline injections, a two-week break, and another 7 days of LPS or saline. Contrary to our prediction, AP levels were not exacerbated. This was related to a
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decreased inflammatory response shown by a decrease in IL-1 mRNA 1n animals given two rounds of LPS. Our lab 1s now evaluating what mechanism leads to this result.
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phosphorylated tau within the hippocampus.

* Contrary to our hypothesis, A} levels were not increased after the
second round of LPS 1njections.

* Additionally, the lack of increase of AP levels corresponded to a
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decreased inflammatory response upon secondary administration of 0.0
LPS, as IL-13 mRNA was significantly lower in the group
administered two rounds of LPS. . . ] .
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