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ABSTRACT Objective: To verify the relationship between B-amyloid (AR) plaques and glial cell activation by testing the correla-
tion between A and glial fibrillary acidic protein (GFAP) or ionized calcium binding adaptor molecule-1 (Iba-1) in the prefrontal cortex
(PFC) of an Alzheimer's Disease (AD )APPswe mouse model. Methods: Nine 12-month-old APPswe AD mice were included. The ex-
pression of AR, GFAP, and Iba-1 in the PFC was detected by immunohistochemistry, and the correlation of AR with either GFAP
or Iba-1 level was analyzed. The co-existence of different sized AR plaques with either GFAP or Iba-1 was detected by double-im-
munofluorescence labeling assay. Results: Inmunohistochemical results showed that higher levels of AR in the PFC of AD mice were as-
sociated with higher levels of GFAP and Iba-1. On the contrary, lower levels of AR were associated with lower levels of GFAP and Iba-1
expression. Pearson correlation analysis showed that AR level was positively correlated with that of GFAP (R=0.6677, P<0.05) and Iba-1
(R=0.8257, P<0.05), respectively. Immunofluorescence double labeling results also demonstrated that the region with large sized AR
plaques showed a higher fluorescence signal intensity of both GFAP and Iba-1 in the PFC of AD mice when compared to that with small
sized AR plaques. Conclusions: The level of AR was positively correlated with those of GFAP and Iba-1 in the PFC of AD mice, suggest-
ing that A formation plays an important role in neuroinflammation induced by the activation of glial cells.
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Fig.1-A Immunohistochemical staining of AR, GFAP, and Iba-1 in the PFC of each APPswe mouse ( 400 x ); Fig.1-B Correlation analysis of AR and
GFAP ; Fig.1-C Correlation analysis of AR and Iba-1.
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Fig.2 Double-immunofluorescence labeling of A with eotjer GFAP or Iba-1 in the PFC of APPswe mice ( LP: large plaque; SP: small plaque ) Scale bar,
50 pm.
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