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Abstract Objective To explore the different expression patterns of senescence accelerated mouse substrain SAMP8 and control

substrain SAMR1 in different month ages. Methods Nine SAMP8 and SAMRI mice at 1, 4, 6, 8, 12 month age were sacrificed and 3

hippocampus of each set were pooled as one starting samples for RNA extraction. After being purified, some total RNAs were reverse tran-

scripted and labeled for oligonucleotide microarray analysis with approximately 32 000 probes. After hybridization, slides were scanned

with a confocal scanner LuxScanTM 10KA and the data were extracted from images using LuxScan 3.0 software. Differentially expressed

genes were identified using SAM software and pathway analysis was performed using MAS platform which was constructed by CapitalBio

Cor. Results Within each substrain, unsupervised clustering analysis revealed that SAMP8 mice showed different expression patterns in

different month ages whereas SAMR1 mice were not. On the another hand, at the same month age, SAMP8 and SAMRI mice at 1 month
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and 12 month had largest differently expressed genes. Interestingly, mice at 6 month could not be detected having statistically differently

expressed genes. Pathway analysis showed that most of these statistically expressed genes were involved in the MAPK signaling pathway.

Conclusion Expression patterns of SAMP8 and SAMRI were significantly different in different month ages and the genes involved in

MAPK signaling pathway had the largest numbers in all statistically expressed genes.

Key words Senescence — accelerated mouse; Gene chip; Pathway analysis
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