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Figure 1: Relation between change in amyloid load and median
SAA concentration during first year of follow-up among all 80

patients

Kruskal-Wallis and Cuzick's tests of difference in median SAA were all
significant p=0-001: pairwise comparison p=0-001 accumulation vs
stable and accumulation vs regression, p=0-05 stable vs regression.
Median SAA value for all patients in each group indicated by horizontal
bars.
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