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Figure 1. Immunohistochemisty for beta-amyloid peptides (a) and phosphorylated tau (b). Beta-amyloid peptides are deposited in senile
plaques. Phospharylated tau is detected in neurofibrillary tangles and neuropil threads. Scale bars=50 mm.
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Table 1. Reaction of 2-methylbenzoxazoles(l) and benzaldehydes(2) (DME r.t.)

1 2 Catalyst Time {h) Product Yield (%)
la 2a EtONa 16 3a 74
la 2b EtONa 16 3b 86
1c 2a EtONa 16 3c 81
1c 2b EtONa 16 3d 62
la 2a t-BuOK 5 3a 82
la 2b t-BuOK 5 3b 91
Ic 2a t-BuOK 5 3c 90
1c 2b t-BuOK 5 3d 83

Table 2. *H Nmr spectra for the double bond part of 2-styrylbenzoxazoles(3)

3 Solvent Chemicat shift (5) pattern Coupling const.(Hz)
3a CDCl, 7.00 d 16.2
7.72 d 16.2
3b CDCl, 6.78 d 16.2
7.66 d 16.2
3c CDCl, 7.02 d 16.2
7.69 d 16.2
3d CDAy, 6.81 d 16.2
7.65 d 16.2
3e d,DMSO 7.23 d 16.2
7.67 d 16.2
3f d,DMSO 6.87 d 16.1
7.54 d 16.1
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Figure 2. Binding of 2-syrylbenzoxazole derivative (3f in schema 1) to senile plaques at the concentration of 0, 8, 16, 64 pg/ml.
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Figure 3. Binding of 2-syrylbenzoxazole derivatives 3a (a), 3b (b), 3f (c) and 3e (d) at the concentration of 10 ug/ml. Note that 2-syrylbenzoxazole

derivative 3f binds to not only senile plaques but also neurofibrillary tangles (arrows in c).
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