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Fig. 1 Spongy change in frontal cortex. (H.E. x410).

Fig. 2 Alzheimer’s type I glia in cerebral
cortex. (H.E. x770).

Fig. 3 PAS-positive intranuclear inclusion in Alzheimer’s
type M glia. (P.A.S. x780).

Fig. 4 Well-preserved neuron surrounded by swollen
processes of astrocytes. x 3800.

Fig. 5 Plaque-like myelinolysis in convolutional white
matter of right frontal lobe. (K.B.).

Fig. 6 Vesicular disruption in myelinolytic white matter.
x 8500.



