Evidence that semaphorin 4D is upregulated in neurons in Huntington’s and
Alzheimer’s diseases, effects of a SEMAA4D blocking antibody on FDG PET in a

clinical trial, and treatment rationale for its use in AD.
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* Astrocytes undergo inflammatory transformation that aggravates brain damage in
neurodegenerative diseases
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Huntington’s Disease Trial CONCLUSIONS:

Disease-associated activated astrocytes have altered SEMAA4D induces changes in morphology and function
morphology in Human Frontal Cortex consistent with inflammatory activation in purified rat astrocyte cultures
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