In vivo Neuropathology: Detecting site-specific changes in neuroinflammation o
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* “In vivo neuropathology” can minimize the cost of _ _ o _ _ _ _ -

preclinical CNS toxicology, expedite the process, and Shown _above in Tables A., B. and C. are brain areas with significantly dlffe_rer)t measures of ADC 3 days following TM'_I' exposure. Th_e brain areas are ranked in order of their S|gn|f|canc_e (P-\_/al) and

: i ) i . ] effect size (omega square). Shown are the average (Ave )and standard deviation (SD) for the five rats. Note that all brain areas following TMT have ADC values lower than normal a possible sign of
'dent'fy subtle Changes In site-specific brain cytotoxic edema. ADC values for BIA 10-2474 and MK-801 are greater than the vehicle, a sign of vasogenic edema. The localization of the significantly affected areas listed in the tables are presented
microarchitecture across the entire brain. in the 2D heat maps and 3D reconstructions.
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