
Two‐way ANOVA shows a difference between wild‐type and transgenic Q72 mice (L68) at 
16, 24, and 36 weeks but not at 5 weeks. Bonferroni post‐hoc tests.  ** p<0.01; *** 
p<0.0001 

**  **  *** 



5 week old Q72 L68 mice showed a difference in weight 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•  Transgenic mouse models displaying hyperac3vity: 
•  SCA3 – NMR spectroscopy.  Increased glycolysis in the brain. 
•  HunZngton’s Disease – hyperacZve (2).  (caspase 6 fragment – phenotype sounds 

partly similar to our BAC mice; NMDA selecZve acZvaZon  fluctuaZons in 
intracellular Ca2+ levels and reduced AMPA receptors). 

•  Alzheimer’s Disease – hyperacZve (beta‐amyloidosis). 
•  mGlu2R potenZators – hyperacZve. 
•  Cav2.2 KO mice – hyperacZve. 
•  Hermansky‐Pudlak Syndrome – hyperacZve (otolith defects, imbalance). 

•  Causes of circling behavior: 
•  Bronx Waltver mouse.  Caused by striatal asymmetry.  Model for hearing and 

vesZbular dysfuncZon. 
•  Hypothyroid mouse with non‐funcZoning thyroid.  Affected mice had 40% fewer 

midbrain dopamine neurons (substanZa nigra).  Much slower than our mice. 
•  EpistaZc circler mouse.  Bilateral malformaZon of the lateral semicircular canal and 

duct in the inner ear.  No vesZbuloocular reflex. 












