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Impermanence of dendritic spines in live adult CAl
hippocampus

Alessio Attardo™%1*, James E. Fitzgerald'+* & Mark J. Schnitzer’ >3 NATURE
Published online 22 June 2015
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Dendritic spines are dynamic in CAl hippocampus of the adult
mouse.

a, A sealed, glass guide tube implanted dorsal to CAl allows time-lapse in
vivo imaging of dendritic spines.

b, A doublet microendoscope projects the laser scanning pattern onto the
specimen plane in the tissue. Inset: red lines indicate optical ray trajectories.
¢, CA1 dendritic spines in a live Thyl-GFP mouse.

d, Time-lapse image sequences. Arrowheads indicate spines that either
persist across the sequence (white arrowheads), disappear midway (red),
arise midway and then persist (green), arise midway and then later
disappear (yellow), or disappear and then later appear at an
indistinguishable location (cyan). Scale bars: 500 mm (b, inset); 10 mm (c); 2
mm (d).
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Shared regulatory programs
suggest retention of blastula-stage
potential in neural crest cells

Elsy Buitrago-Delgado,'* Kara Nordin,"* Anjali Rao,'

SCIENCE

Lauren Geary,' Carole LaBonne’?t 19 JUNE 2015 VOL 348 ISSUE 6241
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- Neural crest cells and pluripotent blastula cells share a common regulatory circuitry. (A and B) In situ hybridization of wild-type blastula (stage 9)
Xenopus embryos examining expression of genes associated with (A) pluripotency or (B) neural crest formation. Scale bars, 250 mM. (C) Quantitative reverse
transcription polymerase chain reaction (RT-PCR) of wild-type ectodermal explants examining relative expression of pluripotency genes and neural crest genes

over developmental time.
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Loss of MyD88 alters neuroinflammatory response and
attenuates early Purkinje cell loss in a spinocerebellar
ataxia type 6 mouse model

Tomonori Aikawal#, Kaoru Mogushi?#>, Kumiko lijima-Tsutsui®*®,
Kinya Ishikawa>#, Miyano Sakurail, Hiroshi Tanaka?4, Hidehiro Mizusawa®3%’| Human Molecular Genetics

and Kei Watasel%* published June 18, 2015
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