Lifelong cognitive engagement slows symptom progression and neurodegeneration
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BACKGROUND METHODS RESULTS

. . » Participants: 45 HD gene-expansion carriers (21 pre-, 24 manifest at baseline) . . -
What is cognitive engagement? * Clinical evaluationl®19 (4.28 1.6 assessments, 13.52=4.1 mon inter- . ngher CRQ scores pTEdICt lower overall severity and rate of
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Confers benefits in aging and neurodegeneration ‘ Can CRQ score predict symptom progression? j/ :
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CRQ model was a better fit than null in all three sets

Subject-
X . + specific + SEIDeIal:
pd slopes for = UHDRS-cogscore .996 15.2 <.001
random .
s time UHDRS-motor 991 13.5 .001
17.8 <.001

PBA-s .999

Why Huntington’s disease?
Model for neurodegeneration!4

: Th.ree_sets of n.ested models {one for. each symptom domain) Ugﬁgzgc_ogsiore CRQ score and CRQ x Time variables significant in all three models (P < .05)
* Likelihood ratio test: goodness-of-fit of null vs. CRQ model PBAZO o
» Akaike’s information criteria WEight (W) effect size ‘ Higher CRQ scores confer Structural neuroprotection
. How may cognitive engagement modulate change in gray (reduced gray matter volume loss)

matter volume over time?
* Longitudinal VBM in cat12 package in SPM[2
« Controls: CAG-Age Product!!3], days b/w scans, TIV

In HD, cognitively active lifestyle « P < .005 (uncorrected) and threshold of P < .05 applied at
cluster-level; k = 100

 Delayed disease onsetl!
* Less severe symptoms severityl®!
- Reduced degeneration in basal ganglial”!

x =11 X=8 z =50 R
MCC = middle cingulate cortex (BA32); MFG = medial frontal gyrus; SMA = supplementary motor area
Slice position labeled in MNI coordinates.
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