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There is mounting evidence of a link between pathological

tau (p-tau) and neuroinflammation in a group of

neurodegenerative diseases named tauopathies including

Alzheimer’s Disease (AD). 1,2 In our previous studies, we

found that p-tau can induce neuroinflammation through

activating inflammasomes, a multi-protein complex that

can recognize a variety of danger signals such as bacterial

toxins like lipopolysaccharide (LPS), nigericin and

endogenous danger signals such as extracellular ATP and

p-tau. 3 We aim to obtain quantitative measurements of

activated inflammasomes, specifically the levels of ASC

(apoptosis-associated speck-like protein containing a

CARD) specks, a key adaptor protein of inflammasomes, in

the Cerebrospinal Fluid (CSF) samples of AD patients.

Our results indicate Amnis can be used for

detecting extracellular ASC specks. We also found

there are more extracellular ASC specks in AD

CSF samples compared to healthy controls. These

results suggest that differential levels of ASC

specks in extracellular environments including

CSF may correlate with the disease severity and

serve as a biomarker for AD and related dementia,
which needs further investigation.
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ASC specks released by immortalized mouse macrophages that constitutively 

express ASC conjugated to the fluorescent protein cerulean

ASC specks in CSF samples of healthy control and patients with tauopathies

Experiments involving various negative controls

will be performed to standardize accurate ASC

level measurements. Correlation between ASC

levels and disease progression will be further
investigated.


