7
AL - .
o 4 f ’ ;\
a =
. i \ \ % “ \ ”v " .‘, - V
N SANAWY f - 4
/ RN = \ { -
p N N '\ \ / 7 = - el -
S ~ ’ - ~ !
S Y 2N o - e
RN - TN (| = 7 . e
S - =% X o/ - o
AL =4\ ~a 2 . ; - A G
AR \ . ==’ \ > 4 = g2
N R A N ~ =\
< X . N _ S
) MR b ‘\u.\\ y
(1 AR ' -
74
M o N
; \,
A

Kateryna lvasiva ', Nikola Vinko 1, Tilmann Buerckstuemmer ', Trevor Wolf 2, Junhua Zhao 2, Lukas Badertscher

1) Myllia Biotechnology
2) Element Biosciences

Introduction G The AVITI24 Platform
NF-kB is a family of transcription factor complexes that regulate transcription, I_ Element
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cytokines such as TNF-a, active NF-kB (p50/p65 heterodimer) rapidly

translocates from the cytoplasm to the nucleus. While core pathway
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e AVITI24 identities gene perturbations modulating NF-kB signalling
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Conclusions and Outlook

Myllia Biotechnology
www.myllia.com

A total of 15 significant positive and 2 significant negative regulators of NF-kB signaling were identified

The AVITI24 platform achieves robust sgRNA detection in approximately 80% of cells

High-quality cell segmentation enables the study of morphological changes after genetic perturbations

Strong dropout of sgRNAs targeting essential genes confirms the reliability of the instrument

Next steps: . .
P E: info@myllia.com

* Combine the workflow with immunofluorescence to uncover more subtle imaging-based phenotypes
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