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Exploring CYTOQO's Integrated High-throughput Robust Discovery Platform Al-Powered Image Analysis

The MyoScreen Discovery Platform

A solution to the need for relevant Myoscreen: a predictive, high throughput and robust
in-vitro human muscle disease models discovery platform for RNAi and small compound screens

Al-Powered Cell Profiling: monitor reversal of

Explore mitochondrial health through phenotypic screening disease phenotypes upon treatment ©
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