Genomic Subgrouping of ALS Patients to Investigate Difference in Clinical Progression
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Table 1. The number of patients :

S3 0 18 L . Fig. 3. Expression levels of five representative genes across patient clusters, illustrating distinct distribution patterns between clustered subgroups.
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Fig. 6. (above) Labeled reflexes
examined by tests?.
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Fig. 5. (left) Right Hoffman sign reflex
score distribution by cluster.

Predicted Value (LMM Adjusted)
Predicted Value (LMM Adjusted)

Predicted Value (LMM Adjusted)
Predicted Value (LMM Adjusted)

: W S1 _52_ S3 C S1 52 S3 _C_ u S1 S2 _53_ C | —Sl— S2 S3 —C—
i il Clinical .
: T Conclusions and Future Work
:’:j:f;‘(,";:a;;?;:ts ' e Spectral embedding combined with K-means clustering was applied to iPSC gene expression data focused on TDP-43 markers, resulting in the identification of three distinct ALS
S—— Caifisare Clliiléal patient subgroups that highlight differences that contribute to variations in clinical symptoms and progression, particularly in ALSFRS scores, muscle strength, and reflex responses.
iIPSC data from
e Biological Data Across Future work:
convo Vol patient Subgroups eiolaglcal Subgroups e Apply similar clustering methods to whole genome sequencing data to determine if comparable subgroup patterns are observed at the genomic level.
| ) oo ) e Evaluate the consistency and robustness of these clusters across larger patient populations as additional iPSC-derived transcriptomic datasets become available.
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