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* One patient with a target lesion complete response (CR) had undetectable ctDNA,
then later developed progressive disease detectable by ctDNA 3 months prior to
radiography.

identified 10 patients with pancreatic or gastric carcinoma
who received CAR-T CTog4a cell therapy. Eight patients
were ctDNA positive prior to treatment.

Progression-free survival and overall survival estimates for patients getting CAR-T cell therapy, stratified based on ctDNA
negativity at any time. P value for the log-rank test for equality of survivor functions were 0.046 and 0.065, respectively.
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