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Abstract: Chimeric antigen receptor T (CAR - T) cell therapy products
are one of the hotspots in the research and development of antineoplastic
drugs. Clinical pharmacology is based on pharmacokinetics and
pharmacodynamics, combined with exposure — response relationship to
provide scientific basis for dose selection and dose adjustment. The
mechanism of action of CAR — T cell therapy products is very different
from that of traditional biological product and small molecular drugs, so
its clinical pharmacological study has special consideration. This paper
reviews the clinical pharmacological evaluation report of CAR - T cell
therapy products approved by U.S. Food and Drug Administration in
order to summarize the research focus of clinical pharmacology of CAR -
T cell therapy products and provide reference for domestic research &
development institutions.
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CAR -T cell therapy
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