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J# CRS, J 1 68 70 3 b Mokr 4 ek &2, 4R b &R
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H A B DY 5 40 26 i B bR AR . I AL CD20
2 A KK F Z K (epidermal growth factor receptor,
EGFR) 8 A\ 3% B¢ 2E & [ 42 {& 2 (human epidermal
growth factor receptor 2, HER2) & . 254935 J5 F)
FHHT A M1 40 Jf A S 74 40 B 7 AE ) Cantibody-
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PERESE WoR . HAE CAR-T IGY7 )5 I B34 BB A &L
S P A1 Y G A [ N

T LT 20 B 1l . X T G-CSF Jo 80y ™ H #
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Advances in hematological toxicity following CAR-T therapy in hematologic

malignancies

ZHANG Jiaze'?, LU Ying®, PEI Renzhi’*, WANG Tiantian’ (1. School o f Medicine , Ningbo University ,
Ningbo 315000, China; 2. Hematology Department , Af filiated People’s Hospital of Ningbo University ,
Ningbo 315000, China)

Abstract: Chimeric antigen receptor T-cell (CAR-T) therapy has demonstrated significant efficacy in the treatment of hemato-
logic malignancies, but it is accompanied by a variety of adverse effects. Hematological toxicity is among the most common and
important factors that affect the prognosis of patients, including the development of anemia, lymphopenia, neutropenia and
thrombocytopenia. This review comprehensively discusses the clinical manifestations and factors influencing the hematological
toxicity of CAR-T therapies, highlighting the complex interplay between the disease burden, the patient's immune status and
the characteristics of the CAR-T product. Concurrently, this review discusses the prediction and assessment of hematological
toxicity of CAR-T therapy in hematologic malignancies, highlighting tailored approaches to mitigate severe and long-term
hematological toxicity. These management strategies underscore the need for targeted interventions to manage hematological
toxicity of CAR-T therapy in hematologic malignancies without compromising CAR-T efficacy. Optimised management of
hematological toxicity of CAR-T therapy in hematologic malignancy could improve patient outcomes, reduce medical expenses
and increase the accessibility of treatment.
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