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[ Abstract ]| CD30 is a cell surface antigen with low expression on normal activated lymphocytes but high expression

on the surface of various lymphoma cells, so it has become one of the target antigens for lymphoma therapy. The antibody-

binding drug brentuximab vedotin can be rapidly internalized into tumor cells to induce apoptosis after binding to CD30,

and has a significant curative effect in clinical application. In addition, anti-CD30 chimeric antigen receptor-modified T cell

therapy is safe, effective and well tolerated, bringing hope to patients with relapsed/refractory lymphoma. This article reviews

the research progress of brentuximab vedotin and anti-CD30 chimeric antigen receptor-modified T cells in the treatment of

lymphoma.
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Tab 1 Comparison of treatment regimens for relapsed/refractory classical Hodgkin lymphoma

PET evaluation results after 2

Chemotherapy courses of treatment Treatment after PET assessment 3-year PFS rate/%
ABVD X 2" Remission ABVD 71.0-77.0
Progression 30.0-44.4
ABVD X2 Remission ABVD/AVD 84.4-85.7
Progression BEACOPP-14/eBEACOPP 67.5
¢BEACOPP"*' Progression eBEACOPP X 6 914
eBEACOPP X 6+ rituximab 93.0
ABVD X 2™ Remission ABVD +radiotherapy 87
Progression eBEACOPP X4 and standard BEACOPP X 4 +rituximab 60
ABVD X 2" Remission ABVD X 4 76
Progression eBEACOPP X 6 66
ABVD X2 Remission ABVD X4 79.5
Progression 51.5
A+AVD X2 Remission A+AVD X 4 85.8
Progression 67.7

PET: Positron emission tomography; PFS: Progress free survival; ABVD: Doxorubicin, bleomycin, vinblastine, and dacarbazine;

AVD: Doxorubicin, vinblastine, and dacarbazine; BEACOPP: Bleomycin, etoposide, doxorubicin, cyclophosphamide, vincristine,
procarbazine, and prednisone; BEACOPP-14: Accelerated version of BEACOPP; eBEACOPP: Escalated BEACOPP; A+ AVD:

Brentuximab vedotin+ doxorubicin, vinblastine, and dacarbazine.
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{5 LA 3 7K S 0 UK I B TG 22 5 5 2 1 T i
Yy 6/9 7] LI H B %% CAR-T Moy, FTLA Y i
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U 25 ) & R 2] BV 159K A 1R 22 1) 18 5 2 i
He, WIBV W 258LH] . R RN K BV RS IS B
Kk . A CD30 1Y CAR-TJT M 4E K T BV
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