144 55 ) IR PIRYT 257 Vol.14,No.5
2016 4 9 H Clinical Medication Journal Sep,2016

- ¥EGITER -
#0 @ CD30 By B EX 254 Brentuximab vedotin i 53 i

BEaEE', AFEkR’, TEH”
(1. EFE R0 0B EI AR 2 S HF TG, JE5T 100038; 2. ER N 225 TR AP b, EREZR¥R
FYZYII T, JLET 100850 )

[#5Z ] Brentuximab vedotin ( Adcetris, SGN-35) Z & £ B &M B L KB A3 (Seattle Genetics ) #= B A &K &/
3] (Takeda) &I & 69 —#¥ei6) CD30 #9#T A kB3 2540 . AsniB i A %4 £ 40 (Brentuximab ) #2542 &5 &
TAFBAR, FRad RN o) A SRR RS m e ARk A MRA RITE, SRAGHAILEA £ 58S A
e, 24, £ETDACEHEMARA TIMKECBERIEWNET; SHEN, AF XKERIER ZHKEL %M
R 6 IR IE & R R REAS,, L% 2 Brentuximab vedotin 89 A AAZ 8 . YERAMH . B F . B FFHFTHLE,
FELGE LT EHORTERAFRRASTIZESOFELALRRITTRZ,

[ X8R ] #IK18F£25 4 ; Brentuximab vedoting & &4k CJE; Z LM &M K 20 Mtk €95

[+B5%5] R979.1 [ LkAFEA] A [ XF%5 ] 1672-3384(2016)05-0083-006

d0i:10.3969/j.issn.1672-3384.2016.05.021

Research advances on CD30 targeting antibody drug conjugate Adcetris
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[ Abstract ] Brentuximab vedotin(Adcetris, SGN-35) is a novel CD30 targeting antibody drug conjugates developed by Seattle
Genetics and Takeda. Compared with the conventional drugs, Adcetrishasboth higher efficacy and better safety. It has been approved
for the treatment of three kinds of lymphomas by U S Food and Drug Administration as yet and the relevant clinical trial data for the
expand indications and co-administrations is also encouraging at the same time. Adcetrisenrichesthe antitumor drug in the tumor tissue by
the antibody named Brentuximab and releases the final drug after endocytosis to kill the tumor cells completely. We reviewed the basic
information, mechanism, pharmacokinetics, pharmacodynamics and clinical trials of Adcetris and prospected its further development trend,
which may benefit to the further clinical development of antibody drug conjugates.
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