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ABSTRACT: Anaplasia large cell lymphoma (ALCL) is a clinically rare malignant lymphoma. There is a symbol existence, it is the
hall mark cells; CD30 (Ki - 1) is strongly expressed on Cells. The most frequent genetic alter-ation is a translocation, t (2;5)(p23;q35).
Clinical diagnosis of more advanced disease (Il ~ [V stage), and is often accompanied by B symptoms. The current ALCL treatment is
based on radiotherapy combination chemotherapy in adult patients. Children patients with similar to the Burkitt lymphoma, treatment is
generally used in the treatment of high strength lymphatic mother cell leukemia or lymphoma Burkitti program. High-risk ALCL,
recurrence obstinacy ALCL can be used CD30 monoclonal antibody and ALK protein inhibitors, etc. Clinical reports less, the
understanding is still insufficient. In recent years, although the research of ALCL made significant progress, but have not mature standard
treatments. Future study is expected to finally find the ALCL optimization treatment .Now reviewed its progress in the study of immunity
and genetics, morphology, clinical manifestations, treatment and prognosis.
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q35),1(2;22)(p23;q11). LA K t(X;2)(q11—12;p23), X ELELA
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B LB K R Aees o 21% B ity 17%  BRERZLN 17%  Jili
1% ,JFFHE 5 8% |, iE AR i 22 RG22 UL A B, Jied 4
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CD30* [A] 7254 20 M ik 2988 ( C-ALCL) A 15 PE Y Ife R 6 B0, £l
T S AFAEAFRIE 95% LU (B e W E VIS RE ™,

Akt ALCL Z2 UL T 245 — i pby He At JRe A L2 40 i
B AS AR B . AR T 4k TR HD s LR RE
B kA VR A Ok, BURERZE . FDA TRRZRIR 1 1997
41 H 2 2010 48 5 R RRRA SR, KB RR B ILZA 60
BN Lot A e ALCL AR IS , A A iR R B2 AL
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Z WU 5E 45 SRR W], ALK 3R 3K 1 [ B 1315 46 X (Interna-
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