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Abstract

(BCR) signaling pathway, has emerged as an attractive target for therapeutic intervention in human malignancies

Bruton’s tyrosine kinase ( BTK), a crucial terminal kinase enzyme in the B-cell antigen receptor

and autoimmune disorders. A number of BTK inhibitors have progressed through advanced preclinical develop-
ment to clinical trials. Among them, ibrutinib ( PCI-32765, brand name: Imbruvica) demonstrated high clinical
activity in B-cell malignancies, especially in patients with chronic lymphocytic leukemia( CLL) , mantle cell lym-
phoma( MCL) , and was recently approved by the U. S. Food and Drug Administration. In this paper, the structure
and function of BTK are reviewed; preclinical and clinical development of ibrutinib and other novel BTK inhibi-
tors are summarized.
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2.1.3 [Ibrutinib 6906 KX % 7E 1 HIG R &%
HEWFFE R, Xt 56 44 5 K F T [ 7R g v b
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24748 Thrutinib 5 ACY1215 (—Fh 3£ 14 HDAC6

T B, Befs I T SR AR 3 R, AR
PRI R . Sahakian %54 Ibrutinib | %
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AE LA A 7 1 7 LRI BCR 19 CD69 Y
F5., IGRATHESE % RN486 7E B 40 g b ]
LI R0 FeR-4r 19 TNF-o 177 A= 3 BE B
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PaAETE 1L BTK B SH3 Z5M 4 & 4891
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BTK 457, CC-292 1 RA XL, Aed ot M 25 &
0] BTK (1) B 82 L\ 0 i BTK #9786 4 (1Cs,
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