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Abstract

Apoptosis is a physiological process that an
organism selectively eliminates cells that are
no longer needed, or have been damaged, or
are dangerous. Bcl-xL, an important member of
the Bcl-2 family that plays indispensable roles
in regulating cell survival and apoptosis, is
frequently over-expressed in various kinds of
human cancers. The inhibition of this molecule
is associated with decreased tumorigenesis and
resistance to conventional chemotherapy. This
article briefly reviews some progresses in the
study of Bcl-xL in the past few years.
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J R 25 A, AR T R AN Th g AT LAAY =
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HIYEH, fFEBax. Bak. Bok/MtdfliBax-xs. 5
2R A S ATBH3 45 4k, DAt #R hBH3-only
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NA I 45 K R FEHEAT O, 5 CR B X TE K,
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Bax i iR R SME SR R PTE T Y A
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DRI, 2 400 R0 P 5 40 B P i 0 TR e A 22
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