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PUMA: a new target in cytoprotective and tumor therapy

ZHOU Chang-huit, GUAN Fang-xia!, CHANG Jian-hui?, MENG Ai-min?*
(1Deptment of Bioengineering, Zhengzhou University, Zhengzhou 450051, China; 2 Institute of Radiation Medicine,
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Medicine, Tianjin 300192, China)

Abstract: PUMA (p53 upregulated modulator of apoptosis) is a member of the Bc1-2 family and plays a powerful
pro—apoptotic role. The studies showed that the decrease of PUMA expression was closely related to the
occurrence of tumor and upregulation of PUMA expression could enhance tumor sensitivity to radiotherapy
and chemotherapy. The deletion of PUMA could effectively reduce the damage of radiotherapy and chemo—

therapy to normal tissues. Here we review the research progress of PUMA as a therapeutic target in cancer

treatment and cytoprotection.
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W7 (proapoptotic subfamily)HBax &Bak, &5H £
ANBH; X2 BH3 4% H (BH3-only proteins, BOPs)
WA, F=AHE8 MEWT-HAYM, wHiBad.
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Bel 25 WP T- ML TR Al B A - A
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PRI 20 R IR /N T 6 7 g
AR N AT S RFSURIL, Sk R
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PR TCIA B O A 5 G 3 A H & A I 3k L
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FRUEK THIT 50%. Pk, FIH/N>F PUMA #1
TR0 PUMA 76 15 20 2 b i 2 k- b g 1076
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PRy EH . PUMA H38 DUER 2K B0 PUMA P18 I 1k
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