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17 - (6 — Cinnamamido - hexylamino — ) —17 — demethoxygeldanamycin Enhances the Chemosensitivity of Lidamycin in Cancer Cells. Li
Liang, Han Feifei, Zhen Yongsu. Institute of Medicinal Biotechnology, Chinese Academy of Medical Sciences and Peking Union Medical
College, Beijing 100050, China

Abstract Objective To investigate synergism from the combination of 17 = (6 — cinnamamido — hexylamino — ) =17 — demethoxy-
geldanamycin (CNDG) and lidamycin (LDM) in three human cancer cell lines including MCF -7, A549 and Bel —7402. The DNA re-
pair mechanisms between CNDG and LDM was investigated. Methods MTT assay was used to examine the synergetic inhibitory effect of
the combination of CNDG and LDM and combination index ( CI) was calculated. Cell - cycle distribution was analyzed by flow cytometry.
Expression of DNA repair — related proteins was investigated by Western blot and immunofluorescent staining. Results CNDG showed
synergistic effects on cell lethality with LDM. CNDG decreased G,/M arrest induced by LDM. LDM up — regulated expression of DNA re-
pair — related proteins such as ATRIP, but CNDG inhibited the up — regulation of these proteins and enhanced the DNA double stranded
breaks induced by LDM. Conclusion The HSP90 inhibitor, CNDG, could decrease the expression level of DNA repair — related proteins
induced by LDM and enhance the chemosensitivity of human cancer cells to LDM.
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