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[ABSTRACT] BACKGROUND & OBJECTIVE: Epigenetic change is an
important mechanism of oncogenesis. The inhibitors of methyltransferases and
deacetylases, with epigenetic modificative effects, could inhibit proliferation
and induce apoptosis of tumor cells. This study was to investigate the effects
of curcumin on the acetylation of histone H3 and the expression of p21WACP!
gene in human lymphoma cell line Raji. METHODS: Raji cells were treated
with 25 umol/L curcumin.  The levels of acetylated histone H3 and p21"W& Pt
were detected by Western blot, the expression of p21"FCP1 gene was
detected by reverse transcription-polymerase chain reaction (RT-PCR), and
the level of acetylated histone H3 at the site of p21"¥'CF promoter gene was
examined by chromatin immunoprecipitation assay. Cell cycle distribution was
studied by flow cytometry. RESULTS: Curcumin induced hyperacetylation of
histone H3 at the site of p21"¥'CP" promoter by 1.9 folds, and enhanced the
levels of p21WF P mRNA by 4.2 folds and protein by 5.1 folds 24 h after
treatment. Raji cells were arrested at G,/M phase when treated with curcumin
for 24 h, and at Gy/G; phase when treated for 36 h. CONCLUSION:
Curcumin, with epigenetic modificative effects, could enhance the acetylayion
of histone H3 at the site of p21"W*'C"" promoter gene, improve transcription of
p21WFCPT gene, and arrest cell cycle progression of Raji cells.
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Figure 1 The acetylation levels of histone H3 in Raji cells
after different treatments detected by Western blot l'I:lIII!.':' - N O L O

Lane 1: control Raji cells; lane 2: Raji cells treated with curcumin;
lane 3: Raji cells treated with trichostatin A (TSA). ;E:; 3 Pl g e
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Figure 4 The acetylation of histone H3 at the site of p21
promoter gene in Raji cells after treatment with curcumin or
TSA detected by chromatin immunoprecipitation assay
Lane M: marker; lane 1: negative control; lane 2: Raji cells
treated with curcumin; lane 3: Raji cells treated with TSA; lanes 4-

6: non-Ab; lanes 7-9: normal rabbit serum.
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Figure 2 The expression of P21¥*"/@" in Raji cells ’
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Figure 3 The expression of p21¥¥'"“" mRNA in Raji 57 B
cells after treatment with curcumin detected by (CpG)
reverse transcription-polymerase chain reaction (RT-PCR) P ’
Lane M: marker; lanes 1-6: Raji cells treated with curcumin for 0, ’ CpG
4,8, 12, 24, and 48 h, respectively. s °
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