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[Abstract] Objective To observe the effects of arecoline on the related protein expressions in the apoptosis of cul-
tured human periodontal ligament fibroblasts (WPDLFs), such as p-JNK, p-p53, and Bcl-2. Methods hPDLFs were iso-
lated from human periodontal ligament tissues and expanded in vitro. hPDLFs were treated with different concentrations
of arecoline (0, 20, 40 and 80 pg/mL) for 12 h. The proliferative activities were evaluated by MTT. The expressions of
p-JNK, p-p53, and Bel-2 were determined by Western blot. Results  Arecoline inhibited cell proliferation and induced
apoptosis protein. The protein level of Bel-2 was decreased, while p-JNK and p-p53 were increased (P < 0.05). The pro-

tein expressions were in a concentration - dependent manner with arecoline. Conclusion It demonstrates arecoline
might contribute to the apoptosis of hPDLFs, and could destroy periodontal tissues.
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hPDLFs and immunofluorescence identification
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Figure 2 Flow cytometry analysis of apoptosis of hPDLFs induced by arecoline
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Table 2 Proliferation activity of hPDLFs and expressions of p-JNK, p-p53 and Bel-2 protein (n=3)
A9 (pg/ml) OD{E (A) Pl p-INK Pl p-pS3 P Bel-2 Pl
0Cxf ) 0.88 £ 0.08 1.00 + 0.00 1.00 = 0.00 1.00 + 0.00
20 0.76 + 0.06 0.290 0.92 +0.14 0.175 1.45 £ 0.08 0.093 0.88 = 0.06 0.059
40 0.68 £ 0.12 0.039 1.48 £ 0.01 0.025 1.72 £ 0.04 0.033 0.42 £ 0.05 0.028
80 047 £0.11 0.021 1.97 £ 0.12 0.022 2.28 £0.13 0.004 0.18 £ 0.03 0.017
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Figure 3 Expressions of p-JNK, p-p53 and Bel-2 in
PDLFSs induced by arecoline
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