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[Abstract]
treated with different concentrations(0~100 nmol/L)of exenatide for 24 hours. The Optical Density was measured by CCK-8 analysis .

Objective:To explore inhibition of GLP-1 analogues on prostate cancer cells (LNcap). Methods;LNcap cells were

The expression of Bel-2 and Bax protein were measured by Western blot analysis. Results:The viability of LNcap cells was decreased
in a dose-dependent manner after the cells treated with exenatide for 24 hours,as well as the rate of Bcl-2/Bax,and the difference
between groups was statistically significant (P < 0.05). Conclusion; Exenatide can induce apoptotic cell death in LNcap cells in a
dose-dependent manner,
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Figure 1 The viability% of LNcap cells being treated with ex-
enatide by a contentration (0~100 mmol/L) for 24

hours
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Tablel The expression of Bcl-2 and Bax of the cells being treated with Exenatide by a concentration (0~100 nmol/L)for 24

hours
PRI (nmol /L) n Bax Bel-2 Bel-2/Bax
control 3 0.253 = 0.022 0.952 = 0.018 3.778 + 0.338
1 3 0.454 + 0.074"* 0.853 + 0.018 1912 + 0.311°
10 3 0.644 + 0.077" 0.611 + 0.139" 0.948 + 0.197"
100 3 1.207 + 0.037 0.189 + 0.008"* 0.157 + 0.005**

5 control H AR, "P < 0.05; 5 10 nmol/L 4 F4E,*P < 0.05,



%33 &% 124

-1676- Moal B R OR ¥ R 2013 4F 12 A
SEFENS K (mmol /L) B2 TR T 248 U 40 S i 58 1) S B R R
B0 bl O Bel-2/Bax H AR T (RAEAN A T ) 2 A i
v i e FV, A B R S A T
el e Jeaiial S Bcl-2/Bax I HLR™
B-actin

S - 4
Loy, LN il ;.u‘,," ._ . T = %
oE
IREgeee— W .

¥ 2 0~100 mmol/L 3¢ ZEJR K VE A LNcap 24 h Ji5 Bax #il
Bel-2 F YA
Figure 2 The expression of Bcl-2 and Bax of the cells being
treated with exenatide by a concentration (0~100
nmol/L)for 24 hours
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Figure 3 The rate of Bcl-2/Bax of the cells being treated with
exenatide by a concentration (0~100 nmol/L) for 24
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