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Fig. 1 Inhibit effect of PESV on proliferation of A549 cell lines
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Table 1 The change of cell cycle in A549 cell lines after PESV
interferent 48 h at different concentrations(x +s,n=6) %
255 Gy/G, S G,/M
xif iR 45.80 =1.05 36.30 +1.13 17.90 £2. 10
il 51.57 £0.93%  34.43 £0.47"  13.90 +0. 46%
P 60.97 +0.61%  28.03 £1.452  10.90 +0. 87%
T A 68.30 +0.53%  23.20 +0.26% 8.50 +0. 262
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Fig.2  Immunocytochemical method show the express change of

VEGF ,HIF-1a and PTEN after PESV interference
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Fig. 3 Grey analysis of VEGF, HIF-1a and PTEN expression
after PESV interference
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Fig.4  Western bloting method show the express change of
VEGF ,HIF-1a and PTEN
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Mechanisms for inhibition effects of polypeptide extract from scorpion
venom ( PESV) on proliferation of A549 cell lines in vitro

WANG Xiaohui', WANG Zhaopeng' , ZHANG Yueying', JIA Qing', WANG Zhaoxia' , ZHANG Jie* , ZHANG Weidong'*
(1. Department of Pathology, Institute of Basic Medcine, Shandong Academy of Medical Science, Ji'nan 250062, China;
2. Department of Central Laboratory, Shandong Provincial Hospital, Ji'nan 250001, China)

[ Abstract |

Objective: To investigate the mechanisms for inhibition effects of PESV on proliferation of non-small cell lung

cancer cell line A549. Method: MTT was used to observe cell growth and proliferation of A549 at different concentrations of PESV.

Flow cytometry (FCM ) was applied to analyze cell cycle distribution. Immunocytochemistry and western blot assay was recruited to de-
tect the expression of VEGF ,HIF-1a, PTEN after the intervention of PESV. Result: A549 cells may be arrested mainly in G,/G, phase

and cell proliferation was significantly inhibited (P <0.01) after PESV intervention in a certain range of concentration. PESV can sig-

nificantly reduce the expression of HIF-1a, VEGF and increase the expression of PTEN. Conclusion: PESV can block cell cycle and

inhibit angiogenesis directly to inhibit cell proliferation of non-small cell lung cancer cell line A549 mainly through reducing the expres-

sion of HIF-1a, VEGF and increasing the expression of PTEN.
[ Key words |

PESV; non-small cell lung cancer; angiogenesis factor; cell cycle; cell proliferation
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