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ABSTRACT Objective To study the effect of extract of Radix Tetrastigma hemsleyani on the prolifer-
ation and apoptosis of human lung carcinoma H1299 cells, and to explore its mechanisms. Methods H1299
cells were treated with the extract of Radix Tetrastigma hemsleyani in different concentrations at different time
points. Its inhibition on H1299 cell proliferation was detected by Cell Counting Kit-8 (CCK-8) assay. The mor-
phology of the H1299 cell was observed by inverted microscope. Changes of apoptosis were observed by Ho-
echst33258 methods. The apoptosis rate was detected by flow cytometry. Expression changes of apoptosis-re-
lated proteins pro-caspase-3, pro-caspase-9, cle-caspase-3, cle-caspase-9, and poly-ADP-ribose polymer-
ase (PARP) were detected by Western blot. Results Compared with the control group, the inhibition rate of
H1299 cells increased after acted by 0.5, 1, 5, and 10 mg/mL extract of Radix Tetrastigma hemsleyani (P <
0.05,P <0.01). The longer the acting time, the higher the inhibition rate (P <0.01). Under inverted microscope,
typical morphological changes could be seen and the number of H1299 cells was reduced. Under fluorescence
microscope, dark stained nucleus and formed apoptotic body could be observed. Results of flow cytometry
showed that the apoptosis rate was obviously dose-effect correlated with the concentration of extract of Radix
Tetrastigma hemsleyani. Results of Western blot indicated that compared with the control group, the protein
expression of pro-caspase-3, pro-caspase-9, and PARP were down-regulated and that of cle-caspase-3, cle-
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caspase-9, and cle-PARP were up-regulated by 5 and 10 mg/mL extract of Radix Tetrastigma hemsleyani (P <

0.05) .Conclusions

Extract of Radix Tetrastigma hemsleyani had obvious effect in inhibiting the proliferation

and inducing apoptosis of human lung carcinoma H1299 cells, which might be achieved by activating the ex-

pression of caspase protein.
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5.1 i ¥ H1299 40 s 55 T4 10%
B ML 19 RPMI1640 553581k , 1535 4010 37 °C |

% 5% CO, WAL FAEN . T MRS , 57
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YL 0. 25% WM 1k, KFFL 500 L AN E R R T
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V-FITC 15 pL Pl IR G = E 15 min, B
L LA SRS 234 , B Bl 488 nm
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SAEGIE X

g =R

1 R =R B H1299 4 il 52
MsEm (2R 1) =i T H1299 41 B 2
SRFEA A T Bt 2 P 396 o EsF () B 10 ] 565
W, S MR . S5 X R4 L $2,0.5.1.5,
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Gl T F S
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cle-caspase-3 ek 17 kD
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