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Abstract; Objective  To investigate inhibitory effects of 5F from Pteris semiinnata L. on proliferation of
Non-small cell lung cancer NCI-H460 cells. Methods NCI-H460 cell growth inhibition mediated by 5F
was detected by MTT. PI-Hoechst double staining and TUNEL assay were used to observe cell apopto-
sis. Flow cytometer was used to determine the effect of 5F on the content of DNA in cells. Results 5F
displayed growth inhibitory activity against NCI-H460 cells with ICs, values of 21. 40,4. 52 and 1. 02 pg/
ml at the point of 24, 48 and 72 hours. 5F could induce apoptosis. NCI-H460 cells treated by 5F were
arrestet in G, /M. Conclusion In vitro 5F significantly inhibited the proliferation of NCI-H460 cells and
the activity might be realized through inducing apoptosis.
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min, 45 i e S0 B H L, B ELX800 AU A7 AL
FEEPE KN 570 nm, Z K 630 4 & OD
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F 1 S5F 3 NCI-H460 P ERKIEIER (xt5, n=8)
Tab 1 Inhibition of NCI-H460 cell proliferation by SF(z £ s, n=8)
Concentration 24 h 48 h 72 h
(prg/mb) OD570 IR(%) OD570 IR(%) OD570 IRCY0)
Control 0.283%0.014 - ). 464 0. 026 - 0. 699 £ 0. 033 -
ADM(5 pg/ml) 0.175%0. 008" * 38.3 . 107£0.003" " 76.9 0.050£0.001""" 93,9
5 0.257 0. 007" 8.9 ).201£0.015"" " 47.9 0.184£0.017" " 73.7
10 0.178 £0. 010" * 37.0 ). 137£0.009" " 70.5 0.083£0.005" " "  88.2
20 0.144£0.006" " 49.1 . 101£0.006" " 78,1 0.056+0.002"** 92,0
40 0.104£0.010" "% 63,0 ). 067 £0.005% 85,4 0.002+0,001"** 94,7
80 0. 0360, 001" 87.0 ).040£0.003" 91,2 0.025+0.007"**  96.5
P<C0.05;"" : P<<0.01; """ ; P<0. 001
%2 SF A3 NCI-H460 2R [ RF4E DNA S 2RI (Y0, v 5, n=8)
Tab 2 Effect of DNA content of NDI-H460 cells treated by 5F(%, z+s, n=8)
Concentration 24 h 48 h
(pg/ml) G /Gy S G:/M Gi/Gy S G./M
Control 47.4%3.3 47.2£2.6 5.4+2.1 59.4%1.2 38.4%3.3 2.2+3.1
5 44.4+4.2 48.9+1.2 6.7+5.3 57.8+4.5 39.8+5.2 3.2+2.1
10 43.5%2.5 48.4+3.1 8.1%3.3 54.6+3.1" 39.7%3.2 5.7£3.3
20 39.443.2° 49.9+2.2 10.7%5. 1 48.9+4, 2" 42.846.3" 9.34+4.1"
40 35.2+5.1° 51.6%3. 4 13.2+3,2* 44,7%1.5" 44,7+2.4%  12.0t4. 4"
. P<C0.05
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Fig 2 Inhibition of NCI-H460 cell proliferation by 5F
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a: control; b: 5 pg/ml 5F, 24 h,cells stained with Hoechst-PI; ¢:10 pg/ml 5F, 24 h, cells stained with
Hoechst-PI; d: 20 pg/ml 5F, 24 h, cells stained with Hoechst-PI
B3 RKHABHRIFENE SFFSH) NCI-H460 BT B A I (X 200)
Fig 3 Morphological analysis of NCI-H460 apoptotic cells induced by SF by flurescence microscopy( X 200)
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a: control; b: 10 pg/ml 5F; c: 20 pg/ml 5F
E 4 TUNEL ;%40 SF 255 H NCI-H460 48 T ( X 200)
Fig 4 TUNEL analysis of NCI-H460 cells apoptosis induced by SF( X 400)

A MY A K5 L 24,48 .72 h Y TCs, 4310 - 21. 40,
4.52,1. 02 pg/ml, 5F Xif A A 30 i VR 1] 52 ik 2
— Fil i K T] — 540G 3R 5 98GR Y 25 2 B s 48
AEHRERY 5F A3 24 h f5 1) NCI-H460 21 it 21 it
TS BRI R i 4 45, A . et vk 4 » 35 43 40
Pz e e AR IR PR T /M B iR T
SHIRECE S SF MM B A G, X $E7R 5F 1K
ARXF NCI-H460 A4 KAl 4E H o] B 5 A S 08 1
A G s Tt 2 SR T 235 S % 30 41 B e L A G/
M A, {0 5F &k Bk 40 pg/ml B, 4 A Ji 39 45 B
AR HE RS ) R B A ek SXRT e S ek B SF L
FE25 O 4 L, 3R 30 A L B R A OG i — 20
TUNEL ¥ 47 8 T2 K W iE 52 7 5F #04] NCI-
H460 A K A/E A2 HGA ST = A 0. $#2R
5F BA 7S NCI-H460 40 IRT- 1 AE 1 . & —Fh(E
FFIRAMZE 03 Bt ebga i i Ak 540

SE ik
(1] BHE R, BB AR, &, 2R oy AP 2t S i 58
[J]. #2h58.1996, 32(1).:29-32.

(2] skibe, MR, B2, 45, 2 AT RO S B B0 e Jgg 1% PE A 5T
(0], EZE 1997, 32(1):37-38.

[3] 24, Bk, SO L, 55, 2630 0 Rh o4 41 40 it 25 0
RO R T . 25252741, 1998, 33(9):641-644.

(4]  BRAE, SeRHEe XRG4, 1) A0TRAR €2 915 12 00 5 2 D vp K
FREZER AR BBEEEZ,2007,18(1):102-103.

(5] Meadps, RazK. By IR T 2 srsE )], hE 2.
2007,16(9) :24-25,

(6] ZBJeH MRS, B 28, mORAR R 1 20 il g 2 i v 2
&), W EEEEZ.2007, 18(5):1028-1029.

(7] I, BEabety, BEmm L. 5. i AL 281k &4 SF Xt e
RO HO -8910PM i fri A G HE R Rk psgma [ ],
[ 25 23040 2008, 24(1) : 117-122.

[8] LiuZ,NgE K,Liang N C,et al. Cell death induced by Pteris
semipinnata L. is associated with p53and oxidant stress in gas-
tric cancer cells[J]. FEBS Letters, 2005, 579(6) ;1477-1487.

[9] Liu ZM, Chen GG, Vlantis AC, et al. Cell death induced by
ent-11a-hydroxy-15-oxo-kaur-16-en-19-oic-acid in anaplastic
thyroid carcinoma cells is via a mitochondrial-mediated path-
way[ J]. Ap-optosis, 2005, 10(6) ;1345-1356.

[10] Waxman DJ, Schwartz PS. Harmessing apoptosis for improved
anticancer gene therapy[ J]. Cancer Res, 2003, 63(24):8563-
8572.

(4REE: AR KXF: % H]



