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ABSTRACT Objective: To investigate the efftect of Fragranoside E from Dryopteris fragrans (L.) Schott on the proliferation and
apoptosis of human lung cancer of A549 cells. Methods: Human lung cancer A549 cells cultured in vitro were divided into the control
group (0.1 %DMSO, 100 nM paclitaxel) and the Fragranoside E group. Cell proliferation was examined by Cell counting kit (CCK-8) as-
say and clone formation assay; cytotoxicity was tested by LDH assay; cell apoptosis was detected by transmission electron microscope
and flow cytometry assay; releasing of ROS was observed by fluorescence microscopy, after some cells were pretreated with N-acetylcys-
teine (NAC) for 2 h. Results: The results of CCK8 and clone formation experiments suggested that Fragranoside E inhibited the prolifera-
tion of A549 cells in a dose-dependent and time-dependent manner (P<0.05), without any obvious cytotoxic below 40 uM concentra-
tion in LDH assay. Fragranoside E (40 puM) induced A549 cell apoptosis and the increasing of ROS, which was significantly reduced
(112.6 %z 12.3 %) in cells pretreated with NAC (P<0.05). Conclusion: Fragranoside E inhibited the proliferation and induced the apop-
tosis of A549 cells, which might be closely related to the releasing of ROS.
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Fig.1 Effect of Fragranoside E on the proliferation of A549 cells
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Fig.2 Colony formation efficiency of A549 cells
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Fig.3 Clone formation rate of A549 cells
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1404

1204

1004
80
604
40
204

Control 5

Cytotoxity(%)
o o

(=}

=)

=}

2H(P<0.05), (40 uM Fragranoside E+5mM NAC)ZH 555 A549 4
MU PAT- R 12.9 %+ 2.3 %, B E KT 40 uM Fragranoside E
Kb FRL (P<0.05).
2.5 Fragranoside E {£i# A549 ZHpEFERL ROS

YA N ROS 255 Z2 e g 240 B 10 18 F410 i A0 U
700, [ 7 75, Fragranoside E(40 wWM)ZbEH A549 4l , 41
N ROS %] B0 i 1 £2(153.6 %+ 17.5 %), H A549 4ijf
PG HE A0 NAC (SmM) FiAbPE 2 h J5, 42N ROS
(112.6 %% 12.3 %, P<0.05) & & {ik T Fragranoside E 4 ¥ 4]
(P<0.05 )37 Fragranoside E {23/ A549 4R ROS,



DREYESSHE  biomed. cnjournals.com Progress in Modern Biomedicine Vol19 NO.12 JUN.2019 - 2265 -

Fig.5 A549 cells scanned under transmission electron microscopy.A549 cells in logarithmic growth phase were treated with 0.1 % DMSO (A) and 40 uM
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Fig.6 Annexin V/FITC and PI double dye images of apoptosis in A549 cells

|(V“ 10

T ™
I(Y) !u‘ |l’X

Fragranoside E — 40 uM 40 .M

NAC — — +
7 A549 ZBRERA ROS &l

Fig.7 ROS detection in A549 cells
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