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Effects of Cordycepin on Human Gastric Cancer Cell Lines HGC-27 and It’s Molecular Mechanisms

TIAN Shuang, YU Hongdan(Department of Cell Biology, College of Basic Medical Sciences, Jinzhou Medical University,
Jinzhou 121000, China)

ABSTRACT: OBJECTIVE To investigate the effects and the related molecular mechanisms of cordycepin on cell
proliferation, motility and apoptosis of human gastric carcinoma cell lines HGC-27. METHODS Human gastric carcinoma cell
lines HGC-27, AGS and MGC-803 were treated with different doses of cordycepin. Cell counting kit-8 assay was used to
determine relative cell vitality. Cell proliferation ability was assessed by colony formation assay. Cell apoptosis was analyzed by
flow cytometry and cell motility was detected by healing wound assay. Western blot was used to test the expression levels of
Bcl-2, Bax, ERK, p-ERK and GSK-3f3. RESULTS Compared with the control group, cordycepin treatment groups could
significantly inhibit cell proliferation, the rate of colony formation and cell motility, induce cell apoptosis and down-regulate the
expression levels of Bel-2, GSK-3f and p-ERK in a dose and time-dependent manner, but it could not affect the expression level
of Bax. CONCLUSION Cordycepin exert significant anticancer effects by modulating ERK/GSK-3f signaling pathway, which
may be potential drug for cancer prevention and therapy of gastric carcinoma in the clinic.
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Fig.1 Cordycepin inhibited cell viability of gastric cancer cells HGC-27, AGS and MGC-803

Compared with control group(0 pmol-L™"), VP<0.05, 2P<0.01.
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Fig. 2 Cordycepin reduced the colony formation rate of

HGC-27 cells

Compared with control group(0 pmol-L™"), DP<0.01.

3.3 HEEERALHE HGC-27 4 H T
WA A M 45 R Bk, 24 H 25 umol-L!

HUR AL AN M, 4 T R S X A

(0 pmol L~ H A ZE5 . SRTM, k%&ﬁ%ﬂ&ﬁ i)

Thid, S T AR T BEGW R

X(P<0.05 5 P<0.01), %%%B’@@E%EEE%

WEERIEAAK. S5 WK 3.

- 1470 - Chin J Mod Appl Pharm, 2019 June, Vol.36 No.12

10*

PI

100100 10° 10*
FITC
25 pmol-L™!
=, &
£ 3] ~ ?21
S =
é e 2 v B i I
10° 10" 10* 10° 10* 10° 10" 10* 10° 10*
FITC FITC
50 pmol-L~! 100 pmol-L™!
40 -

ALY /%
8 s

—_
(=]

JII

ﬁaﬁ%ﬁmmml L

B3 b ¥EHEH HGC-27 A
5% HEZH.(0 pmol- LA EL, DP<0.05, 2P<0.01.
Fig. 3 Cordycepin promoted HGC-27 cell apoptosis
Compared with control group(0 pmol-L™1), DP<0.05, 2P<0.01.
3.4 HEFEHG HGC-27 iz st

RIEE 1 s, KT 25 pmol L™ AL
AbPE HGC-27 41 24 h iy, HAPRIEJ1A %5
SO o 9 1 i E AL ER R R A i A%, SR o,
12.5, 25 pmol- L~ HFLZ AL FE HGC-27 41 0, 12,
24 h, fMIAHAR XTI RS ER RS . BT AE SRR, XT
HELZH.(0 pmol- L") A0 e e 35 4k 79 25 4 i i 7% RE 1 A7
TERE 2R, HEZ A ER A 040 P IT A%l g

R E LR P 252 2019 48 6 H 55 36 555 12



I 55 s i) R B R 186 o, 3 AL TS 8 B 5 1 22 7 0K
W, ZR BRI EE L(P<0.05 B P<0.01).
SR 4.

0 pmol-L™!

12.5 pmol-L™! 25 pmol-L™!

2.0

o 0 pmol-L™!

@ 12.5 pmol-L™!
0 25 pmol-L™!

L5 2=
1.0

0.5

LK) % B

0

Oh  12h  24h

B4 ¥ EW4H HGC-27 HHE 5 M

5% HEZH(0 pmol-L-HAHEL, DYP<0.05, 2P<0.01.

Fig. 4 Cordycepin repressed HGC-27 cell motility
Compared with control group(0 pmol-L™1), DP<0.05, 2P<0.01.
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