34 BE 124 B, = E BE K ¥ ¥ Vol. 34, No. 12
2012 4E6 A 30 H J Third Mil Med Univ Jun. 30 2012 1181

A\
SC RS 10005404 (2012 ) 12-1181-04 TE %-

ASZHEXT KS62 4 a8 1= 5 40 At /2] BA B 22 in K2 E AL

X F L HRRAE AT A, E R, EEMGARME,H BAR X,F # (400016 PR, KB R A2 B Rl 2 2%
BE 212 SR A O 2, T AT S R TR %)

[H#ZE] HIY KT ASZ2Hi(ginseng polysaccharide, GPS) 355 [ 1fil s 41 i K562 J8 T F1 R B da Bl o J7ik
BOGHUE U KS62 2L, AL 3 B R 7 x 10° /L, 25 P16 HRLLF LA HLES % 5 GPS 4101 A 400 mg/L GPS, 37 3 41 B A )
S AR PR TR T A M A 9 53 A AR Ak s RT-PCR R 40 ERK 3R35 A28 1k . SR8 414k 109 J7 16 A 48 it o p-ERK  NF-kB |
Cyclin D, 2 1A R ZRIBE AR, Western blot £l 41 ifg 1 ERK  p-ERK NF-kB, Cyclin D, & 197284k, &5 HXIR
20 LA, K562 4HiffifE 400 mg/L GPS [YERT , (4S5 24 48 72 h J5 ,GPS A i IA TR B &34 &5 (P <0.05) , JH 4>
R g R s, 5% R E , GPS 4 K562 4 G,/ G, 41 M0 2 i [ i 35 2 (P <0.05) , G, + M S i 4t i £t )
B @I/ (P <0.05) . RT-PCR #0455 B 7,400 mg/L GPS 43 48 h 20 ERK mRNA 143514 7K A AL T BE 20 (0. 20
vs 0.50,P <0.05) , HPEA BN p-ERK NF-kB Cyclin D, 2= 55070 76 40 A% FN 40 5T, S5 %0 IRZH AR e, GPS 21 K562 4l fifd
W p-ERK NF-kB Cyclin D, (i) 323K B B 55 . Western blot #5455 27/ , ERK S HICH 4516 (P >0.05) , 1 p-ERK
NF-kB Cyclin D, Ffifif [ 28 fb A /e #, B AE 48 h Jgi/ DR, 25 A G4 B L (P <0.05) . &5 AZSZH GPS T
fifi K562 4RI Go/ G 3, 35S K562 4N JA 1=, HA ST Rk . GPS {2k K562 4 1= . 5 2 40 i A
H B AL T BE 2 0] ERK/NF-kB {5538 B& (9380E , #6170 T 94 Cyclin D, RS2

(XM ] ASZHK562 40 ; AR AT ; ERK; NF-kB;; Cyclin D,

[FEESFEE] R285.5;R730.23;R733.7 [ XEFRER] A

Mechanism of ginseng polysaccharide on apoptosis and cell cycle in leukemia K562

cells

Liu Yi, Chen Dilong, He Xuan, Jiang Rong, Wang Jianwei, Zuo Guowei, Wei Qiang, Zhao Liang, Li Jing ( Department
of Histology and Embryology, Laboratory of Stem Cell and Tissue Engineering, College of Basic Medical Sciences, Chongqing Medical Uni-
versity, Chongging, 400016, China)

[ Abstract | Objective To investigate the mechanism of ginseng polysaccharide (GPS) on the cell cy-
cle and apoptosis in leukemia K562 cells. Methods Leukemia K562 cells in logarithmic phase with density of
7 x 10°L " were incubated with ( GPS group) and without ( control group) 400 mg/L GPS, respectively. The
effects of GPS on K562 cell cycle and apoptosis were determined by flow cytometry (FCM). The mRNA expres-
sion of ERK was detected by RT-PCR. The distributions and protein expressions of ERK, p-ERK, NF-kB and
cyclin D, were detected by immunohistochemical staining and Western blotting. Results  Compared with the
control group, the apoptosis rate of the K562 cells in the GPS group significantly increased after treatment for
24,48 and 72 h (P <0.05). The number of the K562 cells arrested in G,/G, phase increased significantly in
a time-dependent manner in the GPS group (P <0.05) , and that of the K562 cells in G, + M and S phases de-
creased significantly (P <0.05). The mRNA level of ERK after 48 h treatment was significantly lower in the
GPS group than in the control group (0.20 vs 0.50, P <0.05). The immunohistochemical staining results
showed that p-ERK, NF-kB and cyclin D, mainly located in the nucleus and cytoplasm, and the expressions of
the three proteins significantly decreased in the GPS group compared with those in the control group. The West-
ern blotting results showed that there as no significant change in total ERK (P >0.05), but the differences of
p-ERK, NF-kB and cyclin D, were statistically significant between the GPS group and the control group (P <
0.05). Conclusion GPS can induce cell cycle arrest in G,/G, phase and cell apoptosis of K562 cells in a
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time-dependent manner, probably through inhibiting ERK/NF-kB signaling pathway and thus reducing cyclin

D, expression.
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