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AR I 1) B 98 40 R 450,25 % M 2 B AL )
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1.7 RT-PCR#&ilp16™* mRNA. p21""" mRNA
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F% TIANGEN RNA &) G457 Ui B 15 X
BGC-8234 fuRNA . 4% iR J7 i i# 5 licDNA: HL
FERNA 2 pl, 720K EAREER, HKOOMAT0XRT mix (£
ZRNasinflIDTT)2 ul. ANTPIE A2 pul. RNase-free
7K11 pl. Quant Reverse Transcriptase 1 pl, Oligo-dT;s
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©

D)
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AL s AL T2 ZUMII AR IE; B: 10 pg/mli4l; ¢ JRALAN Y, 2: 40 BRPEBR PRI AR, C: 40 ng/midl; w: 2240 M(rh 2R an AL 71: 41
WERR LSS 9 D: 80 pg/midl; € ZAZANNL 5 2: LG FR LSS 34 $5 =20 pm.
Fig.1 Morphological changes of BGC-823 cells treated with different concentrations of GS-Rgl at 72 h
A: control group; K: cells in the dividing phase; B: 10 pg/ml group; ¥: degenerated cell; 7: enhanced eosinophilic cell; C: 40 pg/ml group; ¥: multi-

nucleated cell (consisting of degenerated cells); 7: enhanced eosinophilic cell; D: 80 pg/ml group; K¥: larger multi-nucleated cell; 7: enhanced eosino-

philic cell; Scale bar =20 pm.
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Fig.2 Growth curves of BGC-823 cells treated with different concentrations of GS-Rgl
at24 h,48 hand 72 h

Compared with control group, *P<0.05.

#1  TEKREGS-Rg1{E 48 hxi BGC-823 40 A1 & £ 4 7 B 520
Table 1 Effect of increasing concentrations of GS-Rg1 on cell cycle in BGC-823 cells at 48 h
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B3  pl6™“ and p21"""" mRNARBYFKIEKTF
A: pl6™ | p2 1™ mRNAJFRT-PCRZ; S ; M: DNA Marker; 1. 2. 3. 4: 737 48 Wt 41, Rgl 5 pg/mi4l . Rgl 20 pg/mlZi fiRg1 40 pg/ml4l; 5.
6. 7. 8 HIh72 hat 4], Rgl 5 pg/mizl. Rgl 20 pg/mlgi FRgl 40 pg/mlZH; B: pl6™%4 p2 1" mRNAF X 21k 7K F 0 W (15 % AL 4L AH B,
*P<0.05).
Fig.3 The expression levels of p16™ and p21"*" mRNA

A: RT-PCR results of p16™%* and p21""" mRNA; M: DNA marker; 1, 2, 3, 4: 48 h of control group, 5 pg/ml group, 20 ug/ml group, 40 pg/ml group,
respectively; 5, 6, 7, 8: 72 h of control group, 5 pg/ml group, 20 pg/ml group, 40 pg/ml group, respectively; B: relative levels of p16™** and p21"*"'
mRNA expressions of BGC-823 cells treated with different concentrations of GS-Rg1 for different time (compared with control group, *P<0.05).

mRNA K IA K- 3% #1435, 20 ug/ml. 40 pg/ml GS- 3 i+t
Rgl kb P48 hFI72 hjGpl6™*, p21"™" mRNA] % NZ K Nk N2 g% N S Panax Ginseng
IE IR0 R A 34 3 TR (K13) CAMey [l TR, S8 N2, NSy BETE
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Inhibiting Effects and Its Mechanisms of Ginsenoside Rgl on Human
Gastric Cancer Cell Line in vitro

Yi Shang'~?, Cai-Quan Zhang'*
("Affiliated Hospital of Chongqing Medical University, Chongqing 400016, China;
*North Sichuan Medical College, Nanchong 637000, China)

Abstract To explore the inhibitory effects of ginsenoside Rgl on the human gastric carcinoma cell line
BGC-823 in vitro, 24, 48 and 72 h after treated with different concentration of GS-Rgl, the cell proliferation of the
BGC-823 cells was valuated by MTT assay, cell cycle distribution was measured by flow cytometric analysis and
the expression of p16™* and p21"""" genes mRNA were detected by reverse transcription PCR (RT-PCR). Results
showed that with the increase of concentration of GS-Rgl and the duration of administration, the inhibitory effects

were elevated (P<0.05). The proportion of cells in Go/G; phase was obviously increased whereas that in G,/S phase

6[NK4a ] WAF1

was decreased. The expression of p/ and p2 genes mRNA were upregulated. These results suggested

that GS-Rg1 can inhibit the proliferation of BGC-823 cells in vitro by upregulating the expression of p/6™** and
p2

1 WAF1

genes mRNA.
Key words gastric cancer; BGC-823; Ginsenoside Rgl; cell cycle
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