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W OE.HE NE 20(S)-AKLHF Rg3(SPG-Rg3) S AT #H 5 Hela m o3 s B A 9 A AL THRAERA M, HiE £
v AR fork 3 (MTT) % 988 SPG-Rg3 5 Hela @ 069 % 45 48 A L 53+ 0 2 F 4940 3k % (1Cs.) . R A % X je K 4 ) SPG-
Reg3 ¥ A J& Hela tm bt tm i I A tm i B = L, S8R SPG-Rg3 & B 20~400 pg/ml B, SPG-Rg3 #F &m it 34 75 44 7 4] &
MEREGE GG R, ERREZRERMME, =4 2 EHMKX(r=0.922 5,P<0.05), SPG-Rg3 #f Hela &1 . 8§ 1C;, %
85.1 pg/ml., % SPG-Rg3 4 A 48 h j& ,SPG-Rg3 %320 Hela tm e 4t F S Mg sl 5ar B, 2 F H 43t 3 &3 (P<
0.01);SPG-Rg3 £ 34 F G,/M B td tm o A 2 F B 28 (P<<0.01), SPG-Rg3 %841 Hela tm i T G, a7 2 B 249
Mk, AT s B, 2 FA % & L(P<<0.01), &t SPG-Rg3 #t & 454k sh A K9 Hela i, Fi5 S LB .

KER:THAMNK; mBRAT; ¥A; ALLHF; Helampp

DOI:10. 3969/j. issn. 1673-4130. 2013, 21. 006 ERARIRED : A X EHS1673-4130(2013)21-2801-02
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Abstract; Objective To observe the effects of 20(S)-ginsenoside Rg3(SPG-Rg3) on proliferation and apoptosis of human ceri-
cal neoplasm Hela cells and its possible mechanism. Methods Methyl thiazolyl tetrazolium(MTT) method was adopted to observe
the lethal effect of SPG-Rg3 on Hela cells and calculated its half maximal inhibitory concentration(1Cs, ). Flow cytometry was em-
ployed to measure the cell cycle and apoptosis of Hela cells after SPG-Rg3 treatment. Results When SPG-Rg3 concentration were
20—400 pg/mL,the inhibitory rates of cell proliferation were raised with the increasing concentration of SPG-Rg3, and dose-de-
pendent effects and their positive correlation (= 0. 922 5, P<(0. 05) were observed. The 1C;, of SPG-Rg3 on Hela cells was
85.1 pg/mL. Compared the SPG-Rg3 treatment group and control group after 48 h SPG-Rg3 treatment, the difference of cell popu-
lation in S phase of cell cycle was statistically significant(P<0. 01),and cell population in G2/M stage in the SPG-Rg3 treatment
group was significantly lower than that in control group(P<C0. 01). An obvious apoptotic peak was observed before the peak of G,
phase of Hela cells in the SPG-Rg3 treatment group,and compared its amount of apoptotic cells with that in the control group,the
difference showed statistically significant(P<Z0. 01). Conclusion SPG-Rg3 can kill the Hela cells in vitro and induce their apopto-
sis.
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RPMI 1640 £ 37 3 5 B 50 SE 56 BT 7 19 AS 5] #e B DMSO 29
BE/NT0.01%.,
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