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Effect of Apoptosis Inducing of Ginsenoside Compound K on Chronic
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Abstract ; [ Purpose | To investigate the apoptosis of Ginsenoside CK on the K562 cells and its mechanism.
[Methods] The proliferation inhibition effects of Ginsenoside CK on the K562 cells were determined by
MTT assay. K562 cells apoptotic percentage was detected by flow cytometry. The mRNA expression of Caspase3,
Caspase9, Bel-2 and Bax was detected by semi-quantitative RT-PCR. Western Blot assay was carried out to
examine Caspase3,Caspase9,Bcl-2 and Bax protein expression. [Results] Ginsenoside CK significantly in-
hibited the proliferation of K562 cells in dose-dependent and time-dependent manners. In addition, apoptosis
percentage of K562 cells can be induced by Ginsenoside CK in dose-dependent manner. The expression of
Caspase3, Caspase9 mRNA was obviously up-regulated,while the Bel-2 expression was down-regulated. The
result of Western Blot assay was accord with that of RT-PCR. The expression of Caspase3,Caspase9 protein
was obviously up-regulated,while the Bel-2 expression was down-regulated. [ Conclusion] Ginsenoside CK
plays a crucially important role in exerting its anti-leukemic effects via induction of apoptosis in K562 cells.
This effect is possibly to inhibit Bel-2 expression,which may occur apoptosis through decreasing Bel-2 ex-
pression down-regulated by caspase pathway.
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Table 1 The primer sequence
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Figure 2 Flow cytometry with Annexin V-FITC/PI staining was used to
determine the apoptotic effect of CK on K562 cells
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Table 2 The RT-PCR analysis of Caspase3, Caspase9, Bcl-2 and

Bax with CK on K562 cells

TR 1 48 v e 24 v 3 3R A 1 o A A A A
T 3 BH ol T L T A . T 2y

Concentration of CK(pmol/L)

R RIS T —E R, PR A, NS R

Gene

0 100 200 400
Caspase3 0.37£0.027  0.58+0.023" 0.62+0.041" 0.69+0.035"
Caspase9 0.4120.046  0.62+0.053" 0.78+0.018" 0.79+0.049"
Bax 0.75+£0.056  0.77+£0.032  0.76+0.061  0.75+0.032
Bel-2 0.73+0.031  0.52+0.028" 0.47+0.031° 0.27+0.019"
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CK 2 RN 2 891 1 R 9 R H5E 0 T 1 S

Note: vs control , * ; P<0.05 ;** . P<0.01.
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Figure 3 The RT-PCR analysis of Caspase3, Caspase9,
Bcl-2 and Bax with CK on K562 cells
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Table 3 The Western Blot analysis of Caspase3, Caspase9,

Bcl-2 and Bax with CK on K562 cells
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Caspase3 25 1B PEIE NS % T Mo an e g 1=, 2k
— AW & B CK AT 75 AR T2 25 1 Bax (19 R 54
AR s A R A R T NS AT CK XSS B
4 ife HCT-116 A1 SW-480, 4l ity BHL#HF 2 & A= 75 43 4
W) G, WA S T4 CK I8 RE & 2 il il 2r
Ak 40 M A K DTS2 4R 3(FGFR3) Y 2635 , ] i 4100 i 48
WA 5 P8 5 SR (ERK) B9 36 P, IR e CK Rl R i
IR EHITHRYT FGFR3 i 363K 1) 22 & 11 R 1 i ik
I Hu S5F FH N B4 R BGC823.SGC7901
% B A0 ] S0 BEL i % A A A0 4 TR G, IR B
BATACRTIFFE 7 L BL CK BEBHIF K562 41 T G/M
AT, CK 7 B4 (0 4 g 35 P, 5 S At M 0 1
IRE AT RE R Z M AL . 27 6L, CK BA TT & it
i 98 245 1 08 A

A5 38 i S IR W EE CK X K562 1) S 1

1 2 3 4

Caspase3 - 7Y # cag

Caspase9

T

Concentration of CK(umol/L)

Bel-2

Protein 0 100 200 400

Caspase3 0.39£0.017  0.53x0.031"  0.61x0.021" 0.72+0.035" CAPDH “-
Caspase9  0.3420.040  0.49+0.047" 0.5620.008" 0.61+0.049" ) ~
Bax 0.68+0.021  0.72£0.027  0.75+0.031  0.73+0.023

Bel-2 0.45+0.086  0.38+0.027° 0.29+0.061" 0.19+0.024™ Figure 4 The Western Blot analysis of Caspase3,

Note : vs control , *: P<0.05;** . P<0.01.
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Caspase9,Bcl-2 and Bax with CK on K562 cells
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