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Study on apoptosis of K562 cells induced by tumor-bearing herb serum of selenium-protein polysaccharide
extracted from Qinba selenium-mushroom (¥ B %) CHU Hui-yuan's CHEN Che®. 1. Laboratory of
Life Medicine, 2. Scientific Research Center, Gansu Traditional Chinese Medical College, Lanzhou 730000,
Gansu, China

[Abstract] Objective: To explore the effect of selenium-protein polysaccharide extracted from Qinba
selenium-mushroom (% B i #5) on apoptosis of K562 cells. Methods: Tumor-bearing mice model was
established, and selenium-protein polysaccharide extracted from Qinba selenium-mushroom (contained-herb
serum) was prepared by the method of serum pharmacology. K562 cells were conventionally cultured. Growth
inhibition rate of tumor cells was detected by methyl thiazolyl tetrazolium (MTT) method. Morphological
changes of apoptotic cell were observed under a fluorescent microscope. Cell apoptosis was observed by DNA
electrophoresis. Caspase - 3 relative gene was measured by colorimetry. Results: Selenium-protein
polysaccharide extracted from Qinba selenium-mushroom could significantly inhibit the growth of K562 cells,
there was a remarkably positive correlation between drug concentration, time and inhibitory rate. Apoptotic
phenomenon was certained via morphological examination and DNA electrophoresis. Compared with control
group, caspase — 3 gene was markedly upregulated. Conclusion: Selenium-protein polysaccharide extracted
from Qinba selenium-mushroom could induce apoptosis of K562 cells, The mechanism may be related to
upregulation of caspase - 3.
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Figure 1 Extraction procedure of selenium-mushroom
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Table 1 Inhibition of K562 cells proliferation by selenium-protein polysaccharide
herb-contained serum (x+s,n=8)
10% 8 24 h 48 h 72 h

CETIR AfH IR(%) A IRCYD AfH IR(%)
EA 0.57810, 083 0 0. 88010.016 0 1.09940.013 0
0.05 g/kg 0.52440. 0122 9.34 0. 72840, 0194 17. 27 0.82840. 0132 24, 66
0.10 g/kg 0. 50440, 0474 12. 80 0.50440, 0134 42,73 0.547£0. 0174 50. 23
. 55 LA P<0.01

2R3 I R 40 AT AT DR el Bk SR AR W AR

1.2.7 caspase -3 THERN . SR X4 F R
W, REEBEREAEZHEOQOTHMmMBEEM 12,
24 M 48 h fF, 4 B 2X10° A48 M, [7] A % X 1R
HAMBAFL. MARARBBERNBEETIKE
10 min, 4 ‘CF 12 000X g B.[» 10 min; L # A
SER N B L E_RAEROTDEASR,
A caspase -3 RYRELER FEBR-SK
BR-R & B BR & HY B R X} 6% Bk (DEVD - pNA),
37 CK¥ 1 hi A e A4 B 3R {7E 3 £ 405 nm
AR A fH.

1.2.8 St %48 . LRERAMB RS
(x+s)Fm, [ SPSS #44:3# 17 ¢ BB, P<C0.05 K

ERAGRITEEX.
2 & B

2.1 WEEBOZRMH K562 MM (E 1).10%
WEBO LA ZMmEX Ko62 40 M4 KA M Hl 4k
A X FpAE AR B E] -5 BRI .

2.2 WHABMEMELSR(R 2):K62 fiE
IONEEAZREHMELE 48 h J5,A0/EB H
5, 5%t B B T TR AT AL 40 e B o O O B AR AT
MG SR AL, AN A0 AR B A /), 2 R TR 4 L IR L
BT R I8 B T /MESE . A RS R TR
2 e [A]-50) B A I .

22 WEALSMSE MM K562 M
WM xts,n=4)
Table 2 Effect of selenium-protein polysaccharide

herb-contained serum on apoptotic rate
of K562 cells(x+s,n—=4)
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Figure 2 DNA agarose gel electrophoresis of

K562 cells treated by selenium-protein

polysaccharide herbal contain-serum for 72 hours
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Table 3 Effects of selenium-protein polysaccharide
herb-contained serum on activity of caspase — 3
in K562 cells(x+s,n=4)
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