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Screening of Antitumor Compounds from Radix
Pulsatillae and Researching on Their Mechanism
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Abstract: The aim of this study was to screen out antitumor compounds from Radix Pulsatillae and to further research
their mechanism,so as to lay a foundation for the development of new antitumor drugs. The inhibition effect of Radix Pul-
satillae extract (BTWs) on SNU-387 cell were detected by MTT methoed. Apoptosis induced by BTW10 and BTW11
with higher inhibition were detected with the Annexin V-FITC/PI double staining flow cytometry. The effects on expres-
sions of Bax and Bcl-2 of BTW10 and BTW11 were determined with Elisa method. Most of anemosides showed high inhi-
bition on SNU-387. BTW10 and BTW11 of them showed higher inhibition. Their ICy, were 1.633 pg/mL and 3. 104 pg/mL,
respectively. They can induce apoptosis of SNU-387, promote the expression of Bax,and inhibit the expression of Bel-2. Hence,
it was concluded that BTW10 and BTW11 had higher inhibition on SNU-387. The mechanisms of inhibition were relevant to
their promotion of Bax and inhibition of Bcl-2,damaging permeability of mitochondria and inducing apoptosis.
Key words: Radix pulsatillae ; human liver cancer cells;apoptosis; MTT; Elisa
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Fig. 1 The inhibition of BTW series samples on proliferation
of SNU-387 cells ( . s,n=>5)
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Table 1  IC,yof BTW series samples on SNU-387 cells ( Xt s,
n=35)
FEdh ic
Sample (pg/mL) %
JiitEA PC 5.61 £0.354"
BTW1 46.6 +2.312"
BTW2 4.5+2.235"
BTW3 5.159 £1.562 "
BTWS 1.302 £1.034 "
BTW6 5.351 £2.104 "
BTWI10 1.633 £0.291 "
BTWI11 3.104 £0.586 "
BTW22 59.3+3.589 "

* P <0.05 vs blank group.
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Fig. 2 Chemical structures of BTW10 and BTW11
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Fig. 3 Effect of BTW10 and BTW11 on apoptosis of SNU-387 cells (n=5)
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%2 FERET BTWIO #1 BTWI1 fAMETZE (n=5)
Table 2 Apoptosis rate of BTW10 and BTW11 under different

concentrations (n=>5)

| W TR

Group Concentration (g/mL) Apoptosis rate (% )
DMSO 0 0
54 PC 50 36.6"
BTWI10 50 24.0"
BTW10 10 23.2"
BTW10 2 22.8"
BTWI11 50 56.0"
BTW11 10 34.1"
BTWI11 2 32.5*

* P <0.05 vs blank group.
BEZESF(P<0.05), M MRWKET, B4 —&
FERE ARG (H G248 L (P >0.05) 5 5 i
WeE ) BTW11 JHE i 2 %Ik Bel-2/Bax (P <0.05)
(£ 3),

&3 BTWI10 #1 BTW11 F SNU-387 4 ffl Bcl-2/Bax 40 ( x

+s,n=35)
Table 3 Effect of BTW10 and BTW11 on Bel-2/Bax of SNU-
387 cells ( x +s,n=35)

AN vz [

C]i:i concemrﬁi pe/mL) Bel-2/Bax
DMSO 0 1.94 +0.09
54 PC 50 1.51+0.08"
BTW10 50 1.60 £0.08 *
BTW10 10 1.82+0.05
BTW10 2 1.84+0.11
BTWI11 50 1.48 £0.10"
BTWI1 10 1.64+0.09"
BTWI11 2 1.61+0.04"

* P <0.05 vs blank group.
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