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Fig.1 Effects of AHL on apoptosis in HepG-2 cell
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Table 1 Effects of AHL on intracellular

fluorescent intensity of Ca’" in HepG-2 cell

(x=*s,n=20)
. i Ca? " R {L CF- #9658 %)
ZH. 7
! Dose/ Variation of Ca?™
Groups
(pgemL™) (Mean fluorescent intensity)
Xt & Control - 6.138=+0. 268
HCPT 10 85.459+3.628" "
AHL fit Low 1 12.936+1.105"~
AHL 7 Mid 2 32.34041.533" "
AHL % High 4 82.762+4.181" *

H2s (X A L #  P<<0. 05, * * P<<0.01,
* P<C0. 05, * * P<C0. 01 Compared with control.
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Table 2 Effects of AHL on pH in HepG-2

cell(x+s,n=20)
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A Control group; B: HPTC; C:Low group 1 pgemL!; D:Middle group 2 pg-mL"'; E:High group 4 pgemL™*.
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Fig. 2 Effects of AHL on intracellular fluorescent Intensity of Ca?"in HepG-2 cell
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AHL & High 4 32.324+1.512*
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Fig. 3 Effects of AHL on intracellular fluorescent intensity of pH in HepG-2 cell
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Fig. 4 Effects of AHL on intracellular fluorescent intensity of ROS in HepG-2 cell

# 3 AHL 3t HepG-2 4lA ROS B &M
Table 3 Effects of AHL on intracellular

fluorescent intensity of ROS in HepG-2 cell
(z+s.n=20)

ol ROS 722 fb CF 3458 5 5
2150
Dose/ Variation of ROS
Groups )
(pgemL™) (Mean fluorescent intensity)
Control - 5.19140. 608
HCPT 10 87.294+2.706"
Low 1 13.77641.227* *
AHL Mid 2 42.275+1.710" *
High 4 86.119+3.521**

25 B Hd ¢ P<C0. 05, ** P<<0.01,
* P<C0.05, ** P<C0.01 compared with control.
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Effects of Alkaloids of Hymenocallis littoralis on
Apoptosis of Human Hepatocellular Carcinoma HepG-2 Cells

CHEN Ning,ZHAO Dan,ZHENG Wei, LI Jun,DU Juan, LING Na,SONG Dong-xue, XU Chang-ru

(Life Sciences and Environmental Sciences Research Center, Harbin 150076 ,China)

Abstract; In order to reveal the effect of alkaloids of Amaryllidaceae plant H ymenocallis littoralis CAHL) on
HepG-2 cells, FITC-Annexin V/PI double staining was used to detect the effect of AHL on apoptosis of
HepG-2 cells and on Ca*" concentration, reactive oxygen species (ROS) and pH in HepG-2 cells. The results
show that: AHL could induce apoptosis through the interaction of ROS, Ca*", and pH in cells.

Keywords: alkaloids of Hymenocallis littoralis; FITC-Annexin V/PI double staining method; Ca®*" concentra-

tion; reactive oxygen species; pH
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