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Abstract: [ Objective | To investigate the effect of andrographolide on apoptosis of human hep-

atoma HepG2 cells and its relation with phosphatidylinositol 3-kinase (PI3K)/protein kinase B
(AKT) pathway. [Methods] Human hepatoma HepG2 cells were divided into control group,low
andrographolide concentration group(10 pmol/L), medium andrographolide concentration group(30
pmol/L) and high andrographolide concentration group (50 pmol/L). The proliferation rate of
HEPG2 cells was detected by MTT,the apoptosis rate of HEPG2 cells was detected by flow cy-
tometry ,and the expression levels of PI3K and p-AKT protein in HEPG2 cells were detected by
Western blot. [Results] The proliferation rate and the expression of PI3K and p-AKT protein in
the control group were higher than those in low,medium and high andrographolide groups (Q=
2.942,9.836,6.348, P<0.05;(0=2.942,13.832,10.691, P<0.05 and Q=13.411,19.058,16.371,P<
0.05). The apoptosis rate of HEPG2 cells in control group was lower than that in low, medium and
high andrographolide groups (Q=83.662,P<0.05,(0=147.267,P<0.05 and (Q=241.925,P<0.05).
[ Conclusion] Andrographolide may inhibit the proliferation and promote the apoptosis of human
hepatocellular carcinoma HepG2 cells by inhibiting PI3K/AKT pathway,and also promote the
apoptosis of HepG2 cells,which may provide a new direction for clinical treatment of hepatocel-
lular carcinoma.
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(Normal cells mainly distributed in left inferior quadrant;early apoptotic cells mainly distributed in right inferior quadrant;dead cells mainly
distributed in left superior quadrant;late apoptotic cells mainly distributed in right superior quadrant )

Figure 1 Apoptosis rate of HEPG2 cells in each group

3 Tl R Ay e BF 280> Table 1 Comparison of proliferation rate and apoptosis rate of HEPG2 cells in each group

MENTRAH I B TR, 2253 Groups n  Proliferation rate(%)  Apoptosis rate(%)

L4t X (0=13411, Control group 6 100.00+10.98 2.22+0.15

P<0.05)(Table 1), Low .andrographolide (?oncentration group 6 89.7718.32@/‘ 13.86i0.28®-
" Medium andrographolide concentration group 6 72.35+7.641% 22.71+0.3972

22 &4 HEPG2 4 A High andrographolide concentration group 6 53.36+6.4912% 35.88+0.4612%

BT =R F = 34.690 10438.990
R EZF OENEE P — <0.001 <0.001

. ('j . . . [z\
4] 4 . 42c  Note:Compared with control group, “P<0.05;Compared with 1\0w andrographolide concentration group, “P<0.05;
41 HEPG2 4l /i 4 E?Fi& Compared with medium andrographolide concentration group,*P<0.05
X BB T 22 A

GiiteeE L (0=83.662,P<0.05); H Table 2 Comparison of expression of PI3K and p-AKT protein in each group
W 203 N R ZH HEPG2 408 Groups PI3K(%) p-AKT(%)

TR B 20 S N B4 W B Control group 0.83+0.11 0.68+0.10
E— N ALY 1 i . V. ® o =U. @
T, ERESHEE X ( 0= Low ‘andrographohde ?oncentratlon igroup 0.51+0.09 0.49+0.09
s Medium andrographolide concentration group 0.38+0.062  0.36+0.0572
147.267,P<0.05) ;& e 5 5L 2 N High andrographolide concentration group 0.21+0.04%2%  0.19+0.0372%
R4l HEPG2 A T-REGPHE 64.970 61.830

LN I, RS P - <0001 <0001

2y 2 _ Note : Compared with control group, ©P<0.05 ; Compared with low andrographolide concentration
+ SRS (Q =241925,P <005) group , ?P<0.05 ; Compared with medium andrographolide concentration group , ®P<0.05

[o)Wie) o) Ne N =]

(Table 1 . Figure 1),

2.3 £ HEPG2 4HRaH PI3K p-AKT & H RIEKFE
IR 280 3 N R 241 HEPG2 411 PI3K .p-AKT p-AKT

HAFRBIKORA BA I B TR, 2R AR E X

(0=9.836.6.348,P<0.05); "k & 2 .0 3 N g 41

HEPG2 4l i PI3K .p-AKT 7K 4 3 15 7K - 85 1% ok i 2 B-actin

DIENBRA I TR, 22 5 A 5T 8 L (Q=13.832,

PI3K

A : Control group;B:Low andrographolide concentration group ;

10.691, P<0.05 ) A Y;& E 5& i 1% V‘j WE? 4l HEPG2 éﬂ] E@ C:Medium andrographolide concentration group;

PI3K .p-AKT T 128 1K KT A TP e B 2800 3 PR i 2 D:High andrographolide concentration group

E—FV ZE 5t ﬁ%1+MiX(Q=19-058 .16.371,P<0.05) Figure 2 Expression of PI3K and p-AKT protein
(Table 2 Figure 2), in each group
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