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Effect of Apatinib on inducing the apoptosis of hepatocellular carcinoma cells

Wu Fei'?, Cheng Jie'"*, Hu Yun'"?, Lu Jun', Wang Zhanggui'**

(1. Medical School s Anhui University of Science and Technology ., Huainan 232001, Anhui, China;
2. Anhui No. 2 Provincial People’s Hospital , Hefei 230001, Anhui, China)

Abstract: Objective To investigate the effect of Apatinib on apoptosis of HepG2 cells. Methods Cell
proliferation was detected by MTS. The apoptosis rate was detected by FCM. Western blotting (WB) was used
to detect the expressions of Cleaved-Caspase-3, Vascular Endothelial Growth Factor Receptor-2 (VEGFR-2),
and Bcl-2 and Bax of apoptotic protein family members. Results The proliferation of HepG2 was inhibited by

Apatinib at serial concentrations. The inhibitory rates of Apatinib at 0 pmol/L, 1.25 pmol/L, 2.5 pmol/L, 5
pmol/L and 10 pmol/L were 0%, (17.25+0. 34) %, (32.424+5.25) %, (52.13+7.31)% and (65. 48+
9.02) % , respectively. The apoptosis rate was (44, 37+3.48) % in the high concentration group (10 pmol/L)
detected by flow cytometry. WDB analysis showed that the activation of Caspase-3 increased when Apatinib was
at high concentrations. Further studies showed that the expressions of VEGFR-2 and Bcl-2 were the lowest
when Apatinib was at high concentrations, while the expression of Bax was the most significant when Apatinib
was at high concentrations. Conclusion After treatment with Apatinib, the proliferation of HCC cells is in-
hibited and the apoptotic cells increase. The mechanism may be related to the inhibition of the expressions of
VEGFR-2 and Bcl-2, up-regulation of Bax expression and the increase of activated Caspase-3.
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1.1 ME FZEM B HepG2 4 il .DMEM K
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PR TR AR & (i 3R < K C1062MD) | Bax (CST,
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AR R OB R (o 5) R 5 2 4 1) HL AR B IR
R EN WA LR ¢ K55, P <<0. 05 Fom %=
SAGIFE L,

2 #R

2.1 BTPRE JE M I A M A MTS SEER 45 R %
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JE 0 90 240 P 1 R 5 5 0 TR O, 43 )R i =X
A AG I T 2, Western blot #  K & & R 45 7
PR 2 B 2 R T E /K f# -3 (Caspase-3) R ik 1H .
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il 7 FHAE i ) i i i O 135 5 VEGFR-2 SRiA M —
BRI T A 6 8 H Bel-2 B R, 7675 7 2 4 &
jﬂ@?i 1M Bax 1193 35 B & Bl i) 2 J& ok B 1% 385 i 7
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Feak o AH 2 B bp R e g2 7 R R i PISK/ Akt
Mek/Erk %5 {5538 # M i Bel-2 Ffe i Bax %:ZL:L_
MiAFRETIRIEAE R, FEEER T, AT

it ST I VEGFR-2 1Y%k FEXJL,T\{F'JE*H%/\
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BT PR 2 S — T 1Y 43 38 WA 9T 25 W, HAE
HLH H A IA A3 2 UR A B A R T AL A B i R
PEREOL S NRE, 91 R 7T BE /Y it 24 5 $RO0B 136 97 R e .
B2 A 5T 2 BB I A A 24 W Bl i Je A AR Ak aT
A5 3 JH 908 A B 0 T 3 AR VR T 5500 e vk B A OC  HAE
FAMLEI AT B 5 98 95 VEGFR-2, Bel-2, Bax ik XK.
ik — 20 B Ty RE 43 A AR G SR8 16 7 25 ) i A S Bl
ETERRFE .
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