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[# ZE] BB BT LNV T8 HepG2 A AT T-1E R RAHCHLE . ik (RIMNG I AT HepG2 i, K X %1
WA R W A HepG2 4A4Y Ry 23 F1 % BRALAN L-ZE BENLAK 5,20 .50 mmol/L ZbBRAH , 4% BE 4341 2% 44 40 S0l FH AR BRER KR L-Z2 1@ LK
5.20.50 mmol/L ZbHA-ZH AN, >R CCK-8 AL 24 h 148 h 5 kA 2H 20 Md A= 455 0 ; T 31 48 h J5 38 =X 200 Ji 4S04 0 4% 241
HepG2 48 1= FN 40 Jifd J& A 175 0 ; Western blot Jy i Kail 45 Zb BEZH 48 h )5, Caspase-8 \PI3K J& Akt & AR IAH ., 4R CCK-8
FIR AL B8, L-Z UK 20 mmol/L 1 50 mmol/L -7 HepG2 4ififl 24 h #1148 h j5 3] S5 40 AE & , 3% EZ 0 /5 2
A RIS R . Western blot 25 5 /R, L-Z2 BEWLAKT 0401 48 h 5, PI3K il Akt 25 P4 ik bl L-ZE 0 LR e B A 38 2 i
BUCT I, 1T Caspase-8 R IKWI R &8 L-ZBENURXT AT HepG2 21 i3 58 A Ml 4E 1, I BE 155 HepG2 Iy T=,
HAE AP AT BE S PI3K/ Akt 38 36 M4, Caspase-8 ik _FHH 3¢,

(X8R ] L-A BN JT 40 s ; PR T2 s 3457 ; PI3K/ Akt
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Study in L-carnosine on the proliferation and apoptosis of human hepatocellular carcinoma HepG2 cells
LIU Qiang' ,PENG Yu-ping' , DAI She-jiao’ ,MA Xiao-bin’
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Abstract: Objective To study the L-carnosine induced apoptosis of human hepatocellular carcinoma HepG2 cells and its mechanism.
Methods Human hepatocellular carcinoma HepG2 cells were cultured in vitro,then the cells in logarithmic phase were divided into 5 mM,
20 mM,50 mM L-carnosine group and control group,treated with 5 mM,20 mM,50 mM L-carnosine and saline respectively. The proliferation
of HepG2 cells was measured by CCK-8 assay after 24 hours and 48 hours treatment. The cell apoptosis and cell cycle were detected by flow
cytometry after 48 hours treatment. The protein expression of Caspase-8,PI3K and Akt were detected by Western blot in each group after 48
hours treatment. Results CCK-8 and flow cytometry assay showed that both 20 mM and 50 mM L-carnosine treated group significantly inhib-
ited the proliferation of HepG2 cells after 24 hours and 48 hours, and the inhibition were in a time and dose-dependent manner. Western blot
revealed that the expressions of PI3K and Akt were down-regulated with the increase of L-carnosine concentration, while the expression of
Caspase-8 was increased. Conclusion L-carnosine exhibits an inhibitory effect of the proliferation and promote apoptosis of human liver
cancer cell line HepG2. The mechanism may be associated with the inhibition of the PI3K/ Akt signaling pathway and activation of Caspase-8
signaling pathway.

Keywords: L-carnosine ; hepatocellular carcinoma ; apoptosis ; proliferation ; PI3K/ Akt
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H L-ZET UK 5 .20 .50 mmol/ L 20 F1 23 [ % BEA, 43331
JH L-Z2 i LK 5.20 .50 mmol/T. Fi A= B4k K 4b #4521
A
1.2.2 CCK-8 VK6 I 230 s 1 5 175 L IO o K
1) HepG2 4l , JRE 4N A% Ry 5 x 10"/ FL3EFR T 96
LR, 1557 24 b R 4G RE IS, 2 A L-Z e L
fik 5.20 .50 mmol/L Fi-E FEh K Ab TR, Forh 43213 5 4
AT AL, 37 CHIFRAIHIE 24 h 48 h )5, FEHEIR I,
AN HIIAE 10 pL CCK-8 B E TR AL
100 pL,37 C BEFRFA ARSI 55 2 h RN 1450 nm
A0 5 WO RE (AL, G N 25 ZH 20 B ) B 155 L
1.2.3 yr =4 M ASOR: U 20 it Jo 4 S i o o IR
XHEUE K] HepG2 AL, %5 B 2 x 10°/mL $2Fh
T 6 LA, T 40 M VG BE 5, 4% 20 2H A5 A IS [) e
L-Ze g IURR AL #, 48 b J5 Wi 46 4 2H 40 i, T 95078 PBS
VYR 2 G B, A 500 pL binding buffer B &, H
100 pL B 7## , #15 pL AnnexinV- FITC 5 pL PI( £k
&4 20 pg/mL) FE i EEDEAE F IR 30 min, 5K
400 L PBS finz s A A b, it =4 G AT 40 g 94
TR o [ I T VR TR 4l D, 70% £ T [ s 20 Jfa O
B, PBS UL 2 3, T ULHE PO 0. 2% Triton
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Jik 50 mmol/L b2 AT 4E T H 20 mmol/L b FH4H
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Vit D promotes proliferation and differentiation of mesenchymal stem cells through regulates extracts of plas-
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Abstract: Objective To explore the effect and the mechanism of vitamin D( Vit D) promotes proliferation and differentiation of mes-

enchymal stem cells( MSCs) through regulates extracts of plastrum testudinis( PTE). Methods Established the PGL3-Idl promoter and
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