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A B 18] 72 Jou T 40 B X B 72 40 Be 3 5 14 A2 O T B9 =2 i
BRE K & A R A fMTRE RSN KREE

O OE BN BT A R T 41 (human umbilical cord mesenchyma cell, MSC) XF JiF- 41 Jfd 1 iT- % ( hepatocellular car-
cinoma, HCC) ¥ 20 M3 55 A T2 19 52 0, 2 HCC MRy - 4L B %, ik B 50% B 35 R 1Y MSC K 5% L, 4 L & 114
DMEM/F — 12 $3¢ Jk , fi ol 9% 28 100% 19 % 15 A6 5 IR 3 AR Sk 4 L B MSC A5 R8s 9 4k . BT & DMEM/F - 12 8537 2k -
SEHERY MSC 1 55 FR B IR 6 K 95 SR 5 9% HepG, A28 9 4 I Ak 24 (48 R 72h, (i ] MTT %3 % HepG, 4H i A% 14 78 3 1 L3 it
Hoechest33342 1 PI XX 4t (45 7E JEOL ] B W6 N WEEHHE LI E HepG, 40 i Y 98 1= . ] Transwell {32 22 52 56 1 % B 52 46 1) €
HepG, 4 {222 48 J1 A KGE 1f Western blot YA R I P T-AH G E SB B AT Rk, BRI A H IR A HT 57 HepG, 4l il 24h J5,
X H A KR T M AR Z2 M RE I BeA W M (P >0.05) B2 8557 T K F) 48h I 72h J5 , HepG, 201 iy 3% ¥ G A B8 )1 1228
FE 1 VR B 8 00 80 52 3 183 i 30 ), a3k S A8 1 pF Bt 400 0 43 24AH SG R 7 Ki - 67 \PCNA RN 35 11 H3 BERR 1k /K 7 T 3, BL K 40 i
JHT-IMATH caspase -3 MYUIE FIPTIH T8 1 Bel -2 (il . &548  MRSb RIS 35 3% S0 00 R W1, A (A 78 BT 1 4t i 5 41 i i
JUEE Ji 922 2 i 346 T N A i R T R
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Effects of Human Umbilical Cord Mesenchymal Stem Cell on the Proliferation of Apoptosis of Hepatoma Cells. Liao Weitao, Xiao Jia,
Zheng Gang, et al. Laboratory for Gene and Cell Therapy, Shenzhen Institute of Advanced Technology, Chinese Academy of Sciences,
Guangdong 518055, China

Abstract Objective To examine the effects of human umbilical cord mesenchymal stem cell (MSC) on the proliferation of apopto-
sis of hepatoma cells and to provide novel therapeutic strategy for liver cancer. Methods Culture of MSC with 50% confluence was re-
placed with fresh DMEM/F - 12 medium. When the confluence reached 100% , all culture used DMEM/F - 12 was considered as the
conditioning medium. This kind of medium was mixed with fresh DMEM/F - 12 at 1:1 to treat human hepatoma cell line HepG, for 24,
48 and 72 hours. Cellual viability was measured by MTT assay, apoptosis was quantified by Hoechst33342/P1 co - staining, cell invasion

ability and adhesion ability were measured by transwell assay and in vitro adhesion assay, respectively. Change of key signaling compo-
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nents were studied by Western blot. Results Conditioning medium showed no significant impact on the proliferation, apoptosis and inva-

sion of HepG, after 24 — hour incubation (P > 0.05). However, when treatment during was extended to 48 and 72 hours, the prolifera-

tion and invasion were significantly inhibited by the conditioning medium while cellular apoptosis was invoked. These were accompanied by

the down — regulation of Ki —67, PCNA and histone H3 phosphorylation. Cleaved caspase —3 was increased while the expression of anti —

apoptotic protein Bel —2 was inhibited. Conclusion Human umbilical cord mesenchymal stem cell was capable of inhibiting proliferation

and invasion, as well as promoting apoptosis of human hepatoma cells in vitro.

Key words Human umbilical cord mesenchymal stem cell; Liver cancer;Proliferation; Apoptosis; ;Invasion
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