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Abstract

AIM: To investigate the effect of curcumin on the
expression of vascular endothelial growth factor
(VEGF) in hepatocellular carcinoma cell line
HepG2 under hypoxic conditions.

METHODS: Hepatocellular carcinoma HepG2
cells were treated with different concentra-
tions (0, 1, 2, 5, 10 umol/L) of curcumin under
hypoxic conditions for 6 h. Cellular viability
was detected by MTT assay.The level of VEGF
expression was detected at protein and mRNA

level by Western blot technique and reverse
transcription-poly chain reaction respectively.

RESULTS: The levels of VEGF protein and
mRNA decreased significantly in the cells co-incu-
bated with curcumin at 1, 2, 5, and 10 umol/L for
6 h in a dose-dependent manner as compared
with those in the control cells (0 pmol/L cur-
cumin treatment) (VEGF protein: 2.12 + 0.23, 1.59
+0.13, 0.82 £ 0.11, 0.33 + 0.05 vs 2.85 £ 0.37, P <
0.05 or P < 0.01; VEGF mRNA: 0.60 £ 0.05, 0.54 +
0.04, 0.16 £ 0.02, 0.06 £ 0.01 vs 0.81 £ 0.07, all P <
0.01).

CONCLUSION: Curcumin can decrease the ex-
pression of VEGF in hepatocellular carcinoma
HepG2 cells.
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mL/LJAZE L% M DMEM i B 1 F2 5L, & 150
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FLFFINAL50 pL = FEW A, $=3%10 min, {4
bn AR, E B EEFRA - FH490 nmi K%
FLOGW AR, IR FL 5 0 AL RO R E 4
FLAR 24l U ).

1.2.3 Western blot % J& ¥P i ix#- M VEGF #9 %
B AR KR A i FH 20 i SR AR AR S P A
A0 ) L B SR B R EE T R — S
HILVK A B9 G . A M0 ) (R I 41 4 2% 5 5.0
g/ LIV Wk &2 v 8 DA 4 °C 5 A A, I — e
VEGF(1 : 200) = IEFEIFE2 h, Tili30 min)5
I=Hi(1 2 8000) =R IRFEHF A 1 h, FFUENE30
minfR 2 ARG 1 P, W WY, R RN A
MELCIRFIGA, 2% 5000 5 H B 8RR
i3, WS % Ha-tublin. Biometral&I{8 2> {306}
ARV B EAT 52 F 43 M. FIVEGF/B-actin
FKRVEGFEAMAIN RKIA S, BALRHAEL
3G R

1.2.4 RT-PCR¥&MVEGF#mMRNAK-F: 41
TRIzol ¥ I 77 42 40 fil ARN A, MILERNA
WL FIGERE . 4825 pLisidhsk e Ak &, DA
1 pg M RNANBR, LAREHLS [ Random 9mers
h 519, FAIM-MLV I # 35% FRfFmRN AT 4% 5560
cDNA. (3 pLiifesg”#cDNA, HTaq DNA

A7 B A 5

0] M e E A
E R
BIT N E B Rk
Z—. FERIFFE
Hh . AR R
B 9 o H R B
1, RN IE By b B
5T AR IR, ok A R R
) R4k AL



2236 ISSN 1009-3079 CN 14-1260/R HRIELNHIZYE  2008FE78188H 55165 5208
WA #H A 5 0 1 2 5 10 (umol/L)
BarE Ak T
ES E T r i W N W Wes s VEGF
& 4 i, VEGF & e —— e (1o} |1}
M AL D ‘2*& il VEGFEE VEGF mRNA
WHREN. AL ) .
WET KRR A E (umol/L) (VEGF/a.~tublin) (VEGF/B-actin) B 2 EBEEREEN TIERTHepG2/BIRMVEGFEES
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B-actinfE A W Z. BIMF4IUIR: VEGF: Eif5]
Y5'-GAGGGCAGAATCATCACGAAG-3', Fiff
51¥)5'-AGGGAACGCTCCAGGACTTAT-3', §”
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