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Flavopiridol inhibit hepatocellular carcinoma cell proliferation via regulating
expression of CDK4/CDK®6/cyclinD1 complex
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[ Abstract] Objective To investigate the effects of flavopiridol on growth, cell apoptosis, and cell cycle of hepatocellular
carcinoma cell(HCC) Huh7. Methods Huh7 cells were treated with flavopiridol, then cell proliferation, cell apoptosis and cell cycle
were assessed. Protein expression of CDK4/CDK®6/cyclinD1 complex was determined by western blot. Results Flavopiridol
inhibited Huh7 cell growth. Flavopiridol induced dose-dependent cell apoptosis in Huh7 cells. Percentage of apoptotic cells increased
from 2.65% in control cells to 14.17% in flavopiridol treating(550 nmol/L) cells. Flavopiridol significantly blocked Huh7 cell cycle at
G1 phase and percentages of cell arrested at G1 phase increased from 51.06% in control cells to 57.53% in cells treated with 550
nmol/L of flavopiridol. Flavopiridol can inhibit protein expressions of CDK4, CDK®6 and cyclinD1 in Huh7 cells. Conclusion
Flavopiridol inhibits cell proliferation through regulating expressions of G1 phase protein complex CDK4/CDK®6/cyclinD1, which
lead to G1 phase arrest and apoptosis in HCC cells.
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Figure 1 Huh 7 cells viability after flavopiridol treatments
at different concentration and time points
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Figure 2 Huh7 cells apoptosis after flavopiridol treatment
at different concentration
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Figure 3  Cell cycle distribution of Huh7 cells after flavopiridol treatment at different concentration
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2.4 Flavopiridol #7448 i, CDK4, CDKG6 #» cyclinD1
Rk
Flavopiridol 150, 350, 550 nmol/L 4L¥ Huh7 4
Mo WAL 4 i, $EHUCE 1, Western blot J7 45l
CDK4., CDK6 Al cyclinD1 FZRik1HML . 45 RFH,
flavopiridol A]#i# CDK4, CDK6 #l cyclinD1 ik, Jf:
H R FHR RO, 223 flavopiridol 7] E 2@ o T

i CDK4, CDK®6 #l cyclinD1 223515 | #E41is G1 1
FEE, AT ADE] Huh7 g0 ss (& 4),
3 T it

JTFRE R A S b d W L R AE 2 —, B4R R
50 J7 %) 100 J BESEF Y. BARIMELF AR IR
FFIERS AR B I RIA TG 753k, (H2 80% /T



PEEZFIRBRRRT

2012 5828H & 11% & 58 ChinJ Mult Organ Dis Elderly, Vol.11, No.5, May 28,2012 - 373 -

DMSO 150 350 550nmol/L

— T cyclin D1

R e CDK4

VS . . (K6

a-tubulin

4 A [ERE flavopiridol 432 Huh7 #Af 24 h [ CDKA4,
CDKS®, cyclinD1 BI 3R 1A
Figure 4 Protein level of CDK4, CDKG6 and cyclinD1 in Huh 7
cells after flavopiridol treatment at different concentration
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