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Research on the Apoptosis of Oral Squamous Cell Carcinoma HN-6 Induced
by Histone Deacetylase Inhibitor PXD101*
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Abstract Objective: This study was purposed to explore the effect of PXD101 on the cell proliferation , cycle arrest and apoptosis of
oral squamous cell carcinoma (HN-6) in vitro. Methods: The oral squamous cell carcinoma HN-6 cells cultured in medium were
intervened PXD101 and were observed by the inverted phase contrast microscope. The effect of PXD101 on Proliferative activity of
HN-6 cells was detected by MTT method. The cell apoptotic rates were determined by flow cytometry through Annexin -V-FITC/PI
staining.cell cycle arrest rates were analyzed by flow cytometry. Results: PXD101 can obviously inhibit the growth of HN-6 cells
(P<0.05) and show time dose dependent. Under the inverted phase contrast microscope, Control cell morphology has not changed, with
cells polygonal, adherent and active. However, the morphology of the cells treated by PXD101 has changed. The groups form a smaller
and shrivel, cells with the increase of concentration and action time of PXD101, cell growth is restrained obviously, the growth inhibition
of the cells compared with control group, P <0.05, differences have statistical significance. Cell apoptosis rate were 20.9%, 38.6%,
respectively with 1 pmol/L PXD101treatment for 24 h, 48 h compared with the control group was statistically significant (P <0.05).
HN-6 block cell cycle in Gy/G, phase, compared with the control group, P < 0.05, differences have statistical significance. Conclusion:
PXD101 in vitro experiment can significantly inhibit people HN-6 oral squamous carcinoma cell proliferation and induce apoptosis.
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Fig. 1 Morphological changes of HN-6 cells after drug effects were observed under inverted microscope(x 100)

2.2 MTT kA MR pi s M RLIG £ R

PXD101 %} HN-6 4l ffff H 5 i A Kol , S5 R WoR
HN-6 4fifiZ5e PXD101 /EH 5 HAE (K32 31 i S s i), &5
B2 B A 245 v AR A ST (V) Ay 396 T, 40 o g A A 0 ) 3R
WA, HA R AN (] AR (LI 2) 25 SE A o
FE G 2 50 B AR LE 22 3 B Gt L(P<0.05),
2.3 Annexin V- FITC i | &6 i 28 pe A 1=

Z2HeEE 1 wmol/L PXDI101 4 ] HN-6 4 fifd 24 h 48 h
J& A2 SR s MR T3 5 15.5% (37.8% (1 3 B C)
EXTIRA 0.2% (] 3 A) Wi, ZRA LG22 L(P<0.05), 41
TR K 21.9%.46.5%(J& 3B C), 5% HaZH 1% (14 3
AVES, 2T it L (P<0.05), FRSzss 5 B, Ff—
2y B AL PR A ) FIN-6 20 A A T 2R B 2 1, g
WRT-RBHIE L |



REYES#E www.shengwuyixue.com Progress in Modern Biomedicine Vol14 NO.16 JUN.2014

£ 3023 -

100

- —

w

-

ki

H ——FPBS

= 60 -8-0. 01lumol/L
= 0. lumol/L
| 0. Sumo/L
- 40 —— 1umol/L
- pr= ——10umol/L
3+ B
) e

=

Y

- i

-~

0 & -
48

0 24
fEFIBIfE (action time)
2 RERER PXD101 £ F HN-6 4HAE 24 h 48 h.72 h /5 HIH]
I Z 2k
Fig. 2 Inhibition ratio curve of PXD101 on HN-6 cells at varying

concentrations and in different treatment durations(24 h,48 h,72 h)
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Fig.4 Effect of PXD101 on cell cycle distribution of HN-6 after 24 hours
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