ZHEFR K FFIR  Acta Universitatis Medicinalis Anhui

2017 May;52(5) - 677 -

P 451 R BT 1A] . 2017 =4 - 10 14.40 MW 4 B iR H ik hitp://kns. cnki. net/kems/detail/34. 1065. R. 20170410. 1440. 012. html

58 55 5o AT
St FLIG s 40 MCF-7 001350087 K WL

4

', % 18 kR
WE BM HFERMSIEIF(TAM) 53MiT (SIV) XA
LN g 20 M ( MICIF-T7 ) (v 184 4 o0+ A R B EC vk A i)/ AL
Hilo Fik  MTT Kzl TAM (SIV 5 DL K BRA-fi Fi X MCF-7
YA AR DG FE AN AR AT, 155 TAM 55 SIV 5 £ A B 1Cs,
1B A B 356 B fuff T 6T 240 JH A P A 365 48 4 (CL) L 1R P 2)
ZI A EAER . 26 RAMEE T WA I R84S 41 b i 40
FT AR, WA ARK I TAM 4 SIV 41 [ TAM +
SIV 41 25y 4b 385 1) MCF-7 ZH 08 T 10, Western blot i
25 414t Bel-2 Bax [ FRIXIE L. &R MTT kR,

2017 =01 —13 421

HETH AP IO H (475 :1301042214) ; ZHR A
HRBI A4 T S 0 H (45 KI2012A157 ) 5 %848 A
AR B 2R RS (45 :20162y29)

Ve BT BB 5B — I B BE e i R, A 230022
HRETTEWER Pose= ) FEmR 5, A 230061

(A TP A T I e )| S
WEERAR, B, S8, AT B, B4R S0, S AT /R4, E-

mail ; yueyinpan@ gmail. com

522

oA

(E 7 A e PR

TAM 5 SIV FLZ5%) MCF-7 A5 4 540 4 1T, 64 T 4
il S W, ELEE BRI T s 920 B e i N iR o
TAM 5 SIV B2t MCF-7 A 55 TR, 64 i1 P 3
5l ; Western blot $:3¢H] TAM + SIV 4+ Bel-2 £k K40 1E
XFHEAL ke TAM 41 SIV 41T BT Bax 2 2k & 36 i H 5 i iy
. G5 TAM 5 SIV A FHE vl 2 i MCF-7 46 i
BRAIGFE , [ AT W 355 MCF-7 40 bk T, 4878 M 25 B¢
A P, FURR B T REAT A 134

KBRS TF AT s PR FLE

hE4SES R 737.9;R 979. 1

NXEtRERE A XEHS 1000 - 1492(2017)05 - 0677 - 05
doi:10. 19405/j. cnki. issn1000 — 1492.2017.05.012

TE S E L PRGN IR 2 W7 v, SLE: o 3
Bk, BBURAE, B i Lo vk 7L I & % %
SFIRSEIAN , 762 FhOBAE IR T AL o — o MERCR
ARG U B I OC, A SCHR 8 A MR 2
{£ (estrogen receptor, ER) 23k ) FL IR £ #5215 7L

Role of HDAC3 in H9C2 cell ischemia-reperfusion

injury and intervention mechanism
Zhan Hongying, Tao Hui, Xu Shengsong,et al
( Dept of Cardio-Thoracic Surgery ,The Second Affiliated Hospital of Anhui Medical University ,
230601)
To investigate the expression and the role of histone deacetylase 3( HDAC3) on H9C2 cell

Cardiovascular Disease Research Center of Anhui Medical University , Hefei
Abstract Objective
ischemia reperfusion injury. Methods H9C2 myocardial cells were divided into 3 groups randomly : control group,
I/R group, I/R + TSA group. The cell viability was detected by MTT. Lactate dehydrogenase( LDH) level was de-
tected in culture. The protein expression of HDAC3 was tested by Western blot. The mRNA expression of HDAC3
was examined by qRT-PCR. Results MTT assay showed that cell viability decreased significantly in I/R group
compared with the control group, increased significantly in I/R + TSA group compared with I/R group. The content
of LDH in cell activity increased significantly in I/R group compared with the control group, decreased significantly
in I/R + TSA group compared with I/R group. Western blot indicated that the protein expression of HDAC3 in I/R
group was higher than the control group, the expression of HDAC3 in I/R + TSA group was lower than I/R group.
qRT-PCR indicated that the mRNA expression of HDAC3 in I/R group was higher than the control group, the ex-
pression of HDAC3 in I/R + TSA group was lower than that in I/R group. Conclusion Upregulated HDAC3 plays
an important role in H9C2 cell ischemia reperfusion injury.
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Synergistic effect of Tamoxifen and Simvastatin on MCF-7
human breast cancer cells and related mechanism

Jin Wei', Yuan Yuan®,Tang Jichun' et al
(' Dept of Oncology , The First Affiliated Hospital of Anhui Medical Univerisity , Hefei 230022 ;
*Central Laboratory of Binhu Hospital ,Hefei 230061 )

Abstract Objective To investigate the synergistic effect of Tamoxifen( TAM) and Simvastatin (SIV) on MCF-7
human breast cancer cells( MCF-7). Methods MTT assay was used to detect antiproliferative effects of TAM , SIV
and TAM + SIV on growth of MCF-7 cells. Synergistic interaction between the two drugs was appraised in vitro by
using the combination index( CI) method. The cell apoptosis morphological change was detected by the fluorescent
microscope. The diversifications of the cell the apoptosis in TAM,SIV and TAM + SIV were analyzed by flow cytom-
etry. The expressions of Bel-2 and Bax were investigated by Western blot. Results MTT assays indicated that the
viability of MCF-7 was markedly reduced when SIV was combined with TAM compared to single drug treatment( CI
< 1). Furthermore ,when SIV in combination with TAM exhibited a synergistic inhibition of proliferation and induc-
tion of apoptosis in MCF-7. Moreover, the combination use of TAM and SIV produced a stronger inhibitory effects
on Bcl-2 and Bax expression than control or single drug treatment. Conclusion The combination use of TAM and
SIV can obviously increase the effect in comparison with single drug treatment , indicating that combination treatment
may be a more effective therapy to breast cancer.

Key words Tamoxifen ; Simvastatin ;combination; breast cancer



