* 1104 -

FHMBEAKFFIR  Acta Universitatis Medicinalis Anhui 2017 Aug; 52(8)

A % B e A 18] : 2017 —6 — 16 11:46:00 PR 2% g3k http: / /kns. cnki. net/kems/detail /34. 1065. R. 20170616. 1146. 002. html

NAREEEATEF2EABXRTRRBARR AP RIRIE

st W

ME BE RNTURE BT 2( SIRT2) fE AHKCE
YRR R HAEE DG 2 ( OA) 5 IEH Bl A8 L gn e
RikMZERE. FiE BRI 20 Bl 5 2 3 i
o OA A J3HU10 BIIER RATHCE O IR . e vt e
EIEAN SIRT2 7 WY 4L 30 LU 3R 3k 0 A SR A5 0L -
Oy B A BEAT A AL AR IR L HOR R B et HEAT A

®R OB E

W !

1 SIRT2 () 325 7R K F X B4 (P <0.01) . &it
SIRT2 7E N3 E AR A ik, BARR B 7R 41 A% 5 20
Jr, SIRT2 FRBREAR AT BE S BUH X1 R AR A Pt .
KPR A BB SOt DTG BT 2
FESES R684.3

SERARAERD A SCELHE 1000 - 1492(2017) 08 - 1104 - 05

UE5E , Western blot 3K I 1B 2H 40 K i g SIRT2 A9 %3k
B R RIS Y ML BR SIRT2 ik TR EH
LU, S AT AR AN A S AR BT, OA 21 SIRT2 BHM: 20 M ZR 4%
X REZH BH SR AIR( P < 0. 01) ; Western blot 255 i 7% OA 43Kk
B SIRT2 £k B E MR T XTI (P <0.01) ,3KE 4

doi: 10. 19405 /j. enki. issn1000 — 1492.2017. 08. 002

BT % ( osteoarthritis , OA) Z—Fhag i W,
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Construction of lentiviral vector of miR-205

and primarily investigation of its effect on breast cancer cell
Fan Chuling'?, Zhang Ping',Sun Caihong',et al
( 'School of Basic Medical , Anhui Medical University, Hefei 230032;
>West Anhui Health Vocational College, Lu’an 237005)

Abstract Objective To construct a lentivirus vector of microRNA-205( miR205) , and transfect into MB231 cell
line, to establish a stable cell line expressing miR2205. Methods Design and synthesis miR205 primers, the tar—
get gene was amplified by PCR, and connect to the lentivirus expression plasmid. Packaging and testing virus drops
Lv-miR205, after the double enzyme digestion of the recombinant plasmid. Infecting MB231 cells with the Lv—
miR205,then detect the expression of miR205 by Real Time qPCR and access the cell proliferation and migration
by MTT assay and wound-healing assay. Results The DNA sequencing prove that the lentivirus vector was con—
structed successfully. Lv-miR-205 stablized infect MB231 cells, the expression of miR-205 elevated apparently,
cell proliferation and migration was inhibited sharply. Conclusion The miR205 lentiviral expression vector is suc—
cessfully constructed and the cell line MB231 stably expressing miR-205 is established, which indicate that it could
negatively regulate the malignant biological behavior of breast cancer cells, and laid the foundation for the further
study of the function and mechanism of miR205.
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The research of silent information regulator of transcription 2

expression in cartilage tissues and chondrocytes
Rao Xianliang1 , Chang Jun' , Fang Xiao®, et al
( 'Dept of Orthopaedics , The Fourth Affiliated Hospital of Anhui Medical University, Hefei 230022;
*Dept of Joint and Bone Tumors, The First Affiliated Hospital of Anhui Medical University, Hefei 230022)

Abstract Objective To investigate the expression of silent information regulator of transcription 2 ( SIRT2) in
human cartilage, and to explore the difference between osteoarthritis ( OA) and normal cartilage tissues and chon—
drocytes. Methods The present research was selected 20 cases of osteoarthritic cartilage as OA group and 10 cases
of normal articular cartilage as control group. The expression level and distribution of SIRT2 in two groups were de—
tected by immunofluorescence staining. Chondrocytes were isolated and subcultured. The cells were identified by
toluidine blue staining. The expression level of SIRT2 in cartilage tissues and chondrocytes was detected by Western
blot. Results Tmmunofluorescence staining showed that SIRT2 was expressed in cartilage and distributed in nucle—
us and cytoplasm. The SIRT2 positive rate in OA group was significantly lower than that in control group ( P <
0.01) . Western blot analysis showed that SIRT2 expression in cartilage tissues in OA group were significantly lower
than that in control group ( P <0.01) , and the expression of SIRT2 in chondrocytes was also consistent with human
cartilage tissues( P <0.01) . Conclusion The distribution of SIRT2 in human cartilage tissues is specifically ex—
pressed in the nucleus and cytoplasm. The decrease of SIRT2 expression may lead to the development and progres—
sion of osteoarthritis.
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