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Effect of SIRT2 silencing on proliferation of hepatocellular carcinoma cells

Ran Longkuan, Song Chunli, Li Wanyu, Ren Jihua, Chen Xiang, Tao Nana, Chen Juan (Key Laboratory of Molecular
Biology on Infection Diseases of Ministry of Education, Chongqing Medical University, Chongging, 400016, China)

[ Abstract ] Objective To illuminate the function of silent information regulator 2 related enzyme 2
(SIRT2) on the proliferation of hepatocellular carcinoma cells (HCCs). Methods The expression of SIRT2
was silenced by lentivirus-mediated short hairpin RNA ( shRNA ) interference. SIRT2 protein level was
measured by Western blotting. The protein level of B-catenin was analyzed by Western blotting. Cell cycle was
measured by flow cytometry. The effect of SIRT2 silencing on cell proliferation of HCCs was determined by
trypan blue exclusion assay and Cell Counting Kit-8 ( CCK-8). DNA synthesis was detected by the
bromodeoxyuridine ( BrdU) assay. The clone formation of HCCs was observed by colony formation assay.
Results  Lentivirus-mediated shRNA significantly down-regulated the SIRT2 expression level in HCCs.
Knockdown of SIRT2 in hepatocarcinoma cell line PLC-5 decreased cell proliferation by 48. 3% and 55. 6%
respectively for shSIRT2-1 and shSIRT2-2 (P <0.01). Knockdown of SIRT2 induced G, phase arrest in PLC-
5 cells and decreased the expression of (B-catenin. After over-expressing B-catenin, the proliferation of SIRT2-
silenced hepatocarcinoma cells increased by 89% and 75% respectively for shSIRT2-1 and shSIRT2-2 (P <0.01).
Conclusion The silencing of SIRT2 may inhibit the proliferation of HCCs by B-catenin signaling pathway.

[ Key words | silent information regulator 2 related enzyme 2 ; hepatocellular carcinoma; proliferation
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PLC-5 . HepG2 #1 HEK-293FT 4 Jffi 214 |1 ATCC ( American
Type Culture Collection) , ¥4 34 %t SIRT2 1 shRNA ( shSIRT2-1
H1 shSIRT2-2) [ 18 5 B 5t B 48 /& pLKO. 1-puro Jij H Sigma-
Aldrich 723 &), pcDNA3. 1-B-catenin J&i %z 4 [ Addgene ( Cam-
bridge, MA ), shSIRT2-1 J% %1]. 5'-GCCAACCATCTGTCAC-
TACTT-3’, shSIRT2-2 JF %1 . 5'-GCTAAGCTGGATGAAAGAGAA-
3’ shCont J¥ %1 :5'-GCAACAAGATGAAGAGCACCAA-3', SIRT2
(5¢-20966 ) HLIANE F Santa Cruz 23 &), B-catenin (#8480 ) HriA
H Cell Signaling Technology 7\ Fl, activeB-catenin ( clone 8E7,
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sciences /N H] ) Wt 4 15 % B 35 3k shSIRT2-1 F1 shSIRT2-2 %5
B, 67T -80 C.
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D(450) 18, Jf#& [ AbB4 D(450) {8 - 25 (4 D(450) {8 ]/[ %F
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iE (PL) ) PBS,4 CHFE 30 min, PESSFHIM
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(P<0.01,185) . BEHAUTER SIRT2 0 1 i/ 20 g 19 DNA
B



%536 455 20 1 ¥O= K BE R ¥ ¥ OMR
J Third Mil Med Univ

2014 4510 A 30 H

Vol. 36, No. 20
Oct. 30 2014 2101

2.6 SIRT2 i it B-catenin 8 ¥ AT J5 2 fo 49 35 74
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