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AN Wy 2E R AR b, R BRI Y, Huh-7 400 Wipl B8 (A9 23k b, 40 33 5 4 o, 196 5l SR A
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Abstract: Objective To observe the changes of biological characteristics of human hepatoma cell line Huh-7 by interve-
ning the expession of its wild type p53 induced-phosphatases 1( Wipl) gene. Methods Using transfection method , the plas-
mid promoting Wipl gene expression and small interfering ribonucleic acid (siRNA) inhibiting Wipl gene expression were
respectively transfected into Huh-7cells. The Huh-7 cells with plasmid transfection were served as plasmid transfection
group ;the Huh-7 cells without plasmid transfection were served as non-transfection group ;the Huh-7cells with siRNA trans-
fection were served as siRNA interference group,the Huh-7cells with negative control siRNA transfection were served as NC
group. After transfection, Western blot test, cell counting kit-8 ( CCK-8) , cell wound scratch assay and Transwell experiment
were used to detect the biological characteristics of Huh-7 cells. Results  After plasmid transfection,the Wipl protein ex-
pression was up-regulated, and the cells proliferation was enhanced ( cell proliferation rate was between 107. 42% -176.
36% ). The cell migration distances at 0 —24 h,24 —48 h,48 — 72 h after transfection in non-transfection group were less
than those in plasmid transfection group,respectively [ (34.78 £4.77) pm vs (61.60 £2.02) um, (33.98 +£3.48) um vs
(64.75 £4.67) um, (35.49 £0.90) um vs (67.89 +4.23) um,all P <0.01]. The cell migration numbers in the Tran-
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swell experiments of 3 times in non-transfection group were all less than those in plasmid transfection group [ ( 90.00 +
3.00)vs (178.67 £5.77),( 74.33 £26.95)vs ( 209.00 +32.91),( 79.33 +20.74)vs (208.67 +£73.24) ,all P <
0.01]. After siRNA transfection,the Wipl protein expression was down-regulated,and the cells proliferation was inhibited
(inhibition rate of cell proliferation was between 12.37% —40. 81% ). The cell migration distances at 0 =24 h,24 —-48 h,
48 —72 h after transfection in NC group were more than those in siRNA interference group,respectively [ (31.24 +4.42)
pm vs (16.04 £6.21) wm, (31.33 £2.13) pm vs (18.20 £5.67) um, ( 32.45 £3.08) wm vs (18.99 +5.32) um,all P
<0.01]. The cell migration numbers in the Transwell experiments of 3 times in NC group were all more than those in siR-
NA interference group[ (74.00 £12. 17)ws (33.00 £10.44),(77.00 £5.00)vs (32.67 +£2.08),( 81.33 +17.16)vs
(29.30 £2.51) ,all P<0.01]. Conclusion After promoting the expression of Wipl gene in Huh-7 cells,its Wipl pro-
tein expression is up-regulated,and the abilities of cell proliferation, migration and invasion are enhanced. After inhibiting
the expression of Wipl gene in Huh-7 cells,its Wipl protein expression is down-regulated ,and the abilities of cell prolifera-
tion , migration and invasion are inhibited.
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2 h 126.11  137.39  143.65 - _ 0~%4h ~43h ~72h
S 0849 1438 14550 1695 FHRA 34782477 3398348 35.4920.90
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SRR YL A5 = S0 548 NC 415 — YR SEHG ;40 NC 4155 YR SEHG 341 NC 4158 =R SEHG ;4 : siRNA T4 — IR S8 4k - siRNA FHL4%8 ik
SEH ;41 siRNA T4 5 = SEE
4 REEYLIH 5 R FEYL2H K NC 25 siRNA T304 Huh-7 4 Transwell 5256455




A Il RAFSE 2016 4510 H 55 29 55 10 ) Chinese Journal of Clinical Research,October 2016, Vol. 29 ,No. 10 1301

x5 REPESRNUEES Huh-7 A
Transwell SEIGZER  (REL, v £5)

L% ARFeedl Bk e 4 PH
B — I 90.00 = 3.00 178.67 = 5.77 <0.01
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