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Effects of Mus81 on Proliferation, Invasion and Migration of Human Breast Cancer SKBR3. Wu Yunlu,Qian Ying,Lv Juan et al. School
of Laboratory Medicine and Life Science of Wenzhou Medical University ,Zhejiang 325035 , China

Abstract Objective To investigate the effects of Mus81 overexpression on proliferation, invasion and migration ability of human
breast cancer SKBR3 cells. Methods SKBR3 breast cancer cells were transfected using Lipofectamine® 2000 with the plasmids contai-
ning over — expression Mus81 or negative ones from the glycerin bacteria. The overexpression of Mus81 gene was determined by RT - PCR
and Western blot. Changes in cell proliferation was detected by CCK - 8 proliferation assay. The changes of invasion and migration ability
before and after transfection were evaluated using Transwell invasion assay, Transwell migration assay and wound assay. Results The re-
sults of RT — PCR and Western blot confirmed Mus81 gene overexpressed successfully. The proliferation rate of the experimental group was
significantly lower than the control group (P <0.05). Transwell invasion assay indicated that the experimental group exhibited a decrease
in the number of cells invading the lower chamber, compared to the control group( P <0.05). Transwell migration assay and wound assay

did not displayed statistically significant difference. Conclusion Mus81 overexpression inhibited the proliferation and decreased invasion

ability of human breast cancer SKBR3 cells, but had no significant effect on SKBR3 cell migration.
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IR B S A0 HeLa, 43 M7 38 35 (19 HRSP12 %) Hela 40U 1= RIBIFE (0 8400 . 3k JH R &% 5% PCR §"h8 HRSP12 4 K 4%
G, K e 1 o 7 3k 4 U, R P A VR 55 40 D HEK293'T a1 25 7 201 (1) 158 95 25 100K , J8k e HleLa 21 M , 26 11 00 08 B0 325 2 A W00 9 1) (1)
o B RR /K A BB R 1K AR — 3 (caspase —3) I F MTS L4 (43 Kl HeLa 40 LB G (0I5 00 . 458 4ifd 4 HRSP12 iy cDNA
Fr BNy 414bp , ST % pWPT - linker 25 1 1 D #g 5 718 05 2 2 35 2k & pWPT — HRSP12 , 425 1) 1 55 24 J90R: AE % 125 20/ ¢ HeLa 40
L, 76 20 L 9 #2355 Flag — HRSP12 il 45 25 (1. HRSP12 i 63K AE45 512 HeLa 410 caspase — 3 [ 37 VI {4 1% % | AR A% 40 ) HeLa 40
Ff A . BE RIIMIEE T T I AR pWPT - HRSP12 ) 25 45 L 42 W] HRSP12 W A HA7 7% 5 HeLa 40 il 08 T~ .40 1 28 iy
BB 9T HE— WS HRSPI2 (4 42 Dh AE 25 T 3Ll

X4 HRSPI2 1Bk dniaiE T

[FESES] R34 [ X@tARIRES] A

Construction of a Lentiviral Vector Carrying HRSP12 Gene and Its Effect on HeLa Cell Apoptosis and Proliferation. Tan Kuan, Zhang
Xuan, Ma Xiaoli, Huang Bingren, Chen Hong, Chen Deng. National Laboratory of Medical Molecular Biology , Institute of Basic Medical
Sciences, CAMS and PUMC, Beijing 100005, China

Abstract Objective To construct a lentiviral vector pWPI — HRSP12 which was packaged into lentiviral particles and infected cer-
vical carcinoma cell line HeLa and to analyze the effect of HRSP12 over — expressing on cell apoptosis and proliferation. Methods HR-
SP12 full length coding sequence was amplificated by reverse transcription PCR and lentiviral vector pWPI — HRSP12 was constructed.
Next, recombinant virus particles were harvested from the culture medium of packaging cell HEK293T. Western blot was used to analyze
the expression of Caspase3 and MTS was applied to analyze the cell proliferation. Results It was showed that the lentiviral particles in-
fected HeLa cells with high efficiency and the expressed fusion protein flag — HRSP12 was also detected by Western blot. In addition, the
over — expressed HRSP12 lead to the increase of cleaved — Caspase3 in Hela cells. What's more, the over — expressed HRSP12 can inhib-
it the proliferation of Hel.a cell. Conclusion A lentiviral expression vector pWPI — HRSP12 was successfully constructed, and the results

showed that over — expressed HRSP12 may induces HeLa cells apoptosis and inhibits their proliferation, and these will lay a solid founda-
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